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PREFACE TO SIXTH EDITION 


Tus continued rapid advance of medical science, and the extending use 
and appreciation of this textbook, have made necessary the publication 
of this, the sixth edition, within four years of the appearance of its pre- 
decessor. It will readily be understood that the production, under war- 
time conditions, of 3 volume of this character and magnitude, has been a 
somewhat formidable task, which has been successfully accomplished only 
through the self-sacrificing labours of the contributors and the co-operation 
of the publishers. 

The extent of the revision may be judged by the details set forth below, 
which are generally noted in the order of appearance of the respective 
articles throughout the work. It will be a source of satisfaction that, not- 
withstanding the very extensive revision, the size of the volume is 
practically the same. 

The purpose and scope remain the same as when the work was originally 
conceived twenty years ago, namely, the presentation of a comprehensive 
survey of the practice of modern medicine in the form of a textbook, each 
subject being dealt with in an essentially practical manner, prominence 
being given to diagnosis, treatment, and prognosis, rather than to etiology 
or pathology, although both these latter are dealt with in sufficient detail 
for ordinary reference. 

In the new edition, the principal alterations in the general arrangement, 
classification, and nomenclature include: The sub-section on Diseases due 
to Filtrable Viruses is placed immediately after that on Bacterial Diseases. 
The articles on Acute Anterior Poliomyelitis, Lethargic Encephalitis, Herpes 
Zoster, and Rabies have been transferred from the sub-section due to 
Filtrable Viruses to form a sub-section of Diseases of the Nervous System, 
and the article on Multiple Myeloma from the section on Diseases of the 
Blood to that on Diseases of the Skeleton. Oroya Fever and Verruga Peruviana 
are included under the general term Bartonellosis. There is a new classifica- 
tion of Typhus and the Typhus-like Fevers; a re-arrangement regarding 
Toxic and Infective Diseases of the Liver; a re-classification of the Heemor- 
rhagic Diseases ; a modification of the classification of Diseases of the Arteries ; 
and a new arrangement regarding Meningeal Hemorrhage and Chronic 
Subdural Hematoma. Changes in nomenclature are: Lymphopathia 
Venereum for Climatic Bubo; Upper Dysphagia with Anwmia (Paterson’s 
(so-called Plummer-Vinson) Syndrome) for Dysphagia with Anwmia and 
Glossitis (Plummer-Vinson Syndrome); Methsemoglobinemia and Sulphe- 
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moglobinemia for Enterogenous Cyanosis; and Motor Neurone Disease 
for Progressive Muscular Atrophy. 

New articles have been added on the following: The Common Cold, 
Leptospirosis, Epidemic Myalgia, Pink Disease, Injuries from X-rays, 
Injuries from Radio-active Substances, Manganese Poisoning, Poisoning by 
Coal-Tar Derivatives, Poisoning by Chlorinated Hydrocarbons, Adiposity, 
Diabetes Tenuifluus, Antihormones, Acute Suprarenal Deficiency, Virilism, 
Feminisation, Pseudo-Hermaphrodism, Sexual Precocity, the prescribing 
and administration of Hormone Preparations, Idiopathic Steatorrhea, 
Tuberculosis of the Spleen, Chronic Tuberculous Lymphadenitis, Functional 
Bundle-Branch Block, the Heart in Hypothyroidism, Allergy, Adenoma 
of Bronchus, Congenital Cystic Disease of the Lung, Pneumonitis, Focal 
Osteitis Fibrosa, Dyschondroplasia, Sarcoidosis, Benign Aseptic Meningitis, 
Hypertensive Encephalopathy, Acute Disseminated Encephalomyelitis, 
Kernicterus, Rupture of the Intervertebral Disk, Acute Febrile Polyneuritis, 
Progressive Hypertrophic Polyneuritis of Dejerine and Sotta, and Neuro- 
fibromatosis. 

Other new matter has reference to the use of the sulphonamide group of 
drugs in the treatment of acute infections, the use of a toxoid in the 
prophylaxis of Tetanus, skin tests and capillary fragility in Scarlet Fever, 
the classification of the Organisms causing Bacillary Dysentery, specific 
treatment in Oroya Fever, Verruga Peruviana, Malaria, American Dermal 
Leishmaniasis, Trypanosomiasis, Giardia Intestinalis, and in Thread Worms, 
the pathology and complications of Mumps, the symptoms and diagnosis 
of Amosbic Dysentery, the diagnosis and prophylaxis of Louse-Borne 
Typhus, Mercurial Poisoning, the use of the new insulins Protamine and 
Protamine Zinc Insulin, the treatment of Infantile Scurvy, the stiology 
of Rickets, the Sub-Scurvy State, the Red Blood Cells, Clinical Electro- 
Cardiography, including the Fourth or Chest Lead, Chronic Miliary Tuber- 
culosis, Epituberculosis and Hilar Flare, Oleothorax, Thoracoplasty and 
Extrapleural Pneumothorax in the treatment of Pulmonary Tuberculosis, 
the Superior Pulmonary Sulcus or Pancoast Tumour, the prognosis of Acute 
Nephritis, Familial Hemorrhagic Nephritis, Sodium Diaphenyl hydantoinate 
(dilatin, epanutin) in the treatment of Epilepsy, Migraine, and the effects 
of the stress of war upon the mental health of soldiers and others. 

The following portions have been entirely rewritten: The sections on 
Diseases of the Endocrine Glands and Diseases of the Joints and Inflam- 
matory Diseases of the Fibrous Tissues. The articles on Lymphopathia 
Venereum, Spirochetosis Icterohemorrhagica, Introduction to Rickettsia 
Diseases, Alcoholism, Lead Poisoning, tests for Hepatic Function, Acholuric 
Jaundice, Acute Infective Hepatitis, Aplastic Anemia, Methemoglobinemia 
and Sulphenoglobinemia, Melena Neonatorum, the Aetiology of Agranulo- 
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cytosis, Niemann-Pick’s Disease, Hand-Schiiller-Christian’s Disease, Irritable 
Heart of Soldiers, Primary Cardiac Strain, Auriculo-Ventricular Nodal 
Rhythm, Ventricular Fibrillation, Sino-Auricular Block, Chronic Adhesive 
Pericarditis, Tuberculosis of the Pericardium, the Surgical Treatment of 
Angina Pectoris, Hypertension, Raynaud’s Disease, Hemoglobinuria, the 
Pathology of Toxemic Kidney, Osteitis Deformans, Leontiasis Ossea, Osteo- 
malacia, Osteogenesis Imperfecta, Oxycephaly, Achondroplasia, Multiple 
Myeloma, the stiology of Méniére’s Disease, the treatment of Spasmodic 
Torticollis, the etiology and pathology of Polyneuritis and Hematomyelia, 

The following articles have been partly rewritten: Infection, Immunity, 
the treatment of Coliform Bacillus Infections, the methods of immunisa- 
tion and of prophylaxis in Diphtheria, Yellow Fever, Syphilis, Yaws, Flea 
Typhus, Mite Typhus, Tick Typhus, the Clinical Aspects of Glandular Fever, 
Arsenical Poisoning, Beriberi, Pellagra, Tropical Macrocytic Anemia, the 
pathology of Chronic (Esophageal Ulcer, the etiology of Anorexia Nervosa, 
the surgical treatment of Ulcerative Colitis, Acute and Subacute Hepatic 
Necrosis, the Blood Volume, Symptomatic Hemorrhagic States, the 
Treatment of Splenic Anemia, Heart Failure, Auriculo-Ventricular Block, 
Pulsus Alternans, Chronic Valvular Disease, Acute Simple Myocarditis, 
Chronic Mycardial Disease, Hypertrophy and Dilatation of the Heart, 
Acute Pericarditis, Syphilitic Affections of the Aorta, the Heart, and the 
Pericardium, the treatment of Bell’s Palsy, the signs of Local Lesions within 
the Skull and Brain, the pathology of Hydrocephalus and Craft Palsy. 

An important innovation has been made in connection with the names 
of drugs. It was thought that a useful purpose would be served by the 
following: The English names in the British Pharmacopana of 1932, or 
in one of its addenda, or in the British Pharmaceutical Coder are used. On 
the first occasion on which the official name is mentioned in the section on 
treatment of any particular disease, it is followed immediately by the name 
used in the United States Pharmacopa@ia when there is a material difference 
between the two. Next follow, almost always in brackets, the names of 
the more widely known of any proprietary preparations of corresponding 
composition, the British products usually being given priority, and, in 
the case of both the British and the foreign preparations, usually in alpha- 
betical order. In the prescribing of drugs, following the recommendation 
in the British Pharmacope@ia, grains and ounces for solids, and minims and 
fluid ounces for liquids, are used instead of the conventional symbols. It is 
a pleasure to express my indebtedness to Mr. H. Davis, Ph.D., A.I.C., Ph.C., 
for his valuable technical assistance in this connection. 

There are 12 new illustrations (Figs. 51, 68, 82, 85, 86, 87, 89, 90, 92, 
93, 94, and oe 

Drs. W. 8. C. Copeman, Donald Hunter, Alan Moncrieff, and 8. L. 
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Simpson are new contributors, and to them I desire to offer a warm 
welcome. 

Since the appearance of the last edition Medical Science and Practice 
have suffered a great loss in the death of three of the contributors, namely, 
Otto Leyton, Edward Mapother, and William Henry Willcox, the last since 
this.edition went to press. I desire to pay to their memory a profound 
tribute of regard and gratitude. 

It may be considered not inappropriate if I offer a few remarks on this 
occasion. From the inception of this textbook, it met with a notable 
degree of appreciation from the class of readers for whom it was intended, 
and each successive edition has been received with an ever-growing measure 
of approval. Its circulation to-day is greater than ever in all English- 
speaking countries, and it is interesting to observe that its popularity 
abroad has increased in even greater measure than in the United Kingdom. 
These results suggest that the plan of the work as outlined in the Preface 
to the First Edition was fundamentally sound, and even, it may be said, 
anticipatory of the developments which have taken place in the teaching 
and practice of medicine. Apart from this original validity of conception, 
I attribute the success of the book to the high abilities and devoted efforts 
of my colleagues, the contributors, with whom from the beginning my rela- 
tionship has been of the most intimate and happy character. No words of 
mine can adequately express my admiration and grateful appreciation of 
their help. All I can do is to tender them my cordial and abiding thanks. 
I desire to add that it has been an immense privilege to have been Editor 
of the first six editions of this Work. 

I earnestly hope and venture to believe that this new edition will be, 
to an extent not less than its forerunners, of service alike to Teachers of 
Medicine, Consulting Physicians, General Practitioners, and Senior Students, 
and that it may continue to be regarded as not unworthily representing 
British Medicine. 

FREDERICK W. PRICE. 
73 Harwiey Street, Lonpon, W., 
Seplember 1941, 
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It is generally recognised that within recent years there has been a great 
advance in knowledge throughout the domain of Medicine. As an example 
of this might be cited the branch of cardiology. As the result of the intro- 
duction of the clinical polygraph and of the electro-cardiograph we are now 
able to analyse the cardiac action in a manner which was never possible 
before, and many of the problems in the study of diseases of the heart which 
have baffled clinicians for generations have been practically solved, while 
others are in process of solution. In the department of neurology the 
progress made has been scarcely less notable. It seemed to me, therefore, 
that now, more than ever, it has to be acknowledged that it is beyond the 
scope of any authority, however varied his range of knowledge, to do full 
justice to the ever-widening field of Medicine, and that a useful purpose 
might be served by the publication of a work of moderate compass and 
in one volume, in which the different branches of Medicine were dealt with 
by authors who have made a special study of them. It has also been thought 
advisable to include sections on Diseases of the Skin and Psychological 
Medicine. Tropical Diseases are also included. 

In order to secure greater uniformity of method and style, I have generally 
adopted the principle of allotting a whole section to one author, or to two 
writing in collaboration, instead of enlisting the services of a large number 
of writers. I confidently anticipate that it will be recognised that I have 
been most fortunate in the selection of the various contributors to the 
volume, and I wish to offer to each of them my warmest thanks. I also 
desire to express my gratitude to Dr. A. P. Beddard, for the time he has 
very generously placed at my disposal, and for much valuable advice. It 
is @ pleasant duty gratefully to acknowledge my indebtedness to Dr. Claude 
B. Ker for the use of blocks of figures taken from his Manual of Fevers, 
and to Dr. James Collier and Sir James Purves Stewart for a block of 
figure 96. 

It is my earnest hope that the book may be considered a credit to the 
London School of Medicine. 

, FREDERICK W. PRICE. 
133 Harutry Srarzt, Lonvon, W., 
January 1922. 
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A TEXTBOOK OF THE PRACTICE 
OF MEDICINE 


SECTION I 
INFECTION 


EFFEcTs oF BACTERIAL ACTIVITY 


WHEN a bacterial invasion of the body tissues occurs the result is disease ; 
the process is spoken of as an infection, and the bacterium is said to be patho- 
genic. The terms “ pathogenic” and “ non-pathogenic” are by no means 
rigid. No organism is pathogenic to all animals, and even organisms generally 
pathogenic to a given species may be introduced into an individual of that 
species, even in considerable quantity, without producing disease. On the 
other hand, organisms usually saprophytic, when introduced in sufficient 
quantity into an animal of a species usually immune, may cause disease. 

Organisms pathogenic for one species of animal are frequently non- 
pathogenic for other species, and not a few organisms are pathogenic for man 
alone, except under certain exceptional experimental conditions. 

Certain organisms which habitually exist under normal conditions as sapro- 
phytes in one part of an animal’s body, may at the same time be the cause 
of an active infection in another part. For example, a member of the coliform 
group of intestinal bacilli, usually a harmless saprophyte in the intestine, may 
be simultaneously the cause of an active infection in the bladder. Bacteria 
which usually function as harmless saprophytes, but under certain conditions 
become pathogenic, are termed ‘‘ commensals.” Again, micro-organisms 
that are potentially infective may and do exist under saprophytic conditions ; 
that is to say, apart from the animal body, and under different conditions 
as regards temperature, etc. Saprophytic bacteria that are incapable of 
invading living animal tissues may yet invade the animal body when any 
part thereof is so injured as to be dead, or is in process of dying. Certain 
varieties of bacteria, usually infective, may become saprophytic. The hosts 
are then termed “carriers.” The best known examples thereof are the 
typhoid bacillus, the fel be bacillus and the meningococcus. The two 
former examples generally, if not always, occur after an infection, whereas 
the meningococcus is more often found existing in a saprophytic than in a 
pecean state. In these cases the bacteria do not exert any apparent 


‘harmful effect, but they are, of course, of great potential danger to the 
surrounding community. 
I 


2 INFECTION 


A similar condition exists in connection with the paratyphoid bacilli 
and those of the food-poisoning group generally. This condition differs to 
some slight extent from that of the carriers noted above, in that there is 
some evidence, continuous or recurrent, of constitutional disturbance, though 
in the periods between recurrence, which may be prolonged, the condition 
closely resembles that of a carrier. 

Infective bacteria are generally aerobic, or facultatively aerobic. True 
anaerobes have very little power of spreading through uninjured animal 
tissues unless they are accompanied by aerobes, though they may cause 
localised infections in tissues in which the oxygen supply is limited. Hence 
the bacteria usually associated with infections are aerobic organisms that 
flourish at body temperature. — _ 

A microbe may belong to a highly infective variety and yet its infectivity 
vary greatly. This property is known as virulence, and depends on various 
factors. 

The path of infection also has a determining influence. Thus, staphylococci 
injected subcutaneously in a rabbit produce a local abscess, while if the 
injection be intravenous, pyeemic abscesses may lead to death. Typhoid 
bacilli must be swallowed to be infective, while it has been demonstrated 
that plague may be caused by rubbing B. pestis into the skin. 

Subject of infection.—Healthy individuals differ greatly in their reaction 
to infective microbes, because of individual, racial or environmental charac- 
teristics, or because of age. 

A local susceptibility may be brought about by trauma or interference 
with the circulation, conditions which may permit even anaerobic organisms 
to flourish. 

An existing disease may modify the reaction of the host to an infection. 
Thus the subjects of diabetes are prone to staphylococcal and tuberculous 
infections. 

Bacteria that are capable of spreading in the tissues usually have the 
power of causing septicemia, that is, of flourishing in the blood stream, and, 
as a sequel, of producing py@mic processes. Other bacteria causing acute 
infections appear in the blood stream during the earlier stages of the infection, 
but in the later stages tend to disappear therefrom, the bacterie@mia bein 
incidental to, but not coextensive with, the infection. Streptococci an 
staphylococci are common examples of the former process, nade the typhoid 
bacillus of the latter. 


Resvutts or BacteriaL INFECTION 


_ If the individual be in a healthy state, even a large quantity of virulent 
micro-organisms can gain admission to the body, and, owing to the local 
defences, may be destroyed before damage occurs ; such a repelled invasion 
may cause no symptoms. When the local defences prove inadequate to 
ensure the complete destruction of the invading bacteria, the result is a local, 
or general, infection, or both. 

_ A local infection may result in cellulitis or abscess formation, associated 
with more or less absorption of poisonous products; such a local infection 
may become generalised, leading to septicemia or pypmia. But whether 
the infection be local or general, or both, a greater or less degree of general 
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poisoning may occur, by reason of soluble poisons elaborated by the bacteria. 
These poisons are termed “ toxins.” TJozins are of two varieties—exotoxins 
and endotoxins. 

Exotoxins are soluble poisons elaborated by certain classes of bacteria— 
notably diphtheria and tetanus. These exotoxins are destroyed by com- 
paratively low temperatures ; for instance, diphtheria toxin is destroyed by 
a temperature of 65° C. When an exotoxin is introduced into an animal’s 
body, the specific effects thereof appear after an incubation period. Endo- 
toxins can only be recovered by autolysis or trituration of the micro-organ- 
isms whch produce them. This means that those bacteria which only elabo- 
rate endotoxins can only poison an animal by proliferating within the tissues 
of that animal, while the poisoning produced by exotoxin may occur without 
invasion of the body by the organism concerned. Endotoxins will withstand 
a temperature of 100° C. 

The difference between exotoxin and endotoxin is a fundamental one in 
specific therapy, a8 in a toxemia from exotoxin a suitable antitoxin in 
appropriate amount constitutes an adequate defence, while in the case of 
toxemia from an endotoxin the bacterium itself has to be proceeded against. 
The mode of action of toxins is very variable and depends upon the variety 
of bacterium. The toxins of diphtheria and tetanus tend to produce profound 
poisoning effects on the nerve tissues. Those consequent upon other infections 
produce other effects, prominently fever and degenerative changes in the 
tissues. 


IMMUNITY 


Definition.—Immunity is that function of the animal organism by virtue 
of which the effects of bacterial activity are resisted. Immunity is either 
natural or acquired. 


NATURAL IMMUNITY 


Factors determining immunity are not well understood ; but environ 
ment, habits, age and race partly account for them. The natives of countries 
where certain diseases are endemic may be far more resistant to those diseases 
than inhabitants of countries where the diseases are not endemic, as shown by 
the resistance of the negro to yellow fever. Conversely, diseases that have 
existed in mild forms for years endemically among one race may cause a 
veritable plague when introduced to a fresh race. Thus tuberculosis ravaged 
the North American Indians, and syphilis when introduced to Europe from 
America, where it was probably endemic, followed the course of an epidemic 
of a highly contagious di 

There is also individual immunity, as shown by the fact that in any 
epidemic some individuals entirely escape infection, while in those infected 
all degrees of resistance are noted. In contradistinction to individual natural 
immunity, which condition does not lend itself to analysis, there is the con- 
dition of individual susceptibility—a condition to which considerable study 
has been devoted, chiefly in the direction of non-bacterial toxemias, such as 
hay fever and the various toxic idiopathies. 


4 ANTITOXINS 


ACQUIRED IMMUNITY 


(i) As the result of recovery from infection 


When an individual has recovered from certain infections such as typhoid 
fever, scarlet fever, measles and the other exanthemata, he commonly 
experiences immunity from those diseases in future. The duration of this 
form of acquired immunity varies greatly with different infections: that 
following influenza and pneumonia may be quite short. This acquired 
immunity was recognised centuries ago, and history shows that attempts at 
protection were made by inoculating infective material ; it was on account of 
this knowledge that Pasteur began the study of protective inoculation which 
forms the basis of our knowledge of immunity. 


(ii) Artificial Immunity ; Active and Passive 


Pasteur, in 1880, showed that injections of attenuated cultures of the 
organism of chicken cholera would protect the inoculated fow] against 
lethal doses of the virulent bacilli. From this observation resulted artificial 
immunity, and because the protection is elaborated solely by the action of 
the tissues of the infected animal, the term Active Immunisation was intro- 
duced by Ehrlich. 

Von Behring, in 1890, discovered that the serum of actively immunised 
animals when transferred to other animals conferred immunity on the latter, 
and this process is termed Passive Immunity. It differs broadly from active 
immunity in that the protection afforded is comparatively transient, depend- 
ing as it does on the actual amount of immune substance introduced. 


« 


ANTITOXINS 


As already stated, toxins are of two kinds—exotoxins and endotoxins. 
The former exert their effects independently of the bacteria that produce 
them, while the latter only become effective when their parent microbes 
become dissolved. The injection of suitable doses of exotoxin calls forth 
the response of antitoxin ; whereas the injection of suitable doses of endo- 
toxin, t.e. vaccine, calls forth the response of bacterial antibodies. It is now 
known that other bacteria than those of diphtheria, tetanus and Shiga’s 
dysentery produce appreciable quantities of antitoxin, namely Streptococcus 
-_scarlatine, B. botulinus and Staphylococcus pyogenes. 

Since von Behring and Kitasato demonstrated the antitoxic properties 
of the blood of animals immunised against diphtheria toxin in 1890, an 
immense amount of work has been published, and improvements in the 
ae abet - antitoxin a constantly accrued. 

unit of toxin is that quantity sufficient to kill a 250 g. guinea-pi 
in 4 days. The original Ehriich unit of antitoxin was that Saunt t Be 
would save the life of a 250 g. guinea-pig injected with 100 units of toxin, 
but owing to variations in the stearigth and keeping qualities of different 
batches of toxin, the present unit of antitoxin is the amount of antitoxin 
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in a known weight of dried antitoxic serum preserved in England, the United 
States of America and Germany. 

The preparation of diphtheria and tetanus antitoxins is comparatively 
simple, as is also the preparation of scarlatina antitoxin, but the preparation 
of powerful staphylococcal antitoxin is proving difficult. 

Other anti-sera of therapeutic value are those prepared against infection 
by meningococcus, pneumococcus, streptococcus, anthrax, clostridium 
welchil, B. dysentert@ and leptospira icterohemorrhagiw. The use of several 
of these sera has been considerably restricted since the recent expansion of 
chemotherapy. 


THE PROPERTIES OF IMMUNE SERA 


Von Behring’s discovery that the sera of immune animals could passively 
confer immunity shows that such immune sera contain substances either 
different from those, or in excess of those, present in normal sera; and, in 
1894, Pfeiffer showed that if cholera spirilla were injected into the peritoneal 
cavity of a highly immunised guinea-pig, the bacilli lost motility, became 
granular and swollen, and finally disappeared. This phenomenon became 
known as Pfeiffer’s phenomenon, or Bacteriolysis. It was then shown by 
Metchnikoff and Bordet that a similar result occurred in vitro in a mixture 
of heated immune serum and cholera vibrios if, and only if, normal serum 
be added. As a result of these and subsequent researches it was recognised 
that two substances are present in immune sera, one of which is peculiar 
to immune and the other common to immune and normal sera. The former, 
originally called “‘ substance sensibilitrice ” (Bordet), is now generally known 
as amboceptor (Ehrlich) ; while the latter, formerly called alexin by French 
writers, is now usually known as complement (Ehrlich). 

It will also be recognised that the specific change that has occurred 
in an immune serum is the presence of amboceptor, which can only act in 
the presence of complement. Amboceptor is specific in that it only acts in 
connection with the bacterium or inoculating substance which calls it forth 
(antigen), while complement acts independently and in connection with 
amboceptor of any kind. 

Bacteriolysis also occurs in connection with typhoid immune sera, 
but many other varieties of bacteria are not subject to it; it can, 
however, be demonstrated that those organisms, immunity against which 
is unaccompanied by bacteriolysis, are susceptible to other properties of 
Immune sera, In connection, however, with bacteriolysis must be mentioned 
hemolysis. Bordet, in 1898, showed that if an animal be immunised with 
the corpuscles of another species the serum of the immune animal acquires 
the property of destroying the red corpuscles of that species. This phen- 
omenon of hemolysis has become of great importance, as it forms the indicat- 
ing phenomenon in the complement deviation test of Bordet and Gengou, 
and of its modification the Wassermann reaction. Similarly many other 
yous sera can be elaborated by injecting emulsions of appropriate 
cells, 

Agglutinins.—The agglutination of bacteria in the presence of the serum 
of an immune animal was first observed by Charrin and Roger in 1889, and 
@8 a specific reaction was described by Gruber and Durham in 1896, when 
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Griinbaum and Widal simultaneously recognised the great importance of this 
reaction from a diagnostic point of view in the case of typhoid fever. 

If bacterial substance be introduced into the tissues of an animal, either 
by infection or injection, agglutinin is formed, and will cause agglutination 
of the agglutinable substance in an emulsion of the homologous bacteria. 
The bacterial substance is an antigen, and inasmuch as it appears to be iden- 
tical with the agglutinable substance, the latter is also frequently alluded to 
as antigen. 

Agglutination occurs in two stages. In the first, sensitisation of the 
bacteria by a specific substance in the Immune serum, agglutinin, occurs: and 
in the second, the bacteria adhere together, in clumps, and gradually settle 
by gravity. Such clumping only occurs in the presence of low dilutions of 
salts, acting as electrolytes. 

Agglutination does not affect the vitality of bacteria, and it occurs with 
living or dead bacteria. Agglutinins are relatively thermostable, though an 
agglutinating serum which has been heated to between 62° to 70° C., or which 
has been kept for a long time, sa show “zones” of agglutination, 1.e. 
that with low and high dilutions of serum agglutination occurs, but with 
intermediate dilutions there may be no agglutination. 

Among motile bacteria two types of antigen occur, the flagellar termed 
H, and the somatic termed O, and the agglutinins resulting from each have 
different characteristics. H agglutination results in large loose flakes, and 
H antigen is usually labile at temperatures of from 80° to 100° C., while the 
O agglutination results in small compact flakes, and the antigen resists a 
temperature of 100°. The H agglutinins tend to persist in an animal serum 
for a long time, and also tend to reappear in a patient’s blood during a non- 
specific fever, so care must be exercised in reading a moderately high agglutina- 
tion as diagnostic of the existence of infections of the enterica group. These 
considerations do not hold in connection with diseases such as undulant fever, 
or dysentery, as the O agglutinins do not tend to persist, or to be regenerated 
by non-specific fevers. In general, H agglutinations are rapid and may be 
read after 2 hours. O agglutinations are less rapid, and are seen at their 
best after 12 hours. The H antigens are generally more specific than the O 
antigens. For example, the O antigens of B. typhosus and enteritidis are very 
similar, if not identical, but their H antigens are quite specific. In the case 
of the Proteus group, however, the O antigens are far more specific than the 
H antigens within the limits of the group. 

Felix and Pitt have shown that in the case of the typhoid bacillus, and 
possibly also in Salmonella infections, there is a marked difference in smooth 
strains, in that some are far more virulent than others. They have shown 
that strains recently isolated tend to be virulent because they possess a ‘“ Vi” 
antigen in addition to the H and O antigens of the smooth type of typhoid 
bacillus, The virulence of any smooth type being examined is tested by the 
intraperitoneal injection of mice, the test dose being 100 x 10® bacilli. 

Vi antigen is heat labile, and agglutinative tests to demonstrate its presence 
must be carefully carried out with living suspensions at body temperature. 

_ In practice the patient’s serum, in a series of graded dilutions, is mixed 
with suspensions of fresh or preserved bacteria, and the mixtures incubated 
at 55°C. The highest dilution of serum containing specific agglutinins varies 
within wide limits according to the nature and state of the infection. 
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With regard to the enterica group, the following are usually considered 
as diagnostic : 


B. typhosus . ; 3 . 11in64 or higher. 
B. paratyphosus A. ; . lin 32. or higher. 
B. paratyphosus B. : . 1in 128 or higher. 


For classifying bacteria recovered from patients, specific immune sera 
are employed, the titre of which will be known, and the limits of agglutination 
denoting pathogenicity indicated. 

Precipitins.—Toa filtrate of cholera vibrios Kraus added anti-cholera serum, 
and incubated the mixture at 37°. After some time flocculi appeared. The 
same phenomenon occurred with typhoid filtrates and anti-typhoid serum, 
and in the course of time precipitating sera were prepared against a great 
variety of antigens, animal, bacterial and vegetable. It was found. by 
Danysz, subsequently elaborated by Dean, that optimal proportions of 
antibody and antigen played an important part in the successful performance 
of the test, and it appears that a relative excess of either hinders the reaction. 
The strength of sodium chloride solution used has some effect also on the 
reaction, and Dean has shown that 0:2 per cent. is the most favourable. 
Originally it was thought that precipitin so acted on antigen—precipitinogen 
—as to precipitate the protein thereof, but it has been shown by many 
workers that the bulk of the precipitate is derived from the proteins of the 
antiserum. This is in obvious contrast to the agglutination reaction, in 
which the agglutinated bacteria are clearly derived from the agglutinogen. 

The reaction is turned to account in Forensic Medicine, in the recognition 
of human blood in blood stains, in the recognition of the meat of different 
species of animals, and even in the detection of cereal adulterants. Methods 
of estimation of the strengths of toxins and antitoxins are also based on the 
precipitin reaction. 

Anaphylazis—When a foreign protein is introduced into an animal, 
hyper-susceptibility may be produced, which hyper-susceptibility can be 
demonstrated by injecting after the lapse of ten days a further—in itself 
non-lethal—dose of the protein, when there occurs a condition varying 
from slight signs of illness ranging through various stages of respiratory 
distress up to sudden death. A second injection of antitoxin after a sufficient 
interval may produce anaphylaxis. In consequence of this the question of 
desensitisation becomes of great importance. If at some period more than 
10 days after an injection of antitoxin it is desired to give a further dose the 
presence of the anaphylactic state should be negatived. This is done by a 
skin reaction. A small a say 0-05 c.c., of normal horse serum (or 
antitoxin) is injected intradermally, or rubbed into a scarified surface. There 
occurs, if anaphylaxis—or a toxic idiopathy to horse substance—exists, an 
urticarial patch sometimes progressing to a vesicular eruption with a sur- 
rounding area of erythema. This usually occurs within half an hour, but is 
occasionally delayed. If anaphylaxis be demonstrated, the patient should 
be desensitised. If time be not of paramount importance, 0-025 c.c. of anti- 
toxin is administered subcutaneously, and the amount is doubled every 
half hour. After 1 c.c. has been given, subsequent doses are given intraven- 
ously until 25 c.c. in all have been administered. When serum is being given 
to a patient whose idiosyncrasy is unknown, | c.c. of 1 in 1000 adrenaline 
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in a syringe should be at hand lest symptoms of anaphylaxis should 
& r. 

sf Siac sickness.—The use of horse serum, whether normal or immunised, 
and especially when given by the subcutaneous route, often leads to certain 
symptoms of a non-specific character on or about the eighth day after the 
first dose has been administered. These symptoms consist of an urticarial 
rash, with pruritus which may be very troublesome, mild pyrexia, pain in 
and swelling of the joints and some malaise. The urticaria may be con- 
centrated about the site of injection of the serum, or it may be generalised. 
There may be local or general cedema, but the latter is uncommon ; 80, too, 
are albuminuria and swelling of the lymph glands. In some cases the local 
urticaria appears much earlier than the eighth day ; it may appear within a 
few hours of the initial puncture, the more general symptoms showing them- 
selves towards the end of the week. ‘‘ Serum sickness”’ is rarely serious. 
Treatment is by anti-pruritic lotions, such as saturated bicarbonate of soda 
solution, or dilute Babohi acid (1 : 100) or lotio calamine co, and by aspirin 
internally. It may be added that if the joint symptoms precede the rash—a 
Tare event—some difficulty may arise in diagnosis. 


THE FILTRABLE VIRUSES 


A number of human diseases, examples of which are small-pox, rabies, 
yellow fever, chicken-pox, measles and epidemic poliomyelitis, are now known 
to be caused by ultra - microscopic viruses, and, arguing from analogy, 
encephalitis lethargica is thought to belong to the group, though proof is 
still lacking. 

Asa rule, these viruses measure less than 250 »p», and some of them measure 
much less. Particles less than 250 yp» cannot be resolved by ordinary micro- 
scopes, though Barnard, by the use of a short-wave ultra-violet light and lens 
systems of quartz has resolved objects as minute as 75 py. Great diversity 
of size occurs amongst the viruses. For instance, that of foot-and-mouth 
disease of cattle measures about 12 yp, while that of pleuro-pneumonia of 
cattle, which occurs in two forms, measures from 150 yp to 250 np. With few 
exceptions, however, the viruses are ultra-microscopic, and will pass through 
filters that fail to pass the ordinary bacteria. The properties of the porcelain 
filters used vary considerably, and other factors besides the actual diameter 
of the pores have to be taken into account. Thus, the substance of the filter 
may adsorb the virus, even though the pores of the filter may be sufficiently 
large for its passage. The flexibility of the virus, and the pressure of filtration 
may also introduce variable factors. It follows, therefore, that the failure 
of a virus to pass through a filter does not necessarily mean that its particles 
are too large. 

Though differing much in size and effects, most of the viruses have charac- 
teristics incommon. Many of the diseases caused by filtrable viruses in man 
and animals are highly infectious, very minute doses of virus causing infection 
—an infection that spreads with peat rapidity. Many of the virus diseases 
pean special intracellular bodies, termed inclusion bodies. These may 

restricted to one particular tissue, or may be found in various tissues. 
They may occur in the cytoplasm or nuclei of cells, or in both, and vary 
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greatly in size. In some diseases the diagnosis can be made histologically by 
the recognition of these bodies, e.g. the Negri bodies in rabies. The fact that 
the inclusion bodies have been seen to develop in vitro in tissue-cultures 
suggests that the filtrable viruses are intracellular parasites, in which respect 
they differ from the majority of bacteria. 

Some of the virus diseases, such as yellow fever, dengue and papataci 
fever, are insect-borne. 

With the exception of pleuro-pneumonia of cattle, no virus has been 
cultivated in vitro in the absence of growing cells, though many can be 
propagated in tissue cultures, and on account of this exception, many, if 
not the majority of workers, hold the opinion that pleuro-pneumonia is not 
a virus disease. Generally speaking, therefore, viruses can only be propagated 
by animal passage. 

Most of the viruses produce an active immunity which is very lasting, 
and in some of the diseases immune serum confers passive immunity. 
measles the injection of immune serum will produce such a degree of passive 
immunity as to prevent an attack of measles in a contact, but such immunity 
is not lasting. If given about 6 days after contact, a modified attack of 
measles of very attenuated type will occur, subsequent to which permanent 
immunity ensues. Valuable clinical results have been claimed by many 
workers from the use of immune serum in the pre-paralytic stage of poliomye- 
litis, but the exact value of the method is difftcult to assess. ith few 
exceptions all agree that immune serum has no effect when once paralysis 
has supervened. Recent work published by the Rockefeller Institute 
shows that fully inactivated yellow fever virus will not confer immunity. 
Inactivated distemper virus will, h~wever, immunise, and is indeed used as a 
preliminary measure in the prophylaxis of distemper, and inactivated virus 
also confers immunity in cattle plague, fowl plague, rabies, influenza (in 
mice), herpes and some other animal diseases. 

Most of the filtrable viruses are resistant to glycerine, especially at low 
temperature, and remain unaltered for long periods in 50 per cent. thereof 
at 4° C., whereas the lethal effect of glycerine on bacteria generally is well 
known. 

Complement fixation reactions between virus and antibody have been 
shown in many virus infections, and flocculation has been shown in the case 
of variola virus. Ledingham has shown that homogeneous suspensions of 
the elementary corpuscles from vaccinia and fowl-pox are agglutinated by 
the sera of convalescent animals, while normal serum has not this effect. 

The following list comprises some of the human virus diseases under three 
headings : 


1. Certain 
Small-pox. Herpes Febrilis. 
Chicken-pox. Herpes Zoster. 
Mumps. Infectious Warts. 
Yellow Fever. Acute Antgrior Poliomyelitis. 
Dengue Fever. Psittacosis. 
Phlebotomus Fever. Rabies. 
Rift Valley Fever. Encephalitis (St. Louis Type). 


Lymphopathia Venereum. Influenza. 
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2. Almost Certain 


Measles. Molluscum Contagiosum. 
Encephalitis Lethargica. Rubella. 
3. Possible 


Common Cold. 


BACTERIOPHAGE 


In cultures of bacteria certain areas of transparence, increasing at the 
expense of the growth, have been recognised for years by bacteriologists, 
but had not attracted much attention, being dismissed as due to autolysis, 
until, in 1915, Twort found that the process could be transferred to fresh 
cultures indefinitely. He also showed that the lytic principle could be 
transferred in filtrates free of bacteria. He discussed the possibility of an 
ultra-microscopic virus being responsible. 

D’Herelle, in 1917, carried out an important research on the phenomenon, 
and maintained that the lysis was due to an ultra-microscopic virus, to which 
he gave the name “ Bacteriophage.” 

Much controversy has arisen as to the true nature of bacteriophage, two 
main opinions emerging—(1) that it is a living ultra-microscopic virus, and 
(2) that it is a ferment supplied by the bacteria themselves. All authorities 
appear to agree that the actual lytic agent is an enzyme, but disagree as to 
the origin of the enzyme. 

Bacteriophage is very resistant to many influences deleterious to bacteria. 
Many specimens require 75° C. for half an hour to ensure destruction. Feces 
sealed up in tubes for more than a year may still show bacteriophage. 
D’Herelle found it withstood 1 in 200 perchloride of mercury and 1 in 100 
carb lic for 3 days. 

Usually a bacteriophage to one organism has no effect upon a different 
variety, though a certain amount of overlapping with allied strains occurs. 

Bacteriophage can act as an antigen, and when injected into an animal 
produces an antiserum which inhibits the lytic action. 


JOHN MaTrTHEWS. 
HorpDER. 
A. E. Gow. 


SECTION II 
GENERAL INFECTIOUS DISEASES 


A, BACTERIAL DISEASES 


THE main results of the invasion and infection of the body by micro- 
organisms are discussed in the section upon infection and immunity. It is 
important to distinguish clearly between “ invasion,” “ infection” and 
‘‘ intoxication,” and the reader is referred to the section mentioned for the 
consideration of these several processes. 


TOXAMIA 


This term is applied to the condition of a patient who is absorbing into 
the tissues and circulation toxins elaborated at some local site of microbic 
infection. The diseases caused by the specific microbes of diphtheria and 
tetanus are examples of toxemia, the sites of infection being in the former 
disease the fauces or larynx, an” in the latter disease the damaged tissue 
about a wound or abrasion. The symptoms of toxemia are variable, and 
depend upon the special affinity that the toxins concerned have for certain 
tissues or organs. There are, therefore, general symptoms common to many 
microbic infections: fever, rigors, malaise, vomiting, pains in the back and 
limbs, headache, sweating, etc.; and special symptoms, such as are mani- 
fested by an affinity of the toxin for nerve structures (paralyses, spasms, 
delirium, etc.), or for the heart (arryhthmia, tachycardia, cardiac asthenia, 
etc.), and others. 

One form of toxeemia of great importance is that known as Focal Sepsis. 
In this condition there may be few or no symptoms referable to the primary 
local site of infection, yet the resulting toxemia may manifest itself as 
fibrositis, arthritis, anemia, rarefaction of bone, loss of weight, pyrexia, 
or a combination of these. In focal sepsis, pyrexia is not a marked feature 
except in some cases of coliform infection of the urinary tract and in a minority 
of dental apical infections. The likely sites for focal sepsis are the nasal 
sinuses, the teeth, the tonsils, the bronchi, the vall bladder the appendix, 
the intestinal tract and the genito-urinary tract in both sexes. Chronic 
infection may lurk in certain of these situations even in the absence of gross 
macroscopic lesions. The tonsils, for example, though not enlarged, may 
contain pus or inspissated secretion in their crypts: a scarred and ragged 
tonsil, or one which has venules on its surface is always suspect, peony 
when the lymph node behind the angle of the jaw is palpable. The searc 
for focal sepsis must be thorough and systematic, and may necessitate certain 
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instrumental investigations, e.g. X-ray examination of the cranial sinuses, 
of the apices of the teeth and the periodontal membranes ; a cholecystogram ; 
a catheter for a specimen of urine ; a speculum for a view of the cervix uteri. 
Bacteriological examination of a post-nasal swab, or of the apex of a tooth 
at the time of extraction, or of a catheter specimen of urine, of any uterine 
discharge, of material obtained after prostatic massage, or of the stools, etc., 
may be required. The correct interpretation of the findings from such 
investigations is often difficult. 


SEPTICAMIA 


Septicemia is a condition in which the infecting microbe transgresses 
the tissue barrier at the site of local infection and invades the blood stream, 
multiplying therein, and thus continuing the infection in a general manner. 
The mere existence of the microbe in the blood stream is not to be considered 
as necessarily constituting a true septicemia. Thus we know that during 
the first few days of an attack of typhoid fever, of pneumonia, and of certain 
other diseases, the specific microbe can very often be isolated from the 
circulation by blood culture. The more thoroughly the investigation of 
microbic infections by blood culture is undertaken, the more patent it becomes 
that at some stage or other the infecting organism exists in the circulation. 
Bactertemia is @ convenient term by which to express the (temporary) 
existence of micro-organisms in the blood stream in other states than true 
septicemia. 

There are two main conditions of septicemia in so far as this is related 
to the local infection. (1) The local infection may be obvious, the septicemia 
clearly resulting from this; or (2) no local infection may be discoverable, or 
the local infection may be, at best, merely surmised. Even at a careful 

ost-mortem examination the source of local infection may not be manifest 
in some of the cases illustrating this type of septicemia. 

The microbes chiefly concerned in septicemia are Staphylococcus aureus, 
Streptococcus pyogenes (vel hemolyticus) and the pneumococcus. Much less 
commonly the gonococcus, Pfeiffer’s bacillus, the meningococcus, and 
B. pyocyaneus perform this rdle. 

The local wnfections tending to lead to septicemia are chiefly concerned 
with the throat (streptococcus), the uterus (“‘ puerperal fevers’), the sub- 
cutaneous tissues of the hand and foot (infections during operations and post- 
mortem examinations, septic wounds, etc.), and the site of surgical operations 
(post-operative septicemia). 

Symptoms.—The symptoms in septicemia vary much; there is also 
great variation in the intensity and course of the disease. Some of the 
worst cases from the point of view of prognosis are those in which physical 
signs are conspicuous by their absence, whether as regards the site of the local 
infection or as regards the development of secondary lesions (thromboses, 
visceral inflammations, etc.). Thus, in a case of puerperal septicemia, if a 
careful examination of the pelvic organs reveals no defect in the uterus or its 
adnexa, and if no signs of local concentration of the infecting agent be found 
elsewhere, the case is likely to be one of great anxiety. 

The symptoms include pyrexia, usually considerable in degree, and most 
often intermittent in character. Rigors are not uncommon, though by 
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no means constant. The patient is generally free from pain and local dis- 
comforts, but feels exhausted and very ill. The mental state is usually 
nofmal ; in some cases the outlook is disproportionately optimistic. Sweats 
are common, especially if the pyrexia is markedly intermittent. Diarrhea 
may occur. Some degree of general abdominal distension is common. The 
spleen may be palpable. The pulse is quickened, the pulse tension lowered, 
and there may be subjective cardiac disturbances related to the toxic myo- 
carditis which is an invariable result of the main pathological process. A 
progressive hemolytic anemia is one of the most striking features in most. 
septicemias, both clinically and upon examination of the blood: The leuco- 
cytes vary a good deal, and their number constitutes a helpful point in 
prognosis : the smaller the count the worse the outlook. Loss of weight is 
not a noticeable symptom, except in cases which become “ chronic,” nor 
must the absence of this feature lead, of itself, to a favourable view as to the 
outlook. Erythemata are often seen, both diffuse and discrete, especially 
in cases due to streptococcus infection; they are prone to be evanescent. 
Purpura is not uncommon. Joint pains and swellings are also common, 
and these not seldom disappear without any metastatic abscess formation. 
Pleurisy and pericarditis are not infrequent in staphylococcus infection. 

Prognosis.—The prognosis is serious in all cases of septicwmia, though 
less so now than formerly. This is partly because, as the result of the earlier 
and more extensive use of blood cultures, more cases are recognised, and 
partly because the exploitation of chemotherapy has added useful treatment 
In many instances of the disease. Of serious import are the following : rigors, 
the absence of signs of the local infection, the Bence of a leucocytosis, rapid 
progression in the associated anemia, early dilatation of the heart, vomiting, 
pleurisy, insomnia, and delirium “r stupor. 

Treatment (see pp. 16-19). 


~PYAMIA 


When septicwmia is complicated by the formation of multiple abscesses, 
or of multiple foci of tissue necrosis, the clinical condition is conveniently 
spoken of as pysemia. 

All pysmic patients are septicemic, but not all septicemic patients are 
pyemic. Sone septicemias tend to be pyemias from the first, in other 
cases there is a late development of the pyemia after a period of simple 
septicemia lasting for days or, it may be, weeks. In the great majority of 
cases of pyemia the primary infection is obvious. 

There are three types of pyemia according to the anatomical distribution 
of the primary infection in elation to the circulation. 

1. Systemic venous pyemia.—This is the form which is seen in osteo- 
myelitis due to Staphylococcus aureus, in suppurating wounds (staphylococcus, 
streptococcus, B. coli, etc.), in suppurations of the urinary and brenchial tracts 
and in suppurating dermatitis and cellulitis. The metastatic abscesses form in 
the lungs, iidnaye perirenal tissues, joints, bones, and, less often, in the heart 
wall and in the brain. The symptoms are those of a severe septicemia 
nein with those of the disease-processes set up by the focal events just 
referred to. Some of the cases are of long duration, and when this is so the 
patient is apt to become very emaciated. 


14 GENERAL INFECTIOUS DISEASES 


2. Portal pyemia (suppurating pylephlebitis).—This is the form of pyeemia 
resulting from certain pyogenic infections in the alimentary tract—rectum, 
colon, appendix, gall-bladder and elsewhere. The infection follows in ascend- 
ing fashion the radicles of the portal vein, setting up a septic thrombosis 
and ultimately causing multiple abscesses in the liver. The symptoms are 
those of a severe febrile illness with acute or subacute abdominal signs, 
moderate jaundice, and an enlarging liver. The diagnosis is sometimes 
difficult, but when indubitable the prognosis is extremely grave. The micro- 
organisms concerned are generally of the coliform group, or streptococcus ; 
mixed infection is not uncommon. 

3. Arterial pyemia.—This form of pyemia is seen in septic endocarditis, 
with which disease it is, for the most part, identical. The focus of primary 
infection, so far as the pysemic process is concerned, is the endocardium, 
and especially of the valves, where colonisation of microbes takes place, 
and Wheto innumerable septic emboli proceed into the arterial system. 
Seeing that in the great majority of the cases this focus occurs on the left 
side of the heart the emboli, if they set up metastatic areas of infection, do so 
in organs and tissues supplied by the systemic vessels: spleen, brain, kidneys, 
limbs, etc. In the less common instances, where the endocarditic focus is on 
the right side of the heart, the infection being grafted upon a congenital 
lesion, the emboli lodge in the pulmonary vessels, producing multiple infarcts 
in the lung, usually with associated pleurisy. 

The microbes most often causing septic endocarditis are organisms of 
feeble virulence (streptococci of the salivary and fecal groups, or H. influenza) ; 
this fact accounts for the infrequency of suppuration in the infarcted areas 
occurring in this disease. When, however, the endocarditis is due to such 
virulent microbes as Staphylococcus aureus and Streptococcus pyogenes, abscess 
formation does occur in the infarcts. 

Treatment (see pp. 16-19). 


TERMINAL INFECTION 


Micro-organisms which are found in the tissues in the course of a post- 
mortem examination are related to them in four different ways: (i) They 
may be the primary infection leading to the disease-process which causes 
death. (ii) They may be present as secondary infection, in’ association 
with the primary infection, and they may or may not be largely responsible 
for the death of the patient. (i) They may be present as a “ terminal 
infection,” the disease-process from which the patient suffered being not 
itself manifestly of microbic origin, but one tending to lower the tissue 
resistance to infection. The terminal infection in these cases generally, 
as the name implies, precipitates the lethal event, or actually causes it. 
(1v) They may be present merely as an agonal or sub-mortem invasion, or 
even as a post-mortem invasion. It is necessary carefully to distinguish 
between the last two of these relations. The mere isolation of organisms 
from certain tissues (e.g. the mucoid material of the middle ear) in the post- 
mortem room does not prove that they were present in these situations during 
life, still less that they were operative by way of actual infection. It is even 
doubtful if the cultivation of organisms from the blood of the heart, or from 
the cerebro-spinal fluid, after death, give evidence of infection during life, 
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though some authorities consider that it does. Much depends, of course, 
upon the conditions at the time of the investigation. 

Terminal infection does certainly occur, however, in well-recognised form, 
and quite distinct from sub-mortem invasion. The organisms most often 
responsible for the condition are the less virulent strains of streptococci 
(S. salivarius and S. faecalis), the coliform group, staphylococci and the 
tubercle bacillus. B. proteus and B. aerogenes capsulatus are also found 
to operate in this manner at times. 

_ The disease-processes in which terminal infection frequently occurs are 

cirrhosis of the liver, granular kidney, diabetes, leukssmia and morbus cordis. 
There is a latent form of septic endocarditis (most often streptococcal in 
origin) which is also of the nature of a terminal infection. Serous membrane 
tuberculosis, and especially peritonitis, is quite common in cirrhosis of the 
liver. Many of the patients in whom this terminal infection occurs are so 
ill at the time the event arrives that it frequently goes undiscovered, partly 
because their responses to infection are feeble and partly because clinical 
examination is difficult. 


STREPTOCOCCUS INFECTION 


The streptococci form a group of micro-organisms in which the different 
members vary greatly in virulence. They also vary in their morphological 
and cultural features and in their biochemical reactions. There is, there- 
fore, no little difficulty experienced in any effort at successful classification. 
Broadly speaking, there are two main groups of the microbe. (1) There 
is the highly virulent group called Streptococcus pyogenes to which the 
alternative name Streptococcus “@molyticus is applied, on account of its 
property of hemolysing when cultivated on blood-agar. (2) And there 
is the more feebly virulent group S. viridans including the vanants S. sals- 
varius and S. fecalis of some authorities. The first type is usually seen 
in long and curling chains when recently isolated, and the second is 
usually seen in short chains of two, four, or some number of relatively 
few members. 

S. pyogenes (vel S. erysipelatosus; S. haemolyticus) is the causative 
microbe in erysipelas, in acute abscess formation, in acute cellulitis and 
lymphangitis, in severe operation and post-mortem infections when these are 
of streptococcus origin, and in the more virulent streptococcus infections 
ie a the puerperium, influenza, scarlet fever, and some other specific 
evers. 

S. viridans (S. salivarius and S. faecalis) is found in association with 
pyorrheea alveolaris, with secondary streptococcus infection in rheumatic 
fever, with arthritis occurring in connection with focal infections, and with 
most chronic and subchronic infections of streptococcal origin. The strepto- 
cocci found in the heart valves, and in the blood stream in cases of subacute 
septic endocarditis, are for the most part of this nature. 

_ _ Lhe clinical results of streptococcus infection vary according as the infection 
is by the first or by the second of these types of the microbe. In infection by 
S. hamolyticus the disease-process is usually acute and often fulminant. 
a aerri results not infrequently, and pysmia is not uncommon. If 
endocarditis results from the infection and embolism occurs, the infarcts 
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suppurate. In infection by S. viridans the disease-process is prone to be 
chronic, or at most subacute. Septiceemia is uncommon, except in association 
with endocarditis, in which condition embolic infarcts proceed to coagulative 
necrosis, but not to abscess formation. 

Treatment (see below). 


TREATMENT OF THE FOREGOING INFECTIVE PROCESSES 


A. GeneraL Measures.—These include rest, ample nutritious diet, 
abundant fresh air, the control of fever by hydrotherapeutic means, and the 
maintenance of a cheerful outlook in the patient and in his medical attendant. 
The nursing of these “ septic” patients is of great importance, and experi- 
ence of similar cases is a great asset. 

B. Drvucs.—Formerly very intractable, many of these diseases have 
recently come largely under control by the use of the sulphonamide group 
of bacteriostatic drugs. Sulphanilamide ; sulfanilamide, U.S.P.; (colsulanyde; 
prontosil album ; sieptasites sulphonamide P.) is the more efficient drug 
in combating infection due to streptococcus hemolyticus. Sulphapyridine 
(Degenan ; M. & B. 693) is especially useful against the pneumococcus and 
the gonococcus. Meningococcus and coliform infections, other than the 
typhoid group, respond well to either. Streptococcus viridans and staphy- 
lococci, so far, have proved much more resistant to chemotherapy. Whatever 
poe is chosen it should be given intensively and the oral route is to 

e preferred whenever possible. Foods and drugs containing dees (there- 
fore eggs and salines) and strong purgatives are to be avoided during their 
administration. In most cases the following scheme applies for an adult: 
grm. 2 of the drug are given as an initial dose, followed by grm. 1 every 
2 hours until grm. 20 have been administered. When rapid absorption of the 
drug is essential it may be dissolved in lemon juice or citric acid; if more 
slowly, the tablet is given uncrushed. Subsequent dosage depends upon the 
degree of cyanosis produced and the general state of the patient. 

Cyanosis consequent on the administration of sulphanilamide may be due 
either to methemoglobinemia or to sulphemoglobinemia, the latter being 
more frequent; when following sulphapyridine (Dagenan; M. and B..693) 
it is usually the result of methemoglobinemia (Campbell and Morgan). 
Methylene blue, 0°5 grm. in cachet twice daily by mouth, will diminish cyanosis 
due to methemoglobin but is without effect on sulphemoglobin, which may 
persist for several weeks after the drug has been discontinued. Phenacetin, 
and other similar drugs, which may produce methemoglobin should not be 
prescribed at the same time as a member of this group; aspirin may be 
employed to relieve pain. Vomiting is often troublesome ; it may be relieved 
by draughts of sodium bicarbonate solution. Occasionally it is so severe that 
administration of the drug by mouth must be (temporarily) abandoned in 
favour of the intramuscular injection of the soluble sodium salt in 10 per cent. 
solution. Urticaria and morbilliform eruptions may occur. Tachypnea 
and hematuria are seldom serious complications, but the development of 
acute hemolytic anemia or of agranulocytosis calls for immediate suspension 
of the drug. It has been noted that a mild grade pyrexia may persist after 
an acute febrile illness has seemingly responded successfully to this form of 
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‘ 


chemotherapy—a “sulphonamide fever’? which settles when the drug is 
stopped. 

To control the progressive anzmia, over and above the general measures, 
arsenic is perhaps the most useful remedy; it may be given conveniently 
as sodium cacodylate, gr. 1, once or twice daily, in the form of intramuscular 
injection. The writers often combine it with nucleic acid, a useful stimulant 


to leucocytosis, in the following formula : 


R Sod. cacodylatis, gr. 1. 
Ac. nucleici (sat.) ad min. 15. 


When the leucocytosis in pyogenic infection is small, intramuscular injection 
of 10 c.c. of mba ee ape, 8 may serve to increase it; the injection must be 
made very slowly and may be given twice in the 24 hours. 

C. Surcrery.—aAll abscesses developing in the course of a pysemia must 
be drained forthwith, either by aspiration or by free incision, the former for 
preference and, if practicable, especially in patients who are very ill. When 
dental extractions are indicated in the treatment of focal sepsis, not more 
than two or three teeth should be extracted at one sitting ; a local anesthetic 
should not be employed save when regional injection (nerve block) is possible. 
In such a case the site of injection must be at some distance from the site 
of sepsis, as there is grave danger of spreading sepsis by injecting into a septic 
tissue. Experience proves it to be most unwise to remove teeth at the same 
time that the patient is undergoing any other surgical operation. 

D. TRANSFUSION OF BLoop.—This measure may be helpful in particular 
cases, especially to combat severe ansemia, or so to improve the patient’s 
general condition that he may be in a better state to derive benefit from 
other remedies. 

EK. Specrric THERapy.—Measures which may be used to combat the infec- 
tion by way of immune therapy are, it goes without saying, of much greater 
theoretical importance than those which act non-specifically. Unfortunately 
our knowledge of efficient specific remedies grows very slowly, and there are 
many gaps and guesses in it. All the same, careful consideration should be 

Iven in every case to the nature of the infection, and to the question if some 
orm of specific treatment, whether by immune serum or by vaccine, or by 
both, may not be of service. 


1. Streptococcus Infection. 


(2) Hamolytic streptococcus infections—These include acute septicemia, 
puerperal fever, certain complications of scarlet fever, erysipelas and acute 
cellulitis, in which “ scarlet fever ’ antitoxin serum and sensitised Streptococcus 
pyogenes vaccine are the agents now chiefly used in immuno-therapy. Scarlet 
fever antitoxin has largely replaced the original Streptococcus pyogenes 
antiserum, but if no benefit is observed after the use of the former remedy 
recourse should be had to the latter. Concentrated serum should be given as 
early as possible: 10 or 20 c.c. intramuscularly, repeating 10 c.c. eight 
hourly as need be. Sensitised vaccine is made from strains of S. pyogenes 
recently isolated from several sources, and may be given in doses of 100, 250 
and 500 millions subcutaneously on three successive days. 

(b) Streptococcus viridans infections ——These are not amenable to serum 
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treatment. These organisms are frequently concerned in the etiology of 
focal sepsis. When pyorrhea alveolaris is the cause of focal infection, the 
material from which the vaccine is prepared is to be taken from the apex 
of an infected tooth immediately after extraction, and not from pus | 
about the neck of the tooth which is always the nidus of secondary infections, 
erroneously thought to be causative of the condition. The initial dose may 
well be 5 million cocci, followed at intervals of 7 to 10 days by gradually 
increasing doses—10, 25, 50 and 100 million cocci. Even larger doses may be 
profitably given should no “ reactions ” occur. 

Fibrositis, arthritis and allied conditions —In embarking on the treatment 
by vaccine therapy it has to be realised that such treatment will be brief or 
long according to the time the lesions have existed. In this connection, 
moreover, it should be borne in mind that even if the lesions are not of long 
standing, the toxemia leading to those lesions may be of much longer standing 
than at first suspected. 

Recent cases of infective arthritis only rarely present themselves for 
treatment, but there should be an increasing tendency in this direction. 


2. Staphylococcus Infections. 


Chronic local infections——These consist of boils, carbuncles, pustular 
acne, onychia, sycosis, otitis media (sometimes), eczema (sometimes), ciliary 
blepharitis, suppurating Meibomian cyst and certain discharging sinuses. 
Furunculosis and certain other staphylococcal infections were the first to be 
treated systematically by Wright’s method of specific inoculation, and, as 
a class, these infections yield, with care, fairly satisfactory results. 

A guarded prognosis must, however, be given in connection with each 
of the other forms of staphylococcus infection. And in all the cases care 
must be exercised to see that the general points in treatment are receiving 
attention. If these be omitted, failures will frequently be met with in those 
cases in which the infective factor is not very dominant. In acne, for example, 
it is unlikely that vaccines alone will affect a cure if local measures be omitted. 
Here, as always, the inoculations must be regarded as adjuncts to the general 
programme of treatment, not as a substitute for it. 

In the case of suppurating wounds or sinuses, vaccine treatment should 
never be expected to take the place of efficient drainage, which must in all 
cases be secured in the first instance. 

In the matter of dosage most workers agree in using a dose of 100 million 
in beginning the treatment of a straightforward case. If improvement follows, 
this is succeeded by doses of 250 to 300 million with intervals of 8 to 10 days. 
Relapses are quite common, and require a good deal of careful management. 
Either the doses are not sufficiently eee or the inoculations are repeated too 
frequently. Each case must be considered on its merits. In the experience 
of the writers there is often a tendency to stop the treatment too early. It is 
often of value to “ space ” the doses more widely as the treatment proceeds. 

In the treatment of acne, a similar plan may be followed, or a mixed 
vaccine of staphylococcus and the “acne bacillus” employed. In sycosis 
the response to these doses is only satisfactory if the case is treated early. 
If it is of some standing, and much induration is present, the vaccine should be 
tentatively increased to 2000, 5000 and even to 8000 million cocci. The 
same rule applies to many cases of chronic acne. Once more, let it be urged 


ERYSIPELAS 19 


that it is courting disappointment to neglect necessary methods of treatment 
when dealing with these chronic skin infections. 

It has become customary to employ stock vaccines in the treatment 
of furunculosis and other staphylococcus infections, and, as staphylococci 
appear to differ little in the matter of strains, the success of this convention 
justifies the practice. If, however, success is not attending the treatment, 
an autogenous vaccine should in all cases be obtained. This is perhaps 
more important if the infection is due to S. aureus than if to S. albus. 

Acute local infections.—A single dose of vaccine certainly tends to cause 
an acute boil or carbuncle to abort, but it should be administered early to secure 
this effect. The dose chosen is usually 1000 million of mixed staphylococci. 
Care must, of course, be taken to give no dose of this size in the presence of 
any constitutional symptoms which may indicate a general infection. But 
a general infection may quite probably be avoided by the above-mentioned 
prompt treatment. In the case of boils of the external auditory meatus and 
other very painful situations, the more rapid development and consequent 
resolution of the lesion following administration of a vaccine are of consider- 
able advantage. 

Poisoned fingers and acute abscesses due to staphylococcus infection 
require much smaller doses. They are best treated by (say) 50 to 100 million 
cocci, with 3 or 4 days’ interval. 


ERYSIPELAS 


Definition.—An acute specific disease, due to infection of the skin 
by Streptococcus pyogenes, leading to local dermatitis and constitutional 
symptoms, of which fever and toxemia are the most prominent. 

4Etiological Factors.—Infection by S. pyogenes is certainly the essential 
factor. The more carefully the cases are examined and the patients questioned 
the more certain it becomes that in the great majority of them some abrasion, 
it may be very slight, is present in the skin at the site of infection. This 
abrasion may be an actual wound, whether of a surgical operation or not. 
More often it is less apparent—a scratch, an insect bite, the chafing of a foot 
by a badly fitting shoe, etc. Contact by the human hand during the infliction 
of these slight injuries is not uncommonly a feature in the case. 

Bad hygienic conditions seem to contribute to the incidence of the disease, 
such as defective sanitation and ventilation in public institutions. Formerly 
the disease was rife, almost epidemic, in hospitals, and chiefly amongst the 
surgical patients. During the puerperium a woman is prone to erysipelatous 
infection. 

The disease is said to have a seasonal incidence (January to May), and 
Newsholme showed that the curves of its prevalence conformed somewhat 
to those of scarlet fever and acute rheumatism. We do not know, however, 
the reasons for this. 

The disease is more common in women than in men, perhaps because 
of the puerperal cases. Alcoholism is a great predisposing factor. Gout 
is another factor rather commonly present. 

Symptoms.—There is an incubation period of some 2 to 5 days. The 
onset is usually abrupt, often with a rigor (or a convulsion in little children) 
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and a sharp rise of temperature—102° to 103° F. In severe cases the patient 
suffers from malaise, aching pains about the body, and headache. The 
headache may be so severe as to mislead the observer into thinking there 
is some cerebral infection (e.g. meningitis). Delinum may be present, 
rendering the doubt still greater. If, as is sometimes the case, the local 
lesion is not apparent to the patient, or is not discovered on examination, 
the case may be very obscure indeed. But in the majority of instances there 
is a feeling of heat, tightness, or pain at the site of infection, leading to the 
recognition of the dermatitis. The inflammation usually appears during 
the second day—the skin is red, hot to the hand, slightly raised, with a 
spreading margin upon which there may be minute vesicles containing clear 
or turbid fluid. The area spreads rapidly, and becomes cedematous, the 
degree of this latter effect varying with the situation of the inflammation. 
If this is the face, the cedema is marked, especially if the eyelids and lips 
are involved: the whole face may then be greatly swollen and the patient’s 
features scarcely recognisable. On the limbs there is frequently present 
some degree of lymphangitis—red streaks, more or less continuous, stretching 
upwards towards the groin or axilla, in which situations the lymph glands 
are frequently swollen, painful and tender. When the dermatitis is fully 
developed the vesicles already referred to may become blebs of considerable size. 

In we severe cases the constitutional disturbance may be much milder, 
but so long as the diagnosis is definite the development of serious symptoms 
must always be regarded as possible, especially if the patient be elderly or 
debilitated. 

The course of the disease varies considerably. If uninterrupted by 
specific treatment it lasts from 1 to 3 weeks. There is a rare type of recurring 
erystpelas in which the same area of skin is involved again and again. One 
or other of the lower extremities, or the face, 1s the common site; in the latter 
case alcohol is a disposing factor. Though the immediate response to chemo- 
therapy may be satisfactory in this type, drugs do not confer immunity. 

Complications.— Albuminuria is not uncommon in all cases in which the 
temperature is high. Signs of nephritis supervene in not a few severe cases ; 
when this is so the question should arise as to the previous integrity of the 
kidney. (idema of the larynx is a rare complication ; spread of the intiamma- 
tion from the face to the orbit is less uncommon, and in this event meningitis 
is to be feared. Pneumonia sometimes occurs, again in debilitated, elderly 
or alcoholic subjects. Septicemia, it may be with a fulminating form of 
septic endocarditis, is another serious possibility. 

Diagnosis.—Reference has already been made to those cases in which 
the real nature of the disease is masked by the severity of the general invasion 
symptoms and the non-discovery of the skin lesion. Apart from such 
instances the diagnosis is rarely difficult if the examination be carefully 
conducted. The presence of even the smallest vesicle in association with 
a suspicious red area of skin should be investigated by piercing it with 
a very fine capillary glass tube and filming and cultivating the contents, 
even if these seem to the naked eye to be almost clear fluid. The discovery 
of a long-chained streptococcus in the films not only establishes the diagnosis, 
it enables the practitioner to adopt prompt measures of treatment. 

Prognosis.—The disease is very fatal in infants and in old people. It 
is dangerous in alcoholics, nephritics and the plethoric gouty type of patient. 
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In all others the outlook is good, especially since the introduction of sulphona- 
mide treatment. But septicemia is of grave omen, and if associated with 
endocarditis it is always fatal. Meningitis, following orbital cellulitis and 
ophthalmia, is scarcely less lethal. The occurrence of acute nephritis, of 
cellulitis of the neck or of pneumonia, though all of these give rise togreat 
anxiety, does not render the case hopeless. 

Treatment.—Propny.actic.—The patient should be isolated, and the 
greatest care should be taken in nursing, as well as in all the examinations 
made by the medical attendant. The sick-room should be large and well 
ventilated. 

CuratTIve.—-(i) Local measures.— Various applications are in use. Perhaps 
one of the best is ichthammol ointment (25 per cent.), though this has 
the disadvantage that it somewhat obscures ae local signs. A lotion of 

erchloride of mercury (1 in 4000), continuously applied on linen strips, is 
free from this objection. The old method of painting the spreading edge of 
the dermatitis, and the healthy skin around it, with tincture of iodine, has 
many advocates. In erysipelas of the face the eyes should be protected 
by a few drops of mild silver protein (argyrol) (5 per cent.) applied two or 
three times in the 24 hours. 

(ii) General measures.—Sulphonamide therapy should be employed 
immediately the disease is diagnosed. (For scheme of dosage, see p. 16.) 
Full diet is allowed, provided it can be digested. In severe cases ample 
fluid must be given, as to all “ septic ” diseases. Volatile stimulants (brandy) 
are Indicated whenever the constitutional symptoms are severe and the 
heart flags. Febrifuge drugs are best avoided, the temperature being con- 
trolled by hydrotherapeutic or aerotherapeutic methods. 

(ii1) i mmune therapy.—The use of univalent S. pyogenes serum, preferably 
concentrated, and in certain cases the use of “ scarlet-fever antitoxin,” in 
combination with sensitised S. pyogenes vaccine, should be considered in all 
cases In which sulphonamide treatment is not proving successful. 

(iv) X-ray treatment has been successfully exploited. 


GONOCOCCUS INFECTION 


The gonococcus is a small diplococcus, having its two adjacent surfaces 

flattened or slightly concave, with a small oval interval between them. 
It is Gram-negative in its staining reaction, and, when seen in exudates and in 
tissues, it is very largely intracellular in distribution, and eosinophil cells are 
commonly present in the pus—helpful features in diagnosis. The gonococcus 
18 @ very strict parasite, being dependent for spread upon direct transference 
from host to host. It probably does not live outside the human body for 
many hours. 
_ Mongs or Inrection.—Sexual intercourse is by far the most common and 
Important mode of infection. Contamination of the conjunctival sac of the 
newborn infant by infected vaginal secretions is another important way by 
which the organism is transmitted. Least often, accidental contamination 
sometimes occurs from infected material, either of the vagina in little children 
or of the eyes in children or adults. 

CaaracTers oF Gonococous InrEcTIonN.—Perhaps the most peculiar, and 
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certainly the most important, feature of gonococcus infection is its obstinate 
ersistence. This organism is, relatively to many others, responsible for 
ew deaths as the direct result of acute infection, but this low mortality ratio 
is compensated by a high degree of morbidity incidence. Once the invasion 
of gonococci has led to definite tissue infection, this is prone to become very 
intractable, resisting the most persevering and thorough efforts at defeating 
it. Gonococcus infection is too often measured by years rather than months, 
though there are oft-times intervals of comparative freedom from toxic effecta 
upon the infected organs. Such a lesion as acute iritis, for example, may 
appear in the subject of old gonococcus infection, several years after the 
primary invasion, and the evidence that the inflammation is due to this 
source may be unimpeachable. The writer has known this to happen fourteen 
years after the primary urethritis. But it is sometimes very difficult to 
exclude a recurrence of the initial infection. 

Once the inflammatory response to infection has passed the urethral 
stage, it is often very difficult to obtain direct bacteriological evidence of the 
nature of a suspected gonococcus infection. The number of organisms 
concerned may be small, they are often deeply embedded in the tissue spaces 
and cells, and they may not be shed into any effusions or secretions that 
chance to be available for clinico-pathological investigation. As yet, the 
indirect diagnostic methods (agglutination, complement fixation, etc.) 
are scarcely of sufficient trustworthiness to supply the data left lacking by 
the negative direct bacteriological results referred to. 

Secondary infection, especially by staphylococci, streptococci and 
diphtheroid organisms is very common. 

CuinicaL Resutts or Gonococcus InFrectTion.—These may be considered 
under three headings: the results of the primary infection, the results of the 
zone of immediate spread, and the results of general dissemination. 

(i) Zhe results of the primary infection.—These are acute and chronic 
urethritis (with gleet); cervicitis; and conjunctivitis. These lesions do 
not come under consideration in a text-book of medicine. 

(1) The results in the zone of tmmediate spread.—These include peri- 
urethritis (and abscess), prostatitis, epididymitis and vesiculitis in the male ; 
salpingitis with salpingo-ovaritis in the female; and cystitis in both sexes. 
In both sexes, again, the peritoneum may become infected locally, a much 
more common and important event in females than in males, as might be 
expected for anatomical reasons. Indeed, in women, varying grades of 
pelvic peritonitis, with plastic inflammatory changes, constitute perhaps the 
greatest bane of gonococcus infection, both from the physician’s and the 
surgeon’s point of view. Chronic ill-health, adhesions that permanently 
handicap the functions of the pelvic viscera, and acquired sterility are 
amongst the disabilities accruing therefrom. In the male, late results of 
infection are scarcely less serious by way of nemesis: urethral stricture, 
chronic prostatitis, “ ascending ” pyelitis and secondary coliform infection 
of the urinary tract. 

(ii) The results of general blood infection.—These may be subdivided into 
a true septicemia and pyemic manifestations. 

(a) Septicemia, though rare, has been definitely established clinically 
and clinico-pathologically, both in America (Thayer, Blumer, Ahmann) 
and in England (Horder). Endocarditis, of a progressive and “ ulcerating ” 
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form, is present in most of the cases, and, though recovery has taken place in 
one or two known instances, the disease is generally lethal. Diagnosis 
turns upon the isolation of the organism from the blood stream in a case 
presenting the clinical features of septicemia. 

(b) Pyamic manifestations.—Of these the most important is gonorrheal 
rheumatism, with associated arthritis, fibrositis, teno-synovitis and allied 
lesions (see p. 1335). Gonorrhoeal rheumatism must be considered to be 
a form of gonococcus pysemia, at least when seen in its acute and sub- 
acute types. The organism has been recovered from the affected joints in a 
large number of the cases, and in a few from the blood stream as well as 
from the joints. Spondylitis deformans has been traced to (old) gonococcus 
infection in a considerable proportion of cases. 

Perwarditis and pleurisy have both been described as remote results of 
gonococcus infection. 

Iritis, already referred to, is prone to be of the recurrent type. It is 
often ascribed to syphilis when it is much more probably of gonorrheeal 
origin. 

Treatment.—In acute infections the use of sulphapyridine has proved 
very successful. In chronic infections the same remedy should be given a 
thorough trial, but the results are much less favourable. Antigen therapy 
may be cautiously attempted. 


COLIFORM BACILLUS INFECTIONS 


Continued and extended observations, made possible by the introduction 
of newer differential bacteriological methods, have resulted in the recognition 
of a large and important group of bacilli, called the coliform group, including 
members which differ as widely in pathogenicity as these two originally 
described bacteria, but also including the organisms of bacillary dysentery, 
the paratyphoid organisms, the various bacilli causing ‘‘ food-poisoning,”’ 
ie as the Aertrycke bacillus, B. enteritidis of Gaertner, B. sucpestifer and 
others, 

_ Mopes or Inrecrion.—In health, coliform bacilli are confined to the 
Intestine. The modes of infection of parts of the body other than the bowel 
are at times very apparent, at others obscure. Of any particular tissue there 
are three possible routes of infection: (1) The direct route, that is, by the 
Immediate transference from the bowel to the infected area; (2) by the 
lymphatics ; and (3) by the blood stream. In some infections, e.g. of the gall- 
bladder, pericolic tissues, pelvic cellular tissue, etc., the direct route is no 
doubt the one generally followed. Of the two indirect routes, however, 
some doubt exists as to the more likely one in certain cases, such as infection 
of the urinary tract especially ; in some instances of this latter important 
condition it is clear that invasion takes place again, directly, through the 
urethra, The cystitis which still occasionally follows the use of the Catheter 
illustrates this ; and the greater frequency of coliform bacillus cystitis in little 
girls than in little boys has been adduced in favour of this route. In the | 
acute pyelitis complicating or following typhoid fever, it is highly probable, 
though not certain, that infection proceeds via the blood stream to the kidney, 
and thus to the pelvis. But in those acute primary infections of the urinary 
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tract, which are so common in both sexes, the mode of entry of the bacillus 
to the kidney pelvis is problematical. 

Sires or [nrection.—The sites of infection by coliform bacilli are very 
numerous. Mention will only be made here of those which form the basis of 
important disease-processes which demand recognition and treatment in 

ractice. 

: 1. The bowel itself may be the site of infection. This may take place 
(a) because the infecting strain of coliform bacillus has absolute pathogenic 
qualities ; or (b) because the virulence of one or more of the usually sapro- 
phytic strains is increased ; or (c) because the resistance of the mucosa is 
lowered by chemical or physical changes or by infection by another patho- 
genic microbe. From one or more of these factors acute or chronic enteritis, 
entero-colitis, or colitis may ensue. Gaertner bacillus poisoning, the result 
of eating contaminated food, is an important instance of (a), and perhaps also 
of (a) combined with (c). Some cases of cholera nostras appear to be due to 
coliform bacillus infection, and probably most sporadic cases of acute colitis. 
There is no great obscurity attaching to these infective processes. In a 
consideration of many cases of chronic colitis, however, the exact rdle of 
coliform bacilli is very obscure indeed ; and this, even when we exclude a 
large number of cases of bowel defect to which the name colitis should never 
be applied at all. It is probable that many of the patients said to be suffering 
from intestinal intoxication are in reality the subjects of subinfection by 
coliform bacilli. But at present our criteria for judging accurately of such 
a condition are lacking. Mere qualitative bacteriological investigations of 
the feces in such cases yield at most presumptive evidence, and quantitative 
investigations take us very little farther. We await some method of esti- 
mating tissue infection by the coliform group more constant than agglutina- 
tion, which is rarely present in chronic cases, and is, therefore, of little use 
as a guide. 

2. Gall-bladder sepsis is closely associated with coliform bacillus infection. 
It is commonly held that subinfection of the gall-bladder by this microbe 
is one of the important factors in the evolution of cholelithiasis. However 
this may be, it is certain that coliform bacilli are frequent infecting agents in 
cholecystitis, both acute and chronic. The fact harmonises with the known 
frequency of gall-bladder infection during typhoid fever. The association of 
coliform infection of the urimary tract and of the gall-bladder is of 
common occurrence, and the removal of a gall-bladder which is the seat 
of chronic inflammation may react favourably upon the coincident urinary 
infection, 

3. Appendix inflammations, diverticulitis, pericolic suppuration and 
local peritonitis complicating intestinal conditions, are all of them 
associated with coliform bacillus infection, and in many instances with this 
alone. 

4, The urinary tract is infected with great frequency, with how great 
frequency we are only now realising, as the result of systematic cultivation 
of the urine in doubtful cases of the condition, and in lea cases of illness 
in which no such condition is at first suspected. It is important to note, 
however, that the mere presence of coliform bacilli in the urine—it is assumed 
that catheter specimens only are being dealt with, or that, when this is 
not the case, there is good evidence that the bacilli actually come from the 
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bladder—does not establish an actual urinary tract infection. Coliform 
bacillt in the urine may signify one of either of the following conditions : 
(2) The elimination of the bacilli from the body through the kidney, without 
infection either of this organ or of the urinary tract ; this process is usually 
of brief duration, and may be intermittent. (b) The excretion of bacilli 
(with pus) from an infected kidney or from some focus of infection adjacent 
to the urinary tract (prostate, urethra, pericolic tissues). (c) True infection 
of the urinary tract (pyelitis, pyelonephritis, cystitis, pyelo-cystitis). 
(d) Bacilluria. 

Concerning (a) and (6) no more need be said in this place, but (c) demands 
more consideration. 

CotrrorM BaciLius INFECTION OF THE URINARY TrRactT.—The cases met 
with may be conveniently described as falling into three groups. 

i) Acute cases.—In the majority of these cases the infection appears 
to arise in the pelvis of the kidney ; some are undoubtedly vesical in origin ; 
in not a few it is uncertain where the infection begins, The disease is at 
times quite fulminating in its acuteness, being ushered in by rigors, high 
fever (103° to 105°), delirium and great drowsiness. More often the symp- 
toms are abrupt and severe, but not alarming. There may be pain and 
tenderness in the loin, and one or other kidney may be tender under bimanual 
examination. But in more cases than not there is a striking absence of 
both physical signs and focal symptoms, so that, unless the existence of the 
disease is borne in mind, and the urine is examined carefully, the patient is 
thought to be suffering from “‘ influenza.” 

In those cases in which the bladder is, from the first, markedly affected, 
symptoms of dysuria are present—frequency, pain and strangury. Such 
symptoms draw attention, of course, to the nature of the process. 

The urine shows a great range of variations in its features. There may be 
a fairly frank hematuria, a fact which is not so widely known as it should 
be: coliform bacillus infection is the explanation of a large number of obscure 
cases of hematuria. The amount of pus is very variable—it may be very 
considerable, or it may be represented only by leucocytes seen on microscopic 
examination. In very severe cases portions of the bladder mucosa may 
be shed in the form of sloughs, but this is uncommon. Like the pus, the 
bacilli vary greatly in the degree to which they are present in the urine; 
in some cases they are so abundant as to constitute by far the greater part 
of the total sediment. The colour and amount of the urine depend upon the 
degree of pyrexia and the amount of fluid ingested. Constipation is the 
rule, the tongue is generally covered by a creamy fur, and anorexia is common, 
As in so many acute coliform bacillus infections, the mental state tends to 
depression. 

The disease is often a strikingly dramatic one in children ; it is one of 
the few conditions which may be associated with a rigor, and there is a 
maximum of febrile reaction with lassitude and even stupor, and a minimum 
of serious effect upon the vital organs. It is not very uncommon to see a 
temperature of 105° or 106°, with big intermissions ; the child is very ill 
during the pyrexial stage and comparatively well when the temperature 
falls. Marked drowsiness, even stupor, may occur ; such a condition, 
indeed, should raise a suspicion of this infection in the absence of signs of 
meningitis. The disease is not very uncommon even in babies. 
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The course of the disease varies much. Prompt recognition of its nature, 
leading to appropriate treatment, usually results in defervescence and the 
disappearance of pus and bacilli from the urine in 7 to 14 days. But some 
of the cases last many weeks ; it is fair to say that this is not seldom due to 
failure to diagnose the condition, or to employ efficient measures of treatment. 

Relapses are very common even when, with chemotherapy, the urine 
is rendered sterile and the symptoms are relieved. Of complications, prostatitis 
is perhaps the one most often seen; epididymitis occurs less often, but is a 
very definite condition ; urethritis may occur; pyelonephritis, especially in 
young children, may be the precursor of renal failure in later life. It 1s 
interesting to record that epididymitis may be the first symptom of the 
disease. This has, in the past, been frequently mistaken for tuberculosis. 

(11) Recurrent cases—A not uncommon type of case is that in which 
symptoms of acute or of subacute infection occur at intervals over a number 
of years, the condition of the patient and of the urine being natural between 
the attacks. Recurring hematuria, thought to be due to acute nephritis, 
to tuberculosis or to calculus, is sometimes due to this condition. The 

robable source of these re-infections in any individual case is the colon. 

(ui) Chronic cases.—These are either (a) the sequel to acute attacks 
that have never completely resolved ; or (b) they arise insidiously ; or (c) 
they follow instrumental procedures or operations upon the urinary tract ; 
or (d) they complicate mechanical defects, such as stricture (acquired or 
congenital), enlarged prostate, and hydronephrosis; or (e) they occur as 
secondary infections in cases of renal or vesical calculus or of tuberculosis. 

The symptoms in‘ these chronic cases vary greatly. In one group it is 
the general toxic state that is the main feature—a sallow complexion, loss 
of tone, a low blood pressure, colon dyspepsia, headache and backache. 
In another group the. local symptoms predominate—increased frequency of 
micturition, which may be extremely trying, pain during or after the act, 
and referred pain and discomfort in the vesical zone. In a third group 
there is little or no interference with health, general or local; but a vivid 
realisation of the existence of the condition troubles the patient’s mind, 
leading sometimes to a state of bladder neurasthenia. 

The urine in chronic infections shows as much variety as do the symptoms. 
The characteristic “ fishy ’ odour is rarely absent ; the reaction is generally 
acid, but infection by B. proteus renders the urine strongly alkaline; the 
amount of pus present may be very little or may be considerable, but the 
degree to which the patient is troubled by no means corresponds to the degree 
of pyuria ; mucus 1s in excess; bacilli are constant and, like the pus, are 
very variable in quantity. Hematuria is uncommon in chronic infections, 
but it is easily induced by instrumental investigation, as are also “ flares- 
up,” of the chronic state, with the production of rigors, high fever, severe 
malaise and relative anuria. For this reason, methods of differential diag- 
nosis which do not involve instrumentation should be employed before the 
patient is subjected to cystoscopy or ureteric catheterisation. 

BacILLuRIA.—This term is properly applied to a urine which is loaded 
with bacilli, but in which there is no pus, or, at most, a few leucocytes seen 
on microscopic examination. It is a state of kidney elimination of bacilli 
rather than a condition of bacillary infection. It is usually of short duration. 
The appearance of the urine is characteristic: shimmering when agitated 
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and viewed by transmitted light. The smell already referred to as so typical 
of colon bacillus urinary infections is usually present here also. 

OTHER SiTEs oF Cotirorm Bacitius INFECTION, 

(i) The uterus and Falloman tubes are sometimes the site of infection, 
as in puerperal sepsis ; but the infection is then usually a mixed one, with 
streptococci. 

(11) Some situations quite remote from the bowel are now and again 
infected by coliform bacilli—the middle ear, the pleura, the bronchial tract, 
bones and joints. Infection of the middle ear occurs as the result of impure 
water in swimming-baths. 

B. COLI SEPTICZMIA, unless it occurs as a terminal event, in which form it 
is not at all uncommon, is rare. When it does occur, however, it is by no 
means always fatal. Septic endocarditis, due to coliform bacilli, is rarer 
still ; the only cases coming under the writers’ notice have been of the nature 
of a terminal infection. 

Treatment.—The treatment of cases of coliform bacillus infection may be 
considered under three heads—general, local and specific measures. 

1, GENERAL Mrasures.—In all acute cases the patient is kept in bed, so 
as to ensure rest and warmth. Both of these are essential, and even in 
chronic cases it is of great importance to avoid cold and fatigue. As the 
bowel is the source of nearly all the infections, attention to it is paramount. 
It is quite impossible to say in how many seemingly unlikely cases the 
intestine, and especially the colon, will be found to give the clue to treatment, 
provided the possibility be borne in mind. Especially is this the case in 
acute and subacute cases. To correct constipation is not enough—con- 
stipation may not even be present—efforts must be made to change the 
bowel contents in such a way that they are no longer so good a nidus for 
growth of the bacillus. This is best attained by a diet which is low in total 
protein content; meat, eggs and raw milk are excluded entirely ; junket, 
whey, buttermilk and cream being allowed. The following articles of food 
are also allowed: macaroni, boiled rice, raw and cooked fruit, salads, and 
lightly cooked green vegetables, jams, marmalade, honey, cold fat bacon 
and ham, and chicken and white game occasionally. Wholemeal bread and 
oatmeal porridge are recommended. On such a diet the consistency of the 
stools soon improves, and they lose their ill-digested appearance; as also 
mucus and sandy deposit, if these were present. They also become much 
less offensive to the smell. Plain drinks are encouraged—preferably between 
meals. If the case be acute, with considerable pyrexia, the practitioner 
generally considers milk the staple food indicated ; but even in these cases 
it is often possible to demonstrate rapid progress so soon as milk is disallowed. 
_ Lhe choice of aperients is of great importance. In acute cases, calomel 
Is very useful combined with salines, provided the patient is not taking 
sulphanilamide. In chronic cases, the most helpful form of laxative is of the 
paraffin and agar-agar type (emuls. paraff. liq. cum agar., B.P.C.), supple- 
mented if necessary by a compound aloin pill. 

_ _A course of high colonic irrigations, following the Plombiéres method, is 
indicated if mucus persists in the stools despite the above measures. 

In acute cases of infection of the urinary tract with high fever and dysuria, 
full doses of alkalis (sod. bicarb. and pot. cit.) combined with tincture of 
hyoscyamus are helpful for the first 3 or 4 days. Bicarbonate of soda may be 


28 GENERAL INFECTIOUS DISEASES 


added to barley water and citrate of potash to lemonade; the patient is 
encouraged to drink freely of these fluids, at least 3000 c.c. (4 pints) in the 
24 hours. By the time the urine has been strongly alkaline for 3 days the 
temperature will most likely have fallen: indeed, if the pyrexia persists 
unabated in such circumstances search should be made for some cause other 
than a coliform infection of the urinary tract to explain it. Now is the time 
to limit the fluid intake for an adult to 1000 c.c. (14 pints) in 24 hours, and 
to give full doses of sulphanilamide. An initial dose of 2 gm., followed by 
1 gm., two-hourly by day and four-hourly by night (2.e. ten doses totalling 
11 gm. in 24 hours). This dosage is maintained for 48-72 hours and then 
halved for the next 3 days, by which time the urine will probably be sterile. 
In elderly patients with chronic cystitis the infection may be kept in check 
with the aid of 0°5 gm. three times a day on four days a week. (For other 
details of sulphonamide therapy, see pp. 16-17.) 

If for any reason it is Judged unwise to administer sulphanilamide 
(sulfanilamide U.S.P.), or if on trial the patient proves intolerant thereof, 
mandelic acid should be tried ; with this drug also the fluid intake must be 
restricted. Salts of mandelic acid, such as ammonium mandelate, gm. 3 
(grs. 45), given by mouth every 6 hours, diminish the growth of coliform 
organisms, provided the urine is kept highly acid, that is the pH between 5-0 
and 5-5. Acid sodium phosphate, in doses of gm. 2 (grs. 30), should render 
the urine sufficiently acid; to determine that this is so, to half an inch of 
urine in a test tube add a few drops of methyl-red solution: the resulting 
colour should be pink. Each specimen of urine is so tested, and the dose of 
acid sodium phosphate adjusted accordingly. The treatment may have to be 
maintained for 7-10 days; recrudescence or recurrence of infection is not 
infrequent and demands a further course. Mandelic acid therapy is contra- 
indicated in all cases of renal failure, as the accompanying acidosis may 
cause a rapid rise in blood urea. 

If these measures fail the hexamine group will do good in proportion as 
the infection 1s focused in the urinary tract and in the renal pelvis rather 
than in the bladder. To get the greatest service from hexamine in urinary 
tract infections it is best to keep the urine acid, and for this purpose acid 
sodium phosphate is serviceable. It is well to change the hexamine (gm. 0-3 
to 1-6 or grs. 5 to 25 well diluted) for one or other of its derivatives now 
and again, reverting to the hexamine again later: hexamine sodium acetate 
(cystopurin), hexamine with citrate (helmitol), hexyl-resorcinol (caprokol). 
In chronic cholecystitis much larger amounts of hexamine have been 
employed, up to gm. 14 (grs. 200), given in ten equal doses in the 24 
hours; it 1s essential that the reaction of the urine should be maintained 
alkaline lest hematuria and strangury ensue. 

2. Locan Mrasures.—Local suppurations are, of course, dealt with 
surgically. Reference has already been made to associated disabilities in 
some cases of urinary infection which also require surgical treatment. In 
bowel infections a useful adjunct in treatment is to endeavour by means of 
posture, massage and efficient supports to improve matters if enteroptosis 
be present. 

3. Speciric MzasurEes.—There remains to be discussed the use of bacillary 
vaccines. These should always be regarded as supplemental to, rather than 
substitutions for, the scheme of therapeusis sutlined in (1) and (2). In acute 
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cases vaccines are not indicated. In chronic cases, if vaccines are employed 
they should be given a good trial ; it may be that a streptococcus is associated 
with B. colt, in which case an autogenous vaccine of this organism should 
also be given. Sometimes the good effects are striking, at others little or 
nothing is achieved. The vaccine should invariably be autogenous in nature. 


TUBERCULOSIS 


Definition.—Infection of the body by Bacillus tuberculosis, leading to 
lesions which are characterised by tubercles, microscopic or macroscopic, 
themselves undergoing changes leading to caseation, necrosis, ulceration and 
calcification, and having in close association with them varying degrees of 
fibrosis. The lesions of tuberculosis form the histological and anatomical 
basis of a large number of diseases which differ according to the organs 
affected, the extent of the lesions.and the degree of resistance to infection 
shown by the tissues. 

JEtiology.—Tue BaciLius Tusercu tosis (Koch, 1882).—This is regarded 
by many bacteriologists as a member of the Streptothrix group of micro- 
organisms ; that is to say, the bacillus found in tubercular lesions is considered 
to be the bacillary form of an organism allied to the Streptothrice. The other 
phases in the life-history of the micro-organism are not met with in the actual 
disease-process, but may be demonstrated in old cultures and in certain ex- 
oe lesions. This view of the essential nature of the tubercle bacillus 

armonises with our knowledge of its great power of resistance to various 
destructive agents; it also explains many of the tissue changes occurring 
in the disease, the latency seen in many cases of infection and the chronicity 
of many others. The bacillus measures 1-5 to 4 » in length as an average, 
is slender, and when isolated from secretions or tissues is usually 
bent or curved, and tends to lie in small groups. It is “ acid-fast” 
in its staining reactions, allowing of easy recognition; but it grows very 
slowly outside the body, requiring special media for the purpose of culture. 
The bacillus is capable of living for several months in dried sputum, and 
may be cultivated, or may be made to cause disease in susceptible animals, 
when obtained from the dust of ordinary living-rooms. The gastric juice 
does not destroy the bacilli, nor does the process of decomposition going on 
in dead tissues over a period of many weeks. The clinical importance of 
these facts is obvious. In contrast with these examples of resistance 
may be mentioned the fact that direct sunlight has a rapid lethal effect 
upon the micro-organism; so also has a solution of carbolic acid, of 
strength 1 : 20. 

Known differences exist between the bacillus causing tuberculosis in 
man, in cattle, and in birds respectively. The avian form appears to be of 
little importance. The bovine type would appear to cause about 10 per cent. 
of all cases of tuberculosis in man. In children, the bovine type is found 
relatively more often. The human type of bacillus is less virulent to cattle 
than is the bovine type, but—though this cannot be made the subject of 
experiment—the bovine type is probably as virulent to man as is the human 
type. Of young children dying with primary abdominal tuberculosis, the 
fatal lesions, in nearly half of all cases, have been referred to the bovine 
bacillus. Again, in both children and adolescents suffering from tuberculous 
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adenitis, a large proportion of the cases examined could be referred to the 
bovine bacillus. Lastly, in lupus, about half of all cases appear to be 
referable to the bovine type of B. tuberculosis (Royal Commission on 
Tuberculosis). 

Sources oF Inrection. —There are two great sources of infection of 
tuberculosis—phthisical sputa and tuberculous milk. Sources of minor 
importance are urine and feces containing the bacilli as the result of active 
lesions in the urinary and intestinal tracts, and the flesh of tuberculous cattle 
eaten as meat. But the main source of the infecting bacilli of the human 
type is undoubtedly dried human sputa. Nuttall found that from 2 to 4 
billion bacilli were expectorated in 24 hours by a patient whose phthisis 
was only moderately advanced. These bacilli are scattered freely in dust 
when the sputa become dried, and they lie about the surface of the patient’s 
body, or they are projected directly into the air along with particles of 
moisture when patients cough or sneeze or even speak loudly. 

Of the bovine type of bacillus it is probably not an exaggerated estimate 
to say that some 25 per cent. of all dairy cows in this country are tuberculous. 
In New York, Hess found tubercle bacilli in 16 per cent. of the 107 specimens 
which he examined. 

MopEs oF ENTRANCE OF THE BACILLUS INTO THE Bopy.—Although there 
are some other channels and modes of entry that have theoretical interest, 
the two chief ways by which the body is infected are undoubtedly ingestion 
of the bacilli by the alimentary canal and inhalation of them by the respira- 
tory organs. Compared with these two, all other avenues of infection are 
trivial. 

1. Ingestton.—Infection through the intestenal mucosa is considered to be 
the most common mode of production of tuberculosis in children, the main 
source of the bacilli being contaminated milk. This conclusion has the 
confirmation of clinical and post-mortem observations, as well as the support 
of experimental work by Behring, Calmette and others. Ghon has adduced 
facts which suggest that, even in little children, infection may be much more 
often brought about by inhalation than was formerly thought. Ghon’s 
observations have been confirmed by Eastwood and Griffith, and by 
Canti. 

Another channel of entry by ingestion is the tonsils ; tubercle bacilli have 
been demonstrated by Hugh Walsham and others to pass through the tonsillar 
tissue to the cervical lymph glands. The tonsils are themselves rarely affected. 

2. Inhalation.—Primary infection by the route of the air passages is 
difficult of proof and, indeed, some authorities regard it as negligible com- 
sae with (1). The great frequency of respiratory tuberculous lesions, 

owever, and the incidence and mortality-ratio of pulmonary tuberculosis 
in ill-ventilated districts and buildings, are points difficult to explain satis- 
factorily without the assumption that in the majority of these cases infection 
takes place by inhalation. The sequence of events is considered to be some- 
what as follows. Finely divided droplets carrying the bacillus are inspired 
during childhood. The bacilli are conveyed by the lymphatics to the glands 
which become inflamed but, later, heal. A few bacilli escape the saad filter 
and are redistributed by the blood stream in diffuse fashion in the lungs. 
Foci so produced mostly heal, but those near the apex do so less readily, and 
come to constitute the lesions of chronic pulmonary tuberculosis. 


: TUBERCULOSIS 31 


The statistics relative to contagiousness in tuberculosis institutions are 
conflicting. 

3. Inheritance.—Inheritance of tissue-susceptibility to infection by tuber- 
culosis is a definite fact. But inheritance of tuberculosis is problematical, 
if by this is meant the transmission of tubercle bacilli in the spermatozoén 
or in the ovum. In the few cases of “ congenital tuberculosis ” that have 
been authentically described, the transmission has probably been from a 
diseased placenta to the blood of the foetus. 

4, Skin tnoculation.—This is of little more than theoretical interest. 
Post-mortem warts (Verruga necrogenica) are occasionally of tuberculous 
origin. Czerny, the surgeon, reported a couple of cases of inoculation during 
skin transplantation. 

Among other etiological factors the chief is undoubtedly the inherited 
tissue-susceptibility to infection already referred to. The exact nature of 
this susceptibility is not known, but its existence is one of the cardinal 
facts of clinical medicine. Sex seems not to be a factor. Racial differences 
in susceptibility are noticeable, though the distinction between morbidity- 
incidence and mortality-incidence must be made here—the former is high 
in the Irish, the latter in negroes. In the Jews, though the disease is 
common, the mortality-incidence is low. Trauma is definitely known to 
induce pulmonary infection, or, perhaps it should be said, pulmonary spread 
of the disease. All occwpations tending to inhalation of dusty particles, and 
those which keep the workers in ill-ventilated and badly-lighted rooms and 

laces, increase the liability to tuberculosis, especially of the pulmonary 
ind. If bad economic conditions concur with either of these the liability 
is increased, Debility, whether the result of acute illnesses, or caused 
by pregnancy, parturition, prolonged lactation, or exhausting modes of 
life generally, increases a natural susceptibility, and gives an acquired 
susceptibility when no hereditary weakness is present. Tuberculosis is not 
infrequently a terminal infection in such diseases as diabetes, cirrhosis of the 
liver, leukseemia and chronic nerve affections such as tabes dorsalis, etc. 
Recurring and chronic respiratory catarrhs seem at times to lower the local 
resistance to tuberculosis, though it is often matter for comment that so 
many patients with emphysema, asthma and chronic bronchial catarrh 
live for many years without developing pulmonary tuberculosis, provided 
they inherit no special tissue tendency to infection by the bacillus. 

InciDENcE AND Morta.iry.—The healthy human body is considered 
to be relatively immune to infection by the bacillus of tuberculosis. Against 
this statement, however, it must be said that, whether from the ubiquity 
of the causative germ, or from one or more of several factors enumerated in 
the preceding paragraph, some 70 to 80 per cent. of all adult cadavers care- 
fully seme in Western countries show lesions due to the bacillus. It is 
said, too, that one-seventh of the whole race dies as the direct result of 
tuberculosis. The disease is one of “low resistance,” this being the result 
ai of inherited predisposition or of acquired loss of resistance, or of both 
of these. 

_ The results of infection are of great variety and of all grades of 
intensity. The variety depends upon the tissues affected, and the route of 
spread of the infection. The intensity depends upon the degree of relative 
virulence shown by the bacillus, and the amount of resistance shown by 
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the patient. Tuberculosis may exist without appreciable disturbance to 
health, and the lesions produced may be commensurate almost with the 
whole length of a patient’s life. On the other hand, the infection may cause 
an illness of the most severe character, killing the patient in a few weeks, 
The results of infection are described elsewhere in this book under appro- 
priate headings, but general infection leading to the condition termed general 
tuberculosis is included in this article. 

Diagnosis.—Tur IsoLaTION AND RECOGNITION OF THE BacrLuus.— 
In all doubtful cases of tuberculosis this is a point of vital importance. 
Clinical evidence of the existence of the disease, however complete it may 
seem to be, must never lack the confirmation of bacteriological proof, 
whenever this is possible. (‘‘ Physical signs are the signs of conditions, 
not of diseases.”’) Seeing that the only radical proof of the existence of the 
disease is the demonstration of the bacillus in material derived from the 
patient, attention must first of all be directed to this investigation. By 
comparison with this demonstration, even the most definite “ reaction ”’ to 
one or other of the tuberculin tests, or the most strikingly positive result 
with the complement-fixation method, is untrustworthy. It behoves the 
practitioner, therefore, to watch jealously for any material that may be 
available for bacteriological use, and to be quite certain that such material 
is not obtainable before falling back upon indirect clinico-pathological 
evidence (see below) to support the diagnosis. 

In cases of suspected phthisis, every effort must be made to secure sputa, 
and it may be necessary to check a habit of swallowing expectorated material. 
The single, isolated plug of mucus, which is often expectorated in the early 
morning, should not escape attention. In little children, sputa, as such, are 
usually absent, but if vomiting occurs in association with lung disease the 
vomit should be searched for fragments of sputa. In suspected disease of 
the kidney or urinary tract, the urine must be collected carefully and sub- 
mitted to examination. Cases of albuminuria or of hematuria, in which there 
is not clear evidence of diffuse nephritis, should raise the question of tuber- | 
culous disease of the kidney. The feces should be scrutinised in doubtful 
tuberculosis of the lung, peritoneum or bowel. If any puncture-fluid is obtain- 
able—as from the pleura, the spinal theca, or a joint—this is valuable for 
investigation in any patient suspected of tuberculosis. 

The methods of dealing with these materials are not difficult, though they 
require thoroughness and patience when the bacilli are present in scanty 
numbers. The very different significance to be attached to a positive as 
against a negative result must never be lost sight of; the former affords 
proof of the existence of a tuberculous lesion, the latter gives at most a 
presumptive evidence against It. 

In dealing with sputa, the original carbol-fuchsin method of Ziehl-Neelsen 
should first be tried. If the results, after carefully searching 3 or 4 films 
for half an hour, are negative, the sputa should be shaken up thoroughly 
with ten times its bulk of carbolic acid, of strength 1 : 20, allowed to sediment, 
the supernatant fluid run off, and films made of the residue. If the sputa 
are seen to be thin and watery, this method is likely to give a negative result. 
If so, one of the digestion methods may be used—either pepsin and hydro- 
chloric acid, or “ anti-formin.” The use of the last-named substance, con- 
sisting of a mixture of equal parts of bleaching powder solution and a 15 per 


TUBERCULOSIS 33 


cent. solution of caustic soda, is found by some workers to give excellent 
results. An amount of this fluid, equivalent to about one-fifth of the bulk of 
the sputum, is mixed with it, allowed to act for 3 to 4 hours, the mixture 
centrifugalised, and the deposit dealt with by one of the staining methods in 
ordinary use. The bacilli are, by the disintegrating action of the “ anti- 
formin,” isolated from the albuminous vehicle and concentrated in the deposit. 

Urine is best dealt with by the carbolic acid method (v.s.), subsequent 
centrifugalisation, and staining of the deposit. The smegma bacillus (also 
acid-fast), which may be present if the specimen has not been obtained by 
catheter, is differentiated by allowing the stained films to remain in alcohol 
for ten minutes; the tubercle bacillus is not decolorised. In pus, the 
search is much facilitated by the use of “ anti-formin,” and this is a useful 
adjunct in the examination of feces also. A patient suspected of tuber- 
culosis of the bowel often suffers from diarrhoea; when this is the case, 
Emery’s suggestion of giving sufficient opium to cause a solid stool is useful. 
The superficial parts of the motion are most likely to yield the bacillus, and 
are dealt with accordingly. 

Puncture-fluids very frequently give negative results to ordinary micro- 
scopic examination, on account of the scantiness of the bacilli in them. 
However, the clot (if such occur), or the centrifugalised deposit, should 
always be searched thoroughly, as the demonstration of even a few bacilli 
of undoubted morphological characters is decisive. Cerebro-spinal fluid 
should be incubated, without shaking, for 24 hours, and the ‘ spider-web ”’ 
clot stained for bacilli. Failing this demonstration, the fluid must be used 
for inoculation purposes, a guinea-pig receiving a liberal amount (not less 
than 10 c.c. if possible). The inoculation method of diagnosis is, of course, 
available for the above materials also, as a final test. 

The demonstration of tubercle bacilli in the blood has received attention 
of late years, but with widely different results in different hands. Re- 

utable authorities state that bacilli can be seen in stained films in a very 

igh percentage of all cases of tuberculosis, wherever the lesion may be. 
Others fail to confirm these results. 

Indirect Methods of Diagnosis.—These depend upon the presence in 
the tissues of certain sensitising and immunising substances. They are indi- 
cated in doubtful cases of tuberculosis in which no material is available for 
investigation by direct methods (see above). The relative values of these 
methods are still under assessment ; at present their values are probably in 
the order of their description here. 

1, Taz Tusercutin Test.—The test depends upon the fact that in- 
fection by the tubercle bacillus renders the tissues supersensitive to the 
toxins of the bacillus, if these be introduced into it artificially. This super- 
sensitiveness is shown by the production of certain ‘‘ reactions’ which are 
recognisable and are regarded as more or less “ specific’ in their nature. 
The test is performed in three ways. 

(a) The subcutaneous test.—The use of “‘ old tuberculin” by this route 
(Koch’s test) is not without danger, and has been superseded in human 
practice by other methods. 

_ (0) The skin test (Pirquet’s test).—This is best employed quantita- 
tively, Three or more strengths (e.g. 25, 50 and 100 per cent.) of a solution 
of old tuberculin are rubbed lightly into the skin of the arm, which has been 
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previously scarified. The appearance of papules and erythema at the site 
of vaccination constitutes a positive reaction. 

(c) The eye test (Calmette’s test).—This test is now seldom used. 

(d) The intradermal test (Mantoux).—0O-1 c.c. of 1 in 1000 and of 1 in 
10,000 old tuberculin are injected into the cutis. Redness and cedema, 
appearing within a few fours and reaching a maximum on the following day, 
constitute a positive reaction. The test is an extremely delicate one and 
this fact restricts its clinical value. 

(e) The erythrocyte-sedimentation rate is increased in all cases of active 
tuberculosis, but not only in this disease. 

2. THe CoMPLEMENT-FixaTION TrEst.—This test is analogous to the 
Wassermann test for syphilis. It is claimed by some workers that it 1s 
positive in over 90 per cent. of cases of tuberculosis. The difficulty seems 
to be that it cannot be relied upon to distinguish an active lesion from one that 
is not active. Seeing that old and caseous tuberculous lesions exist in such 
a large proportion of all persons likely to be tested, and that these old lesions 
still suffice to give the complement-fixation test, its value is quite doubtful 
unless undertaken in a quantitative manner. 

3. THE TuBERcULO-Opsonic INDEX.—This is now only of historical 
interest. 

4. CytotogicaL EvipENcE or TuBercutosis.— Another, and very 
useful, evidence of tuberculous infection is to be obtained in cases of pleural, 
peritoneal and meningeal exudates, by estimating the relative numbers of 
polymorphonuclear cells and of lymphocytes. It is found that, in pure 
tuberculous infections, the cell exudate is largely, and often almost entirely, 
lymphocytic in character. In pyogenic infections it is very largely poly- 
morphonuclear ; in mixed infections (tubercle with pyogenic infection) the 
cell-exudate is also of a mixed character (Widal and Ravaut). 

Treatment.—This is prophylactic and curative. 

1. PropHytactic.—The widest possible view should be taken of the 
reventive measures which are necessary in order to stamp out the disease. 
f, as seems certain, the three dominant factors in the persistence of the 

disease are—(i) the inherited tissue-susceptibility ; (ii) the bacillus; and 
(in) bad hygienic and economic conditions of life, it is clear that the problem 
is not a simple one. 

(i) Families having an inherited tendency to tuberculosis should re- 
cognise the fact earlier and more thoroughly than is usually the case. The 
upbringing of the children needs special care, and occupations should be 
chosen for them when they reach puberty which keep them in the open 
air. Climatic considerations are also of importance in the case of these 
families. 

(i) As already stated, the two great sources of the tubercle bacillus are 
the sputa from infected pulmonary cases and tuberculous milk. The former 
of these is both a public and a private concern—the latter is almost entirely 
public. Pasteurisation is an effective safeguard. 

(iii) This resolves itself into a series of sociological questions. 

2. CuraTIvE.—Non-specific measures.—These consist in efforts at im- 
proving the patient’s nutrition so as to increase the tissue-resistance to the 
infection—ample fresh air, plenty of good food, bodily and mental rest and 
exercise undertaken in graduated fashion under expert supervision. De- 


TUBERCULOSIS 35 


tails of all these measures are given in the article dealing with pulmonary 
tuberculosis (p. 1208). : 

Specific measures.—With two exceptions tubercular sera and vaccines are 
of historical interest only. These exceptions are (a) Koch‘’s Tuberculin ; 
(b) Bacille Calmette-Guérin (B.C.-G.). 

(a) Tuberculin.—This is used most for urogenital tuberculosis. (Doses 
-a8 in text.) 

(b) B.C.-G. (Bacille Calmette-Guérin).—This is a “ live’ vaccine prepared 
from a strain of tubercle bacillus which has been so attenuated that it has 
lost much of its capacity for producing disease. 

It has been widely used in France for prophylaxis. Three doses of living 
bacilli are given by mouth to infants during the first 10 days after birth, 
before natural infection has occurred. 

About 100,000 infants in France, mainly those born of tuberculous 
parents, have been treated. It is too early to assess the results, but there is 
one great objection to the method, 7.e. the possibility that the organism 
itself may be capable of regaining virulence in the human body. 

Chemo-therapy.—A number of substances have been used from time to 
time. The most recent, and perhaps the most successful, is Sanocrysin. (See 
p. 1210.) 
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Synonym.—Acute Miliary Tuberculosis. 

Definition.—A disseminate form of tuberculosis, giving rise to a very 
severe and fatal disease analogous to the septiceemias in pyogenic infection. 

There are three clinical forms of the disease, according as the symptoms 
are chiefly referable to the lungs (the pulmonary form), or to the brain (the 
meningitec form), or are those of a general infection without focal signs. This 
latter form is often termed the typhoid form. The pulmonary form is de- 
scribed in the section dealing with pulmonary tuberculosis. The meningitic 
form is described in the section on meningitis. 

Symptoms.—The general or typhoid form resembles typhoid fever very 
closely. There is usually a period of vague ill-health—as there is in typhoid 
fever—preceding the more severe illness. When the latter develops there is 
headache, insomnia, a soft but frequent pulse, rapid respirations, a dry tongue, 
slight cyanotic flush and pyrexia, which is usually less continued in character 
than in typhoid fever. Not infrequently the temperature curve is that of a 
quotidian intermittent fever. In a few cases the rise of temperature takes 
place in the morning instead of in the evening, a feature not infrequently seen 
in other pyrexias of tuberculous origin, though not confined to these. Pro- 
gressive loss of flesh takes place, and also anemia, but this latter condition 
may only be found by blood examination, the dusky flush of the face often 
masking the blood state on mere clinical examination. Towards the end 
of the illness, suspicious signs of one or other of the more focal manifesta- 
tions of the infection often arise : copious fine rales over the lungs, tumidity 
of the abdomen with palpable enlargement of the spleen and liver, or cerebral 
symptoms suggestive of meningitic involvement, In a suspected case the 
chest should be examined radiologically, since the suggestive “ snow-storm ” 
appearance may be present if general tuberculosis has existed for more than 
ten days or so. 
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Diagnosis.—As the term “typhoid form” suggests, the disease re- 
sembling general tuberculosis most closely is typhoid fever. During the 
first week, or even during the first two weeks, diagnosis may be very difficult. 
In favour of typhoid fever are the persistence of headache, the presence of 
epistaxis, relative infrequency of the pulse-rate, diarrhea and early tumidity 
of the abdomen. In favour of tuberculosis are a frequent pulse-rate, early 
cyanosis and intermission in the temperature curve. There is leucopenia in 
both diseases. A positive blood culture occurs during the first week in most 
typhoid cases, and agglutination with the patient’s serum may reasonably be 
expected after the end of the first week. 

Course and Prognosis.—The disease is invariably fatal, and usually 
within a period of 6 weeks from the onset of fever and symptoms directly 
referable to the disseminate infection. A few cases last as long as the eighth 
week, and one of the writers (H.) has seen a well-authenticated case in which 
the patient lived until the middle of the tenth week. 

Treatment.—This is entirely palliative, there being no specific measures 
at Sen known to check the progressive nature of the infection, or to avert 
its lethal issue. 
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Synonyms.—The name here chosen seems least open to objection. 
“Cerebro-spinal meningitis” is the best alternative, but cerebro-spina] 
meningitis may be caused by other micro-organisms than the meningococcus, 
and meningitis may not be present at all, or may not constitute the chief 
lesion, in some cases of meningococcus infection. ‘ Epidemic cerebro-spinal 
meningitis’ is much less desirable, because it suggests that there is an 
essential difference between the epidemic and the sporadic cases of meningo- 
coccus infection, which difference does not in fact exist. ‘‘ Meningococcus 
infection ” brings the various pathogenic possibilities of the micro-organism 
into line with those of the pneumococcus, with which it has close analogies, 
but the term does not connote a disease. | 

Definition.—A specific disease, due to infection of the body by the 
meningococcus, occurring both in epidemic and in sporadic form, and most 
often manifesting itself as an acute meningitis tending to involve the whole 
cerebro-spinal axis. 

Epidemics of cerebro-spinal fever are marked by several features peculiar 
to the disease, offering a striking contrast with other epidemic diseases. For 
a long time these features were very difficult of explanation, until the exist- 
ence of “carriers? became recognised, and supplied the solution to much 
of the epidemiological problem. Amongst these curious features may be 
mentioned the erratic nature of the outbreaks, the inability to trace the con- 
nection between one epidemic and another, the relative or even total escape 
of certain localities close to others in which the disease was rife, and the small 
proportion of persons affected in any oné district. In closed communities, 
such as camps, and especially in times of war, the disease finds-a fertile soil. 
When the “ carrier rate” rises above 20 per cent. an epidemic is likely to 
ensue. 7 

On clinical, bacteriological and epidemiological grounds there is no 
distinction to be drawn between sporadic and epidemic cases of cerebro- 
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spinal fever. But it is not entirely by means of the sporadic cases that the 
infecting agent persists, but by “ carriers’’ also. There is little doubt, how- 
ever, that from the sporadic cases, as from a smouldering infection, new 
epidemics light up. The present conception of the disease, from an epidemio- 
logical point of view, is that of a very widespread infection, with a total 
morbidity that is very low, but with foci of more intense virulence here and 
there. These foci of more intense virulence appear and disappear, being 

receded and followed by a somewhat higher level of permanent incidence 
in the districts pone ried. 

fEtiology.—The geographical distribution of the disease is very wide— 
world-wide, in fact. A certain affinity is shown for the north temperate zone. 

Epidemic cerebro-spinal meningitis is a disease of winter and spring. This 
seasonal incidence is boris out by all observers, and is a very important 
feature of the disease. It compares markedly with the seasonal incidence 
of poliomyelitis epidemics, which are at their height in the summer months. 

The question whether cerebro-spinal fever is contagious or not has been a 
matter of much dispute. The facts would appear to indicate that the dis- 
ease is contagious, but that the degree to which it is so is very slight. The 
proofs of the contagiousness of the disease are, briefly, these—(1) the occa- 
sional transmission of the disease to doctors and nurses ; (2) the occurrence of 
a succession of cases in one family and in the same house ; (3) the importation 
of the disease into a new country or locality ; (4) the mode of spread in any 
locality ; (5) the immunity enjoyed by collections of persons living under the 
same conditions as those affected by the disease, but unable for some reason 
to come into contact with them (Netter and Debré). Although direct con- 
tagion is uncommon, plenty of authentic instances of its occurrence have 
been reported. 

Tue Menineococcus.—The meningococcus (Diplococcus meningitidis 
tntracellularts of Weichselbaum) is rather smaller than the M. catarrhalis 
and larger than the gonococcus—the other two pathogenic diplococci 
which are Gram-negative in staining reaction. It is a strict aerobe, and 
Nees the addition of some animal protein or of legumin to ordinary 
culture media to ensure growth. After cultivation for three or four genera- 
tions it will grow on ordinary agar, but sub-cultures die rather suddenly. 
Optimum growth takes place at 36° to 37° C., and growth ceases at 42° C. 
and at 25° C. Vitality is low, especially to drying; sunlight kills in less 
than 12 hours. 

Types of the Meningococcus.—By employing the agglutination test, con- 
trolled by the absorption test, M. H. Gordon has differentiated four separate 
types of meningococci occurring in the cerebro-spinal fluid of actual cases. 

Immunz Sera.—These were proved by Jochmann and by Flexner to 
possess potent immune substances when prepared from the horse by the 
usual technique. Standardisation is still, as in the case of nearly all 
bactericidal sera, almost impracticable. The great advance of past years 
has been the preparation of type-sera, followmg Gordon’s researches. By 
the use of these the results of serum treatment, previously somewhat dis- 
appointing in this country, proved to be more successful. 

The primary habit of the meningococcus, both in actual cases of the 
disease and in “ carriers,” is the upper part of the naso-pharynx and the 
posterior nares. 
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Symptoms and Course.—Cerebro-spinal fever is protean in its features 
and especially in its modes of onset. Out of the large number of different 
manifestations that occur, certain cases repeat themselves with sufficient 
constancy to constitute clinical “types,” capable of description and of 
recognition. 

1, Tae OrpinaRy or Acute Typr.—The incubation period is difficult 
to estimate with accuracy ; there are reasons for considering it to be 4 or 
5 days. The illness begins with the usual symptoms of an acute specific 
fever, and for the first day or two, or for longer than this if the possibility 
of the disease under consideration is not borne in mind so as to lead to a 
special examination, there may be nothing to distinguish the illness from 
one or other of several acute febrile infections. 

The onset is usually sudden, with fever, headache, general malaise and 
vomiting. The temperature usually rises rapidly and attains a fairly high 
degree on the first day (102° to 104°). 

The headache is usually very intense, is often referred to the occiput, 
and shows little or no response to the customary palliative drugs given to 
telieve it. 

There is frequently a rigor in the adult, or a convulsion in the infant or 
child. Vomiting is more often met with in children than in infants, and is 
quite common in young adults. ; 

In addition to the three cardinal symptoms at the onset—headache, fever 
and vomiting—the following are quite common, but are not nearly so constant: 
delirium, pains in the neck and limbs, and some degree of catarrh either of 
the nose, naso-pharynx, conjunctiva, or ear. In some cases there is con- 
siderable bronchial catarrh and in others definite enteritis. In addition to 
the pains referred to the limbs there may be pain and swelling of the joints. 

After some 2 to 4 days of these initial symptoms evidence of meningeal 
irritation begins to show itself in more or fewer of the following develop- 
ments. The vomiting is repeated, despite the fact that the invasion symptoms 
are past. The pulse is irregular in rhythm, and in older children and in 
adults it is often relatively infrequent when compared with the height of 
the temperature. The respirations are irregular. The vasomotor system is 
unstable, leading to periodic flushing of the face and to the presence of 
tdches cérébrales. The patient lies on his side with legs drawn up and prefers 
the shelter of the bed-clothes. The pupils are dilated and the light reflex 
is sluggish. There is photophobia, with intolerance of noise and of all kinds 
of interference. Examination of the neck reveals a stiffness of the muscles, 
which cannot be overcome without pain. The hamstrings are found to be 
taut, so that the knees cannot readily be extended if the hips are flexed 
(Kernig’s sign). The abdomen is retracted and the superficial reflexes are 
abolished. The mental state is one of restlessness and mild delirium with 
troublesome insomnia. The headache may become quite intolerable and 
may require so! Ser for its reduction. In a considerable number of cases 
8 rash appears ae the first week—either a number of large rose spots 
about the trunk and limbs, or a macular eruption like that of measles or a 
few small petechiw scattered over the trunk, neck and extremities. Herpes 
is common, and is generally situated at the usual places—the angle of the 
mouth, the chin and the nose. There is a leucocytosis of considerable degree 
(20,000 to 40,000). 
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Towards the end of the first week the mental state changes to a condition 
which may perhaps best be described as one of resistant stupor: the patient 
can be roused by an effort at examination, or by a change of position ; but 
either proceeding is resented, and he quickly resumes his huddled posture. 
The headache is less constantly severe, but shows sudden and marked 
exacerbations, often nocturnal, with complete insomnia. The neck rigidity 
increases, and the head is retracted. The back also becomes stiff. Flesh 
is lost rapidly. Polyuria is common, with polydipsia. The temperature 
generally remains fairly high, and, although this is by no means invariable, 
the fever approximates to the continued type. 

Assuming that the course of the disease is not interrupted by lumbar 
puncture or by specific therapy, the condition of the patient remains much 
the same during the second, and perhaps during the third, week of the 
illness, But the wasting continues. The temperature often becomes inter- 
mittent in type. One of the three modes of termination will be followed. 

(a) Recovery.—This is gradual when it occurs, and is often interrupted by 
sudden recrudescences, throwing the patient back into a state which leads 
to renewed anxiety. The temperature chart is often interrupted in its 
defervescence by sudden rises, with or without a corresponding recrudescence 
of the meningitic symptoms. Ultimately the fever completely subsides, the 
patient ceases losing flesh, the headache and stupor pass off, and the rigidities 
slowly disappear. The pulse-rate remains high for some time in a good 
number of cases, and some authors regard this as a sign that the patient is 
not yet free from the possibility of relapse, and therefore as an indication 
for caution in treatment. The actual stage of convalescence, once it is 
established, is rarely interrupted. If the temperature and pulse-rate have 
remained normal for fourteen days, the risk of relapse may be considered to 
be passed. It may be some weeks, however, before the patient is free from 
stiffness. 

(b) Death—The ordinary type of the disease is not often fatal during the 
first 2 weeks. When it is, the stupor passes into true coma, the pulse and 
respiration rise in frequency, and the temperature often shows a sudden 
ante-mortem rise. 

(c) Becoming chronic.—More often, if the ordinary type terminates 
fatally, it is by passing into a subacute or.chronic stage. If the “ crises ”’ 
already referred to continue, or if, despite the fall of temperature, there is 
no corresponding improvement in the general condition, a state of pro- 
gressive emaciation supervenes, with a tendency to chronic hydrocephalus. 
The wasting is sometimes extreme, so that bedsores are unavoidable. The 
rigidity becomes marked, and approaches, even in adults, that degree termed 
cervical opisthotonos in infants. Feeding becomes difficult, and this adds 
to the wasting due to trophic disturbances. The sphincters usually relax, 
leading to incontinence. Papilleedema develops. The patient may con- 
tinue in this unsatisfactory state for several weeks, or even months, and yet 
may eventually recover, and without any residual defects. More often, 
however, he gradually succumbs to the disease, or, if he eventually survives 
its ravages, it is to be left with mental defect, deafness, blindness, hemiplegia, 
or diplegia. 

Opinions differ as to the frequency of true relapses in cerebro-spinal fever. 
This is probably due to the fact that what some authorities term relapses 
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others consider to be merely recrudescences, It is certain that the latter 
are very common ; indeed, they are a characteristic feature of the disease. 

2. Tue SupzracuTe Type.—This form of the disease is common at the 
height of an epidemic. The invasion hee jee are abrupt, and the patient 
is from the first very ill. Delirium is marked, with most tiresome insomnia, 
and the headache may drive the patient to a state of acute mania. The 
temperature is usually very high (104° to 106°), and intermits. Skin eruptions 
are more constantly present than in the ordinary type ; but are by no means 
necessarily petechial in character. Discharges are apt to occur from the 
nose and conjunctival sac. The tongue is dry and tremulous. The 
meningococcus can generally be grown from the blood by culture, and has 
even been demonstrated in cover-slip preparations made from the blood 
direct. The Jeucocytosis is high (30,000 to 40,000). After 3 or 4 days the 
active mental state changes to stupor; if the cerebral pressure is not now 
relieved by lumbar puncture this stupor passes into coma. Even if the pressure 
is relieved by this procedure there is a great tendency for the patient to slip 
back into a comatose state; then, with pulse, respirations and temperature 
all rising, with insensitive pupils and absence of corneal reflex, the surface 
of the body becomes livid, the lungs congested, and death occurs. 

3. THe FuitminaTine or Marianant TyrPe.—This form is prone to occur 
during the evolution of an epidemic. But it is by no means rare as a sporadic 
manifestation of the disease. It is more often seen in older children, 
adolescents, and adults than in infants and younger children. The abrupt 
appearance of fever, headache and active delirium, rapidly passing into coma, 
and the whole course of the disease may not exceed 12 hours. 

In all fulminating cases of cerebro-spinal fever there is a rapid develop- 
ment of septicemia. In some of them the septicemia covers the whole of 
the disease, symptoms of meningitis being absent, and the meninges being 
free from gross lesions on examination post mortem. Even more con- 
stantly than in the superacute type is a blood culture positive; but the 
course of the disease is too rapid to admit of a diagnosis by this method 
during life. 

4. Mirp Typrs.—These cases are said to be common during the decline 
of an epidemic. It is at present quite impossible to say with what frequency 
they occur, because it is certain that many of them are overlooked. They 
are often treated as cases of “influenza,” owing to the resemblance they 
bear to that disease. Many cases of acute fever with headache and pains 
in the back and limbs are regarded as “influenza” from a diagnosis by 
exclusion. They are not subjected to a lumbar puncture because the con- 
dition does not seem sufficiently grave. And if they recover from an illness 
of a few days’ duration this is thought to be confirmatory of the diagnosis. 
In the presence of an epidemic of cerebro-spinal fever, however, a very close 
scrutiny of these cases should be made, and if there is even doubtful neck- 
gonad or Kernig’s sign, the cerebro-spinal fluid should be examined. Even 
when lumbar puncture is not at first decided upon a swab from the naso- 
pharynx should be investigated for the meningococcus. 

During an epidemic a patient who presents the symptom-complex of 
headache, malaise, pains in the back and limbs, slight fever, and some stiffness 
of the neck is vues suffering from a mild grade of meningococcus infec- 
tion, and should be treated as such, by a lumbar puncture and the administra- 
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tion of sulphonamide. Subsequent measures will be determined by (a) the 
course of the disease ; (5) the result of the examination of the cerebro-spinal 
fluid ; and (c) the result of the examination of the naso-pharyngeal swab. 
The value of these cautionary measures is sometimes made apparent by the 
patient becoming rather suddenly worse after a few days, when it may be 
quite obvious that the nature of the disease is what was originally suspected. 

5. Post-Basio Meninoiris or Inrants (CERVICAL OPISTHOTONOS OF 
Inrants).—These cases were first described (1878) by Gee and Barlow. 
These observers recognised that they were dealing with a specific disease 
which had no causative association with tuberculosis, syphilis, or rickets. At 
the time of these authors’ observations no epidemic of this type of meningitis 
had been described, and the cases were thought, even by later writers, to be 
met with in sporadic fashion only. It has, however, been recognised that this 
clinical manifestation of meningococcus infection may occur in epidemics, 
The post-basic type has been less frequent in this country in recent years. 

The characters of the micro-organisms present in these cases were origin- 
ally thought by some workers to differ from those of the micro-organisms 
found in the acuter cases occurring in epidemics. This distinction has 
disappeared of late, and there is more or less consensus of opinion that, 
although the strain may vary, the causative diplococcus is essentially the 
same in the acute as in the chronic, and in the epidemic as in the sporadic 
cases. 

Seeing that the clinical features, again, do not differ materially in this 
type of meningitis from those often seen in cases occurring in older children, 
and occasionally even in adults, nor from those often seen in infants at times 
of an epidemic, it follows from these considerations that the inclusion of cases 
of post-basic meningitis in a general account of cerebro-spinal fever is amply 
justified. 

Post-basic meningitis occurs chiefly in infants between the ages of 6 
months and 24 years, The same type of the disease may, however, be seen 
in children up to the age of 4 or 5 years. The onset is usually sudden, with 
a convulsion in many cases, and very frequently vomiting. The temperature 
rises abruptly, but does not, as a rule, remain high. In most cases the fever 
has become slight, or is absent, by the end of the first week of the illness. 
A large number of the patients suffering from the disease are therefore without 
fever when they come under observation. 

The main and characteristic sign of the disease, the retraction of the 
head, becomes marked about the third or fourth day. It usually persists 
with increasing severity, throughout the whole course of the disease. With 
it the back becomes arched, so that in extreme instances the occiput and 
the sacrum may meet. The extremities are usually in a condition resembling 
tetany, the stiffness being persistent rather than paroxysmal. Progressive 
wasting is another constant feature, and the degree of emaciation 1s often 
very considerable and very rapid. Of the other symptoms vomiting is 
one of the most common, and may be very troublesome. The pulse and 
respirations are usually frequent, and may be irregular. 

The disease in most cases quickly enters upon a chronic course. The 
infant lies motionless in its characteristic attitude for hours at a time, but is 
not usually comatose. Feeding is not as a rule difficult. The pupils are fully 
dilated. Blindness is present sooner or later in 30 per cent. of the cases 
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(Langmead), the origin of the condition being central, since papilledema 
of any magnitude is quite uncommon. Blindness is rare in the cerebro- 
spinal meningitis of older children and adults. 

‘Lumbar puncture yields similar results to those found in the ordinary 
type of the disease; but, as the condition progresses, it is found that the 
meningococcus fails to appear in the fluid, and the polymorphonuclear 
cell-content changes to lymphocytosis, indicating the chronic stage of the 
infection. Dry punctures are not uncommon, indicating the probable closure 
of the foramen of Magendie by the plastic exudate at the region of the bulb 
and fourth ventricle. Fluid removed from the ventricles during life, or the 
examination of fluid found in the ventricles post mortem at this stage, often 
reveals the meningococcus, showing that the disease is still, in its chronic 
phase, to be regarded as a persisting infection. Indeed, the post-basic menin- 
gitts of infants 1s probably to be considered as a meningococcus infection of the 

a-arachnoid system with a special tendency to involve the cerebral ventricles 
pee eer The peculiar symptoms and course of the disease are thus 
explained. 

Owing to the early development of hydrocephalus in this type of the 
disease, and the elastic nature of the infant’s skull, the head enlarges in all 
directions, with bulging of the fontanelles and opening of the sutures between 
the bones. The shape of the skull thus approximates to that of congenital 
hydrocephalus. The eyes are turned downwards, and the sclerotics above the 
cornea are exposed by retraction of the upper lid. If this condition of acquired 
hydrocephalus has lasted for some weeks, there may be enlargement of the 
superficial veins about the nose and orbits, and running over the temporal 
regions to the vertex. 

The mortality in this type of the disease is very high, probably over 80 
per cent. Some of the cases linger for many weeks, and a few very gradually 
recover, with, all too often, residual blindness and also perhaps deafness. 
But the majority succumb to the intracranial pressure effects produced by the 
distended ventricles, in from 4 to 6 weeks from the onset of the disease. 

Complications.—1. Hydrocephalus may arise soon after the onset of the 
disease, or it may develop, and often rather suddenly, during its course, or 
it may be the final anatomical expression of the infective process, the counter- 
part of the symptom-complex seen in the chronic state of the disease. Certain 
symptoms are specially suggestive of the condition: pallor, cyanosis, in- 
creased frequency of the pulse with diminution in its tension and volume, 
shallow respirations, and stupor or coma supervening rather suddenly upon 
& previous state of consciousness. 

If hydrocephalus arise at a later period of the disease than the end of the 
first week it may show itself with surprising suddenness, and sometimes 
in patients who seem to have been inproving satisfactorily. In addition, 
to the symptoms just enumerated, there is a recrudescence of the headache, 
vomiting and fever, which may have to a large extent subsided. More often 
it aL peste gradually and concomitantly with the progressive cachexia of 
the chronic type of infection. A valuable sign of its presence in children 
and adults is the presence of a resonant note to percussion over the anterior 
horn of the lateral ventricle (Macewen). This sign is best obtained by placing 
the head in an upright position and inclining it to one side. The sign is not 
present in infants in whom the fontanelles are still open. 
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Hydrocephalus of the chronic stage of the disease is seen very constantly 
in infants suffering from the post-basic type of infection. Emaciation is a 
constant feature. The child les for hours without stirring. There may be 
reiterated automatic acts, such as the biting of nails or the loosening and 
pulling out of teeth. The patients are rarely comatose. Vomiting and 
convulsions may occur. 

2. Psychic Disturbances—These are not very common, if the delirium 
and stupor are excluded. But the delirium may develop into mania, urged 
thereto by the violence of the headache. During convalescence it is not ve 
uncommon to observe temperamental changes, such as puerility or sen A 
ism, which rarely persist for very long. Secondary dementia is, however, 
not unknown. 

3. Motor Defects—Cranial nerve palsies are very uncommon. There 
are three groups of paralytic complications, but none of them is common. 

(a2) Hemiplegia and, less often, monoplegia of cortical type. This 
usually appears at the height of the disease, and is generally of temporary 
duration. 

(b) Flaccid paralysis localised to one extremity or to a part of one ex- 
tremity. The tendon-jerks are lost. Muscular atrophy may ensue, and R.D. 
may develop. The prognosis for the limb is by no means bad, and complete, 
or almost complete, recovery is probable. 

(c) Spastic atazia.—It 1s not uncommon to find convalescent patients 
very unsteady on their legs when they first begin to walk. Little children 
often refuse to walk at all for a time, even if they had learnt to do so before 
the illness began. Older children sprawl about the floor. Adults tend to 
topple over in an indiscriminate manner. In the majority of these cases there 
are no signs of organic disease, and the return to a normal gait is usually only 
a matter of time. In a few of the cases, however, the ataxia is accompanied 
by exaggerated knee-jerks, true ankle-clonus and extensor plantar response : 
a state of spasticity. The sphincters are intact, and there is no anesthesia 
or analgesia. According to Sophian, who drew attention to these cases, the 
pupils often remain dilated, with a sluggish light reflex. Recovery, though 
slow, is the rule. 

4. Special Senses.—Complications involving the eye are very variable, 
and yet, in relation to the essentially nervous character if the main lesions of 
the disease, they are not very common. Fortunately, with the single excep- 
tion of that form of blindness so often seen in the recovered cases of the post- 
basic type of the disease, very few if the eye complications are permanent. 
Inflammatory lesions include conjunctivitis, keratitis, iridocyclitis and 
(rarely) cellulitis of the orbit. Nervous lesions include extrinsic ocular 
defects which are not uncommon, but are generally transitory (t.e. spasmodic). 
Amaurosis is relatively common in the post-basic infection of infants ; it 1s 
fortunately unusual in the more acute infection of children and adults. It is 
in most cases unaccompanied by any changes in the optic disc, and is therefore 
to be attributed to cortical changes associated with hydrocephalus. In some 
cases, however, a state of secondary optic atrophy is present. Optic neuritis 
is not a common complication ; but papillitis, or a lesser degree of change even 
than this, is said by French authors to be extremely common. 

_ The chief complication affecting the ear is meningitic deafness. This is a 
common and very serious complication, serious because when it occurs it is 
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apt to be permanent. The auditory defect generally begins early in the 
course of the disease, and usually before the end of the first week. It is 
usually bilateral, which adds to the seriousness of the trouble in the event 
of its becoming permanent. 

5. Arthropathves—A certain degree of painful stiffness, and even swell- 
ing of the joints, is not at all uncommon as a transitory symptom in cerebro- 
spinal fever. Occasionally, however, one joint shows evidence of much more 
intense infection, becoming red, swollen and very painful with the slightest 
movement. It may suppurate, and secondary infection may occur. 

6. Other complications are the broncho-pneumonia already referred to in 
little children ; occasionally pneumonia in adults; and enteritis. 

LumBark PuncturE.—In any suspected case of meningitis a lumbar 
puncture is as clearly indicated as is puncture of the chest in a suspected case 
of pleunitic effusion, or a blood-count in a suspected case of leuksemia. 

THE CEREBRO-SPINAL FLUID IN MENINGOCOCCUS MENINGITIS.—1. Pressure 
and the amount.—The pressure is generally more than 200 mm. of cerebro- 
spinal fluid as measured by a manometer fitted to the lumbar puncture 
needle. The amount of fluid which flows away before the normal pressure 
is re-established depends upon the pressure and the consistency of the fluid ; 
it averages about 30 c.c. 

2. Naked-eye appearance.—Various grades of turbidity are met with, from 
very slight opalescence to a highly purulent exudate. The degree of turbidity 
varies with the stage of the disease at which the lumbar puncture is under- 
taken. In the invasion stage the fluid may be almost clear; in the acute 
meningitic stage the fluid shows marked turbidity; later, again, as the 
inflammatory phase passes, the fluid becomes clearer. The presence of blood 
probably always means that a vessel has been punctured by the needle. 
Some degree of clotting takes place when the fluid is allowed to stand, flakes 
of fibrin appearing at the bottom of the tube. 

3. Chemastry.—The protein is increased in amount: instead of the faint 
opalescence which appears on boiling the normal fluid, a definite coagulum 
is produced, and an opaque ring appears when the fluid is poured gently 
on to the surface of strong cold nitric acid. A quantitative estimation of the 
protein shows that it may be present to the extent of 0-2 to 0-3 per cent. 
The globulin moiety of the protein is also increased. Sugar is greatly dimin- 
ished and often absent. The chloride content also is lowered as in other forms 
of meningitis : it is seldom less than 700 mg. per cent., whereas in tuberculous 
meningitis a reading below 680 is the rule. 

4, Cytology—In the early or invasion stage of the disease there is a 
quantitative increase in the lymphocytic content, a fact which often escapes 
observation if the lumbar puncture be delayed. With the arrival of the acute 
meningitic inflammation the chief cell present is the polymorphonuclear, 
usually in large numbers. At the stage, therefore, at which most lumbar 
punctures are undertaken, the cell content is chiefly polymorphous (70 per 
cent. to 80 per cent.). Later, when the stage of chronic hydrocephalus ensues, 
the lymphocyte again becomes the dominant cell, and in much greater 
numbers than in healthy fluid. Most observers, however, describe cases of 
undoubted meningococcus meningitis in which the cell content is chiefly 
lymphocytic throughout. In the post-basic type of the disease the cells 
are most often lymphocytes for the greater part, and the same may be said 
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of cases which are in a chronic stage whilst under investigation, whether the 
chief seat of the effusion be at the root of the bulb or elsewhere. 

5. Bacteriology.—Films made direct from the cerebro-spinal fluid, or, 
better still, from the centrifugalised deposit, show intra- and extracellular 
meningococci in the great majority of cases at some time or other in their 
course. Ifa careful search be made and no cocci are discovered, it must not 
be assumed that none are present until the device of incubating the fluid 
as a whole before it has ae allowed to cool is undertaken, and until 
cultures made upon suitable media are found to be sterile. The number of 
cocci seen, and their disposition with regard to the cells of the exudate, are 
matters of great variability. These things depend in the main upon (a) the 
stage of the disease, (b) the intensity of the infection and (c) the influence of 
treatment. 

Diagnosis.—The chief difficulty hes in not suspecting the presence of the 
disease. It is, of course, much more easy to bear in mind the possibility 
of cerebro-spinal fever during the presence of an epidemic than at other 
times. Cases which go undiagnosed, at least during the first part of their 
course, are those sporadic cases which generally happen to be atypical. 

The reason why it may not be possible to decide on clinical grounds 
whether meningitis 1s present or not is because several infective processes, 
other than that due to the meningococcus, are apt to produce symptoms 
highly suggestive of meningeal irritation. This state of meningeal irritation, 
when due to toxemia and not due to actual meningitis, has been termed 
meningism or meningismus. The question whether such a state is entirely 
toxic, or whether it is due to definite though slight changes in the meningeal 
tissues which just stop short of an inflammatory exudate, is problem- 
atical. 

The diagnosis of cerebro-spinal fever may be conveniently considered 
under three heads—( 1) from various acute infective processes with toxemia, 
leading to “ cerebral” symptoms; (2) from certain acute cerebral diseases 
of primary origin ; (3) from other forms of meningitis. 

1. Tue Draanosis oF MENINGITIS FROM TOXHZMIA MERELY.—The question 
is settled partly by the clinical data and partly by an examination of the 
cerebro-spinal fluid. In a case of fever with “ head symptoms,’ the following 
differential points should be borne in mind : | 

(1) If headache and delirium synchronise, meningitis is probably present, 
and not merely toxemia.—Contrast an ordinary case of typhoid fever (toxemia), 
in which headache and delirium alternate, the patient being free from pain 
when he is delirious, with cerebro-spinal fever (meningitis), in which the 
patient’s headache and delirium are both present at the same moment. 

(2) Vometing.—lf this occurs not merely at the onset of the fever, but 
on subsequent days also, at a time when the invasion period of the infection 
may be said to be passed, it is evidence of meningitis. 

13) Pulse and respirateons.—Irregularities in rhythm are in favour of 
meningitis, and so is a relatively low pulse-rate in comparison with the height 
of the temperature, provided typhoid fever can be eliminated. 

(4) Papilladema, though its presence is much in favour of meningitis 
a8 against toxemia merely, is not of much value in this connection, because 
it is usually absent at t. @ early stage of the disease when the diagnostic 
problem requires urgent solution. : 
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(5) Cervical rigidity and tautness of the hamstrings, though suggestive of 
meningitis, are often present in meningism. 

These five points are worthy of the most critical investigation. All other 
clinical features that may be present are equivocal—they may be produced 
by a toxic state of the brain or meninges. This statement refers to the state 
of the pupils, whether contracted or dilated ; the presence of tdches cérébrales ; 
the absence of the superficial or of the deep reflexes ; the ‘‘ peevish ” state of 
the patient with a resistant attitude; marked insomnia or persistent 
stupor. 

a) Influenza.—This probably gives most difficulty in actual practice. 
It should be noted that cerebro-spinal fever 18 very often mistaken for influenza, 
whereas influenza ts rarely mistaken for cerebro-spinal fever. The reason for 
this lies in the fact that the diagnosis of influenza is too often by exclusion. 
Fever prolonged past the seventh day, in the absence of an inflammatory 
focus (bronchitis, pneumonia, pleurisy, sinusitis, etc.), is unlikely to be 
due to influenza, and should therefore lead to a critical revision of the 
diagnosis. A leucocyte count is often helpful. 

(b) Typhoid fever—The onset of the illness is nearly always a gradual 
one, and the evolution of the toxic symptoms is much more deliberate than in 
cerebro-spinal fever. This is perhaps the most significant differential point 
clinically. The leucocyte count is very helpful, and may prove of great 
diagnostic assistance before Widal’s test is available: the count is low in 
typhoid (2000 to 7000), but it is high in cerebro-spinal fever (15,000 to 40,000). 
The rose spots of typhoid do not appear until the eighth or tenth day, whereas 
the rash of cerebro-spinal fever which might be confused with these usually 
appears much earlier. If the spleen is palpable in cerebro-spinal fever this 
is the case early, whilst the disease is at its ‘‘ septiceemic ” stage ; in typhoid 
the spleen can rarely be felt: before the end of the first week. The dissocia- 
tion of headache and delirium in toxemia already referred to is strikingly 
seen in typhoid fever. Moreover, the disappearance of the headache alto- 
gether, which occurs so frequently in typhoid fever after the tenth day, is 
another point of distinction ; although its severity may diminish, it is rarely 
absent so early in the course of cerebro-spinal fever. As soon as a positive 
Widal test is obtained (usually about the seventh to tenth day), this finding, 
together with a leucopenia, may be relied upon as decisive in favour of 
typhoid. A positive blood culture may often be obtained before the agglut- 
ination test is available. 

(c) Pneumonia.—Acute pneumococcus infection is the most common 
cause of a toxemic state leading to meningism ; the patient is usually a child, 
but not always; the lung consolidation is often apical and therefore the 
more easily overlooked. The symptoms of meningeal irritation may precede 
the signs of pulmonary disease, in which case the diagnosis can only be settled 
by lumbar puncture, or they may concur with such signs, in ahh case some 
care must be exercised lest the case be one of cerebro-spinal fever ushered in 
by pneumonia. Here the leucocyte count is of no help, for there is a high 
leucocytosis in pneumonia as in cerebro-spinal fever. A blood culture may 
reveal pneumococci, or a lung puncture may yield direct evidence of the nature 
of the infection ; but if the diagnosis is considered in serious doubt, it will 

robably be deemed wise to perform lumbar puncture. 

(d) Measles.—The differential diagnosis between this disease and cerebro- 
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spinal meningitis does not appear to be a matter of practical difficulty. But 
in the writer’s experience, although no reference is made to the fact by 
authors, it is sometimes necessary to decide whether or not a mixed infection 
is present. There is good evidence that acute encephalitis may occur as an 
immediate sequel to measles. 

(e) Malignant small-poxr, on the authority of Milligan, simulates cerebro- 
spinal fever very closely, on account of the sudden onset, headache, vomiting 
and pain in the back. But as the eruption occurs on the third or fourth day 
the diagnosis is not left long in doubt. 

(f) Rheumatic fever——lf cerebro-spinal fever begins with arthritis and 
profuse acid sweats, if the patient is an adolescent, and if the pains are 
specially referred to the joints, the diagnosis of rheumatic fever is at first 
pardonable. The addition of an erythema makes the simulation all the 
closer. The failure of salicylates to relieve the pain, or to reduce the fever, 
should at once arouse suspicion. The important distinction between early 
rigidity of the neck in meningitis and rheumatic stiffness—that the former 
tends to increase with examination, and the latter tends to decrease—should 
be remembered in this connection. 

2. DirFERENTIAL DiaGNosis or CEREBRO-SPINAL FEVER FROM CERTAIN 
DISEASES OF THE CENTRAL NERVOUS SystEM.—The most important of these 
diseases sometimes introducing a difficulty is : 

Poliomyelitis (infantile paralysis).—This disease, like cerebro-spinal fever, 
exists in epidemic and in sporadic forms. Of recent years there have been 
several small epidemics in England. Sporadic cases are very common. If 
the type of the disease is the usual one, little or no difficulty 1s introduced in 
diagnosis from cerebro-spinal fever, because the invasion or febrile stage is 
short and the degree of illness it involves is not great ; it is quickly followed 
by the paralytic stage, and the real nature of the malady becomes manifest. 
In the cerebral type of poliomyelitis, however—acute polioencephalitis— 
there may be considerable resemblance to cerebro-spinal fever, in that the 
patient often lies in a state of semi-stupor, and vomiting may occur and may 
persist for 2 or 3 days. It is, however, in the meningitic form of the disease 
that a real difficulty presents itself. There may be added to the headache 
and vomiting, pain and stiffness in the neck and spine, and even some degree 
of opisthotonos. Careful study of the cerebro-spinal fluid usually serves to 
differentiate the two diseases. 

Encephalitis lethargica is differentiated by the characteristic lethargy (as 
against coma), the absence of rigidity and the spinal puncture findings. 

3. DIFFERENTIAL DiaGnosis oF MENINGOCOCCUS FROM OTHER Forms 
OF MENINGITIS.—(1) Pneumococcus meningitis is rarely primary; almost 
always it complicates consolidation of the lung, or pleurisy, or otitis 
media, or infection of the nasal sinuses, When it occurs it is apt to be 
extremely acute. 

(2) Streptococcus meningitis usually complicates some infective process 
about the skull, and most often this is middle-ear disease or sinusitis. In 
the majority of cases some surgical procedure has been attempted for the relief 
of the primary condition. 

(3) “ Influenzal”” meningitis is a term applied somewhat loosely. Know- 
ledge imparted by lumbar puncture makes the diagnosis of influenzal meningitis 
impossible from clinical grounds alone. Those cases in which Pfeiffer’s 
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bacillus is isolated from the lumbar puncture fluid, with the exudate of an 
acute meningitis, and definite symptoms, are not usually cases in which 
influenza has been suspected, still less diagnosed. Such cases are preferably 
termed “ Pfeiffer bacillus meningitis.” | 

(4) Typhoid meningitis.—A true infection of the meninges may occur in 
typhoid fever, but it must not be inferred that a patient necessarily has 
typhoid meningitis because the bacillus is grown from the lumbar puncture 
fluid. This may occur without clinical evidence of meningitis and without 
histological and chemica] changes in the cerebro-spinal fluid characteristic 
of meningeal] inflammation. 

(5) Tuberculous meningitis.—This is by far the commonest form of acute 
meningitis and therefore deserves fuller mention. The most helpful points 
in a differential diagnosis from meningococcus meningitis are the following. 
Tuberculous meningitis is rarely so sudden in its onset, the meningitis 
symptoms being preceded by a longer period of malaise, which begins 
less abruptly than the invasion symptoms of cerebro-spinal fever. The 
temperature is seldom high, except as an ante-mortem event, the usual 
range being 99° to 101°. Retraction of the head is transient and ill-marked, 
or is absent. Photophobia is more common than it is in cerebro-spinal 
fever. In adults aphasia is often a common and an early symptom. 
True (paralytic) squint is common. The “ peevish ” condition in children 
is much more marked during the first week. In both children and adults 
the depth of the stupor after about the tenth day is much greater. The dis- 
covery of tubercles in the choroid is pathognomonic, but these lesions rarel 
appear before the third week of the disease, and are therefore not of muc 
service for diagnosis. Some authors lay stress upon the presence of signs of 
tuberculous disease elsewhere in the body as assisting in the diagnosis, but 
this is, of course, not true. Except in the case of adults, and by no means 
always then, there are rarely any such signs, The leucocyte count affords no 
differential help as from cerebro-spinal raver a leucocytosis of considerable 
size (15,000 to 30,000) being present in tuberculous meningitis. The abdominal 
reflexes are usually retained, whereas in meningococcal meningitis they are 
prone to be lost early. 

However high a degree of probability that a patient 18 suffering from 
meningitis may result from a general examination, confirmation of this view 
rests entirely upon the results of lumbar puncture. For three reasons it should 
not be deferred: wt establishes the diagnosis that meningitis 18 present ; it decides 
the nature of the infection ; tt 1s a valuable aid to treatment in the event of a 
positive result, 

Prognosis.—The mortality in cerebro-spinal fever is undoubtedly higher 
in.the epidemic than in the sporadic cases, if the post-basic meningitis of 
infants, in which the mortality 1s very high, be excluded. There are, however, 
no good figures upon which to base an estimate of mortality in the sporadic 
cases. In epidemics the mortality prior to the introduction of serum 
treatment was about 70 to 80 per cent. After its introduction the mortality 
fell to half this figure. With sulphonamide treatment the figure has probably 
reached 10 per cent. 

The influence of age is noteworthy. The disease is extraordinarily fatal 
in infants (patients under 2 years of age). This statement holds good both for 
the post-basic cases which are so often subacute or chronic in character, and 
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for the acute cases. The mortality is lowest between the ages of 5 and 
10 years. 

A fulminating form of onset is invariably bad, and the mortality in these 
cases is very high, if indeed it is not 100 per cent. In the cases with less 
vicious invasion symptoms, one or more of the following symptoms betoken a 
grave issue : ean loss of consciousness, wild delirium, persistent insomnia, 
extensive hemorrhagic eruption, cyanosis. Later in the course of the disease 
the worst sign is the appearance of hydrocephalus. 

The degree of fever, the intensity of the headache, the amount of rigidity, 
the presence of marked emaciation, frequency and irregularity of the pulse, 
cytumioal respirations, the presence of herpes—none of these things yields 
any information of value in predicting the issue of the disease. In few other 
diseases, af in any, ts tt possible for the patient to be so ill and yet to recover 
ee: as in cerebro-spinal fever. 

he most important fact bearing upon prognosis is the stage in the disease 
at which treatment is begun. 

Treatment.—1. PropHyzacric.—The principles governing prophylaxis 
are those applicable to infectious diseases in general. Although it would 
appear that the healthy carrier is more responsible for the spread of the 
disease than the patient himself, it is none the less important to isolate every 
case of the disease and to exercise all precautions against further contact 
with healthy persons. Whenever possible the patient should be transferred 
to a hospital, and preferably to an institution where the staff is accustomed to 
deal with infectious diseases. 

All contacts who are found to be carriers should be placed under quaran- 
tine, and should be kept there until the naso-pharynx 1s free from meningo- 
cocci, The carrier should live as far as possible in the open air. For lavage 
of the naso-pharynx, and for a gargle, a weak solution of izal may be used, 
or paler of hydrogen, or a 1: 1000 solution of permanganate of potash, 
adding 1-5 per cent. of sodium sulphate to assist penetration (Gordon). For 
spraying the nose or fauces, a 1 per cent. solution of iodine with 2 per cent. 
of menthol in parolein may be used. 

The use of a meningococcus vaccine for the purpose of clearing the throat 
has not proved to be successful. 

2. CuraTIVE.—(1) Drug treatment.—The introduction of sulphanilamide 
has revolutionised the treatment of this disease. It is of vital importance 
that the drug should be given at the earliest possible moment after the 
diagnosis has been made or is strongly suspected. In the majority of cases 
adequate doses are well tolerated and, whenever possible, the drug should be 
administered by the oral route; if the patient is too ill to swallow, it is given 
by a stomach tube. Only when vomiting is frequent is sulphanilamide to be 
administered by injection. For an adult the initial dose in the acute form is 
grm. 2, followed every two hours by grm. 1, so that a total of 12-13 grm. 
are given in the first 24 hours. During the second and third days grm. 1 
should be administered every 2 hours by day and every 4 hours by night, 
that is, 10 doses in each 24 hours. If treatment on these lines has been started 
before the fourth day of the disease it is probable that the temperature will 
have fallen by the end of the third day of treatment. If so, the dose of the 
drug should be halved during the next 2 days, though the frequency of 
administration should be maintained. 
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The persistence of an ensuing temperature of 99°-100° does not necessarily 
imply that the infection is still active (see p. 39). 

(2) Serum treatment.—The indications for the use of serum are (a) intense 
toxic symptoms, (b) unsatisfactory response to sulphonamides and (c) 
evidence of idiosyncrasy to these drugs (see p. 16). In (a) the serum is used 
as supplementary to sulphanilamide, not as a substitution for it. It is given 
intrathecally in doses of slightly less bulk. than the amount of cerebro- 
spinal fluid removed. In highly toxic cases 1t may also be administered 
intravenously, in doses of 50-100 c.c. diluted to 250-500 c.c. with normal 
saline. 

The serum may be allowed to flow by gravity into the lumbar cisterna 
following lumbar puncture, or it may be injected with a syringe which fits 
the lumbar puncture needle ; the serum must be warmed to body heat and 
the injection made very slowly. The volume of serum injected must not 
exceed that of the cerebro-spinal fluid withdrawn. Serum may also be 
introduced into the cisterna magna. To reach this the needle must pass 
through the posterior atlanto-occipital ligament, which is not nearly so thick 
and resistant as are the interspinous ligaments between the spinous processes 
of the lumbar vertebree, before entering through the foramen magnum. The 
posterior rim of the foramen magnum in the adult is just over 1 cm. from the 
posterior surface of the medulla oblongata, whereas a distance of only 0-5 cm. 
separates the lowest part of the medulla from the posterior arch of the atlas ; 
the puncture therefore should be made as near to the upper border of the 
atlanto-occipital ligament as possible, and the needle inclined upwards. The 
patient lies on his left side, with the head erect ; if head retraction be present, 
a general anesthetic is essential in order that the requisite position may be 
assured. The uppermost bony point palpable in the mid-line of the back of 
the neck is the spine of the axis. The skin in this area is cleaned and, if general 
ansesthesia is not used, the tissues are infiltrated with sterile local ansesthetic. 
After this has had time to act, the skin is nicked with a sharp-pointed knife 
just above the level of the spine of the axis in the middle line. A fine lumbar 
puncture needle with a very short bevel is now inserted through the nick, 
and its direction so adjusted that it is continuous with a line passing through 
the level of the external auditory meatus to emerge on the forehead about 
3 cm. above the bony prominence at the root of the nose, known as the 
glabella. The needle pushed steadily along this line will impinge on the 
occipital bone just posterior to the foramen magnum ; the correct depth is 
thus determined and the needle withdrawn, almost to the skin, its direction 
altered slightly downwards and on reinsertion the point enters the cisterna 
just below the rim of the foramen ; this is apparent to the operator by the 
sense of diminution in resistance to the passage of the needle. The cisterna 
eee is entered at a distance of 4:5 cms. from the skin in an adult of average 

With regard to repetition of the serum, Flexner laid down an arbitrary 
rule for guidance on this matter, recommending the use of serum daily for 
4 or 5 doses, and advising that after this the practitioner should be influenced 
by the subsequent clinical condition of the patient and by the state of the 
lumbar puncture fluid at successive operations. Some such custom as this 
remains the usual one in the ordinary type of the disease. It is desirable 
to vary this rule in individual cases. 
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If the case is of the superacute type, it is well to repeat the dose of serum 
in 8 to 12 hours and again after the same interval. In this way an effort is 
made, consistent with the precautions already referred to, to get as much 
serum as possible into the cerebro-spinal sac during the early stages of the 
disease. After these initial 3 doses an interval of 24 hours may be allowed 
to pass before the next dose is given. 

No doubt the best indication for the repetition of the serum is the con- 
dition of the meningitic exudate as seen at successive punctures. The lumbar 
puncture fluid should always be examined by a competent observer when- 
ever this is possible. The indication for further serum is proportionate to 
the number of meningococci still present. But it is not often practicable to 
prepare a stained film of the fluid straightway so as to be guided by the 
result. The decision whether to use serum or not must in most cases be 
determined by a consideration of the clinical condition together with the 
naked-eye characters of the fluid. In regard to the latter it may be said that 
if the fluid is still turbid (indicating the presence of polymorphous cells), it 
is well to give more serum. 

(3) General management.—The diet is to be adjusted to the patient’s 
condition. The disease is an exhausting one, and as full a dietary as is 
consistent with the state of the digestive secretions is to be allowed. If 
the fever is a conspicuous feature, and the patient is drowsy or delirious, the 
mouth is usually dry ; the diet is then necessarily restricted to fluids, which 
should be given in the form of diluted milk, and freshly prepared meat 
essences, in small quantities at frequent intervals. Water should be given 
freely. If the patient is in a state of stupor the act of swallowing must not 
be relied upon; feeding must then be by the passage of a nasal tube three 
or four times in the 24 hours. According to the age of the patient, from 5 to 
10 ounces of citrated milk and water (equal parts), or of peptonised milk, or 
of beef essence are allowed to run into the stomach from a funnel attached to 
the tube and held at the necessary height above the bed. If vomiting is 
troublesome, peptonised milk should only be used, or whey or albumin water. 
If this symptom is persistent, it may be advisable to put no food at all into 
the stomach for 24 to 48 hours, relying upon saline injections (5 to 20 ounces 
according to age) per rectum every 6 hours, supplementing these, if thought 
desirable, by the subcutaneous use of a 10 per cent. solution of dextrose in 
normal saline. 

The bowels are usually constipated ; it is therefore frequently necessary 
to use purgatives, avoiding salines if sulphonamide is being given. If the 

atient is comatose early in the disease, when treatment is beginning, 
It may be advisable to give 2 minims of croton oil in butter or moist 
sugar. 

Urinary difficulties do not usually occur unless the patient is unconscious, 
in which case it is important to bear in mind the possibility of reten- 


tion, which may lead to ‘overflow incontinence.” This condition 
indicates the use of the catheter, with the customary care in the matter 
of asepsis. 


(4) The treatment of certain symptoms.—Headache is usually the most 
distressing symptom calling for special treatment. Phenazone, caffeine, and 
acetylsalicylic acid may all be tried in full doses ; morphine may be imperative 
in some cases, because nothing else may be of any service. Restlessness, 
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delirium and insomnia,—if these symptoms are troublesome a trial should be 
given to some such combination as the following : 


BR Ammon. bromid., grs. 10-30. 
Tr. valerian. ammon., min. 10-30. 
Syr. chloralis, min. 20-120. 
Aquam ad fl. oz. 1. 
S.—Secundis horis ad doses iv—vi. 


The pains and the stiffness are best treated by warm baths at a temperature 
of 102° to 104° F. 

If the delirium is exhausting or the condition verges upon mania, vapour 
of chloroform may be used, or morphine with atropine may be given. 
Hyoscine should be avoided. 

In arthritis the affected joint is best treated by fixation, by the application 
of hot stupes, and by liquid. If the effusion becomes considerable, or does 
not quickly yield to these measures, the joint should be aspirated. 

(5) The repetition of the lumbar puncture—A lumbar puncture of necessity 
precedes the diagnosis. When sero-therapy is in force the puncture is, of 
necessity, repeated at each dose of serum. There remains the question of the 
therapeutic value of thecal drainage here as in the other forms of pyogenic 
meningitis undergoing sulphonamide treatment. There are reasons for think- 
ing that drainage at certain intervals, especially in children, tends to prevent 
the development of the most serious of the complications of the disease, a 
state of hydrocephalus. The writers are of opinion that the process has 
beneficial effects upon the course of the disease in many cases. This, not- 
withstanding the fact that whole groups of cases have been successfully 
treated by chemotherapy with no further lumbar puncture than that made 
for diagnosis. 

(6) Treatment of hydrocephalus.—If a condition of hydrocephalus has 
been diagnosed, it is advisable to tap the lateral ventricles and to inject 
serum. This procedure is not so difficult nor so dangerous as may be 
supposed. 

(a) The patient is usually an infant with open fontanelles. The region 
of the anterior fontanelle is shaved and the skin is sterilised. A stout needle, 
to which a syringe can be attached, is inserted at the lateral angle of the 
fontanelle, and is gently pushed towards the mesial line for a distance of 
an inch or an inch and a half. In older patients a special drill may be neces- 
sary. The fluid is usually under considerable pressure, so that it becomes 
quickly known when the needle reaches it. It is not necessary or advisable 
to attempt to withdraw more fluid than comes into the syringe with very 
gentle aspiration. With great care, an amount of serum less in bulk than the 
fluid withdrawn is now introduced into the ventricle. 

(6) In older children and adults the operation of decompression becomes 
necessary; and here again, though a much more serious procedure, the 
practitioner should not hesitate to give the patient the benefit of the 
operation and of the use of serum by this special route. 

HOoRDER. 
A. E. Gow. 
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TETANUS 

Synonym.—Lockjaw. 

Definitions.—An infective disease, due to the toxins of the tetanus 
bacillus, and showing itself by tonic spasm of the masseter and other muscles 
with paroxysmal exacerbations. 

tiology.—The bacillus of tetanus is a slender rod 4 to 5 » in length and 
from 0:3 to 0:8 » broad. It is a spore-bearing anaerobe. The vegetative 
forms are slightly motile, and when stained by special methods show 
numerous fine flagella arranged all round the bacillus. In material from 
infected wounds, and usually in cultures after 24 hours’ incubation at 37-5° C., 
spores occur. These are terminal, giving rise to the characteristic drum- 
stick appearance. As cultures grow older the numerical proportion of 
spore-bearing forms increases, and in very old cultures only spore-bearing 
forms or spores are found. 

Distribution.—In nature the tetanus bacillus is found in the soil of highly- 
manured districts, and in the dejecta of various animals, especially the 
herbivora, in the intestines of which it exists without causing pathogenic 
effects. By comparison with the widespread distribution of the bacillus 
and its spores the disease is rare. In infected wounds the bacillus occurs with 
other spore-bearing anaerobes associated with pyogenic cocci, and saprophytic 
organisms of various kinds. In consequence of its association, in nature and 
infected wounds, with other organisms, the bacillus is difficult of isolation, as 
a large proportion of the associated organisms grow with much greater rapidity. 
Use is made of the fact that the spores will resist a temperature of 80° C. for 
an hour. Suspected material is moculated into agar or serum-agar slopes 
or deep tubes of glucose-agar, and incubated for 48 hours. The culture is 
then subjected to a temperature of 80° C. for three-quarters of an hour, and 
subcultures are made on agar plates which are incubated anaerobically. By 
this means all non-sporing bacteria, and the vegetative forms of the spore- 
bearers, are killed, and only spore-bearing organisms remain to be dealt 
with. 

The disease follows znjury to the tissues in most cases, and even when 
no injury is known to have occurred, it is highly probable that some slight 
abrasion has been present. The term “idiopathic tetanus’”’ has been 
given to those cases in which no discoverable injury is present. Those 
wounds, usually of the hands, in which the tissues have been badly damaged 
rather than cleanly cut, are specially liable to be followed by tetanus in- 
fection. Cases have occurred from the use of contaminated gelatin used in 
subcutaneous injections, and from catgut sutures similarly infected. 

Tetanus is more common in tropical than in temperate zones. A special 
form of the disease, tetanus neonatorum, is peculiar to the tropics, and results 
from sepsis in attending to the child’s navel. This variety, which has occurred 
in epidemics, is ‘‘ almost peculiar to infants of the filthy poor ”’ (Hirsch, 1886). 

athology.—In nature the disease is produced by the introduction of 
infected material through an abrasion or wound, which may be so minute as 
to escape detection. Probably there is no such thing as idiopathic tetanus, 
but infection is possible through the bronchial or even intestinal mucosa. 

If the bacilli or spores, free from toxin or from pyogenic cocci, be intro- 
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duced into an animal, infection may fail to occur, the protection afforded 
being probably accounted for by shageuy tosis for if spores enclosed in a 
paper sac be introduced into a susceptible animal infection occurs, as the 
sac protects the spores from phagocytosis. The presence of pyogenic cocci, 
other micro-organisms, and the fragments of bone and foreign material 
incidental to compound fractures and gun-shot wounds, all conduce to the 
conditions favourable to growth of the tetanus bacillus. 

The period of incubation, following infection with tetanus bacilli, varies 
with different animals. In man a period of from 2 to 14 days occurs, but the 
period may be longer, and as a rule a long incubation period means a more 
favourable prognosis. 

Tetanus toxin.—The tetanus bacillus, like the diphtheria bacillus, 
produces its pathogenic effects by reason of the soluble toxin it elaborates. 
Bacterium-free filtrates of cultures, as shown by Kitasato, when injected 
subcutaneously or intravenously into mice, cause tetanic spasms, at first 
in the neighbouring muscles and later more generally, and death has 
resulted. 

Tetanus toxin is one of the most powerful poisons known, the fatal dose 
of a probably impure toxalbumin for a mouse being found by Brieger to be 
0:0005 mgm. 

Different degrees of resistance to the toxin are shown by different 
animals. The horse and man are the most susceptible. On a basis of 
weight the horse is twelve times and the guinea-pig six times as susceptible 
as the mouse, while the hen is two hundred thousand times as resistant. The 
incubation period is shorter when toxin is intravenously injected than when 
introduced subcutaneously, and is shorter in smaller than in larger animals. 

It has been proved that toxin is absorbed by the end-plates of motor 
nerves. This was shown by severing the sciatic nerve of an animal near the 
spinal cord. The corresponding hind limb was then injected with toxin. 
A portion of the divided nerve was then placed in another animal and 
tetanus resulted, while if the nerve were cut distally, and a proximal portion 
thereof were transplanted, no infection occurred, though in both cases the 
nerves were equally bathed in lymph containing toxin. And, again, if an 
excess of toxin be injected into a sound limb only that portion of a nerve 
distal to a section in another limb shows absorption of toxin. Introduction 
of a lethal dose of toxin into a nerve such as the infra-orbital, containing no 
motor filaments, is not followed by characteristic tetanus symptoms. 

The toxin passes centripetally up the nerve and affects the motor nerve 
cells corresponding thereto, thus accounting for the longer incubation period 
in larger animals. If antitoxin be tnjented into a mixed nerve, such as the 
sciatic, toxin is prevented from passing up that nerve; but toxin injected 
into a similar nerve will act lethally even though a large excess of antitoxin 
had been previously injected intravenously. In one case, indeed, it was 
shown that a dose of toxin injected into the sciatic nerve of a highly 
immunised animal caused tetanus. Possibly these results are accounted for 
by the now well-known difficulty of bringing antibacterial and antitoxic 
bodies in the blood to bear on the cells of the central nervous system, a 
difficulty which has been met, to a certain extent, by the introduction of 
intrathecal medication. 

Symptoms.—The incubation period has already been referred to. The 
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earliest symptom is, in the great majority of cases, the so-called trismus or 
tonic spasm of the masseter muscles. Beginning as a slight stiffness, this 
increases until the jaws are firmly clenched, the patient being unable to 
open the mouth. The stiffness may involve the muscles of the neck at the 
same time as the jaws, or a little later. The facial muscles are affected next, 
and the facies presents the risus sardonicus due to the tension in the frontalis 
and in the muscles at the angles of the mouth. The muscles of deglutition 
are another group early affected. There is, from these parts, a steady spread 
of the spasm to the trunk and then to the limbs. Rigidity tends to appear 
early in the rectus abdominis and in the adductors of the thighs. The tendon 
jerks are exaggerated and attempts to elicit them produce spasms, local or 
general. The tonic spasm in the muscles of the trunk usually show exacerba- - 
tion in paroxysms, with resulting postures termed respectively opisthotonos, 
emprosthotonos and pleurothotonos, according as the muscles of the back, 
abdomen or one side of the body are in a state of spasm. These paroxysms 
may be induced by divers irritants, and are agonisingly painful. Retention 
of urine is common. 

Less common manifestations include a local contracture of muscles in 
the neighbourhood of the wound, which may precede trismus or more general 
spasm by several days. Thus, in a wound of the forehead there may be a 
facial palsy or an ophthalmoplegia on the same side or, with a wound of the 
hand or foot, painful spasm of the muscles of the limb may develop before 
spasm appears elsewhere. In some of these local forms general spasms may 
be absent throughout or, if trismus is present, this may be transient. In 
“ local tetanus ” the incubation period is sometimes as long as 30 days. 

The disease is often apyrexial, but in some cases the temperature rises 
with the development of the general symptoms, which include headache, 
pains in the back, anorexia, constipation, insomnia, yawning, sweating and 
a facies of great anxiety. Consciousness remains clear. The cerebrospinal 
fluid is unaffected. 

Course.—The course of the disease is variable. Sometimes it is as short 
as 4 or 5 days, the patient dying of spasm of the glottis, asphyxiation, broncho- 
pneumonia, heart failure or exhaustion. Other cases, less fulminant, last 
from 7 to 14 days. A few seem to deserve the term “ chronic.”’ 

Diagnosis.—A relatively trivial disease which may, however, cause some 
anxiety from its resemblance to the trismus of tetanus, is the fixation of the 
jaw seen in certain cases of septic throat and septic, especially impacted, teeth, 
with phlegmonous involvement of the floor of the mouth, periosteum, etc. 
Careful examination of the mouth nearly always suffices to determine the 
real nature of these cases, and the presence of enlarged and tender cervical 
glands assists the diagnosis. 

Strychnine poisoning presents features resembling tetanus in that the 
spasms are very similar in both diseases. But between the spasms in 
strychnine poisoning the muscles are relaxed, a condition never seen in tetanus. 
Another point of distinction is the fact that trismus and cervical rigidity 
never exist alone in strychnine poisoning, whereas they frequently do in 
tetanus. 

In any doubtful case of injury, in which there are damaged tissues, 
bacteriological investigation of the exudate and of material from the depths 
of the wound should at once be made. 
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Prognosis.—This is always grave. The mortality in a large series of 
cases appears to be nearly 60 per cent. (Hill). Infants and children rarely 
recover. The absence of fever, a more or less normal pulse-rate, a long 
incubation period, and a slow development of the symptoms are favourable 
points. If the patient reaches the tenth day of the disease, his chance of 
recovery is considerably increased. 

Treatment.—1. PropHy.actic.—All wounds of a suspicious character 
should be well curetted under a general anesthetic, the raw surface should 
be thoroughly treated with antiseptic and antitoxin administered. 

Antitoxin has for some time been used in connection with wounds in- 
fected with road-sweepings, or garden soil, and in America chiefly in cases 
of wounds connected with Independence Day celebrations, in consequence 
of which injections a very definite fall in the death-rate resulted. 

During the War of 1914-1918 antitoxin was used on an extensive scale. 

ing the early period, with no special arrangements for prophylaxis, the 
incidence was about 8 per 1000. Later, with the use of 500, and then 1500, 
units of antitoxin, the incidence fell to 1 in 1000. 

In 1924 it was shown that tetanus toxin might be so treated as to lose 
its toxicity and still retain its antigenic power. The material, called ‘“ toxoid,” 
has been pave of great service as a preventive agent. At the R.A.M. 
College it has been shown that two doses of 1 c.c. each of toxoid, given at 
intervals of 6 weeks, confer immunity lasting at least 2 years. In the French 
Army the regulations make inoculation with toxoid compulsory; 2 c.c. of 
mixed T.A.B. vaccine and tetanus toxoid are given on three occasions at 
3 weeks’ interval. 

2. CurativE.—Keep the patient as quiet as possible in a dark and noise- 
less room. Feeding may be impossible by mouth, in which event nasal 
feeding may be attempted, and if this, too, is impossible because of spasm, 
recourse must be had to glucose enemata. The vapour of chloroform 1s the 
best remedy by which to control severe spasms, and a mixture of chloral 
and bromide in full doses should be given between the chloroform administra- 
tions. A more or less continuous use of morphine or hyoscine 1s the alternative 
measure. 

It is profoundly important that no delay whatever should occur in the 
use of serum. Injections of serum may be made subcutaneously, intra- 
muscularly, intravenously, or intrathecally. The latter method achieves much 
easier access to the affected nerve cells, and is certainly preferable, though it 
is usually, and rightly, combined with other methods, the more gradual action 
of the antitoxin when given by the subcutaneous or intramuscular methods 
tending to balance the rapid elimination of that given intrathecally. A 
lumbar puncture is made, and 20 c.c. of cerebro-spinal fluid are replaced by 
an equal, or even slightly greater, quantity of a high titre antitoxin. In 
an acute case from 50,000 to 100,000 international units may usefully be thus 
given in the first few days, and subsequently the intramuscular or sub- 
cutaneous methods may be resorted to. Paterson, in Australia, has suggested 
much larger doses, in a scheme as follows: On admission, 200,000 units are 
given intravenously and 80,000 intrathecally, The intravenous dose is repeated 
after 12 hours and thereafter at 24 hours’ interval. The intrathecal dose is 
repeated every 4 hours at first and is gradually reduced. Concurrently with 
these large doses of antitoxin, tetanus toxoid is also indicated. An immediate 
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dose of 1 c.c. of toxoid should be given as soon as the disease is suspected, 
and repeated after 4 days. 

Less success has attended the therapeutic use of tetanus antitoxin than 
is the case with diphtheria antitoxin. This result is largely, if not entirely, 
accounted for by the relative slowness in the onset of symptoms in tetanus 
as opposed to diphtheria. The argument for the prophylactic use of anti- 
toxin in every case of a wound contaminated with road material or soil 
contaminated with animal excreta becomes correspondingly strengthened. 


ANTHRAX 


Synonyms.—Wool-sorter’s Disease ; Splenic Fever of Animals. 

Definition.—An acute infective disease caused by the Bacillus anthracis. 
There are three clinical forms of the disease, according as the lesion is in 
the skin (malignant pustule), in the lung (pulmonary anthrax), or in the 
intestine. 

Etiology.—B. anthracis is a large Gram-positive bacillus possessing a 
capsule. On artificial media it grows in long filaments which, owing to the 
fact that the filaments do not readily break up into individual bacilli, tend 
to bend upon themselves and thus cause the outlines of the colony to assume 
a whorled appearance that is characteristic. Spores always develop in 
cultures in the presence of free oxygen. 

In the tissues, however, the bacilli occur in straight rods measuring 
from 5 to 10 » by 1 to 1-5 p, the longer forms generally being found in attenu- 
ated cultures, and the bacilli found in the gelatinous cedema are usually 
longer than those found in blood. Spores never develop within the infected 
animal since free oxygen is necessary. The micro-organism is non-motile. 

In the herbivora, especially sheep and cattle, the disease occurs epidemi- 
cally and the infection assumes a septicemic type. The spleen may be two 
or thts times its normal size, and on section may be diffluent. An impression 
preparation from the cut surface shows enormous numbers of bacilli together 
with blood cells and mononuclear leucocytes. The liver and kidneys are 
in similar condition, and the lymphatic system 1s extensively involved. 

The bacilli in the blood are invariably in the vegetative form, and it is 
only after being voided from the body that they produce spores, these being 
extremely resistant to adverse influences. It is claimed that spores may 
remain on the ground in a state of latent activity for as long as 12 years. 
But it is suggested by M. Fadyear and others that soil infection counts for 
little in this country, most cases being traceable to imported food stuffs, 
hides and brushes. 

The carnivora are relatively immune, especially the dog. . 

Man occupies an intermediate position, and the disease is always com- 
municated to him directly or indirectly from animals. Two principal forms 
occur, malignant pustule, a local infection through a cut or abrasion of the 
skin or a hair follicle, and wool-sorter’s disease, an infection starting in the 
trachea and bronchi from the inhalation of dust containing spores. 

Infections of the intestinal tract may occur but are rare. Such infections 
must originate from spores, as the bacilli do not withstand the action of 
gastric juice. 
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Bacteriological Diagnosis.—In « case of suspected malignant pustule 
direct. microscopic examination will usually show the bacilli in the fluid 
in the surrounding vesicles. Sometimes examination of the sections of the 
excised malignant pustule is necessary. Cultures on agar will show in 24 
hours the characteristic wavy-outlined colonies. Blood cultures in man never 
show the bacilli until just before death. Putrefaction rapidly destroys 
anthrax bacilli, hence the recognition of the bacillus in putrefying tissues 
entails careful bacteriological examination and animal experiments. 

A guinea-pig may be inoculated with suspected material, and if anthrax 
be present will usually die within 2 days, and the bacilli may be demonstrated 
in the spleen. 

Immunity.—Pasteur, noting that one attack of anthrax immunised 
an animal, elaborated a method of artificial immunity. He attenuated 
cultures by growth at 42:5° C. Sheep survived when inoculated with such 
cultures, and proved immune to a subsequent injection of a highly virulent 
living culture. By carrying out this process of active immunity the mortality 
among animals was greatly lessened. Marchoux showed that the serum 
of such animals conferred a certain degree of passive immunity ; and Sclavo, 
by using a mixture of such immune serum and progressively attenuated 
cultures and virulent cultures, obtained very high degrees of immunity in 
the ass. Sclavo’s serum is stable, and if given in quantities of 40 to 100 c.c. 
at an early enough stage in the disease is almost always successful. 

Formerly the local effects of infection were considered due to the mechanical 
damage to the tissues by the rapid multiplication of the bacilli. Later it 
was considered that the tissues were injured by simple deprivation of oxygen. 
Now the result is considered to be a toxic phenomenon. There are three 
clinical forms of the disease. 

I. Matianant PusruLe.—The site of infection is nearly always upon 
an exposed part of the body—face or hands or forearms. The incubation 
period appears to be very short, perhaps not longer than a few hours. 
A small red papule forms, which rapidly becomes vesicular and then 
incompletely pustular. By the time vesication occurs there is a surround- 
ing zone of intensely red cedema, becoming a brawny induration by the 
end of the second day. By this time a ring of secondary vesicles often 
surrounds the initial lesion, which has now formed a dry and almost black 
scab, generally raised above the surface of the affected skin. A frequent 
associated lesion in the case of the arm is lymphangitis, spreading upwards 
to the lymph glands, which become enlarged and painful. There is rarely 
much pain at the site of the initial lesion, though there is usually a good deal of 
itching and tenderness. Fever is almost constant, and in severe cases may 
be quite high. The patient is then very ill, with intense toxic symptoms. 
Mild cases occur, however, and in them both the local and the general 
symptoms are much less marked. 

The prognosis turns upon the severity of the symptoms, especially of 
the toxeemic state. Death is sometimes very rapid—it may occur within 
the first week. 

In some cases the initial papule and vesicle are ill-marked, but the 
attendant osdema is excessive (malignant edema). The mortality in this 
type of the disease is a good deal higher than in the type in which the pustule 
is well formed. 7 
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II. Putmonary AnTHRAX.—In this variety of the infection the bacilli are 
inhaled with dust from infected hair or wool. The result is the rapid develop- 
ment of fever, generally ushered in by a rigor, with very intense toxic 
symptoms and the signs of bronchitis. Cerebral symptoms develop, with 
great weakness. The whole course of the disease may be very short, even 
as brief as 24 hours. Recovery probably never takes place, even if the 
diagnosis has been made at an early stage. 

II. InrEstinaL ANTHRAX.—This is probably the least common form of 
the disease. The infection is due to eating meat or drinking milk from 
animals suffering from splenic fever. The symptoms are those of a severe 
gastro-enteritis—fever, vomiting, diarrhoea and intense weakness. The 
spleen is enlarged. This form of the disease has been found to occur in 
small epidemics. The mortality is high, though not so high as in II. 

Treatment.—(i.) PRopHyLactic.—This consists in the specific immunisa- 
tion of animals subject to the disease, the complete destruction of dead bodies, 
and in the careful disinfection of all skins, hair and wool, before these are 
handled in any industrial occupation. 

(ii.) CuRATIVE.—General measures (rest, etc.) are taken towards the 
prevention of a general infection. The pustule is kept clean, but is neither 
cauterised nor incised. A large dose of Sclavo’s anthrax anti-serum (40 c.c. 
at least) is given as soon as possible by the intravenous route. This is re- 
peated intramuscularly at intervals of 12 to 24 hours, the dose being gradually 
reduced. If the serum is not available, 0-6 to 0-9 g. of neoarsphenamine or 
one of its equivalents may be injected intravenously and repeated in 48 hours. 
Some observers consider this treatment to be as good as by serum for malignant 
pustule, provided it be given within 4 days of the onset of the disease. Treat- 
ment by sulphapyridine, given intensively (see pp. 16-17), has also proved 
successful. 


GLANDERS 


Definition.—An infectious disease, occurring not infrequently in the 
horse and in the ass, occasionally transmitted to man, and characterised by 
the formation of granulomatous nodules in the nose (glanders), and in the 
subcutaneous tissues (farcy). 

fEtiology.—The bacillus of glanders, or Bacillus mallei, is a short rod, 
straight or slightly bent, of 3 to 4 w in length by 0°5 to 0°75 w in thickness. 
It is non-motile, and possesses no flagella, nor does it form spores. It can 
be cultivated on ordinary media at 37° C., but gives a more characteristic 
growth on potato. 

The bacillus stains somewhat faintly with the usual aniline dyes, so that 
a mordant, such as carbolic acid, is usually employed, but even when deeply 
stained there is a tendency to decolorise rapidly. The staining is markedly 
irregular, this irregularity being a diagnostically helpful point. It is Gram- 
negative. 

Pathology.—The disease chiefly affects horses, mules and asses—the 
latter being the most susceptible. Horned cattle are immune, but goats and 
sheep are occasionally infected. 

In the horse, infection may take place through any abrasion of the skin, 
but most frequently through abrasion of the nasal mucous membrane from 
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infected water-troughs or feeding-mangers. The infection may be acute 
orchronic. In the acute form (glanders proper) there is fever and prostration, 
and in two or three days there occurs ulceration of the nasal mucosa with a 
sero-purulent discharge, leading on to involvement of the lungs, and death 
within a few weeks. In the chronic form—farcy—there is involvement of 
the lymphatic system associated with the original site of entry. The lymph 
vessels become enlarged—farcy pipes—and irregular thickenings—farcy buds 
—occur, which may soften and suppurate. 

The disease may be latent, and can then only be diagnosed by the “ mal- 
lein” test. In the human being the infection is generally derived directly 
from the horse, and is therefore usually confined to those in close connection 
with horses ; but the disease has been contracted in the laboratory. 

The toxin of B. mallet or mallein is an endotoxin, being derived from 
the bacterial bodies, in which respect it differs markedly from the toxins of 
tetanus and diphtheria bacilli. One of its chief characteristics is its resistance, 
it being capable of withstanding temperatures of 120° C. and prolonged 
storage with but little loss of strength. It is prepared by growing cultures 
in glycerin broth for 3 or 4 weeks, and sterilising these by boiling or auto- 
claving at 115° C. The cultures are then allowed to stand, and the super- 
natant fluid being decanted off, this is then filtered through a Chamberland 
filter. The resultant filtrate, to which one-half of 1 per cent. of carbolic acid 
is added, constitutes mallein. It contains the soluble portions of the bacteria, 
and substances from the altered medium, and is a similar product to tuber- 
culin. It is used in doses of 1 c.c. to detect a glanders infection in the horse. 
As the reaction in a “ glandered”’ animal is severe, both locally and con- 
stitutionally, it is unsuitable for use in man. 

Forms or THE Disease.—Both glanders and farcy have been known to 
occur in man In acute and in chronic forms. All forms are rare. 

Symptoms.—1. Acurz GLanpERS.—The incubation period varies, but is 
in most cases 4 days. At the site of infection in the nose there occurs 
an inflammatory swelling surrounded by cdema and lymphangitis, with a 
papular eruption soon becoming pustular. In a few days other and similar 
swellings appear, which soften and ulcerate, so that the mucosa of the nose 
becomes generally infected, leading to profuse muco-purulent discharge. 
The whole nose swells; it may be very considerably. The ulceration 
extends deeply so as to involve the cartilage and bone. The cervical 
lymph glands are usually enlarged and may soften, forming abscesses. 

nstitutional symptoms are present by this time, and death, usually with 
pneumonia, occurs about the middle of the second week. 

2. CHRONIC GLANDERS.—This form resembles closely the disease as seen 
in the horse. There is a chronic profuse coryza, associated with widely 
scattered muscular and subcutaneous nodules. Unless the nature of the 
disease is suspected, it may go undiagnosed for some time. 

3. AcuTr Farcy.—This is the form of the disease resulting from accidental 
inoculation of the skin. A local lesion of a highly inflammatory kind leads 
quickly to a spreading zone of lymphangitis, viboutansous nodules (farcy 
buds) appearing in the track of the infection, softening and formin 
abscesses. The patient becomes severely ill, with symptoms of a narierel 
infection, and the course of the disease is of much the same duration as in 
acute glanders. 
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4. Curonic Farcy.—This only differs from acute in that the “‘ buds ”’ are 
associated with much less inflammatory reaction, the constitutional symptoms 
are much less severe, and the course of the disease is much longer. A few 
of the cases have extended over 12 months. 

Diagnosis.—Acute glanders has been mistaken for small-pox, owing 
to the likeness of the papulo-pustular eruption to the specific eruption of 
this disease. The chronic forms are at times mistaken for the other infective 
granulomata (syphilis, tuberculosis and actinomycosis). Exact diagnosis 
turns upon bacteriological methods, direct or indirect. 

The bactertological diagnosis in man may be simple if a superficial 
swelling exists which may be opened. Direct cultures may be made 
therefrom, preferably on potato, and a rapid diagnosis made. It may be, 
however, that weeks elapse before such an opportunity occurs, or before 
some deeply situated swelling calls for operative interference. In such cases 
serum reactions, such as the complement-fixation test and agglutination, are 
indicated, and in a case watched by one of the authors the diagnosis was 
made by the opsonic test several weeks before the bacilli were cultivated 
from the tissues. 

If material containing B. malle: be injected intraperitoneally into a male 
guinea-pig, tumefaction and suppuration occur in two or three days in the 
tunica vaginalis, and the bacilli can be recovered therefrom after about six days. 

Treatment.—ProrayLactic.—The utmost care must be taken in nursing, 
destruction of old dressings, etc. 

The site of inoculation, if obvious, should be excised, and the underlying 
tissues should be treated drastically by strong antiseptics. All abscesses 
should be opened promptly and efficiently drained. The general symptoms 
are met by treatment similar to that given in any septicemia. 


HorpeEr. 
A. E. Gow. 
JOHN MATTHEWS. 
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Synonym.—Deer-fly Fever; Pahvant Valley Fever; Ohara’s Disease. 

Definition.—A plague-like general infection of small rodents, hitherto 
confined to the United States, Japan and a district in Siberia ; also recently 
in Norway, communicable to man. The disease has the peculiarity, in 
which it resembles Malta fever, of being extremely infective to laboratory 
workers handling the causative organism, Bacterium tularense, and attention 
to this aspect has been drawn by an important paper by Professor Sir John 
Ledingham and Dr. F. R. Fraser, in the Quarterly Journal of Medicine, 
vol. xvii., describing three cases occurring at the Lister Institute. 

fEtiology.—In 1911 M’Coy, during plague work among ground squirrels 
in California, discovered a plague-like disease not due to Bacillus pestis, and 
in 1912 M‘Coy and Chapin isolated the specific organism from the blood of 
infected animals, and it was named Bacterium tularense. Subsequently the 
organism was found in various rodents, and endemic centres of the infection 
have been recognised in many areas of North America. The first human 
case of infection appears to have been reported by Pearse in 1910, but bacterio- 
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logical proof connecting it with B. tularense was provided by Francis 
subsequently. Where the infection is endemic among rodents, human cases 
are not uncommon, and possibly some have recovered unrecognised. The 
infection is conveyed from animal to animal by various blood-sucking para- 
sites. The feeces of infected bugs have been shown to be infective. Polluted 
water has recently been thought to be a source of infection in Norway and 
U.S.A. There is thus no difficulty in understanding how endemic centres of 
infection are kept up, and human infections in the field are readily understood. 
But it is difficult to explain the cases of infection in laboratory workers. It is 
suggested that a possibility is respiratory infection during the anesthetising 
of experimental animals, when coughing is not uncommon, and the bacillus is 
certainly contained in bronchial secretions, as well as the excreta generally. 
The question appears to be parallel to the difficulty of explaining the great 
hability to laboratory infections with Br. melitensis. 

B. tularense is a minute, Gram-negative cocco-bacillus, measuring, accord- 
ing to M‘Coy and Chapin, 0-3, with a breadth of 0:24. It is not easily 
stained by the ordinary dyes, unless a mordant, such as carbolic acid or aniline, 
is added. It is refractory to growth on ordinary media, the original cultures 
being obtained on a medium composed of egg-yolk. It will grow readily on 
serum glucose agar if a piece of rabbit spleen be added thereto. 

Pathology.—In animals, nothing characteristic is found. At the site 
of inoculation some diffuse necrosis may be seen, and occasionally swelling 
of the corresponding lymph glands. The spleen, liver, lungs, and kidneys 
may show small necrosis areas. Human cases contracted in the field, probably 
from some blood-sucking fly, will show a local ulceration at the site of the bite, 
with swelling, and possibly suppuration, of the local lymph glands. Cases 
contracted in the laboratory provide no pathological data, for there is no 
evidence of the portal of infection, and the blood shows neo characteristic 
changes. 

Symptoms.—tThe infection expresses itself in two ways: (1) Dealers in 
rabbits may develop @ necrotic papule, which is followed by acute lymph- 
adenitis in the area affected. Suppuration may occur, with considerable 
pyrexia and toxemia. (2) Laboratory workers studying the infecting agent 
have suddenly developed pyrexia, with marked malaise and no localising 
symptoms. The temperature subsided at the end of 3 weeks in the American 
series of cases, but it remained up for a longer period in the London series, 
and in one case there were irregular rises of temperature for a period of a year. 
The marked features of the majority of the cases were the malaise, the 
recurrent nature of the fever, and the prolonged inability to work. 

Diagnosis.—In endemic areas, people handling rabbits and other rodents, 
who develop fever, with or without localising signs of insect bites, should be 
under suspicion. In this country, only laboratory workers are likely to 
be infected. In either case, the diagnosis depends upon specific agglutination 
of B. tularense antigen. Very definite agglutinations were noted towards the 
end of the second week after the commencement of the disease, and the titre 
rose rapidly and remained high during the long convalescence. 

Prognosis.—This appears to be of about the same order as that in Malta 
lds The disease is not fatal, but causes a long period of inability to 
work. 

Treatment.—No account is given of any attempts to confer immunity, 
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either prophylactic or phylactic, and the treatment would appear to be one 
aiming at rest, with measures to counteract the anemia that tends to 
supervene. 

JoHN MATTHEWS. 

HorpveER. 

A. E. Gow. 


SCARLET FEVER 


Synonym.—Scarlatina. 

Definition.—An acute specific fever of sudden onset characterised by 
faucial inflammation, a punctate erythema of the skin, and a tongue at first 
furred but later raw with prominent red papille. Desquamation follows, 
and inflammatory sequele may occur, involving especially the ears, cervical 
glands and kidneys. 

Etiology.—Scarlet fever is a disease of temperate climes and seldom 
gains a foothold in tropical or subtropical countries. It is endemic in large 
cities and populous centres, tending to flare up every few years in local 
epidemic form owing to the accumulation of susceptible material. Its general 
epidemic prevalence, however, is irregular, and no definite periodicity has 
been recognised. In the United Kingdom it is prevalent in the latter part of 
the summer and reaches its maximum at the end of the autumn; the period 
of least prevalence being the spring. Of late years, although the incidence 
has not appreciably declined, the mortality has fallen and the type of case 
become less severe. Severity, however, still varies greatly in different years 
and in different localities. 

The case mortality of scarlet fever (proportion of deaths to attacks) is 
not more than 0:5 or 2 per cent. It is greatest in the first year of life and 
diminishes with age. Females are more liable to infection than males, but 
attacks in males are rather more likely to terminate fatally. 

Of predisposing causes, childhood and the absence of acquired immunity 
are the most important. Infants under one year of age seldom contract the 
disease. The maximum incidence occurs during the fifth and sixth years 
of life, a period slightly later than is the case with such diseases as whooping- 
cough and measles. Adults are not exempt, but scarlet fever 1s rare in the 
aged. As a rule, one attack protects permanently, but second attacks do 
undoubtedly occur. Multiple recurrences should probably be referred to 
some other cause than scarlet fever. 

Poverty, by entailing shortage of food, overcrowding, and defective isola- 
tion facilitates the spread of the disease and augments its death-rate. 

The infective agent resides in the mucous secretions of the nose and throat 
and in the secondary suppurative lesions. The disease is. infectious from 
its commencement, but the exact duration of infectivity cannot be deter- 
mined for any given case. Six weeks’ isolation is generally sufficient if by 
that time the mucous membranes are healthy and the skin free from sores. 
Many authorities reduce this period to 4 weeks for mild and uncomplicated 
attacks. Desquamation is not regarded as dangerous unless the scales are 
contaminated by the patient’s discharges, and the infectivity of urine which 
remains albuminous has never been proved. The infectivity of scarlet fever 
is not nearly so great as that of measles, varicella or small-pox. 
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In most cases infection is by droplets derived directly from a person 
suffering with, or recently recovered from, the disease, but transmission by 
infected fomites or infected milk may also occur. Aerial infection by dust is 
possible. It is an important fact that discharges from the nose, throat, 
mouth and ear may remain infectious for many weeks, and pre-existing 
purulent discharges also become infectious when scarlet fever is contracted. 
The occurrence of catarrhal infection of the nose or throat in a scarlet fever 
convalescent may lead to a recrudescence of infectivity. 

Intermediary carriers have on occasions spread the disease without 
themselves showing signs of infection. On rare occasions, too, convalescents, 
although apparently healthy, have for months remained capable of trans- 
mitting the fever. The infectivity of carriers appears to be intermittent, and 
the receptivity of those exposed is increased e close contact, debilitating 
circumstances or acute disease, of which diphtheria may be cited as an 
example. Attendants on scarlet fever cases, although long immune, may 
finally contract the disease. 

Infected milk may be responsible for localised and, sometimes, for more 
widespread outbreaks of the fever. In most instances the milk has been 
infected from a human source, but possible derivation of infection from cows 
with ulcerated udders and teats is suggested by the well-known Hendon 
outbreak. Scarlet fever is not known to be transmitted by water or by 
sewage. Cases of wound infection are not numerous, but puerperal scarlet 
fever is well recognised. 

Pathology.—Klein, in 1887, isolated a streptococcus from the teats 
and udders of cows at Hendon, and considered it the causal agent in a milk- 
borne epidemic of scarlet fever. It was customary, however, to regard the 
streptococci found in the throats and tissues of scarlatinal cases as secondary 
invaders, it being impossible to grow these organisms from the blood of 
patients suffering from the fever in its toxic, and presumably uncomplicated 
form. 

Drs. George and Gladys Dick, of Chicago, however, produced evidence 
that scarlet fever is a local infection of the throat by a hemolytic streptococcus, 
and attribute the general symptoms of the disease to toxins absorbed from 
the local focus. They have infected patients with scarlet fever by swabbing 
the fauces with a pure culture of their organism and have elaborated a test 
analogous to the Schick test in diphtheria. This is the Dick test. It is made 
by the intradermic injection of 0-1 c.c. of a 1 in 1000 dilution of toxic broth 
filtrate in saline solution. Boiled filtrate is used as a control. An erythema 
at the point of injection, maximal in 24 hours, indicates susceptibility to 
scarlet fever. The same types of reaction occur as in the Schick test (q.v.) 
but in the Dick reaction the erythema is not indurated. During the first 
few days of scarlet fever a positive result may be expected, but the test may 
prove negative for some days after the administration of anti-scarlatinal 
serum. A few convalescents remain positive to the test, the majority become 
negative. The new-born infant of a susceptible mother is usually Dick- 
positive. 

Griffiths has shown that the hemolytic streptococci of scarlet fever are 
members of a group comprising many different serological strains. 

Susceptible persons can be immunised by subcutaneous injection of 
increasing doses of scarlatinal toxin at intervals of 7 days. For adults four 
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or five injections are required, commencing with 500 “skin test” units 
and ending with a dose of 50,000, 80,000, or even 120,000 units. The skin 
test unit of scarlet fever toxin is the smallest amount which gives a standard 
positive reaction in persons susceptible to scarlet fever, and a negative 
reaction in persons immune to the disease. The standard reaction is the 
appearance within 24 hours of an area of erythema not less than 1 c.m. in 
diameter. If too large an initial dose of immunising toxin is given, a transitory 
** miniature scarlet fever’? may result, but this is rare. The simultaneous 
injection of 2 or 3 minims of 1 : 1000 adrenaline chloride sclution prevents 
serious reactions. Immunity develops more slowly than in the case of 
diphtheria, and its duration is indefinite but prolonged. If the Dick test 
proves positive 6 months after, a further injection is recommended in the 
case of those nursing scarlet fever. 

By immunising horses, an antitoxic serum is produced, which may bring 
about a rapid amelioration of the toxic symptoms of scarlet fever, but has 
little influence in preventing complications. 

Schultz and Charlton pointed out that intradermic injection of 1 c.c. of 
the serum from a patient convalescent from scarlet fever will, in a few 
hours, cause a local blanching of the rash of the fever. This is known as the 
blanching test. W. Mair suggests that the test is due to antitoxic im- 
munity in the donor, which will account for its occasional failure, and also 
the fact that the serum of some donors not known to have had scarlet 
fever, will give the reaction. The antitoxin prepared from the Dicks’ 
scarlatinal streptococcus possesses the same blanching property, and now is 
used for the test. 

The post-mortem appearances in scarlet fever are not distinctive. The 
rash, unless hemorrhagic, disappears after death. Such gross changes as are 
found in the fauces, cervical glands, lungs, heart, kidneys and liver, together 
with moderate enlargement of the spleen and lymphoid structures, merely 
indicate an acute infective process. In severely toxic cases, early decom- 
position with much post-mortem staining of the tissues, fluidity of the blood 
and subserous ecchymoses, indicate the intensity but not the nature of the 
infection. In cases surviving longer, inflammations of the lungs, serous 
sacs, endocardium, pericardium and joints may possibly be present, and 
desquamation may be recognised. Searlauual nephritis is described as 
being essentially glomerular in type, but other parts of the kidney are also 
involved. 

Symptoms.—The incubation period is short, the period which elapses 
between infection and the development of the first symptoms being from 
2 to 4 days, with an average of 72 hours, or 4 days from exposure to rash. 

Invasion is abrupt, the cardinal symptoms being vomiting, headache 
and sore throat. In some severe cases vomiting may be so urgent as to 
suggest irritant poisoning, especially if accompanied by diarrhwa; in mild 
cases vomiting may be absent. Rigor is uncommon, convulsions occasion- 
ally occur in children. Cough and catarrhal symptoms are decidedly rare, 
but a mild conjunctival injection is not unknown. The skin is hot and 
dry, the cheeks flushed, and the eyes bright. The limbs ache, the appetite 
is in abeyance, and the tongue rapidly becomes coated with white fur, 
through which the papille project as red points (strawberry tongue). Slight 
nocturnal delirium is common. The temperature rises rapidly, and even on 
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the first day may reach 103° or 104° F. An undue acceleration of the pulse 
is usually a marked characteristic, rates of 160 or more are common in young 
children, and rates of 120 to 140 in adults. 

Very mild cases often occur, and in these the symptoms of invasion may 
be absent, the rash being the first indication of the disease. 

Uniform injection of the tonsils, fauces, and uvula is present in the early 
stages of the disease. Later, the injection becomes more vivid, the ‘oni 
are swollen, and a distinct follicular exudate often appears; inflammatory 
cedema of the fauces soon makes its appearance in severe cases, and may be 
accompanied by free mucous secretion. The tonsils may become covered 
by a thin necrotic film, or a more or less coherent exudate may form which 
may encroach on the faucial pillars and base of the uvula, and closely simulate 
the membranous exudate of diphtheria. In the more severe forms of scarlet 
fever, the tonsillar and faucial inflammation is very intense, and both ulcera- 
tion and sloughing occasionally occur; thick muco-pus trickles down from 
the naso-pharynx, the nasal sinuses are invaded, and acrid discharge blocks 
the nostrils and excoriates the upper lip. The respiratory obstruction is 
especially severe if adenoids are present. Tn severe cases, inhalation broncho- 
pneumonia is a decided danger. 

A punctate injection may often be seen on the soft palate and adjacent 
part of the roof of the mouth even before the appearance of rash on the 
skin, and is of diagnostic value. The eruption usually appears within 24 hours 
of the invasion, but may be delayed sometimes for several days. It appears 
first on the upper part of the chest, the root of the neck and the upper arms 
as a finely punctate erythema; sometimes it is first seen in the axille. It 
quickly spreads to the trunk and limbs, reaching the legs last. The cheeks 
are merely flushed, and the existence of an area of circum-oral pallor is a well- 
known and striking feature. The thick skin of the palms and soles is also in 
most instances free from the distinctive rash. The eruption often shows a 
symmetrical intensification in certain regions, such as the lower abdomen and 
groins, the inner aspects of the thighs, the axille, the back, and the points and 
flexures of the elbows and knees. 

Of the two elements of the rash, one is minutely punctate, the other 
erythematous. It is the former which gives it its distinctive character. 
On coarse skin the puncta are particularly large. When the erythematous 
element is intense the skin may actually appear cedematous and the puncta 
be quite obscured. In such cases, on subsidence of the rash, yellow staining 
may be apparent. In addition to punctation and erythema, minute petechize 
or small linear hemorrhages are sometimes seen in the flexures of the elbows 
(Pastia’s sign), groins, wrists and knees. By application of a tourniquet to 
the upper arm, petechis may be rapidly produced at the flexure of the elbow. 
This is the Rumpel-Leede phenomenon. It may also be positive in measles, 
purpuric states and peliosis rheumatica. These hemorrhages remain when 
the rash has faded, and together with coarse injected papules on the outer 
sides of the arms and legs afford valuable evidence. The rash on the buttocks 
and extremities may assume a slightly blotchy papular appearance, and so 
bear a distant resemblance to that of measles. Minute sudamina sometimes 
accompany the rash, giving rise to the variety known as scarlatina miliaris. 
Itching is not common, and urticaria is rare, but in some cases accompanies 
or precedes the outbreak of the rash. 
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The rash may be quite transitory or may last a week or even longer. 
Generally speaking, it 1s more pronounced in severe attacks, but sometimes 
attacks which are quite mild show rashes of considerable intensity and 
persistence. A dusky, blotchy, morbilliform eruption, generally limited to 
the convexity of the knees and elbows, but sometimes more widespread, 
may supervene in grave cases. It is known as the septic rash. 

At the time of the initial faucial inflammation the glands at the 
angles of the lower jaw are swollen and tender. During the eruptive period 
a moderate enlargement of the axillary and inguinal glands, sometimes of 
the posterior cervical glands as well, is often to be detected. The spleen is 
rarely to be felt. At times 
the glandular swelling leads 
to confusion with rubella, 
but the glands do not attain 
the size or show the marked 
tenderness characteristic of 
the latter disease. 

In an average case a rapid 
rise of temperature (Fig. 1) 
marks the invasion, but the 
maximum may not be at- 
tained until the full develop- 
ment of the rash on the third 
or fourth evening, when 
readings of 103°, 104° or even 
105° F. may be registered. 
Slight morning remissions 
occur. The fall is by lysis, 
reaching the normal by the 
fifth or sixth day of the disease. 
Termination by crisis is un- 
usual. In bad cases of a 
septic type, the fever is pro- 
longed, with increasing daily 
oscillations as septicemic 
hae aa ‘ane prominent. 

n the malignant or toxsemic nae ane 
type of the "disease, the fever a at ba oeraR 
is higher from the first and 
shows less remission, but occasionally is subnormal throughout. A protracted 
remittent fever may occur in scarlet fever without local symptoms or com- 
plications to account for it ; this variety is sometimes known as the “ typhoid 
type.” 
gir rises of temperature during the convalescent period may 
signalise the onset of such complications as adenitis, otitis, nephritis, 
endocarditis, empyema, or a metastatic abscess. Sometimes such pyrexial 
attacks occur without ascertainable cause, but a thorough examination of 
the patient is always necessary. Very mild cases of scarlet fever without 
obvious febrile disturbance certainly exist. 

Desquamation is a well-known characteristic, but the degree to which it 
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occurs is very variable. The tongue peels in patches or strips, and by the 
fourth day is raw with prominent papille (raspberry tongue). The flushed 
cheeks begin to shed a fine powder during the febrile period. Fine peeling 
of the lobules of the ears, of the margins of the lips, and of the skin at the 
root of the neck, possibly also above the pubes, next makes its appearance. 
By the end of the first week, peeling is generally well marked on the neck, 
chest, inner sides of the arms, and possibly on the trunk. Within a fort- 
night it may be seen on the hands and possibly on the feet. It may 
not be complete on the latter until over 6 weeks from the onset of the 
fever. Partial re-desquamation often occurs on the soles and is not in- 
fectious. The characteristic of the desquamation is the pinhole or ringed 
form in which it commences, the horny layers of the skin being shed first 
over the summits of the papillse, forming apertures which enlarge centri- 
fugally and fuse with their neighbours. Where the skin is thick, as on the 
hands and feet, it tends to separate in larger flakes, or may even be thrown 
off in the form of incomplete casts. A rather characteristic form of peeling 
is sometimes seen on the finger-tips when separation begins, as a split parallel 
to the free edge of the nail. 

In severe cases considerable loss of hair may accompany or follow desqua- 
mation, but is temporary only, at all events in the younger patients. Furrows 
mp also appear across the nails and take several weeks to reach the free 
edge. 

Although desquamation typically proceeds as described above, there are 
cases of true scarlet fever where it is insignificant. It is unsafe to pronounce 
definitely against scarlet fever until 3 weeks have elapsed. In doubtful 
cases the hands and feet should be watched with care. A change to negative 
in the Dick test is confirmatory. A dry powdery appearance of the palms 
and soles is sometimes the sole indication of peeling. During desquamation 
the skin may appear harsh, dry, cracked or even eczematous. 

A polymorphonuclear leucocytosis makes its appearance shortly after 
infection and reaches a maximum with the full development of the rash. 
It persists a variable time. A unique feature in favourable cases is an 
increasing eosinophilia during convalescence. Fluidity and slow coagula- 
tion of the blood are indications of severity, but apart from this blood 
examination has little prognostic value. Ddhle has described certain bodies 
seen in the polymorphonuclear leucocyte when stained by Leishman’s 
method as being characteristic. They appear in the acute stage as more 
or less definite blue spots in the cytoplasm of the cells. They are, however, 
not exclusively found in scarlet fever. 

VARIETIES.—These are: (a) Simple or Benign; (6) Septic or Anginous ; 
and (c) Toxic or Malignant. Surgical or Wound Scarlet fever and scarlet 
fever occurring during pregnancy or the puerperium, also have special 
characteristics. 

Simple scarlet fever is characterised by an onset of moderate severity in 
which the initial vomiting is not repeated and sometimes is absent. The 
faucial inflammation is slight, and the temperature, which may reach 102° F., 
has almost reached its acme in 24 hours; generally the climax is reached by 
the third day and amelioration of symptoms is then rapid. The urime may 
be normal throughout, or a trace of albumin may accompany the febrile 
disturbance. By the third or fourth day the tongue, at first slightly coated 
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has peeled, and slight powdering may be evident on the cheeks. Con- 
valescence is rapid. 

The septic or anginous variety comprises most of the severe and fatal 
cases. It is characterised by intense faucial inflammation and a tendency 
to the development of septicemic manifestations. Repeated vomiting, 
sharp diarrhoea and prostration may signalise the onset. The faucial 
inflammation is either severe from the first or unexpectedly becomes so after 
a lapse of 2 or 3days. The tonsils are much swollen and a patchy or coherent 
membranous exudate may form. Rapid and destructive ulceration of the 
tonsils, soft palate and its pillars sometimes occurs, The mucous membrane 
of the mouth may be excoriated and bleed at the slightest touch, The 
pharynx, and even the upper aperture of the larynx, may become involved in 
the inflammation, although, as a rule, implication of the latter is more sug- 
gestive of diphtheria than of scarlet fever. The discharges from the throat 
excoriate the angles of the mouth and a purulent acrid rhinorrhea irritates 
the nares and upper lip. Deglutition is painful, respiration is obstructed, 
and the patient often sleepless, restless and later delirious. The cervical 
lymph glands become swollen and tender, and peri-adenitis or extensive 
sloughy cellulitis of the neck may ensue. This sometimes gives rise to fatal 
hemorrhage by eroding large veins or even an artery. Cyanosis and coldness 
of the extremities and cardiac dilatation are common. The rash is generally 
intense, dusky and blotchy. The temperature often reaches 104° or 105° F. 
in the early stages of the disease, and pyrexia may persist long beyond the 
ordinary period and, changing its type, assume a remittent or intermittent 
septiceemic form. 

Death may occur in the first week; more often life is prolonged into the 
second week, by which time circulatory failure becomes pronounced ; hypo- 
static congestion of the lungs or spreading broncho-pneumonia occurs. 
Otitis, arthritis, suppurations of the serous sacs, endocarditis, or nephritis 
may appear as complications, and a true scarlatinal pysemia be evident. 

Many patients show septic symptoms of a aneR milder type and make 
good recoveries. In grave cases which recover, improvement is very gradual 
and usually sets in towards the end of the second week, but may be later. 

Toxic or malignant scarlet fever is characterised by a toxemic condition 
out of all proportion to the degree of inflammatory reaction in the throat. 
Such cases are marked by high fever, cerebral disturbance, profound prostra- 
tion and circulatory failure. The rash is often petechial, but in the most 
severe attacks the patient may die before it has time to appear, and the real 
nature of the disease may only be revealed by the supervention of scarlet 
fever in contacts. The throat may be intensely injected, but the cedema, 
ulceration and thick purulent secretion which characterise the septic variety 
may be absent altogether. Sometimes convulsions precede death, but mostly 
delirium merges into coma. Rarely, however, the patient dies of circulatory 
failure with vomiting, prostration and extreme pallor, but with clear intellect, 
suggestive of the type of death seen in some cases of diphtheria. 

Sufferers from the malignant type of scarlet fever mostly succumb within 
a week of the onset, sometimes within 24 hours. But, as in the septic form, 
cases of the toxic or malignant type are not now so common or characterised 
by such extreme malignancy as was formerly the case. 

Rarely scarlet fever assumes a purpuric form, with bleeding into the akin 
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and sometimes from the mucous membranes also. This complication makes 
its appearance towards the end of the second or during the third week, and 
often proves fatal. It is possible that some of the cases formerly described, 
where hemorrhages occurred early in the eruptive stage of the disease, were 
really hssmorrhagic small-pox with prodromal rashes of scarlatiniform 
character. 

Surgical scarlet fever may be a sequel of operations, wounds or burns and 
scalds. It is often seen after operations on the nose and throat. The incuba- 
tion period is short, often less than 3 days, and the rash may make its first 
appearance round the wound. Faucial inflammation save in throat cases 
is often slight, and faucial swabs may be negative. The infected wounds 
show a great tendency to suppurate. Ifthe infection starts from a wound or 
abrasion on a limb, injected lymphatic vessels are often evident which show 
a characteristic punctate rash. The corresponding lymph glands are enlarged 
and tender. When the fever follows burns or scalds the incubation period 
is also short and the accompanying angina may be slight. Cases of surgical 
and of burn scarlet fever where the throat is not especially involved are 
not highly infectious. They are often left in general wards with impunity, 
but there is no doubt that occasionally they spread the infection. 

Scarlet fever may arise in the pregnant woman. In early pregnancy it 
is rare, and is said not to lead to abortion ; but occurring later it is very prone 
to produce abortion or premature delivery. When the infection occurs either 
immediately before or immediately after labour, it is apt to assume a grave 
form with a very high mortality from septicemia ; but there is no doubt mild 
attacks may occur even at this period. 

Anomalous forms of scarlet fever occur in which one or more of the 
cardinal symptoms are lacking. In some only sore throat is recognised 
(Scarlatina sine eruptione), and yet the patient may transmit the typical 
disease. The cases of infectious sore throat which often herald outbreaks 
of scarlet fever belong to this category. In others the rash is so ephemeral 
or atypical that its true nature escapes recognition ; in yet others, the rash 
is the most pronounced feature, both fever and sore throat being insignificant. 
In cases where the rash is very scanty or insignificant, desquamation may not 
be at all marked. 

Complications.—These may be divided into two groups ; those which 
arise locally mm connection with the faucial and pharyngeal inflammation, 
and those of a general or more remote character. To the first group, in order 
of frequency, belong otitis, cervical adenitis, rhinitis, secondary tonsillitis 
and stomatitis, and aspiration broncho-pneumonia. The second group 
includes rheumatism, albuminuria, nephritis, endocarditis, pericarditis, 
pleurisy and empyema. 

In severe cases complications show a great tendency to occur in combina- 
tion rather than singly. 

Otrtis.—This is met with in from 10 to 15 per cent. of the cases, and is 
an inflammation of the whole mucous tract of the middle ear. Its greatest 
frequency is in childhood, and its incidence is favoured by the presence of 
adenoids. It is more common in severe cases, and may show itself by the 
end of the first week of the fever or later. It is often bilateral. Earache with 
an injected and bulging tympanic membrane are the signs to be expected, but 
sometimes a free discharge of muco-pus or pus and blood from the ear is the 
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earliest indication. Unexplained pyrexia not due to fresh faucial or glandular 
extensions or to one of the distant complications should always lead to a 
careful examination of the ears. Perforation generally occurs in the upper 
part of the tympanic membrane. Deafness may occur, but fortunately is 
transient in most cases. Pain and tenderness with slight cedema of the 
mastoid appear in some instances, and may be accompanied by restlessness, 
vomiting and fluctuating temperature. The intensity of these mastoid 
symptoms may vary from day to day. In children the mastoid air cells are 
very superficial, and pus easily makes its way beneath the covering periosteum. 

Sometimes the labyrinth becomes implicated. In such cases deafness, 
vomiting, vertigo and nystagmus may occur. Labyrinthine deafness may be 
permanent. 

Such intracranial complications as meningitis, extradural abscess, lateral 
sinus thrombosis, cerebellar or temporo-sphenoidal abscess, belong to the 
more chronic forms of ear disease, but occasionally they arise during the 
acute stage. Persistence of mastoid tenderness with some local headache 
and slight fever may be the only signs of inflammatory mischief invading 
the dura in the vicinity of the lateral sinus. 

In most instances scarlatinal otitis subsides in a few weeks and the 
perforation of the membrane closes. 

Secondary Adenitis—A rapid and considerable swelling of the upper 
cervical lymph glands may occur during the convalescent stage of the fever. 
The swollen glands are usually those behind the angle of the mandible or 
higher up under the insertion of the sterno-mastoid muscle. The adenitis 
generally supervenes during the second, third or fourth week of the disease. 
It is marked by local tenderness and a sharp accession of fever. In favourable 
cases the temperature becomes normal in a day or two and the glandular 
swelling rapidly subsides, but suppuration may ensue. 

Secondary tonsillitis should suggest the possibility of diphtheritic infec- 
tion. Peritonsillar abscess may also occur. Ulcerative stomatitis with 
much fetor of breath and sometimes even sloughing of soft tissues and 
necrosis of bone are also looked upon as secondary infections. Vincent’s 
organism and diphtheria bacilli should be sought for in such cases. 

Rhimiis.—Acrid or purulent rhinorrhea is characteristic of septic 
attacks. The air sinuses may become infected. A rhinorrhcea which occurs 
in the later stages of the fever is often responsible for the transmission of 
infection. True diphtheria bacilli are more frequently found in the nasal 
than in the ear discharges of those suffering from scarlet fever. 

Nephritis.—Slight albuminuria during the eruptive stage of scarlet fever 
is transitory and of no great importance, but about the third week nephritis 
may supervene. It is to be expected in a little over 3 per cent. of the cases, 
and is more common in severe than in mild attacks. Chill, damp and ex- 
apes favour its incidence. The onset may be insidious or fulminant. 
n the insidious cases albuminuria, at first slight, and even intermittent, is 
the first sign. In the fulminant cases, headache, vomiting, pyrexia and even 
rigor may mark the onset. The urine becomes heavily loaded with albumin, 
casts and blood, and there is more or less suppression. The temperature 
may rise gradually or suddenly and show mialeed daily remissions. Lumbar 
pain is uncommon, but abdominal pain and constipation are marked features 
of some attacks. The amount of dropsy is very variable; it may be con- 
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siderable in ambulant cases. Angmia is of rapid onset and very pronounced. 
The pulse tension is raised and cardiac hypertrophy is soon established, some- 
times dilatation ensues. In a favourable case some improvement occurs 
within a week, the secretion of urine increasing, but the hematuria and 
albuminuria take much longer to clear up. In some cases albuminuria per- 
sists and chronic interstitial nephritis may ensue. The duration of an average 
attack may be put at 7 weeks, but is subject to much variation. Broncho- 
pneumonia, pulmonary cedema, cedema of the glottis, and uremic symptoms 
occur in severe cases. Convulsions may be recovered from, but coma is of 
bad augury. 

In the septic type of scarlet fever sharp hematuria with casts and strepto- 
cocci may accompany other pyeemic manifestations. 

Rheumatism.—This is common, and usually makes its appearance to- 
wards the end of the first week. The arthritis is fleeting and mostly involves 
the hands and wrists. Joint effusions are not always present. The tem- 
perature is raised. Sometimes the endocardium and pericardium are impli- 
cated, as in ordinary rheumatism, but the profuse sweats and creamy tongue 
are absent. Scarlatinal rheumatism is more common im adolescents and 
adults than in children. A mono-articular or multiple suppurative arthritis 
with, it may be, other pyemic manifestations is sometimes seen. 

Cardiac complications.—There are three groups: those due to toxeemia ; 
those secondary to rheumatic or pyemic complications; and those 
accompanying nephritis. The toxemic effects are cardiac dilatation and 
acceleration of the pulse, which are so characteristic of this fever. 

Scarlatinal rheumatism is occasionally the precursor of simple or more 
rarely of malignant endocarditis. An unfortunate feature is the tendency 
to pick out the aortic valves. The influence of nephritis in producing rapid 
cardiac hypertrophy or inducing dilatation has already been mentioned. 
Pericarditis may occur sy early in some cases of the septic type. The 
effusion is generally purulent. 

Pulmonary complications.—Neither bronchitis nor broncho-pneumonia 
is common, but aspiration broncho-pneumonia may complicate septic cases. 
Cidema of lungs may arise during the course of acute nephritis. Lateral 
sinus pyemia may give rise to pywmic infarction of the lungs, empyema 
and even pneumothorax. A primary empyema, often of insidious onset, 
occurs in some patients. Lobar pneumonia is rare; occurring early in the 
disease, it is streptococcal in nature and the prognosis is very grave. 

Streptococcal peritonitis is a very rare event. 

Nervous complications.—If the delirium of onset, the nervous manifesta- 
tions of uremia and the cerebral complications of otitis be excluded, it may 
be said that nervous disturbance during the course of scarlet fever is rare. 
In those predisposed, epileptic fits may signalise the invasion. Hemiplegia 
with convulsive onset, incomplete paraplegia and peripheral neuritis have 
all been described. Chorea develops occasionally, usually in association 
with arthritis and endocarditis. Tetany sometimes occurs. Mental disturb- 
ance of a maniacal or melancholic type is an infrequent sequel, or may show 
itself during the acute stages. 

On rare occasions gangrene of the extremities has been encountered. 
It is sometimes embolic in origin and leads to mummification, but 
gangrene has also been described in association with purpura and in 
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congenital syphilis. Post-scarlatinal diphtheria was, in pre-antitoxin days, 
one of the gravest complications. Diphtheria may develop at the onset of 
the fever, but more often appears during early convalescence. It occurs 
more often in hospital-treated cases than in others. Every throat inflam- 
mation about the nature of which there is the slightest doubt should be 
subjected to bacteriological examination at once. This is a more rational 
procedure than the indiscriminate injection of all scarlatinal patients with 
diphtheria antitoxin. All nasal and ear discharges should also be bacterio- 
logically examined. 

Relapse and Reinfection.—A recurrence of the fever and rash before com- 
plete recovery from the initial attack occurs in from 0°5 to 7 per cent. of the 
cases. In hospital it is not uncommon for the original infection to be replaced 
and protracted by one of different serological type. 

Diagnosis.— Bacteriological identification of the Streptococcus scarlatine 
is not sufficiently easy to afford much help in diagnosis. A positive Dick test 
before the third day of the attack is in favour of scarlet fever (it should 
become negative later) but a negative result does not exclude it. A positive 
Schultz-Charlton blanching test, made by the intradermic injection of 0-2 ¢.c. 
of a 1 in 10 dilution of immunised horse serum applied to the newly developed 
rash, preferably on the lower abdomen, is of more value. The reaction takes 
8 hours to develop, and attains a diameter of 3 c.m. or more. The chief 
difficulty arises with mild attacks and with patients who come under observa- 
tion after the initial stage. In the former the rash is evanescent, constitu- 
tional disturbance slight, and the tongue often atypical. A history of a 
previous attack is of great weight, but diagnosis can only be confirmed by 
the supervention of desquamation or of some characteristic complication. 
Sometimes the infection of a contact gives the clue. In days immediately 
following the rash significant signs are: slight staining of the trunk, faint 
striz in the flexures of the elbows, knees and groins, or a triangular patch 
of punctate erythema over Scarpa’s triangle. The submandibular glands 
may be enlarged, and coarse papules resembling goose-skin present on the 
outer aspects of the arms and legs. The tongue has usually peeled by the 
fourth day and remains raw and papillated for about a week. Slight albu- 
minuria, in the absence of diphtheria, is significant. 

Desquamation of the typical pinhole type rarely occurs in other 
conditions than scarlet fever; the character of the accompanying 
symptoms and the time of appearance of the peeling must be taken 
into consideration. 

Simple tonsillitis is distinguished by the absence of punctate rash, a tongue 
which remains heavily coated, and absence of desquamation. But an 
erythema may be present, with fleeting muscular pains and sometimes otitis, 
and even endocarditis or nephritis may occur as complications. . 

Careful scrutiny of the body for a rash will usually prevent confusion with 
diphtheria. When faucial exudate is present in scarlet fever, it is usually 
softer and less coherent than in diphtheria, and any grey ulcerated areas are 
depressed below the general surface. In scarlet fever, too, the faucial pillars 
and soft palate may show the punctate rash, whilst pallor of the throat is 
more distinctive of diphtheria. In scarlet fever, febrile disturbance is more 
marked, initial vomiting is common, and delirium may occur. The fugitive 
erythema which sometimes appears on the chest in diphtheria is not 
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punctate. Bacteriological examination is decisive, but the two diseases may 
coexist. 

When influenza is rife, cases of scarlet fever are apt to be overlooked ; but 
in influenza rashes are exceptional, and careful observation of the progress 
of the disease will soon lead to a correct diagnosis. 

Lobar pnewmonia may, in children especially, by its abrupt onset, high 
fever, vomiting and faucial inflammation, give rise to suspicion of scarlet 
fever, a suspicion favoured by the flushed face and circumoral pallor which 
wee be present. But the throat affection is trivial, the respirations are rapid 
and accompanied by action of the ale nasi, and there’is no punctate rash on 
the chest. Sooner or later consolidation of the lung may be detected, often 
in such obscure cases at the apex or high in the axilla. 

Food, drug, serum and enema rashes often cause difficulty. Of drugs the 
most important rash-producers are copaiba and similar oleo-resins, quinine, 
phenazone, the salicylates, aspirin and belladonna. Arsphenamine compounds 
and sulphonamides may also do so. Anomalous distribution or polymorphic 
character of the rash should at once arouse suspicion, especially so the dis- 
covery of urticarial wheals. The history and accompanying symptoms are of 
importance. 

Erythema scarlatinforme is characterised by a punctate eruption which 
is sometimes patchy and confined to the trunk. The rash is remarkably 
persistent, and desquamation may ensue whilst it is still in the florid stage. 
The peeling is profuse and the subjacent skin often erythematous. The 
characteristic sequels of scarlet fever are wanting. The disease is not 
known to be infectious and is very apt to recur, which gives a clue to 
its recognition. Acute exfoliative dermatitis is by some regarded as identical 
with it. 

German measles in the scarlatiniform stage closely resembles scarlet fever. 
The diagnosis turns on the trivial character of the accompanying symptoms, 
which are chiefly catarrhal, and the tender swelling of the posterior cervical 
mastoid, and occipital glands. Even when the rash is soarlatuniform on the 
trunk, distinct morbilliform elements may often be recognised about the 
wrists and on the lower extremities, and this, with the history of an initial 
spotty rash on the face and around the mouth, is of great significance. The 
eyes are suffused and subsequent desquamation is insignificant. Sequele 
are practically unknown. 

easles is more easily distinguished. The rash is different and invades 
the face. Catarrhal symptoms are pronounced and Koplik’s spots are present. 
Difficulty is only likely to arise in those cases of scarlet fever where a blotchy 
rash is present, or where the appearance of a septic rash may simulate inter- 
current measles. 

Prodromal rashes of a scarlatiniform type may appear in small-pox, 
chicken-pox and measles. In small-pox, the punctate cal is usually confined 
to the bathing-drawers area and to the axille. Sore throat is in favour of 
scarlet fever, whilst rigor and severe lumbar pain suggest small-pox. The 
eruption of the latter di appears on the third day, and a doubtful case 
should always be isolated over that period. The initial rashes of small-pox 
are said to be absent in children under 10 years of age. 

The eruption of chicken-pox may be preceded by a rash which is scarlatini- 
form, but it is more likely to be erythematous. e diagnosis turns on the 
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condition of the fauces and tongue, the absence of the other signs of scarlet 
fever, and the speedy appearance of the characteristic vesicles. 

As a prodromal rash in measles, a scarlatiniform eruption is decidedly 
rare. The marked catarrhal symptoms which accompany it will arouse 
suspicion, which is confirmed by the discovery of buccal inflammation and 
Koplik’s spots. 

rognosis.—The mortality of scarlet fever varies with the type of the pre- 
vailing epidemic. Of late years, in Great Britain, a mortality of less than 
1 per cent. has been the rule. Of other factors, age is the most important, 
the mortality being greatest in infancy, diminishing rapidly after the second 
year, and continuing to fall until puberty is reached, the least fatal period 
being from puberty to 36, after which age a slight rise occurs. The death- 
rate is slightly higher in males than in females. Tuberculous infections are 
likely to be lighted up by the infection, and puerperal patients run a grave 
risk of septicemia. Chronic renal disease, if present, is likely to be adversely 
influenced. 

Malignant attacks are very fatal, and the septic type of attack is also very 
serious, especially if broncho-pneumonia supervenes. In adults, marked 
sleeplessness and delirium are unfavourable signs, and in children, convulsions 
occurring after the initial stage. With regard to complications, nephritis 
in many instances clears up, especially if detected early and properly treated. 
Grave symptoms are uremic convulsions, coma, repeated vomiting and sup- 
pression of urine. Cidema of lungs often precedes the fatal issue. 

Of other complications, pericarditis is the worst. It is often purulent 
and may be associated with empyema. Hemiplegia, if of vascular origin, 
mostly becomes permanent. The danger of otitis media is remote rather 
than immediate. 

Treatment. — Propuy.actio, — Infectivity ceases mostly within a 
period of 6 weeks. A negative throat culture does not always indicate cessa- 
tion of infectivity, and this test is not employed as a routine measure. Late 
desquamation of the hands and feet is not a source of infection, but dis- 
charges from the nose, throat or ear are dangerous. Convalescent carriers 
are responsible for something less than 3 per cent. of the cases treated in 
fever hospitals. The dangerous carrier is often characterised by unhealthy 
conditions of the nose, throat or ear, discharges from which may have 
reappeared owing to the supervention of catarrh. Patients with persistent 
tonsillitis, adenitis, rhinorrhea or otitis should be isolated for at least 12 
weeks from the commencement of the fever. The discharge of patients 
direct from wards containing others in the acute stage of the disease should 
be avoided ; isolation for a day or two in a separate apartment is advisable. 
It is safer to remove those who remain Dick-positive during convalescence 
from all contact with acute cases. In cold weather the practicé of bathing 
on the very day of discharge 1s not recommended, as a catarrh may be thus 
induced. Patients should not pass straight from isolation into the company 
of children and other susceptible persons. 

Individuals in close contact with scarlet fever have at times been found 
to convey the infection, but a greater source of danger is the convalescent 
carrier, whose infectivity persists beyond the usually recognised period. 
The infectivity of such carriers has been known to last for weeks and even 
months ; there is some evidence that it is intermittent. 
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The rules originally formulated by the Medical Officers of Schools may be 
taken as a safe guide in practice, ¢.e. isolation for not less than 6 weeks, provided 
convalescence 1s complete and there is no evidence of inflamed throat or of 
discharge from the nose or ear, no suppurating or recently enlarged glands, 
and no eczematous patches about the nostrils, mouth or elsewhere. For 
very mild attacks, 4 weeks in hospital followed by 2 weeks convalescence is 
sufficient. The quarantine period for contacts is 10 days, provided disin- 
fection was efficiently carried out at the commencement of shat period. In 
institutional and ward outbreaks the contacts should be Dick-tested for 
susceptibility and throat swabs examined for hemolytic streptococci. Those 
who harbour streptococci should be isolated. The susceptibles in ward out- 
breaks usually receive 5 or 10 c.c. of antitoxin, which establishes 3 temporary 
passive immunity. 

Curative.—Doubtful cases should be isolated until a definite diagnosis 
is made. Their premature transfer to a scarlet-fever ward is unjustifi- 
able. Isolation of scarlet fever at home is most successful when a 
whole floor can be set apart for the patient and attendants, and 
there are no children of susceptible age in the house. The sick room 
should be large, light, freely ventilated and adequately warmed, the 
temperature being aan at 55° F. to 60° F. Overalls should be 
worn by attendants, and all articles used by the patient sterilised at 
once. 

The action of the skin is promoted by a daily wash and a tepid sponge 
every evening during the pyrexial stage. This may be replaced by a daily 
warm bath when defervescence is complete. The bed coverings should be 
adequate, but not too heavy. During convalescence, flannel or wool is the 
proper clothing; chill is by all means to be avoided. During the febrile 
stage the diet should consist of milk, barley water, or plain water and weak 
tea. When the temperature falls, beaten-up eggs and farinaceous food may 
be added and the diet gradually increased, nitrogenous food being allowed 
early in small amount. Most patients are fit for full diet within a week of 
the subsidence of the fever. Children, at all events, should be confined to 
bed for 3 weeks from the onset ; by this means chills are avoided, the usual 
period of onset of nephritis passed, and the throat healed before the patient 
gets up. When the weather is warm, outdoor exercise may be allowed with 
advantage in the third or fourth week. 

Attention should be paid to the mouth, teeth and gums, since oral sepsis 
is believed to bring its own train of local complications. The bowels should 
be regulated with mild aperients. 

In all but the mildest cases concentrated scarlatina antitoxin should be 
given early. The dosage varies from 3000 to 15,000 U.S.A. units according to. 
severity. A unit is the amount which neutralises 50 “ skin-test ’ doses of 
the standard scarlet fever toxin. Administration is repeated daily in severe 
cases if necessary. The serum is given intramuscularly. If the intra- 
venous route is chosen, reactions may be very severe, the serum should be 
diluted, and to guard against anaphylaxis, a preliminary intravenous test 
injection of +4; c.c. in normal saline 1s advisable. Preliminary desensitisation 
is essential in sensitised patients. 

Sulphonamide preparations are valuable in the presence of streptococcal 
complications, but do not influence the toxemia of the disease. 
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Osman states that the incidence of nephritis is diminished if sufficient 
alkali is administered to keep the morning urine alkaline. 

Pyrexia, with restlessness, insomnia and delirium, may be controlled by 
tepid sponging and acetylsalicylic acid or paraldehyde. A cold pack at 
60° or 70° F. for 15 or 20 minutes is beneficial when nervous symptoms are 
pronounced. After the middle of the second week, if albuminuria is present, 
cold sponging and cold packing should be avoided. 

Persistent vomiting may be controlled by the use of diluted or citrated 
milk or temporary substitution of albumin water. Liquor iodi mitis in doses 
of 3 or 5 minims is often efficacious. When swallowing is painful the feeds 
should be small and often repeated. For the local treatment of the throat 
and nose, gargles are quite ineffective, and sprays have but little cleansing 
influence. aline carbolic or boric lotions should be applied by gentle 
syringing or through a douche-can under low pressure. The syringe nozzle, 
which should be short, is passed into the mouth behind the back teeth, the 
patient lying on the side of with the head low. It may be necessary to 
envelop children in a large towel which secures the arms. For very septic 
and offensive throats a free chlorine lotion should be used every 2 or 3 hours. 
It 1s made by putting 200 grains of potassium chlorate in a large dry bottle, 
pouring on it 40 minims of strong hydrochloric acid, and setting aside, loosely 
corked, for 10 minutes; a pint of water is then added in 4 or 5 successive 
portions, shaking well. An equal quantity of water should be added to this 
solution before use. Great gentleness should be exercised if the nose be 
syringed ; it is generally unnecessary. Ointment should be applied to the 
nares and upper lip to prevent excoriations. 

Secondary tonsillitis is treated on ordinary lines, but care must be taken 
not to overlook diphtheria. If adenoids and enlarged tonsils delay con- 
valescence, their removal gives good results. Cervical adenitis is treated 
by smearing glycerine on the neck and applying cotton wool. Poulticing is 
rarely called for; it appears to precipitate suppuration. Inflamed glands 
should only be incised when the presence of pus is assured. Care should be 
taken that the ears are clean. The pain of otitis may be mitigated by 
syringing with water as hot as can be borne and the application of hot, dry 
cotton wool, or a rubber hot-water bottle, to the side of the head. By 
some the instillation of a few drops of glycerin of carbolic acid and the 
use of fomentations are recommended. Incision of the tympanic membrane 
is the most efficient method. Discharging ears should be cleansed frequent! 
with hydrogen peroxide and mopped dry with spirit but never plugged. 
After the fourth week of the fever, removal of adenoids and infected tonsils 
shortens the duration of discharge. Watch must be kept for mastoid 
tenderness and oedema. 

Scarlatinal rheumatism is usually mild and transitory ; salicylates, or 
acetylsalicylic acid give relief, When joint swellings persist, a mild pyamic 
condition 1s often present, and may be associated with endocarditis. Some 
advise a cautious trial of intravenous scarlatinal serum in such cases. When 
the presence of pysmio arthritis is suspected an exploratory aspiration 
under strict asepsis may be advisable. This may lead to subsidence, 

Scarlatinal nephritis ——The importance of daily examination of the urine 
and avoidance of chill must be emphasised. No patient with albuminuria 
should be allowed up. During the acute stage of nephritis the diet should 
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be limited to milk, fruit juices and barley water. In. very acute cases, water 
only may be given for 24 hours or even longer. The patient should be clothed 
in flannel and lie in blankets. The bowels should be regulated with salines 
or compound jalap powder: constipation is often troublesome. Action of 
the skin should be encouraged by simple diaphoretics and the use of hot 
bottles, hot packs or an incandescent electric bath, if available. Acetyl- 
salicylic acid is useful in promoting sweating. Thirty grains each of sodium 
citrate and bicarbonate should be given three times a day. For uremia, 
free purgation and sweating should be induced; venesection is useful in 
older patients, coupled with saline infusion. Repeated uremic convulsions 
call, in addition, for chloral or chloroform. Lumbar puncture may have a 
good effect. Morphine if used must be given with caution. Blood pressure 
should be watched and blood urea estimated. 

Grave circulatory failure calls for strict recumbency. Strychnine in 
doses of gr. 5}, every 2 or 3 hours is often used, but even more effectual are 
injections of adrenaline or pituitary (posterior lobe) extract. Duiffusible 
stimulants such as ammonia and ether mixture, and brandy or champagne, 
are of value. Oxygen inhalation, hot saline by the bowel, or glucose enemata 
(5 per cent.) are useful accessories. 

The most promising treatment for hemorrhagic scarlet fever is blood 
transfusion, preferably from an immune donor, or free administration of 
liver extract. Vitamin K or vitamin C may possibly prove of use. 


TYPHOID FEVER 


Synonyms.—Enteric Fever ; Gastric Fever ; Typhus Abdominalis. 

Definition.—An infectious fever characterised by pyrexia of distinctive 
type, an eruption of rose spots, enlargement of the spleen, abdominal dis- 
comfort and bowel disturbance. Ulceration of the small intestine and 
enlargement of the mesenteric lymph glands and spleen are distinctive 
lesions. Typhoid is a septicemia caused by ingestion of the Bacillus typhosus 
of Eberth, which is absorbed by the lymphoid tissue of the small intestine 
and carried to all parts of the body ; it settles in the agminate glands (Peyer’s 

atches) of the intestine, the mesenteric lymph lands, spleen, liver, gall- 

bladder and bone-marrow. Those organs which faye excretory ducts, e.g. 
the liver and gall-bladder and the kidneys, as well as the intestinal tract, 
form the chief channels of elimination. 

fEtiology.—The Bacillus typhosus (Eberthella typhi) is a flagellated, rod- 
shaped organism, about 3 in length and 0-6 » in thickness. It is actively 
motile and easily grown on artificial media. It belongs to the enteric grou 
of organisms, a group which includes also the paratyphoid bacilli (Salmonel 
typhi). It grows best at blood heat and is quickly killed by boiling water, 
and within 15 minutes by exposure to a temperature of 60° C. (140° F.). 
It may survive for a considerable time in ice, and also in fresh or salt water. 
It resists drying, so that typhoid may be propagated by dust or by articles 
soiled by typhoid excreta. It has been found alive in the mantle-cavity and 
intestines of oysters, mussels and other shell-fish which have lived in sewage- 
contaminated water. It grows freely in butter and in milk. 

The toxins are mainly intracellular. Inoculation of animals produces a 
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septicemia without the intestinal lesions seen in man. Even in the latter 
the disease at times occurs without producing intestinal ulcers. The serum 
of Pecans has a specific agglutinative influence on cultures of the organism, 
a fact which is made use of in diagnosis, and at certain stages the Pacillns 
can be cultivated from the blood. In man, infection is introduced by the 
alimentary tract, and is derived, directly or indirectly, from a human 
source. 

Typhoid occurs in all parts of the world, but is most rife in tropical and 
subtropical countries. In Great Britain it is most prevalent in the months 
of September, October and November; in other countries the maximum 
incidence corresponds to the warm season. A hot, dry summer increases 
the prevalence in the autumn. An epidemic recrudescence is believed to 
occur every 5 or 7 years. Rather more males than females are attacked, 
and the greatest susceptibility is between the twentieth and twenty-fourth 
years. Infants are rarely infected. After the thirtieth year there is a 
progressive fall in its incidence. It is rare but not unknown in old age. 

One attack confers immunity, which usually lasts for life, but second 
and third attacks have been reported. Where typhoid is endemic a pro- 
portion of the community acquires immunity without having passed through 
a recognisable attack. The supposed racial immunity of certain peoples 
may in reality be acquired through infection contracted in childhood. 
Fatigue and overwork are predisposing factors, and no condition predisposes 
so much as war to typhoid and paratyphoid infections, owing to the aggrega- 
tion of susceptible subjects under conditions of defective sanitation, fatigue 
and exhaustion. Prophylactic vaccination has found its greatest triumphs 
under these conditions. 

Propagation from the human source may be indirect or direct. Of 
indirect causes aerial infection, apart from the influence of wind-borne dust 
and of flies, is very doubtful. ‘Drinking water supplies contaminated by 
sewage or the excretions of a carrier are the most common cause of widespread 
outbreaks. Milk and other articles of food may also act as diffusers of in- 
fection. Watercress and green vegetables, eaten uncooked, also spread the 
disease. Amongst shell-fish, oysters, mussels, cockles and periwinkles are 
dangerous. Fomites, enema syringes, bedpans, etc., which have been soiled 
by typhoid excreta undoubtedly act as infective agents. Laboratory workers 
uave beet infected by their cultures. 

Direct contagion plays but a smal! part in the production of epidemics, 
but assumes importance in causing localised outbreaks, infection being 
conveyed by the feces, the urine, the vomit, discharges from abscesses and 
possibly by the sputa. The chief danger arises with mild and unrecognised 
cases. Strict attention to personal cleanliness and proper disinfection of 
excreta, soiled linen, feeding utensils, etc., go far to eliminate infection, and 
prophylactic inoculation is a great safeguard. Of convalescents from 
typhoid, a small proportion, about 5 per cent., continue to pass bacilli, 
perhaps intermittently, in the stools for months or years. These are known 
as intestinal carriers. They may appear to be quite healthy, or may suffer 
from periodic intestinal disturbance or from symptoms referable to the gall- 
bladder. Typhoid bacilluria occurs in perhaps 25 per cent. of the cases of 
typhoid, but is as a rule quite transitory, urinary carriers being much less 
common but possibly more dangerous than intestinal carriers. Carriers are 
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particularly dangerous when they happen to be engaged in handling food, 
milk or water supplies. 

The endemic occurrence of typhoid in certain localities is now attributed 
to the influence of human carriers rather than to the persistence of infection 
in the sail, although it is an undoubted fact that the typhoid bacillus may 
persist for a time and even multiply in sewage-infected earth. 

Pathology.—The characteristic lesions are in the small intestine. 
Microscopically, proliferation of the large mononuclear phagocytes of the 
reticulo-endothelial system is the distinotive reaction. In the early stages 
the Peyer’s patches are hyperemic and swollen, the swelling attaining its 
height about the tenth day of the disease. The solitary follicles of the 
intestine are similarly affected and 4 diffuse catarrh of both large and small 
bowel may be present. Necrosis ensues in the inflamed lymphoid masses, 
and yellowish-brown sloughs are formed, the separation of which occurs 
during the third and part of the fourth weeks. In some cases, slow resolution 
may possibly take place without necrosis, The ulcers which result from 
sloughing of Peyer’s patches are ovoid and lie along the long axis of the 
bowels. Those which arise in the solitary follicles are more circular. The 
edges of a recent ulcer are undermined, and the floor shows smooth muscular 
fibres, or sometimes the peritoneal coat. As the sloughs separate, perfora- 
tion or haemorrhage may ensue. Immediately above the ileo-ceecal valve 
irregular sinuoys tracts of ulceration may be evident. Ulceration of the 
large intestine is rare. The ulcers of typhoid heal without contraction. 
A slaty pigmentation, often punctate, may persist. The time required for 
healing is a week or ten days. When perforation occurs it is usually in the 

lower ileum, where ulceration is most intense. It may, however, happen 
in other situations such as the colon, cecum, appendix, or, on rare occasions, 
the jejunum. 
he mesenteric lymph glands are hyperemic and swollen. They rarely 
suppurate. The spleen is enlarged, softer and redder than normal, and the 
Malpighian tufts may be prominent. Infarction sometimes occurs, but 
rupture is rare. Parenchymatous degeneration occurs in the liver, and 
minute areas of focal necrosis are scattered through its substance. The 
all-bladder may become infected and cholecystitis or gall-stones result, 
ylephlebitis is a rare complication. Cloudy swelling of the kidneys is the 
rule, occasionally a parenchymatous nephritis ensues. In chronic urinary 
carriers inflammation of the renal pelvis or urinary bladder may be found. 

The myocardium shows fatty and granular degeneration. Endocarditis 
is exceptional, but endarteritis may affect the aorta, coronary arteries and 
peripheral vessels. Hypostatic congestion of the lung bases is the rule with, 
it may be, distinct broncho-pneumonic consolidation. Lobar pneumonia 
igs uncommon. Gangrene, abscess or infarction of the lungs is rare. Ulcera- 
tion of the larynx may occur, the ulcers being found in the neighbourhood 
of the arytenoid cartilages, or at the base of the epiglottis, Necrosis of the 
cartilages sometimes ensues. Zenker’s vitreous degeneration of muscle is 
particularly marked. It affects the straight muscles of the abdomen, the 
adductors of the thigh and the diaphragm. Rupture of muscle and hamor- 
thage may result. Osteo-periostitis of the tibia, vertebre and other bones 
may be due to bn emai with the typhoid bacillus or ta secondary 
invaders. Superficial abscesses, degenerative changes in the central nervous 
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system or peripheral nerves, and venous thrombosis are also sequels of 
typhoid infection. 

Symptoms and Course.—The period of incubation averages from 10 to 
14 days, but may be as short as 5 days or as long as 3 weeks. During this 
period symptoms are generally absent, but ill-defined malaise or, more 
rarely, gastro-intestinal disturbance may occur. 

The onset of the fever is generally insidious with chilliness, lassitude, loss 
of appetite and muscular pains. Symptoms which are particularly sugges- 
tive are frontal headache, epistaxis, slight bronchitis and disturbing dreams. 
The tongue becomes furred, the mouth dry and the bowels loose or consti- 
pated, The patient may not take to bed for a day or two. The temperature 
rises gradually, being a degree or more higher each succeeding night with 
morning remissions. By the end of the first week-the patient’s condition is 
very characteristic. The aspect is heavy and the cheeks are flushed. The 
lips and mouth are dry, and the dorsum of the tongue covered with a dirty 
white fur, the tip and edges being raw. The abdomen is slightly tumid, with 
gurgling in the right iliac fossa. The bowels are generally loose, several 
liquid motions like pea soup being passed in the 24 hours; sometimes, however, 
there is constipation. The spleen may be palpable. <A characteristic feature 
is a moderately full but easily compressible pulse, the frequency of which 1s 
not increased In proportion to the temperature. The respiration is acceler- 
ated. The temperature will by now have attained a maximum of 103° to 
105° F., still showing morning remissions of about 1°, and is unstable, reacting 
quickly to minor disturbances. The urine is high coloured and concentrated, 
and the skin usually dry. Thirst and headache are the chief complaints. 

The rose spots usually make their appearance towards the end of the first 
week, sometimes on the fifth day, more often between the seventh and twelfth. 
Each spot is a circular, slightly elevated papule of a pale pink colour from 
2 to 4 mm. in diameter, disappearing on pressure. The rash should be sought 
for on the abdomen, the flanks, the sides of the chest and the back, which 
should always be scrutinised. The spots appear in successive crops, each one 
fading in 3 or 4 days, and leaving a transitory brownish stain. Often the 
eruption is scanty, a few spots only being seen ; occasionally it is very profuse, 
and involves the limbs as well as the trunk. The face usually escapes. Minute 
sudaminal vesicles occasionally cap some of the spots. The eruptive period 
lasts from 10 days to 3 weeks. A profuse rash does not necessarily indicate 
a severe attack. The spots are due to bacterial embolisms. 

By the second wel the fever (Fig. 2) has reached its fastigium. The 
temperature maintains its level with slight morning remissions, the head- 
ache may abate, but prostration increases and the other symptoms are more 
severe, The hps become cracked, sordes acoumulste on the teeth, the 
abdomen becomes more distended and diarrhoea is often a marked feature, 
the ‘stools being liquid, yellow im colour, alkaline and foul. They may be 
chocolate-coloured or red from admixed blood and small shreds of tissue, or 
actual sloughs may already be present. The evacuations are not accompanied 
by colic or tenesmus. The spleen is now larger. The pulse rate will have 
guickened to a frequency of 112 to 140. It is often dicrotic, and the heart 
sounds enfeebled. The bases of the lungs may now show signs of hypostatic 
congestion, and the respiration be more accelerated with slight lividity of the 
lips and face. Delirium of a muttering character disturbs the sleep, asthenia 
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is very marked and muscular wasting rapid . The urine may be albuminous. 
Patients may succumb during this period from toxemia, or towards the 
end of the first fortnight from perforation of the bowel or intestinal 
hsemorrhage. 

During the third week improvement should occur, the temperature be- 
coming more remittent in type, the morning reading falling more rapidly 
than that of the evening. The tongue cleans and appetite begins to return. 
During the fourth week defervescence may be completed, the temperature 
usually remaining at a subnormal level for some time. In severe infections, 
however, the third week is a period of increasing anxiety. The symptoms 
increase in severity and the patient may pass into the “ typhoid state,” 
lying on the back in a semi-stuporose condition. The pulse and heart sounds 
become more and more enfeebled, the pulmonary congestion increases, the 
extremities become blue and cold, subsultus tendinum appears, and the 
evacuations are passed unconsciously. Sometimes there 1s retention of 
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Fra. 2.—Typhoid Fever from the first day. Illustrating gradually rising 
temperature, a ‘‘ continued” stage, and a typical lysis. 





urine. Extreme abdominal distension may supervene, and the occurrence 
of perforative peritonitis or of hemorrhage from the bowel is more than 
ever to be dreaded. In such severe cases the fever may be prolonged through 
the fourth and fifth weeks before any signs of defervescence appear. They 
are not necessarily fatal. 

Convalescence after a severe attack is always protracted. The temperature 
is at first subnormal, and remains in a very unstable state. The heart sounds 
remain enfeebled, and the pulse is often rather fast or easily quickened by exer- 
tion or excitement. The effort of standing and walking is difficult and painful. 
The appetite, however, is good, and the weight rapidly increases. The aspect 
gradually becomes less an#mic. Slight peeling of the skin, loss of hair, and 
ridging or furrowing of the nails is often noticeable. During this period the 
feet and ankles may show slight cedema, and cutaneous abscesses or localised 
bone abscesses may occur. Femoral thrombosis sometimes appears ; it is the 
chief complication of early convalescence. 

Relapse.—Tendency to relapse is a marked feature, and shows itself in 
from 5 to 15 per cent. of the cases. The relapse may occur during actual 
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defervescence, but more commonly develops after an afebrile period of a 
week or a little longer. The symptoms are a repetition of those of the 
original attack, but in a mitigated form, the fever reaching its acme in a 
shorter time, and the whole duration being 10 days or a fortnight. The 
spleen enlarges again, a new crop of rose spots usually appears, fresh ulcera- 
tion of the bowel occurs, and blood culture may again prove positive. On 
occasions, the relapse equals or exceeds the original attack in severity, and 
may even prove fatal. Spurious relapses are recrudescences of fever during 
convalescence, of short duration, and unaccompanied by definite symptoms. 
Their explanation is often obscure. 

The fact that typhoid fever may show great variations in its clinical 
characters, and in the severity and prominence of different symptoms, has 
led to the description of many special types. Different epidemics may differ 
much in their salient features. 

Variations in onset—The onset of symptoms may be sudden, sometimes 
with rigors and vomiting. The temperature rises quickly, and delirium may 
supervene early. In such cases, death may occur during the second week, 
or the disease may gradually assume the ordinary type. In exceptional 
cases, severe bronchitis or pneumonia may mark and mask the onset, and 
the true nature of the infection may be overlooked. The prominence of 
meningeal symptoms may lead to confusion with cerebro-spinal fever, and 
the differential diagnosis only be possible by examination of the cerebro- 
spinal fluid. If typhoid meningitis is present, lymphocytes or polymorphs 
as eat according to the severity of the infection, and the typhoid 

acillus grows on culture. More commonly the fluid is under tension but 
clear ; it is sterile and the meningeal symptoms quickly subside after lumbar 
puncture, to be succeeded by the more typical signs of typhoid fever. Yet 
another occasional mode of onset is with a primary acute hemorrhagic 
nephritis. When acute gastro-intestinal symptoms signalise the invasion, 
appendicitis or irritant poisoning may be simulated. 

The terms pneumo-typhoid, meningo-typhoid and nephro-typhoid have 
been used to designate some of the above-mentioned types. 

Variations 1n course.—There is an ambulatory form in which febrile 
disturbance is generally slight, and the patient continues about during the 
whole or the greater part of the illness. Some such cases end in recovery ; 
but others run a very severe course, the patient taking to bed about the end 
- of the second week with aggravated symptoms, or succumbing to hemorrhage 
from the bowel, perforation, acute delirium or circulatory failure. Mild and 
abortive forms of typhoid also occur in which the fever is insignificant, or, 
after a well-marked onset, ends in a rapid defervescence between the eighth 
and fourteenth day. An afebrile form is known, and is said particularly 
to occur in the enfeebled or those exposed to great hardships. 

Variations due to age, pregnancy and other causes.—Typhoid fever is rare 
in infancy, but becomes more frequent in childhood, and then, generally, the 
symptoms are mild, the pyrexia of short duration and sometimes of a markedly 
intermittent or remittent type. Such complications as perforation or 
hemorrhage are rare. 

In the aged, particularly in those over sixty, typhoid tends to run an 
unfavourable course, hypostatic pneumonia and circulatory failure being 
common. : 7 


84 GENERAL INFECTIOUS DISEASES 


Abortion or premature delivery takes place in from 50 to 70 per cent. of 
pregnant women who contract typhoid. The foetus is dead or, if born 
alive, usually succumbs to an acute typhoid septicemia. The prognosis as 
regards the mother is not especially influenced. 

In malarial patients the onset of typhoid may be sudden, with a typical 
rigor ; but the severe symptoms proper to typhoid develop later. On the 
other hand, subtertian dees ee may closely simulate typhoid in its com- 
mencement. 

Chronic alcoholism exerts a very unfavourable influence. Pre-existing 
pulmonary tuberculosis is apt to advance rapidly during convalescence from 
the fever. In diabetes typhoid often runs a mild course. 

Special Symptoms and Complications.—Digestive system.—Suppurative 
parotitis is attributed to duct infection, and occasionally leads to cellulitis. 
Attention to the cleansing of the mouth goes far to prevent it, Ulcers 
sometimes appear on the pillars of the fauces and the pharyngeal wall 
(Duguet’s ulcerations). Diarrhoea is not a constant feature, some patients 
being constipated throughout the disease. The diarrhoa often disappears 
after a few days’ hospital treatment, but in bad infections it may be severe 
and persistent. 

Meteorism with a distended, tense, tympanitic abdomen signifies a virulent 
infection. It may or may not be accompanied by severe diarrhoa, and is 
often a harbinger of hsmorrhage or perforation. 

Intestinal hemorrhage occurs in about 7 per cent. of all cases, and is 
serious, It is most common at the time when the sloughs are separating, 2.e. 
at the end of the second or beginning of the third week. The hemorrhage 
may be slight, but more often is profuse. The evacuated blood is bright red 
in colour, unless it has been retained in the bowel. The signs of a severe 
hemorrhage are a sharp fall in the temperature, a sensation of faintness, 
increased frequency of the pulse and, it may be, a transient rise in blood 

ressure with disappearance of dicrotism. The spleen may shrink rapidly. 
metimes the hemorrhage is fatal before any blood is voided, There is a 
hemorrhagic form of typhoid in which melena may be an early sign, 
associated with petechis or bruises in the skin and hematuria. The outlook, 
then, is very grave. 

Perforation of the bowel causes one out of every 3 or 4 deaths. Its in- 
cidence is something under 5 per cent. It is commonest towards the end 
of the third week, especially in cases characterised by severe diarrhoea or , 
by meteorism. Its onset may be preceded by intestinal hemorrhage. The 
perforation generally lies within the last 12 inches of the ileum, but may 
occur elsewhere. Shivering, with sharp pain in the right iliac fossa, 1s 
usually the first sign. Localised tenderness, localised rigidity and local 
immobility of the abdominal wall accompany the pain. The temperature 
may show a sudden drop to a subnormal followed by a rise; but some- 
times no variation is detected. Both pulse and respiration rates are usually 
increased, and the former should be watched carefully. Obliteration of 
the liver dullness may occur; this sign is especially valuable when occurring 
in a rigid and retracted belly. Another sign is the occasional onset of irrita- 
bility of the bladder. More reliance should be based on the local than on 
the general symptoms in making the diagnosis, After the first shock the 
patient may react and show deceptive signs of improvement, but before 
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many hours the signs of spreading peritonitis will assert themselves. Unless 
dealt with surgically with the utmost promptness perforation is almost 
invariably fatal. A polynuclear leucocytosis generally accompanies per- 
foration, but is inconstant and not of great diagnostic value. 

Other causes of abdominal pain in typhoid fever are acute cholecystitis or 
perforation of the gall-bladder, suppurative cholangitis, portal pysmia, sup- 
purating mesenteric glands, appendicitis and splenic infarction, but none of 
these is common. Thrombosis of the iliac veins may also cause abdominal 
pain and tenderness, but a clue to this condition may often be found by 
examining the veins of the lower limbs and by looking for slight cedema of 
the leg or foot. Gall-stones are a recognised sequel of typhoid infection, 
and may contain typhoid bacilli. 

Respiratory system.—A mild bronchitis is present in most cases. In severe 
infections, hypostatic congestion of the lung bases occurs. lLobar pneu- 
monia may supervene in the third or fourth weeks of the disease. Although 
typhoid bacilli may occur in the sputum, and be found in the lung, pneumo- 
cocci are also present; the condition may be overlooked, as cough is often 
slight and rusty sputa absent. Embolic and pywmic processes in the lungs 
during typhoid may give rise to abscess, gangrene and pneumothorax. 
Intra-pulmonary thrombosis, with infarction, is a very rare event. 

Ulceration of the larynx is not infrequent in severe cases. It may be 
latent or give rise to huskiness of the voice, stridor and toneless cough. 
There may be pain on deglutition and laryngeal tenderness. The slighter 
symptoms may abate, but sometimes the process terminates in necrosis of 
cartilage and cedema or stenosis of the larynx. 

Blood and circulatory system.—A slight polynuclear leucocytosis is some- 
times seen in the first week of infection. More characteristic is anemia 
associated with leucopenia, and a relative increase in the lymphocytes and 
large mononuclear cells. At the same time the eosinophils disappear to 
reappear with convalescence. The appearance of a polynuclear leucocytosis 
indicates the onset of inflammatory complications 

Circulatory failure is a feature of severe attacks. The pulse rate, usually 
but moderately accelerated in typhoid, rises to 120 or more, dicrotism dis- 
appears, the cardiac sounds weaken, and the blood pressure falls. Acute 
collapse, with sudden drop of temperature, coldness of the skin, cyanosis 
and feeble or irregular pulse, may ensue. The collapse may be recovered 
from, but its occurrence is ominous. 

Femoral thrombosis is apt to appear during early convalescence, It is 
usually left-sided, and sometimes appears to commence lower down in the 
veins of the popliteal space or calf or in the internal saphenous trunk. The 
symptoms are pain and tenderness at the site of the thrombosis, fever and 
swelling of the limb, usually moderate in degree. The affected vein may 
often be felt as a tender cord. In a few weeks the thrombus is absorbed, 
and the circulation re-established, but sometimes permanent obstruction and 
cedema result. The clot, if dislodged, may cause pulmonary embolism. 

Arteritis, leading to occlusion, is an uncommon complication. The 
vessels affected are those of the lower limbs, sometimes those of the upper 
extremities, neck or brain. 

Urinary system.—Febrile albuminuria is often present, but is transitory. 
Typhoid bacilluria occurs in some cases, the urine presenting a slightly 
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turbid, opalescent appearance ; but a similar ape aue may be due to the 
colon bacillus. Symptoms of pyelitis, be ped ritis or cystitis may super- 
vene. Urinary carriers continue to discharge typhoid bacilli for long periods. 
Acute nephritis is uncommon, but may occur either at the commencement 
or height of the disease. Retention of the urine may supervene during 
typhoid, but suppression is rare. During the fever the excretion of urea 
and of uric acid is increased, but the chlorides are diminished. A moderate 
oliguria is the rule. A considerable reduction, in spite of free fluid intake, 
is evidence of a severe attack. Polyuria occurs at the onset of convalescence, 
and is of good omen. 

Generative system.—Orchitis and prostatitis have been observed. In 
females vulvitis and also mastitis may occur. 

Nervous system.—Meningeal symptoms at the onset have already been 
mentioned. Delirium is often present and is usually of a quiet type. Drinkers 
may develop delirium tremens. -Convulsions are rare. They may occur at 
the onset, or when occurring later may be due to cerebral thrombosis, en- 
cephalitis, or meningitis. Multiple neuritis or neuritis of such nerves as the 
ulnar may supervene, in the latter case often due to pressure. Acute tender- 
ness of the toes during convalescence is also attributed to neuritis. During 
the course of the fever hemiplegia or aphasia may supervene. Sometimes 
there are signs of sclerosis of the lateral columns of the cord, the knee-jerks 
being increased, and an extensor plantar reflex present. 

Mental disturbance is occasionally a sequel, taking the form of mania, 
melancholia or dementia. For many months after a severe attack the patient. 
may remain jn a fatuous condition but ultimately recover. 

As regards the special senses, temporary deafness is often noticeable 
during the fever, and sometimes suppurative otitis. Double optic neuritis 
is & rare complication and may lead to blindness. | 

Osseous and muscular systems.—During convalescence localised osteo- 
periostitis of the tibia, sometimes of the femur, ribs or other bones may appear. 
It may terminate in suppuration with limited necrosis. The inflammation 
is chronic and relapsing. Typhoid bacilli may persist in the pus for long 
periods. A painful inflammatory affection of the ligaments and vertebral 
periosteum is the basis of the “typhoid spine.’ The lumbar and sacral 
regions are chiefly involved, with stiffness and pain on movement.. The 
condition is chronic, but the ultimate outlook is said to be good. Arthritis 
of large joints is a rare occurrence ; it may lead to dislocation of the hip. 

Rupture of the rectus abdominis, sometimes of the adductors or other 
muscles, may take place. It is accompanied by local hemorrhage, The 
resulting fluctuating and discoloured swelling may clear up or go on to 
suppuration. 

Cutaneous system.—Abscesses and boils may prove troublesome. Lines 
atrophices may form in the skin of the abdomen and thighs. In severe cases 

ressure sores may appear on the sacrum, the heels or other pressure points. 
hese bed-sores are a source of danger from septicemia or pyzemia. 

Diagnosis.—It is unnecessary to recapitulate all the symptoms already 
described as characteristic. Of the symptoms of onset, headache, slight 
epistaxis, disturbed sleep, a mild degree of bronchitis, abdominal uneasiness 
and some disturbance of the action of the bowels are very suggestive. Gradual 
daily increase in the pyrexia and its maintenance after the lapse of a week at a 
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steady level of 103° or 104° F., with slight morning remissions, is important. 
Relative slowness of the pulse and the presence of dicrotism are additional 
diagnostic points. The dry furred tongue, slightly tumid abdomen, moder- 
ately enlarged spleen and the appearance of rose spots are confirmatory. 

ProIAL Diacnostio MeEtsops.—l. Blood examination.—Culture is 
particularly valuable in the first week before the agglutinative reaction has 
appeared or the rose spots are evident, but is also applicable during the 
second and third weeks and in relapse. Ten to 20 c.c. of blood drawn asepti- 
cally from a vein at the bend of the elbow are allowed to run directly into 
plenty of broth or peptone solution or, better, into a medium which contains 
filtered bile or bile salts. At the same time a blood count should show a 
characteristic leucopenia. 

2. Cultures from bone-marrow obtained by sternal puncture are said to be 
more often and more persistently positive than blood cultures. 

3. Cultures from the stools —Owing to the presence of other intestinal 
bacteria this is not always an easy process, but by improved methods bacilli 
have occasionally been found during the incubation stage and in over 50 per 
cent. of the cases examined in the first week, a percentage increased to 70 or 
80 in the third week. For methods, works on bacteriology should be con- 
sulted. Stool culture is also of value for the detection of intestinal carriers, 
and for determining whether a convalescent is fit to mix with other members 
of the community. The discharge of bacilli often being intermittent, more 
than one examination is necessary. 

4, Cultures from the urine.—The typhoid bacillus hardly ever appears in 
the urine before the tenth day, and as a rule not before the fifteenth. The 
infected urine is generally opalescent and slightly albuminous. Cultures are 
made without difficulty and are useful not only for diagnosis but also for the 
detection of urinary carriers. 

5. Agglutination tests.—Towards the end of the first week of the disease 
the blood serum becomes capable of agglutinating the typhoid bacillus. 
This power usually reaches its maximum about the eighteenth or twenty-first 
day. Blood is obtained from the lobe of the ear or a vein. The serum which 
separates is mixed in various dilutions with a young (18 to 24 hours) broth 
or agar culture of the typhoid bacillus and a hanging-drop preparation made. 
Controls are indispensable. Agglutination of 1 in 50 with a time limit of 
one hour is usually taken as the positive standard, but some prefer a titre 
of 1: 100 especially if the macroscopic technique is adopted. The bacilli 
first lose their motility and then aggregate into small clumps. The macro- 
scopic method of applying the test allows the bacilli to sediment in flakes 
at the bottom of small tubes ; Dreyer’s method in which standardised dead 
cultures are used is the best ; it is quantitative. Normal blood serum does 
not show an agglutinating power greater than 1 in 10 or 1 in 20. Rising 
titres are highly diagnostic. : 

Corresponding to three types (H, O and Vi) of receptor or antigen in the 
infecting organism three kinds of agglutinin are found in the blood. The 
H antigen is specific and distinguishes the organism present. This antigen 
is present alone in Dreyer’s formolised suspension. The O antigen, on the 
other hand, is common to the enteric group. The presence of its correspond- 
ing agglutinin in a patient’s serum is roof only of infection by a member of 
the group ; it does not identify it. The Vi antigen rarely occurs alone. 
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T.A.B. vaccine, in consequence of its mode of preparation, evokes H agglu- 
tinins chiefly, and these may persist for some years. The appearance of 
O agglutinins in an inoculated person shows an enteric infection. Blood | 
culture or examination of the excreta may reveal its identity. A rising 
titre of H agglutination for a particular organism may also do this, but 
it is known that other, quite different, infections may also raise the H titre 
(anamnesitc reaction). 

6. The atropine test of Marris.—In typhoid and paratyphoid fevers 
atropine has but little power of accelerating the pulse. Marris’s test is 
based on this fact, but is little used. 

7. The Diazo reaction.—-A saturated solution of sulphanilic acid in 1 in 20 
hydrochloric acid and a fzesh half per cent. solution of sodium nitrite are 
required. Equal quantities of urine and sulphanilic solution are mixed 
in a test-tube and a couple of drops of the nitrite added. By shaking, a froth 
is induced and ammonia is allowed to trickle down the side of the tube. If 
the froth becomes rose pink and the liquid turns crimson, the test. 1s positive. 
The reaction may sometimes be obtained as early as the fourth day, and 
persists during the height of the fever. Unfortunately it also occurs in 
measles, typhus fever, scarlet fever, pneumonia, tuberculosis and erysipelas. 

DiFFERENTIAL D1a@nosis.—Prominence of respiratory or bowel symp- 
toms in typhoid fever may lead to the infection being overlooked. Con- 
versely a deep-seated or apical pneumonia or, in children, broncho-pneumonia 
with intestinal disturbance, may simulate typhoid. Careful and repeated 
physical examination, blood culture and agglutinative reactions will lead 
to a correct diagnosis. When typhoid is prevalent, caution is necessary in 
arriving at a diagnosis of primary bronchitis, pneumonia, broncho-pneumonia, 
and, especially in children, gastro-enteritis. 

Differentiation from acute miliary tuberculosis, from tuberculous menin- 
gtits and from tuberculous peritonitis is often difficult. Acute miliary tuber- 
culosis may simulate typhoid in its insidious onset with malaise and head- 
ache, its rising temperature with morning remissions, its comparatively slow 
pulse, its bronchitis, and perhaps some enlargement of the spleen. But the 
temperature tends to be more irregular, sweats are present, the dyspnea 
and cyanosis are suggestive, and signs of pleurisy may develop. There are no 
rose spots, and agglutinative tests and blood culture give negative results 
(tubercle bacilli are rarely found). Tuberculous meningitis is differentiated 
by such symptoms as vomiting, convulsions, the persistence of headache after 
the first week, or when delirium is established. A pulse hardly raised above 
the normal rate, stiffness and retraction of the neck, the presence of Kernig’s 
sign and of retraction of the abdomen or the onset of ocular paralysis are very 
significant. The irritability and curled-up decubitus of meningitis contrasts 
with the apathy and dorsal decubitus of typhoid. Lumbar puncture will 
clinch the diagnosis; in tuberculous meningitis lymphocytes are in excess 
in the cerebro-spinal fluid, and sometimes tubercle bacilli may be demon- 
strated. The question of meningo-typhoid has already been discussed. 
Tuberculous peritonitis may resemble mild typhoid fever. The presence 
of tuberculous masses in the abdomen or the development of peritoneal or 
pleural effusions is significant. In cases with indefinite symptoms and no 
signs of tubercle elsewhere, negative blood culture and agglutination teste 
afford aasiatance, 
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Suppurative and pywemic conditions may give rise to fever and constitu- 
tional disturbance bearing some resemblance to typhoid. Among these must 
be mentioned appendicitis and the intraperitoneal abscesses which may result 
from it, perinephric abscess, cholecystitis, pelvic, or puerperal infections, 
infective endocarditis and deep-seated osteomyelitis. The diagnosis is made 
by careful attention to the history of onset and course, thorough and complete 
physical examination, and the frequent presence of a pronounced polynuclear 
leucocytosis. Profuse sweats and rigors are more likely to occur, and the 
temperature chart is more irregular. The blood serum fails to agglutinate 
typhoid bacilli, nor can they be obtained by blood culture, which may, 
however, reveal the presence of other organisms. 

Typhoid fever in its early stages is often mistaken for influenza, but in the 
latter the onset is generally sudden and the early symptoms are more severe. 
The temperature reaches its maximum much sooner. The pains in the 
limbs and the backache are more intense, and the headache, which has a 
neuralgic character, is frequently supra-orbital. Catarrh of the conjunctive 
and nose may be present, and perspirations are often marked. Defervescence 
usually takes place within a few days. A sharp drop of temperature after 
2 or 3 days with a sudden rebound 12 or 24 hours later is very characteristic. 
If a supposed influenzal fever persist without definite cause, typhoid should 
be suspected. 

A mild case of typhus may bear a close resemblance-to typhoid, and severe 
typhoid with grave toxemia, stupor and a profuse eruption may be mistaken 
for typhus. Points in favour of the disease being typhoid are a slower 
onset, the later appearance of the eruption, which is never petechial, and the 
presence of bowel symptoms. Typhus, on the other hand, has a sudden 
onset with high fever which sooner attains its maximum and does not show 
morning remissions. Conjunctival injection, contracted pupils and a 
drunken expression are the rule. The rash appears on the fourth day, 
becomes petechial and is accompanied by subcuticular mottling. Prostra- 
tion is marked and there is a greater tendency to delirium and stupor. Crisis 
occurs about the fourteenth day. The Weil-Felix reaction is present, but 
agglutination tests for typhoid are negative except in inoculated persons 
(p. 88). 

Undulant (Malta or Mediterranean) fever is distinguished from typhoid by 
its relapsing character, the prominence of arthritic pains and joint swellings, 
and the fact that the blood agglutinates the Micrococcus melitensis, which 
organism can also be recovered by blood culture. Closely allied to this is the 
fever produced by B. abortus of cows. 

When malarial fever assumes the continuous type, which is likely to occur 
with the malignant infections, the diagnosis turns on known exposure to 
malaria, sudden onset, the detection of malarial parasites in the blood 
and the reaction to quinine. Malaria and typhoid fever, however, may 
coexist. 

The fever of secondary syphilis is sometimes sufficiently severe to suggest 
typhoid, especially when accompanied by headache, malaise and muscular 
pains. Diagnosis depends on the history or detection of a ae lesion, 
the possible presence of a secondary roseolar eruption and on laboratory 
tests. Deep-seated malignant disease may also cause prolonged fever. 

' Amongst other diseases at times confounded with typhoid must be 
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mentioned psittacosis, kala-azar, glanders, trichinosis, fever due to Ascaris 
lumbricoides, scarlet fever in which pyrexia is prolonged, that type of glandular 
fever in which the glandular swelling is delayed, and especially fevers of the 
Solmonella group, 1.e. paratyphoid A, B or C. 

Prognosis.—Taking all ages, the death-rate varies from 5 to 25 per cent. 
as is higher in some epidemics than in others. The average hospital death- 
rate in London is 17 per cent. or a little less. Age has a decided influence 
In the mortality, which is least in children from 5 to 10, after which there 
it a steady increase with advancing years. Infants are believed to stand 
the infection very badly. Obesity, alcoholism, privation and fatigue are 
adverse factors. The influence of pregnancy has already been discussed. 
Indications of a grave attack are a pulse rate of 130 or 140, cyanosis with 
signs of failing circulation and hypostatic congestion of the lungs, marked 
delirium and subsultus or actual coma, persistent diarrhoea, tympanites, 
incontinence of urine and feces. A temperature of 103° or 104° F. is not 
necessarily unfavourable unless it is sustained beyond the usual period or 
accompanied by signs of heart failure. Delayed appearance of the agglutina- 
tive reaction in some instances indicates a severe attack. 

Of the complications, next to toxemic circulatory failure, perforation is 
the most grave. Without operation it is almost invariably fatal. With 
operation the recovery rate is difficult to fix—some surgeons claim success 
in over 30 per cent., but the intervention must be immediate. The average 
‘recovery rate is very much lower. Hemorrhage from the bowel is undoubtedly 
serious, especially if repeated. Such complications as meningitis, lobar 
pneumonia and acute nephritis are dangerous but fortunately not very 
common. 

Sudden death sometimes occurs, either at the height of the fever or in 
convalescence. It may be caused by intense toxemia and circulatory 
failure, cardiac or pulmonary thrombosis or pulmonary embolism. Rarely 
no definite cause can be assigned. 

Treatment.—PrRopHyLactic.—Patients should be isolated.. Adequate 
disinfection of the feces, the urine, the pus from abscesses, the vomit and 
the sputa is necessary. Blood discharged from the nose or bowel should 
also be looked upon as infectious. Equally essential is the disinfection of 
the bedclothes and personal linen of the patient, the feeding utensils, ther- 
mometer, bed-pan, urinal, spittoon and enema syringe. The stools and 
urine should be mixed with an excess of some such disinfectant as carbolic 
acid or corrosive sublimate, and allowed to stand for several hours before 
being thrown down a drain. The sputa should be received in small cloths 
which can be burned, or expectorated into a disinfectant solution. The 
clothing and bedclothes of the patient should be soaked in a 1 in 20 solution 
of carbolic acid before being sent to a laundry. 

Nurses in attendance should submit to prophylactic inoculation and take 
special precautions for their own safety. Overalls will obviate soiling of the 
clothes. If the bath treatment is adopted, rubber aprons which can be 
carbolised are advisable. Rubber gloves may be worn when giving enemas or 
touching bed-pans and urinals, but always it should be realised that typhoid 
acquired by contact is a disease conveyed by unclean hands, and the danger 
may be obviated by washing with plenty of soap and water after touching 
the patient or anything which has been in contact with him. Everything 
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lea the patient or used by him must be sterilised at once. Feeding 
tensile should be boiled after use. 

In most cases the bacilli disappear from the excreta in convalescence, 
only persisting for a few weeks, but bacteriological examination several 
times repeated affords the only proof of safety. About 5 per cent. of those 
attacked become carriers. In most the carrier state is temporary and an 
arbitrary period of 3 months is allowed before the condition is deemed chronic. 
Intestinal carriers are more common than urinary carriers. In both the 
discharge of bacilli may be intermittent. Symptoms referable to the gall- 
bladder and periodic bowel disturbance occur in some intestinal carriers, 
and urinary carriers in like manner may suffer from kidney trouble or 
cystitis. Carriers do not necessarily give a positive Widal reaction. 

Carriers are often responsible for the endemic persistence of typhoid in 
certain houses or localities and are particularly dangerous when employed 
in the preparation of food or in dairy work or in connection with water 
supplies. They should be prohibited from following these occupations. 
Since they may spread infection by contaminating their own hands during 
defsecation or micturition they should be scrupulous in washing after attend- 
ing to the calls of nature and have towels reserved for their own use. Their 
soiled bed and body linen must be disinfected. Medical treatment by the 
use of intestinal and urinary antiseptics, surgical by excision of the gall- 
bladder, and treatment by autogenous vaccines have up to now alike failed 
to solve the problem of the chronic carrier. Preventive inoculation of con- 
tacts is the most effectual method of limiting their danger and is adopte 
in special circumstances. Some carriers give no history of an attack of 
typhoid and may themselves ultimately develop an attack of the fever or 
mae from typhoid septicemia after operations on the gall-bladder or 

ney. 

A pure water supply and an efficient system of drainage are important 
factors in the prevention of typhoid epidemics. When the disease is pre- 
valent, drinking water and milk should always be boiled, and travellers in 
localities where it is endemic should adopt similar precautions. Uncooked 
vegetables and, in particular, radishes, salads, cress, tomatoes, cucumbers, 
strawberries and other fruits are hable to contamination. Oysters and 
other shell-fish should be avoided unless their source is known to be 
above suspicion. The disease has been contracted by bathing in sewage- 
contaminated water. 

Prophylactic vaccination—Immunity can be artificially induced by 
vaccination with typhoid vaccine. There are several methods of prepara- 
tion of vaccine, one of which is to heat a 48-hour broth culture to 58° C., 
and complete the sterilisation by the addition of 0-5 per cent. lysol. Exposure 
to higher temperatures diminishes the potency of the vaccine. The number 
of bacteria in the first dose is 500 million, a double dose is given 10 days 
later and repeated 10 days later still. The injection is made subcutaneously 
and preferably not after a heavy meal or exposure to fatigue. A mild local 
reaction and sometimes constitutional symptoms may occur a few hours 
after injection, hence the patient should rest. If the patient is already 
infected the reaction may ie more severe. The duration of the immunity 
conferred is said to average 1 to 2 years and to be proportional to the dosage 
employed. An individual inoculated at the beginning of the incubation 
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period of typhoid has a good chance of escaping the fever, but in rare cases 
the inoculation appears to aggravate its course. For army purposes, triple 
or quadruple vaccines of the organisms of typhoid and paratyphoid are 
largely employed. 

Curative.—In the absence of efficient sera or vaccines there is at present 
no specific. Skilful nursing and a suitable diet are of the first importance. 
The room should be kept at a temperature of 60° F., and the bed narrow 
and of a convenient height. A hair or rubber mattress is covered with two 
folds of blanket and a waterproof sheet over which is placed a sheet, and 
under the hips a draw sheet. A water-bed is unnecessary. A sheet and 
coverlet with a blanket over the feet are usually sufficient covering. Night 
and morning the patient should be sponged with tepid water, and parts 
exposed to pressure should be rubbed with surgical spirit, and dusting- 
powder applied. Rucking of bedclothes should be avoided. The urinal 
and bed-pan should be used in the recumbent position, and the buttocks 
sponged, dried and powdered after each motion. The mouth should be 
cleansed after each meal. From time to time it may be advisable to move 
the patient from the dorsal position to avoid hypostatic congestion of the 
lung bases. Stools and urine should always be reserved for inspection by 
the medical attendant, who should never neglect daily examination of the 
abdomen, and should also satisfy himself that the patient, especially if rest- 
less, had not retention of urine. The temperature pulse and respirations 

ephould charted 4-hourly, and more frequently should complications be 
suspected. 
ilk is the most suitable diet for patients in the acute stages. It should 
be given in measured quantities at 2- or 3-hourly intervals, the patient not 
being disturbed at night should he be sleeping. Three pints a day is, despite 
theoretical considerations, quite sufficient. The milk sould be diluted with 
barley water or lime water, and plenty of plain cold water or fruit juice 
allowed between the feeds. Tea may be allowed or lemonade made with 
dilute hydrochloric acid and syrup of lemons. Should intestinal discomfort 
occur or curds appear in the motions the milk may be citrated or whey 
substituted. Beef-tea and meat extracts are to be avoided in diarrhoea or 
hemorrhage. Carbohydrate can be added to the diet in the form of glucose 
or lactose. Junket and also apple-sauce are useful. 

When the temperature has heen normal for 3 days, cautious additions may 
be made, beginning with thin custard or grated bread-crumbs and milk, and 
then adding a small quantity of boiled or steamed fish, thin bread and butter, 
and so on. 

High calorie diets are based on the belief that during the fever a daily 
intake of 4000 to 5000 calories is necessary to maintain nitrogenous equili- 
brium. Even in patients who are amenable this diet is prone to produce 
digestive upsets and meteorism, but mild cases can take a more liberal diet 
during the acute stage, t.e. milk puddings, custards, eggs, vegetable or meat 
soups strained and thickened with arrowroot or flour, finely minced lean 
meat, bread crumbs and mashed potato. Such feeding is said actually to 
diminish the tendency to perforation and hemorrhage, and to hasten con- 
valescence. It is not suitable in severe attacks or for patients with profound 
toxemia and deficient digestive secretions. Alcohol is rarely necessary, but 
it is unwise suddenly to deprive alcoholic patients of all stimulants. 
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The antipyretic treatment of typhoid assumes that pyrexia itself is 
harmful. The cold bath is most efficient. Best suited to hot climates, it 
has never gained a great vogue in England. Whenever the temperature 
rises above 102°-3 F., the patient is lifted into a bath at 65° F. and immersed 
for 15 minutes, shivering being disregarded. The limbs and trunk are rubbed 
whilst in the bath. The patient is then removed, laid on a blanket, dried 
and lightly covered. A little alcohol is given immediately before or after 
the bath. Immersion is repeated every 3 hours unless the temperature 
remains below the point mentioned. Contra-indications are hemorrhage 
from the bowel, severe abdominal pain, venous thrombosis or great prostra- 
tion. The method needs good attendants, and can hardly be applied in 
private, but it is said to reduce the case mortality by a half or even two- 
thirds. In place of the bath, tepid, cold or ice sponging may be adopted 
when the temperature is high, or the cold pack used, especially when nervous 
symptoms are pronounced. The ice cradle is another useful means of re- 
frigeration ; the patient is covered with a sheet, and a cradle, in which smal] 
rubber bags of ice are suspended, is placed over the body, the whole being 
covered with a thin blanket. The cradle may remain in position indefinitely, 
the effect on the temperature being carefully watched. 

Some advocate daily mild purges, such as calomel or drachm doses of 
castor oil, in the early days of-infection, and claim that intestinal fermenta- 
tion can be checked by the administration of various intestinal antiseptics. 

Constipation should be met by a simple enema every second day. In 
defervescence liquid paraffin may be substituted. Diarrhea, if accompanied 
by curds, calls for reduction of the milk. A starch and opium enema is 
useful, or 10 grains of Dover’s powder by the mouth. In hemorrhage from 
the bowel the most absolute rest is essential. Food should be reduced to a 
minimum or withheld for 12 or 24 hours. No stimulants or beef-tea are 
permissible. Ten minims of laudanum or a hypodermic injection of 4 grain 
of morphine should be given, and an ice-bag applied to the right iliac region. 
A watch should be kept for signs of perforation. Intravenous saline infusion, 
or, better, transfusion of blood, may be necessary in severe cases. The 
injection of a solution containing 1 grain of calcium chloride in 10 minims 
of water into the gluteal region is worth a trial. Perforatton of the bowel 
calls for immediate operation. Meteorism may be controlled by reducing 
the diet, administering enemata of hot water, and inserting the rectal tube. 
A turpentine stupe or ice-poultice may be applied to the abdomen. Turpen- 
tine by the mouth or by enema, and oil of cinnamon are useful. For delirium, 
sleeplessness and headache, the reduction of temperature by sponging or 
cradling and the administration of 10 or 15 grains of Dover’s powder should 
be tried. Sometimes soluble barbitone (medinal) and aspirin are effectual. 
Circulatory failure is combated by strychnine or strychnine and adrenaline 
hypodermically, or by injection of nikethamide (coramine) or leptazol 
(cardiazol). Strophanthus and digitalis are of doubtful value. Alcohol is 
strongly advocated by some physicians. The supervention of femoral throm- 
bosis calls for strict immobility of the limb. the intravenous injection of 
5 or 10 ounces of a sterile 05 per cent. sodium citrate solution relieves the 
pain, and is said to arrest the progress of the thrombosis. Bacilluria and 
cystitis are treated by hexamine in 10-grain doses, 3 or 4 times a day; if 
persistent, sulphonamides may be effective. Of the suppurative and septic 
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complications, periostitts may be influenced by rest, local applications and 
typhoid vaccine, but suppuration calls for surgical intervention. Parotitis 
usually comes to incision. Cholecystitis may subside, and should be given 
a chance to do so, but if it persists operation becomes necessary. Crops of 
boils call for local treatment, and the appropriate vaccine or toxoid should 
the organism be identified. The intramuscular injection of colloidal 
manganese is useful in such conditions. The infectivity of purulent 
discharges should be remembered. 


PARATYPHOID FEVER 


Etiology.—Paratyphoid fevers are, like true typhoid, ubiquitous in their 
distribution, but the prevailing type is different in different countries and in 
different climates. The infecting organisms belong to the group Salmonella 
typht. Paratyphoid A is prevalent in India and other tropical countries. 
The experience of the War of 1914-1918 led to the suspicion that it may 
have been endemic, although unrecognised, in the Mediterranean area, and 
perhaps also in France, Flanders and Germany. In European countries, 
however, paratyphoid B is the more common type. Paratyphoid C occurs in 
the Balkans, and possibly there are also other varieties. Bacillus paratyphosus 
A and Bacillus paratyphosus B are organisms which under natural conditions 
only attack man, but it is stated that the intestines of domestic animals may 
contain the bacilli. B. paratyphosus C is by some considered identical with 
B, suipestifer, the hog-cholera bacillus. 

The greatest incidence of paratyphoid is in the summer and early autumn, 
but it may occur at other seasons of the year. It is more prevalent in hot 
countries, and all ages are susceptible. In ordinary circumstances it affects 
both sexes equally. 

The primary source is a patient suffering from an attack, or a carrier of 
the bacillus. Contagion, as with typhoid, may be direct or indirect through 
food, especially cream, drinking water, fomites, etc. The infection of water 
supplies is not so well established as in the case of true typhoid. The fact 
that infected meat, particularly pork, may induce symptoms resembling 
paratyphoid fever should be borne in mind. 

Ssymptoms.—The clinical manifestations of paratyphoid infections are 
practically indistinguishable from those of typhoid fever, but the belief is 
generally held that paratyphoid differs from typhoid in its milder character 
and shorter course. This is on the whole correct, but marked exceptions 
occur. Occasionally paratyphoid infection is said to produce an illness which 
resembles acute irritant poisoning, or so-called ptomaine poisoning. But 
such infections are more likely to be caused by B. perio which in its 
agglutination reactions closely resembles B. paratyphosus B. In true para- 
typhoid the subsequent course is clinically unmistakable. 

The septicseemic stage of paratyphoid is of short duration, rarely lasting 
more than a week, hence blood cultures for diagnostic purposes should be 
taken as soon after the third day as possible. The distribution of the 
infecting organisms in the body is similar to that of typhoid, and they are 
discharged in the feces, the urine, the bronchial secretions, and the pus of 
suppurating foci. Residual foci of infection are said to be more common 
in paratyphoid than in typhoid infections. 
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The incubation period varies from 9 to 15 days, but may be shorter. 

The onset is more often insidious than sudden, the invasive symptoms 
resembling those of typhoid, but a sudden onset is believed to be more common 
than in the latter disease. Shivering and vomiting are not infrequent 
symptoms of such invasion. Sometimes gastro-intestinal symptoms are for a 
time very prominent, and are particularly misleading in childhood. As 
with typhoid, influenza, appendicitis, meningitis, or pneumonia may at first 
be simulated. Sometimes the disease declares itself after several weeks of 
premonitory diarrhoea, or it may closely resemble dysentery. 

The fever attains its maximum sooner than in typhoid, and may be 
at its height by the third or fourth day, by which time, if not before, the 
patient will have taken to bed with symptoms suggesting typhoid of a week’s 
duration. The head aches, the patient 1s apathetic, and the spleen is gener- 
ally palpable and sometimes tender. The liver may be slightly enlarged, 
and the gall-bladder tender if cholecystitis be present. The abdomen is 
generally somewhat tumid, but marked distension is uncommon. Diarrhea 
may occur at the onset, but constipation is more common. Sweating is 
often & more pronounced feature than in typhoid. Rose spots are present 
in unusual profusion in some cases. They usually appear towards the end 
of the first week. In size, too, they often appear larger than those seen in 
ordinary typhoid infection, and the rash may continue to come out after the 
temperature has fallen. Pulmonary complications are mild, but bronchitis 
and broncho-pneumonia may occur. In the more severe cases, the heart 
may show signs of dilatation. It is exceptional for the patient to pass into the 
‘ typhoid state.”” The fever has a shorter duration and shows greater varia- 
tions than in typhoid. Within a fortnight, sometimes sooner, it has generally 
fallen by rapid lysis to normal. The slow pulse and low blood pressure of 
typhoid are also seen in the paratyphoid variety. Relapse is said to be just 
as frequent. . 

Complications.—Intestinal hemorrhage is much less common and less 
severe than in true typhoid. Perforation is rare. Thrombosis of the femoral 
or saphenous veins or their radicles is not uncommon, and broncho-pneumonia 
or pleural effusions may occur. Cholecystitis and catarrhal jaundice may 
be due to paratyphoid organisms, as also bacilluria, cystitis, hee and 
even pyelonephritis. Orchitis is an occasional complication, and is believed 
to spread from the urinary tract. Other complications, which have mostly 
been observed in army practice, are laryngeal ulceration, parotitis, periostitis, 
sometimes suppurative, peritonitis without perforation of the bowel, and 
Bee seater attributed to lesions of the appendix. 

iagnosis.—For the differentiation of paratyphoid from typhoid infections 
and of the varieties of paratyphoid from each other, recourse must be had 
to bacteriological methods, t.e. to blood culture, agglutinative reactions and 
cultures from the stools and from the urine. Of these methods, blood culture 
in the early stages is the most satisfactory. If agglutination occur in high 
dilutions with one of the paratyphoid organisms and little or not at all with 
the others and the organism of typhoid, the nature of the infection is evident ; 
but in other cases the examination has to be repeated at short intervals 
and the results compared. A rising agglutination for one organism indicates 
it as the causal agent. Some infections with paratyphoid C fail to produce 
agglutinins in the patient’s serum. 


96 GENERAL INFECTIOUS DISEASES 


Prognosis.—The prognosis in paratyphoid infections is better than in 
those due to the B. typhosus, the proportion of severe infections being much 
smaller, and the mortality much lower. The causes of death are chiefly 
hemorrhage, perforation, lung inflammations and toxemia. 

As regards differential diagnosis, prophylaxis and treatment, what has 
already been said with regard to typhoid applies. 

| Cuartes R. Box. 


DIPHTHERIA 


Definitions.—A disease caused by the Klebs-Loeffler bacillus (Coryne- 
bacterium diphtherie), characterised by a membranous exudate at the site of 
infection and distinctive sequels of toxsemic origin, the chief being circulatory 
failure, paralysis, and albuminuria. 

4Etiology.—Diphtheria is commonest in temperate climes. Human 
carriers are the cause of its endemic prevalence; local conditions bein 
merely contributory. In its seasonal prevalence diphtheria resembles typhoi 
and scarlet fever, the maximum incidence falling in the autumn and late 
winter months. An epidemic tendency is noticeable in years of deficient 
rainfall. Formerly a disease of rural districts, diphtheria is now endemic in 
cities and shows a tendency to local epidemic outbursts. Its heaviest incid- 
ence is on children between the ages of 2 and 6 years. New-born infants are 
rarely attacked. Many cases occur in adults, and rather more females than 
males are affected. 

Catarrhal conditions of the throat predispose to the infection; con- 
valescents from measles and scarlet fever, and in less degree those recovering 
from whooping-cough and influenza, are liable to contract the disease, which 
in the case of recent measles or scarlet fever may assume a particularly 
severe form. A progressive increase in infectivity and severity is often 
noticed during epidemics. The immunity afforded by diphtheria is short- 
lived ; relapses are rare. Second attacks may occur. 

The disease is highly contagious, and infection is by direct or indirect 
contact. It is seldom air-borne even over a short distance. The organisms 
reside in the secretions from the nose and throat, in detached shreds of false 
membrane, and at times in discharges from the ears, the vulva, infected 
wounds or skin lesions. 

Direct infection may result from kissing, or the reception of droplets of 
fluid ejected by speaking, coughing or sneezing. Indirect infection may be 
caused by eating or drinking utensils, handkerchiefs, towels, throat spatulas, 
clinical thermometers, toy trumpets, slate pencils and the like. The 
diphtheria bacillus readily grows in milk and produces no suspicious changes ; 
milk thus may serve as a vehicle for spread of the disease. There is no 
evidence that it is conveyed by drinking water. The diphtheria of birds, 
cats and most other animals has not proved communicable to man and is 
due to a different organism, but virulent diphtheria bacilli have been found 
in nasal discharges and open sores of horses. 

Diphtheria bacilli retain their virulence for long periods if protected 
from sunlight and from currents of air; hence the possibility of transmission 
b oie Sterilisation by boiling water or in the steam chamber is quite 
effectual. 
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Carrvers.—Convalescents may harbour virulent bacilli in their throats, 
as also may others who have been in contact with the infection. Most are 
free from bacilli 4 or 8 weeks after the commencement of the disease, but in 
some the carrier state hecomes chronic. The dangerous chronic carrier is 
usually an immune person, as shown by a negative Schick reaction. The 
presence of bacilli in the throat secretions of carriera is apt to be intermittent. 
All carriers are not equally effective distributors of the disease; intimate 
contact and addiction to such habits as kissing, sneezing, spitting and pencil- 
sucking are important in this respect. The nasal carrier is believed to be an 
especial source of danger. Among school children 80 per cent. of the carriers 
are between 5 and 8 years of age, and male carriers are two or three times 
more common than female. Throat and nose operations on carriers may be 
followed by clinical diphtheria. In the search for carriers, pallor, unhealthy 
tonsils, and nasal discharge are important indications, as also a history of 
recent sore throat. Skin carriers are the subjects of eczematous or impetigin- 
ous lesions or whitlows. The discovery of bacilli which morphologically 
resemble diphtheria bacilli does not necessarily prove they are virulent. 
Bacilli recovered from the throat are rarely harmless, but those recovered 
from the anterior nares, from discharging ears and from the skin often prove 
to be non-virulent when tested on guinea-pigs. 

The Klebs-Loeffier bacillus is a non-motile, Gram-positive, non-sporing 
organism which grows as a diplo-bacillus and shows a great tendency to 
become segmented or clubbed. The bacilli are slender rods, straight or 
slightly curved, and of varying length and thickness. In films they often 
show a characteristic grouping which recalls the letters of the Chinese 
alphabet. Both long and short forms occur, the length varying from 2 to 
6. The segmented appearance of the protoplasm is relied upon for morpho- 
logical identification. A rapid diagnosis may be made from smears prepared 
direct from the throat, but it should be confirmed by examination of a film 
made from a young (6 to 18 hours) culture on blood serum or Loeffler’s 
medium. Diphtheria bacilli ferment glucose with formation of acid, but 
fail to ferment saccharose. The true bacilli have been divided into grams, 
intermediate and mitis varieties, according to their virulence. Differences 
in growth on a special blood-tellurite medium, coupled with starch-fermenting 
power in the gravis type and a hemolytic tendency in the mitts variety, are 
the chief distinctive features. 

Pseudo-diphtheria bacilli, which, although identical in appearance, with 
diphtheria bacilli, are non-virulent, are frequently found in the nose and ear, 
more rarely in the throat. Another non-virulent organism of the same group 
is Hofmann's. This appears in smears as a diplo-bacillus, the elements of 
which are short, squat and wedge-shaped with apposed bases. It stains 
uniformly throughout, and is shorter than even the shortest varieties of the 
diphtheria bacillus. These distinctions apply only to young cultures. 
Hofmann’s bacillus does not produce acid in glucose, or in saccharose media, 
and is thus further distinguished. The xerosis bacillus, obtained from the 
conjunctiva, also resembles the true diphtheria bacillus, but it produces acid 
both in glucose and in saccharose media, 

The crucial test of the identity of the diphtheria organism is the pre- 
vention of the local or general action of an injected broth culture by the 
previous injection of diphtheria antitoxin into the teat animal. 
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In the throat, diphtheria bacilli are often associated with streptococci, 
staphylococci, or the fusiform bacilli and spirilla described by Vincent. Of 
these, streptococci are most important, as cases of septicemia have been 
found due to them. Diphtheria bacilli themselves rarely become dissemi- 
nated in the blood stream or internal organs. 

Pathology.—The constitutional disturbance caused by diphtheria is 
toxemic, toxins but not bacilli being absorbed from the primary lesion, 
probably by the lymphatics. The extent, thickness, persistence and situation 
of the membrane determine the degree of toxemia produced. In the forma- 
tion of membrane, epithelial necrosis first occurs and is followed by in- 
flammatory effusion from the subjacent tissues. This gives rise to the 
membrane in which stratified fibrin entangles epithelial cells, blood-cells 
and leucocytes. Nearly the whole of the process occurs outside the basement 
membrane. Bacilli are found in the false membrane and necrotic material, 
but not in the healthy tissues beneath. Recently formed membrane is firm in 
texture and has a glistening or somewhat gelatinous appearance. The tonsils 
are the common sites of the first membrane formation, but the faucial pillars, 
the soft palate, the pharynx, the epiglottis and the larynx may be implicated. 
Extension from the larynx along the trachea and main bronchi is not un- 
common, but coherent membrane is rarely found in the bronchioles. Diph- 
theritic membrane is much more firmly adherent to the mucous membrane 
of the fauces than to the epiglottis, the larynx and lower air passages. Its 
appearance in the cavity of the mouth, on the tongue or lips is rare, and even 
more rare Is its occurrence in the cesophagus, stomach or small intestine. The 
conjunctiva and occasionally the vulva, or a cutaneous abrasion or a surgical 
wound may become infected. In this connection it must be remarked that 
streptococci, pneumococci, and the virus of glandular fever can on occasion 
produce false membrane. — 

Apart from the membrane the morbid appearances in diphtheria are 
not distinctive. The condition, however, of the heart muscle is of peculiar 
interest. Kven in cases in which the myocardium appears healthy to the 
naked eye, special staining will show extensive infiltration of the muscle 
fibres with minute granules of mobilised fat. In advanced cases, patches of 
myocardial degeneration and perivascular aggregations of leucocytes become 
apparent. The cavities of the heart may be dilated, the muscle flaccid and 
fnable, and intracardiac thrombi, some obviously ante-mortem, may be found 
in the recesses of the auricles and ventricles, particularly on the right side. 

The stomach may be acutely inflamed, with mucosal hemorrhages and 
erosions. 

The lesion in the kidneys is a degeneration of the epithelium of the tubules, 
but glomerular involvement may also be present. 

Broncho-pneumonia is not uncommon in extensive faucial and in 
laryngeal infections, it is usually due to secondary invaders. Emphysema or 
pulmonary collapse may occur where respiratory obstruction is severe, and 
massive collapse of the lung may result from paralysis of the respiratory 
muscles. 

In the nervous system, the essential lesion is a parenchymatous degenera- 
tion of the peripheral nerves which is patchy in its distribution. Chromatolytic 
changes are found in the vagal nuclei and in the anterior cornual cells of the 
cord. The cerebro-spinal fluid is normal. 
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The lymphoid tissues of the body often show a reaction, Peyer’s patches 
being swollen and the spleen slightly enlarged. The liver, too, may be swollen 
from venous stasis and show slight toxic degeneration of its cells. 

Petechial hemorrhages in the skin, serous membranes, heart wall, and 
diaphragm are characteristic of hemorrhagic diphtheria. Extensive effusions 
of blood sometimes occur. 

Symptoms.—The incubation period may not exceed 24 hours, more 
commonly it is 3 or 4 days, but a carrier may harbour virulent bacilli for 
a considerable time before showing signs of infection. The fauces are most 
often the site of the disease, next in frequency come the naso-pharynx, the 
nasal passages, the larynx and trachea. Tafsction of the genital mucous 
membrane and of wounds is exceptional and of the intact skin rare. 

Fauctal diphtheria may occur in any degree of severity, from a mild 
catarrhal inflammation, the identity of which is only established by bacterio- 
logical examination, to a widespread infection in which membrane invades 
not only the whole throat but also the naso-pharynx, nose, larynx, and, 
rarely, the mouth, either simultaneously or in succession. 

Invasion may be characterised by malais, headache, anorexia and sore- 
ness of the throat. Vomiting occurs occasionally and sometimes shivering ; 
rigor is rare. In children, the onset is particularly insidious, discovery of 
membrane often being the first intimation of the disease. The exudate in 
mild cases is often limited to a patch on one or both tonsils, sometimes on 
the uvula or pillar of the fauces, sometimes on the soft palate. More rarely 
the posterior pharyngeal wall is first attacked. Special characteristics 
of the membrane are its elevation above the general surface, its well-defined 
edge, its glistening or pearl-grey colour, and its tendency to rapid spread. 
At first it is separable without bleeding, but later free oozing of blood occurs 
when it is forcibly detached. Multiple patches on the tonsils may, in the early 
stage, simulate follicular tonsillitis, but the patches tend to spread and fuse ; 
limitation to one tonsil should always arouse suspicion. 

Pyrexia is moderate or absent in mild infections, enlargement of the 
submandibular glands is slight, and early albuminuria so characteristic of 
grave attacks may be wanting. 

When faucial diphtheria is severe it coustitutes a very serious form of the 
disease with a high mortality. The grave form is more common in children 
than in adults and may develop very rapidly. The membrane is thick, 
tough, and adherent, sometimes much discoloured. It covers the swollen 
fauces and may extent widely over both aspects of the soft palate and on the 
pharyngeal wall. Nasal discharge points to implication of the naso-pharynx 
and nose. Rarely extension occurs along the hard palate and into the sulci 
at the sides of the tongue. Secondary invasion of the epiglottis and larynx 
is not uncommon. The cervical glands become swollen and tender, and 
periadenitis may extent and involve the neck in a collar of cellulitis (bull 
neck). The subcutaneous tissues may undergo widespread necrosis and 
the skin become thinned and much discoloured. A brownish or bloody 
nasal discharge excoriates the nostrils and the upper lip. Nasal respiration 
1s obstructed and deglutition difficult. The breath has a sickening odour, 
and the face is puffy or becomes ashen in colour. The skin is dry and the 
extremities are cold. A slight general cutaneous cedema may make its 
appearance. The patient is restless and sleepless but apathetic. Bleeding 
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is easily induced by interference with the edges of the membrane, and epistaxis 
may occur. Fever is not proportionate to the gravity of the disease; in 
the worst cases the temperature is subnormal. Albuminuria is usually 
profuse and the quantity of urine secreted may be very small, but uremic 
symptoms are rare. A steady and progressive circulatory failure, character- 
ised by a falling blood pressure and feebleness of the heart’s sounds, is an 
ominous feature. The pulse may become soft, irregular or quite imper- 
ceptible. Respiration is rapid and shallow. Vomiting often sets in before 
the end. Broncho-pneumonia can rarely be recognised by physical signs, 
but is often present. Death may occur within a week of the onset; some- 
times, however, under the influence of antitoxin the membrane clears and 
the faucial swelling subsides, but acute circulatory failure may still be 
imminent, death often occurring during the latter half of the second week. 
In those who escape, widespread paralysis is a common sequel. 

Laryngeal diphtheria.—Infection of the larynx may be primary, but is 
usually a sequel of faucial infection. Essentially occurring in childhood, its — 
frequency increases up to the fourth year of life, after which it progressively 
declines. The presence of membrane, even in the smallest amount, on the 
tonsils or fauces will afford a positive indication of the nature of the laryngitis. 
Failing this a diagnosis is made by swabbing, not the tonsils, but the pharynx 
or larynx ; but treatment must not be delayed pending the result. Hoarse- 
ness and croupy cough are early symptoms, soon followed by paroxysms of 
inspiratory dyspneea due to laryngeal spasm, with characteristic stridor and 
recession of the chest wall. During the paroxysms the patient is agitated, 
sweating and perhaps cyanosed. The cough is loud and croupy. With re- 
laxation of the spasm dyspnoea may cease and the child fall asleep from 
exhaustion. At first the paroxysms are mainly nocturnal, later they become 
more frequent and more prolonged, until finally obstruction is continuous and 
mechanical. Iixtraordinary recession of the sternum and lower ribs may then 
accompany the efforts to respire. The body assumes a leaden hue and death 
occurs from slow asphyxia. In rare instances the paroxysms of dyspnea and 
cough culminate in the expulsion of membranous casts of the larynx, trachea 
or larger bronchi. The absence of toxemic symptoms when membrane is 
limited to the larynx and lower air passages is very striking. 

Laryngeal diphtheria may run its fatal course in a few days. In infants 
its duration may be less than 24 hours. In favourable cases the condition 
subsides under prompt treatment. Should obstruction persist after trache- 
otomy or intubation, the presence of membrane in the trachea or larger air 
passages should be suspected ; when, however, the bronchioles are blocked, 
the character of the dyspnoea is quiet rather than violent. Laryngeal diph- 
theria in a mild chronic form 1s a rarity. 

Nasal diphtherva.—A muco-purulent or blood-stained nasal discharge may 
be the only evidence of diphtheria in infants and fever convalescents. Infec- 
tion may be naso-pharyngeal or purely nasal. The former is grave, as 
toxemic symptoms may be pronounced, whilst localised nasal infection is 
more often benign. In such cases a small patch of membrane may, perhaps, 
be found on the septum. Possible implication of the nasal accessory sinuses 
should be remembered. As already mentioned, bacilli from the nose may 
prove to be non-virulent. Foreign bodies in the nose have been found associ- 
ated with persistent nasal diphtheria. 
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Conjunctival diphtheria is usually the result of direct inoculation, but 
may extend from the nose. It may simulate a mild, simple conjunctivitis, 
or membrane may form on the inner aspect of the lids. There is a grave 
form with extreme inflammatory infiltration of the conjunctiva which may 
lead to sloughing of the cornea and destruction of the eye. 

Vulval, vaginal and preputial diphtheria.—Vulval infection may be 
secondary to diphtheria of the fauces, infection being conveyed by the 
fingers, or it may be primary. Sometimes it is seen in puerperal women. 
It 1s of insidious onset, and the membrane looks like a slough on the inner 
surface of one or both labia. The inguinal glands are enlarged, and confusion 
with erysipelas, chancre or gonorrhoea is possible. Severe toxemia may 
ensue. The vagina may be infected with the vulva. Preputial diphtheria 
may follow ritual circumcision. Infection of the puerperal uterus and of the 
male urethra is rare. Infection of the umbilicus may occur in the new-born. 

Diphtheritic infection of wounds is not common, and membrane formation 
is not invariable. The wound may merely be dry and grey and the adjacent 
glands swollen. Bacteriological confirmation is necessary. Paralysis may be 
local in distribution. 

Cutaneous diphtheria.—Slight infection of the macerated skin at the 
margins of the nostrils and mouth is frequent and diphtheritic whitlow is 
not rare, the finger possibly being infected by sucking. Sometimes the raw 
surfaces left by eczema, herpes, or impetigo, become secondarily infected, 
and membrane may form, but skin diphtheria may occur without this dis- 
tinctive sign. Gangrenous varicella and extensive gangrene allied to noma 
has also been attributed to the action of the diphtheria bacillus. Before skin 
cases are accepted as genuine, rigorous bacteriological proof is essential. 

Septic diphtheria—The ordinary grave case of diphtheria may be looked 
upon as toxeemic or malignant. The septic type of case is characterised by 
pulpy discoloured membrane and great inflammatory oedema at the site of 
infection, accompanied, it may be, by ulceration, cellulitis, or even gangrene. 
The adjacent lymph glands are much swollen, periadenitis is marked and 
suppuration may ensue. LErythematous or measly rashes may appear on 
the extremities. Constitutional symptoms are severe and the prognosis 
grave, chiefly, it is alleged, because diphtheria antitoxin has no influence on 
the septic element, which may be a hemolytic streptococcus. 

Hemorrhagic diphtheria.—Hemorrhagic symptoms supervening during 
the acute stage indicate an infection of a severe type. Blood may ooze 
from the edges of the membrane, and epistaxis occur. This in itself is not 
necessarily serious, but the tendency to bleed may be more widespread, bruises 
pps ns on the body and bleeding occurring around and along the track of 
the antitoxin needle. The conjunctive may become suffused with blood, 
and hemorrhage may occur from the stomach or bowel. Hematuria is 
rare, Small cutaneous petechis are by themselves of most sinister omen. 
They are insignificant in appearance and easily escape detection on account 
of their smallness and tendency to occur on the neck and trunk where clothing 
conceals them. 

Blood changes.—A polynuclear leucocytosis is common and reaches its 
acme at the height of the disease. Sometimes the red cells are in excess of 
normal and the specific gravity of the blood increased, indicating an oligemia. 
Leucocytosis may be absent in very mild and also in very grave infections. 
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The presence of myelocytes is also characteristic, and their appearance in 
large numbers indicates a severe toxemia and a bad prognosis. 

Complications.—The chief are circulatory failure, paralysis, albuminuria 
and pulmonary inflammations. Relapse sometimes occurs. 

Acute circulatory failure is a justly dreaded occurrence. Apart from 
asphyxia and from respiratory paralysis it is responsible for all the deaths. 
In diphtheria, excluding the mildest cases and those in which respiratory 
obstruction exerts its modifying influence, there is from the first a progressive 
fall of blood pressure, the systolic readings being affected earlier than the 
diastolic. Recovery is very rare when the systolic reading falls below 65 mm. 
The fall in pressure is said to be accompanied by a fall in volume and 
increased concentration of the blood. Vascular relaxation is believed to 
account for the early fall in pressure, the effect of myocardial weakness 
appearing later. The condition culminates in attacks of acute circulatory 
failure. Where systematic pressure readings have not been taken, minor 
irregularities and intermissions of the heart’s action often afford the first 
warning. True respiratory or sinus arrhythmia, which is so common in child- 
hood and often is exaggerated in diphtheria, should not be confounded with 
the condition now under consideration. Tachycardia and bradycardia are 
both disquieting signs. The heart sounds become modified, the first becoming 
short and soft and the second somewhat accentuated. Reduplication and 
gallop-rhythm may occur. Vomiting without obvious cause is always a 
danger signal. The characteristics of the acute attack are great irregulanty 
and feebleness of the pulse, precordial or epigastric pain, restlessness, rapid 
shallow respiration, slight cyanosis and a sub-normal temperature. The 
mind remains clear. Dilatation of the heart and increase in the size of the 
liver may be evident. Actual dropsy is rare, but sometimes slight cedema 
of the face, chest and feet appears. Albuminuria may supervene or, if already 
present, be much increased; partial suppression of urine occurs. Death 
often results with great suddenness, and should the first attack be survived, 
which is unlikely, a second or even a third may prove fatal. Rarely recovery 
ensues. | 

Death from circulatory failure is an early sequel of severe faucial infec- 
tions, occurring at the end of the first or in the course of the second week. 
Cardiac failure occurring at a later stage of the disease is often associated 
with severe paralytic phenomena, and in some cases, at all events, Js believed 
to be of nervous rather than myogenic origin. Extra systoles, heart-block 
and auricular fibrillation have at times been demonstrated. The absence of 
residual valvular or myocardial lesions after diphtheria is remarkable. 

Diphtheritic paralysis occurs in from 15 to 20 per cent. of cases. It is 
more often localised than general, and rarely complete in degree. Children 
suffer more frequently and more severely than adults. As a general rule the 
extent and severity of the palsy are proportional to the amount of membrane 
which was present. Exceptionally, paralysis of diphtheritic type occurs in 
the absence of recognised infection. The usual time of onset is the end of 
the third or beginning of the fourth week of the disease, but in grave infec- 
tions it may even set in before the fauces are clear of membrane. Widespread 
paralysis rarely declares itself before the end of the fourth week, and paralysis 
of the ataxic type which is rare, often does not appear until the second or 
even third month. For a detailed description see pages 1781-1783. 
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The limited form of diphtheritic paralysis is transitory, its duration being 
measured by days or weeks, but the more widespread paralysis may last for 
months or the best part of a year before recovery is complete. 

Hemiplegia sometimes occurs in diphtheria and is due to occlusion of 
the middle cerebral artery, usually by an embolus. In most cases this 

aralysis is more or less permanent. Much more rarely an embolus from the 
heart lodges in a main artery of a limb, producing gangrene. 

Albuminuria is of common occurrence, but in mild or doubtful cases its 
absence is not sufficient to negative the diagnosis. It is most likely to be 
found about the tenth day, but appears earlier and in greater quantity in 
grave cases. In those who recover, its presence is transitory and no grave 
damage to the kidneys results. At times casts and a little blood may be 
found in the urine, particularly in toxic or asphyxial cases. Acute 
circulatory failure greatly increases the albuminuria and may lead to actual 
se eines of urine. Acetone often appears in the urine during severe 
attacks. 

Pulmonary Complications.—Bronchitis and broncho-pneumonia may 
accompany severe faucial diphtheria, but are more common when the larynx 
is implicated. The cause is more often a secondary infection than the diph- 
theria bacillus. Febrile disturbance, great dyspnoea, cough, and lividity 
are the signs which should suggest implication of the lung. Auscultatory 
signs are often equivocal, owing to laryngeal obstruction or the presence of a 
tracheotomy tube. Massive collapse of the lungs may occur in paralytic 
patients and is often mistaken for acute circulatory failure, pneumonic 
consolidation or pleural effusion. Some degree of acute emphysema is usually 
present when the larynx is obstructed, and surgical emphysema of the 
mediastinal and subcutaneous tissues may follow a difficult tracheotomy. 
As sequels of diphtheria, lobar pneumonia, pleural effusion and empyema are 
rare. 

Otitts media is exceptional and seldom serious. In this respect it stands 
in sharp contrast to the otitis of scarlet fever. Diphtheria bacilli recovered 
from the discharge are often non-virulent (perhaps in 50 per cent. of the 
cases). Diphtheritic membrane is sometimes formed in the auditory meatus. 

Relapse of diphtheria is rare. It occurs in little over 1 per cent. of the 
cases and usually is mild, the membrane being limited to the tonsils and 
rarely spreading to other parts. | 

Diagnosis.—Every inflamed throat, or nasal discharge, particularly in a 
child, should be regarded with suspicion, and clinical diagnosis supplemented 
by bacteriological examination afore antiseptics are applied. Definite 
membrane on one or both tonsils or adjacent parts of the throat is character- 
istic of diphtheria. Tonsillar inflammation, if accompanied by hoarseness 
or rhinorrhcea or albuminuria, is highly suggestive. Some diphtheritic 
throats are very codematous and painful, but as a rule pallor of the mucous 
membrane and absence of pronounced fever and pain are striking features 
of the disease. 

The differential diagnosis between scarlet fever and diphtheria is dis- 
cussed on p. 73. Simple tonsillitis is usually bilateral, and the exudate, 
which is soft and seuinbline rather than membranous, is follicular and limited 
to the surface of the tonsils. Pyrexia and constitutional disturbance are 
More pronounced than in diphtheria, and the tongue is heavily coated. 
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Peritonsillar abscess is more characteristic of simple tonsillitas and the 
secondary tonsillitis of scarlet fever. It seldom occurs in diphtheria. 

Vincent’s angina may produce a greyish film of exudate on one or both 
tonsils, and even invade the adjacent parts of the faucial pillars and the 
soft palate, but the process is rather a shallow necrosis than a true membrane 
formation. Ulceration may be evident at the centre of the deposit ; some- 
times it is widespread and destructive. The mucous membrane of the 
gums and cheeks may also be attacked. The breath has a peculiar and 
offensive odour, but diagnosis should never be based on this alone. The 
large fusiform bacilli and spirilla described by Vincent can be demonstrated. 

Double infections with diphtheria and Vincent’s organisms are not at all 
rare. Thrash, which produces an exudate like milk curd, is recognised by 
detection of the characteristic mycelium. It is a disease of infants and 
gteatly enfeebled adults. 

Membranous angina may occur in glandular fever, leukeemia, or agranulo- 
cytosis. For the differentiation of these, blood-counts as well as throat 
swabbings are necessary. 

Syphilis.—Both in adults with the acquired and children with the inherited 
disease the inflamed throat of secondary syphilis is a cause of confusion. 
The throat is painful and full of mucous secretion. Filmy patches appear 
on the tonsils and pillars of the fauces. The tonsillar glands are swollen and 
there is little or no fever. The rapidity with which ulceration and perfora- 
tion of the palate occur in some cases is striking. The diagnosis is made 
from the history, the presence of other signs of syphilis, failure to find 
diphtheria bacilli, a positive Wassermann reaction and prompt response to 
vigorous anti-syphilitic treatment. 

Other conditions which simulate faucial diphtheria are erysipelatous in- 
flammation, herpes of the soft palate and lesions due to steam, boiling fluids, 
caustics or tonsillectomy. 

Laryngeal diphtheria.—Croupy cough, hoarseness, and stridor in a child 
will always suggest diphtheritic infection. Kxamination may show membrane 
on the fauces. By forcible depression of the base of the tongue with a spatula, 
the epiglottis may often be seen and membrane possibly recognised on its 
edge or surface. Rarely fragments of membrane are ejected on coughing, or 
there may be a history of contact with the disease. All doubtful cases should 
be treated freely with antitoxin, pending confirmation by examination of a 
swab taken from the pharynx as near the glottic aperture as possible, 

Other forms of laryngitis have to be differentiated. They are (1) the 
laryngitis of early measles, distinguished by history, catarrhal symptoms, 
and Koplik’s spots. (2) Simple catarrhal laryngitis ; in this bacteriological 
examination is most essential. The voice may be hoarse, and the cough 
croupy ; nocturnal spasms of dyspnea may occur. Enlarged tonsils and 
adenoids are often present, and sometimes the history of previous attacks is 
obtained. (3) The glottic spasm of laryngismus stridulus is also definitely 
paroxysmal, but although the child crows the voice is not hoarse nor is 
the stridor persistent. Rickets, tetany and convulsions are the accompani- 
ments in Many cases. 

Retro-pharyngeal abscess, when low down, produces considerable laryn- 

eal obstruction. Digital examination of the back of the pharynx reveals 
its presence ; sotietimes the bulging may be seen on inspecting the fauces. 
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Rare causes of laryngeal obstruction ate congenital laryngeal atridor, 
congenital syphilis, cedema of the glottis in renal disease, or resulting from 
inhalation of steam or other irritants, foreign bodies in the larynx, and 
apillomatous growths. These forms of obstruction are differentiated from 
Giphtheria by the history, by careful inspection of the fatrces, followed by 
digital examination, by general examination of the patient and by the 
negative results of bacteriological examination. In adults the laryngoscope 
will give useful information. Direct laryngoscopy is of great value. 

Prognosis.—The important indications yielded by determination of the 
extent and position of the membrane have already been mentioned: the 
more extensive and more persistent this is, the greater is the risk of severe 
toxemia. Cases where the membrane is limited to one, or to parts of both 
tonsils are likely to be mild; when both tonsils are completely covered the 
attack is more grave, but recovery is still probable; when the fauces and 
naso-pharynx are extensively involved, the outlook is very serious. The 
great mortality of laryngeal diphtheria is due to asphyxia and broncho- 
area absorption of toxin from this region being small. Diphtheria 
imited to the nose and not involving the naso-pharynx has a low mortality. 

creed jie of the cervical glands is more or less proportional to the 
extent of the lesion in the fauces and naso-pharynx, and has the same 
prognostic importance. The efficiency of antitoxin treatment and the day 
of its first administration have a most important influence. The mortality 
is almost negligible when antitoxin is administered on the first day of the 
disease, but it increases progressively to 18 or 20 per cent. if administration 
is delayed to the fifth or subsequent days. 

Age also has a preat effect, the disease being very fatal to children in the 
first year of life, and much more serious in children under 5 than in those 
over that age. Septic attacks with much pallor, copious nasal discharge, 
considerable glandular enlargement and profuse albuminuria have a very 
bad prognosis. 

eemorrhagic symptoms, other than slight bleeding from the edge of the 
membrane an. toe y epistaxis, are grave; particularly so, minute cutane- 
ous petechie. Cases such as these hardly ever survive. Repeated vomiting 
after the initial stage, and signs of acute circulatory failure are most ominous. 
The chief danger of paralysis, when this ensues early, is its association with 
acute circulatory failure, but paralysis of the bulbar type is in itself very 
fatal. Failure of the muscles of respiration and liability to broncho-pneu- 
monia and pulmonary collapse constitute the chief dangers of generalised 
paralysis. it the patient survives, patalysis terminates in complete recovery, 
but hemiplegia, which is of vascular origin, may be permanent. 

Treatment.—ProrayLacric.—Convalescents should be isolated for not 
less than 4 weeks from the commencement of the disease, or until three 
negative bacteriological examinations at intervals of a week have been 
obtained. The presence of inflammatory conditions or discharges from the 
throat, nose, eyes or eats is an indication fo: further detention. Skin eruptions 
and whitlows should be carefully treated. 

The period of quarantine advised is 12 days. This may be supplemented 
by bacteriological examinations. Children tom an infected house should 
not be allowed to attend school. Contacts in the home or school often 
become carriers, and should be bactericlogically examined. Olothing and 
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utensils which have been in contact with the sick should, of course, be 
disinfected. | 

When diphtheria breaks out, contacts should be examined for unhealthy 
conditions of throat, nose, ears or skin, and bacteriological examination 
made in all instances, if possible. Opinion with regard to the desirability 
of prophylactic injections of antitoxin is not unanimous. The symptoms of 
dipheherte may be prevented in contacts by the injection of 500 units of 
antitoxin, but this method fails if the subject is already incubating the 
disease, and only affords protection to others for some 3 or 4 weeks. It 
should be realised that antitoxin does not prevent infection, but only the 
toxic results of infection. It militates against active immunisation, and may 
produce a condition of hypersensitiveness to serum, which may have to be 
used subsequently. 

For these reasons, the best authorities are against prophylactic injections 
of antitoxin in contacts and in favour of repeated examinations for signs of 
development of the disease, when antitoxin can be administered at once. 
Meantime, immunisation of susceptible contacts (vide infra) can be initiated, 
since there appears to be no negative phase induced. 

In the Schick test we have a means of determining whether an individual 
is susceptible to diphtheria. If a local inflammatory induration from 1 to 
2 cm. in diameter follows the injection of a minute quantity of diphtheria 
toxin into the skin, susceptibility to the infection is indicated. One-fiftieth 
of the minimum lethal dose (M.L.D.) of toxin for a guinea-pig of 250 grammes 
weight, in 0-2 c.c. of normal saline is the standard dose. At the same time, 
but at another spot, an intradermic injection of heated, and therefore inactive, 
toxin is made, to discount a “‘ pseudo ” reaction due to the foreign protein 
in the solution of toxin. The absence of a reaction to the active toxin indicates 
the presence of more than one-thirtieth of a unit of antitoxin per c.c. in the 
blood, and is a sign of immunity. The injections are usually made into the 
skin of the forearms. The reaction takes 24 to 36 hours to develop, and 
another week to subside. Four types of reaction are possible: (1) Negative, 
(2) Positive, (3) Negative and Pseudo, and (4) Combined Positive and Pseudo. 
These must be discriminated with care. The best time for reading the test is 
36 hours after injection, and again at the end of a week when false reactions 
will have faded and late positive reactions will be detected. 

For immunisation, diphtheria toxin, guarded by antitoxin, was originally 
used. Later, toxin, converted to toxoid by incubation with formalin (ana- 
toxine), replaced this. Toxoid-antitoxin floccules, precipitated by interaction 
of toxoid and antitoxin produce little or no reaction and are effective. For 
the immunisation of children, alum-precipitated toxoid (A.P.T.) is now re- 
commended. Two doses (of 0:5 c.c.) are given intramuscularly, with an inter- 
‘val of 4 weeks between, the first dose acting both as an antigen and as a 
detector of sensitive individuals, For adults, who are more liable than 
children to reactions, toxoid-antitoxin floccules (T.A.F.) are preferable, three 
injections (1 c.c., 1 c.c. and 1-5 c.c.) being administered, with intervals 
between them of 3 or 4 weeks. Susceptibility to reaction may be detected 
by intradermal injection of 0-2 c.c. of diluted toxoid (Moloney test). The 
development of active immunity takes about 6 weeks. This immunity is 
protracted, but its exact duration cannot yet be specified. Most children 
under 6 years are susceptible and the ideal time for immunisation is in the 
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pre-school period, after the first year of life. When the proportion of 
vaccinated children in a community reaches 70 to 80 per cent. a great reduc- 
tion of incidence of diphtheria, perhaps to zero, may be expected. 

When dealing with outbreaks of diphtheria in wards or institutions, 
swabs should be taken from the throats and noses of the inmates, and Schick 
tests performed. The negative reactors are then isolated. They will pro- 
bably include a dangerous chronic carrier as proved by the virulence test. 
The positive reactors may be immunised with A.P.T. Virulent bacilli in the 
Schick positive group indicate precocious carriers or who will soon sicken 
with the disease. 

Chronic. carriers are a great source of difficulty. The bacilli cannot be 
eradicated by local application to the throat or by the administration of 
antitoxin or vaceines. Ifthe tonsils are unhealthy, they should be enucleated 
and adenoids removed ; this is often successful. Carriers should spend as 
much time in the fresh air and sunlight as possible. Before condemning a 
carrier to isolation, the virulence of the organisms should be tested. 

CuraTIVE.—The patient should be isolated and strict recumbency en- 
joined. Diphtheria antitoxin must be injected without delay, the result 
of bacteriological examination not being awaited in any case in which the 
diagnosis is reasonably certain. It is very important the patient should 
receive the first dose of serum not later than the third day of the disease ; 
the earlier it is given the better the result, but at whatever stage the presence 
of membrane indicates prompt dosage. The amount required depends, 
not on the age, but on the duration of the disease, the extent of the membrane 
and the degree of toxemia. For mild cases on the first or second day 8000 
units are sufficient ; in more severe cases the dose should be 20,000 units. 
In severe faucial and naso-pharyngeal diphtheria and in infections of the 
larynx, 20,000 units should be the initial dose, repeated in 12 hours if the 
membrane still shows a disposition to extend, or the laryngeal symptoms 
are not relieved. Cases coming under observation after the third day of ill- 
ness require larger doses than those seen earlier. In very severe infections 
and those complicated by pulmonary lesions, enormous doses have been 
recommended; The advocates of these larger doses claim a diminished 
mortality, a reduction of paralytic complications and a speedier convalescence. 

Antitoxin should never be given by mouth or rectum. Intramuscular 
injection is more effectual than subcutaneous, and should replace it. In 
severe, advanced, and hemorrhagic infections, the antitoxin should be 
given intravenously, undiluted and at blood heat. Injection should be very 
slow, through a fine needle. The patient is then wrapped in warm blankets, 
hot water bottles applied, and the foot of the bed raised, since rigor and 
collapse may follow. Fifty thousand or more units may be given in this way, 
followed by intravenous injection of 20 grammes of anhydrous dextrose 
in the form of a 50 per cent. solution in normal saline, supplemented by 
20,000 units of antitoxin intramuscularly into the buttock or outer side of the | 
thigh. In cases which do not respond the injection is repeated after 12 hours. 
Strict aseptic precautions should always be observed. 

Antitoxin treatment may be followed by certain sequels due to horse 
serum. These are less frequent when concentrated antitoxin is used. They 
usually occur a week or more after injection and take the form of erythematous, 
morbilliform, or urticarial eruptions, appearing first in the vicinity of the 
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puncture. Fever, vomiting, arthritic pains or slight joint effusions may 
accompany the rash. The tonsils may again become inflamed (angina redux) 
and albuminuria may occur. The rashes and other symptoms are transient 
but may recur. Aspirin often affords much relief, and the cutaneous irrita- 
tion may be allayed by weak carbolic lotions. On rare occasions rigor, 
dyspnea and collapse follow the injection immediately, and death has been 
known to occur. These symptoms are anaphylactic in nature and may occur 
if the patient has been sensitised by injection of serum a few weeks pre- 
viously, or quite apart from this. Asthmatics are said to be particularly 
liable to them. When it is necessary to administer antitoxin in such circum- 
stances, a preliminary injection of 5 minims should be given and the effect 
watched. if no symptoms occur within an hour the full injection may be 
employed, otherwise desensitisation is necessary. . 

Absolute recumbency is essential in the treatment of diphtheria. For 
the mildest case a fortnight is not too long, in the average case at least a 
month, and for severe infections longer. When the patient is first allowed 
to sit up in bed the effect on the pulse should be carefully noted. No patient 
should be allowed to sit up whose pulse is irregular or who has recently 
vomited. The detection of paralytic symptoms is also an indication for 
rest. 

Local applications to the fauces and nose are of minor importance. In 
cases characterised by fetor the free chlorine lotion is of use. When douching 
is resisted it is better to omit it altogether. 

In laryngeal diphtheria prompt administration of antitoxin and the use 
of a steam tent will generally obviate the necessity of operative interference ; 
but tracheotomy, intubation or laryngeal aspiration should not be postponed, 
if restlessness, dyspnoea and recession of the chest wall are present, or paroxys- 
mal dyspnea has supervened. 

Intubation is suitable for the milder type of case, but constant skilled 
supervision is necessary, a8 the tube may be ejected. As a rule, tracheotomy 
is preferable, especially if the fauces and naso-pharynx are much involved. 
Tracheotomy as a sequel to intubation has a very high mortality on account 
of the class of case in which it becomes necessary. After tracheotomy or 
intubation the patient is usually placed in a steam tent and the arms secured 
by light splints or other means. Cough on swallowing is obviated by using 
thickened foods or by nasal feeding. A method of feeding with the head 
lying lower than the body is often successful in intubated patients. If all 
goes well an attempt should be made to dispense with the tracheotomy or 
intubation tube on the third day, sometimes even sooner. Patients must 
be watched constantly when the tube is first removed. In cases where 
the tracheotomy is dry and no secretion occurs, an alkaline spray is 
useful. 

Circulatory failure is treated by removing all pillows, raising the foot of 
the bed on blocks and applying a binder to the abdomen. The most absolute 
rest and perfect quietude are essential. A combination of atropine, strychnine 
and adrenaline has the best reputation as a circulatory stimulant in these 
cases (atropine sulphate, gr. s$5 ; strychnine sulphate, gr. ,1,; adrenaline 
solution, 1 in 1000, min. 5). The solution is made up to 10 minims with 
sterile water and injected every 4 hours or more often if necessary. At the 
same time, as vomiting often precludes feeding by the mouth, a 5 per cent. 
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solution of glucose in hot normal saline should be.given by the bowel. Other 
circulatory stimulants and brandy are also advocated. When marked 
acetonzmia is present, 10 grains of sodium bicarbonate dissolved in 1 ounce 
of water should be given by mouth or rectum every 4 hours. 

Paralysis calls for careful nursing and feeding, with avoidance of mus- 
cular exertion, but patients with palatine paralysis only may be allowed up 
after 10 days if the condition is stationary. Massage and electricity may 
be useful during convalescence, but should be avoided in the early stages. 
Hypodermic injection of strychnine is possibly of some use, The administra- 
tion of vitamin B, (aneurine hydrochloride ; thiamine hydrochloride, U.S.P.) 
is said to expedite recovery. The daily administration of antitoxin in doses 
of 1000 to 2000 units is advocated, but is of very doubtful utility. Exten- 
sive respiratory paralysis necessitates artificial respiration with a Drinker or 
Bragg-Paul apparatus. Active collapse of the lung in diphtheria may be 
mistaken for acute circulatory failure if its special diagnostic signs are not 
borne in mind. 

During the acute stage of diphtheria and also when albuminuria is present, 
milk is the best food. Solids may be allowed quite early in convalescence. 
When swallowing provokes coughing, the milk should be thickened with 
isinglass or cornflour. When pharyngeal paralysis is present, the patient 
should be fed by rectum, or better, through a large soft cesophageal tube or 
by nasal catheter. 

The occurrence of anaphylaxis after injection of antitoxin is treated by 
injection of adrenaline, and by artificial respiration ; by some adrenaline is 
given before injection of serum, as a prophylactic. 
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Synonym.—Pertussis. 

Definition.—An acute specific disease of high infectivity, characterised 
by catarrh of the respiratory tract, combined with periodically recurring 
laryngeal spasms of distinctive type and other signs of nervous 
excitability. 

Etiology.—Whooping-cough is mainly a disease of temperate climates, 
being rarer and less severe in hot countries. Spring and autumn are the 
seasons of its maximum prevalence, and also of its greatest mortality, chiefly 
owing to respiratory complications ; but the disease may also occur in the 
warmer months, even in epidemic form. It is more prevalent in cities and 
industrial centres than in the population of rural districts. Persons of all 
ages, if unprotected by a previous attack, are susceptible to the infection ; 
a number of cases have been recorded in patients over 60 and a few in patients 
over 80 years of age, but whooping-cough is essentially a disease of childhood. 
Moreover, it shows a stronger tendency to attack children under 2 years than 
does any other specific disease, and the death-rate is highest for this group, 
especially in infants of the first year. Most attacks occur before the age of 
10 years. The foetus in utero has been known to contract the infection from 
its mother, and to show the characteristic symptoms soon after birth. More 
females than males are attacked. The frequency with which whooping- 
cough follows an attack of measles is Rohe Gry: 

Infectivity is greatest during the catarrhal and early paroxysmal stages ; 
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but its exact duration is a matter of dispute. On rare occasions convalescents 
are said to have acted as carriers of the disease. 

The infection is usually direct, being conveyed by the mucous droplets 
expelled by the cough. Since the bacillus can resist drying for several weeks 
the disease may also be conveyed by fomites, but this is uncommon. One 
attack almost invariably confers lifelong immunity. 

BactEerioLocy.—Of the various organisms which have been alleged to be 
the causal agents, the bacillus of Bordet and Gengou (Haemophilus pertussis) 
has the strongest claims to acceptance. This is a minute, slender rod closely 
allied to the bacilli of the influenza group. It is Gram-negative, and only 
flourishes on artificial media which contain blood or serum. It grows best at 
blood heat. Cultures are most easily obtained from the small pellets of viscid 
mucus which are expectorated at the end of a paroxysm of coughing. The 
blood of convalescents agglutinates the bacilli. 

There are no post-mortem appearances which are distinctive, the changes 
found after death being due to complications. Of these, congestion of the 
air-passages and broncho-pneumonia are the most common, and are accom- 
panied by general acute vesicular emphysema. The tracheo-bronchial lymph 
glands are usually soft and swollen. 

The paroxysmal cough is attributed to hyperesthesia of the respiratory 
mucous membrane and to heightened excitability of the vagus nerve. 

Symptoms.—The incubation period is difficult to fix with accuracy, owing 
to the insidious nature of the onset and the delayed appearance of the char- 
acteristic whoop, but it is most probably 13 to 15 days. Extremes of 3 days 
and over 3 weeks have been claimed. During a typical attack three stages 
may be recognised—the catarrhal, the paroxysmal, and the convalescent. 

The catarrhal stage lasts from seven days to a fortnight—it is febrile, 
and in many ways resembles a somewhat severe respiratory catarth ; 
but the cough is more troublesome and generally accompanied by some 
sonorous and sibilant rhonchi. Recognition of the disease at this stage 
is difficult unless the patient is known to have been exposed to the infection. 
Suggestive signs towards the end of the period are a tendency of the cough 
to assume a paroxysmal character, with greater severity at night, giving rise 
to suffusion of the face and occasionally culminating in vomiting. Bacterio- 
logical investigation by cough plate and the detection of lymphocytosis will 
assist early diagnosis. 

When the paroxysmal stage is reached the disease is unmistakable. 
Fever will usually have subsided; but the cough occurs in paroxysmal 
bouts, often spontaneous, but frequently the result of external stimuli, 
such as excitement, draughts, the ingestion of food or examination of 
the throat. Several paroxysms may occur in quick succession with 
longer or shorter intervening periods of freedom. The victim knows 
when the cough is impending, and may attempt to suppress it. If lying in 
bed a child will sit up, if about he may run to his mother or nurse. A brief, 
deep inspiration is followed by a rapid succession of short coughs, with 
open mouth and protruded tongue, which are continued until the chest 
is almost emptied of air. The face becomes congested or livid, the super- 
ficial veins are engorged, and the eyes fill with tears. The eyeballs 
protrude, the skin is bathed in sweat, and suffocation a fi im- 
minent ; but relief is suddenly afforded by relaxation of the laryngeal. 
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spasm and the oecurrence of the whoop, a long-drawn crowing in- 
spiration, which refills the lungs with air. The paroxysm then recurs, and 
may be repeated several times, leaving the child perspiring and exhausted. 
The bout often terminates with the discharge from the air-passages of a pellet 
of viscid, transparent mucus. A quantity of thin sticky secretion, which is 
sometimes blood-stained, may also flow from the mouth and nose. During 
the fits of coughing, which often last for 2 or 3 minutes, the child may faint 
or become convulsed and insensible. The contents of the stomach are often 
ejected, and the urine may be voided; in some instances incontinence of 
feeces occurs. Epistaxis is not uncommon in the more severe attacks. 
Subconjunctival hemorrhage may occur, and petechie appear in the skin of 
the eyelids and other parts. Rarely the membrana tympani is ruptured, and 
blood escapes from the ear. In infants asphyxia may occur and call for 
artificial respiration. 

In the early paroxysmal stage the cough is only occasional, but its 
frequency soon increases, and in a case of moderate severity from 15 to 20 
paroxysms occur in the 24 hours; in some attacks, however, they are much 
more numerous. They are characteristically most frequent and most severe 
at night. 

Physical examination of the chest at this stage will still reveal signs of 
diffuse bronchitis ; but this is now accompanied by a greater or less degree of 
acute emphysema and a moderate degree of abdominal distension is not un- 
common. The forcible protrusion of the tongue over the lower incisor teeth 
often produces a shallow ulcer on the frenum lingue. 

The duration of the paroxysmal stage is from 3 to 10 weeks, and after 
this convalescence begins. Whooping-cough is more prolonged in winter 
than in summer, and its duration is increased if complications ensue. After 
the whoop has ceased a fresh attack of respiratory catarrh may cause it to 
reappear; but this should not properly be regarded as a relapse, and does not 
render the patient again infectious. 

The blood shows a leucocytosis even in the early catarrhal stage. Both 

olymorphonuclear cells and lymphocytes share in the increase; but the 
ymphocytes are increased out of proportion to the other cells; a typical 
count would be 15,000 to 25,000 white cells per c.c. with from 50 to 70 per 
cent. lymphocytes. Myelocytes may also make their appearance. The 
leucocytosis is said to be increased after each paroxysm of coughing, and the 
highest counts to be found during convulsions. The supervention of 
pneumonia increases the polymorphonuclear cells. 

Course.—Attacks vary in their severity and duration. Mild infections 
may run their whole course in a week or two, whilst severe ones may last 
several months. As mentioned above, the number of paroxysms in 24 hours 
is some measure of the severity. The danger of supervention of complications 
is broadly proportional to the severity of the attack. When whooping-cough 
occurs in the adult the whoop is much less conspicuous, and may be entirely 
absent, the disease being characterised by violent fits of coughing with a 
sense of impending suffocation. Cyanosis, vomiting, and even temporary 
attacks of unconsciousness may occur and subcutaneous ecchymoses appear. 
The legs may become cedematous and muscle rupture may ensue from the° 
violence of the cough, which retains its paroxysmal character and nocturnal 
severity. In infants, too, the whoop may be very imperfectly developed. 
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Complications.—These belong mainly to the parokysmal stage of the 
disease—they are partly mechanical and partly inflammatory in nature. 
The most serious are excessive voniiting, broncho-pneumonia and con- 
vulsions. 

When the paroxysms of coughing are frequent and severe, excessive 
vomiting may lead to great emaciation and exhaustion. Diarrhea and ileo- 
colitis may also occur, mainly in younger children, and during the summer 
months. 

Pulmonary complications are frequent, and are more common during the 
winter. A mild general bronchitis with general, but temporary, acute 
emphysema is the rule, and is of but little moment. Capillary bronchitis 
or broncho-pneumonia, with pulmonary collapse, is much more serious. 
It usually occurs at the height of the paroxysmal stage, and is 
responsible for two-thirds of the deaths. Interstitial emphysema of the 
lung may result from rupture of an air cell during coughing, but is only likely 
to be recognised when it overflows into the root of the neck and the connective 
tissue of the chest wall. Bronchiolectasis is an occasional sequel of the 
disease. 

A single convulsion may prove of little importance, but convulsive states 
in the form of whooping-cough eclampsia constitute a deadly complica- 
tion, which is seen chiefly in infants and young children. The convulsions 
occur after prolonged paroxysms of coughing or as a terminal event, but on 
occasions they may precede a paroxysm or occur in the intervals. Their 
cause is much disputed. It is tempting to associate them with the encephalitis 
of measles, mumps, small-pox, and other infectious diseases. Degenerative 
changes have been found in the nerve cella of the cornu ammonis and basal 
ganglia, and also in the Purkinje cells of the cerebellum. 

Coma or paralysis of varying duration and extent may follow convul- 
sions. Hemiplegia, aphasia, paralysis of ocular nerves, or defects of sight, 
hearing and intelligence sometimes supervene, and bulbar paralysis and 
polyneuritis have been recorded. Defect in vision is sometimes due to 
retinal hemorrhage or detachment. 

The strain of the recurrent paroxysms of coughing may induce dilatation 
of the right ventricle of the heart, subconjunctival hemorrhages, cutaneous 
petechix, epistaxis, bleeding from the mouth or ears, hemoptysis, and 
hemorrhage on the surface or less commonly in the substance of the 
brain. Other results are the appearances of herniw and prolapse of the 
rectum. 

True nephritis is rare, but albuminuria may appear. Glycosuria is 
occasionally seen. 

An unhealthy condition of the naso-pharynx may persist after the 
cough has subsided, and no other disease except measles has such a bad 
reputation as whooping-cough as a forerunner of tuberculous mani- 
festations. 

Diagnosis.—In the absence of known exposure to infection, diagnosis 
may be impossible until the whoop is heard; but the significance of a 
peek cough, worse at night and terminating in vomiting, should not 

e overlooked. The disproportion between the violence of the cough and 
the accompanying physical signs in the chest is also noteworthy. When 
broncho-pneumonia does supervene the whoop may cease. In infants the 
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cough may be paroxysmal and asphyxiating, but the whoop not developed ; 
in such cases, as also in adults when the whoop is absent, the diagnosis may 
be cleared up by the occurrence of infection in contacts. 

Bacteriological diagnosis may be effected by receiving the invisible 
droplets ejected during a natural paroxysm of coughing on a modified Bordet- 
Gengou culture medium in a Petri dish, held 6 inches in front of the mouth. 
The medium consists of defibrinated blood-agar, human blood being used 
by preference. The growth should be recognisable in 48 to 72 hours as small 
glistening colonies of minute ovoid, Gram-negative rods or cocco-bacilli, 
frequently paired. More than one exposure may be necessary. A negative 
result does not necessarily exclude whooping-cough. The bacteriological 
method may also be applied to determine the cessation of infectivity, three 
negative results on successive days being accepted as wrepeach 

The spasmodic cough of bronchial gland irritation and of adenoids is apt 
to be paroxysmal, but the whoop is wanting. The same observation applies 
to the obstinately recurrent coughs of influenza and bronchiolectasis. In 
children, jaryngeal inflammation of catarrhal or of syphilitic origin may induce 

aroxysms of cough and laryngeal spasms, but the tone of the cough at once 
indicates its laryngeal origin. Conversely, whooping-cough in its early 
stages, if accompanied by an unusual amount of laryngeal catarrh, may be 
confused with the laryngitis of measles or of diphtheria. 

‘In the catarrhal stage the malaise, cough, pyrexia and slight fullness of 
the abdomen with perhaps some irregularity of the bowels, may arouse 
unfounded suspicions of early general tuberculosis. 

The leucocytosis of whooping-cough, which is considerable in the early 
stages, may prove of assistance in the early diagnosis of the disease, especially 
if combined with sputa teeming with slender Gram-negative organisms like 
influenza bacilli. The count should, of course, be compared with that normal 
for the child’s age. An authentic history of a previous attack puts whooping- 
cough for all practical purposes out of court, second attacks being excessively 
rare. 
The presence of the sublingual ulcer is only to be expected after the 
incisors have appeared. Occasionally it is seen in other conditions of 
persistent cough. 

Prognosis.—Whooping-cough is a much more serious malady among 
the children of the poor, and in those suffering from malnutrition, nckets, 
tuberculosis, or a predisposition to chest troubles, than it is to healthy 
children in comfortable circumstances. Apart from this, age constitutes the 
most important prognostic factor. Infants and children under 3 years of 
age suffer a considerable mortality, which for the first 12 months of life is 
estimated at 25 per cent. The mortality decreases rapidly after the third 
year, and after 10 years of age is insignificant. Hence it is found that 
more than two-thirds of the deaths from whooping-cough occur during the 
first year of life, the younger the infant the worse being the outlook. Of 
complications, broncho-pneumonia causes most of the deaths, occurring 
chiefly in the winter months. In the summer, iieo-colitis comes into 
prominence. 

Convulsions, especially if repeated, are of grave omen. Death at times 
ocouns suddenly from asphyxia due to sustained laryngeal spasm, or from 
heart failure or intracranial hemorrhage. When tuberculous lesions are 
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present these may be stirred into activity by the infection, and especial care 
1s necessary. 

A cautious prognosis should be given with regard to paralytic sequels, 
since in a number of cases these prove permanent. 

Treatment.—Isolation should be enforced. Free ventilation with abund- 
ance of fresh air is desirable, and gives better results than confinement in a 
close room and the inhalation of medicated vapours. In the absence of fever, 
older patients may be allowed up and out as much as possible, provided 
isolation can be maintained. In suitable weather continuous open-air 
treatment may be adopted even for those patients who are confined to their 
beds. It is especially valuable in broncho-pneumonia. A light binder should 
support the abdomen, and the clothing be loose and not too heavy. When 
lung complications are present a jacket of gauze tissue should be worn. The 
diet should be light and digestible, excess of starchy and saccharine food being 
avoided. When vomiting is persistent it is a good rule to administer food in 
small quantities shortly after the paroxysms of coughing. Overloading the 
stomach may aggravate the cough. A diet of milk or whey may be considered 
in some instances. Orange juice with glucose may be given freely. Rectal 
feeding is very unsatisfactory. The chest may be rubbed as a routine with 
some stimulating liniment. 

As regards drugs, there is no specific, although quinine or euquinine in 
large doses have been recommended. During the catarrhal stage simple 
expectorant mixtures are sufficient, and later the paroxysms may be modified 
by such sedatives as bromide, belladonna, phenazone, bromoform, chloral, 
paregoric and heroin, all of which have their advocates. Perhaps belladonna 
In increasing doses (2 or 3 minims four-hourly cautiously increased until 
the pupils are widely dilated) and phenazone are the most generally useful ; 
the latter may be given to a child in doses of 1 or 2 grains with small doses 
of potassium fodide and expectorants every 4 or 6 hours. Remarkable 
amelioration of the cough and vomiting may be effected by the use of repeated 
heavy doses of sodium bicarbonate, the urine being made and kept fully 
alkaline. It is claimed that intramuscular injections of ether in doses of 
1 or 2 c.c. given every 2 days reduce the number of paroxysms. Vaccine 
treatment with the Bordet-Gengou bacillus is still on its trial. Its prophy- 
lactic is greater than its curative value. Attention should be paid to the 
condition of the nose and throat, and adenoids removed as soon as possible, 
since they tend to maintain the cough. During convalescence, tonics and a 
change to the seaside are advisable. 

Complications should be treated on genera] lines. Obstinate vomiting 
needs careful feeding, and hydrochloride of cocaine in quarter-grain doses 
3 times a day, or intramuscular injections of soluble phenobarbitone 
(gardenal sodium, luminal sodium). Gastric lavage with 0°6 per cent. solution 
of sodium bicarbonate may help. Asphyxial attacks may be treated by 
pushing forward the lower jaw and applying artificial respiration. Inhala- 
tion of CO, is said to be of good effect. Intubation has been practised in 
some very severe cases. Convulsions call for the mustard-bath or hot pack, 
with chloral and bromide by the rectum, or an enema of paraldehyde in olive 
oil. A whiff of chloroform may give relief, and sometimes lumbar puncture 
with free escape of cerebro-spinal fluid is effective. In broncho-pneumonia 
sulphonamides may prove effective. 
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The injection of the serum of convalescents, on the same lines as in 
measles and in similar doses (q.v.), has been advocated as a prophylactic 
but has proved disappointing. 

Although the infectivity of the paroxysmal stage, especially of its latter 
part, is problematical patients soul be isolated for 5 weeks from the 
commencement of the whoop, provided the paroxysmal cough and whoop 
have ceased for a fortnight; or, better, until the infecting organism has 
disappeared, which may occur after 3 weeks of illness, or a week or two later. 
The quarantine period for non-immune contacts is 21 days. Disinfection of 
rooms and clothing is desirable. 

CHARLES R. Box. 


BACILLARY DYSENTERY 


Definition.—An acute inflammation of the colon sometimes culminating 
in coagulation necrosis of the mucosa, caused by specific dysentery bacilli 
and characterised clinically in the acute stages by fever and frequent, small, 
mucoid, muco-sanguineous, or muco-purulent stools associated with tenesmus 
and griping. 

fEtiology.—No country is exempt, and natives and Europeans of all ages 
and both sexes are susceptible. Overcrowding, intercurrent disease, deficient 
dietary, and malnutrition predispose. Even in Europe Flexner or Sonne 
dysentery bacilli cause epidemics in military barracks, prisons and asylums, 
and along with Morgan’s bacillus No. 1 are responsible for certain outbreaks 
of summer diarrhoea in children. Dysentery is prevalent in the tropics, 
especially during the early summer, rainy season, and autumn months, and 
is spread by fecal contamination of food or water, either directly from an 
infected individual or indirectly by the house fly. . 

Dysentery occurring in epidemic form is always of bacillary origin. Boyd, 
who has recently reclassified the organisms causing bacillary dysentery, 
recognises two non-mannitol fermenting bacilli, B. dysenterre Shiga and 
B. dysenterve Schmitz. Of the mannitol fermenting dysentery bacilli there is 
B. dysenterie Sonne, which is a late lactose fermentor, and two groups of 
non-lactose fermenting organisms which include six types of B. dysenieria@ 
Flexner, ¢.e. I, I], III, IV, V and VI, and three types of B. dysenterve Boyd, 
t.e. 1, IL and II, The latter types have been found in India, and probably 
have a much wider geographical distribution. 

Pathology.—The large intestine is the site of an acute inflammatory 
reaction, especially involving the sigmoid flexure, rectum, and cecum, and 
in fulminating Shiga cases the mucosa may be converted into a greyish-white 
or greenish gangrenous membrane. Rarely the ileum is involved. Initially 
there is redness, injection of vessels, hemorrhages and muco-purulent exuda- 
tion ; the mucosa becomes infiltrated with fibrin and in severe cases coagula- 
tion necrosis results. Localised exfoliation leads to multiple superficial 
ulcers, often situated transversely on the mucosal folds and separated by 
congested, red, oedematous mucous membrane. Generally, healing takes 
place without scarring and recovery is complete. Occasionally chronic 
dysentery occurs, and then there is considerable thickening and rigidity of 
the bowel wall with decrease in its lumen. Ulcers may be found, but more 
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frequently a chronic granular proctitis and colitis, especially involving the 
distal portion of the gut, result. 

Symptoms.—The clinical features vary with the resistance of the patient 
and the type of invading organism, Sonne infections being often mild, Shiga 
infections severe. Flexner infections vary in severity but may be rapidly 
fatal in infants in whom frequent greenish fluid stools are passed containing 
typical cytological exudate. Toxemia and dehydration play an important 
réle in the clinical picture. Catarrhal, acute, and fulminating types are 
encountered, as well as entero-dysentery and chronic dysentery. The in- 
cubation period is 1 to 7 days, and in acute cases the onset is generally sudden, 
with fever, possibly preceded by a chill. Nausea, retching, vomiting, and 
headache are common. Colicky abdominal pain occurs, and there are 
frequent small dysenteric stools associated with straining and tenesmus due 
to sphincteric spasm. The bowels may be opened from five to fifty times daily. 
As toxemia increases the cheeks become flushed, the expression anxious, the 
temperature higher, the pulse more rapid and the tongue coated and yellow. 
Restlessness, mental confusion, and even delirium may ensue. Dehydration 
produces ap increase in the nervous symptoms, associated with thirst, pinch- 
ing of the features, sunken eyes, dry brown tongue, decrease in urinary 
secretion, increase in blood urea, collapse of the peripheral veins, and in 
infants depressed fontanelles. If acidosis develops the breathing becomes 
a deep and often irregular. The severest cases may die in a state of 
collapse with subnormal temperature and cold, blue extremities. Mild 
catarrhal cases may show neither fever nor any serious indisposition, mild 
transient diarrhoea with brown fluid stools being the only sign. In the ordinary 
acute cases the stools rapidly lose their feculent character and consist of 
odourless, gelatinous mucus admixed with bright red blood; later they be- 
come He dak ies and as recovery ensues bile-stained fecal matter 
reappears. .In the early stages the abdominal muscles may be held rigid, 
but later the contracted sigmoid may be palpated ; localised pain and tender- 
ness are infrequent owing to the absence of peritoneal involvement. The 
temperature, at first remittent, may become intermittent later, but with 
appropriate treatment it generally subsides in 1 to 2 weeks. Persistent fever 
means persistent infection and calls for rigorous treatment. 

Entero-dysentery is associated with involvement of the terminal ileum, 
and if, as rarely happens, the rectum and sigmoid escape, tenesmus may be 
absent and the mucoid stools less typically dysenteric than usual. The onset 
is sudden, vomiting is severe, toxic features are marked, there is a high 
temperature, the mouth and tongue are covered with sordes, and a typhoidal 
state develops. In the worst cases watery, choleraic-like stools appear, and the 
patient may die early with collapse symptoms and a aibmounal weainentae. 

Complications and Sequelz.—Dysentery bacilli do not penetrate deeply 
or invade the blood stream, and local complications, such as perforation and 
stricture, are not met with. Joint and eye complications are attributable to 
dysentery toxins, and filtrates of Shiga cultures produce similar lesions when 
injected into animals, Acute conjunctivitis, irido-cyclitis and iritis may 
occur, while generalised peri-arthritis and effusions into the joints are not 
uncommon, especially in convalescence from Shiga infections ; their duration 
is variable, but, though arthritis and fever may persist for several weeks or 
even months, permanent deformity is rare, Neuritis, terminal intussuscep- 
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tion, especially in children, and parotitis and broncho-pneumonia due to 
secondary coccal infection, may be encountered. Colonic dysfunction follow- 
ing acute dysentery may take the form of constipation in some cases, while in 
others post-dysenteric diarrhoea or looseness of the bowels due to an “ irritable 
colon” is found: the latter is distinguished from chronic dysentery by an 
absence of cellular exudate and the negative sigmoidoscopic picture. 

Course.—Fulminating Shiga cases may die rapidly of toxemia and de- 
hydration, but with appropriate treatment the temperature generally becomes 
normal in less than two weeks. The natural tendency in all types of dysentery 
is toward complete recovery, the bowel being restored to a normal condition. 
Rarely chronic dysentery develops. 

Chronic Dysentery.—There is a history of typical acute dysentery, often 
inadequately treated, from which the patient has never really completely 
recovered. The stools remain more frequent than usual, are foul-smelling, 
and contain mucus, muco-pus or blood. During exacerbations fever may 
recur; such patients become miserable and emaciated ; in some instances 
they develop anemia, cedema of the lower limbs, and are liable to succumb 
from intercurrent disease. The abdomen is scaphoid, and the spastic, thick- 
ened, descending colon palpable. Dysentery bacilli are isolated with difficulty, 
even during exacerbations, and Cunningham was only successful in finding 
them in 26-7 per cent. of his Indian cases. 

Diagnosis.—The clinical history and physical examination of the patient 
generally suggest the diagnosis, while the more acute onset, severer pyrexia, 
greater urgency of the bowel symptoms, and the character of the mucoid 
stools containing bright red blood, help to differentiate it from amoebic 
dysentery. Immediate microscopic examination will show an absence of 
Entameba histolytica, a predominance of polymorphonuclear leucocytes, and 
frequently the presence of non-motile macrophage cells which must not be 
confused with amceba. Stools for culture must contain mucoid exudate, be 
absolutely fresh, uncontaminated by urine and antiseptic, and these, if 
examined in the first few days of illness, yield a high proportion of positive 
results. Treatment, however, should never be delayed pending cultural find- 
ings in a severe case. 

Sigmoidoscopy is indispensable in the diagnosis of chronic dysentery. 
During the acute stages this examination is rarely indicated, and the slightest 
pressure of the instrument on the inflamed mucosa causes bleeding. [f, 
however, the bowel be examined at that time uniformly diffuse reddening 
and hyperemia of the mucosa associated with blood-stained mucus will be 
found, while in severe cases the greenish-white necrotic membrane is diag- 
nostic. Later, as the membrane separates, shallow, serpiginous ulcers may 
be observed, located transversely on the mucosal folds, and surrounded by 
congested, red, oedematous mucous membrane. In chronic dysentery these 
ulcers may persist, but more commonly the mucosa, which is largely replaced 
by granulation tissue, shows a red, hyperemic, granular surface, bleeding 
readily on instrumentation, which is ed more difficult by the thickened, 
rigid, spastic condition of the bowel wall. 

Prognosis.—Dysentery, particularly Shiga infection, is a serious disease 
which demands prompt treatment, and in some epidemics the mortality rate 
is very high. Infants and young children, the aged, and people who are 
semi-starved or suffering from intercurrent disease, do badly. : 
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Treatment.—PropHyLactic.—As the disease is spread by water and food, 
contaminated either directly from a patient or healthy carrier or indirectly 
by flies, prophylactic measures similar to those adopted in enteric fever are 
indicated. Unfortunately no satisfactory prophylactic vaccine is available. 

Curative.—Treatment is directed towards conserving the energy of the 
patient, resting the bowel by a low residue dietary, relieving intestinal and 
systemic toxemia and dehydration. Rest in bed is essential, and if a bed 
pan proves too exhausting the buttocks should be well padded with tow. 
Special attention should be directed to the hygiene of the mouth and to 
pees bed sores. Drei: Warm feeds (5 to 10 oz.) should be given two- 

ourly. Only water is permitted for the first day, followed by albumin and 
barley water, expressed meat juice, clear soups, and jellies. Later, sprulac, 
arrowroot and sago pudding are allowed. Lactose is useful. Milk is not 
well borne and alcohol is contra-indicated. Aperients: a preliminary dose of 
castor oil (min. 240) with tinct. opii. min. 15 is given, followed by sodium sul- 
phate (gr. 60),every two to three hours until the stools lose their dysenteric 
character. Enemata of 1 per cent. saline or 1-5 per cent. sodium bicarbonate 
(2 pints) are also useful in eliminating toxic material. Anti-dysenteric serum 
is only of value early in the disease, and in severe Shiga infections it should 
be immediately injected intravenously. A potent monovalent anti-Shiga 
serum should bs used, but the optimum dosage expressed in international 
units has not yet been determined. Bacteriophage treatment has been dis- 
appointing. Dehydration is treated by intravenous injection of Rogers’ 
hypertonic saline, normal saline, or 5 per cent. dextrose in physiological saline 
(1 to 2 pints). Adrenaline (0:5 c.c. of 1/1000 solution) may be added in cases 
of collapse. Symptomatic treatment: griping and tenesmus may be relieved 
by hot fomentations, turpentine stupes, morphine suppositories, and starch 
and opium enemata; animal charcoal and kaolin may be useful for gaseous 
distension. Complications are treated as they arise. 

For chronic bacillary cases treatment is often unsatisfactory. A high 
calorie, high vitamin, low residue diet is advisable, and autogenous strepto- 
coccal vaccines may be tried. Rectal lavage with saline, sodium bicarbonate 
and chiniofon (quinoxyl, yatren) (1/40), silver protein (1/500), potassium 
permanganate (1/5000), and eusol may prove useful. Alternatively a 5 per 
cent. suspension of bismuth subgallate in 4-8 oz. of olive oil may be injected 
daily. Iron and whole liver may be used for the anemia, and blood 
transfusion is sometimes most helpful. As a last resort, appendicostomy, 
ceecostomy, or even ileostomy, may be advisable in intractable cases; lavage 
with antiseptic solutions is thus permitted, while, in addition, the last two 
operations rest the large bowel and so aid healing. 

For Amalbic Dysentery, see p. 262. 


CHOLERA 


Definition.—A specific disease due to Koch’s comma vibrio, characterised 
clinically by violent vomiting, painless diarrhoea with copious rice-water 
stools, dehydration, cramps and urinary suppression. 

JEtiology.—Cholera exists endemically m certain far Eastern countries, 
arid especially in India, where Rogers has demonstrated three main endemic 
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foci from which epidemics spread in the spring and summer through move- 
ments of pilgrims who acquire the disease from infected water. Deficient 
rainfall results in scanty and bad water supplies, and generally precedes 
epidemics in India. Herding of people in famine camps also favours out- 
breaks. Occasionally cholera has reached Europe. People of different race, 
sex and age are all susceptible. The disease itself is generally water-borne, 
and is caused by the Vibrio comma described by Koch (1883). Carriers, who 
ass vibrios in the stools, need not necessarily have had clinical cholera. 
lies also disseminate the disease by contaminating food, milk, etc., with 
infected feces.. Cholera vibrios occur in great numbers in the rice-water 
stools, but disappear in over 90 per cent. of patients within 10 days. Phage 
is said to be absent from the stools of the most virulent cases, and present 
in mild and convalescent cases. It is also claimed that bacteriophage may 
convert virulent highly agglutinable vibrios into non-agglutinable ones. 

Pathology.—After death rigor mortis sets in early, and a post-mortem 
rise of temperature is common; the blood is thick and tarry. The small 
intestines are collapsed and shrunken, the mucosa is denuded of its epithelial 
lining, congested, perhaps hemorrhagic, and the lymphoid follicles enlarged. 
The stomach and liver are congested, and the gall-bladder distended with 
viscid, thick bile, difficult to expel—hence absence of bile in the intestine. 
The kidneys show swelling, congestion and ee the spleen is small 
and shrunken, and the lungs collapsed and dry. The comma vibrio is readily 
isolated from the contents of the small intestine and occasionally from the 
urine, gall-bladder and lungs. 

As a result of denudation of intestinal epithelium fluid pours out from the 
blood vessels into the lumen of the bowel, and cholera endotoxins are absorbed 
into the circulation. This toxemia and fluid loss underlie the pathological 
findings and clinical picture. Diarrhoea and vomiting lead to chloride deple- 
tion, to decrease in blood volume with increased viscosity of the blood, 
and to tissue dehydration. Biochemical investigations show reduced blood 
chloride, diminished plasma alkalinity, phosphate retention and increased 
blood urea. A polycythemia of 6 to 8 million red corpuscles per c.mm. 
and a leucocytosis of from 15,000-20,000 per c.mm. are found; hematocrit 
estimations have shown an average loss in serum of 35 per cent. im mild and 
64 per cent. in severe cases. Finally the weakened heart may prove incapable 
of pamping the viscid blood through the damaged kidneys and anuria may 
result. 

Symptoms.—The incubation period is 2 to 5 days. Castellani and 
Chalmers describe 5 clinical types. (1) Ambulatory cases. (2) Choleraic 
dtarrhaa. (3) Cholerine: the patient suddenly develops severe abdominal 
pains, passes numerous feculent motions, then typical rice-water stools 
followed by rapid recovery. (4) Cholera stcca: the patient becomes rapidly 
collapsed and dies before the typical gastro-intestinal features develop. 
(5) Cholera gravis: typical cholera, constituting 95 per cent. of the cases in 
most epidemics. When cholera is prevalent the only safe rule is to treat 
every case of diarrhoea as suspect until proved otherwise. Laboratory con- 
firmation in all atypical cases should be sought. Three more or less well- 
defined stages are described. (1) The preliminary diarrhwa: In this stage— 
infrequent in Indian e idemnics=coliely abdominal pain, looseness of the 
bowels, headache, vomiting and mental depression may be present for 24 hours. 
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(2) The collapse stage: Once diarrhea has really started, all fecal matter 
rapidly disappears, to be replaced by copious, colourless, rice-water stools 
containing fis s of epithelium. Watery vomiting also occurs and several 
quarts of fluid may be lost in a few hours. Cramps, starting in the hands 
and feet, now appear and soon involve the extremities. Thirst, restlessness 
and collapse become extreme, the skin is cold, blue and wrinkled, and the 
face pinched The voice becomes husky, the respiration rapid, the tempera- 
ture subnormal, the blood pressure markedly lowered (systolic 55-70 mm.), 
the peripheral veins depleted and collapsed and the pulse imperceptible. 
The urine is diminished, contains albumin and casts, ai uremia with sup- 
pression and acidosis may follow. Collapse is extreme and only prompt 
treatment can save the patient. (3) Period of reaction: With recovery, the 
temperature rises, the heart’s action and blood pressure improve, the urine 
increases, diarrhoea decreases and abdominal pain disappears. In less favour- 
able cases, especially where the collapse stage has been prolonged, the circula- 
tory recovery may not be sufficient to restore nal function and fatal 
uremia results. Or again, the improved circulation may lead to an over- 
whelming absorption of cholera toxin from the damaged gut with hyper- 
pyrexia and death. . 

Complications and Sequelz.—Cardiac failure in convalescence, per- 
sistent cramps, broncho-pneumonia, enteritis, nephritis and cholecystitis may 
require special medical treatment ; parotitis and abscesses need early surgical 
incision. Abortion and premature delivery are not infrequent, and formerly, 
before dehydration could be effectively treated, sloughing of the cornea and 
gangrene of the toes, fingers, penis and scrotum were encountered (Rogers). 

iagnosis.— During an epidemic little difficulty arises, but in atypical 
and sporadic cases the diagnosis will largely ees hee on a positive culture. 
Cholera nostras of temperate climates, the choleraic forms of malaria and 
dysentery, ptomaine, arsenic and perchloride of mercury poisoning have all 
to be differentiated. 

Prognosis.—The mortality rate has varied in different epidemics from 
30 to 80 per cent., being most fatal at the start. Modern treatment has 
reduced it to about 20 per cent. Over 90 per cent. of cases admitted with 
a blood pressure above 70 mm. recover. Young children, pregnant women, 
aged and debilitated people, alcoholics and chronic nephritics do badly. A 
severe and prolonge polls pee stage, ursmic symptoms and hyperpyrexia 
are unfavourable, but with modern treatment these can often be avoided. 

Treatment.—Propyytacrio.—During epidemics cholera vaccine is 
valuable, affording temporary immunity (6 months). When feasible 1,000,000 
dead vibrios in 1 c.c. are inoculated, and a week later this dose is doubled. 
Unboiled milk and water and uncooked foods, salads and raw fruit must be 
avoided. Wells should be disinfected immediately an outbreak occurs. 
Houses should be fly-proof, food covered, and drinking vessels and eating 
utensils cleaned in boiling water and dried by heat. The value of cholera 
bacteriophage, both in prevention and treatment, is uncertain. Many 
different types of phage have been isolated, but no unanimity of opinion has 
yet been reached. 

Curative.—The patient is kept strictly in bed and practically starved 
for the first few days, but water with or without glucose and barley water 
are freely given. Efforts may be made to destroy cholera toxin by calcium 
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permanganate (grs. 2 every + hour for 8 doses, then half-hourly), and large 
doses of kaolm per os. The Japanese claim to have used cholera antiserum 
with benefit. Kssentially treatment consists, as Rogers points out, in re- 

lacing fluids and salts lost from the blood by appropriate imtravenous 
bn ections whenever a rise m the specific gravity of the blood above the 
normal 1056-1058 occurs. A blood pressure below 70 mm., especially if 
associated with cyanosis, restlessness, cramps and cold extremities, also 
necessitates transfusion. Rogers advoeates two solutions: (a) Hypertonic 
saline (sodium chloride, 120 grs.; calcium chloride, 4 grs.; water, 1 pint) 
for remforcing blood volume and chloride loss, and (5) an alkaline solution 
(sodium bicarbonate, 180 grs.; sodium chloride, 90 grs.; water, 1 pint) to 
counteract acidosis and uremia. More recently physiological saline, 0-9 per 
cent., has yielded excellent results. During the collapse stage 1 pint of (6) is 
first given and the total quantity as estimated from the eae gravity is 
made up with Rogers’ hypertonic saline solution. Thus a specific gravity of 
1063-1064 calls for three pints, and between 1065-1070 for 4 to 6 pints, the 
aim being to keep the figure below 1060. Injections must be repeated as 
often as the specific gravity of the blood rises to or above 1063, or the blood 
pressure falls to 70 mm. As much as 31] pints of saline has been given in the 
course of 4 days, with recovery. If the rectal temperature is elevated, the 
temperature of the injected fluid should not exceed 80° F. (room temperature 
in the tropics) to avoid hyperpyrexia. In the reaction stage cold sponging 
is advisable whenever the temperature exceeds 103° F., and while the blood 
pressure remains below 100 mm. pituitary (posterior lobe) extract (1 o.c. t.i.d.) 
is useful. Threatened urmmia is treated by dry cupping, alkaline solution 
per rectum, and by injections of 5 to 10 per cent. dextrose intravenously. 
Complications are dealt with as they arise. As the patient improves farin- 
aceous foods are allowed, but proteins and extractives must be withheld 
until renal fanction is quite normal. 


LEPROSY 


Definition.—Leprosy is a chronic bacillary disease of low infectivit 
peculiar to man, caused by the Mycobacterium lepra, and associated wi 
characteristic lesions involving the skin and mucous membranes (nodular 
type), and the nerves (anzsthetic type). Infection, however, may remain 
latent and clinical manifestations never appear. 

fEtiology.—The disease has a widespread geographical distribution, 
occurring in Egypt, Asia, Africa, West Indies and the Pacific Islands, etc. 
It is not hereditary, and individuals of any age, sex and race may be attacked. 
Children are more susceptible than adults. The Mycobacterium lepre was 
discovered by Hansen in 1874 ; it is a non-motile, acid-fast bacillus occurring 
in large clumps in skin lepromata, septal ulcers and nasal mucus, and has 
never been cultivated with certainty. The mode of spread is unknown, but 
intimate contact with lepers is essential ;| a history of attendance on lepers, 
of living in the same house, sleeping in the same bed, or sexual connection is 
frequently obtained. Only 3 per cent. of people, however, living with lepers 
develop the disease. 

Pathology.—Leprosy bacilli spread through the lymphatics of the corium 
and subcutaneous tissues, producing granulomata of the skin and infection 
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of lymph glands; the nasal and buccal mucous membrane, the eye, larynx 
and internal organs, such as the liver, lungs and testicles, may be similarly 
involved and bacilli found. The nerves may swell, turn a reddish-grey 
colour, and undergo an axonal degeneration; scanty bacilli may be demon- 
strated in the endo- and perineurium. Paralysis, muscular atrophy and 
deformity follow. 

Symptoms.—There are three main types of the disease—(1) nodular 
or cutaneous leprosy; (2) anssthetic, neural or nerve leprosy; (3) mixed 
leprosy. The incubation period is uncertain, being 1 to 5 years in most cases, 
though occasionally persons develop it a few months after coming into an 
infected area. Often bacilli remain latent for years, and intercurrent disease 
may be necessary to precipitate clinical leprosy. 

1, Nopuxar or Curangous Leprosy.—This is the low resistant type, in 
which there is gross infection of both skin and nerves; the neural signs are 
mild, since the invading organisms fail to elicit any marked response from 
nerve tissue (Muir). Prodromata, which are marked, include leprotic fever, 
rigors, sweating, progressive weakness, diarrhea, alternating dryness 
and hypersecretion of the nasal mucosa and epistaxis. The first positive 
evidence is the primary exanthem, involving especially the face, buttocks, 
legs or arms, commencing as a slightly raised erythematous macule which 
later shows dissociation of sensation and absence of sweating ; it may dis- 
appear, leaving some brownish discoloration, but soon fever recurs with a 
fresh eruption, and bacilli may be found in the blood. After one or two 
recurrences reddish-brown elastic nodules appear, often at the site of the 
old macular rash, and these may become more generalised. Only the dorsal 
surfaces of the hands and feet are affected. The face acquires a leonine 
aspect from the enlarged nose, lobes of the ear and pendulous cheeks. The 
hair is often lost, especially on the outer third of the eyebrows, the nipples 
become prominent, the breasts may hypertrophy, and the mucous membrane 
of the nose, pharynx and larynx may be affected. Leprotic nodules often 
involve the cornea and iris. The further history varies; the nodules may 
remain stationary, disappear or break down and suppurate. Ulcers may 
form on the eye, causing blindness, and the larynx and pharynx may be 
destroyed. 

2. ANZSTHETIO LePpRosy.—This is a highly resistant type, in which the 
infection of skin and nerves is less, yet the neural signs are more prominent 
since the reaction in nerve tissue is more marked (Muir). Prodromata consist 
of mental depression, chilliness and malaise with neuralgic pains and parss- 
thesias, involving the ulnar, peroneal and facial nerves. Numbness of the 
hands and feet, anesthesia of ulnar distribution, and macula, giving rise to 
flat, anesthetic patches resembling ringworm may be the first indications. 
These anssthetic patches may commence as erythematous or pigmented or 
depigmented areas and ultimately become dry and hairless. A quiescent 
stage may now set in until definite nerve lesions appear. Demonstrable 
fusiform enlargement, especially of the ulnar and great auricular nerves 
may develop, and wasting of the hypothenar eminence associated with 
contraction of the third and fourth fingers is often seen. Muscular palsies 
and trophic lesions of the skin, nails and bones, including perforating ulcers, 
are common, and atrophies and contractures like claw hand may ensue. 
Necrosis or interstitial absorption of the small bones occur, and fingers and 
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toes may disappear. The fifth and seventh cranial nerves are sometimes 
attacked, and ectropion of the lower lid, followed by corneal ulceration, is 
common. 

3. Mixep Leprosy.—Many cases ultimately become mixed in type, the 
nodular and nervous features either developing together or following one 
another. Tuberculoid leprosy—so called owing to its histological resemblance 
to tuberculosis—is encountered in patients with a high resistance. The 
lesions consist of raised plaques or of macules with raised margins: anzsthesia 
is well marked, and the nerve branch supplying the area is often thickened. 

Diagnosis.—Clumps of lepra bacilli which have to be distinguished 
from tubercle can often be demonstrated in nasal mucus, in scrapings obtained 
from nasal ulcers using a speculum, and in the serous exudate from granulomata 
of the skin. The “snip method ”’ of removing a small piece of skin with 
curved scissors, especially from the lobe of the ear, and making smears from 
its under-surface, is valuable. Gland puncture may also reveal bacilli. In 
pure nerve cases they can rarely be found unless portions of the nerves be 
examined. The differential diagnosis includes in nodular leprosy, lupus 
vulgaris, skin tuberculosis, syphilis and yaws; and in the anesthetic type, 
syringomyelia, Morvan’s disease, progressive muscular atrophy, peripheral 
neuritis, cervical rib, ainhum, scleroderma, and Raynaud’s disease. 

Prognosis.—This is by no means good in more advanced cases, though 
with earlier diagnosis and modern treatment the disease may be arrested, 
the expectancy of life increased and cases sometimes cured. Muir states that 
if the patient can tolerate maximal treatment and maintain a sedimentation 
rate below 10 a good prognosis can generally be given. Nodular leprosy is 
particularly prone to such complications as tuberculosis, renal disease and 
pneumonia, and laryngeal and visceral involvement are serious. 

Treatment.—PRopHy.Lactic.—Lepers must be excluded from acting as 
cooks, waiters, etc., and segregation properly and humanely carried out is 
best for all parties concerned. Contacts who have lived in the same houses 
as lepers should be bacteriologically examined every few months for at least 
5 years. 

CuraTive.—As in tuberculosis, the first essential is to increase the general 
resistance of the patient by good food, fresh air, regulated exercise, and to 
eradicate intercurrent diseases such as ancylostomiasis, malaria, etc. The 
confidence and active co-operation of the patient are essential. According 
to Muir the erythrocyte-sedimentation test affords a valuable index to the 
patient’s resistance, slow sedimentation being favourable. Only when the 
resistance is high, and the general state of health satisfactory, should special 
drugs be used with the object of clearing up lepromata, otherwise lepra 
reactions, with increase in the local lesions, fever and bacillemia in nodular 
leprosy and agonising pain in nerve cases, may develop. Too large and too 
frequent treatments with special drugs are dangerous, the aim being to avoid 
lepra reactions and to keep the health of the patient at the highest level. 
Special drugs: the oils of the hydnocarpus and chaulmoogra group have 
been in use for centuries. Chaulmoogra oil (oleum chaulmoogre) is expressed 
from the fresh ripe seeds of Hydnocarpus Kurzit (King N.O. Bixinie), that 
of hydnocarpus from Hydnocar Wightiana and H. anthelmintica. The 
crude oil is given by the mouth in 10 minim doses t.id., being gradually 
increased to 60 to 120 mins. per day. Intramuscular injections may be given, 
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but penetration of a vein may lead to a fatal fat embolism. Antileprol, 
8 mixture of the ethy! esters of the various unsaturated acids of chaulmoogra, 
is given in capsules, each containing 1 gram, the dosage being 1 to 3 grams 
daily after meals. McDonald and Dean have used weekly intramuscular 
injections of Moogrol (ethyl chaulmoograte), beginning with 1 c.c. and 
increasing by 1 o.c. every third injection up to a total of 6 c.c. Alepol 
(sodium hydnocarpate), 1 to 5 o.c. of a 3 per cent. solution, can be given 
subcutaneously or intramuscularly without pain; for intravenous injections 
a 1 per cent. solution is used. The latest treatment advocated by Muir 
consists of the intradermal injection of the skin lesions with sterilised H. 
Wightiana oil, which is heated to 55° C. before use to reduce its viscosity ; 
the injection is made with a short guarded needle inserted at an acute angle 
for 2 or3 mm. The dosage varies, according to the tolerance of the patient, 
from 0°5 to 5-0 c.c. once or twice a week. From 0:03 to 0:06 c.c. is injected 
at each puncture, and some 80 to 100 punctures are required to inject 5 c.c. 
Six months may be necessary to infiltrate once all the affected skin, while 
another disadvantage is the pain it may produce. Hydnocarpus oil injected 
intradermally is stated to act as a local irritant stimulating phagocytosis 
and possibly antibody reaction from the absorption of lepromatous material, 
while protein shock effects may also be so induced. Whatever its action, the 
dosage must be carefully graded and only given when resistance is high. 

Any erythematous or raised appearances of the skin or thickened and 
tender nerves indicate activity of the disease, and cases should be free from 
Myco. lepre for at least 2 years before discharge ; even then it is not possible 
to say whether the condition is really cured or merely arrested, for leprosy 
is notoriously a disease of remissions. 

Lepra reaction should be treated with diaphoretics such as aspirin, 
phenacetin, hot drinks, and calcium and alkalis in large doses; small doses 
of tartar emetic (0-02 to 0-04 gram every second day) and protein shock may 
be useful; in nerve leprosy the agonising pain may be relieved by 
adrenaline intramuscularly or ephedrine given orally or by infiltration of the 
nerve. 

Potassium iodide is a dangerous drug, but Muir uses it in the late stages 
of treatment when the resistance is high and the case has become bacteria- 
free. Diathermy is of value in subacute and chronic nerve lesions. If the 
ulnar nerve is bound down to bone—especially at the elbow—freeing adhesions 
and linear incision of the sheath with or without removal of fibrous tissue 
may bring relief. Abscesses occurring in the ulnar or other nerves should be 
incised ; drainage is rarely needed. 


MELIOIDOSIS 


Definition.—A fatal disease, resembling glanders in symptoms and 
athology, caused by Bacillus whitmori ; it has been found in Burma, British 
slaya, Cochin China and Ceylon, and is primarily a disease of rodents ; 
the mode of human infection is unknown. 
Pathology.—The characteristic lesions are small caseous nodules which 
sometimes coalesce, forming large honeycombed abscesses in the viscera. 
The lungs, liver, spleen and, less commonly, the intestines and kidneys may 
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be implicated, while pustules and bulla may involve the skin. B. whitmort 
is readily cultivated from these lesions as well as from the blood during the 
septiceamic stage, but the safety-pin-like bipolar staining organisms are 
scanty in smears of the pus obtained from the nodules. 

Symptoms.—In severe cases the vomiting, purging and collapse may 
simulate cholera, and death from septicemia may occur in 3 days; other cases 
may show remittent and intermittent pyrexia for weeks and months. The 
clinical picture varies with the organ predominantly attacked, and according 
to Stanton and Fletcher the clinical types may resemble: (1) plague; (2) 
broncho-pneumonia ; (3) typhoid or malaria; (4) liver abscess ; (5) infective 
endocarditis or general tuberculosis ; (6) pyelitis. 

Diagnosis.—This is always difficult clinically, and is dependent on the 
cultivation of the organisms from the blood, sputum, urine, cerebro-spinal 
fluid or material aspirated from the liver or spleen. Only 10 per cent. of 
cases have been diagnosed during life. 

Treatment.—In man the disease is almost invariably fatal, only two 
cases having recovered. Autogenous vaccines are worth a trial, but neither 
vaccines nor anti-sera possess protective power in infected animals. 


PLAGUE 


Definition.— Plague is primarily a disease of rodents caused by the 
Pasteurella pestis. Transmitted to man by rat fleas, it runs a rapid course 
with high fever, and a marked tendency to septicemia and tender enlarge- 
ment of lymphatic glands. More rarely a pneumonic form develops. 

fEtiology.—Plague may occur anywhere; it is more common in sub- 
tropical regions, but towards the equator tends to die out. High tem- 
peratures and a dry atmosphere or high saturation deficiency reduce its 
incidence in the hot weather in India by killing the flea vector. It spread 
from Hong-Kong to India, Egypt and Japan in 1896, and 3 years later to 
the Philippines and South America. People of any race, age or sex are 
susceptible. The plague bacillus, Pasteurella pestis, was isolated by Kitasato 
and Yersin in 1894. It is readily cultured, and is a short, Gram-negative 
rod showing bipolar staining. Guinea pigs and other laboratory animals are 
susceptible. Rat fleas, especially Xenopsylla cheopis, which have fed on the 
blood. of infected rodents such as the large grey rat (Rattus norvegicus) and 
the smaller black rat (Rattus rattus), desert these animals after death and 
inoculate man by regurgitating Past. pestis during the act of biting and 
sucking blood. Epidemics in rats invariably precede human epidemics, and 
an extension of plague to man can be accurately foretold 2 or 3 weeks before- 
hand from a rising curve of infection in the rat population. Pneumonic plague, 
on the other hand, is intensely infectious, baie directly transmitted by 
droplet spray infection from person to person. Doctors and nurses often 
acquired the disease during the Manchurian epidemic. 

Pathology.— At the site of entrance, especially in resistant cases, plague 
bacilli may occasionally produce a primary vesicle. Generally the adjacent 
chain of lymph glands are acutely inflamed (primary bubo) while others 
are secondarily involved. Frequently bacilli enter the circulation, pro- 
ducing various degrees of septicemia and in the most fulminating cases 
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primary buboes may be absent altogether. The toxic substances elaborated 
by Past. pestis also affect the endothelial lining of the blood vessels, giving 
rise to congestion and hemorrhage in the mucous and serous membranes 
and skin, while the cardiac muscle shows fatty degeneration and the right 
heart is dilated. On section the primary bubo shows intense congestion 
and hemorrhage, with periglandular, gelatinous and hemorrhagic cedema 
matting adjacent glands together. More distant glands, secondarily impli- 
cated, are congested and greyish-red in colour, Bacilli are numerous in the 
early stages and also often occur in the spleen and blood. The liver and 
kidneys are congested, showing cloudy swelling and fatty change, and 
fibrinous thrombi may be present in the Malpighian tufts. The spleen, which 
is 2 or 3 times its normal size, is hyperemic and often hemorrhagic. 
The meninges are very congested and hemorrhages may occur in the brain. 
Pneumonic plague starts as a broncho-pneumonia, but later may involve the 
entire lobe; pleural ecchymoses, congestion of the bronchial tree and 
involvement of the bronchial glands are characteristic. 

Symptoms.—The incubation period varies from 2 to 12 days, generally 
being 3 to 4 days. In severer infections there is a marked tendency toward 
septicemia and in the types of pestis major a sudden onset with chill or rigors, 
irregular high fever, nausea, vomiting, cardiac wealness and great mental 
prostration is characteristic. Splenomegaly and also hemorrhagic rashes 
may occur, hence the ancient synonym “ black death.” Nine clinical types 
have been described. 

(1) Busonic.—Prodromata include backache, pains in the limbs, and 
mental depression, but generally the onset is abrupt and the constitutional 
features severe. The blurred speech, reeling gait, and mental dullness 
may suggest alcoholic intoxication. Examination reveals fever, injected 
conjunctive, rapid soft pulse; the urine contains albumin, and the blood 
count shows a moderate leucocytosis. On the second or third day a 
tender primary bubo appears, the affected group of glands (femoral and 
inguinal = 70 per cent.; axillary = 20 per cent.; submaxillary and 
cervical=10 per cent.) rapidly swelling to the size of a hen’s egg or larger. 
Pain is severe and suppuration generally occurs during the second week. 
Death usually eventuates between the third and fifth day; with recovery 
the symptoms gradually ameliorate, but convalescence tends to be pro- 
tracted. Secondary broncho-pneumonia may occur, and the sequele include 
sepsis, carbuncles, etc. 

(2) Szrricamic.—The disease is rapidly fatal; there may be spleno- 
megaly and slight general enlargement of lymphatic glands, but no bubo. 
Frontal headache, fever and vomiting are characteristic, but in the severest 
cases there may be only a slight rise of temperature. Cutaneous petechie and 
meleena may be noted. The diagnosis is made by a positive blood culture. 

(3) PNzumonic.—Chill and a rapid rise of temperature occur at onset, 
followed by headache, dizziness, pains in the limbs, clouding of conscious- 
ness, pain and tightness in the chest, with cough and expectoration of a 
copious, sanguineous, watery sputum teeming with plague bacilli. Dyspnoca 
with cyanosis, crepitations, and possibly areas of diminished resonance are 
found. Cardiac failure is common and death almost invariably occurs 
within 4 days. 

(4) InTESTINAL.—A rare form, described by Wilm in the Hong-Kong 
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epidemic of 1896, as an intestinal disorder with vomiting, incessant purging, 
and liquid, offensive, bile-stained stools often mixed with blood. Buboes 
were absent, but pathological lesions were present in the intestine. 

(5) CurzBraL.—In this type, which may resemble cerebral malaria, the 
mental hebetude characteristic of ordinary bubonic plague progresses to 
delirium, convulsions and coma. Definite plague meningitis has also been 
recorded, and may run a chronic course. 

(6) CetiuLo-Curangovus.—Carbuncles appear having a necrosed and 
ulcerated centre, with a hard edge surrounded by a red areola, sometimes 
covered with minute vesicles. The condition is distinguished from coccal 
carbuncle by the demonstration of Past. pestis. 

(7) VesicuLaR oR VarioLoip.—In this form the vesicles and pustules 
may be so abundant as to simulate varicella. Past. pestis is readily isolated 
from the vesicles. 

(8) ANGINAL OR ToNnSsILLAR.—Cervical buboes may implicate the tonsils, 
or violent plague tonsillitis and pharyngitis, with secondary cervical adenitis, 
may arise from killing vermin with the teeth—a habit of Indians in Ecuador. 

(9) ABORTIVE OR AMBULATORY (Pestts minor)—Such cases are common 
in all epidemics: buboes develop and may suppurate or be absorbed without 
serious indisposition or fever, or the lymph glands may simply swell and 
become painful, associated with transient headache. 

Complications.—Acute bubonic cases may develop plague septicemia 
or pneumonia with fatal results, or after the fever has disappeared the local 
buboes may become indolent and take many weeks to heal. Broncho- 
pneumonia and septic complications such as subcutaneous abscesses, cellulitis, 
adenitis and parotitis sometimes ensue. 

Diagnosis.—Bubonic plague early in an epidemic may need to be differ- 
entiated from climatic bubo, chancroid or syphilitic buboes, rat-bite fever, 
and possibly tularemia. Gland puncture reveals bipolar bacilli on culture 
or in smears, the crucial test being transmission of plague to the white rat 
by smearing infective material on its skin. In pneumonic plague herpes 
is absent and the sputum is sanguinolent and watery, not viscid and rusty 
as in pneumonia: furthermore it is teeming with plague bacilli. Septicsemic 
plague is diagnosable only by positive hemo-culture. 

rognosis.—Pneumonic and pure septicemic plague are practically 
always fatal. In bubonic plague the mortality rate is much higher in natives 
(75-80 per cent.) than in Europeans (25-30 per cent.), and axillary buboes 
are less favourable than inguinal ones. Positive heemo-culture is of serious 
significance, and Liston showed that where the bacilli exceed 40 per I c.c. of 
blood, death almost invariably resulted. 

Treatment.—ProrHyLactic.—This consists essentially in the destruction 
of rats and fleas, in preventing their coming into contact with man, and 
im increasing individual resistance by Haffkine’s prophylactic vaccine, which 
gives an immunity lasting 6 to 12 months or more. The building of rat- 
proof houses and grain stores, rat destruction by poisoning and trapping, 
fumigation of ships with sulphur dioxide and hydrocyanic gas, and evacua- 
tion of infected villages and houses during epidemics are all important 
measures in controlling the spread of plague. 

CuraTivE.—Bed rest, liquid diet, and careful nursing are essential. Specific 
treatment, with large doses of antiplague serum intravenously during the 
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first two days has been advocated (Yersin and Lustig), and recently workers 
at the Haffkine Institute, Bombay, have produced a potent antiplague 
serum from horses which is yielding promising results. It is given in doses 
of 20 c.c., and repeated till a total of 60-160 0.0. are administered. Treatment 
with sulphapyridine (M. and B. 693) and sulphathiazole (M. and B. 760) is 
under trial; preliminary experiments on animals suggest they may be 
valuable. The buboes should be treated by hot fomentations, kaolin poultice, 
or belladonna and glycerin applications with early incision when suppuration 
occurs. Morphine may be necessary for the pain. Stimulants and cardiac 
tonics should be used early, and intravenous injections of dextrose may he 
of value. 


UNDULANT FEVER or BRUCELLIASIS 


Synonyms .—Malta or Mediterranean Fever; Abortus Fever. 

Definition.—An endemic or epidemic disease characterised clinically by 
prolonged fever with 4 tendency to long wavy relapses, splenomegaly, 
transient painful swellings of the joints, neuralgia and secondary anemia, 
In Malta Brucella melitensis, conveyed in goat’s milk, proved the causative 
organism, but indistinguishable diseases of widespread geographical dis- 
tribution may be caused by the bovine and porcine strains of Br, abortus. 

fEtiology.—Undulant fever of caprine origin is endemic in the Mediter- 
ranean basin, in the Red Sea littoral, in South and West Africa, and in the 
goat-raising regions of Texas, Arizona and New Mexico. In the Kast it is 
found in India, Assam, Hong-Kong and China; in the West in the West 
Indies, Porto Rico, and northern countries of South America. The indigenous 
population sometimes appears to have a certain immunity to the disease, 
as in Malta, where the Maltese, prior to the boiling of goats’ milk by the 
garrison, were less affected than finglish soldiers and sailors. All ages and 
both sexes appear equally susceptible, and in Malta, at least, the disease 
proved more prevalent in the dry summer months. 

Bruce, in 1886, isolated Br. melitensis from cases of undulant fever 
and experimentally reproduced the disease in monkeys. Lighteen years 
later it was proved that infection was conveyed in goats’ milk. The organism 
causes a bacterismia and may be isolated from the blood, bile, feces, urine 
and milk. Primarily it is a disease of goats which, while themselves showing 
few symptoms, may yield a good quality mulk containing large numbers 
of Br. melitensis. Other varieties include the bovine and porcine strains of Br. 
abortus, and are only distinguishable by agglutinin-absorption tests. The 
latter organism, which infects the chorionic cells, causes contagious abortion 
of swine and cattle, and produces a disease in man indistinguishable from 
undulant fever; it has been reported from the United States, Europe, 
Southern Rhodesia, South Africa, etc., is of bovine or porcine origin, and is 
contracted from cow’s milk or contact with carcases, infected animals or 
their excreta. 

Pathology.—The disease is essentially a bacterismia and organisms 
may be isolated from the blood, spleen and lymph glands at autopsy. The 

leen is constantly enlarged, averaging about 20 ounces in weight. Some- 
times the mesenteric glands appear swollen, but there is no ulceration of 
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Peyer's patches. The liver, kidneys and pulmonary bases show con- 
gestion, and occasionally broncho-pneumonia and glomerular nephritis 
are found. 

Symptoms.—The incubation period is about 14 days, but may last a 
longer or shorter period. Monkeys develop fever 5 days after subcutaneous 
inoculation, and 15 days after ingestion of infected material. Five clinical 
varieties are recognised by Hughes: (1) Ambulatory; (2) Undulant; (3) 
Intermittent ; (4) Continuous ; (5) Malignant. 

(1) AMBULATORY OR Mi_p.—In some cages the symptoms are so slight that 
infected persons go on with their work as usual; in others there are slight 
fever and minor symptoms which disappear rapidly, serum tests alone 
indicating infection. Out of 525 dock hands examined by Shaw in Malta, 
79 gave positive agglutinin reactions, whilst 9 out of 22 of those specially 
tested showed the organism either in the blood or urine or both. Such cases 
constitute human carriers. 

(2) UnpuLanT oR ORpINaRY.—The onset is generally insidious like 
typhoid, and the symptoms often resemble those seen in other fevers, but the 
temperature chart is characteristic. Bouts of fever lasting 2 or 3 weeks alter- 
nate with periods of remission, so producing the typical undulant fever chart. 
Illness in the ordinary case lasts 3 to 4 months, the extremes being 3 weeks 
to several years. The fever is often associated with profuse sweating, lassi- 
tude, secondary ansmia, debility and transient painful swelling of the 
joints resembling rheumatic fever, but not responding to salicylates. Enlarge- 
ment and tenderness of the spleen and liver also occur, and neuralgic pains, 
especially involving the intercostal and sciatic nerve, are common. The 
tongue has a central white fur, and anorexia, flatulence, abdominal dis- 
comfort and constipation are often troublesome features. The leucocyte 
count is generally normal, but there is a relative lymphocytosis; the urine 
may contain albumin. After running a more or less chronic course, the 
remissions become more prolonged, the febrile exacerbations less high, and 
recovery gradually ensues. No patient should be regarded as convalescent, 
however, until the temperature and pulse have been normal for at least a 
fortnight and all other symptoms have disappeared. Neuritis, debility and 
anemia may persist for a considerable period. 7 

(3) INTERMITTENT Typr.—There is a swinging temperature resembling 
benign tertian malaria, a normal morning temperature being succeeded by a 
sudden afternoon rise to 105° F. or higher, accompanied by chilliness and 
a definite rigor; by evening the temperature falls again with drenching 
sweats. The condition is differentiated from malaria by the absence of 
parasites. 

(4) Continuous Typre.—Here there is continuous fever for a period of 
from one to three months. 

(5) Mauienant Type.—The patient is attacked suddenly with high fever, 
severe generalised pains, diarrhoea and vomiting. Broncho-pneumonia, 
cardiac weakness and a typhoidal state frequently develop, while hyper- 
pyrexia may percede death. 

Complications.—These include bronchitis, broncho-pneumonia, neuritis, 
parotitis, orchitis in the male and mastitis in the female. Purpura and 
suppurative osteitis have also been described. Menorrhagia, abortion or 
premature labour may also result. 

5 
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Diagnosis.—-The differential diagnosis includes the enteric fevers, acute 
rheumatism, malaria, kala, azar, tuberculosis, subacute bacterial endocarditis, 
thoracic lymphadenoma associated with the Pel-Ebstein syndrome, ameebic 
abscess of the liver and occult pyogenic infections. Macroscopic agglutina- 
tion reactions are of great diagnostic value after the first fortnight of fever, 
the serum being tested in an ascending series of dilutions (1/25—1/1000) against 
dead Brucella emulsions. Absorption of agglutinin may be necessary to 
distinguish infections with Br. melitensis and Br. abortus respectively. Blood 
culture in liver infusion broth is often positive for Br. melitensis, and the 
period of examination should extend over a fortnight before reporting the 
result as negative. Br. abortus must be grown in an atmosphere of 10 per 
cent. carbon dioxide or, better still, 1 c.c. of suspected blood is inoculated 
into the peritoneal cavity of a guinea-pig, culture from the peritoneal cavity 
being generally positive in about a week and from the spleen at a later date. 
Burnet’s intradermal test is frequently positive ; it is characterised by the 
development of localised redness and cedema some six hours after inocula- 
tion, the reaction lasting 1 to 2 days. 

Prognosis.— Mortality rates of from 2 to 9 per cent. have been recorded. 
Death generally results in malignant cases during the first three weeks of 
fever. At any time, however, fatal recrudescence may occur, a typhoidal 
state, broncho-pneumonia, cardiac failure and hyperpyrexia being grave 
signs. Chronic cases may present great debility, emaciation, anemia and 
neuritis. 

Treatment.—PropHy.actic.—-Laboratory workers should be very careful 
in handling Brucella cultures for, as in tularemia, infection is easily acquired. 
Adequate boiling of goats’ milk renders it safe, but its prohibition in endemic 
centres and the destruction of infected animals are, more effective. Cream 
and cheese may also convey infection. In the case of B. abortus the 
disease may arise from cows’ milk or the carcasses or excreta of bovines 
and porcines. 

Curative.—Careful nursing and a nourishing dietary which should include 
milk puddings, eggs, fish, fruit juice, yeast and other vitamin-containing 
foods, are desirable. Cool sponging is indicated whenever the temperature 
exceeds 103° F. Specific therapy is still under trial. Anti-undulant fever 
serum has been favourably reported on, as has also immune-transfusion in 
the form of a direct transfusion of 500 c.c. of compatible blood from a recovered 
case. Autogenous vaccines are of doubtful value. A course of sulphapyridine 
terminates the fever in some cases, but recurrences are not infrequent. 
Cures are recorded following T.A.B. vaccine intravenously, commencing 
with 50 millions and working up to 250 millions, injections being given every 
fourth day. Various symptoms and complications, such as sleeplessness, 
headache, arthritis and oiehitie: should be treated on general principles as 
they arise. 


BARTONELLOSIS 


Two clinical forms of Bartonellosis are now recognised, namely, (1) Oroya 
fever, in which there is a generalised infection with Bartonella bacilliformis ; 
and (2) Verruga peruviana, in which there are local lesions in the skin. 
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Oroyva FEVER 


Synonyms.—La Maladie de Carrion; Carrion’s Disease; Generalised 
Bartonellosis. 

Definition.—An acute infectious disease caused by Bartonella bacilli- 
formts, characterised by irregular remittent fever, headache, tenderness over 
the bones and a severe ansjmia of megalocytic type ; fatalities are frequent. 

ZEtiology.—Oroya fever is limited to valleys on the western slopes of the 
Peruvian Andes between 1800 and 9000 feet. Both sexes are susceptible and 
children may be attacked. Carrion (1885) inoculated himself from a verruga 
nodule and died of Oroya fever a month later. Barton (1909) found rod-like 
organisms in the red cells in this disease; they were also numerous in the 
endothelial cells of the lymphatic glands. Noguchi (1926) cultured the 
organism and subsequently experimentally infected monkeys, the susceptible 
animals developing a condition like Oroya fever, the most resistant ones, 
lesions of verruga peruviana only. The disease is most prevalent from 
January to April, when insect life is most plentiful. Transmission is probably 
by sand-flies of the species Phlebotomus noguchi and P. verrucarum. 

Pathology.—The skin is yellow, the lymphatic glands, liver and ji 
are enlarged, and the long bones filled with red marrow. The heart shows 
fatty degeneration, the liver zonal necrosis, while endothelial cell hyperplasia 
is common. Petechial hemorrhages occur in the skin and serous sacs. 

Symptoms.—The incubation period is about 3 weeks, the onset 
being fairly rapid with malaise and headache. Irregular remittent fever 
somewhat similar to paratyphoid, pains in the joints and tenderness over 
the long bones are characteristic, while the spleen and lymph glands may be 
enlarged. Grave anemia of hemolytic megalocytic type rapidly develops, in 
the severe cases the red cells falling as low as 1,000,000 per c.mm. The 
colour index often exceeds 1:0, and polychromatophilia, poikilocytosis, 
normoblasts, erythroblasts and even megaloblasts are evident in blood 
smears. The indirect van den Bergh reaction shows hyperbilirubinsemia. 
Unlike pernicious anwmia it presents a marked leucocytosis with a shift to 
the left, myelocytes and meta-myelocytes being present, lymphoblasts, 
Turck cells and the Reider type of lymphocyte are also common (Monjl and 
Weiss). (Edema of the legs, cardiac murmurs and retinal hemorrhages may 
occur, while hemorrhagic manifestations of the skin and gums, and coma 
with subnormal temperature are met with in severe cases. The acute stage 
of the illness lasts some two weeks, and may either terminate fatally or pass 
on into the eruptive stage with chilblain-like nodules, 1.e. verruga peruviana. 

Diagnosis.—The rod-shaped bacilli are only demonstrable in the blood 
smears in severe infections, and Noguchi preferred culturing Bartonella 
bacilliformis for this reason. The limited geographical distribution and the 
rapid onset of a febrile megalocytic anemia are important features in diagnosis, 
but malaria, paratyphoid, rheumatic fever and tuberculosis may need to be 
differentiated. 

Prognosis.—A great variation in the intensity of the infection in different 
patients is noted. Mild cases recover, but in well-established cases of Oroya 
fever the mortality rate is from 30 to 40 per cent. 

Treatment.—Sand-fly bites should be avoided by sleeping under netting 
having a 22-to-the-inch mesh. 
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Specific treatment with an arseno-antimony compound, Sdt. 386B, is 
now available. This drug, introduced by Kikuth, is given intravenously in 
a dosage of 0-1-0-3 g. on three or more occasions. Bartonella rapidly dis- 
appears from the blood, and the anemia improves. In some cases a total of 
5-7 g. was tolerated without untoward effect. 


VERRUGA PERUVIANA 


Synonym.—Localised Bartonellosis. 

Definition.—This is the eruptive stage of Oroya fever in which host 
resistance is high; miliary and nodular lesions may result which show a 
marked tendency to ulceration and hemorrhage. 

ZEtiology.—The disease may be transmitted by local inoculation from 
monkey to monkey, and Noguchi has successfully cultured Bartonella bacillr- 
formis from the local lesions. Only specially susceptible animals show the 
systemic manifestations associated with Oroya fever. 

Pathology.—The pathological lesion is a very vascular, infective granu- 
loma showing a marked tendency to ulceration and hemorrhage. The endo- 
thelial lining of both lymphatics and capillaries proliferates. Plasma cells and 
fibroblasts appear in an osdematous, delicate reticulum containing numerous 
blood vessels around which angioblasts undergoing mitosis may accumulate ; 
the late appearances may simulate fibrosarcoma. 

Symptoms.—The incubation period varies from 2 to 5 weeks, when 
rheumatic-like pains develop in the limbs and joints associated with moderate 
fever which generally subsides within a few days. Subsequently an eruption 
of tubercles and nodules occurs. The miliary type of lesion commences as a 
red macule which gradually develops into a flat or pedunculated wart-like 
structure about the size of a small pea; the lesions occur most frequently on 
the face and extensor surfaces of the arms and legs, but similar ones may 
involve the mucous membranes of the eyes, nose, pharynx and larynx, 
giving rise to cough, hoarseness, epistaxis and even sudden death. The 
nodular type of lesion may attain the size of a chestnut ; these tumours often 
ulcerate, forming large, bleeding, fungating masses situated in the flexures 
of the joints and appearing in successive crops. Little difficulty is experienced 
in diagnosis and fatal results are rare, though the disease may last 2 to 3 
months. 

Treatment.—When the nodules ulcerate they should be dressed with 
antiseptics, and if they undergo necrosis or hemorrhage severely they may 
be excised. Intravenous injections of Sdt. 386B, should be administered. 


G. CarMICHAEL Low. 
N. HamittTon Fairey. 
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B. DISHASES CERTAINLY, OR ALMOST CERTAINLY, 
OR POSSIBLY DUE TO FILTRABLE VIRUSES 


INTRODUCTION (see pp. 8-10) 


THE COMMON COLD 


Synonyms.—Acute Coryza ; Cold in the Head. 

Definition.—An inflammatory process affecting the upper respiratory 
tract in which the air sinuses and tubes in connection therewith may also 
be involved. 

AEtiology.—Colds are very common in the damp variable weather of 
the autumn, winter and spring in temperate climates. Susceptibility to 
infection tends to diminish with age, yet shows great variation amongst 
different individuals and even in the same individual under different con- 
ditions. Both sporadic and epidemic forms are met with, and infection 
may spread through a community with great rapidity. Amongst important 
predisposing causes are frequent changes of atmosphere, as by entering and 
leaving hot, stuffy, ul-ventilated, crowded rooms; the presence of a focus 
of chronic infection in the upper respiratory tract, e.g. adenoids, infected 
tonsils and chronic cranial sinusitis; structural anomalies which interfere 
with free ventilation of the nose, e.g. deflected septum, and polypi; and 
chronic irritation of the mucosa by smoke, dust or chemicals in sprays, etc. 
Very little is known of the exact pathogenesis, but there would appear to 
be at least two factors. A filtrable virus seems to be primarily responsible, 
aided by other organisms which set up a secondary infection, either severally 
or together. The virus is air borne, and spread is by droplets expelled from 
the nose and naso-pharynx by sneezing, speaking, coughing, etc. The 
portal of entry is the nasal or pharyngeal mucosa and, possibly, the con- 
Junctival sac; infection develops locally via the submucous lymphatics 
to neighbouring areas, all or one of which may bear the brunt of the in- 
flammation, the resulting clinical picture being an acute rhinitis, sinusitis, 
pharyngitis, laryngitis or tracheitis. The secondary infection may be by 
organisms already present as normal inhabitants on the inflamed mucosa, 
€.g. pheumococcus, streptococcus viridans or micrococcus catarrhalis ; or 
pathogenic bacteria generally conveyed by droplet, e.g. heemophilus influenze, 
streptococcus hemolyticus, staphylococcus pyogenes. It 1s impossible to 
be dogmatic as to which signs and symptoms are consequent on the primary 
or the secondary infection respectively; it may be that variations in 
symptoms and the degree of the accompanying toxemia in different in- 
dividuals in the same epidemic are due to variations in the secondary infec- 
tion. Local infection induces vasodilatation and odema in the spongy sub- 
mucous tissues and engorgement of the mucosa, with outpouring of mucoid 
secretion, which soon becomes muco-purulent in character. The swelling 
may cause obstruction to the outlet of an air cell, particularly in the ethmoid 
or sphenoid, or to the duct of the frontal sinus; absorption of air behind 
such an obstruction may be responsible for a “ vacuum headache,” or if 
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the Eustachian tube is involved to deafness and vertigo; when an air sinus 
is implicated in the inflammatory process and its opening is obstructed, 
local pain and “‘ distension headache ” are prone to follow. 

Clinical Features.—The incubation period varies considerably but is 
usually between 12 and 48 hours ; it would appear to be shortened by chilling 
of the body or exposure to wet. The first symptom is often a stuffiness in 
the nose, which is soon accompanied by a pricking sensation and sneezing ; 
a profuse discharge, at first mucoid but which within 12 hours becomes 
mucopurulent, may lead to excoriation of the anterior nares. Taste and 
smell are impaired. Pharyngitis and tonsillitis are common, and there may 
be some follicular exudate on the tonsils. If the inflammation spreads to 
the larynx, the voice becomes hoarse, and a tracheitis will induce a painful 
irritating cough which may be paroxysmal, especially at night, and retro- 
sternal soreness. Symptoms are confined in the main to the respiratory 
tract. Constitutional disturbance is usually slight, though in some epidemics 
the temperature may reach 102° F. for 48 hours. In such cases pain in the 
back a limbs, and. a sense of exhaustion may be experienced. The catarrh 
slowly subsides, and the patient is usually free from symptoms in from 4 
to 7 days. Immunity is shoeilived: 

Complications and Sequelz.—When these arise, they are consequent 
on the secondary infection. Some suffusion of the conjunctive is common. 
Herpes around the nostrils and on the lips may be extensive during the acute 
stage. Suppuration in the accessory sinuses or an acute otitis media may 
occur. Bronchitis, especially in those patients liable to that disease, may 
flare up and persist for a longtime. Broncho-pneumonia is the most serious 
complication, and not a few cases of pulmonary tuberculosis follow a 
“ neglected cold.” 

Treatment.—PropnuyLactic.—The avoidance of infection in the com- 
munity is well-nigh impossible, but much may be done by efficient ventila- 
tion and fresh air. When knowingly exposed to infection, it is a good rule 
to keep the mouth shut as far as possible, and on leaving some individuals 
have faith in taking a pinch of snuff into each nostril. A full dose of quinine 
is certainly sometimes of value when symptoms threaten: e.g. liq. quinine 
ammon., min. 120, tinct. opii camph., min. 60, spir. ammon. aromat., min. 60, 
in half a tumbler of water; which may be repeated in 4 hoursif necessary. Stock 
anti-catarrh vaccine undoubtedly has a prophylactic value in some seasons ; 
though the results of inoculation may appear encouraging through one 
winter, they may be disappointing the next, or vice versa. If inoculation 
is to be employed in this country it is recommended that four doses (}, 4, 
# and 1 c.c.) of the St. Mary’s Hospital vaccine should be given aber | 
at weekly intervals during September, followed by 0:5 c.c. once a mont 
throughout the winter. ia those patients in whom recrudescence, relapse 
or repeated re-infection appear to be associated with a chronic inflammatory 
focus in the upper respiratory tract, that focus should be eliminated by 
surgical means; in these conditions vaccine therapy is not included in the 
first line of attack. 

Discharge from the nose and throat during the first 48 hours is highly 
infective ; handkerchiefs, pillow-cases and other materials likely to be 
soiled should be soaked in digainfoctaait. 

GzNERAL.—Though isolation is, in theory, admirable both for the pro- 
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tection of the patient and for limiting the spread of the disease, in practice 
it can be enforced but seldom. If there is much constitutional disturbance, 
if the patient suffers from the frailty of old age, or active pulmonary disease, 
or diabetes mellitus, or subacute nephritis, or heart failure, the common 
cold must be taken seriously and the patient confined to bed until free from 
symptoms for 48 hours. 

Treatment is entirely symptomatic. In the early stage stuffiness of the 
nose and throat may be relieved by inhalation for 10 minutes from a jug 
containing boiling water ? pint and cold water } pint (or a pint of boiling 
water allowed to stand for 7 minutes), tr. benzoini co., min. 60, and menthol 
grs. 2. This should not be done just before the patient goes out of doors. 
A solution of 2 per cent. silver nitrate or colloidal silver may be used as a spray. 
Amphetamine (benzedrine) and ephedrine may give temporary relief to 
symptoms by shrinking the congested nasal mucosa ; they should not be used 
to excess. Hoarseness of voice and the retrosternal soreness of tracheitis may 
be helped by local counter-irritation ; a piece of active mustard plaster the size 
of half a crown applied to either side over the thyroid cartilage for 20 minutes, 
or heat in some form, may serve to restore a lost voice. Diaphoresis is 
encouraged by aspirin, Dover’s powder and a hot drink at bedtime. Drugs 
of the sulphonamide group should not be administered as a routine; only 
when a pyogenic complication develops should the appropriate drug be 
given, and in full dose. 

HorpeEr. 
A. E. Gow. 


MEASLES 


Symptoms.—Morbilli. 

Definition.—A specific infectious fever, characterised by catarrh of the 
respiratory passages, the presence of Koplik’s spots on the mucous membrane 
of the cheeks, a distinctive papular eruption on the skin and a special liability 
to pulmonary complications. 

fEtiology.—Measles is of universal distribution. Both sexes are equally 
hable. It is extremely infectious, and there is little evidence that natural 
immunity ever occurs, but a temporary active immunity may be acquired 
during epidemics without an overt attack. When introduced among un- 
protected communities it spreads with appalling rapidity to persons of all 
ages, and causes many aed More than half the aeacks of measles occur 
in the first 5 years of life, but there is a temporary passive immunity of the 
newborn child, possibly due to maternal immunity, gradually waning after 
the first 3 months, and infants under 6 months rarely take the disease. Harly 
incidence is most pronounced in poor and crowded communities ; among the 
middle classes it is delayed to school age or later. Seven-eighths of all cases 
occur in children under 10. When measles occurs in a pregnant woman 
abortion or premature delivery often results, and the infant may also exhibit 
the rash, usually in the same stage as the mother (Congenital Measles). The 
disease is endemic in large cities, and cases are numerous from December to 
March, again increasing in May and June. Epidemics recur every two or 
three years, and every tenth year an especial incidence is said to be noticeable. 
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The virus resides in the secretions of the respiratory tract and direct 
infection is the rule, very intimate contact is not sential. Infectivity may 
be present 5 days before the appearance of the rash, possibly longer, and 
then rapidly declines. Only on rare occasions do intermediaries convey 
the infection, and rooms and fomites do not retain it for more than a short 
period. There is no evidence incriminating water, milk or other articles 
of food. 

Pathology.—The causal agent is a filter-passer, but has not been positively 
identified. A small diplococcus, which forms green colonies on blood-agar, 
isolated by Ruth Tunnicliff, was at one time suspect. The disease has been 
reproduced in man and monkeys by inoculation with blood, bronchial 
secretions or tears. The most striking visceral change is broncho-pneumonia. 
Secondary infections chiefly with hemolytic streptococci are common. 
Catarrhal or ulcerative laryngitis may be found. The bronchial glands are 
inflamed and the lymphoid aggregations of the small intestine may be very 
conspicuous. Active tuberculous lesions are not yncommon. 

ymptoms.—The rash appears on the fourteenth day of infection, some- 
times a day earlier or a day later, but it may be delayed in patients who have 
been injected with the serum of convalescents. This interval is more constant 
than that which elapses between infection and the first catarrhal symptoms. 
Reckoning to the onset of fever and catarrh 9 or 10 days usually pass. In 
some cases the incubation period is slightly febrile and a transitory feverish 
catarrh with fleeting rash has occurred even a few hours after exposure to 
infection (Goodall’s illness of infection). A polynuclear leucocytosis is char- 
acteristic of the incubation stage. Slight enlargement of the cervical, inguinal, 
axillary and other glands may precede the eruption. Koplik’s spots on the 
buccal mucosa may precede the rash by 2 or 3, sometimes by 5, days. 
Prodromal rashes are not uncommon ; a precocious macular eruption is the 
commonest, but a punctate scarlatiniform erythema is the most important, 
since it simulates scarlet fever. It is apt to appear on the second day of 
invasion. An urticarial rash may also occur. 

Invasion.—This is characterised by catarrh of the respiratory tract, 
fever and the outbreak in the mouth of Koplik’s spots. It culminates in 
the appearance of the skin eruption. Sneezing, irritating cough, watery 
eyes and conjunctival injection are the early signs. There is chilliness, and 
the temperature may reach 103° F. by the end of the first day. Photophobia 
and sharp diarrhoea may occur. In the early stage of invasion slight blotchi- 
ness of the skin about the mouth and nose may be evident. The cutaneous 
rash usually appears on the fourth day, and a deceptive remission of symptoms 
and fall of temperature sometimes occur just before its outbreak. In some 
instances laryngeal symptoms are marked during the invasive stage, and 
give rise to suspicion of diphtheria ; exceptionally, catarrh is insignificant, 
and an attack of severe simple tonsillitis is simulated. 

Koplik’s spots are of great importance in the early diagnosis, since they 
are recognisable some 72 hours before the rash, with the appearance of which 
they rapidly disappear. They are minute superficial specks of a bluish-white 
tinge, and show a tendency to aggregate into snail clusters or granular 
patches. Their common site is on the inner aspects of the cheeks, opposite 
the line of apposition of the molar teeth; but they may be more widely 
scattered over the buccal mucous membrane, on the inner surfaces of the 
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lips, and also on the conjunctive. Sometimes they are surrounded by a 
bright red areola. In addition, the mucous membrane of the mouth becomes 
congested and dusky, and a decided blotchy enanthema may here precede the 
cutaneous rash. 

Period of eruption.—With the approach of the rash the symptoms become 
aggravated. The temperature (Fig. 3) rises sharply, it may be to 104° or 
105° F. The hurried respiration and slight cyanosis may suggest broncho- 
pneumonia, Diarrhoea may persist, and sometimes urinary irritation is 
noticeable. The nasal and con- 
junctival discharges become more 
purulent. The eruption makes its 
first appearance about the brow, #% 
behind and below the ears, and in § 
the circumoral region. Rarely, it 
appears first on other parts, such 
as the buttocks, thighs or wrists. | 
It spreads rapidly, sometimes after | 
a short hesitation, over the face, | 
neck, trunk and ‘extremities, and 
is usually fully out on the fifth or | 
sixth day of the attack. Small 
brownish macules are the first 
elements, but they soon become 
papular, and show a tendency to | 
fuse into groups with irregular 
sinuous outlines. Profuse eruptions 
may become confluent on the face, 
neck, back and extensor aspects of 
the limbs. Petechial hemorrhages 
in the rash are not uncommon. 
The skin is usually moist and 
exhales a peculiar musty smell. 
Rarely, it is hot anddry. Itching or 
burning sensations may accompany [Pp 
the rash. The eruption fades in | 
the order of its appearance, and 
usually disappears in the course of 
two or three days; but brownish Fic. 3.—Measles. Showing the remission in 
staining may persist for some time, imvasion stage and the abrupt termination. 
pee on the back. A fine 

Tranny desquamation speedily follows. At its first appearance, the rash 
may fail for a time to spread ; retrocession is also sometimes observed. A 
badly developed and retarded rash is characteristic of some severe attacks, 
and in asphyxial states the rash may be quite cyanotic. As the rash develops, 
the temperature continues to rise, reaching its maximum with the climax of 
the attack in from 24 to 48 hours. When the rash begins to fade, the tempera- 
ture falls more or less abruptly by a crisis which is rather prolonged. The 
pulse-rate is increased in proportion to the fever, but the respiration is dis- 
proportionately rapid. e catarrhal symptoms also reach their greatest 
intensity at the height of the eruption. Headache, slight delirium, insomnia 
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and a feeling of intense wretchedness are characteristic of this period. The 
throat may be sore, and the glands at the angle of the jaw tender. The tongue 
at first is heavily coated, but before long red papillw are evident, and when 
eeling is complete a clean, red papillated tongue, very like that of scarlet 
ever, may often be seen. With the crisis rapid amelioration of all symptoms 
should occur. 

The blood now shows a leucopenia with a high percentage of large 
lymphocytes. All complications induce a polynuclear leucocytosis. 

The urine presents the ordinary febrile characters. Transitory albumin- 
uria may occur. Khrlich’s diazo-reaction is nearly always present, and is 
most marked when the temperature begins to fall. An acetone reaction is 
obtained in most cases. 

Varietigs.—Attacks may be mild or severe. Some of the mildest attacks 
are abortive, the rash failing to appear, and only Koplik’s spots giving a 
clue to the disease. Severe attacks are classified as toxic, pulmonary and 
hemorrhagic. The toxic type includes those cases in which the patient may 
succumb during the eruptive period without evident complication.  IIl- 
defined rashes, high fever, paiecala: tremor, delirium, dyspnoea and circulatory 
failure are characteristic features. In the pulmonary type the infection falls 
with especial stress upon the lungs. The temperature is high, the respirations 
rapid and hissing, and the condition suggestive of slow asphyxia. Consolidation 
of the lungs cannot be detected, but rhonchi are present everywhere, accom- 
panied by fine crepitations. A stuporose condition may precede death or 
terminal convulsions may arise. The true hemorrhagic type of measles is 
rare. The patient may bleed from the mucous membranes with hemorrhages 
into the skin and subcutaneous tissues. Recovery takes place in some instances. 
Hemorrhage into the rash has not the same grave significance. 

Complications.—These are numerous, but those involving the respiratory 
tract, the middle ear and the bowel are the most important. 

Laryngitis may accompany the onset, develop during the eruption, or 
appear early in convalescence. Arising in the invasive stage it may simulate 
laryngeal diphtheria. Laryngitis is more common during the eruptive period, 
and may persist for some days—it may be complicated by laryngeal ulcera- 
tion, sometimes by cedema of the glottis; but necrosis of the laryngeal 
cartilages and abscess formation are rare. Severe laryngitis developing during 
convalescence should always arouse suspicion of diphtheria. 

Bronchitis is often present during the eruptive stage, but broncho- 
pneumonia is a much more serious complication, and is a common cause of 
death. Its incidence is favoured by climatic conditions, overcrowding and 
contact with similar cases. It is generally attributed to secondary pneumo- 
coccal or streptococcal infection; but, especially when occurring early in 
the infection, it is rightly regarded as due to measles itself. This early 
broncho-pneumonia is associated with a high temperature and considerable 
toxemia. It is suffocative in type, and the lung signs are rather those of 
capillary bronchitis than of consolidation. During the eruptive stage, broncho- 
pneumonia should be suspected if the temperature fails to fall with subsidence 
of the rash, and the pulse remains quick and respiration rapid. It may clear 
up in a week or ten days, but often persists for weeks, or relapses. The 
temperature chart often shows remarkable daily remissions and exacerbations 
which may lead to suspicions of tuberculosis, The mortality is serious, since 
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one-third or one-half of the children attacked are said to die. Feeble infants 
succumb rapidly, and in those who recover convalescence is protracted. 
True lobar pneumonia is uncommon. Massive collapse of the lower lobe of a 
lung has been described ; its onset is sudden with intense dyspnoea, cyanosis 
and cardiac failure. It is distinguished from pneumonia by the feeble- 
ness of the breath sounds, upward displacement of the diaphragm and 
dislocation of the heart eee 8 the affected side. Rarely mediaetinal and 
subcutaneous emphysema have occurred. LEffusions into the pleura have 
been noticed in some epidemics, and empyema may follow. Fibrosis of 
the lung and bronchiectasis may originate in the beonche Gisunionl: of 
measles. 

Pericarditis or endocarditis sometimes develops; and may be associated 
with chorea. Arthritis with rheumatic pains is sometimes pronounced. 

Blepharitis and phlyctenular ulcers of the cornea are common sequels. 
In cachectic children intense conjunctivitis may arise and lead to ulceration 
and even perforation of the cornea with destruction of the eye. 

The catarrhal stomatitis of measles occasionally persists and becomes 
ulcerative. A gangrenous form (noma) may attack the lips, cheeks, vulva 
or other parts. A discoloured patch appears on the mucous membrane 
and quickly ulcerates, extending both in depth and breadth. A zone of 
inflammatory.induration surrounds the lesion, and a fetid odour is given off. 
Noma is terribly destructive both to soft parts and bone, and is very fatal. 
It occurs in debilitated and feeble children, and is attributed to secondary 
infection. Vincent’s spirilla and fusiform bacilli are often present. It is said 
to be sometimes due to the Klebs-Loeffler bacillus. 

Otitis media is frequent. It may be catarrhal or suppurative; the 
suppurative form is more common in children, and is responsible for much 
chronic ear disease. Mastoid inflammation may occur, and deafness may 
result. 

Cutaneous eruptions of eczematous, impetiginous or pustular type 
are common. Sometimes they are widespread, and very resistant to 
treatment. 

Enlargement and suppuration of the cervical glands, entero-colitis and 
ascites are rarer complications. 

Encephalo-myelitis may occur towards the end of the first week, with a 
course which is eitherrapidly fatal or tends to spontaneous recovery. Meningeal 
symptoms or convulsions may signalise its onset. Hemiplegia, aphasia, 
coma or mental defect are rare. Myelitis, sometimes of the ascending form, 
has been known to occur ; also symptoms suggestive of disseminate sclerosis. 
Sometimes the cranial nerves are attacked. Paralysis of extra-ocular muscles, 
papilleedema and optic atrophy have all been encountered. The peroneal 
type of muscular atrophy may follow measles. 

Measles especially favours the development of tuberculosis hitherto 
latent in the pponchiél glands or elsewhere. Caseous broncho-pneumonia, 
miliary tuberculosis of the lungs, or general tuberculosis with meningitis may 
follow measles immediately or occur after a quiescent period. Measles 
often occurs in close association with whooping-cough, diphtheria and 
scarlet fever. 

Relapse in measles is rare. Second attacks, although uncommon, 
undoubtedly occur, and some unfortunate individuals never appear to 
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ue any lasting immunity. Fourth, and even seventh, attacks are 
own. 

Diagnosis.—In the prodromal stage, measles may be mistaken for 
ordinary naso-pharyngeal catarrh. If laryngitis is pronounced, and the 
child croupy, diphtheria may be simulated. Mastoid operations, operations 
on the tonsils and even on the appendix sometimes are performed precipitately 
before the true nature of the infection is recognised. Febrile symptoms and 
loss of weight during the incubation stage may be erroneously attributed 
to tuberculous infection. The prodromal scarlatiniform rash may lead 
to confusion with scarlet fever. These errors may be avoided by bearing in 
mind the possibility of measles, inquiring for possible exposure to infection, 
and particularly by a careful search for Koplik’s spots, and shottiness of 
the posterior cervical glands. The pre-eruptive fall of temperature and 
recession of the catarrhal symptoms before the appearance of the rash should 
be borne in mind, and not lead to premature relaxation of precautionary 
isolation. 

In the eruptive stage, the fevers with which measles may be confused are 
rubella, small-pox, and perhaps typhus. 

Rubella is distinguished by the trivial nature and brevity of its prodromal 
symptoms ; the slightness or absence of catarrh and cough ; the insignificant 
fever ; the absence of Koplik’s spots and of stomatitis ; and the presence of 
tender enlargement of the posterior cervical, mastoid and occipital glands. 
The rash of rubella is smaller, pinker and more discrete ; but a scarlatiniform 
stage may supervene. The patient never feels or appears so ill as in ordinary 
measles. 

Small-pox may be heralded by a prodromal rash of morbilliform character, 
which may have a similar distribution to that of measles, save perhaps on 
the face. Catarrh, stomatitis and Koplik’s spots, however, are absent, 
and the onset is more abrupt than that of measles, and more likely to be 
signalised by such symptoms as backache, acute shivering, vomiting and 
prostration. 

Measles may, on the other hand, be mistaken for the early eruptive stage 
of small-pox, for in both an illness for a few days may precede the appearance 
of a papular rash on the face and upper parts of the body. Catarrh, Koplik’s 
spots and distribution of the rash about the ears, forehead and margins of the 
hairy scalp are in favour of measles. The temperature, too, continues to rise 
until the maximum efflorescence, whilst that of small-pox falls with the 
appearance of the rash. As the rash develops, the shottiness of the small- 
pox papules and the peculiarities of their distribution become apparent. 

Typhus fever may be simulated by measles when the rash of the latter 
is receding and dusky, and lung complications are present; but the rash of 
typhus rarely invades the face, which is always affected in measles. The 
Weil-Felix reaction also is valuable. 

Septic rashes in scarlet fever are often morbilliform ; but their distribution 
does not conform to that of the measles rash. Serum rashes, food rashes 
and drug eruptions may assume a measly character; but these rashes often 
prove to be polymorphic when the whole body is examined, as it should be, 
and, besides, other signs of measles are wanting. 

The macular syphilide is distinguished by the absence of respiratory 
catarrh and of Koplik’s spots. History of exposure to venereal infection, a 
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chanore and the accompanying throat symptoms afford a clue. The 
Wassermann test should be employed. 

Prognosis.—In different epidemics the death-rate may vary from 1 or 2 
to over 50 per cent. Measles is most fatal to infants and young children, | 
70 per cent. of the mortality occurring in children under 3 years of age. 
After the fourth year the death-rate is low. Rickets, tuberculosis, congenital 
syphilis, malnutrition and chronic bowel complaints are unfavourable factors, 
and the disease is more fatal among the poor. In the cold season of the year 
the tendency to respiratory complications is more marked. When the in- 
fection occurs in conjunction with whooping-cough or chronic lung disease 
the mortality is high. Diphtheria is apt to assume the laryngeal form, and 
is an especially fatal complication. Considerable toxemia with high fever, 
cyanosis, muscular tremor and diarrhoea point to a severe attack. Laryngitis, 
capillary bronchitis and broncho-pneumonia are serious. Cerebral symptoms, 
such as prolonged stupor or convulsions, are of bad augury. Remarkable 
recovery has been noticed in some. cases of ascending myelitis. 

Treatment.—PropHy.actio.—Measles is chiefly disseminated by schools. 
The difficulty in controlling outbreaks of measles arises from the fact that 
it is extremely infectious, and the infectivity is present in virulent form for 
4 or 5 days before the rash appears. Notification and school closure have 
been tried with poor results. The best method is to make provision for the 
early recognition of suspicious symptoms in contacts or to exclude those 
who have not had measles previously, for a period covering the ninth to 
the sixteenth day after the occurrence of the first case. 

As regards the home, when measles occurs those who have had the disease 
need not be excluded from school—save from infant classes, but those 
presumably susceptible should either be excluded for over 16 days from 
exposure to infection, or, if allowed to attend, be subjected to daily 
examination. 

In ward outbreaks children who have not had measles should be pas- 
sively immunised and if possible isolated, or, at all events, segregated in small 

roups. 

: erum prophylaxis.—Intramuscular injection of the blood serum of 
healthy convalescents from measles into susceptible contacts produces a 
passive immunity, which lasts about a month. Injection during the first 
5 or 6 days of the incubation period prevents measles if the dose is 
adequate. Injection after the sixth and before the ninth day will modify 
the severity of attack, and allow the development of an actwe immunity 
which is lasting. 

The dose is 2 c.c. for each year of a child’s age up to a maximum of 10 c.s. ; 
more is needed for adults or if the serum is injected late. In children under 
3 years of age it is better to prevent the attack altogether. The most potent 
serum is obtained from the sixth to the ninth day after defervescence. The 
donor must be free from syphilis, malaria and tuberculosis, and must not 
be incubating any other infectious disease. The serum of adults, presumed 
to have had measles, but not recently, is of some value, but the dose should 
be doubled. A placental globulin extract has been prepared for use in the 
same way. 

If measles follows the subcutaneous injection of immune serum the rash 
fails to erupt at the site of injection ; this is the Debré phenomenon. Immune 
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serum does not blanch the developed rash. A disquieting feature is the 
occasional occurrence of infective hepatitis after the administration of 
convalescent measles serum, sometimes after so long a interval as 3 
months. 

Systematic taking of temperatures and examination for Koplik’s spote 
and catarrh facilitate early detection of the disease, when patients are under 
close observation. The wilful exposure of children to the contagion of 
measles is unjustifiable, as the nature of the resulting attack can never be 
predicted. 

Sixteen days’ quarantine from the date of last exposure to infection is 
usually deemed sufficient, but, owing to the trivial nature of the prodromal 
symptoms it is better, in the case of schools, to allow a period of 3 weeks 
to elapse, especially if serum prophylaxis has been attempted. Convalescent 
patients in the absence of complications are quite free from infectivity at 
the end of a fortnight from the appearance of the rash. 

CurRATIVE.—The patient must be confined to bed during the febrile, and 
also during the prodromal stage, if this be recognised in time. The sick-room 
should be kept at a temperature of 60° to 65° F., and ventilation effected by 
means of open windows ; an open fire is also an advantage. The photophobia 
calls for the avoidance of direct light. Clothing should be light and consist 
of a flannel or woollen nightdress ; this is sufficient to prevent chill, allows 
the respiratory muscles full play, and encourages the evaporation of perspira- 
tion. Strict attention should be paid to cleansing the mouth and teeth, and 
the regulation of the bowels. During the febrile stage the diet should be 
restricted to milk, diluted if necessary with barley water. Tea may be allowed, 
and fruit juices or barley water given to assuage the thirst. 

Twice a day during the febrile period the patient should be washed with 
tepid water ; but should the attack assume a toxemic form, accompanied by 
high fever and delirium, cold sponging or the use of the cold pack is advisable. 
Amidopyrin, given early, is said to abort the disease, but has its dangers. 
The hot mustard bath is useful for children when pyrexia is accompanied by 
indications of circulatory failure. 

Laryngitis in the early stage is relieved by steam and the use of a simple 
expectorant mixture, to which a sedative may be added. The croupy symp- 
toms usually subside without necessitating tracheotomy or intubation. The 
sera of the presence of diphtheria renders a bacteriological examination 
essential. 

Laryngitis which persists after the eruption may be alleviated by the 
inhalation of compound tincture of benzoin or lysolin the strength of 60 minims 
to the pint of boiling water. The cough is relieved by a simple linctus, or one 
containing 4 grain of morphine or other sedative. Late laryngitis if diphtheritic 
needs antitoxin. Bronchitis and broncho-pneumonia call for prompt treat- 
ment. A jacket of Gamgee tissue should be applied. If the cough is dry and 
irritating, steam often relieves. An expectorant mixture containing 
ipecacuanha and a small quantity of potassium iodide is useful. Sulphona- 
mides may prove valuable. Sometimes a single mustard and linseed poultice 
gives great relief. As the cough becomes looser, steam should be discarded 
and free ventilation arranged. It is well to separate cases with broncho- 
pneumonia from others, as the condition is believed to be infectious. Treat- 
ment of the broncho-pneumonia of measles in the open air, where circum- 
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stances and weather permit, gives excellent results. Oxygen is valuable 
where there is much respiratory distress and cyanosis. Cardiac dilatation is an 
indication for the application of leeches. Frequent small meals are preferable 
to overloading the stomach. : 

Conjunctivitis should be met by bathing the eyes with boric lotion and the 
application of boric ointment to the lids. In severe cases, drops of silver 
nitrate solution, 2 grains to the ounce, should be instilled night and morning, 
or a 2-10 per cent. solution of silver protein used. Should the cornea 
ulcerate, atropine drops should be employed and oculent hydrarg. oxid. 
applied. Eye bandages are undesirable. 

Stomatitis usually subsides quickly ; the mouth should be cleansed with a 
lotion containing chlorate of potash (10 grains to 1 fl. ounce). In the presence 
of ulceration due to Vincent’s organism, neoarsphenamine should be injected 
or applied locally. The supervention of noma calls for bacteriological examina- 
tion and antitoxin or surgical interference in the way of cauterisation or free 
excision. Entero-colitis is managed on the same lines as infantile epidemic 
diarrhea. 

Convulsions and encephalo-myelitis are treated by sedatives and lumbar 
puncture, repeated if the cerebro-spinal fluid is under increased pressure. 
Intramuscular, intravenous or intrathecal injection of 10 c.c. of blood serum 
from a recently recovered case with this complication, if obtainable, seems 
worthy of a trial. 

In an uncomplicated case of measles the patient may be allowed up 2 or3 
days after the temperature subsides. Supervision should be exercised during 
the convalescence of severe cases, and the possibility of later tuberculosis 
ae in mind. Har discharges call for skilled treatment, as they may become 
chronic. 


RUBELLA 


Synonyms.—German Measles, Rotheln. 

Rubella is quite distinct from ordinary measles and from scarlet fever. 
It protects only against itself. Amongst the exanthemata it is characterised 
by its long incubation period, its short invasive stage, its benign course and 
its seasonal prevalence. 

ZEtiology.—The infectivity is less than that of measles and of short dura- 
tion. Like measles it is infectious for a day or two before the eruption 
appears. Infection is facilitated by close contact and there is no evidence 
that the disease is spread by fomites. Infection through an intermediary 
cannot be considered proved. The infective agent is unknown, but a filtrable 
virus has been suspected. 

Rubella is prevalent in the first half of the year. Cases increase from 
January to a maximum in May and June. After that an abrupt fall ensues. 
A series of local outbreaks usually occurs, determined by the aggregation of 
a number of unprotected young adults. A more or less pronounced epidemic 
wave occurs every third or fourth year. The maximum incidence is at a 
later age period than that of measles, but even the youngest infants have been 
known to take the disease. Its frequency much diminishes after the age of 
30. ‘Sex is without influence. 
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Symptoms.—The incubation period, although variously stated to be from 
7 to 22 days, is usually 17 or 18 days. 

Premonitory symptoms are mild or altogether absent, but a short catarrhal 
stage usually occurs, the rash ee ae appearance within 24 hours. Rarely 
a longer prodromal period of ill-defined illness occurs before the eruption. 
The characteristic adenitis of the mastoid, occipital, cervical or other sie 
glands can, more often than not, be detected for a day or two, exceptionally 
even a week or longer, before the appearance of the rash. 

The rash is often dimorphic. Macular, slightly papular and morbilliform 
in its progress, it frequently fuses and becomes scarlatiniform in its second 
ete Discrete spots first appear on the face or neck ; they invade the circum- 
oral region and may be found behind the ears and on the scalp. Sometimes 
they are first found on the wrists, chest, shoulders, or even on the legs. They 
are smaller than the papules of measles, pale pink in colour, and tend to 
cluster in small groups. The rash quickly extends to the trunk and limbs 
and in most cases as quickly fades. On the second day the face is no longer 
spotty but appears diffusely erythematous (‘‘ sunburnt’’). Sometimes the 
outbreak of the eruption is halting in its progress. The scarlatiniform stage 
is not developed in all attacks ; it 1s due to the fusion of the discrete elements, 
and is generally best marked on the trunk, especially so on the back. It 
becomes most apparent on the second day of the eruption. The rash rarely 
lasts oS than 72 hours and hardly stains the skin, thus contrasting with 
measles. 

The mucous membrane of the mouth is not inflamed, and Koplik’s spots 
never occur. The tonsils may be slightly swollen and reddened, sometimes a 
follicular exudate is present. Some degree of pharyngeal catarrh is evident, 
and the tongue may be lightly coated. A fine vesiculation and congestion 
of the soft palate are often seen, and the orifices of Stenson’s ducts 
may be vividly injected. The gums may be injected and tender. The 
conjunctive are pink and the eyes slightly suffused. Photophobia is rare. 
Fever 1s slight, even when the rash is intense. Often there is no fever at all. 
The pulse and respiration rates are only increased in proportion to the febrile 
disturbance. 

A tender adenitis is very distinctive. The mastoid and occipital glands 
may rapidly attain the size of peas; the posterior cervical glands are also 
enlarged, frequently too those in the axille and groins. The enlarged glands 
are firm, tender and discrete ; suppuration never occurs. Asa rule resolution 
takes place rapidly when the rash subsides. The urine presents no special 
characteristics. 

As in the case of morbilli, a leucocytosis occurs during the incubation 
period, but a leucopenia with a relative increase of lymphocytes is found 
in the eruptive stage. More distinctive is a high percentage of plasma cells 
and Tiirck cells. 

Convalescence is remarkably speedy. Slight furfuraceous desquamation 
may occur. 

Complications.—Complications and sequele are for all practical purposes 
non-existent. When they do occur they are trivial and take the form of mild 
recurrent sore throat, slight laryngitis, slight bronchial catarrh, rheumatism, 
rarely acute, or transient albuminuria. Otitis is very rare, and meningeal 
symptoms, encephalo-myelitis, or polyneuritis, rarer still. 
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On occasions, epidemics of rubella of more severe type, approximating in 

symptoms and sequels much more ce to measles, have been described. 

iagnosis.—The disease has a similarity to measles and scarlet fever, 
especially when the latter occurs in a mild form. In addition, the rash of 
rabell must be distinguished from toxic and drug rashes, from the eruption 
of secondary syphilis, from glandular fever, and from certain skin diseases. 

Measles is differentiated by the following points. The incubation period 
is shorter, being 14 days from exposure to the appearance of the rash ; cough 
and catarrhal symptoms are marked, the mucous membrane of the mouth 
is inflamed and Koplik’s spots are present. The rash appears later, is darker, 
more persistent, and stains. There is no late scarlatiniform stage. Fever is 
more pronounced, and the mastoid and occipital glands are not especially 
enlarged. Pulmonary complications are much more likely to occur. 

Rubella is often mistaken for scarlet fever. Distinctive points in favour 
of the latter are: the short incubation period ; the occurrence of such initial 
symptoms as vomiting, marked faucial inflammation, shivering or severe 
hsadlaoa: The fever is high at onset and the pulse disproportionately 
rapid. The circumoral region is free from rash, and by the fourth day the 
tongue has peeled. The occurrence of such sequel# as arthritis, cervical 
adenitis and nephritis, also typical pinhole or lamellar desquamation, will 
clinch the diagnosis. Even in the scarlatiniform stage of rubella, discrete 
measly elements may generally be detected about the edges of the rash 
on the forearms, wrists, legs and ankles. An eruptive fever which 
simulates measles at its onset and scarlet fever later, is generally rubella. 
Occasionally glandular fever (g.v.) resembles rubella. 

Toxic, enema and drug rashes may bear a resemblance to the rash of 
rubella, but as a rule these rashes are very irregular in their distribution and 
polymorphic in character. The characteristic glandular enlargement and 
slight catarrh of rubella are absent. 

Of skin diseases, erythema scarlatiniforme and pityriasis rosea are some- 
times mistaken for rubella. The first named bears a greater resemblance to 
scarlet fever ; unlike rubella, it avoids the face, does not give rise to swelling 
of the mastoid and occipital glands, and shows a great tendency to recur. 

Pityriasis rosea, itself possibly an infective fever, is distinguished by a 
herald patch which precedes the general eruption, and the fact that the 
latter usually appears first on the upper part of the trunk. The rash often 
shows commingled macular and ringed lesions. The patches are slightly 
scaly and are decidedly larger and more persistent than the papules of rubella. 
There is no catarrh and no conspicuous glandular enlargement about the 
head. The patches desquamate in a characteristic manner from their centres, 
which are fawn coloured, towards the margins, which are slightly elevated 
and darker. 

Secondary syphilides bear a superficial resemblance to the rash of rubella, 
but are distinguished by the presence of a primary sore, the characteristic 
throat and the conspicuous increase in size, and shottiness of the glands in 
the vicinity of the chancre. The Wassermann reaction is of value. 

The Paul-Bunnell reaction will distinguish glandular fever. 

Prognosis.—Recovery is the rule; second attacks are known, but not 
common, and relapse is very rare. 

Treatment.—ProPayLactric.—As the incubation period is long a quaran- 
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tine of 3 weeks is theoretically necessary for contacts, but is rarely imposed. 
They may be watched or isolated from the tenth to the twenty-first day from 
exposure to infection. Early warning of the imminence of attack may be 
gained by carefully watching the mastoid and occipital glands. 
CurRaTIVE.—The patient should be isolated and kept in bed until all 
symptoms have subsided. In 7 days all infectivity has ceased, provided 
there is‘no persistence of faucial, nasal, respiratory or other symptoms. 


SMALLL-POX 


Synonym.—Variola. 

Definition.—An acute, specific, highly infectious fever, characterised by 
a definite incubation period and a distinctively distributed, deep-seated 
eruption which passes through the stages of papule, vesicle, pustule and 
crust. The fever shows two phases—a remission at the outbreak of the 
rash being followed by a reaccession on the onset of the pustular stage. 

fEtiology.—aAll races, both sexes, and persons of every age are susceptible 
if unprotected by a previous attack, or by efficient vaccination. This general 
liability is most evident when the disease is introduced for the first time into 
a new community; under such conditions it may decimate the population. 
Its present-day incidence on adults is accounted for by vaccination in infancy ; 
in endemic centres it was, prior to the introduction of vaccination, a disease 
of early childhood. Small-pox has at times been epidemic in every civilised 
country, following trade routes and the channels of communication. It is 
more severe in hot climates. Coloured races are said to take it badly. Un- 
like scarlet fever and measles, it frequently attacks infants at the breast. 
When small-pox occurs during pregnancy, infection of the foetus is common 
but not mevitable. Abortion or premature delivery is to be expected in 
all severe attacks. The foetus contracts the disease in utero, usually during 
the pre-eruptive (septicemic) stage in the mother, the incubation period 
being shorter than the usual 14 days for contact infection via the respiratory 
tract, in some instances footal infection is acquired at the time of separation 
of the placenta. Few of the children born in these circumstances survive, 
sometimes they actually show the rash or its scars at birth. 

In England and temperate climes most outbreaks occur during the winter 
and spring, and tend to die out with the commencement of summer. Small- 
pox protects against itself, and second attacks are rare. Vaccination gives 
complete immunity for some years and partial immunity usually persists 
afterwards. Complete natural immunity is very rare, but is reported. In- 
oculated small-pox affords more complete immunity than vaccination. 

Infection with small-pox is, almost certainly, through the respiratory 
tract, and may be direct or indirect, 2.e. by contact, week need not be very 
close, with a patient suffering from the disease or through the medium of 
objects infected by the sick person. Intermediaries may carry the contagium 
in their clothing or in their hair. The greater incidence in the neighbour- 
hood of small-pox hospitals suggests the possibility of aerial convection of 
the virus for considerable distances, perhaps exceeding a mile, but the 
influence of human carriers in these cases is hard to eliminate. Bedding, 
clothing and rags may retain their infectivity for considerable periods of 
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time, especially when stored. Transmission by flies and domestic animals 
ig regarded as a possibility. The infectivity of small-pox is slight at the 
time of the symptoms of onset, and is much greater when the eruption 
appears. It continues until all the scabs have separated. The virus is very 
resistant and long persists in the dry scales and crusts shed from the body. 
Corpses of those recently dead from small-pox can transmit the disease. 
Tramps are often responsible for the conveyance of infection from one locality 
to another. 

There can be no doubt that small-pox is due to a living virus. Minute, 
but characteristic, intracellular bodies are found in the epithelial cells of the 
pocks of small-pox and vaccinia, and also in the cornea of the rabbit, after 
scarification with the virus of these diseases. They are known as Guarnieri 
bodies and. some apparently contain the ‘“‘ elementary bodies’ of Paschen. 
The elementary bodies of small-pox and of variola minor are agglutinated 
by the sera of patients convalescent from either form of the disease. 

Pathology.—The cutaneous lesion of small-pox lies in the deeper 
layers of the epidermis. Vesiculation is due to serous exudation 
between the cells. Loculation is caused by vertical strands of de- 
generated epithelial cells which radiate from the base of the pock. The 
tenseness of the vesicle and tethering of the covering by this reticulum cause 
the pock to be umbilicated. In malignant attacks, where the pocks are 
flaccid, and in the old and debilitated where a similar condition may obtain, 
umbilication is often absent. With pustulation the fibres of the reticulum 
are ruptured and the pock becomes dome-shaped. The suppuration is attri- 
buted to secondary infection with extraneous organisms, particularly with 
streptococci. On mucous membranes the vesicles rupture almost as soon as 
formed and are rapidly converted into shallow ulcers. The chief blood change 
is an initial leucopenia, followed after the first week by a leucocytosis in which 
mononuclear calls preponderate. A secondary anemia may become pro- 
nounced. The post-mortem appearances are those usually found in acute 
infective processes. The rash persists, the liver is often much enlarged, the 
spleen swollen, and the lungs broncho-pneumonic. Particular attention has 
been drawn to the presence of local necroses in the liver, testicles and bone 
marrow. ‘These are often infiltrated with mononuclear basophil cells. In 
hemorrhagic small-pox, petechial and purpuric hemorrhages are found in 
the skin, mucous membranes, lungs and other viscera, sometimes also in 
the retro-peritoneal tissues and the roots of the mesenteries. 

Symptoms.— Unmodified small-pox ; Variola major. 

Pervod of incubation.—Taking the first symptoms of invasion, this is from 
10 to 14 days. The average period is 12, or counting to the appearance of the 
rash, 14 days. Extremes of 5 to 23 days are mentioned but are rare. In 
inoculated small-pox the generalised eruption appears on the eighth to the 
eleventh day. 

Period of invasion.—In a typical attack the invasive symptoms are sudden 
and of great intensity. The most prominent are severe chills or rigors, 
marked pyrexia, severe frontal headache and intense pain across the loins. 
The temperature quickly reaches a maximum of 103° to 104° F., and is 
accompanied by severe prostration. Giddiness and nausea are present and 
vomiting may occur, particularly in children. Delirium, mental symptoms 
and even suicidal tendencies may accompany the invasive stage. With these 
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severe symptoms are coupled more ordinary febrile manifestations, such as 
anorexia, thirst, coated tongue and disturbed sleep. The breath is offensive, 
the skin usually hot and dry but sometimes perspiring, and the bowels con- 
stipated. There are, however, mild attacks in which the symptoms of in- 
vasion are much less severe, and even in more severe attacks pain across the 
loins is not always present. Mild invasive symptoms usually presage a mild 
eruption; with a severe invasion the attack is generally, although not 
invariably, grave. 

Prodromal rashes.—These may precede the proper eruption for 1 or 2 days. 
They are not always present. There are two types, one purely erythematous, 
the other peteahialor hemorrhagic with or without accompanying erythema. 
The pure erythemas are of a bright red or dusky parplish colour and may 
appear on the trunk, where they are often patchy, or be limited to the bon 
prominences and extensor surfaces of the limbs, They may suggest the sail 
of scarlet fever or bear a superficial resemblance to that of measles. The 
heemorrhagic or petechial rash, which often has at first a dusky erythematous 
background, is more characteristic. It appears in the flexures of the groins, 
which are stippled with small petechie ; it invades the thigh for an inch or 
two and extends in an ill-defined manner on to the abdomen. Sometimes it 
extends towards the axilla and may be found on the back of the neck and 
flexures of the knees. The petechial rashes are persistent and indicate a 
severe attack. The erythemas are fugitive and of good prognostic import ; 
the only exception is a very brilliant universal erythema of face, trunk and 
limbs which sometimes ushers in hemorrhagic small-pox. 

The eruption.—On the third day the symptoms of invasion are at their 
maximum and the eruption appears, showing firat on the forehead and 
temples near the edge of the hairy scalp and also on the wrists. It extends 
rapidly over the body, but always affects most the parts usually uncovered 
and those most exposed to pressure, friction or other irritation. It is least 
profuse on the abdomen and in the groins, somewhat more marked on the 
chest, still more marked on the back, especially across the shoulders, thicker 
still on the arms, choosing their distal portions, and most profuse of all on 
the face, especially its upper part. It reaches the lower extremities within 
24 hours of its first appearance. Meantime the lesions multiply on the parts 
already affected, the eruption becoming thick on the face, and perhaps 
in the scalp, whilst still scanty on the parts invaded later. In 3 days it 
will have attained its full density, but the earlier lesions will be in a slightly 
more advanced stage of development than those which appeared later. 

In a characteristic way it avoids depressions, flexures and protected 
flexor surfaces, such as the armpits, flanks, groins, orbital hollows and supra- 
clavicular fosse. The escape of the axille and scantiness of rash on the 
flanks are marked. Abnormal irrrtation by clothing, irritants or scratching 
may determine a profuse eruption in areas on which, ordinarily, pocks are 
scanty. The pocks are aggregated over prominent bones and outstanding 
tendons, but the clavicles and malleoli are exceptions to this rule. The rash 
is more or less symmetrical; one arm will not escape when the other is 
involved. 

On the first day of efflorescence the rash consists of small dull-red macules. 
Within 24 hours these are becoming obvious papules which feel shotty 
when pinched up between the finger and euunib;, the hardness being best 
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marked on the face, hands and forearms. On the third day of eruption 
many of the papules have become converted into vesicles, but the commence- 
ment of vesiculation may be recognised on the summits of the papules at an 
even earlier stage. By the fourth or fifth day the eruption 1s completely 
vesicular and the early toxemic symptoms and fever may have entirely 
subsided. The vesicles, which are circular in outline, slowly increase in size 
and become surrounded by an inflammatory areola. They are now about 
the size of split peas, greyish in colour, and set in the skin rather than on its 
surface. Umbilication is evident and loculation is proved by their failure 
to collapse when transfixed by a sterile needle. The contents of the vesicles 
remain clear for 24 hours only ; they then gradually become purulent, so that 
by the fifth day pustules are in evidence on the face and by the eighth day are 
universal. With pustulation, the pocks soften, become flat-topped and lose 
their areolw. Reaccession of fever with constitutional symptoms and often 
delirium, the secondary suppurative fever, accompanies the process of 
suppuration or maturation. Where the pustules are plentiful a marked 
inflammatory cedema of the skin may now appear, causing the features to 
become much swollen and impeding the movements of the hands and fingers. 
Much tenderness accompanies this cedema, and the patient may also be tor- 
mented by itching. Suppuration destroys the loculation of the vesicles and 
also obliterates umbilication. Adjacent lesions, particularly on the face 
and hands, may run together in the vesicular and pustular stage—a process 
which produces the confluent rash, and is a sign of severe infection. On the 
ninth and tenth day of eruption the pustules begin to destccate and scab, some 
first rupture or are torn by scratching, and collapse. Brown or black crusts 
result which separate by the end of the thirteenth or fourteenth day, but where 
the skin is very thick, as on the palms and soles, the dried-up unruptured 
pustules may form deep-seated “seeds” which may take weeks to work 
their way to the surface. 

To summarise : the rash is papular on the first to the third day ; vesicular 
from the third to the fifth ; pustular from the fifth to the ninth, and desiccating 
from the ninth to the seventeenth. 

The cutaneous eruption is accompanied by an outcrop on the mucous 
membranes of the mouth, nose and pharynx. In severe cases the larynx, 
bronchi, gullet and even the stomach may also be affected. On the mucous 
membranes vesicles are soon transformed into shallow grey ulcers. Vesicula- 
tion may be observed on the palate, whilst the lesions are still indeterminate 
on the skin. In consequence of the eruption the fauces and tongue become 
sore, the nose is obstructed and deglutition is painful. Implication of the 
larynx will cause hoarseness or aphonia and even dangerous oedema. 
The mucous membranes of the vulva, vagina and rectum may also be 
involved. 

The fever (Fig. 4) of invasion reaches its acme with the ep aartnay of the 
rash, then it falls, but not immediately. It is generally normal by the fifth day 
of the eruption, often before this. It is at this stage, in the milder attacks with 
scanty rash, the patient may attempt to resume his ordinary occupation, 
and, in modified cases, very little further febrile disturbance may ensue. 
Ordinarily, however, the secondary suppurative fever now sets in and reaches 
its acme about the ninth or tenth day of the eruption. Its duration in the 
more severe cases is from 10 days to a fortnight. In severe and confluent 
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cases, the remission of temperature in the vesicular stage may be ill-marked or 
absent. The pulse and respirations are quickened proportionally to the 
degree of fever present, but in grave cases the respirations become shallow 
and irregular, and the pulse accelerated and feeble. 

The urine is febrile in character. Some albumin may be present, and a 
diazo-reaction may be obtained. 

Owing to the depth of the lesions in the skin, depressed scars are left, 
the amount of pitting depending on the degree of suppuration. The pits 
show a reddish staining which may persist for months. Some desquamation 
may accompany the separation of the crusts, particularly on the feet and 
hands. The hair often falls out freely. Convalescence is, in favourable cases, 
rapid and complete. 

Small-pox may assume severe, modified or benign forms : 

Severe types of small-pox.—These comprise the confluent and hemorrhagic 





Fic. 4.—Confluent small-pox in an unvaccinated adult. 


varieties. Confluent small-pox is characterised by fusion of the lesions, par- 
ticularly on the face and hands. The rash may fuse whilst still papular, but 
more commonly does so in the vesicular and pustular stages. In such cases 
the toxemia is severe and the remission of symptoms before the stage of 
pustulation may be absent or ill-marked. Delirium is common, and the 
secondary fever high. Inflammatory cdema is very marked, the features 
may become quite unrecognisable and the confluent pocks may form a con- 
tinuous sheet of pus. Severe conjunctivitis, nasal obstruction, salivation, 
cough, aphonia and diarrhoea are common. Some patients pass into a typhoid 
condition. An offensive odour emanates from the skin, circulatory failure is 
progressive, and death may occur towards the end of the second week. 
Hemorrhagic small-pox.—In the most malignant variety, purpuric flecks 
and patches may appear in the skin before the development of the eruption, 
and are accompanied by subconjunctival hemorrhages and bleeding from 
the mucous membranes. Initial symptoms, in particular backache, are 
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severe, and prodromal rashes common. The respiration*is hurried and the 
breath foatid, but the temperature not necessarily very high. Death may 
occur before the outbreak of the proper eruption gives a clue to the nature of 
the infection, but often towards the end careful inspection may show 4 few 
papular elements struggling to appear. 

In other cases the bleeding first manifests itself about the time of the 
eruption, occurring in the form of petechis or of circular spots between the 
lesions and also infiltrating the bases of the vesicles and staining their con- 
tents. The vesicles are often badly developed, confluent and of a violaceous 
hue. Bruises form easily in the skin, and hematuria, epistaxis, hematemesis 
or uterine hemorrhage may appear. The breath has a sickly odour. 

The mere presence of ee BE contents in the vesicles, especially 
those on the legs, without hemorrhages into the bases of the pocks, m the 
skin and elsewhere, is not of bad prognostic importance. 

Modified small-pox or varioloid.—Small-pox of a very mild type may 
occur In vaccinated subjects. In such cases initial symptoms may be 
slight, and the eruption, although typical, is scanty ; sometimes it fails to 
appear. More commonly, the initial symptoms are severe, and the rash 
appears early, but it is generally sparse and discrete, tends to evolve quickly, 
and many of its elements fail to progress beyond the papular or vesicular 
stage, the suppurative fever being slight or absent. The lesions, which are 
often small, are superficial and may be unilocular, sometimes they appear 
fleshy and wart-like. The modification is most evident on the face. In such 
cases the arrest of development leading to the juxtaposition of papules, 
vesicles and small pustules may cause a resemblance to chicken-pox, but the 
distribution remains characteristic. 

Variola minor.—From time to time a benign type of small-pox has pre- 
vailed in many parts of the world. The names alastrim, amaas, varioloid 
varicella and para-variola also designate this disease. It differs from ordinary 
small-pox in its mild course, low mortality (0°5 to 2 per cent.), lesser infectivity, 
the usual absence of secondary fever, the occurrence of residual pigmentation 
rather than pitting, and incidence on adults rather than on children. 

The incubation period is 10 to 15 days, or longer. Invasion is abrupt, 

and may be accompanied by muscular pains, backache, vomiting and some- 
times high fever, but many cases are ambulatory. The rash never appears 
before the third day, more commonly on the fourth or fifth. It 1s seen first 
on the face, then on the forearms and trunk, and within 12 hours on the lower 
limbs. The eruption may be scanty or moderately profuse. It rarely comes 
out in crops, but in any case the initial lesions are more advanced than those 
which follow. Maturation is more rapid than in variola major, papular and 
vesicular stages each lasting 2 days, pustulation beginning on the fifth day, 
and scabbing on the face being evident within a week. There is, as a rule, no 
secondary fever. 

The Siatribation of the eruption is classical, the rash favouring the face 
and extremities rather than the trunk. On the limbs, the distal parts, and on the 
trunk the upper part of the back, rather than the abdomen and chest, are 
involved. Much weight is attributed to the detection of a few deep-seated 
lesions in the skin of the thenar and hypothenar eminences. 

The lesions are more superficial than in variola major, but not so super- 
ficial as the blebs of chicken-pox. They are not always spherical, and are 
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often unilocular and not umbilicated. Mature vesicles have an opalescent 
appearance, and the crusts are of a deep amber colour. It is easy to under- 
stand why the disease is so often mistaken for chicken-pox. The distribu- 
tion of the rash is the important diagnostic criterion. Although vaccination 
protects against v. minor the converse is not invariably true. As a rule, 
vaccination in the eruptive stage fails, but may take in modified form later. 

Although serological tests fail to differentiate variola minor from variola 
major, histological examination shows that the inclusion bodies of v. minor 
show differences in numbers, size, staining reactions and localisation in the 
vesicles when compared with v. major. 

Complications.—During the later stages of small-pox and inconvalescence, 
boils and superficial abscesses often cause trouble. Septic rashes, erysipelatous 
or impetiginous infections may spread from the pocks. The cervical and 
axillary glands may become enlarged or even suppurate. In the more 
severe cases, bed-sores may rapidly form over pressure points. Rarely death 
is due to septicemia arising from these cutaneous infections. 

Ocular complications are important. Conjunctivitis is common. Pustules 
may form on the palpebral or ocular conjunctiva. The eyelids often become 
inflamed and cedematous. A rapidly spreading keratitis may lead to slough- 
ing of the cornea, but cogneal ulcers are more common and sometimes lead 
to perforation and panophthalmitis. Iritis is rare. Retinal hemorrhages 
sometimes cause blindness. The scars of the corneal ulcers may much impair 
the sight. Otitis media is comparatively common. 

Laryngeal inflammation may be so severe as to necessitate tracheotomy, 
and may lead to perichondritis and necrosis. Bronchitis and broncho- 
pneumonia are frequent and often accelerate death. Lobar pneumonia and 
dake pleurisy are rare. Endocarditis and pericarditis are exceptional, 

ut degenerative changes in the myocardium are not infrequent. Occasion- 
ally a deatuctive arthritis supervenes ; it is said to be more common in child- 
hood. Although albuminuria is often found, a true nephritis is uncommon, 

Parotitis is looked upon as a secondary duct infection from the mouth. 
Orchitis sometimes occurs during the acute stage. 

As in other fevers encephalo-myelitis and neuritis may occur. On 
recovery from the toxeemic stage speech may be completely lost, but it returns. 
Less favourable are bulbar or limb paralysis, with or without derangement of 
sphincter control. 

Disfigurement of the face, permanent blindness, deafness and some- 
times alopecia may be the legacies of a severe attack. 

Diagnosis.—The whole body should be stripped and examined in a good 
light. In some cases a preliminary bath is needful. Attention should first 
be focused on the distribution rather than on the characters of the. rash. 
The individual lesions should be dotted on an outline diagram of the body, 
and a numerical comparison made of those on the abdomen, chest, back, 
upper arms, forearms, face, thighs and legs. Too much rehance should not 
be placed on shottiness or umbilication. The condition as to vaccination 
one be ascertained and the nature of any prevailing epidemic borne in 
mind. 

The wnitial fever may itself lead to difficulty in diagnosis ; the symptoms 
of onset are somewhat similar to those met with in other aeute diseases, par- 
ticularly mftuenza, acute rheumatism, pneumonia and cerebro-spinal fever. 
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Severe prostration and backache, when present, are suggestive. Often the 
diagnosis is not certain until the true eruption appears on the third day and 
the fever subsides, but the appearance of a petechial prodromal rash in the 
groins may enable earlier recognition. As regards influenza, it is more common 
for small-pox to be at first mistaken for this disease than for the converse 
to occur, Lumbar puncture is available in cerebro-spinal fever. In pneumonia 
sooner or later lung signs appear. Precipitate certification of a supposed case 
of small-pox, even in a contact, is unwise ; it is better to await the appearance 
of the rash, remembering this should appear first on the forehead, near the 
roots of the hair, the cheek bones, sides of the nose, wrists, hands and fore- 
arms. The interior of the mouth should also be inspected and any parts of 
the skin which have been subjected to special irritation. 

The prodromal rashes, if purpuric, may be confused with different varieties 
of purpura ; if erythematous, with scarlet fever, measles, rubella, urticaria or 
other forms of erythema. 

The characteristic groin incidence of the purpuric rash of small-pox should 
be remembered, and is of great assistance in diagnosis. More widespread 
purpuric rashes, however, are at times misdiagnosed as febrile purpura until 
the occurrence of small-pox in contacts reveals their true nature. Conversely, 
febrile purpura and purpuric rashes occurring in ulcerative endocarditis, 
cerebro-spinal fever and other conditions may be mistakenly thought to in- 
dicate small-pox. The distribution of the rash and the character of accom- 
panying symptoms should be noted. Physical examination of the organs 
may reveal signs which help to clear up the diagnosis, which may be very 
difficult. 

A scarlatiniform prodromal rash is distinguished from scarlet fever by 
the absence of tonsillitis and of punctate redness of the soft palate. The 
rash on the skin is not definitely punctate and the area of circumoral 
pallor is wanting. The tongue is not typical nor are the tonsillar lymph 
glands enlarged. The Schultz-Charlton test 1s negative. 

Morbilliform prodromal rashes bear only a very superficial resemblance 
to measles. The diagnosis is discussed later. Nor should rubella be confused 
if its characters be borne in mind. The initial erythemas may resemble 
those induced by antitoxic serum, by soap enemas and by drugs. The 
characters of these rashes are given in the article on scarlet fever. 

The true erwption of small-pox may be confused with measles, chicken- 
pox, perhaps typhoid or typhus, also with various forms of papular erythema, 
urticaria, acne, papular and pustular syphilides, and glanders. Sometimes 
drug rashes, particularly those due to iodides, lead to mistakes. Measles 
on the face may bear a close resemblance to the papular eruption of small- 
pox. It is distinguished by the catarrhal symptoms, Koplik’s spots, the 
distribution of the rash on the body, and the fact the temperature tends to 
rise as the eruption increases instead of falling as it does in small-pox. 

The differentiation of some cases of chicken-pox is a difficulty. Chicken- 
pox is a disease of childhood whilst small-pox chiefly affects adults (although 
with neglect of vaccination its incidence in childhood may again increase), but 
cases of chicken-pox in the adult are not infrequent, and inf{them prodromal 
symptoms may be sharp and the rash not appear until the second or third 
day. Chicken-pox presents the following distinctive characters : 

1. The rash of chicken-pox appears first on the trunk, and is thickest on 
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the trunk, face, upper arms and thighs. It avoids the extremities of the 
limbs. It does not so markedly select irritated areas, nor does it avoid the 
axilla and groin. The presence of many lesions on the palms and soles is 
greatly against chicken-pox. 

2. The eruption comes out in distinct crops over 3 to 5 days or more. 

8. The vesicles develop much more rapidly and are mature in 24 hours. 
Vesicles are not seen at this period in small-pox. 

4, The lesions are superficial and unilocular, rarely umbilicated. Their 
bases are not indurated. Near flexures they may assume an oval outline, 
sometimes they are irregular or crenated. 

5. Pocks of all stages of development may be present at the same time 
on & given area of skin. 

6. The lesions are smaller. Pustules and scabs half an inch across arc 
almost certainly due to small-pox. 

7. Successful vaccination within 5 years or revaccination within 10 years 
is evidence against the disease being small-pox. Chicken-pox does not 
pee against successful vaccination in an unprotected individual. If the 

isease is small-pox, vaccination will prove unsuccessful. This rule, how- 
ever, is not absolute. Vaccination may prove successful in anomalous 
forms of small-pox, and has been alleged to take in ordinary small-pox on 
rare occasions. 

Confusion with typhoid and typhus is uncommon, and should be eliminated 
by taking into consideration the distribution of the rash and character of 
the other symptoms. In distinguishing other skin eruptions it should be 
remembered erythemas are often polymorphic. They may show occasional 
vesiculation which is quite superficial and are sometimes febrile. Acne 
affects the face, shoulders, back and chest; it is chronic, afebrile, and 
often associated with comedones and scars. The lesions may be pustular 
but are never vesicular. The lesions are not found on the forearms or hands. 

If syphilis is borne in mind its eruptions are not likely to be mistaken. 
Reliance must be placed upon their distribution, polymorphic character, 
other signs of avails, the history and the Wassermann reaction. A patient 
with syphilis may also have small-pox. Glanders is rare, but when the 
nodules on the face suppurate and are accompanied by fever, small-pox may 
be suggested. There is usually a nasal discharge and a history of association 
with horses. Bacteriological examination will show the Bacillus mallet. 

Certain laboratory tests have been elaborated for the detection of small- 
pox. Of these, Paul’s test is of value. It is carried out as follows. A rabbit’s 
eyes are cocainised. One is scarified with the contents of a suspected pock, 
the other is simply scarified as a control. At the end of 48 hours the rabbit 
is killed and the eyes are examined in a sublimate alcohol bath. In the case of 
small-pox or vaccinia, but not of chicken-pox or other vesicular eruption, 
the inoculated cornea shows opaque white elevations on a milky background. 
The other cornea is evenly opaque without epithelial plaques. Guarnieri 
bodies are present in the plaques. 

A more certain test and one more easy to apply and appraise is intradermal 
inoculation of the rabbit with material from a small-pox vesicle. After a 
short incubation period a characteristic inflammatory reaction ensues. This 
reaction remains in abeyance when serum from a rabbit hyperimmunised 
with vaccinia virus is mixed with the small-pox material before injection 
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into the dermis (Ledingham, Defries and M‘Kinnon). There is also a “‘ floccu- 
lation test ” based on the fact that an extract of small-pox crusts is flocculated 
when mixed with the serum of a vaccinated rabbit. 

Prognosis.—Natural small-pox has a mortality which varies from 25 to 
even 40 per cent. The prognosis may be considered under the following 
heads: (1) The vaccinal condition of the patient; (2) the age; (3) the 
nature of the attack; and (4) the character of the prevailing epidemic. 

1. When a vaccinated person takes small-pox the nature of the attack 
usually indicates some recital immunity, the severity of the disease being 
less and the mortality much lower than in the unvaccinated. The presence 
of large, well-foveated vaccination scars renders the prognosis very favour- 
able. After the age of 15 the protective influence of infantile vaccination 
will to a large extent have disappeared, but revaccination at puberty, properly 
performed, confers a high degree of immunity for the rest of life. 

2. The death-rate in the first 5 years of life is very high and may exceed 
40 per cent. After that there is a fall, at first gradual, then considerable, up 
to the age of 15 or 20, which is the most favourable period. Subsequently 
the mortality rises steadily and may even exceed the figures given for the 
first quinquennium., In the vaccinated, however, the younger the patient 
the more certain is recovery. If revaccination has not been performed: 
ag age increases the mortality does so also, and may reach 15 per cent. in 
persons over 30 years of age. 

3. The nature of the symptoms is important. Mild invasion presages 
a mild attack. Severe invasive symptoms usually, but not invariably, mean 
a severe infection, but they may precede mild attacks in the vaccinated and 
sometimes in others. Prodromal rashes of a vivid lobster hue, especially 
if petechize be present, are the heralds of grave, often haemorrhagic tafactipns: 
Very intense backache is also an ominous invasive symptom. The more 
profuse the pustular rash the worse the prognosis, but the intensity of the 
suppurative stage is much modified by previous vaccination. Confluent 
eruptions mean a bad outlook, whilst patients in whom the rash remains 
discrete usually recover. Hzmorrhagic small-pox is always fatal. 

Other unfavourable symptoms are incomplete remission between the 
primary and secondary fever, sleeplessness, active delirium, especially in 
drinkers, considerable implication of the larynx and broncho-pneumonia. 
The influence of pregnancy in inducing abortion and miscarriage has already 
been mentioned. 

4. Epidemics vary much in their severity and mortality. In some the 
disease 1s so slight and the mortality so low, that doubts arise whether the 
epidemic is really small-pox. 

Treatment.—Proruy actic.—Efficient vaccination and revaccination 
are the most powerful safeguards. The chief measures to be taken when the 
disease is recognised are the following: (1) Prompt removal of the patient 
to an isolation hospital. (2) Thorough disinfection of infected rooms and 
clothing. (3) Immediate vaccination or revaccination of all other members 
of the housshold and of contacts. Four or even more days after exposure 
vaccination may prove effectual in preventing the disease, at all events will 
modify it. (4) Quarantining of contacts for 16 days, or a daily inspection so 
that initial symptoms may be detected at once. (5) Notification of schools 
or institutions attended by inmates of the same house. 
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Inoculation with small-pox, which prior to vaccination was a method 
of prophylaxis, is said in some instances to have a mortality of 2 or 3 per 
cent.; but even this compares favourably with a mortality of 50 per cent. 
as seen in some epidemics of ordinary small-pox. Inoculation, however, 
was found to spread the disease, and so has, in England, been made a penal 
offence. 

CuraTive.—This is purely symptomatic. Abundance of fresh air, cool 
surroundings, and not too great a weight of bedclothes, fluid diet, regulation 
of the bowels, and tepid sponging night and morning form the regular routine, 
The mouth should be cleansed regularly with peroxide of hydrogen, alkaline 
carbolic lotion, or some other mild antiseptic, and the nose gently douched 
or liquid paraffin instilled. A water pillow may be necessary in some cases. 
Severe pain in the head and back during the invasive stage may be 
mitigated by the application of an ice-bag to the scalp and use of fomentations 
to the back ; at the same‘time aspirin, phenacetin, or chloral and bromide may 
give relief; but the drug most generally useful, both in this stage and in the 
sleeplessness, delirium and discomfort of the secondary fever, is opium in the 
form of 10 grains of Dover’s powder. Sometimes paraldehyde 1s effectual. 
Delirious patients should never be left alone. The intractable vomiting 
of the early stage is allayed by citrating or peptonising the milk or substitut- 
ing ice and champagne. Liquor iodi mitis in 5-minim doses is also useful. 
When fever continues high and is accompanied by toxemia and delirium, 
tepid epee may be replaced by hot or cold packs with advantage. Many 
methods have been tried of aborting the eruption and preventing the subse- 
quent pitting. None is effectual, but there is hope that sulphonamides may 
prove of use. Evacuation of the contents of the pocks as soon as fluid 
appeared in them used to be recommended. Some advocate painting the 
face with liquor iodi mitis, diluted if painful, twice a day for the first 8 or 10 days, 
and then applying soft paraffin; or, better, commencing in the papular 
stage, a saturated (5 per cent.) solution of potassium permanganate may be 
painted over the whole body three times a day until scabbing begins, and 
afterwards less frequently. The application of a lint mask soaked in glycerin 
is useful, and glycerin may also be applied to the hands, or a dilute carbolic 
compress substituted. When the eruption is thick in the scalp it may be 
necessary to cut the hair short. The administration of salol in 10-grain doses 
every 4 hours is believed to modify the pustular stage. An attempt to combat _ 
the amount of suppuration by exposing the patient to red light, whereby 
actinic rays are cut off, is recommended by Finsen, but is said to prove 
too depressing. To mitigate the offensive odour which emanates from the 
skin, dilute carbolic lotions may be used (they also relieve the itching), or 
creosote may be vaporised in the sick-room. Starch poultices and alkaline 
washes are used for the removal of refractory crusts and zinc ointment 
applied. The eyes require special attention; they should be bathed with 
boric acid lotion at frequent intervals, and dilute nitrate of mercury 
ointment smeared on the edges of the lids. Should keratitis threaten, an 
ointment of atropine with yellow oxide of mercury should be applied. 

Laryngitis calls for a steam tent and inhalations of benzoin or lysol. 
Circulatory failure is combated by the usual methods, and strychnine is 
useful as a nervous and respiratory stimulant. During decrusting and con- 
valescence frequent warm baths are grateful, and quinine is a useful tonic. 
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Patients are to be regarded as infectious until the scabs are all separated 
and the skin quite healed. 


VACCINIA 


Vaccinia or cow-pox, a disease at one time very prevalent among cows, 
but now rare, is characterised by a vesicular eruption on the udders and teats. 
The vesicles, which are surrounded by an inflammatory areola, may by 
rupture form extensive ulcers. Abrasions on the hands of milkers may be 
accidentally inoculated from these lesions and they, in turn, may inoculate 
other cows in the herd. The hands of the infected milker show vesicles with 
surrounding induration, the axillary glands become swollen and there is some 
fever. Individuals thus inoculated are protected from small-pox, and Edward 
Jenner made practical use of this fact by inculcating the practice of deliberate 
vaccination and transference of the virus from arm to arm. In addition he 
demonstrated that those thus moculated were refractory to subsequent 
inoculation with the virus from small-pox lesions, and milkers who had had 
small-pox did not catch vaccinia from thecows. But it appears that although 
vaccinia protects against small-pox, an attack of small-pox does not always 
protect against vaccinia. Apparently vaccinia is the more powerful antigen. 

After long dispute, the question of the identity of cow-pox and small-pox 
has been settled by animal experiment in favour of Jenner’s view that the 
two diseases are one and the same, small-pox virus being so modified by its 
transmission through the cow that its inoculation results only in a local lesion, 
a lesion which, however, affords a high degree of protection against small-pox. 
Vaccinia differs from small-pox, whether the latter be natural or deliberately 
inoculated, in that it has lost its infective character, and so can be used for 
purposes of vaccination without risk of propagating small-pox. 

he histology of the vaccine vesicle is similar to that of the lesion of small- 
pox. It goes through the stages of papule, vesicle and pustule ; and loculation 
is produced by persistence of the remnants of vacuolated epithelial cells in 
the form of septa. 

Professor Paschen has described minute “‘ elementary bodies ”’ as constant 
accompaniments of vaccinal lesions, and Ledingham has shown that these 
““Paschen bodies ’’ are agglutinated by the sera of rabbits which have re- 
covered from vaccinia. It is believed that these bodies are the filtrable 
virus of the disease. 

For the purpose of vaccination vaccine lymph is prepared by the inocula- 
tion of healthy calves, the contents of the vesicles being collected and freed 
from pyogenic and other extraneous organisms by admixture with glycerine. 
This process of glycerinisation kills most of the adventitious germs, but leaves 
the virus of vaccinia uninjured. The lymph thus prepared is stored in capil- 
lary tubes at low temperature, and will remain efficacious for at least 8 
months. Its use is preferable to the direct inoculation from human vaccine 
vesicles. . 

The operation of vaccination is carried out as follows: An area of skin over 
the insertion of the left deltoid muscle or on the outer side of the thigh is 
carefully cleaned with soap and water, and afterwards with ether. The con- 
tents of a tube of lymph are then ejected on to the cleansed area in 2, 3 
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or 4 separate portions, according to the number of insertions proposed. 
A } inch scratch is made through each drop of lymph with a sterile lancet or 
sterile needle, care being taken to avoid drawing blood, and the lymph gently 
rubbed over the scratches with the instrument used. The scarified spots should 
be at least an inch distant from each other to avoid confluence. The lymph 
is given a few minutes for absorption, and any excess is removed with sterile 
wool. The scarified area is covered with sterile gauze. The whole procedure 
must be carried out with strict regard to asepsis. “‘ Cross-hatching” is 
avoided. 

If the operation is successful, inflamed areas appear at the sites of 
inoculation, and by the third day become distinctly papular. By the fifth 
day, small clear vesicles have formed which slowly increase in size and be- 
come depressed at their centres. By the eighth day the vesicles are large, 
sharply defined, and their inflammatory areole are confluent. From this 
time the contents become increasingly cloudy. The vesicles attain their full 
size by the twelfth day and collapse. By the tenth or twelfth day a brownish 
scab is forming. This after a time separates, leaving a depressed and pitted 
or foveated scar which at first is livid, but in course of time becomes dull 
white in colour. A more recent method of vaccination is by subcutaneous or 
intracutaneous injection of diluted vaccine. At present it is difficult to 
appraise its value. 

The virus is distributed by the blood throughout the body. Headache, 
malaise and fever accompany maturation of the vesicles at the beginning 
of the second week; the axillary glands may become enlarged and tender 
and the spleen palpable. Sometimes febrile disturbance is noticed as early as 
the fourth day. 

In revaccination the events are similar, but both the local and constitu- 
tional disturbances are less pronounced: sometimes they fail to appear at 
all. The lesions may run a very rapid course, aborting at the papular or early 
vesicular stage. Sometimes a slight itching and glandular tenderness are all 
that is observed. 

Natural insusceptibility to primary vaccination is excessively rare, and 
at least three successive attempts should be made before insusceptibility is 
assumed. 

Although infants can be vaccinated successfully in the first few weeks 
of life, under ordinary circumstances the best period is from the second to 
the sixth month. Revaccination is advisable after the seventh year and 
when small-pox is epidemic. 

The degree of protection afforded against small-pox is in some degree 
proportional to the extent of the vaccinal lesion, and the resulting scars should, 
together, cover an area of not less than half a square inch. Hence the advice 
always to make at least two insertions and preferably four. The test of a 
successful scar is its depression and foveation. The period of immunity may 
be regarded as not less than 7 years. When vaccinal encephalo-myelitis is 
prevalent, vaccination by one insertion has been recommended. 

Risks or VAOCCINATION.—Fugitive erythemata, which are sometimes 
scarlatiniform, measly or urticarial, may appear about a week after vaccina- 
tion ; they resemble serum rashes. Erysipelas, septic infection and cellulitis 
sometimes result from the use of contaminated lymph or the lack of proper 
cleanliness at the operation or after. Under moder methods of glycerinisa- 
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tion and asepsis, these should not occur. There is no doubt, too, that syphilis 
has on rare occasions been conveyed by arm-to-arm vaccination. In such 
cases, the chancre does not appear before the fifteenth day, and is usually 
later. The calf being insusceptible to syphilis, the use of calf lymph has 
abolished this danger, Tetanus is another infection which has occasionally 
resulted, especially in hot climates. Tuberculosis and leprosy have also been 
cited as possible sequels, but with little or no proof. The addition of glycerine 
to the lymph kills the tubercle bacilli. The appearance of eczema and 
impetigo has been attributed to vaccination, as also a somewhat persistent 
form of anemia. A rare sequel, to which attention has been drawn recently, 
is a form of encephalo-myelitis. Its greatest incidence has been in Holland, 
Great Britain and Germany, and has varied from 1 in 5000 to 1 in 100,000 
vaccinations. The characteristic lesion is a focal, perivascular demyelinisation 
of nerve fibres, often associated with perivascular cuffing. It very rarely 
follows vaccination during the first year of life. Its chief incidence is after 
primary vaccination of children of school age or of adolescents. It is very 
similar to the encephalo-myelitis of small-pox and of measles. It sets in 7 to 
12 days after vaccination, with headache, vomiting and paresis. These 
symptoms become aggravated, and delirium may pass into coma and death. 
In other cases the symptoms are more suggestive of meningitis, tetanus or 
lethargic encephalitis, with ocular palsies. The mortality may reach 50 per 
cent., but complete recovery is possible. Human serum, from a healthy 
donor who has been successfully vaccinated recently, or anti-vaccinal horse- 
serum, is the best antidote. The serum is given intrathecally or intravenously. 
The dose is 8-30 c.c., repeated if necessary. Repeated lumbar puncture is a 
valuable adjuvant. 

Quiescent infection may be brought into activity and prominence by 
vaccination ; this is the case with congenital syphilis and tuberculosis. Hence 
the advisability of postponing vaccination should the infant show signs of 
ill-health. Acute specific fevers are no bar to vaccination if necessary. 

Very rarely the course of vaccinia is characterised by the appearance of a 
generalised vesicular eruption, the lesions appearing in successive crops, and 
passing through the stages of papule, umbilicated vesicle and crust. Generalssed 
vaccinia of this type is usually febrile and occurs from 7 to 11 days after 
vaccination. 

Accidental vaccinia is the term applied to fortuitous inoculation from a 
vaccinal lesion. Mothers are sometimes thus inoculated from their infants. 
The condition should be borne in mind. When occurring on the face, there 
ig much cedema with swelling of the lymph glands, so that anthrax has been 
suspected. The vaccinated baby may also, by scratching, inoculate its own 
nose, cheeks or other parts of its body. 

PROTECTION AFFORDED BY VACCINATION.—The immunity to small-pox 
which vaccination confers is not necessarily permanent. A child vaccinated 
in infancy should be revaccinated at the age of 7 years and again in adult 
life. Whatever their vaccinal condition, with the possible exception of those 
vaccinated within 2 years, persons coming into contact with small-pox should 
be revaccinated at once. 

Since vaccinia has a shorter incubation period than small-pox, a person 
successfully vaccinated or revaccinated within 3 days of exposure to the latter 
disease will, in all probability, escape it. Ricketts makes the following state- 
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ment: “ The period of incubation of small-pox, counting to the outcrop of the 
rash, may be taken as 14 days. If this period be divided into three intervals 
comprising 7 days, 3 days and 4 days, it will be accurate, in the main, to say 
that a successful vaccination done in the first period will wholly prevent the 
attack, done in the second will have more or less effect in modifying the 
eruption, and done in the third will merely add to the patient’s troubles.” 
For a discussion of the evidence in favour of the practice of vaccination 
in the prevention of small-pox, the student is referred to the larger treatises. 


CHICKEN-POX 


Synonyms.—Varicella ; Glass-pock ; Water-pock. 

Definition.—An acute infective disease, characterised by a rash which 
tends to appear in successive crops, each lesion passing rapidly through a 
papular stage to one of superficial vesiculation and subsequent partial pustula- 
tion. The lesions then desiccate and scab. 

Etiology.—Chicken-pox is universally prevalent and highly infectious. 
One attack usually affords complete protection, second attacks being ex- 
tremely rare. It is mainly an affection of middle childhood, being uncommon 
after 10 years of age, but adults may contract it, and infants are not com- 
pletely immune. Season and climate are not known to exert any influence 
on its incidence. It affects both sexes. Infection is in most cases direct by 
droplet spray, but articles of clothing may remain infectious for a considerable 
time, and the disease is sometimes carried by a healthy intermediary. The 
dried scabs can communicate the disease, probably by ingestion or inhalation. 
Like small-pox, chicken-pox is inoculable from the vesicles—but not easily. 
Convalescents from acute diseases, particularly from measles, diphtheria and 
scarlet fever, are believed to be peculiarly susceptible to chicken-pox. The 
disease occurs sporadically or in the form of limited outbreaks. The infective 
agent is unknown, but the association with herpes zoster lends support to 
the view that it may be a filtrable virus, imlenties’ with the neurotropic virus 
of that disease. 

Pathology.—Micro-organisms occur in the pocks, and particulate bodies 
have been described similar to those seen in vaccinia and small-pox. Pure 
suspensions of these particulate or elementary bodies are agglutinated by 
the serum of convalescents from varicella or herpes zoster. The inflammatory 
lesions are more superficially situated in the skin than those of small-pox ; 
but the process of vesiculation is similar. Loculation is indistinct, and 
umbilication exceptional. When the clear vesicles become clouded, but 
rarely before this, polynuclear and mononuclear cells are found in their 
contents. 

Ssymptoms.—Incubation period.—This is usually a fortnight or a little 
more ; but extremes of 11 to 23 days are mentioned. 

In childhood the appearance of the eruption usually constitutes the first 
sign, and is taken to indicate the first day of the disease. In adults slight 
pyrexia and sometimes headache, shivering, and even pain in the back may 
precede the eruption for 48 hours. In exceptional cases, mostly in children, 
vomiting and convulsions have occurred. 

Prodromal rashes are not very uncommon. An erythema, either patchy 
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or uniform, which may be punctate, sometimes precedes the eruption for 
some hours, and may be mistaken for scarlet fever ; it avoids the face, does 
not blanch by the Schultz-Charlton test, and does not desquamate. The 
incipient papules of chicken-pox can sometimes be recognised in the erythema. 
Less frequently the prodromal rashes are measly or urticarial. 

The eruption of chicken-pox appears first on the trunk, but soon spreads 
to the face, the scalp and the proximal parts of the limbs. Sometimes it is 
on the face that it 1s first noticed. Occasionally, and sometimes primarily, 
the eruption invades the mucous membranes, especially the fauces, soft palate 
and the pharynx. The spread of the rash does not conform to the orderly 
progress of small-pox, it appears in several crops on successive days; these 
may come out for 2 or 3 days in mild cases, for a week or more in those which 
are severe. The total number of lesions may be anything from a few to some 
hundreds. They are thickest on the trunk, especially on the back, and next 
to this on the face and in the scalp. They tend to invade the limbs from above 
downwards, being sparse and often small on the distal portions; a few 
vesicles are occasionally seen on the palms and soles. The axilla does not 
escape as in small-pox, and it is unusual for the rash to show an especial 
incidence over ridges or pressure points. Various forms of skin irritation 
may determine a local profusion of the rash. 

The lesions are in turn macular, papular, vesicular and mildly pustular. 
The macules are very transitory, soon becoming rounded or ovoid papules of 
@ pinkish colour and slightly salient, something like the rose spots of typhoid, 
or larger. Vesiculation rapidly ensues, and is complete in 24 hours or a little 
more. The vesicles seldom exceed a third of an inch in diameter. They look 
like translucent droplets, lying on rather than in the skin. An areola may or 
may not be present. On the scalp, forearms, hands and feet they may appear 
deeper, and show some hardness. Some assume oval or irregular outlines, 
especially when lying near creases or folds of the skin. On maturity the 
vesicles take on a pearly hue. When punctured, most of them collapse 
entirely, and umbilication is rare. Confluence of adjacent vesicles hardly 
ever occurs. Owing to its itchiness, the rash is often infected by scratching 
or rubbing, and then the lesions become larger and more inflamed. Other- 
wise the vesicles dry up into superficial brown scabs in a day or two, which on 
separating leave slight pink stains, but no appreciable pitting. 

The appearance of the eruption in successive crops leads to the pres- 
ence at the same time on a given area of skin of lesions in all stages of 
development, 7.e. papules, vesicles, small pustules and scabs. On mucous 
membranes the vesicles soon rupture and leave shallow grey ulcers, often 
with red areole. 

Slight pyrexia usually accompanies the appearance of the rash. Some 
cases are apyrexial throughout. Rarely the temperature rises as high as 
103° or 104 r. Successive crops of spots may be accompanied by successive 
exacerbations of fever. Constitutional symptoms as a rule are absent. 

Varieties—Chicken-pox varies much in intensity. It may be so mild 
that only one or two pocks are recognised. As mentioned above, sharp 
invasive symptoms may mark its advent in the adult. There are three special 
varieties of the severe disease : (1) Varicella bullosa ; (2) Varicella gangrenosa ; 
and (3) Varicella hemorrhagica. In V. bullosa the vesicles rapidly form 
large cae which on rupture leave painful raw surfaces. V. gangrenosa 
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is seen in debilitated children and those recovering from scarlet fever ; 
large dark crusts form, and on separation reveal ulcers which may spread on 
the surface and in depth with great rapidity. Constitutional disturbance 
ig severe, and pulmonary complications often supervene. Infection of the 
lesions with hemolytic streptococci or virulent strains of the diphtheria 
bacillus should be suspected. V. Aa@morrhagica is rare ; hemorrhages occur 
into the vesicles and intervening skin, and bleeding sets in from the mucous 
membranes. It is very fatal. Bleeding confined to the vesicles is not so 
serious. 

Complications.—Laryngitis or slight bronchitis is present in some cases. 
Pocks on the conjunctive, vulva or prepuce may give rise to troublesome 
symptoms. Accidental septic rashes sometimes appear in the eruptive stage. 
Acute nephritis and arthritis are exceptional. 

Nervous complications are very rare and usually benign. They are 
attributed to encephalo-myelitis, and chiefly affect children, usually occurring 
during the second week of the infection. Rarely they precede the eruption. 
The onset is acute and febrile ; it may be accompanied by vomiting, vertigo 
and convulsion. Ataxia and tremor are more common than motor paralysis. 
With spinal lesions the picture may be that of a transverse myelitis. Optic 
neuritis, ophthalmoplegia and, very rarely, peripheral neuritis have also 
been a sede In most cases recovery has ensued. | 

Herpes zoster is closely akin to chicken-pox. The zoster eruption may be 
preceded, accompanied, or followed by a vesicular rash indistinguishable 
from chicken-pox. Herpes zoster may also give rise in contacts, mostly 
children, to typical chicken-pox after an incubation period of from 12 to 21 
days, and chicken-pox may follow inoculations from zoster vesicles. Con- 
versely, for chicken-pox to give rise to herpes zoster, is a much less common 
event, which usually occurs in adults. 

Diagnosis.—A mild or modified case of small-pox may erroneously be 
supposed to be chicken-pox, or chicken-pox with a profuse eruption and con- 
stitutional, or the rare hemorrhagic, symptoms may be supposed to be small- 
pox. The differential diagnosis, in which the distribution of the rash is of 
primary importance, is considered in the article on small-pox. Here it may be 
stated that in a patient under 10 years of age, with well-foveated vaccination 
scars, a profuse eruption is generally chicken-pox, whilst a scanty eruption 
with well-marked invasive symptoms is more likely in these circumstances to 
be modified small-pox. 

The erythematous prodromal rash may simulate scarlet fever; but 
other signs of this disease are wanting, and the chicken-pox eruption appears 
within 24 hours. 

Certain skin diseases characterised by vesicles or bulla may be mistaken 
for chicken-pox. These include insect bites, scabies, acne, impetigo, papular 
urticaria, pemphigus and erythema multiforme. Differential criteria are 
prolonged duration, recurrences, distribution, absence of fever, and of lesions 
in the mouth. 

A varicella-like type of syphilide is known. It usually affects the trunk, is 
much more persistent, and is accompanied by other evidence of its nature. 

Prognosis.—Death is very rare. The gangrenous form may prove fatal 
to debilitated children, and the rare hemorrhagic form is said by most 
authorities to have a very bad prognosis. 
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Treatment.—Although most infectious in the pre-eruptive and early 
eruptive stages, patients should be isolated until every scab has separated 
—usually a period of 2 or 3 weeks. They should be confined to bed during 
the eruptive period. Skin irritation may be allayed by mild dusting powders, 
and it is sometimes advisable to fix the arms in light splints. It is rarel 
necessary to cut off the hair. Inflamed pocks may need fomentation with 
boric acid. Crusts which re-form may be removed by starch poultices and 
zinc or mercurial ointment applied. Gangrenous varicella may be treated 
by the use of scarlatinal and diphtheria anti-toxin, and drugs of the sulphona- 
mide group. 

When discharging patients particular attention should be paid to the 
scalp, as scabs may remain entangled in the hair. It is doubtful if lesions 
which have crusted several times are still infectious. The quarantine period 
for contacts is 3 weeks. 


MUMPS 


Synonyms.—Epidemic Parotitis ; Infectious Parotitis. 

Definition.—An acute infectious disease, characterised by swelling of the 
parotid, and sometimes of the other salivary glands, accompanied by constitu- 
tional disturbance which is usually mild. With the exception of orchitis, 
ee are infrequent, and a fatal termination is exceedingly rare. 

tiology.—Mumps is endemic in most large centres of population through- 
out the civilised world. No climate is adverse and no race is immune. Children 
and young adults of both sexes are those usually attacked; but no age is 
entirely exempt, although the disease is rare in infants and in the aged. The 
mother has transmitted the disease to the foetus im utero. 

The malady usually appears during the winter or spring months. Out- 
breaks are generally localised, and often limited to particular schools, business 
houses or barracks. Infection is direct from patient to patient ; but is some- 
times conveyed by an apparently healthy intermediary, or by fomites. 
Epidemics of mumps may follow outbreaks of measles. 

Pathology.—Mumps is attributed to infection by a neurotropic filterable 
virus. Invasion of the nervous system 1s thought by some to occur prior to 
invasion of the salivary glands. An alternative view is that a primary septi- 
cemia is followed by localisation of the virus in susceptible organs. The 
disease can be passed to cats and monkeys by bacteria-free filtrates of saliva 
or puncture fluid from the swollen glands, and has been re-transferred from 
monkey to man. Older views were that certain diplococci or spirochetes were 
the infecting agents. 

An interstitial inflammation is said to occur in the affected salivary 
glands, but parenchymatous inflammation is described in the case of the 
pancreas and the testicle. 

Symptoms.—The incubation period is 3 weeks ; but extremes of 14 and 
35 days, or even 37 days, are admitted. A swelling of the parotid gland is 
usually the first indication of the malady, but this may be preceded for a 
day or two by pain and stiffness in the region of the masseter muscle, or by 
such prodromal symptoms as feverishness, shivering, and sore throat. Some- 
times a meningeal reaction marks the onset (Cerebral Mumps). 
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The parotid swelling is at first unilateral, and commonly appears on the 
left side. It may increase for 2 or 3 days, forming an ill-defined, elastic 
swelling, which obliterates the sulcus between the mandible and the mastoid 
process, lifts the auricle away from the head in a characteristic manner, and 
extends forwards on the surface of the masseter. Only rarely is the skin over 
the gland either reddened or cedematous. The swelling subsides after a few 
days, sometimes very quickly, but a distinctive and, when present, highly 
diagnostic feature 1s the occurrence, 24 or 36 hours after onset, of swelling 
in the other parotid region, sometimes with fresh febrile disturbance ; or the 
submandibular and sublingual glands may be attacked. The interval between 
the invasion of the two parotid glands may extend to 4 or 5 days, or even 
longer ; but sometimes they are attacked simultaneously. Sometimes, too, 
the submandibular glands become swollen first, in which case palpation with 
one finger in the mouth and another below the jaw will reveal the acorn-like 
swelling. The parotid may escape, or may swell in its turn. When multiple 
bilateral glandular swellings are present the features become much distorted. 

Moderate pyrexia (101° or 102° F.) may accompany the onset and persist 
for a day or two; but the attack is often afebrile and the pulse rate hardly 
quickened. On rare occasions constitutional disturbance is severe, the 
temperature msing to 104° or 105° F., with delirium and circulatory 
depression. 

The inflamed parotid gland may cause great pain on attempts to separate 
the teeth, to chew or to swallow. The secretion of saliva is often defective, 
but in some excessive salivation is noticeable. Injection of the orifices of the 
salivary ducts, pharyngitis, faucial congestion and even tonsillitis are some- 
times observed at the height of the attack. Enlargement of the cervical 
lymph glands rarely occurs. Mumps may appear in so mild a form as to be 
hardly noticeable. At times the only salivary gland affected is the sub- 
mandibular (submaxillary mumps), and occasionally orchitis is the sole 
manifestation of the disease. Invasion of the lachrimal gland has occurred. 

With rare exceptions the swellings caused by mumps neither suppurate 
nor persist, although, occasionally, the parotid is said to be several months in 
resolving. Relapse occasionally occurs. 

During the period of glandular swelling the blood usually shows a moderate 
leucocytosis, a characteristic feature being a relative and absolute increase 
in the number of lymphocytes. The supervention of orchitis does not 
invariably alter the blood picture, although, according to some authorities, 
it may give rise to an increase in the number of polynuclear cells. 

Complications.—Orchitis occurs in 15 to 30 per cent. of the males. It 
affects boys about the age of puberty and young adults; in childhood it 
is rare. Sexual over-activity is held to be a definite predisposing factor. 
The seventh or eighth day of illness is the usual time of onset ; but it may 
appear 2 or 3 weeks later. In some instances orchitis precedes the inflamma- 
tion of the salivary glands. The condition is really an epididymo-orchitis. 
Where surgical attempts have been made to relieve tension by decapsulation 
or incision, effusion has been found in the tunica vaginalis, the testis engorged, 
and the epididymis deep red. The onset is characterised by pain in the testis, 
which soon becomes swollen. Delirium, vomiting, collapse and considerable 
fever may accompany the testicular inflammation. The temperature may rise 
abruptly to 103° or 104° F. Fortunately the complication is usually one- 
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sided, but in 10 to 20 per cent. of cases the other testicle is attacked in turn. 
Orchitis may be accompanied by wdema of the scrotum, swelling of the 
spermatic cord and enlargement of the inguinal glands. Exceptionally a 
urethritis accompanies the testicular swelling. Subsidence of orchitis within 
a week is the rule, the temperature falling rather abruptly. Suppuration is 
very rare; but relapse sometimes occurs. When bilateral orchitis occurs 
before puberty the development of the individual is usually checked ; rarely 
feminism has been reported. In the adult, even when both testes appear 
atrophic, spermatogenesis may return after many months. 

In the female, corresponding complications are ovaritis, shown by ovarian 
pain and tenderness, inflammation and cedema of the vulva and mastitis. 
The latter has also occurred in the male. 

Pancreatitis is a much less common complication than orchitis. It 
should be suspected when acute abdominal pain, fever, vomiting and 
epigastric tenderness, occur as sequels to the parotid swelling, which 
under these circumstances may show a rapid subsidence. Sometimes the 
swollen pancreas may be felt, but often its presence is masked by abdominal 
rigidity. The bowels are constipated, the stools may be fatty, or even contain 
blood. The urinary diastase is increased, and glycosuria may occur. The 
blood sugar may be raised. Jaundice is rare. The onset may be accompanied 
by alarming collapse. Fortunately recovery has occurred in most cases. 
Diabetes as a sequel to mumps is very exceptional. It should be noted that in 
mumps a raised diastatic index may occur without clinical evidence of 
pancreatitis, and is attributed to infection of salivary glands. 

As regards the nervous system, symptoms of meningo-encephalitis may 
occur towards the end of the first or during the second week, and have even 
been known to precede the appearance of the glandular swellings. Some- 
times on recovery such disabilities as aphasia, hemiplegia, monoplegia or 
ataxia persist. Rarely a general paralysis of the limbs with loss of deep 
reflexes, attributed to peripheral] neuritis, occurs. Weakness of the muscles 
supplied by one facial nerve rarely accompanies the parotid swelling. 

Acute mania and other forms of insanity are rare sequels. 

An excess of lymphocytes may be found in the cerebro-spinal fluid, and 
is not uncommon during the first fifteen days of mumps, even in the absence 
of definite meningeal symptoms. 

Certain affections of the organs of special sense, although uncommon, 
deserve mention on account of their importance. Quite apart from deafness, 
due to the occasional occurrence of otitis media, true nerve deafness may 
occur unaccompanied by signs of middle ear disease. The deafness is of 
sudden onset, and when accompanied by nausea, vomiting, tinnitus and 
inco-ordination it is attributed to hemorrhage or exudation within the 
labyrinth ; but it may occur without any labyrinthine symptoms. Fortun- 
ately the deafness is usually unilateral, for it is incurable. 

Papilloeedema and optic atrophy with loss of vision are other important 
sequels. Iridocyclitis, paralysis of certain extra-ocular muscles and loss of 
power of accommodation may also at times ensue; these mainly terminate 
in recovery after a variable time. 

Among other possible complications may be mentioned epistaxis, bron- 
chitis, pneumonia, pericarditis and arthritis. Albuminuria is not uncommon 
and nephritis sometimes occurs as late as 4 or 5 weeks after the salivary 
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swellings ; urzmia has been responsible for death in rare instances. Gan- 
grenous appendicitis has also been noted. 

Suppuration in the parotid gland, gangrene of the gland, cellulitis of the 
neck and floor of the mouth, coodema of the glottis, and suppuration of the 
cervical lymph glands are very rare occurrences, which are generally attri- 
buted to superadded septic infection. Relapses, characterised by a recurrence 
of the glandular swelling after a distinct interval, are not very uncommon. 
Although one attack of mumps usually protects the individual for life, 
second attacks are not unknown. 

Diagnosis.—In the presence of an epidemic this presents little or no 
difficulty ; but the true nature of the infection may be overlooked when the 
parotid swelling is insignificant, or when the disease primarily affects the 
submandibular or sublingual glands, or again when orchitis or even pan- 
creatitis constitutes the first, and perhaps the only, manifestation. 

Parotitis, usually unilateral, and attributed to ascending duct infection, 
is a well-known complication of certain fevers, and of some abdominal 
diseases ; but it also may be primary and assume a recurrent form. This is 
distinguished from mumps by the circumstances under which it occurs, and 
by the fact that it is not contagious. It generally ends in suppuration, and 
is accompanied by a polynuclear leucocytosis. Swelling of the salivary 
glands may follow the administration of certain drugs, such as iodide of 
potassium and pilocarpine. 

A painless enlargement of the parotid and lachrymal glands, of great 
chronicity, occurs in Mikulicz’s disease. In uveo-parotid fever irido-cyclitis 
accompanies the parotid swelling. 

Inflammatory swelling of the higher cervical glands, especially when 
accompanied by peri-adenitis and cedema, may be mistaken for mumps. 
Swelling of this character occurs in certain cases of diphtheria, and also in 
scarlet fever. Careful attention to the history, proper examination of the 
fauces, and search for rashes should eliminate this error. Enlargement of 
the pre-auricular lymph gland due to lesions about the nostrils and angle 
of the mouth, and the swelling caused by periostitis of the lower jaw, or 
otitic infection of a zygomatic air-cell, may superficially resemble inflamma- 
tion of the parotid. 

When the submandibular and sublingual glands alone are swollen the 
distinction from lymphadenitis may be difficult. In such cases extension 
to the opposite side indicates mumps, as also does the transitory character 
of the swelling. 

In glandular fever, which is an acute infective adenitis of the cervical 
and other lymphatic glands, the salivary glands are not involved. 

Prognosis.—The mortality from mumps is remarkably low. The majority 
of deaths occur in children under 5, especially in infants, usually from some 
complication. Cases of mumps in pregnancy may also prove fatal. 

reatment.—Mumps is infectious for 2 or 3 days before the swelling 
appears, and isolation for not less than 2 weeks from the onset is advisable, 
provided that one clear week has elapsed since the subsidence of the glandular 
enlargement. Contacts should be removed from exposure and either isolated 
for 28 days or supervised from the fourteenth to the twenty-eighth day, unless 
they have already had the disease. Thirty c.c. of whole blood or 15 c.c. of 
serum of convalescents, if given on first exposure, seems to prevent infection. 
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Attenuated attacks are difficult to produce, but see also remarks under 
measles (p. 141). On account of the liability to orchitis, it is better to have 
mumps before puberty than after. 

The patient should be isolated and confined to bed. The incidence and 
severity of orchitis are said to be less in those who are not allowed to get up 
until the time at which this complication usually appears is past. Foods 
which need no mastication are indicated during the acute stage. The mouth 
should be ain clean. Pain may be relieved by local applications and acety]- 
salicylic acid. The inflamed testicle should be enveloped in cotton-wool 
and suspended or supported by a small pillow. If pancreatitis be suspected, 
fomentations may be applied to the abdomen, small doses of opium admin- 
istered, and the diet strictly restricted to fluids. Delirium and pyrexia are 
met by sponging, wet-packs or the ice-cap. Repeated lumbar puncture is 
beneficial in meningo-encephalitis. 

CHaRLes R. Box. 


INFLUENZA 


Definition.—-An acute infectious disease of short duration, existing in 
pandemic and epidemic form, with sporadic outbreaks. It is characterised 
by sudden onset, pyrexia, headache, pains in the back and limbs, and a 
tendency to inflammatory complications in the respiratory system. 

fEtiology.—--Are the protean features of disease which are at present 
included in our conception of influenza all manifestations of the same materies 
mori? Are there influenzas rather than influenza? What causative 
factors determine the pandemics of the disease during which the case-incidence 
rises so rapidly and so enormously ? What is the association between benign 
influenzal catarrhs of endemic and sporadic occurrence and the pandemics 
which decimate whole races of mankind? These are questions which have 
baffled epidemiologists and bacteriologists for many years, nor did the 
exceptional opportunities for observation and research afforded by the 
pandemic of 1918-19 serve entirely to answer them. 

We are ignorant of the reasons why a state of relative quiescence in 
regard to the incidence of the disease—scattered sporadic cases and mild 
epidemics—suddenly blazes up into a devastating pandemic. We know that 
when this conflagration arrives the disease becomes very highly infectious 
in character, that its virulence is enormously increased and that the usual 
close association with catarrhs and seasons and latitudes and lowered general 
resistance is no longer observed. Age gives no security at such times ; 
witness both the high case-incidence and high case-mortality in young adults 
during the pandemic of 1918-19. 

A previous attack of the disease gives little or no protection ; according 
to some authorities the reverse is the case. 

In the matter of its relation to other catarrhal states the absence of 
definite criteria makes it impossible to be precise in diagnosis. It is only in 
the presence of a severe and widespread outbreak that the guide of prob- 
ability is of assistance in this respect. 

Andrewes and his co-workers at the National Institute for Medical Research 
n 1933 isolated from the nasopharyngeal discharge of influenza patients a 


168 GENERAL INFECTIOUS DISEASES 


virus which is capable of infecting ferrets. When human influenzal garglings 
are dropped into the noses of ferrets they become ill in 48 hours and the 
disease has been transferred from the experimental animals to the experi- 
menter. Further, they have shown that patients who have had influenza 
recently develop antibodies in their blood which kill, or inactivate, the virus. 
Neutseeation tests with antisera prepared from human strains prove that 
different serological varieties of the virus exist. Pfeiffer’s bacillus is to be 
regarded as the commonest secondary invader of the infected tissues. Next 
to Pfeiffer’s bacillus, the micro-organisms most commonly found in associa- 
tion with the disease are streptococci of the hemolytic kind, pneumococci, 
M. catarrhalis and Staphylococcus aureus. It seems certain that many of the 
most serious and fatal cases owe their lethal character to virulent streptococci. 
Pfeiffer’s bacillus occurs in cases of disease quite other than clinical influenza— 
septic endocarditis, sinusitis and meningitis. The bacillus is of very small 
size, is Gram-negative in staining reaction, grows with difficulty on ordinary 
media and has low vitality outside the human body. A special feature seen 
in regard to it is the fact that, when present in acute cases of influenza, 
it usually occurs in enormous numbers in the infected tissues and their 
secretions. 

Symptoms.—So far as can be judged the incubation period is, with con- 
siderable constancy, something from 24 to 48 hours. A marked feature 
of the disease is the abruptness of the onset. So abrupt is it at times that 
the victim is striken down, as it were, in the street, and, from being quite 
well he is, within a few hours, prostrated and already suffering the maximum 
discomforts of the disease. The temperature rises rapidly ; there is often 
arigor. The chief symptoms are racking headache, intolerable aching 
pains in the loins and limbs, dryness and irritable redness of the mouth 
and fauces, and a distressing dry cough. An erythematous rash is not 
uncommon. 

Although the symptoms are protean, it 1s customary to describe certain 
types of case that are frequently met with, dependent largely upon the 
particular tissues and functions which suffer the chief results of the infection. 
It is to be noted that different outbreaks of the disease are prone to be char- 
acterised by different clinical types, as also by differing degrees of severity. 

1. The febrile type-—In this variety of the disease the chief features are 
pyrexia, with associated malaise, headache, pains in the back and limbs and 
a moderate degree of catarrh of the upper air-passages. In many cases this 
type differs only from the “common cold” in its more abrupt onset, its 
higher degree of pyrexia, its disproportionately severe prostration and its 
relatively “dry” form of catarrh. The eyeballs are often painful, with 
some conjunctivitis, and the fauces are often red and slightly cedematous. 
Cough is often present, with few or no associated pulmonary signs. The 
pyrexia lasts for a variable time, usually 4 to 6 days; the temperature chart 
may show two peaks in the 24 hours. It is unusual to see the fever prolonged 
past the eighth day without some focal complication, generally pulmonary. 
Defervescence is quite frequently by crisis, but this is by no means the rule. 

2. The respiratory type.—This is the form of the disease which is most 

revalent in pandemics, and, when severe, it is the form to which the mortality 
is chiefly due. Somewhere about the fourth day of the disease it becomes 
obvious that the catarrhal process is growing troublesome, with more definite 
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involvement of the larynx, trachea and bronchial tract. A dry catarrh of the 
larynx and trachea, with pain and distressing cough, may constitute the 
main feature of the disease. In many cases the temperature falls about 
the third or fourth day, to rise again concurrently with a definite exacerbation 
and extension of the catarrh. The respiratory involvement does not tend 
to remain localised as a bronchitis, but involves the lung tissue, leading to 
a bronchiolitis and, in many cases, an alveolitis also. Then ensue the signs 
of acute pulmonary congestion which are so characteristic of the disease, 
and cause so much anxiety for fear of untoward developments. The respira- 
tory manifestations of influenza infection extend from laryngitis and tracheitis 
through bronchitis to lobular and lobar pneumonia and pleurisy, both 
“dry” and with serous or purulent effusion. But the dominant feature, 
rarely absent in any really severe case, is a condition of capillary bronchitis 
with intense pulmonary congestion. This may be unilateral or bilateral, is 
more often basal than apical, but is not seldom universal. The physical signs 
are copious fine rales (crepitation), with impaired vesicular sound, and, less 
often, impaired percussion tone. This condition may well be termed the 
essential lesion of the disease, for even when actual consolidation of the lung 
is present, this is quite often an incident by comparison, and if the patient 
dies, he dies with the consolidation rather than of it. 

Cough is usually a very troublesome symptom in this type of the disease, 
and is often quite independent of the need to expectorate. The sputa vary 
considerably. They may be quite absent, even in cases where there is wide- 
spread lung congestion. When present they are generally of a kind that 
corresponds with the nature of the chief lesion, whether tracheitis, bronchitis 
or pneumonia. Two special kinds of sputa are very typical of influenza, 
and they are seen frequently during epidemics. (a) Bright, pink, frothy 
mucus, sometimes produced in large amount, it may be as much as a pint 
in 24 hours. This rose-red mucus results from acute inflammatory cedema 
of the lung. It may be expelled involuntarily during cough and sometimes 
it spurts from the nostrils. (b) Tenacious mucus, less viscid than in 
lobar pneumonia, and more copious, differing also in colour which is of 
several hues—red, brown, saffron and various shades of green, all of 
these being occasionally present at the same time. Seen in a white 
earthenware vessel these sputa are very striking and in a high degree 
diagnostic. 

3. The malignant type.—This severe and very fatal form is almost confined 
to pandemic or to epidemic periods. The patient is gravely ill from the 
onset, or soon after, with intensely toxic symptoms, cyanosis of a peculiar 
character (‘‘ heliotrope cyanosis’) and rapid development of heart failure 
before focal manifestations have time to show themselves—unless it be the 
presence of copious fine rales of the kind referred to in (2). The duration of 
this type of case varies from 48 hours up to a week, and no measures of 
treatment, however prompt, serve to avert the almost certain issue. It is 
asserted by reliable observers that death may occur even within the first 
24 hours from the onset. | 

4, The gastro-intestinal type.—More strictly, perhaps, gastric and 
intestinal types. These types are less common in pandemics and epidemics 
than in small endemics and in sporadic cases. The gastric cases are quite 
common, and some of the milder endemics seem to “ breed true ” to a remark- 
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able degree in this respect, leading to a very constant clinical picture of an 
illness with acute, even abrupt, onset, vomiting, marked anorexia, epigastric 
and umbilical tenderness, and general prostration. Considerable difficulty 
often arises in diagnosis (see p. 171), even when there are several cases of a 
similar kind prevalent. 

Jaundice of the catarrhal kind is not very uncommon. as a complication. 
Some of the intestinal cases give no less difficulty, and when severe the 
likeness to typhoid fever is sometimes very close indeed. Tympanites, 
diarrhcea and enterorrhagia, associated with continued high fever and a 
leucopenia, may deceive the very elect. 

5. A nervous type has been described, but it is perhaps more correct to 
say that a variety of nerve symptoms may arise both during and after the 
‘acute Eeeuon: rather than that a recognisable clinical picture is produced 
(see p. 171). 

Complications and Sequelz.—These are both numerous and important. 
Indeed, if we except the malignant cases and the very severe respiratory 
cases occurring during pan- and epi-demic periods, it may be said that the 
importance of the disease lies more in its complications, and perhaps still 
more in its sequels, than in the stage of infection proper. For convenience 
these disabilities may be grouped as follows : 

1. Respiratory.—The main extensions of the catarrhal process have been 
already referred to, as also has the occurrence of pleurisy. Sinusitis may be 
mentioned here; it is both common and troublesome. Otitis media also 
occurs. Asthma sometimes appears for the first time in a patient’s life 
after influenza, and the age of the sufferer may be much more advanced than 
is usual with asthma generally. Pulmonary tuberculosis not seldom shows 
itself also for the first time in the same association. The most frequent 
sequel of all, however, is the maintenance of a state of chronic congestion 
or bronchiolitis at one base or both bases of the lung. This condition, which 
may persist for years, ebbing and flowing with the seasons and with the 
occurrence of intercurrent catarrhal infections, may prove the starting point 
of bronchiectasis. 

2. Circulatory—Perhaps the most serious complication and sequel is 
referable to the heart. Some degree of dilatation is very common during a 
severe attack of the respiratory type, and this condition is apt to prolong 
convalescence in a very tedious fashion. In some cases a bradycardia due to 
heart block has been observed: the prognosis in this condition is good. 
But a much more common form of heart disability is that which arises 
insidiously after the patient begins to resume his usual routine of life. He is 
the subject of palpitation, precordial distress and a sense of undue fatigue 
with slight effort. ln women this state of things is complicated often by 
nervous symptoms, and attacks of breathlessness and a sense of impending 
collapse are quite common. As there is frequently in addition a considerable 
degree of true nervous prostration with mental depression it becomes ex- 
ceedingly difficult to decide to what cxtent the heart is really affected. 
Physical signs in these cases are wholly inadequate; quite often they are 
absent altogether. Although, with care and encouragement, many of these 
cases get quite well after a time, a large number unfortunately become more 
or less permanent “ heart invalids.” It is not clear what is the exact pathology 
of the “ influenzal heart,” but it is perhaps near the truth to consider it in 
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the main a toxic myocarditis; though to what degree it is the nervous 
mechanism, and to what degree the heart muscle, that suffers we cannot say. 

Vasomotor troubles are not uncommon and often complicate the heart 
condition. Phlebitis may occur. 

3. Nervous.—The most common complication is the intense depression 
from which the patients so frequently suffer. In a few cases this leads to 
actual mental instability and, in fewer still, to suicide. The depression 
may continue for a long time after the acute illness is over. So common a 
symptom is it that patients themselves often consider the nature of a recent. 
febrile illness to be definitely established as influenza because of this resultant 
depression. And they are probably in most cases correct. The headache, 
which is another very constant accompaniment of the illness, may be so 
severe as to raise the question of meningitis; it quite commonly leads to 
sen delirium in patients whose nervous system is, in health, none too 
stable. | 

A true meningitis occurs now and again with H. pfecffer in the cerebro- 
spinal fluid and a clinical picture that is unequivocal. Encephalitis. and 
myelitis are described, but here, again, the diagnosis—from epidemic en- 
cephalitis—must always be a difficult matter. 

Many other nerve conditions are described by authors. Perhaps 
neuritis, of both single and multiple types, is the most common. One of us (H) 
has seen a condition indistinguishable from paralysis agitans follow a severe 
attack, which ended in complete recovery after several months. 

Diagnosis.—During pan- and epi-demics the diagnosis is, as a rule, not 
difficult, especially when the case if very severe. “ Filming” the sputa in 
a case of the respiratory type is a valuable aid to diagnosis. If the highly 
characteristic condition of bronchiolitis with copious fine rales referred to on 
pp. 168-169 be present in a febrile illness with nerve prostration and genera] 
toxemia, the diagnosis is fairly certain. 

The gastric and intestinal cases, and especially the latter, present morc 
difficulty than do the respiratory cases. The gastric cases resemble food- 
poisoning not a little, and appendicitis may require careful consideration 
in patients with abdominal tenderness, pain and vomiting, of acute onset. 
From typhoid fever a severe intestinal case with hemorrhage and enlarged 
spleen can only be distinguished by absence of agglutination and negative 
blood culture. A leucopenia is present in both diseases. 

The diagnosis of milder cases of influenza, if occurring in sporadic fashion, 
is frequently a frank admission that it is well to give the patient and his 
friends a label to his disease. There are so many causes of an acute febrile 
illness with malaise and slight catarrh that exact diagnosis may not be 
possible. 

A word of warning is perhaps necessary in respect of diseases known to be 
prevalent coincidentally with outbreaks of influenza. Thus, true pneumo- 
coccus pneumonia, whether lobular or lobar, is not infrequently called 
influenzal when this latter disease is epidemic. Of greater importance is the 
fact that waves of incidence of influenza and poliomyelitis and encephalitis 
sometimes concur. If the practitioner’s attention is bent only upon the 
former disease he is apt to put down to it certain serious nerve lesions that 


really belong to the latter. 
reatment.—Propry.actic.—As we do not know the factors leading to 
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the production of influenza epidemics we do not know how to prevent them. 
When they arrive we can, to some extent, control them by efficient quaran- 
tine, by early diagnosis and notification and by a proper system of hospitalisa- 
tion, adequate to the peculiar features presented by the disease. In regard 
to individual prophylaxis it was formerly held that to keep generally “ fit” 
was a good protection against infection. But recent experience does not 
confirm this view : influenza attacked the strong as well as the weak ; indeed, 
the robust young adult fell a victim by preference, though this may have 
been partly because he was more open to infection by virtue of the conditions 
of his life. The age-mortality as well as the age-morbidity during the 1918-19 
pandemic seemed to make it clear that some method of specific immunisation 
is essential before we can hope to protect against infection. The available 
vaccines for protective inoculation aim at raising resistance against the 
secondary infections. Regarded in this light they are rational. So far the 
virus is not available for specific prophylaxis. 

CuraTIVE.—1. General Measures—With the onset of symptoms the 
patient is put to bed and is kept there until the temperature has reached 
normal and has remained there for 48 hours. He is only allowed up if examina- 
tion of the heart and lungs, and a review of his general condition, reveal 
nothing abnormal. If the attack has been severe, the patient should be 
induced to remain in bed for a week after the temperature is normal, because 
relapses are common, and are often more dangerous than the original attack. 
This rule of practice should certainly have no exception in the case of patients 
over 50 years of age. 

The largest available room is chosen, and the bed is placed well away from 
the walls. Blinds, curtains and screens are dispensed with, and the windows 
are kept open day and night. The room temperature is kept as near to 60° F. 
as possible. If the ideal of free ventilation with \.armth cannot be secured 
in the room, then warmth must be sacrificed rather than ventilation. Neglect 
of fresh air not only seriously prejudices recovery in the event of pulmonary 
complications, it undoubtedly tends much to induce them. It is probably 
the most important point in the general treatment. 

The diet is confined to warm fluids, given frequently, but easily digested 
solids are allowed if the stomach tolerates them ; efforts at ‘‘ feeding up ” 
the patient are to be deprecated. Unless the patient is elderly, alcohol is 
not needed in the early stages of the disease when there are no complications. 
The bowels are made to act thoroughly by a double dose of the patient’s 
customary aperient. If he has none, he is given }-grain doses of calomel 
every hour for 4 doses, and this is followed by a saline draught. The patient 
is sponged all over with warm water twice daily. 

2. Drugs.—There is no drug which acts as a specific. Aspirin and Dover’s 
powder in 10-grain doses may be given together as early as possible and may 
be repeated once or twice every 6 or 8 hours. This may be followed by a 
simple diaphoretic mixture. The sulphonamides are only of service when 
secondary infections are present, and especially when these are of a pulmonary 
nature, 

3. Treatment of Symptoms.—If the headache is severe, phenacetin 
gr. 10 with caffeine gr. 2 may be given 4-hourly for 4 doses. If the stomach 
gives trouble, and the tongue is foul, sod. bicarb. and sod. sulphocarb., of 
each gr. 10, with glyc. acid. carbol. min, 10, may be given 6-hourly with the 


INFLUENZA 173 


feeds, well diluted. For vomiting, all feeds are reduced to a minimum, or 
omitted entirely for 48 hours, giving sips of hot water only, with minim doses 
of liq. iodi mitis in 60 min. of water hourly for 6 or 8 doses, and one pint of 
normal saline is introduced into the bowel two or three times during the period 
of starvation. 

Distressing and persistent cough is often the most difficult problem. 
Local applications to the chest are often of service. If the origin of the cough 
is irritability of the upper-air passages inhalations of tinct. benzoini co. 
4 parts, with menthol or eucalyptus 1 part, are useful. Failing this a 
spray containing chlorbutol (chloretone) and menthol, 2 per cent. of 
each in liquid paraffin, may be used to the nose and throat. In the 
‘essential cough” of the disease, syr. cocillane co., syr. codeine and 
linct. terp-heroin. co. are of some value. In intractable cases relief may 
follow syr. chloral min. 30, ammon. brom. grs. 10, with ext. glycyrrhiz. 
liq. min. 20, etc., in 4-hourly doses for 4 doses. 

Insomnia calls for a general review of the whole programme—ventilation, 
control of pyrexia, posture, food, stimulants, etc. Failing attention to these 
things, a sedative draught of ammon. brom. grs. 20 and tinct. valern. 
min. 20 may be tried; if not successful, min. 120 doses of paraldehyde, with 
tinct. quillaiw and tinct. aurantii to cover its unpleasant taste. Failing this, 
again, chloral and bromide may be given, since drugs of the barbitone group 
are better avoided. 

4. Treatment of more Severe Cases and of Complications.—(a) Intensely 
toxic cases, with hyperpyremia.—Attention to good ventilation should be 
redoubled. The thermometer and not the patient’s sensations must be the 
guide to the amount of bedclothes. “ Cradling”’ is often very useful, as 
also is tepid or spirit sponging. In cases in which the temperature is even 
then resistant, the cold pack should be used and repeated if necessary. 
Febrifuge drugs are to be avoided in such cases. Stimulants are now advisable 
to counteract circulatory failure. 

(Lb) Pulmonary cases.—-Linseed and mustard poultices are of service here, 
or kaolin poultice, applying these to the most “congested” parts. Volatile 
stimulants, sedative expectorants and diaphoretics are the most useful 
drugs: sp. setheris co., the iodides in small amounts, bromide and chloride 
of ammonium, tinct. senegex, tinct. belladonne and liq. ammon. acetatis. 
Ammon. carb. should only be used where sputa are present, and large doses 
are of doubtful value at any time. Oxygen delivered through a nasal catheter 
is useful in all severe cases with cyanosis. 

(c) Heart failure, to be estimated more by the general state of the patient 
(facies, cyanosis, dyspnoea, delirium, posture) than by pulse-frequency 
or physical signs, is met by alcohol, strychnine injections, nikethamide 
(coramine) subcutaneously, and, as a measure ee to these, 
strophanthin »{> grain in 20 minims of sterile saline solution, injected slowly 
into a vein of the arm and repeated, if indications are still present, in 8 or 
12 hours. 

(d) The post-febrile stage, often a stage of cardiac and nervous exhaustion 
in severe cases, requires some caution. Strict recumbency should be enjoined, 
with careful feeding, stimulants and tonics. 
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FOOT-AND-MOUTH DISEASE 


Synonyms.—Aphtha Epizootica ; Epidemic Stomatitis. 

Definition.—A contagious disease, due to a virus, communicated from 
animals to man, characterised by mild pyrexia, swelling and vesiculation 
of the tongue and buccal mucosa, accompanied, sometimes, by a vesicular 
eruption on the hands and fingers. 

ZEtiology.—Man is relatively insusceptible to infection which, however, 
is of almost world-wide distribution amongst cattle, pigs and sheep. Up 
to 1872 there were but few reported cases of supposed foot-and-mouth 
disease in man. In that year a more virulent form appeared in cattle, and 
human cases were more frequently described. Bussenius and Siegel in 
1897 analysed the reports of more than 1500 cases ; the majority are sporadic 
or occur in small groups. 

Three types of virus have been recognised by immunological tests: anti- 
serum of types O and A (Vallée and Carré) and C (Waldman) has no pro- 
tective influence against infection by either of the other two types. In cattle 
the virus enters through the mucosa of the alimentary tract, a septicsemia 
ensues during which all the secretions and excretions of the body become 
infective, with subsequent localisation in the specific lesions. The virus can 
remain active on hair or in soil for a month. 

Foot-and-mouth disease is communicated to man: (1) By the con- 
sumption of unboiled milk from a cow suffering from the disease. (2) By 
direct inoculation: from (a) the saliva if infected animals, or (6) milking 
cows suffering from the specific eruption on the teats or udders. Those 
affected are for the most part either children, milkers, or cowmen. 

Symptoms and Course.—The incubation period of foot-and-mouth 
disease in man appears to be the same as in cattle, namely, 2 to 5 days. 
Whatever the route of infection the disease sets in with slight headache, a 
mild grade pyrexia and dryness of the mouth. This state continues for a few 
days, and is then succeeded by a period of salivation and the development of 
the characteristic lesions—vesicles upon the lips and tongue, which contain 
yellowish-white turbid fluid. In 48 hours or so the vesicles rupture with 
the formation of superficial ulcers having a smooth purplish base. There 
may be considerable swelling of the tongue and mouth, which, with the 
pain, renders mastication and swallowing difficult. At the same time a 
crop of small vesicles may appear around the nails and on the hands; they 
increase rapidly in size, become pustules and then scabs, which fall off early in 
the second week. In adults the disease runs a mild course with recovery 
in from 7 to 10 days. In young children, fed on infected unboiled milk, the 
condition is prone to be more severe because of the liability to anorexia, 
gastro-enteritis and diarrhea. 

Treatment.--This is entirely dietetic and symptomatic. A weak 
solution of permanganate of potash is perhaps the best local application ; 
strong antiseptics, whether to the mouth or to the hands, must not be . 
employed. | 

HorRDER. 
A. E. Gow. 
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PSITTACOSIS 


Definition.—An acute infective disease derived from parrots, resembling 
typhoid fever in its mode of onset and general features, but presenting also 
signs of an atypical pneumonia. 

fEtiology.—The disease is derived from parrots (hence its name), the 
green Amazonian parrot being usually the source. Grey parrots, however, 
are not exempt, and love-birds also suffer from it. Infection is usually 
conveyed direct from a sick parrot to a human being who has been in close 
contact with the bird, but a parrot dead of the disease is also infectious. 
It is probable that a healthy parrot can act as a carrier. Infection from 
one human being to another, although it seems to occur occasionally, is very 
rare. In 1892, Nocard isolated a bacillus from the bone-marrow of an infected 
parrot, and named it the Bacillus psittacosis ; it was afterwards shown, how- 
ever, that this was identical with the B. @rtrycke. In none of the cases in 
recent outbreaks, however, has there been any evidence of the presence of 
this bacillus, and it is now proved by the work of Bedson that the infecting 
organism is a filtrable virus. 

Pathology.—The post-mortem appearances are those of a severe septi- 
cemia, with characteristic changes in the lungs. The latter do not present 
the picture of classical lobar pneumonia or broncho-pneumonia, but of a 
“peculiar hemorrhagic vesicular pneumonia, complicated by pulmonary 
thrombosis and free from bacteria” (Turnbull). In addition, areas of muco- 
purulent bronchitis and broncho-pneumonia may occur from secondary 
infection. The gastro-intestinal tract is usually free from severe inflammation. 

Symptoms.—The disease usually sets in rather suddenly after an incuba- 
tion period of probably about 10 days. The rise of temperature is commonly 
abrupt, and headache is pronounced. LHpistaxis sometimes occurs. The 
patient is generally dull and apathetic, and passes into a condition suggesting 
a typhoid infection. The abdomen may be slightly distended, and there 
may be a little sickness and diarrhcea at the outset. The spleen is not pal- 
pable, but in some cases a few rose-spots have been observed which are of a 
smaller size than the spots in typhoid fever. Pulmonary symptoms may be 
present from the outset, or appear after the disease has lasted some days. 
Cough is often frequent and troublesome, but, as a rule, there is little expec- 
toration. Respiration may be rapid, but the pulse-rate remains low. The 
signs in the lung range from those of a bronchial catarrh up to massive, 
sometimes very dense, consolidation. Pleuritic signs are very rare. The 
disease usually lasts from 2 to 3 weeks, and the temperature may fall abruptly. 
Temporary rises of temperature during convalescence are often observed, 
and there may even be a complete relapse. 

Diagnosis.—Clinically the disease can be suspected on circumstantial 
evidence. If one has a patient who presents a general resemblance to a case 
of typhoid or paratyphoid fever, but whose blood does not give the agglutina- 
tion reactions, who presents also pulmonary symptoms and signs of an 
atypical sort, and who has also been brought into close contact with a sick 
parrot or love-bird, then the diagnosis is justified. A deceptive feature in 
the diagnosis from typhoid, however, is that sometimes the agglutination 
reaction to the B. typhosus is positive. Indeed, a positive agglutination to 


176 GENERAL INFECTIOUS DISEASES 


one strain of typhoid organism occurring early in the disease and in a high 
degree of dilution is rather suggestive of psittacosis than otherwise. The 
blood cultures, however, are negative. It may be impossible at the outset 
to distinguish psittacosis from influenza, but the supervention of pulmonary 
complications within the first few days is in favour of the latter. Bacterio- 
logically the existence of the disease is proved by the presence of a positive 
complement fixation reaction in the patient’s serum. 

rognosis.—The mortality varies considerably in different epidemics, 
but may perhaps be put at about 1 in 6. Young people usually recover. 
Severe involvement of the lungs and failure to maintain a relatively slow 
pulse are unfavourable factors. 

Treatment.—tThere is no specific treatment, and the use of convalescent 
serum has proved disappointing. Patients should be nursed with the usual 
precious ee in a typhoid case, but need not be further isolated. 

pecial signs and symptoms must be treated as they arise. 

PROPHYLAXIS consists in forbidding the importation of infected birds ; 
cages should be kept clean, and the birds should not be fondled. A bird 
which falls sick should be immediately isolated or destroyed. 


RoBERT HUTCHISON, 


YELLOW FEVER 


Synonyms.—Febris Flava; Typhus Icteroides; Yellow Jack; Black 
Vomit; Kendal’s Fever; Fiévre Jaune ; Fiebre Amarilla. 

Definition.—An acute infectious disease of sudden onset, endemic in 
parts of tropical America and West Africa, characterised typically by pyrexia, 
vomiting, a slow pulse relative to the temperature, early albuminuria, and a 
tendency to hemorrhages and jaundice. It is caused by a filtrable virus 
and, with the exception of jungle yellow fever, is transmitted to man by the 
common domestic mosquito, Aédes egypti (Stegomyia fasciata). 

fEtiology.—The endemic haunts of yellow fever have been curtailed in 
recent years by the destruction of its intermediary host. A circle with its 
centre in the Isthmus of Panama, and embracing the northern parts of South 
America, the West Indian Islands and the southern parts of North America 
includes most of the area of its late prevalence in the Western Hemisphere. 
Recent work has shown unsuspected reservoirs of infection in the 
Amazon basin and in parts of Columbia, Venezuela and Brazil. The disease 
is widely endemic in West Africa, while cases occur far in the interior from 
the coast of Senegal eastward for over 3000 miles, and northward to the 
Sahara desert. Stokes, Noguchi and Young all died when investigating it 
there. Probably infection was acquired by direct contact with infective 
blood rather than by the mosquito vector, Aédes egypti, which Carroll in 
1900 showed would transmit the disease after a pened: of 12 days, provided 
it was fed on the blood of a yellow-fever patient during the first 3 days of 
fever. Reed and Carroll also found that the injection of 0-1 c.c. of blood 
from a yellow-fever patient collected during the first 3 or 4 days of fever 
produced the disease, and that the serum after filtration remained infective. 
Aédes egyptt bites in the day time, and is most aggressive in the early morning. 
Its domestic habits make it an efficient vector, as the larval stages develop 


YELLOW FEVER 177 


mainly in artificial containers in or near human habitations. Males and 
females are equally susceptible, and infection in childhood is common. This 
type of urban and rural yellow fever differs from jungle yellow fever, which 
is found in or near tropical forests in Brazil, where Aédes egyptt is absent. 
Adult males who work in the jungle are mainly infected. Wi Ai jungle mos- 
quitoes have been found to harbour the virus, but the common vector is not 
yet known. Monkeys and probably other animals play an important réle as 
reservoir hosts. In 1927 the West African Yellow Fever Commission found 
that the Rhesus monkey (Macaca mulatta) was susceptible, only 1 out of 30 
monkeys surviving. One attack confers lifelong immunity and 0-1 c.c. of 
convalescent human serum protects monkeys. The virus, if dried, will keep 
for months ; it penetrates the intact skin of both man and monkeys, but is 
no longer demonstrable in the blood and viscera after the fourth day. 

The diameter of the virus as determined by filtration through collodion 
membranes lies between 17-28 millimicrons. It possesses two qualities, 
viscerotropism and neurotropism; when both are present it is known as 
“pantropic”’ virus. In 1930 Theiler found that if pantropic virus was in- 
oculated intracerebrally into susceptible mice they developed encephalitis, 
unless immune serum was simultaneously injected. After repeated passage 
through the brain of mice the virus lost its viscerotropism or capacity to 
attack the abdominal and thoracic organs, and was converted into a neuro- 
tropic virus with fixed characters. Injection of this virus or of pantropic 
virus attenuated by tissue culture immunises against yellow fever and is 
the basis of prophylactic immunisation. 

The fact that immune bodies are demonstrable in the blood of yellow 
fever cases shortly after infection, and persist permanently in recovered 
cases has been utilised to determine the endemic incidence of the disease. 
Mice are employed for the purpose. The protection test, as developed by 
Sawyer and Lloyd, consists of an intracerebral inoculation of starch solution, 
followed by the intraperitoneal injection of virus and the serum to be tested. 
In the absence of immune bodies in the serum the virus produces encephalitis 
and death within a fortnight ; if immune bodies are present the animal remains 
unaffected. This test has been of great value in affording an index to past 
epidemics, and in accurately determining the past and present geographical 
distribution of the disease. Examination of liver specimens obtained by 
means of the viscerotome from persons dying of illness of not over 10 days’ 
duration have also lead to the detection of unsuspected reservoirs of 
infection. 

Pathology.—Death generally occurs between the fifth and ninth day of 
the disease. Rigor mortis comes on early. The skin may show ecchymoses 
and is an intense yellow colour, which becomes accentuated after death. 
The liver is of approximately normal size, reddish yellow, brownish yellow 
or ‘‘ chamois leather’ colour, and may show hemorrhages. Microscopically 
a midzonal fatty degeneration is characteristic on the fourth or fifth day, 
but later all zones undergo necrosis, and the nuclei may contain acidophile 
inclusion bodies. The gaill-bladder contains tenacious, dark bile. The 
kidneys are congested, and show cloudy swelling and fatty degeneration. 
Petechial haemorrhages, casts and degeneration of the convoluted tubules 
are seen on section. The adrenals may show cortical fatty degeneration. 
The left ventricle is often dilated, and its muscle pale and flabby. Brady- 
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cardia is due to damage to the auriculo-ventricular bundle, and fatty degenera- 
tion of muscle cell-elements are common. Erosions and petechial hemorrhage 
in the stomach and proximal duodenum occur, hence the coffee-ground vomit 
and the tarry blood in the entero-colon. The spleen is almost normal in size 
and appearance. The pleura and meninges may show hemorrhages, the brain 
is congested, and the lungs congested and apt to show hemorrhages. 

Clinical pathology.—The outstanding pathological features are cloudy 
swelling and necrosis of the parenchymatous cells, especially of the liver and 
kidneys, and degeneration of the capillary endothelium, resulting in hemor- 
rhages. Jaundice and albuminuria with casts are thus produced. Hypo- 
glycsemia related to liver inefficiency may occur from the fourth day onwards, 
while the van den Bergh may show a biphasic direct positive reaction and a 
positive indirect reaction of from 2 to 20 units. In the later stages the blood 
urea may be increased, and in monkeys Findlay found an increase in guanidine 
bodies. Though the leucocytes may vary from 5,000 to 15,000 per c.mm., 
leucopenia being the rule, the lowest counts occur about the fifth to sixth 
day; the neutrophiles are increased, the lymphocytes decreased and the 
eosinophiles tend to disappear. The clotting time is markedly increased. 
The cerebro-spinal fluid is under increased pressure and contains increased 
quantities of albumin and chlorides. 

Symptoms.—The incubation period is from 3 to 5 days, but may be 10. 
Clinically, the disease is divided into: (1) Larval and mild forms; 
(2) Severe; (3) Malignant. In well-established severe cases the clinical 
features vary according as the liver, kidneys or heart bear the brunt of the 
attack, acute hepatitis and cholemia, uremia and anuria, and cardiac 
insufficiency being respectively manifest. Most cases show evidence of both 
renal and hepatic involvement. 

1. The larval and mild types.—During epidemics, as well as where the 
disease is endemic, aberrant and irregular types are not infrequent ; transient 
fever of 1 to 4 days duration, perhaps associated with albuminuria, occurs 
with rapid return to health. Where the pyrexia persists over 48 hours, 
headache, vomiting, eye pain and mild jaundice may ensue. Diagnosis in 
the larval forms is dependent on showing that convalescent serum is protective. 

2. Severe or ordinary types.—The typical case presents three stages : 
(a) the sthenic ; (6) the stage of remission on the third or fourth day ; (c) the 
asthenic stage. In the sthenic stage the onset, which often occurs at night, is 
sudden with chilly sensations or a rigor, the temperature rapidly rising to 
102° F. or 104° F. There is severe pain in the back and limbs, frontal head- 
ache with flushed face, injected conjunctive (ferrety eye) and photophobia. 
Prostration is severe, often disproportionally so to the temperature (Carter). 
The tongue is pointed and red; anorexia, nausea and vomiting, which may 
be bilious, appear. Epigastric discomfort and tenderness are characteristic, 
and insomnia is frequent. Albuminuria generally occurs on the second day 
and steadily increases. The pulse is at first rapid (90 to 110 per minute) and 
of high tension with raised blood pressure, but later slows until by the 
third day it may be 60 to 70 per minute despite the fact that the temperature 
remains elevated. This is known as Faget’s sign, the pulse actually falling 
away from the temperature. It also remains slow vied the temperature 
rises again in the relapse. Constipation is the rule. 

Stage of remission.—About the third or fourth day the temperature may 


YELLOW FEVER 179 


fall to 100° F. or lower with amelioration of symptoms. Recovery may result 
or fever be re-established. Frequently this stage is absent altogether. 

The asthenic stage-——The temperature rises again if it has remitted, 
turgidity of the face decreases, and jaundice now appears ; it is first seen in 
the conjunctive and is not obvious in the skin until the fourth day of fever 
as a rule; sometimes, however, it is demonstrable on the third day. The 
gums are swollen and bleed on pressure, while the tongue is coated and later 
dry and brown. The liver is tender and only slightly, if at all, enlarged, while 
the spleen is not palpable. Hiccough may be very distressing, and black or 
“coffee ground ”’ vomit, tarry stools and skin petechise may occur. Brady- 
cardia is marked (40 to 60 per minute) and the blood pressure low. The 
urine is acid and decreased in quantity; it contains urobilin and much 
albumin, granular casts and possibly bile salts, bile pigments, bile-stained 
epithelial cells, and red blood corpuscles. Anuria is frequent in fatal cases. 
After the intermission the fever does not last as a rule more than 3 days. 

Malignant forms.—In this type the temperature may reach 106° F. and 
profuse hemorrhages, melena, black vomit, epistaxis, hematuria, purpura, 
jaundice and anuria may develop by the third day. Symptoms referable 
to the nervous system such as hiccough, tremor, subsultus tendinum and 
delirium are also encountered, death from overwhelming toxemia rapidly 
ensuing. 

Complications.—Complications are uncommon, but boils, abscesses and. 
troublesome jaundice, appearing for the first time in convalescence, may occur. 

Course.—If the patient survives, the acute disease rarely lasts longer 
than 10 days, and convalescence generally progresses slowly but surely once 
a normal temperature is established. Relapses are rare and generally fatal. 

Diagnosis.—Difficulties in diagnosis are mainly encountered in atypical 
cases, especially early in an epidemic. In the average case fever associated 
with undue prostration and early and increasing albuminuria should at once 
arouse suspicion, while later, the tender liver, absence of splenic enlargement, 
Faget’s sign, hemorrhages and jaundice appearing about the fourth day will 
be confirmatory. In blackwater fever, jaundice appears in the first 24 hours ; 
in bilious remittent fever on or about the second day ; while in Weil’s disease 
it is generally found on the fourth or fifth day. Dengue, malignant tertian 
malaria, and relapsing fever also occasionally give rise to difficulty in diag- 
nosis. Malaria, bilious remittent fever, and relapsing fever are generally 
associated with an enlarged spleen, while blood smears should reveal malaria 
parasites or spirochetes. Special laboratory investigations may be necessary 
to differentiate Weil’s disease. In the larval forms of yellow fever intra- 
cerebral inoculation of susceptible mice with 0-03 c.c. of blood collected during 
the first 3 days of fever may reveal the virus. More frequently it will be 
necessary to take two specimens of blood at a fortnight’s interval and establish 
a rise in the titre of protective antibody by the mouse protection test in order 
to establish the diagnosis. 

Prognosis.—The prognosis differs in various epidemics, the mortality 
rate varying from 10-70 per cent., the average being 20-30 per cent. Anuria 
deep jaundice, black vomit, hemorrhages and severe nervous disturbances 
are of grave significance. 

Treatment.—PropHyLactic.—The segregation of infected individuals 
in mosquito-protected wards, and the destruction of the adult and larval 
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stages of mosquitoes (Aédes) have done much to stamp out the disease. 
Rubber gloves must be worn in collecting blood from all pyrexial cases in 
endemic areas. Convalescent serum affords temporary protection. All 
persons visiting or living in a yellow fever area should be vaccinated with 
virus modified by tissue culture. A single subcutaneous injection of 0-5- 
1-0 c.c. produces protective antibodies and confers an immunity which prob- 
ably lasts several years. No local reaction follows inoculation, but fever 
with headache and general aching may develop on the sixth or seventh day. 

CuraTIvE.—Careful nursing of the patient in the recumbent position is 
essential, and as much fluid as can be taken is given during the acute illness, 
but food is contra-indicated. The juice of citrus fruits and dextrose and 
lactose are given in water ; citrates should be added to the drinks to combat 
acidosis and alkalinize the urine. Only when the temperature has been 
normal after the second paroxysm can a gradual increase in food be per- 
mitted—rice water, chickcn soup, Benger’s, custard, etc.—and even in 
convalescence it is only gradually increased. In severe cases with vomiting 
1 to 2 pints of 5 per cent. dextrose, given intravenously every 24 hours, may 
be helpful; also tap water may be administered by proctolysis. Calcium 
lactate, grs. 60 daily, is advocated to prevent hemorrhage. Unfortunately, 
though protective to monkeys, convalescent serum does not affect the course 
of the disease once symptoms have appeared. Symptomatic treatment 
Includes the use of an ice bag locally for headache, a mustard plaster to the 
epigastrium for hiccough, hot fomentations and catheterisation for retention 
and sedatives for insomnia. Champagne may help the vomiting. On admis- 
sion a mild purgative is administered and constipation is subsequently 
treated by a daily enema. A cold sponge is indicated when the temperature 
exceeds 103° F. 


PHLEBOTOMUS FEVER 


Synonyms.—Papataci Fever; Three-day Fever; Sand-fly Fever ; 
Simple Continued Fever; Pym’s Fever. 

Definition.—An acute specific fever lasting about 3 days due to a 
filtrable virus and spread by Phlebotomus papatasi. 

fEtiology.—The disease occurs in parts of Africa, Asia, Northern 
Argentina and is common in the Mediterranean basin, in India, Mesopotamia, 
Persia, etc., where it affects especially white races, though natives also 
suffer. The virus is present in the peripheral blood for the first 24 hours, 
and sand-flies sucking up such blood become infective 7 or 8 days later 
and remain so for life. Experimentally, blood taken on the first and second 
days may produce the disease on inoculation, and volunteers bitten by 
infective flies develop fever in 2 to 7 days. One attack generally confers 
immunity. 

; reco nena ere has been inadequately studied, as the disease is not 
atal. 

Symptoms.—Prodromata like malaise, vague pains, headache and weari- 
ness may usher in the disease, the onset of which 1s sudden, with chilly feel- 
ings or shivering, frontal headaches and lumbar pains. The temperature 
rises rapidly to 104° F. or 105° F. The face is flushed, the eyes injected, 
the throat and mouth congested, and the skin dry, though sometimes there 
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is sweating. Diarrhoea, joint pains and cramps may occur. Bradycardia 
is present, also a leucopenia of 4,000 to 5,000 leucocytes per c.mm. After 
36 to 48 hours the temperature falls slowly to normal, accompanied perhaps 
by epistaxis or sweating. Convalescence is generally rapid, but depression 
and asthenia may persist for some days or even weeks. Afebrile and abortive 
forms are eats. 

Diagnosis.—The diagnosis lies between influenza, malaria and especially 
dengue, which it closely resembles, but secondary rises in temperature, 
secondary rashes and glandular enlargement rarely occur. 

Treatment.—Destruction of sand-flies, the employment of a fine mesh 
net, and spraying bedrooms with 1 per cent. formalin are helpful. Medically, 
cases are treated by rest in bed during the fever, with cold sponging and a 
mixture of aspirin, phenacetin and caffeine citrate. 


DENGUE 


Synonyms.—Dandy Fever; Break-Bone Fever. 

Definition.—A specific fever, generally lasting 6 to 7 days, due to a 
filtrable virus transmitted by Aédes @gypti. A saddle-back temperature 
chart, severe joint pains and backache, leucopenia and a skin eruption 
about the third to the fourth day are characteristic. 

fEtiology.—The disease occurs universally throughout the tropics 
and sub-tropics, and is often epidemic. All ages and sexes are liable. The 
virus exists in the blood for the first 3 days of fever and for 18 hours 
previously, and is communicable to man by direct inoculation during this 
period or by mosquitoes after feeding. The mosquito takes 11 days before 
becoming infective, and remains so for life. 

Pathology.—Nothing definite is known of this, as the disease is so 
rarely fatal. 

Symptoms.—Prodromata include general malaise and pains in the limbs, 
but generally the onset is absolutely sudden, with a rapidly rising tem- 
perature of 102° F. to 105° F., headache and aching eyeballs more marked 
on movement. The skin, especially of the face, is congested and shows a 
general flushing—the so-called primary rash. Backache is very severe, 
and much pain occurs at the muscular insertion about the joints. Insomnia, 
initial depression, anorexia, vomiting and constipation are not infrequent. 
The pulse, at first rapid, now begins to slow, and after 3 to 4 days the 
temperature falls by crisis, diarrhcea, sweating and epistaxis often synchronis- 
ing with it. Symptoms now improve, but after 12 hours to 3 days the 
temperature rises again, giving rise to the saddle-back chart. Pains and 
depression recur, and a measly, roseolar rash fading on pressure appears, 
best seen on the dorsal surface of the hands and feet and spreading to the 
forearms and legs. Desquamation with itching may follow. Glandular 
enlargements are described in some epidemics, and a leucopenia with lympho- 
cytosis is characteristic. After 2 or 3 days’ fever the temperature falls and 
convalescence begins. Some cases present a one-phase fever in which no 
secondary rise occurs, while others show a continuous fever of 6 to 7 days with 
a terminal rise. 

Complications and Sequelz.— One attack may confer immunity, but 
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two and even three have been recorded. General debility combined with 
insomnia and mental depression may persist well into convalescence, and 
intractable muscular pains may lead to considerable crippling. 

Diagnosis.—Influenza, measles, German measles, scarlet fever, rheu- 
matic fever, secondary syphilis and malaria may be confused with dengue. 
Yellow fever is readily distinguished by the marked albuminuria and 
jaundice. 

Prognosis.—Different epidemics vary in virulence, but the death-rate is 
very small, 

Treatment.—Destruction of the vector, Aédes aegypti, will prevent 
the disease. The patient should be kept in bed for 10 days on a light fluid 
diet. Liniments, a mixture of aspirin, phenacetin, and caffeine citrate, and 
even morphine may be required to allay the pains in the joints. In con- 
valescence gentle massage, tonic treatment and a change of air should be 
advised. 


RIFT VALLEY FEVER 


Synonym.—Enzootic Hepatitis. 

Definition.—A specific fever due to a filtrable virus causing fatal 
epidemics amongst sheep and cattle in British East Africa, and producing in 
man a three-day fever. 

Etiology.—This disease was first described by Daubney, Hudson 
and Graham in Kenya Colony as an epidemic amongst lambs, sheep and 
cattle. Possibly it occurs in other parts of the tropics. Man may be 
infected directly from contact with animals or from virus in the laboratory. 
The blood is infective, the virus passing through Berkefeld N. V. and W. 
filters. Experimentally, rats and mice are susceptible and die of the disease. 
The transmitting agent may possibly be a mosquito. 

Pathology.—Pathological changes include fatty infiltration and a 
focal or generalised necrosis of the parenchyma of the liver in experimentally 
infected animals. The intestines may show congestion, and hemorrhages may 
occur in different organs. 

Symptoms.—The incubation period is 3 to6days. A dengue-like fever 
lasting 1 to 3 days is produced in man, characterised clinically by fever, 
rigors, headache, muscular pains and possibly epistaxis. There is a primary 
polymorphonuclear leucocytosis followed by a leucopenia (Findlay), and 
protective and complement fixation antibodies appear in the blood of man 
after infection. Three cases of laboratory infection have recently occurred 
in England. 

Diagnosis.—The presence of a transient fever in natives herding sheep 
and cattle, or in laboratory workers handling the virus, should arouse 
suspicion ; mouse inoculation would confirm the diagnosis. 


LYMPHOPATHIA VENEREUM 


Synonyms.—Climatic Bubo; Tropical Bubo; Lymphogranuloma 
Inguinale ; Poradenitis. 
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Definition.—A venereal disease due to a filterable virus characterised by 
a herpetiform chancre on the genitalia or peri-anal region, inflammation of 
the corresponding regional lymphatic glands, and fever. In males the inguino- 
cruro-iliac glands and in females the pararectal and pelvic glands are chiefly 
involved. Chronic ulceration and elephantiasis of the pudenda are not 
uncommon in females, and inflammatory stricture of the rectum may occur 
in both sexes. 

fEtiology.—The disease has a world-wide distribution, but is especially 
common in China, Japan, Malaya, Kast and West Africa, and in North and 
South America. Though more common amongst coloured races, especially 
negroes, it is being recognised with increasing frequency in Europe. The 
disease occurs mainly in adults, is essentially venereal in origin, and is com- 
monly acquired in the tropics and sub-tropics following coitus with native 
women. Sailors often acquire the disease in Eastern ports. The virus 
particle has a diameter of 0-125 to 0-175 y, is filtrable, and was first success- 
fully transmitted to monkeys by intracerebral inoculation of bubo pus by 
Hellerstr6m and Wassén. Mice are similarly susceptible. In guinea-pigs 
large buboes may follow the subcutaneous injection of sterile bubo pus. 
Surgeons have developed axillary buboes from lesions on the fingers when 
operating on infected patients, and children have acquired infection from 
simple contact. 

athology.—The extirpated glands show marked periadenitis, and form 

conglomerated masses. The cut section often presents a reddish or violet 
tinge. Foci of purulent softening may occur, and sometimes pus cavities, 
containing thick muco-pus of a grey to light green colour, are produced by 
their coalescence. Microscopical sections of the bubo reveals granulomatous 
tissue, epithelioid cells, fibroblasts, occasional giant cells, and polymorpho- 
nuclear leucocytes; epithelioid cells with palisade arrangement are very 
characteristic. Chromatin staining inclusion bodies, known as Gamna bodies, 
are found within lymphocytes and plasmocytes in the infected glands. 

Symptoms.—In males, the primary lesion is as a rule overlooked. It 
occurs as a small herpetiform ulcer, generally situated in the coronal sulcus 
on the penis, and appears a few days to 3 weeks after coitus. Swelling of the 
median group of inguinal glands draining the ano-genital region follows im 
about 2 or 3 weeks, the limits being 1 to 6 weeks. Bilateral glandular involve- 
ment occurs in 35 per cent. of the cases. The onset is generally insidious, 
with slight stiffness or tenderness in the groin, and fever. Often pain 1s 
absent ; rarely it may be severe. The skin is at first red, but as swelling of 
the glands with periadenitis and hard brawny infiltration proceeds, it changes 
to a bluish-violet tint. The conglomerated glands are hard to the touch, 
generally only slightly tender, and show no fluctuation unless suppuration 1s 
advanced. Fistule: form in about half the cases. Though the iliac glands 
are frequently enlarged and palpable, they never present clinical evidence of 
suppuration. Healing with scarring may occur within 2 months or be delayed 
14 years. The general symptoms include fever, anorexia, weakness and loss 
of weight. Although the fever is usually remittent in type no characteristic 
temperature chart is present, and not infrequently the temperature becomes 
normal in 7 to 10 days, but sometimes it is prolonged and a typhoid-like 
state supervenes. Recurrent fever is occasionally associated with exten- 
sion of the adenitis. Rheumatic and allergic skin manifestations are not 
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uncommon, and include painful red swollen joints, erythema nodosum, 
erythema multiforme, scarlatiniform and urticarial eruptions. 

In females, primary lesions may occur on the genitalia or peri-anal region, 
and the para-rectal glands are commonly involved ; these glands often sup- 
purate and form fistulee which may open into the vagina, the rectum, or the 
skin near the anus. The disease runs a chronic course; fibrous stricture of 
the urethra, vagina and rectum may develop, or elephantiasis of the vulva 
(esthioméne) follow lymphatic obstruction. Polypoid swellings may occur 
about the anus, while the lower portion of the rectum may ulcerate and 
become converted into a narrow indurated ulcerated tube, with widespread 
fistulee below the stricture. According to Stannus this is generally situated 
some 3 to 8 cm. above the anus. Rectal stricture is more common in females 
—especially in prostitutes—and is associated with the passage of blood, 
mucus and pus from the bowel, and increasing constipation. 

Diagnosis.—Climatic bubo has been called the sixth venereal disease, 
and the history and clinical features are most important in making a correct 
diagnosis. Where periadenitis and induration are extreme, actinomycosis 
may be simulated. Herpes genitalis, filarial adenitis, septic and tuberculous 
adenitis, venereal bubo the result of chancroid, gonorrhea and syphilis, as 
well as other buboes, such as result from plague, rat-bite fever and tularemia, 
may need differentiation. Histological section of material obtained at biopsy 
and Frei’s intradermal test, using a 1 in 10 dilution of virus-containing pus 
sterilised at 60° C., may be of assistance; 0-1 c.c. of this antigen is injected 
intradermally, readings being made at the end of 48 hours. A positive reaction 
is characterised by the appearance of a reddish, infiltrated papule, measuring 
from 7-5 to 20 mm. in diameter. It1is regarded as a manifestation of cutaneous 
allergy, and is said to be specific for climatic bubo. Animal inoculation and 
the mouse protection test may be resorted to in doubtful cases. 

Lesions in the ano-genital region must be differentiated from filarial 
elephantiasis and ulcerative granuloma pudenda. Polypoid swellings should 
be distinguished from piles, simple polyposis and bilharzia polyps. Rectal 
stricture which is not due to surgical or other trauma or new growth is almost 
certainly caused by this virus; in the past it has generally been erroneously 
attributed to gonorrhea, chancroid, syphilis, or tuberculosis. 

Prognosis.—The disease runs a different course in different individuals. 
In males, unless the rectum be involved, the outlook is good though the 
disease may last many months. In females, with extensive ano-genital 
manifestations, such as fibrous strictures and multiple fistule, permanent 
invalidism may result. 

Treatment.—The patient should be put to bed, have a nutritious high 
vitamin diet, and given a course of sulphapyridine (M. and B. 693). If the 
glands are small and have not suppurated they are best left alone, but after 
the acute stage has subsided they may be painted with linimentum iodi. If 
suppuration has taken place, aseptic aspiration may be undertaken. Excision 
at this stage may result in secondary infection, and should not be attempted. 
When operative intervention is practised in early cases, it should be remem- 
bered that too extensive removal of the groin glands may result in elephantiasi 
and the femoral chain must be left intact. 

G. CABMICHAEL Low. 
N. HaMILTon Farrzey. 
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Herres Simpiex (see p. 1467). 

Herpes Prepuriatis (see p. 1468). 

VERRUCA VULGARIS (see p. 1482). 

Mo.iuscum ContaGiosum (see p. 1483), 
AcuTE ANTERIOR POLIOMYELITIS (see p. 1568). 
Lreruarcic ENCEPHALITIS (see p. 1576). 
Herpes Zoster (see p. 1583). 

Rastgs (see p. 1585). 


C. THE MYCOSES 


Numerous fungi are pathogenic to man, and the lesions caused thereby 
are conveniently described as the mycoses. 

Some of the diseases, for example the ringworms, are described in other 
sections. Six of them will be described here—actinomycosis, mycetoma, 
sporotrichosis, aspergillosis and blastomycosis, the lesions of which are of the 
nature of infective granulomata. 


ACTINOMYCOSIS 


Synonym.—Ray-fungus Disease. 

Definition.—A local infection, tending to become general, due to the 
Streptothnz actinomyces, producing granulomatous lesions chiefly in the 
jaw, skin, lung and digestive tract. 

fEtiology.—Actinomyces bovis was first described by Bollinger in 1877 
as the micro-organism producing large, hard, sarcomatous-like masses occur- 
ring about the jawbones of cattle, and in the following year Wolff and Israél 
found the same organism in human cases. 

The characteristic of the disease is a suppurative lesion, the pus from 
which contains visible granules which, examined microscopically, are seen 
to have a centre of a closely meshed filamentous network, with a border of 
radially arranged striations, often ending in club-shaped bodies. Formerly 
these club-shaped bodies were thought to be spores, but they are now re- 
garded as hyaline thickenings of the sheaths of the threads. The clubs gre 
only found in preparations made from pus from active lesions, or in cultures 
on media in which serum or blood is employed. 

It is essential in examining suspected pus to isolate a granule. If granules 
be not readily detected in the wound or in the pus, Colebrook has pointed out 
that if pus be vigorously shaken in a tube of water the granules, not being 
emulsified, will sink to the bottom and may be removed by a pipette. Micro- 
scopical examination is very much facilitated by crushing the granules 
between two slides. The mycelial filaments retain Gram’s stain, while the 
clubs lose it and take the counter-stain. Culture is in any case difficult, 
depending to a large extent on the amount of secondary infection. To 
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eliminate this as far as possible the granules should be well shaken in a sterile 
saline solution, and then after crushing between sterile slides should be 
sown on to glucose agar plates which are incubated anaerobically, or crushed 
granules may be shaken up into melted glucose agar which is aspirated into 
long sterile tubes according to the method of Vignal. Numerous subcultures 
may be necessary to complete the isolation of the organism. 

Mode of invasion.—Till recently the view has been held that actinomy- 
cosis was conveyed to cattle and man from vegetable sources. Colebrook, 
in a review of 28 cases coming under his observation, brings forward strong 
reasons for believing that the fungus may be present under normal conditions 
in the alimentary tract. He quotes Lord as finding similar organisms in 
carious teeth and tonsillar crypts, and himself found not dissimilar fila- 
mentous organisms in each of six carious teeth examined. He also has 
shown that the serum of heavily infected patients causes agglutination of 
suspensions of actinomyces, as also does the serum of inoculated rabbits. 
The same observer supports the observation of Klinger as to the frequent 
association with actinomyces bovis in actinomycotic lesions of a minute 
Gram-negative cocco-bacillus, to which Klinger gave the name of Bacillus 
actinomycelium comitans. The significance of the association is not known. 

Symptoms.—These depend upon the anatomical distribution of the 
granulomata. 

1. Tne JAW AND ADJACENT STRUCTURES.— When the infection occurs in 
these parts the patient presents a swelling very like a sarcoma, generally 
about the angle or ramus of the mandible. The swelling may, however, affect 
the submandibular tissues and lymph glands rather more than the jaw itself, 
and one of the writers has recently seen a case in which the lesion was confined 
to the glands. The swelling is tender, somewhat painful, and not generally so 
hard as in sarcoma. It may show one or more spots of softer consistency than 
the rest of the lump. In most cases there is no obvious source of infection 
inside the mouth; the assumption is—in the light of observations quoted 
above—that the avenue of invasion is a carious tooth, or the gums and peri- 
odontal membrane. 

2. THe INTESTINES ; APPENDICITIS.—The favourite site of infection is the 
cecum and appendix region. The disease manifests itself either as an attack 
of appendicitis, most often acute, in which case the diagnosis is made only 
at the time of laparotomy; or as a slowly growing lump in the right iliac 
fossa, with some pain, tenderness, and constitutional disturbance, in which 
case suspicion may be aroused as to its nature, if it be remembered that this 
region is a site of election for the ray fungus. There is a tendency for the 
infection to spread from the ileo-cxecal region—(a) to the adjacent peritoneum ; 
(b) to the abdominal wall; (c) to the liver. For this reason it is rare to find 
the lesion confined to the appendix by the time operation takes place. For 
this reason, too, the first evidence of cecal infection may be the involvement 
of the parietes in the lower right quadrant of the abdomen, in which case 
there is always a probability that the infection has spread from the bowel. 
The liver is sometimes involved alone, that is, without obvious intestinal 
infection. The disease is only to be distinguished from abscess by puncture 
or by free incision. 

3. THe PLEURA anD Lune.—Actinomycosis in these tissues is by no 
means rare (see section on Respiratory System, pp. 1216, 1269), and the 
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disease should constantly be borne in mind by the practitioner when faced 
with an obscure case in which indefinite physical signs appear at one base, 
with cough, fever and (not seldom) hemoptysis. In some cases a fairly frank 
pleuritic effusion appears, and the bacteriological examination of the exudate 
reveals the nature of the disease, In other cases the clinical picture resembles 
a basal tuberculosis. As the disease progresses the differential diagnosis lies 
between ray fungus, bronchiectasis and new growth. Hemoptysis which 
recurs in the absence of any evidence of tuberculosis in an obscure case of 
pulmonary disease, is highly suggestive of actinomycosis of the lung. The 
later stages of the disease still-resemble pulmonary tuberculosis; wasting, 
intermittent fever, purulent expectoration, cough and physical signs of 
progressive lung infiltration with destruction. 

4. Tue Sxin.—Granulomata sometimes appear in the skin and subcu- 
taneous tissues (a) alone, or (b) complicating the disease in deeper structures. 

(a) The neck and scalp are the parts most often affected. The initial 
lesion is a rounded swelling, not very acute, and therefore resembling a tuber- 
culoma rather than the result of a pyogenic infection, but usually firmer in 
texture and larger than the lesion seen in tuberculosis of the skin. It has 
therefore to be distinguished from sarcoma and from gumma. As the lesion 
progresses it involves the subcutaneous tissue and tends to ulcerate, after 
the appearance of one or more soft and dusky-red areas on it. When ulcera- 
tion occurs at these points, pus escapes, and this contains the tell-tale granules 
characteristic of the infection. At this stage the appearance is not unlike 
that of a chronic carbuncle or a suppurating gumma. Ultimately the skin 
‘breaks down ”’ over a considerable area of the swelling, and a chronic 
ulcer forms, which discharges freely. 

(b) Similar skin lesions appear not seldom in association with primary 
infections of deeper structures, these superficial deposits having the signifi- 
cance of metastatic pysemic deposits. 

5. Tue Brain.—The brain, like the skin, may be infected by direct spread 
from an adjacent lesion, or it may suffer by way of a general pyzemic process. 
In a case under the observation of C. Ernest West and Horder a chronic otitis 
media was complicated by granulomata in the scalp, from which the strepto- 
thrix was demonstrated in films and grown in tubes of blood-broth. Cerebral 
symptoms developed, and the patient died comatose. At the post-mortem 
examination a large abscess was found in the centrum ovale of one hemi- 
sphere, and the mycelial threads were found in the pus in considerable 
numbers. 

Diagnosis.—Hints have been given in the preceding account relative to 
the differential diagnosis from tuberculoma, sarcoma, pyogenic infection and 
gumma. The chief reason why actinomycosis goes unrecognised is that the 
possibility of its existence is overlooked. All materials from a suspected case 
(pus, pleural exudate, sputa, material from liver puncture, excised lymph 
glands, etc.) should be carefully examined for mycelium, and the bacteriologist 
should have his attention drawn to the possibility of its presence. Sputa 
from a case of recurring hemoptysis, in which a negative report in respect 
of tubercle bacilli has been returned on several occasions, have been found 
to contain threads of actinomyces when the necessary investigation has been 
specially asked for. 

Course and Prognosis.—Although these vary much, there is, as may 
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be inferred from remarks already made, a tendency for ray-fungus infection 
to become pysemic in character. It is this feature which gives the serious 
note to prognosis in all cases. In lesions about the jaw and in skin infections, 
that are primary and not associated with visceral infection, the outlook is 
not nearly so bad as when the lungs, liver or intestinal tract are involved 
and when the skin lesions are multiple and secondary. Early diagnosis, if 
possible before secondary infection (usually staphylococcus) has taken 
place, adds greatly to the chance of recovery. One of the most important 
points in connection with prognosis is the uncertainty as to the complete 
extirpation of the fungus after treatment has been apparently successful. 
Relapses are common, and must be allowed for in any thorough programme 
of treatment. 

Treatment.—So soon as the diagnosis is made, the question should be 
raised whether or not radical surgical measures are practicable. If they 
are they should be pursued without delay; any abscess or infected area 
should be drained, or incised and freely curetted ; infected lymph glands 
should be excised; doubtful teeth should be sacrificed. The exhibition of 
potassium iodide in full doses should follow these surgical measures, or should 
take their place in all cases in which they are for some reason impracticable. 
In some cases it is reasonable to try the patient’s response to iodine before 
planning operative measures. The drug should be given freely diluted with 
water, and it should be gradually increased from an initial dose of 30 grains 
in the day to 60 grains, or even to 120 grains if this amount can be tolerated. 
If recovery takes place the iodine treatment should be renewed for certain 
periods now and again to guard against relapses. | 

Vaccine therapy 1s of help when combined with adequate surgical 
measures. The preparation of an autogenous vaccine presents few practical 
difficulties, and stock vaccines are available, containing 25 million mycelial 
fragments per cubic centimetre. If staphylococci be also present the 
appropriate vaccine may be combined with the mycelial one. 

Treatment by X-rays has also been advocated as a supplementary 
measure. 


SPOROTRICHOSIS 


In this disease, which is much less common than actinomycosis, 
lesions (granulomata) appear in the skin, and rarely in the muscles and 
bones. 

4Etiology.—The causative microbe was first described by Schenk in 1898. 
Two varieties, Sporotrichum schenki and S. beurmann, were originally 
described, but are now generally regarded as identical. The organisms 
occur in pus as oval or fusiform spores, and grow in culture as a colourless 
branching septate mycelium, with clusters of brown fusiform spores on the 
ends of the filaments. Occasionally the spores are arranged round the fila- 
ments. They stain well with the aniline dyes, but irregularly with Gram’s 
stain. Growth occurs under aerobic conditions only, and on ordinary labora- 
tory media. Cultures are best made from closed lesions, which should be 
punctured with a wide-bore needle, and the material aspirated should be 
thickly sown on glucose agar plates, which should be kept at laboratory 
temperature. The colonies, which appear in from 4 to 10 days, are very 
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characteristic. At first white, thick and leathery, they later become con- 
voluted and coffee-coloured, and still later may become black. Laboratory 
animals, especially mice and rats, are susceptible, the lesions resembling 
those in man; but the disease is seldom fatal. The serum of infected 
individuals agglutinates the spores of the organism, and specific immune 
bodies can be demonstrated by complement-fixation tests. 

Symptoms and Diagnosis.—See p. 1467. 

Treatment is on the same lines described for Actinomycosis. 


ASPERGILLOSIS 


Infections with aspergillus, usually A. fumigatus, have been observed in 
the middle ear, on abraded cornes and in the lung. The organism is of the 
group of Ascomycetes ; it grows on ordinary laboratory media, and frequently 
occurs as a contamination. 

Cases of lung infection are not very rare (see p. 1217). They resemble 
cases of chronic pulmonary tuberculosis very closely ; indeed, they are gener- 
ally mistaken for this disease until investigation of the sputa reveals their 
true character. 

HOoRDER. 
A. E. Gow. 
Joun MatTrurws. 


MYCETOMA 


synonyms.—Madura Foot; Fungus Foot; Pseudo-actinomycosis. 

Definition.—A chronic granulomatous condition affecting especially the 
feet, characterised by marked swelling and the appearance of external nodules 
connected with deeper sinuses hich exude oily, purulent fluid containing 
various coloured fungoid granules. 

fEtiology.—The disease is endemic in certain parts of India, especially 
in the Madras Presidency (Madura), but it also occurs in Ceylon, Madagascar, 
parts of Northern Africa such as Egypt, the Sudan and Algiers, as well as in 
Cochin-China, Senegambia, the United States, West Indies, and South 
America. It is found in country districts, and generally attacks those who 
go barefooted, the mycetoma fungus probably gaining access through thorn 
punctures, small cuts or abrasions. Males are more commonly affected 
than females, and the disease is especially prevalent in the third and fourth 
decades of life, being generally confined to natives. Many different fungi 
which have the capacity in animal tissues to produce grains composed of 
hyphex have been described as causing mycetoma. Laveran divides them 
into two groups: (1) the Actinomycoses, caused by fungi of the genus Actino- 
myces (Discomyces, Nocardia, etc.) ; (2) the Maduramycoses, caused by true 
fungi, the most important of which is the genus Madurella. “White, red and 
black varieties of mycetoma occur clinically. 

Pathology.—On section through the softened, jelly-like tissue, sinuses 
and cystic dilatations communicate with external nodules and internal 
granulomatous infiltrations which ultimately implicate muscle, fascia and 
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bones, forming a honeycombed cheesy mass. Both the cysts and sinuses are 
filled with whitish-yellow, red or black granules like fish’s roe, which micro- 
scopically show narrow, nucleated threads and peripheral, club-like swellings. 
Section shows fungoid granules surrounded by mononuclear and leucocytic 
infiltrations and by fibrous-tissue cells. 

Symptoms he incubation period is not definitely known, but in 
about 50 per cent. of cases there is a history of trauma ; many weeks or months 
may elapse before local lesions develop. The first signs are the presence of 
one or more hard, painless, subcutaneous nodules which are about 0-5 to 
1-0 cm. in diameter and generally involve the sole of the foot, and more rarely 
the hands, face and limbs. Unlike actinomycosis the glands and viscera are 
never affected, adenitis, if present, being due to secondary bacterial infection. 
After several months swelling increases, the nodules break down and ulcerate, 
sinuses are formed and discharge their characteristic contents. Finally, the 
parts become riddled with sinuses, exuding foul-smelling, semi-purulent fluid. 
The foot becomes more and more swollen and distorted, but it shows little 
tendency to pain or hemorrhage. In the early stages the general health is 
not adversely affected, but later anemia and cachexia develop if secondary 
bacterial infection supervenes. 

Diagnosis.—This is readily made by finding the characteristic fungi in 
the pus, but the identification of the actual species of mycetoma requires 
detailed laboratory investigation. 

Prognosis.—There is no tendency to natural cure, and if untreated the 
prognosis is bad, the patient generally dying from intercurrent disease or 
secondary infection within fifteen years of onset. 

Treatment.—Proray.Lactic.—Protection of exposed parts, like the feet, 
from thorns and spikes of barley would probably prevent the disease, and 
walking barefooted is to be avoided. 

CuraATIVE.—Surgery is the only satisfactory treatment. In the early stages 
curettage, or local excision of the nodules with the electric cautery may prove 
successful. In sinus-riddled feet amputation is the only cure. Potassium 
iodide in large doses is worth a trial. 


BLASTOMYCOSIS 


Synonyms.-—Gilchrist’s Disease ; Chicago Disease. 

Definition.—_A term applied to certain chronic granulomatous lesions 
of the skin or viscera, caused by yeast-like blastomyces. 

ZEtiology.—People of any age are susceptible, but males in the industrial 
classes are most often affected. The disease was especially prevalent in 
Chicago, but is now known to occur in all parts of the world. Castellani holds 
that there are at Icast three different species of Blastomycoides —B. wmmitis, 
B, dermatitidis and B. tularensis. 

Pathology.—Nodules, gummata, papillomata and ulcerations may be 
produced in the skin, and tumour-like granulomata and abscesses in the 
viscera. The pathological lesions resemble the tissue reactions induced by 
the tubercle bacillus, but the central necrosis is less, and yeast-like organisms 
are present. 

Symptoms.—The clinical manifestations are very variable. Jacobson 
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divides the primary cutaneous manifestations into papulo-ulcerative, papillo- 
matous and gummatous types: cutaneous lesions secondary to systemic 
blastomycosis consist of superficial ulcers with granulating bases which 
exude pus or form crusts. Local pain and discomfort are produced. 

In systemic blastomycosis the clinical picture resembles a subacute or 
chronic a and almost any organ may be involved ; the lung (95 per 
cent.) and kidneys (30 per cent.) are most frequently implicated, producing 
localising features resembling pleurisy or pneumonia on the one hand and 
nephritis on the other. Osseous involvement and blastomycotic meningitis 
may also occur. 

Diagnosis.—This depends on the demonstration of blastomyces in pus, 
sputum or cerebro-spinal fluid ; moist specimens are prepared by mixing with 
a drop of sodium hydroxide (10 to 30 per cent.) and examined microscopically, 
when the round or oval, highly refractile bodies (5 to 20 ») surrounded by a 
hyaline capsule, may be observed. They may also be cultured on glucose agar. 

Prognosis.—Cases with localised cutaneous lesions as a rule ultimately 
recover if properly treated, but in systemic blastomycosis 90 per cent. of 
cases end fatally in a few weeks to 3 years (Jacobson). Cerebro-spinal cases 
invariably die. 

Treatment.—Skin lesions should be radically treated by complete re- 
section with the cautery, or curetted and cauterised. Radium and X-ray 
treatment combined with full doses of iodide, 7.e. 20 to 60 grains three times a 
day, are sometimes successful. Systemic blastomycosis cases should receive 
large amounts of iodide, and autogenous vaccines are worth a trial. 


COCCIDIOIDOSIS 


Synonyms.—California Disease ; Coccidioidal Granuloma. 

Definition.—An acute, sub-acute or chronic disease, characterised by 
granuloma formation in the skin or viscera, caused by the hypho-mycetic 
fungus, Coccidioides tmmutis. 

fEtiology.—The disease is endemic in certain parts of North America 
and affects persons of any age. Males of the working class are particularly 
prone. The causative agent is C. immitis which appears in the tissues or pus 
as a spherical, double-contoured body measuring 5 to 60 w. The fungus is 
readily cultured and laboratory animals are susceptible. 

Pathology.—The lesions are those of an infectious granuloma and the 
tissue changes include tubercles, caseation, necrosis, abscess formation, 
cavitation, fibrosis and even calcification. 

Symptoms.—As in blastomycosis both cutaneous and systemic mani- 
festations may be present, but the latter are more frequently observed. 
Acute, sub-acute and chronic types are described. Nodular lesions may 
involve the dermis, and flaccid tumours, gummatous-like ulcers, and abscesses 
containing thick mucoid pus may be found in the subcutaneous tissues. A 
scrofulodermic type of lesion involving the superficial lymph glands, especially 
of the neck, is also described. Systemic coccidioidosis frequently involves the 
lungs, when it resembles tuberculosis, though early hemoptysis is rare. Menin- 
gitis and involvement of the bones of the foot, ribs and vertebral column may 
occur. 
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The disease is progressive in character, lasting a few weeks to several 
ears. 
: Diagnosis.—-Numerous diseases including tuberculosis, syphilis, blasto- 
mycosis, sporotrichosis, mycetoma and bacterial oloomvelitis may be 
simulated. Diagnosis essentially depends on isolating C. immitis from 
pathological exudates. X-rays may be of assistance where bone is 
implicated. 

Prognosis.—The more chronic type of the disease responds if treated 
early, but once the viscera are involved recovery is doubtful. Acute 
cases die. 

Treatment.—xX-rays and iodides have proved disappointing. Jacobson 
recommends intramuscular injections of colloidal copper every 4 to 7 days, 
and coccidioidin (exotoxin and endotoxin) every 8 to 14 days, the interval 
being determined by the local and constitutional reaction. Carbon dioxide 
snow may be used for isolated local lesions. Where the lesions have been 
confined to one limb early amputation has resulted in cure. 


TORULOSIS 


Definition.—An infection produced by a yeast-like organism, Torula 
histolytica, possessing a special affinity for the cerebro-spinal system and lungs. 
tiology.—The disease affects both men and women and has a wide- 
spread geographical distribution. Species of the genus Torula reproduce only 
by budding without mycelial or endospore formation and do not ferment 
sugar; in pus and cerebro-spinal fluid they appear as ovoid or spherical 
structures, measuring 3 to 15 w, with definite cell walls (Jacobson). 

Pathology.—Chronic leptomeningitis is present, while the brain shows 
tubercles and gelatinous cyst-like structures in which torula abound. Clear 
spaces containing gelatinous material are found round the parasites in 
the tissues, and this constant finding led Stoddard and Cutler to name 
the parasites Torula histolytica. Similar lesions may occur in the lung 
which may be honeycombed, the interstices being filled with gelatinous 
material. 

Symptoms.—Occasionally localised torulosis involves the skin or mucous 
membranes, but much more commonly there is primary involvement of the 
cerebro-spinal system. The lungs are generally secondarily implicated, but 
we have observed one case in which the patient was treated for pulmonary 
tuberculosis many months before meningitis ensued ; at autopsy the lungs 
showed extensive gelatinous infiltration. 

Diagnosis.—Clinically, these cases simulate tuberculous meningitis, and 
unless cultures are made the torule may readily be mistaken for lymphocytes. 
The cerebro-spinal fluid is under increased pressure, and contains excess of 
globulin and lymphocytes, but the sugar reaction is negative. 

Prognosis.—The course of the disease is sub-acute or chronic, lasting a 
few weeks to 2 years, with an average duration of 44 months. In localised 
infections the outlook is fairly good, but systemic torulosis is practically 
always fatal. 

Treatment.—Surgical resection with the cautery is the treatment for 
local lesions but no therapy is effective in generalised infections. 
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RHINOSPORIDIOSIS 


Definition.—A chronic disease due to Rhinosporidium seebert (Wernicke, 
1903), which produces nasal polypi and papillomata of the cheek, conjunctiva 
and lachrymal sac. 

fEtiology.—Until recently the organism was regarded as a protozoon, 
but Ashworth has now shown it to be a vegetable mould belonging to the 
order Phytomycetes. The younger forms are rounded bodies, some 6 microns 
in diameter, possessing a capsule, a single nucleus and cytoplasm containing 
food granules. Multiplication by fission occurs and sporangia or large cysts, 
250-300 microns in diameter, with a cellulose coating result ; later, numerous 
daughter cysts are discharged from a definite pore in the wall of the mother 
cyst. Infections have been recorded from India, Cochin-China, Ceylon, 
Argentine and North America. The mode of transmission is unknown, but a 
similar if not identical fungus, Rhinosporidium equi, affects the horse, and 
man may acquire the disease from this source. 

Pathology.—The organisms develop in connective tissue cells, causing 
fibroblastic activity, round-cell infiltration and epithelial proliferation. 
Polypi result which may involve the nose, conjunctiva, lachrymal sac and ear, 
and papillomata of the penis and vulva have also been described. 

Symptoms.—A history of nasal symptoms extending over years may be 
obtained. The polyps are soft, vascular, bleed easily and show a marked 
tendency zo recur. 

Treatment.—The polyps are removed surgically, a wire snare often 
being employed. Wright has observed tumours disappear after a course of 
tartar emetic intravenously. 

G. CarmicHaEL Low. 
N. Hamitton Fairey. 


D. SPIROCHATAL INFECTIONS 


SYPHILIS 


A specific disease due to entry of a micro-organism (Spirochata pallida 
or Treponema pallidum) into the tissues, either by inoculation into the skin, 
mucous membrane, or veins (acquired syphilis), or by transmission in utero 
(congenital syphilis). , 

In acquired syphilis, unless conveyed by transfusion, a primary sore 
commonly develops at each site of inoculation, and may be followed after a 
few weeks by a succession of lesions of the skin, mucous membranes, sub- 
cutaneous tissues, arteries, muscles, bones, viscera and central nervous system, 
which may recur again and again at varying intervals throughout the patient's 
life. After many years, degeneration of the parenchyma of the brain (general 
paresis) or of the spinal cord (tabes dorsalis) may develop. From an early 
stage changes in the blood serum can be detected by the Wassermann and 
various flocculation tests. Any or all manifestations, even the primary, may 
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be omitted. In congenital syphilis and in syphilis acquired by transfusion the 
systemic disease is the first manifestation. 

ZEtiology.—The specific micro-organism was discovered by Schaudinn 
in 1905 and named by him Treponema pallidum. Subsequently this was 
changed to Spirocheta pallida, but the original name is preferred by many 
workers. 8S. pallida is a minute organism which in fresh specimens under 
dark-ground illumination appears as a bluish white, very delicate corkscrew. 
Its length varies from 5 to 24 » (average 8 to 10 »); the distance between 
individual coils is 1 «, and the depth of each coil is 1 ». It is very active in 
its own ground but slow in moving from place to place. It alternately con- 
tracts and expands its coils, bends into loops or forms itself into a right 
angle. It has been demonstrated in every syphilitic lesion, including the 
brains of general paralytics. It has a life of only a few hours under natural 
conditions outside the body, and is killed at once by drying, by comparatively 
low degrees of heat, and by much feebler antiseptics than suffice to destroy 
ordinary pathogenic organisms. 

The usual methods of transmission are by sexual intercourse and to the 
foetus tn utero. It does not seem necessary for a person transmitting the 
disease by intercourse to be suffering at the time from syphilitic lesions of 
the external genitals, and it is clear that often the semen contains the micro- 
organism. The period during which a person suffering from syphilis is liable 
to convey the disease by sexual intercourse varies; after the second year 
the chances diminish, and it is unusual for infection to be passed on in this 
manner after the fifth year. There is no doubt, however, that in the case of 
the foetus, although the mother is most dangerous in the first five years of 
her infection, this may be transmitted up to a much later period, and there 
is, in fact, no limit to the length of time during which an infected mother 
may transmit the disease to her unborn child; infection occurs most often 
in the second half of pregnancy. Accidental infection usually results from 
contamination of any minute abrasion with secretion from a syphilitic lesion. © 
The most dangerous from this point of view are the primary sore and the 
early secondaries of acquired syphilis and the early lesions in congenital 
syphilis, but although it is possible to infect an animal with secretion from 
later or tertiary syphilides, the chances of conveying the disease at this 
period by ordinary social intercourse are extremely slight. Even in the 
earlier stages, owing to the low resistance of the organism to external agencies, 
the risks of accidental infection by ordinary social intercourse appear to be 
very slight, judging by the great prevalence of syphilis and yet the very low 
proportion of extragenital chancres in countries where the standards of 
personal hygiene are equal to those in Western Europe. A number of in- 
stances of infection by transfusion of blood have been recorded, and they 
include cases in which the donor was still in the incubation stage; on the 
other hand, tertiary syphilitics have now been used as donors in cases of 
emergency: in a number of instances without harm to the recipients, and it 
is Clear that the older the infection the less likely is the micro-organism to 
be in the blood stream. 

Pathology.—Kolle and Evers have shown that, after inoculation by 
scarification, the micro-organism has reached the nearest lymph glands of 
a rabbit in half an hour, and those of a guinea-pig in 5 minutes. The syphilitic 
lesion of every stage is histologically the same—a granuloma composed of a 
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collection of epithelioid cells, plasma cells, very numerous lymphocytes and 
some giant cells, with obliterative endarteritis of the vessels. 

The pathology of syphilitic arteritis is discussed on p. 1031. Here it 
may suffice to sketch the main general effects of syphilis on the vessels. 
The a in the vessel wall may lead to aneurysmal dilatation, as in 
the case of the aorta and other large arteries of the body, and in the cerebral 
vessels. The aortic valve may be involved in syphilitic mesaortitis, with re- 
sulting regurgitation. A common result of syphilitic arteritis of smaller 
vessels is thrombosis of the vessel, with important effects resulting from 
failure of the blood to reach the part supplied. In tertiary lesions the cutting 
off of nutritional supplies to the centre and the action of the toxin lead to 
necrosis and liquefaction, as seen in the clear-cut ulceration which often 
characterises tertiary syphilitic granulomata. If bone is involved in the 
tertiary gumma it may necrose throughout as in the flat bones, or only 
partially as in the long bones. Where necrosis does not occur, the granulo- 
matous tissue of a syphilitic lesion tends to become fibrous, though at the 
same time natural forces work towards its removal. If the exudate is com- 
paratively small, as in some primary and in practically all secondary lesions, 
the exuded cells may all be removed. If the exudate is a large one, a con- 
siderable proportion of it may reach the fibrous stage before the natural 
scavengers have had time to remove it. Thus many primary lesions are 
marked by hard scars for years afterwards, and gummata, their centres 
having liquefied, may be enclosed by dense connective tissue. Bone gummata 
are often ringed by heaped-up bone of ivory hardness. 

Scarring from formation of fibrous tissue and its subsequent contraction 
may have important effects on viscera, interfering seriously with their 
functions. 

It is well known that syphilis is a milder disease in females than in males, 
and experimental evidence suggests that the difference is due to female sex 
hormones. 

The changes which occur when the parenchyma of the central nervous 
system is invaded are described elsewhere. 

Incubation and early course——The incubation period varies from a 
minimum of about 10 days to a maximum of about 90, with an average 
of 3 to 4 weeks. A small papule then appears at each site of inoculation, 
and quickly enlarges to a round or oval sore about the size of a threepenny 
bit, a sixpence, or larger; the centre usually becomes eroded, or perhaps 
more deeply ulcerated, and the broken surface is surrounded by a dull-red 
areola varying in width from half to 2 or 3mm. Beyond the confines of the 
eroded area the tissues are infiltrated, feeling tougher than the corresponding 
tissues on the other side of the part. This induration becomes more and 
more pronounced until in the case of some primary sores, it feels as if there 
were a button embedded in the tissues. The sore does not bleed easily when 
scraped, but serum oozes freely from it, and this serum usually teems with 
syphilitic organisms. The sore is comparatively painless. 

Individual features vary with the site. Thus the most indurated are 
those on the under-surface and mouth of the prepuce in males, and the labia, 
posterior commissure and portio utert in females. In the case of a sore at the 
reflection of the prepuce on to the corona glandis, when the prepuce is re- 
tracted, the lesion flicks over like a plate turning on its edge. A sore at the 
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mouth of the prepuce often converts it to a fibrous ring. Induration is eas 
to elicit in sores affecting one wall of the fossa navicularts, which then fee 
as if a plate were embedded in it. In primary sores of the glans itself indura- 
tion is difficult to elicit owing to tightness of the tissues, but the sore is easy 
to recognise by its dull-red areola, even contour, eroded centre, and indolent 
progress ; rarely a Sagres sore has been reported deep in the urethra, the 
diagnosis being made by urethroscopic examination together with the dis- 
covery of S. pallida in the scanty urethral discharge. Primary sores of the 
skin are dark red, covered with a dark scab, and tough in consistency. 
Ulceration is usually more marked in sores affecting the mouth and under- 
surface of the prepuce, the skin at the peno-scrotal angle, the tissues around 
the nails, the lips and the tonsils. Almost all primary sores are comparatively 
painless, but when affecting the terminal phalanx of a finger or thumb they 
may be exquisitely painful, and thus may be mistaken for whitlow. The 
pruney sore affecting the prepuce, the skin of the penis, or (especially) the 
emale labia may be accompanied by a toughly indurated cedema of the 
affected parts, which become somewhat livid; the same condition may 
affect the uterine cervix. 

The course of the primary sore varies greatly. In some cases the lesion 
is fleeting and its apparent triviality may lead to neglect of treatment; the 
history of a substantial proportion of cases of tabes and general paresis is 
that the initial lesion was either unnoticed or was very trivial. The ordinary 
sore which remains untreated lasts for a month or longer, and long after the 
erosion has healed over, a button of indurated tissue may remain to mark 
the site; syphilitic organisms have been found by histological examination 
in such scars many years later; weeks or months after it has healed the sore 
may break down again. When a sore is infected by secondary organisms, 
ulceration is a more prominent feature, and in rare instances it becomes 
a aaa In such cases the surrounding tissues very rapidly become 

lack and necrotic, and the resulting loss of tissue may involve large portions 
of the external genitals. 

Shortly after the appearance of the primary sore the nearest lymph 
glands often become painlessly enlarged, and in the case of the penis the 
lymphatics running from the sore can frequently be felt below the skin. 
The affected glands may reach a large size, bulging out the overlyimg skin ; 
and this, with the fact that there is no reddening of the skin or other sign 
of acute inflammation, often gives the clue to the nature of the sore on which 
it depends. In females if the inguinal glands escape, owing to the internal 
situation of the sore, enlarged pelvic glands may often be found by palpation 
through the vagina against the ischiac bone. Syphilitic buboes i not 
usually suppurate, but may do so if the sore has become contaminated by 
secondary organisms, 80 that suppuration should not weigh heavily against 
a diagnosis of syphilis. A week or so after the local lymph glands have be 
to enlarge there is universal adenitis, which can be appreciated by palpation, 
particularly of the epitrochlear, axillary and ariel glands. 

About this time, or when the sore is about 15 days old, the blood serum 
often for the first time gives positive Wassermann and other serum reactions, 
such as the Kahn, Kline, Meinicke, Miiller, Sachs-Georgi and Sigma. The 
last six depend on directly visible changes which occur in mixtures of syphilitic 
serum and diluted extract of heart muscle prepared by special methods. 
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The percentage of cases in which the Wassermann and other reactions are 
given increases with the age of the disease until the outbreak of the skin 
lesions which manifest the next or secondary stage. Practically 100 per 
cent. of patients in the secondary stage are positive. 

Diagnosis of the Primary Stage.—It is axiomatic that every genital 
sore and every non-malignant sore elsewhere on the body which is not easily 
accounted for should be examined for S. pallida. This should be done before 
any antiseptics have been applied, as they kill the organisms in the super- 
ficial layers and prejudice the success of the examination. The sore should 
first be cleaned with a swab and its edge scraped, or a fairly deep puncture 
made in its margin with the point of a scalpel or a vaccination lancet. The 
sore should then be squeezed and the serum collected after it has oozed for 
a few minutes. When the necessary apparatus is at hand it is better to ex- 
amine the specimen at once by dark-ground illumination ; if it has to be 
sent away, the serum should be allowed to run into a capillary tube, only 
one end of which need be sealed. Alternatively a good method is to puncture 
the nearest enlarged gland and aspirate a little of the gland juice, A moder- 
ately stout hollow needle is run obliquely into the gland, and a few minims 
of sterile saline injected into it. The gland is massaged and aspiration 
applied by a syringe. 

Spiral organisms other than S. pallida may be seen in a specimen obtained 
from the genitals or the mouth. They are largely eliminated by taking care 
to clean the surface of the lesion before collecting the specimen. All coarsely 
spiral organisms should be excluded at once, and only three others need cause 


A fairly fine spirocheete, with closely set japert often found in specimens 
from the genitals is about twice as thick as S. pallida, shines more brightly, 
has a slight rusty tinge, and spirals which are not so cleanly cut as those of 
S. pallida. Two spirochetes may be found in the mouth, both as fine as, or 
finer than, S. pallida. One is distinguished by the angularity of its turns, 
the other by its spirals being much more closely set, so that it looks like a 
piece of twisted silk. 

Clinically, primary syphilitic sores are distinguished from others by the 
incubation period, colour, indolence, surrounding infiltration, comparative 
painlessness, slighter tendency to bleed, indolent enlargement of neighbour- 
ing glands, and the presence of S. pallida. The length of the incubation 
period is a guide only when the patient has not been exposed to infection for 
over 10 days. 

A collection of herpetic vesicles on the penis is made up of minute, pin- 
head sized circles without induration, but usually irritable. 

Chancroid has an incubation per@d of only a few days ; the sore is more 
inflammatory and undermined, often with a more irregular edge which 1s 
merely tipped with red and has no areola; it is excavated, rather than 
worn down. Chancroid may be accompanied by a bubo which tends to 
suppurate. A syphilitic bubo may, however, suppurate, so that it would be 
a mistake to exclude syphilis on the sole ground of suppuration.: If the glands, 
though distinctly enlarged, showed no sign of active inflammation, it would 
be strong evidence in favour of syphilis. Since there may be a double infec- 
tion, microscopical examination should be repeated at intervals until the sore 
has healed, and the serum be tested for 3 months. 
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Scabtetic runs on the glans and skin of the penis are mound-like and not 
eroded or indurated. 

Syphilitic sores in parts of the body other than the genitals are often 
overlooked, mainly because syphilis is not thought of in those parts. A 
unilateral tonsillitis should arouse suspicion, especially if associated with 
painless enlargement of the submaxillary glands on one side. Similarly, the 
clue to the nature of a lip chancre may be given by the glands. Primary 
sores affecting the terminal phalanx of a thumb or finger often simulate 
whitlows ; the syphilitic sore is more brawny, and remains so much longer 
after the sore has been lanced. 

Secondary Stage.—Usually, but by no means always, a generalised 
rash appears three to six weeks after the sore. It generally starts on the 
sides of the trunk as pinkish spots, varying in size from a split-pea to a little- 
finger-nail, which deepen in colour with age to a dull-red or somewhat 
brownish tint. At first they may be difficult to see, but become more manifest 
after the patient has been stripped for a few minutes. Sometimes the spots 
are slightly raised and urticarial in appearance (roseola urticata). The 
eruption spreads gradually over the trunk and limbs, and fades in a few 
weeks, leaving little or no staining. It may recur at a later period, and the 
spots are then annular or ring-like. 

After the fading of the first roseola, a peculiar change in the distribution 
of the pigment may occur, especially on the necks of brunettes. The neck 
becomes generally discoloured, or looks dappled (syphilitic leucodermia), as 
if the pigment had been washed out of a number of circular areas, each about 
the size of the end of a finger-tip, and had collected at the margins. An 
unusually high proportion of cases of syphilitic leucodermia have been found 
to have syphilitic changes in the cerebro-spinal fluid. 

The papular eruption follows closely after the roseolar, and takes a number 
of different forms, the commonest and usually the earliest being dome-shaped, 
dull-red papules distributed over the trunk, limbs and face. Most are about 
the size of a lentil, but amongst the smaller papules may be many larger ones, 
sometimes even the size of a silver threepence. The papule feels tough and 
when squeezed between finger and thumb appears glistening white, while its 
surface cracks slightly. Variations of the ordinary papular eruption are the 
papulo-squamous, squamous, papulo-pustular and pustular. In the papulo- 
squamous a large proportion of the papules are covered at their centres by 
loose scales. The squamous syphilide is 8 papular eruption in which scaling 
is a still more prominent feature. In the papulo-pustular syphilide the centre 
of the papule necroses, and looks rather like an acne spot. When the whole 
papule breaks down a pustular syphilide results and this may resemble a 
varicellar or a variolous eruption. A mere severe and malignant form is the 
ecthymatous type, in which the papule breaks down quickly, and the under- 
lying tissues are eroded or ulcerated. As the destruction of tissue extends, 
the secretion dries to a crust. This may become heaped up by the deposit 
of successive layers, and the result is a blackish crust, shaped like a limpet 
(rupsa). 

Pacis appearance of the papular syphilide in different sttuations.— 
Between the buttocks, on the lateral surfaces of the scrotum, on the labia, 
and on the upper and inner sides of the thighs, the papular syphilide often 
becomes very prominent and wart-like, with a greyish-white appearance ; 
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these syphilides are called broad condylomata; the whole of the contiguous 
surfaces of the buttocks may be covered with them. On the scrotum this 
syphilide often looks like white slightly raised rings with brownish centres ; 
it is best displayed by stretching the skin. Between the toes, under the 
pendulant mamme, and in almost all moist situations, papules tend to run 
together, and a moist, pinkish-red surface, fringed with loosened epithelium, 
is left. Condylomata and moist papules generally exude serum freely, and 
the discharge is rich in S. pallida. On the palms and soles the papules appear 
as flat or slightly raised spots, varying in size from a split-pea to a sixpence. 
They scale easily, leaving collars af loosed epithelium surrounding the shin- 
ing papules ; sometimes the lesions run together into large plaques traversed 
by weeping fissures. The finger-nails may show characteristic changes, 
more especially in the recurrent secondary stages. The end of the finger 
becomes pinkish-red and bulbous, and at the reflection of the skin on the nail 
are weeping granulations. The nail becomes brittle and lustreless and is 
shed. The papular syphilide may be well marked on the forehead, following 
the margin of the hair (corona venerts), and it is often possible to find many 
papules in the hairy scalp. On other parts of the face, especially about the 
naso-labial fold and the chin, the papules are often set in rings. In some 
cases the facial lesions may be prominent, especially at a naso-labial junction, 
appearing like condylomata ; on account of its similarity to yaws this con- 
dition is called a frambosiform syphilide. 

The small follicular syphilide usually appears later than the lenticulo- 
papular. It occurs in small clusters of minute brownish papules, often thickly 
distributed on the back. The affected areas, which may be as small as 1 cm. 
across, have a goose-skin appearance and the part generally looks as if it 
had not been properly srashied: The lichenoid syphilide, also a late secondary 
manifestation, occurs as small flat red elevations a few millimetres across, 
often polyhedral. 

Recurrent papular eruptions—Recurrences of the papular eruption tend 
to be much more limited in distribution. A common form, the corymbose 
syphilide, appears as one or only a few rather densely packed groups of 
papules from 1 to 3 inches or more in diameter. In some cases in the centre 
of the group is a large papule and around it, separated by a zone of healthy 
skin, a crowd of smaller papules. The chief sites are the extensor surfaces of 
the arms, the shoulders, back and abdominal wall. Sometimes the recurrence 
is a single papule as big as a shilling; it may occur on the genital area and 
be mistaken for a primary sore. 

The hawr is shed to a varying degree in the secondary stage. In most 
cases the thinning is not particularly noticeable ; in others the fall is patchy, 
giving the back of the head a moth-eaten appearance ; and in a few the patient 
may become temporarily bald. The beard and eyebrows may participate in 
these changes. 

The syphilitic eruption in the mouth and throat.—Before the rash appears 
on the body the soft palate may become erythematous. Other lesions of the 
mouth usually make their first appearance at the time of ea la syphilide 
of the skin. On the mucous surface of the lips and the pillars of the fauces 
the early syphilide is a greyish-white patch, edged with a pinkish-red areola, 
which marks it off from the surrounding mucous surface. On the pillars of 
the fauces the appearance is that of a snail-track creeping up over the pillar 
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on to the soft palate. On the tonsil the lesion tends to ulcerate rather deeply. 
The mucous patch on the lip is usually round or oval and, if it crosses the 
angle of the mouth, is fissured. On the sides of the tongue fissuring and ulcera- 
tion are more pronounced, but on the under-surface there may be condylo- 
mata, while on the dorsum are pink, bald spots, the pile of the tongue having 
been rubbed off at each papule. The discharge from these lesions teems with 
syphilitic organisms, and is very contagious. Papules can also be seen in 
the nose, on the septum and the floor. In the larynx, by suitable examina- 
tion, they can be seen chiefly on the epiglottis and aryepiglottidean folds ; 
they are apt to become eroded and ulcerated, causing the husky voice often 
heard in syphilitic patients. As these lesions of the mouth and throat are 
more apt to recur in uncured cases than are those of the skin, it is very 
important to examine the mouth thoroughly in a possible case of syphilis. 

Other mucous membranes.—Mucous patches also occur on other mucous 
membranes such as those of the labia, just within the vagina, at the posterior 
commissure, the cervix, just within the anal canal, and on the glans penis 
and the mucous surface of the prepuce. Usually these are eroded and appear 
as sharply defined lesions against the background of normal-looking mucous 
membrane. On the genitalia, especially on the glans, they are quite often 
diagnosed as primary lesions, but this error can usually be avoided if it is 
remembered that not all sores on the genitalia are primary chancres. 

Joints and burse are not often affected in secondary syphilis, but occa- 
sionally an acute synovitis occurs. It is fairly painful, and usually worse at 
night. A more indolent form of synovitis causes swelling without pain or 
great limitation of movement. The tendon-sheaths may be affected simi- 
larly, and the tendency to formation of adhesions may lead to permanent 
limitation of movement. Mild periostitis and osteocopic pains, worse at night, 
may occur in the secondary stage or even before any rash appears, but bone 
affections are commoner in the tertiary. 

Lhrombo-phlebitis, in the form of painless nodules in the superficial veins, 
particularly in the legs and resembling erythema nodosum, sometimes occurs. 

From about the sixth month, or even earlier, the patient may develo 
symptoms pointing to syphilitic disease of the central nervous system, whieh 
are dealt with elsewhere. It is well to remember that in over 30 per cent. 
of cases in the secondary stage changes in the cerebro-spinal fluid indicate 
invasion of the central nervous system, though only a small proportion of 
these cases ‘show clinical signs of nervous disease ; this fact should be borne 
in mind when eventually tests of cure are being considered. 

Constitutional symptoms.—Fever.—Even in the incubation period rigor 
followed by some degree of fever and pains in the limbs may occur. In 
some cases, towards the end of the primary stage, or on the outbreak of the 
rash, the patient’s temperature may become irregular, the pyrexia being 
intermittent, continuous, or remittent, and accompanied by some con- 
stitutional disturbance. In rare cases the fever and constitutional symptoms 
may be more prolonged and pronounced, and if no rash appears, the symptom- 
complex may be very puzzling. Its association with generalised adenopathy 
should arouse suspicion. Sometimes, just before the outbreak of the eruption, 
and during the early part of the secondary stage, the limbs ache and there 
may be definite lightning pains, which lends support to the idea that all these 
symptoms may possibly be due to meningeal involvement and irritation. 
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In the early secondary stage also, headache may be severe, and may not 
improbably be due also to meningeal involvement, 

Anewma.—The red cell count may be slightly reduced, to between 
4,000,000 and 5,000,000, and the colour index be as low as 70 per cent. In 
the early stages the white cells may reach 20,000 perc.mm. In early un- 
treated cases the increase is due to polynuclear leucocytes, but under treat- 
ment these give way to lymphocytes, which may constitute 65 per cent. of the 
total; this lymphocytosis may persist for months. In rare cases the anemia 
may be much more severe, Miiller having reported one with a blood state 
resembling that found in pernicious anemia. 

Diagnosis of Secondary Eruptions.—The maculo-roseolar syphilide is 
fairly easy to distinguish by the history of a primary sore with indolent 
adenitis; by the subcuticular, deeply grounded appearance of the spots, 
which first appear on the flanks, very rarely itch, and are pinkish or dull- 
red, and by the coincidence of positive serum reactions. Other erythemata 
are brighter red and irritable, and often affect. the backs of the hands. 
Seborrhea is more superficial and is more scaly, the scales being greasy. 
Pityriasis rosea is often mistaken for syphilis, but the lesions are brighter in 
colour and more irritable; they tend to become annular, with their centres 
covered by branny scales. Ringworm is more superficial and irritable, and 
the fungus can be found in scrapings from its border. Tinea cruris or dhobie’s 
itch affects a triangle at the upper and inner part of the thigh ; it is brighter 
red, more irritable, and quite superficial. Drug rashes are more inflammatory 
and irritable; they appear more suddenly, and are associated with a history 
of the patient having taken such a drug as copaiba, cubebs, antipyrine, 
quinine or belladonna. The eruptions of specific fevers are usually accom- 
panied by more pronounced constitutional symptoms. 

The ordinary dome-shaped papular syphilide is usually easy to distinguish 
from a non-syphilitic eruption. The indurated feel of the papule, its shinin 
appearance when snehed, its readiness to scale, and its all or pinkish-re 
colour are valuable diagnostic signs, as is also the association with mouth 
and throat lesions. The different appearances which a papular syphilide 
presents in different parts of the body, such as dry papules on the trunk and 
most areas of the limbs, moist papules on the scrotum, between the toes and 
in other moist, warm parts, and wart-like condylomata on the scrotum, 
contrast strongly with non-syphilitic dermatoses, which are true to type, 
wherever situated. The microscopic test should always be applied to the exudate 
from the lesion in any doubtful case, and very rarely fails, even with the papulo- 
pustular or the pustular syphilide. Acne spots are more inflammatory, and 
affect the upper front of the chest and between the shoulders behind, rather 
than the flanks, loins and limbs. Pus can usually be expressed from blind 
acne pimples when they are pricked and squeezed. Molluscum spots are 
white and umbilicated, while caseous matter can be squeezed from their 
centres. Lichen ruber planus is characterised by flatter, smaller, polygonal 
spots of a violet tinge and waxy covering ; it is more irritable. Psorvasis is 
usually less indurated, more superficial, bleeds at a number of points when 
slightly scraped, and affects the extensor rather than the flexor surfaces of 
the limbs; the scales are more silvery, and in moist situations the rash 
remains true to type, contrasting with the syphilide, which here becomes 
sodden with the secretion that freely oozes from it. Vartcellar spots are 
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vesicular at one stage, more superficial and irritable. In vartola, besides the 
febrile prodrome with backache, the spots are of uniform character and appear 
first on face and wrists. Bromide and iodide eruptions appear more sud- 
denly, and are considerably more irritable, The deeper forms of pustular 
syphilide with considerable crusting, such as the superficial and deep ecthy- 
matous, or the rupial, are distinguished from ordinary impetigo by the darker 
colour of the crusts, the circular rather than linear shape of the lesions, and 
the greater degree of tissue destruction below the crusts. Scabies is often 
mistaken for a crusted syphilide, and vice versa. The individual scabietic 
lesion is easy to recognise, but the tendency is to forget that scabies and 
syphilis often coexist. 

Secondary syphilitic mouth lesions are easily diagnosed by the characters 
mentioned. Vncent’s angina may cause confusion, but there is no pinkish 
areola, and the microscope easily settles the diagnosis. 

Tertiary Lesions.—There is no sharply dividing line between the 
secondary stage and the tertiary, since the earliest tertiary lesion, the tubero- 
serpiginous, is merely a collection of large papules, which are more deeply 
embedded, and tend more to ulceration than the papules of what is called 
the early secondary stage. 

The tubero-serpiginous syphilide occurs in one or more isolated areas of 
the skin as a collection of skin gummata, each about the size of a pea, often 
running into one another to form a more or less continuous, brownish-red 
ridge, often arranged in roughly concentric circles, or arcs of circles, or as a 
snake-like line of varying length. The affected area may be as small as a 
finger-nail or larger than a hand. The individual gummata may degenerate 
only so slightly as to produce some scaling, or may ulcerate more deeply 
and become crusted. The lesion extends centrifugally, and leaves in its wake 
a, reddish-stained area in which are supple, papery scars, showing well the 
concentric distribution of the lesion. Sometimes the nodules do not resolve 
as the lesion extends, and a red nodular plaque of indurated tissue is formed. 
On the palms the lesion may be serpiginous as described above, or affect 
chiefly the folds, which become fissured. In some ulcerative cases extension 
is more rapid than healing, and a large patch of small skin ulcers may be 
left in the wake of the advancing arcs of new lesions. Very rarely, and then 
mostly when situated close to the angles of the mouth, or at a nasal orifice, 
the ulcer may become phagedenic, causing extensive destruction of tissue. 
The areas chiefly affected are those exposed to injury or constant friction. 

Gummata of the subcutaneous tissues and muscles grow up as indiarubbery 
lumps which vary in size from a shrapnel bullet to an orange, or larger. 
They are painless, quietly expanding growths, which tend to break down 
in the centre, leaving clean-cut ulcers with tough, wash-leather sloughs 
occupying the bases. BonisGines the affected muscles are diffusely infiltrated, 
and much deformity results when the degenerated tissue is replaced by scar. 

The joints, burse and tendon-sheaths are not often caveded in tertiary 
syphilis. The parts affected are, again, those most exposed to stress and 
strain, such as the knee-joint and the prepatellar bursa. The swelling is non- 
inflammatory, of soft rubbery consistence, and follows the lines of the affected 
joint, bursa or tendon sheath. 

The bones are affected in tertiary syphilis in different ways, and in each 
of them the affection is commonly accompanied by boring or gnawing pains 
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worse at night (osteocopic pains). In the long bones the mest usual manifesta- 
tion in acquired syphilis is a localised gumma which either ossifies and 
remains as a boss on the bone or breaks down in the centre, leaving either a 
depression ringed with ivory-hard bone, or an ulcer. If the process begins 
deeper, the local swelling may not be so obvious and, eventually, with 
discharge of the necrotic contents, one or two fistulous openings lead to the 
interior of the bone. Diffuse osteitis and periostitis are not so common in 
acquired as in congenital syphilis. A sign of congenital syphilis in adoles- 
cents and adults is the sabre-scabbard tibia resulting from diffuse periostitis 
in earlier years; the bone is thickened from before backwards, and its 
anterior crest is curved with its convexity forwards, giving the bone the shape 
from which the condition derives its name. Of the long bones, the most 
commonly affected in acquired syphilis are the clavicle (sterno-clavicular 
joint), sternum, ribs, tibia and femur; but no bone is immune, and the 
process is particularly apt to affect those which have received a blow or other 
injury. Syphilitic dactylitis is very uncommon. Usually the proximal 
phalanx is affected, and a quiet, painless swelling results. Sometimes a 
sinus forms and the bone becomes rarefied. The whole bone may become 
permanently thickened, or absorption may result in shortening. The cranial 
bones tend especially to become carious under gummatous infiltration, and 
some of the worst mutilations result from syphilitic caries of the bones of the 
nose and palate. After a period of ozoena the bridge of the nose may fall in, 
or a large perforation suddenly appear in the hard palate. The process may 
spread to the skin and most disfiguring ulceration of the face ensue. Gum- 
mata of the cranial vault may start in the inner or the outer tables of the 
affected bones. In the latter case, unless the resulting swelling is absorbed 
under treatment, a circular or perhaps a horse-shoe- or trefoil-shaped ulcer is 
formed with an ivory-hard ridge. The skull may be perforated, but usuall 
by then the cranial cavity has been shut off. Ifthe inner table is first affected, 
irritative and pressure symptoms result. Vertebral gummata are rare ; 
according to their situation they may cause retro-pharyngeal, lumbar, or 
iliac abscesses. Rarely they may cause pressure on the cord. 

The mouth and throat often suffer severely in tertiary syphilis. Gumma 
of the tonsil is followed by ulceration. The soft palate may be strewn with 
a number of pea-like nodules which often ulcerate and result in all grades 
of deformity. Perforation, usually at the junction with the hard palate, is 
common, and sometimes the soft palate becomes adherent to the posterior 
pharyngeal wall. Perforation of the hard palate may result from gummata 
commencing on the mouth side. 

In the tongue discrete gummata may eventually reach the surface and 
cause deeply punched-out ulcers. In a form analogous to the tubero-serpigin- 
ous syphilide a number of pea-like nodules affect a moderately large area of 
the tongue. This becomes swollen and tender, but, unlike the diffuse glossitis 
mentioned below, is very amenable to treatment. A much commoner mani- 
festation of tertiary syphilis of the tongue is diffuse glossitis; which may be 
deep or superficial. The affected portions are swollen and the surface is 
smooth, hard, inelastic and usually covered by a bluish-white pellicle (leuco- 

lakia). On retrogression, the tongue becomes cut up into numerous islands 
ty fissures of varying depth. The tongue is tender, and intolerant of spices 
and hot food. 
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The insides of the cheeks opposite the gap between the upper and lower 
teeth often show leucoplakia as a white ridge cut up herringbone fashion, 
which is quite characteristic. 

Tertiary syphilis of the testicle occurs in two forms, diffuse interstitial 
and nodular. In the former the testicle slowly enlarges and becomes heavy 
but remains quite smooth ; the testicular sensation is lost. In the nodular 
form, often engrafted on the diffuse, gummata project like bosses from the 
surface of the testis. The epididymis is usually not palpable, and commonly 
the cord is moderately thickened. There may be a hydrocele. The gummata 
may break down, giving rise to a form of fungus testis. Syphilitic epididymitis 
is rare, and syphilitic prostatitis more so. It is interesting that, although 
histological evincnes of involvement of the body of the testicle can be found 
in almost every case, changes in the ovaries are very rare. 

Fever occurs in some cases, and its dependence on syphilis has been 
shown by its response to anti-syphilitic treatment. It has been seen mostly 
in hepatic syphilis. As examples of the type of fever and the importance 
of an investigation with syphilis in view in cases of obscure pyrexia, the 
disease has been mistaken for rheumatic fever in those cases of the former 
in which there was periostitis in the vicinity of jomts; it has also been 
mistaken for tuberculosis. 

Diagnosis of Tertiary Lesions.—An indolent swelling, or an ulcer pre- 
ceded by a swelling, the lesion being obviously deeply embedded in the 
tissues or breaking down in the middle (which contains a characteristically 
gummy material) and sclerosing at the margin, with a circular, crescentic 
or evenly sinuous contour, and brownish-red in colour, should always arouse 
a suspicion of syphilis. Denial of primary sore, or of secondary lesions, is of 
no importance, as they may never have appeared or have long ago been 
forgotten. The positive serum reactions may mislead, since by no means all 
ulcers in an old syphilitic are themselves syphilitic. On the other hand, 
negative serum reactions are rather strong evidence against tertiary syphilis. 
Eyitheltoma is perhaps more likely to be confused with tertiary syphilis when 
the lesion is in the mouth, but epithelioma has a considerably harder margin, 
and the edge is rolled, not clean-cut. A positive serum reaction may be a 
trap, as epithelioma is often engrafted on an old syphilitic glossitis. Ulcers 
on the legs resulting from varicose veins or impetigo May arouse a suspicion 
of syphilis. They are usually much less regular in contour and associated 
with more inflammatory or congestive manifestations. Syphilitic orchitis is 
easily distinguished from other conditions by the evenly smooth hardness of 
the testicle, the weight and the absence of testicular feeling. Syphilis of the 
viscera and of the central nervous system is dealt with in other sections of 
this work. 


CONGENITAL SYPHILIS 


An infected mother can transmit syphilis to her offspring long after 
she has ceased to be sexually contagious. Syphilis transmitted to the footus 
during the early months or years of the mother’s disease is usually fatal, 
and a miscarriage results. In the classical case, in successive pregnancies 
miscarriages of viable foetus are succeeded by still-births at term, by infants 
born alive but dying shortly afterwards, by infants which survive though 
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syphilitic, and eventually by healthy ones. This history of gradual attenua- 
tion of the infection is, however, not invariable ; in some families a healthy 
infant may be sandwiched between diseased ones, and in the case of twins 
one only may be syphilitic. It is generally believed that transmission almost 
always occurs through infection of the mother, though a few workers consider 
that the ovum can be infected directly. The foetus is commonly infected in 
the second half of pregnancy. 

Symptoms.—A syphilitic infant born alive may show an eruption of 
bulle or pustules resting on dark-red bases. The secretion contains S. pallida 
in large numbers. A commoner event is the maculo-roseolar eruption, com- 
ing on about 3 weeks or a month after birth. It selects chiefly the napkin 
area, the neighbourhood of the nose and mouth, and the palms and soles, 
but the whole trunk and limbs may be affected. The macules often run 
together into large patches which may be annular, as in the recurrent form 
of acquired syphilis. In moist areas, and where the rash is exposed to friction, 
the affected area becomes red and glazed, or crusted. Condylomata and moist 
papules occur and ulcerative fissures or rhagades may form at the angles of 
the mouth. These often leave radiating scars which remain as stigmata of 
the disease. The nails may become opaque and irregular, or there is infiltra- 
tion and oozing of serum around the nail, which is loosened and shed. The 
hair is often shed extensively ; on the other hand, syphilitic infants may grow 
an abundant crop of hair, which has been called the “ syphilitic mop,” 
though it occurs in other diseases. Mucous patches in the nose, mouth, 
throat and larynx cause the well-known “ snuffies”’ and the hoarse, raucous 
cry of the syphilitic infant. Suppurative otitis media is often an early 
manifestation, and leads to hopeless deafness. 

Tertiary lesions may appear very early, or not until the ages of 7, 14, 21, 
or even later. Thus diffuse interstitial orchitis may occur during the first 
6 months. Skin gummata may appear in the first year or two as small 
infiltrates which break in the centre to discharge their mucoid contents. 
Tertiary lesions of the mouth and throat may appear at any time after the 
first year, and result in perforation of the palate and great deformity of the 
soft palate and faucial pillars. Destruction of the nasal support results in 
saddle-nose, and from the age of about 11 there is a liability to sudden deafness 
from gummatous changes of the internal ear. The affection usually starts 
in one ear, but quickly follows in the other, and the child becomes per- 
manently deaf. Choroiditis and iritis may appear as early as the age of 
5 months, and, unless properly treated, lead to blindness, or considerable 
impairment of sight. Interstitial keratitis may begin at any age from 6 to 
30 or even later. Usually it starts in one eye, and the other follows suit in 
a few months, often in spite of treatment. The cornea of the affected eye 
gradually becomes opaque from the margin inwards, and this is followed by 
vascularisation, causing a pink patch (salmon patch); the cornea may gradu- 
ally weaken and bulge before the intra-ocular pressure, or it may ulcerate. 
Gradually, after many months, the cornea may clear more or less completely, 
but the patient is often left with permanently damaged sight owing to con- 
comitant iritis and choroiditis. ‘The permanent teeth may show signs of 
congenital syphilis in the form of notching of certain teeth, which are narrowed 
at their cutting bases (Hutchinson’s teeth). The two upper central incisors are 
much the most usually affected, but all the incisors may be notched. These 


206 GENERAL INFECTIOUS DISEASES 


characteristics are usually lost after the age of 20. The first molars are often 
dome-shaped (Moon’s teeth). 

The long bones may be affected in various ways. Syphilitic epiphysitis 
(Wegner’s “ osteo-chondritis syphilitica ”’) is a very constant effect of con- 
genital syphilis, being detectable at birth by radiographic examination, 
which shows broadening and irregularity of the epiphyseodiaphyseal zone. 
This radiographic examination is very valuable for ‘iagnosis during the 
first 6 months; afterwards the appearances may not be so characteristic. 
Epiphysitis may cause signs simulating paralysis (syphilitic pseudo-paralysts) 
owing to the rapid loss of movement which occurs. Movement of the limb 
causes severe pain, which explains the apparent paralysis. The epiphysis 
is swollen, and occasionally definite separation occurs. Arthritis may be 
associated with epiphysitis, and the joint may suppurate. Between 5 and 18 
years of age chronic synovitis may appear, affecting chiefly the knees, with 
swelling of joints (Clutton’s joints), but with slight pain or intererence with 
movement. 

Dactylitis occurring in the second year causes fusiform swelling of the 
proximal phalanges of two or more fingers, or, more rarely, toes. At a later 
period in childhood, between the ages of 8 and 14, chronic periostitis of long 
bones is apt to cause characteristic deformities, best shown in the tibia, 
which becomes shaped like sabre-scabbards. 

The visceral and nervous affections of congenital syphilis are dealt with 
in other sections, and here it must suffice to say that in infants and young 
children anemia and marasmus, as also delayed development and proneness to 
death from intercurrent affections, are common consequences of congenital 
syphilis. 

Diagnosis.—The serum reactions at birth and for some weeks afterwards 
are of no help in deciding whether or not it has been infected. It has been 
shown by Fildes, Whitridge Williams, Cruickshank, Dunham and others that 
an Important proportion of those born with positive blood become negative 
later, and vice versa. In a non-syphilitic infant any positive reaction dies 
out rather quickly, and if there is reason to hope that, through treatment of 
the mother or the age of the infection, the infant has escaped, before accepting 
a positive reaction as diagnostic the test should be repeated quantitatively at 
weekly intervals; maintenance or strengthening of the reaction over some 
weeks would justify a diagnosis, and vice versa. 

Syphilitic pemphigus occurs on the palms, is earlier than ordinary 
bias assed neonatorum, and S. pallida can be found in the secretion. Ordinar 
erythemata are brighter red, and associated with friction and moisture sacl 
as from wet napkins, while the syphilide is not necessarily accounted for 
by friction, or by moisture, and is associated with such signs as “ snuffles ”’ 
and chronic laryngitis. 

Syphilitic epiphysitis is distinguished from true paralysis by the pain on 
movement and contraction of the muscles when the skin is irritated. It 
occurs earlier than scurvy or rickets, appearing about the third week, and is 
associated with the skin and mucous-membrane lesions of syphilis. It is 
well to remember that syphilis has been found to be responsible for many of 
the nutritional and mental disorders of childhood, and that it is advisable 
to investigate every obscure case with syphilis in view. 

Treatment.—Proprayactic.—For males a good condom is a safeguard 
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so far as the parts which it covers are concerned ; it also protects the female. 
It should be removed with care to prevent contamination of the parts by the 
discharge on it. Whether or not a condom is used it is advisable to disinfect, 
by washing well with soap and water and then steeping the parts for some 
minutes in sy55 Mercuric potassium iodide solution, or ygyy Mercury oxy- 
cyanide lotion. After this the parts should be anointed with an ointment, 
such as Gauducheau’s, viz., mercury cyanide, 0°10; thymol, 1°75; calomel, 
25°00 ; lanolin, 50:00 ; liquid paraffin, 10:00; soft paraffin to 100-00. Some 
mercury oxycyanide lotion zq'7_ may be injected into the urethra after urina- 
tion ; 1n urination the meatus should be alternately squeezed and released 
so that the urine first distends and then rushes forcibly from the urethra. In 
females the prior insertion of a suppository which foams on insertion into the 
vagina is most likely to prevent contact of the secretion with the mucous 
membrane of the vagina and cervix; it should be followed by an antiseptic 
douche. Washing of the external genitals, followed by their inunction with 
ointment as above, should be practised as in males. It is important to 
remember that in all cases disinfection should be prompt and thorough. 

Prophylaxis by ingestion or injection of anti-syphilitic remedies is not 
recommended, because it may only mask the symptoms for many months. 

As any prophylactic measure may prevent only the appearance of the 
chancre, it should be followed by blood tests for at least 3 months. 

Accidental infection of fingers, lips and other extra-genital parts is best 
prevented by avoiding contamination with fresh secretions from persons in 
the earlier stages. These should be warned of the risk arising from sharing 
table utensils, crockery, and house linen with others. They should not kiss 
others or talk directly into people’s faces, and articles which they have used 
should be dipped in very hot water. A further precaution is to keep open 
lesions smeared with an antiseptic ointment such as the cream mentioned 
above. 

The prevention of transmission to offspring is primarily a matter of 
preventing infection of mothers. A man who has contracted syphilis should 
be advised to wait for at least five years before marrying; by that time 
the risk of transmission by sexual intercourse has usually gone, whatever the 
treatment. The period can be shortened by treatment, but this must be 
prolonged and thorough. A syphilitic woman is liable to convey the disease 
to her offspring throughout the child-bearing period, especially in the first 
five years of the infection, but efficient treatment commenced in the first half 
of pregnancy will usually protect the foetus; if treatment is started later 
and the mother’s infection is recent, it is usually safest to regard it as remédial 
and to continue treating the infant after birth. 

CuraTiIve.—The remedies most commonly employed for the treatment 
of syphilis are preparations of arsenic, mercury, bismuth and iodine. The 
first three destroy the parasites; the last stimulate the removal of granulo- 
matous tissue. 

Arsenical preparations.—These are organic compounds in which the 
arsenic is trivalent or pentavalent. 

Trivalent arsenical remedies.—These are by far the most efficient of the 
arsenical remedies for the treatment of syphilis outside the central nervous 
system and, beginning with the famous ‘‘ 606 ” or the Ehrlich-Hata remedy 
introduced to the public in 1910, have revolutionised the treatment of 
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syphilis, There are now a large number of these compounds whose different 
trade names are apt to be confusing, but fortunately they are subject to 
Regulations under the Therapeutic Substances Act, and each, besides being 
required to satisfy certain tests for toxicity and therapeutic potency, must 
bear on its label an official name according to its chemical constitution. The 
following are the principal remedies in this class. 

(i) Arsphenamine, or the dihydrochloride of dioxy-diamino-arseno- 
benzene, which is the original “ 606,” or salvarsan ; it is sold under the 
trade names, Arsenobillon, Diarsenol, Kharsivan and Salvarsan; and it 
must have an arsenical content not less than 30 per cent. and not more than 
34 per cent. (ii) The disodium salt of (i), or sodium salvarsan; it 
contains about 20 per cent, As. (iii) Neoarsphenamine, or the sodium galt of 
dioxy-diamino-arsenobenzene-methylene-sulphoxylic acid, which is the 
original ‘‘ 914,” or neosalvarsan ; it is sold under the trade names, Neo- 
arsphenamine-Evans, Neokharsivan, Neosalvarsan, Novarsan, Novarseno- 
billon and Novostab ; it must contain not lessthan 18 per cent. and not 
more than 21 per cent. As. (iv) Sulpharsphenamine, or the sodium salt of 
dioxy-diamino-arsenobenzene-methylene-sulphurous acid; it is sold under 
the trade names, Kharsulphan, Metarsenobillon, Myosalvarsan, Sulfarsenol 
and Sulphostab ; and its arsenical content is the same as that of neoarsphena- 
mine. (v) Arsphenamine glucoside, or Stabilarsan ; the arsenical content of 
the dose stated on the label equals that of the same dose of neoarsphenamine. 
(vi) Silver arsphenamine. (vu) Neosilver arsphenamine. 

All the above compounds except the diglucoside are in powder form, 
sealed, in stated doses, in glass ampoules containing a neutral gas. All the 
powders except the silver preparations are yellow. All oxidise and become 
Increasingly toxic on exposure to air and must consequently be made up and 
administered as soon as possible after the ampoule has been opened. Oxida- 
tion in the ampoule, through a flaw mm the glass, makes the powder become 
darker and sticky. Stabilarsan is in solution and ready for use when drawn 
from the ampoule. It must be used before the expiry date stated on the 
label. 

Arsphenamine is therapeutically the most active of these compounds, 
but is little used outside U.S.A. because of the complexity of its preparation 
for administration and of its greater tendency to cause serious reactions on 
the day of injection. Sodium salvarsan is not greatly used in English-speaking 
countries. 

Neoarsphenamine is by far the most commonly used of all the arseno- 
benzene compounds. In equivalent dosage it is less active than arsphenamine, 
but is more easily dale for administration and causes less general reaction. 
It causes too much pain to be given as routine by the subcutaneous or intra- 
muscular route, but when it is administered in this way it is therapeutically 
more active, This is probably because the subcutaneous route favours more 
the retention of the remedy in the body, thus giving better opportunity for 
the formation of the derivative which is believed to be the spirocheticidal 
agent. 

Sulpharsphenamine was introduced by Lehnhoff-Wyld under the name of 
Sulfarsenol for injection by the intramuscular or deep subcutaneous route. 
It causes comparatively little discomfort when administered in this way. 
Being relatively stable, its action is inferior to that of neoarsphenamine when 
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it is given intravenously, and even when administered subcutaneously its 
effect is barely equal to that of neoarsphenamine given intravenously. It is 
rather more apt than are the other arsenobenzene compounds to cause blood 
dyscrasias. ; 

Arsphenamine diglucoside is a convenient preparation in being ready for 
use when drawn from the ampoule, but its immediate effect in causing dis- 
pie of S. pallida from the juice of early lesions is not so great as that 
of neoarsphenamine in equivalent dosage. A dose of 0:45 g. of a good brand of 
neoarsphenamine will cause S. pallida to disappear from such lesions in 24 
hours in over 75 per cent. of cases, but, in my experience, even 0-60 g. stabilar- 
san has failed in this respect in over 50 per cent. of cases. Whether or not 
this preparation makes up for its slower spirocheticidal action by greater per- 
sistence is uncertain. Silver arsphenamine and neosilver arsphenamine are 
emery-coloured powders. They are more active but also more-toxic than the 
others and are given in approximately half the dosage of the latter. They 
are useful as a change from neoarsphenamine but are not now greatly used 
in Great Britain. A newcomer to the market, though originally tested by 
Ehrlich, is chemically m-amino-p-hydroxy-phenylarsine ngide: and is sold as 
Mapharside ; it is not subject to the Therapeutic Substances Act. It is claimed 
for it that it is the same as the active derivative that is formed when any of 
the above-named preparations is injected into the body and that, being 
already oxidised, it is stable. Its dose is about one-tenth that of neoarsphena- 
mine. It is still on trial. 

Dosage of arsenobenzene preparatvons.—Doses of the different preparations 
named vary greatly with circumstances and can be discussed here only in 
general terms, but guidance for treatment of individual cases will be found 
below in the discussions on toxic effects, on contra-indications, and on schemes 
of treatment. A rational approach to the problem of determining an average 
dose for an adult male with no contra-indication is a consideration of the 
amount required to bring about disappearance, within 24 hours, of S. pallida 
from the juice of an early syphilitic lesion, such as a chancre, a condyloma 
or a mucous patch. It is 0-45 g. to 0-60 g. in the case of neoarsphenamine, 
and is approximately the same for sulpharsphenamine ; these ics corre- 
sltuies to 0°30 g. to 0°40 g. arsphenamine. In the case of arsphenamine di- 
glucoside the dose required to produce the same effect 1s somewhat higher, 
but in that of silver-arsphenamine it is only 0-15 g. 

In a case of active primary or secondary syphilis it is reasonable to aim 
to bring about rapid disappearance of S. pallida from the juice of external 
lesions, and when there is no contra-indication in an adult male I commence 
with 0-45 g. neoarsphenamine. If, in such a case, I have to begin with a lower 
dose, it is with no illusion as to the effect on the spirochetes. It is well, 
therefore, that readers should bear in mind that the official dose of neo- 
arsphenamine or of sulpharsphenamine, the sg preparations of this kind 
in the British Pharmacopceia, commences at a level (0-15 g.) which in the 
case of an adult would not damage the spirochete. At the same time it 
should also be borne in mind that in certain circumstances, as in administra- 
tion of these remedies to cases of cardio-vascular syphilis, this lower dose 
may be too high. These remarks may serve to illustrate the difficulty of 
stating a dosage categorically but, as mentioned, sufficient guidance for 
treatment of individual cases will be found below. 
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Administration of arsphenamine preparations 


Intravenous route.—This is the most usual route. In the case of neo- 
arsphenamine the dose is dissolved in 2 to 10 c.c. distilled water. Silver- 
arsphenamines are dissolved in not less than 8 c.c., and stabilarsan is already 
in solution and requires no further dilution. The solution is drawn into a 
syringe, which is armed with a fairly fine needle, any of it contaminating the 
outside of the needle is washed off under the hot water tap, and the point of 
the needle is inserted into a median basilic or other convenient vein, which 
should be distended as tightly as possible by fixing an elastic band round the 
upper arm and getting the patient to grasp a roller bandage. In making the 
veln-puncture the operator should look along the vein, and steady it with 
the index finger of the other hand laid on the skin below the site; the eye 
of the needle should look away from the skin, and its shaft be almost parallel 
with it. A pull on the piston causes blood to flow back into the syringe when 
the needle is properly within the vein. The rubber band may then be released 
(I usually retain it, for reasons given later), and the piston is slowly pressed 
home. After it has been emptied, a little blood is aspirated into the syringe 
and again injected in order to clear the needle of any solution. 

Deep subcutaneous and intramuscular routes. — As already mentioned, 
arsphenamine remedies have a greater therapeutic effect when administered 
subeutaneously or intramuscularly, but most cause too much pain, and 
practically the only one which can be employed for the purpose is sulph- 
arsphenamine. The dose may be dissolved in distilled water, or in one of the 
glucose solvents containing local sedatives which are sold for the purpose. 
In either case as little as 1 c.c. may be used, but 3 or 4 c.c. of the glucose 
solvent seems to be more effective in preventing local reaction. The technique 
of intramuscular injection is described on p. 216. Deep subcutaneous 
injection causes less muscle reaction, and is usually preferable; it is given 
as follows: In the upper and outer quadrant of the gluteal region the skin 
and fat are pulled away from the underlying fascia, by grasping them with 
the thumb and fingers of the left hand, and a 2-inch record needle is entered 
obliquely at the base of the pyramid thus produced. The needle is made to 
underrun the fat so that its point may scrape on the fascia overlying the 
gluteal muscles. The charged syringe 1s fitted to the needle and the injection 
given fairly slowly. The site is then massaged with a pad of lint. 

Toxic effects of arsphenamine remedies.—Local.—An intravenous injec- 
tion of any arsphenamine preparation may cause thrombosis of the injected 
vein ; this is not serious, but precludes the use of the vein for subsequent 
Injections. Escape of any of the solution around the vein causes agonising 
pain, and swelling and infiltration of the tissues, which may go on to slough- 

When it occurs nothing appears to mitigate it better than such local 
and general sedatives as are used in any local inflammation. 

General—All these compounds tend to damage capillary endothelium. 
In patients who have died as a result of arsphenamine injections, there have 
been found blockage of cerebral capillaries with small hemorrhages around : 
hemorrhagic nephritis ; hemorrhage into lung alveoli; submucous petechix 
and ecchymoses in the stomach and bowel ; and, in a comparatively few cases. 
degeneration of liver cells amounting to a condition like that found in acut 
yellow atrophy. 
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Clinically, toxic effects are manifested by one or more of the symptome 
enumerated below. The list is a comparatively long one, but most of the 
symptoms are so mild, infrequent, or preventable as not to preclude the 
Spe use of these remedies. In roughly chronological order they are as 
ollows : 

1. During or immediately after the injection—({1) Vasomotor disturbances, 
also known as anaphylactoid symptoms or minor nitritoid crises; (2) urticaria ; 
(3) syncope; (4) pain in the gums and teeth. 

2, Following the unjection usually in a few hours, and occurring generally 
on the same day.—(5) Rigor, rise of temperature, and headache; (6) vomit- 
ing, diarrheea, pain in the back and cramp in the legs; (7) herpes (labialis 
or zoster). 

3. At various times from a day or two to a month or longer after a single 
injection or a course of injections.—(8) Albuminuria; (9) stomatitis ; 
(10) chronic headache; lassitude; loss of appetite, weight and sleep ; 
(11) erythema and dermatitis ; (12) jaundice ; (13) severe cerebral symptoms ; 
(14) various blood dyscrasias; (15) polyneuritis; (16) increase of syphilitic 
signs and symptoms (Jarisch-Herxheimer reaction). 

The vasomotor symptoms simulate those of anaphylaxis. The face becomes 
flushed, and the tongue and lips may swell ; there may be respiratory distress, 
and the patient may become unconscious. Often a severe attack is followed 
by more or less generalised urticaria. As a rule the symptoms last for about 
half an hour, but in rare cases recovery is not complete for a number of 
hours. Some patients are peculiarly susceptible. In others the symptoms 
may be produced by imperfect preparation of the remedy for injection or 
too rapid administration, as they depend on the physical state of the solution 
on entering the circulation. For prevention, all these remedies should be 
injected slowly, and retention of the tourniquet during the injection, as 
recommended by Sicard, is very effective. The treatment usually employed 
is to inject 10 to 15 minims of solution of adrenaline hydrochloride (1 in 1000) 
hypodermically. A feeling of faintness during the injection, or immediately 
after it, may be merely a precursor of vomiting, or due to fear. Occasionally, 
however, it may be very severe, fatal cases having been reported. Usually 
syncopal symptoms yield to ordinary restoratives ; in some very threatening 
cases Immersion in a hot bath has been reported to have brought about rapid 
recovery. Pain in the gums and teeth is probably vasomotor. The woouliar 
taste in the mouth, of which some patients complain during the injection, 
18 &@ very common symptom when concentrated solutions are given. 

Rigor, rise of temperature and headache are commonest after the first 
injection. The temperature is only rarely over 101° F. and is of no im- 
portance unless it increases after each successive injection. Dzarrhea and 
vomiting are not frequent unless there has been an error in technique, or 
the patient has been indiscreet in his dietary. Usually these symptoms 
have all disappeared by the next day. They are prevented to some 
extent by taking care that the patient has fasted for 2 hours before the 
injection, 

Albuminuria very rarely causes any anxiety. Stomatitis is not often 
attributed to arsphenamine remedies, but these undoubtedly seem to increase 
the tendency to this complication which is manifested by patients on mer- 
curial, or bismuth treatment. Chrontc headache, lassttude, etc., are symptoms 
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of intolerance displayed by a few patients, and indicate the necessity of a 
rest from treatment. 

Various skin affections may ooour besides the urticaria and herpes men- 
tioned above, and may be very serious. The mildest is some slight itching 
which quickly passes off. Another form is Milian’s erythema of the ninth day. 
It appears from the seventh to twelfth day after the commencement of the 
treatment and within 4 to 2 days of an injection. It is ushered in with a 
rapid rise of temperature, to 101° F. or higher, headache, backache, and some- 
times vomiting and diarrhea. The temperature is intermittent for a few 
days, and ends with a generalised scarlatiniform, rubeoliform, or polymorphic 
eruption, which fades in a few days with very slight or no desquamation. 
In its prodromal fever and the subsidence of a generalised rash without 
desquamation in a few days Milian’s erythema differs generally from the 
more serious type described next. Although it is said that arsenical treat- 
ment can be resumed after subsidence of ninth-day erythema, it is well to 
be very cautious on this point. The most severe dermatosis is relatively 
uncommon. It starts as a punctiform erythema which quickly spreads over 
the body, is accompanied by most intense itching, and often then passes on 
to exfoliative dermatitis. The incidence of dermatitis depends largely on the 
intensity of the treatment. Generally speaking, a male adult of average build 
will tolerate 5 to 6 g. neoarsphenamine in doses of 0°45 to 0°75, or the equiva- 
lent of this in other arsphenamine remedies, spread out over a period of 57 days 
but if this period is shortened the percentage of dermatitis increases noticeably. 
A careful look-out for signs of skin irritation will often supply timely warning 
of the idiosyncrasy and, by preventing the administration of more arsenic, 
will save the patient from a severe attack, The treatment of exfoliative 
dermatitis following arsphenamine injections is often troublesome on account 
of the generalised exfoliation and the local pustulation and eczema. If the 
attack 1s at all severe, the patient should be in bed and well protected. The 
injection of calcium thiosulphate, or sodium thiosulphate, which is now sold 
for the purpose in ampoules containing the remedy already in solution, has 
proved to be very useful in aborting the toxic effects of arsenic, bismuth and 
mercury. The dosage for general use is 0°6 to 0°9 G injected intravenously 
very slowly every other day. The injection of calcium thiosulphate often 
causes a generalised tingling and flushing of the skin, which alarms the 
patient but passes off very quickly. On intervening days an intravenous 
injection of 25 c.c. of a 40 per cent. solution of dextrose is valuable. The 
administration of liver, on the same principles as in anemia, has been found 
very beneficial. The diet should be simple, containing large quantities of 
bland liquids, and should not include eggs and meat. Locally, calamine 
lotion and liniment are soothing, and an occasional bran bath is valuable, 
but careful precautions should be taken against chill, as these patients are 
very prone to pneumonia. 

Jaundice following injections of arsphenamine preparations appears to 
have become more common in recent years, and 8 voluminous literature on 
its etiology has accumulated in all countries without any definite consensus 
of opinion having been arrived at. In the very great majority of cases the 
type is mild, with clayey stools and highly coloured urine. Occasionally it 
ig much more serious, with severe epigastric and hepatic pain, restlessness 
and delirium, followed by death, The changes fonnd in these rare cases have 
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been extensive degeneration of liver cells with round-celled infiltration of 
the supporting connective tissue, multiple subserous hemorrhages, and 
frequently hemorrhages into lung alveoli. Either type may occur during a 
course of injections or be delayed for many months afterwards. In this delay 
in onset, as in some other features, the fatal type of jaundice strongly re- 
sembles trinitro-toluene poisoning. The exact part played by arsphenamine 
in the production of jaundice is uncertain, but the weight of evidence seems 
at present to favour a connection between the amount administered as 
routine in a given time and the proportional incidence of jaundice, the more 
concentrated the course the higher being the percentage of jaundice, A 
feature of the fatal type of jaundice which has been noted in this and other 
countries is its tendency to occur in limited outbreaks which bear no apparent 
relation to changes in technique or brand of the remedy employed. This 
feature lends some support to the theory, held by some, that besides arsphena- 
mine an extraneous agency (bacterial infection ?) plays a part in the causation. 
This view is supported by evidence furnished By Ruge from the German 
Navy, in which it was found that the incidence of salvarsan jaundice 
was Closely parallel to that of ordinary catarrhal jaundice in the general 
population. 

For the prevention of jaundice, apart from the value of care in dosage, 
clinical evidence suggests that the well-fed patient is far less likely to suffer 
from this complication than is the starved one. Recent work by Messinger 
and Hawkins shows that, contrary to the finding of Craven, the best preven- 
tive is a protein diet and after this a carbohydrate. For treatment, besides 
reduction of the diet to slops, administration of liver and daily intravenous 
injections of 25 to 50 or more c.c. of a 40 per cent. solution of dextrose are 
useful, 

Severe cerebral symptoms, with headache followed by mental confusion, 
epileptiform convulsions and coma, ending in death in a large proportion of 
Cases, are now very rare, thanks to the moderate doses with which treatment 
is usually begun. One patient, whom I saw in the comatose condition, was 
restored within half an hour by phlebotomy to 20 ounces, the removal of 15 c.c. 
of cerebro-spinal fluid, and the injection of 1 c.c. of solution of adrenaline 
hydrochloride 1 in 1000. Other workers have since been equally successful 
by this means. The treatment should be applied at once, and the lumbar 
puncture should be repeated if the symptoms continue. 

Blood dyscrasias——Three main forms of blood dyscrasias have been 
described, all of them very rare. They have followed sulpharsphenamine 
treatment relatively much more often than treatment by other arsphenamine 
preparations. They are thrombocytopenia, granulocytopenia, and aplastic 
anemia. When any occurs it is often associated with the dermatitis and 
stomatitis. Their symptoms and treatment are described elsewhere in this 
work. 

Polyneuritis has been reported occasionally but must be extremely rare ; 
I have seen only one case, a very mild one. 

Jarisch-Herzheimer reaction.—A temporary effect of these, as of other 
antisyphilitic remedies, may be to increase the intensity of the syphilitic 
process. This may be important when an artery supplying some vital organ 
is already partly blocked ; then the increase in severity of the process may 
result in a complete blockage which may be disastrous, as when a coronary 
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artery becomes obstructed, or the patient develops hemiplegia, or dies of 
obstruction of the basilar artery. Such cases are very rare. 

Neuro-recurrences.—Though not strictly a direct effect of arsphenamine 
treatment, paralyses of various cranial nerves, especially the seventh and 
eighth, became more common shortly after its introduction. These pheno- 
mena have been proved to be syphilitic recurrences and due to the small 
amount of treatment given in the early days of “ 606.” Since then they have 
become comparatively rare, at any rate, when bismuth or mercury is given 
concurrently with the arsphenamine preparation in all early cases. 

Precautions recommended in treating patients with arsphenamine prepara- 
tvons.—In the case of sufferers from hepatic and advanced Addison’s disease, 
bleeders, and those on the point of death from severe visceral disease of any 
kind, these remedies are contra-indicated. 

In visceral disease of a less severe type than is mentioned above, in 
alcoholism, and when the patient is prone to such skin affections as eczema 
and severe seborrhea, it is advisable to begin with a dose of 0-15 to 0°3 g. 
of neoarsphenamine, and to increase the doses with caution ; often in such 
eases the injections of small doses may be given with advantage twice weekly. 
The same applies to patients suffering from syphilis of the brain, cord or 
viscera when there is reason to fear an exacerbation of the process. In diabetes 
mellitus it is necessary to be very cautious, as arsphenamine compounds 
increase the blood sugar, and the patient should be watched carefully by 
some one experienced in the administration of insulin, Every patient should 
be watched carefully through the course for signs of intolerance. This 
precaution may not absolutely prevent severe side-effects, but such as do 
develop will usually be much milder than when no notice is taken, for 
example, of an erythema, and the treatment is continued to the end of 
the course. 

In all cases where intravenous Injections are employed it is advisable for 
the patient to fast for 2 hours beforehand. Other methods of prevention of 
this and other toxic effects of arsphenamine consist in scrupulous care over 
technique. 

Pentavalent arsenical remedies.— The principal remedies of this class 
used in the treatment of syphilis are (1) Sodium N-phenylglycineamide-p- 
arsonate (tryparsamide) ; (ii) 3-acetylamino-4-hydroxyphenyl-arsonic acid, 
or acetarsol (kharophen, orarsan, spirocid and stovarsol); (iii) the sodium 
salt of (ii); and (iv) the diethylamine compound of (ii) (acetylarsan). 

Of these, tryparsamide is the most important because of its value in 
syphilis of the central nervous system. It 1s a white powder easily soluble 
in water, and the dose for an adult is from 2 to 4 g. (usually 3 g.) dissolved 
freshly in distilled water and injected intravenously once a week. A course 
lasts 10 to 12 weeks, and the interval between any two courses can be a month 
or six weeks, The main risk is of amblyopia, and for this reason the patient’s 
eye-grounds should be passed by an ophthalmologist before treatment is 
started. If this is stopped on the first complaint of haziness of vision, per- 
manent restriction of vision is very rare. cetarsol was introduced in 1922 
primarily as a prophylactic of syphilis for administration by mouth. Later 
it came into extensive use for the treatment of infants with congenital syphilis. 
Acetarsol-sodium and acetylarsan are given by injection; their effects are 
mainly like those of acetarsol. Toxic effects are usually mild. Acetarsol 
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can cause gastro-intestinal disturbance if taken too near a meal. Sometimes 
a mild erythema occurs and very rarely a severe dermatitis. 


Mercurial preparations. 


Mercury was formerly the sheet-anchor in the treatment of syphilis, but 
for routine work it has been largely superseded by bismuth, and it is now used 
mostly in cases where injections are undesirable, or impracticable, or by way 
of varying the attack on the disease. A great advantage of mercury, as of 
bismuth, 1s that it can be kept almost continuously in the circulation, so that 
the action is maintained after the arsphenamine has been excreted until it is 
safe to administer another such injection. To ensure the certain destruction 
of all the parasites, it seems to be necessary that an anti-syphilitic remedy 
should be present constantly in the body fluids for a long period. 

Methods of administration of mercurial preparations.—The oral method is 
much favoured, but is apt to cause gastro-intestinal disturbance, and is 
exposed to the risk of failure through the patient’s forgetfulness, I employ 
it only when the patient cannot take injections or inunctions and also when 
the patient cannot continue injections or remain under close observation. 
Favourite preparations are—(1) Hydrargyrum cum creta, gra. 1 to 2; (2) 
hydrargyri iodidum viride or flavum, gr. 4 to}; (3) hydrargyri perchloridum, 
gr. 4; (4) hydrargyri tannas, gr. 1 to 3; (5) pil. hydrargyri, grs. 1 to 3; 
(6) liq. hydrargyri perchloridi, min. 30 to 60, often prescribed In a mixture with 
potassium iodide. The first five of these are usually given in pill form, often 
combined with a little opium, e.g. pulv. ipecacuanhe et opii grs. 1 to 2, or 
extractum opii gr. 4, to counteract the irritant effect, but it is better to pre- 
scribe the sedative separately, and regulate its dosage as required. I prefer 
to start with the iodide. A good plan of administration is to give courses of 
6 weeks, gradually increasing the daily intake of mercury until slight signs 
of stomatitis appear, and then reducing the dose. After the first and second 
courses rests of a week are given, and at the end of the third the interval is 
one month, after which the series of three courses is repeated. The length 
of time over which this treatment is prolonged depends greatly on the 
amount and character of the previous treatment. 

Inunction.—This is a valuable method of administering mercury, but 
must be carried out by a skilled rubber, and has the inconvenience of soiling 
the skin and clothes. On successive days 5 to 10 g. of mercurial omtment 
(B.P.) are rubbed for twenty minutes into thighs, calves, arms, chest and 
back, a bath being taken on the sixth day and the cycle restarted on the 
seventh. The number of rubbings varies from 60 to 200 in a course, the 
length of a course depending on the patient’s tolerance, which is judged by 
the state of the gums, the weight and the general well-being. 

Intravenous injections are rapid in effect, but apt to cause toxic symptoms ; 
they have the further disadvantage that the effect is not sustained, and must 
be administered daily or every other day. The usual preparations employed 
are the cyanide and the perchloride, in doses of 1 c.c. of the 1 per cent. solution 
daily or on alternate days to a total of twenty or thirty. 

For intramuscular injections both soluble and insoluble preparations are 
employed. Among the soluble preparations are the biniodide (1 per cent. 
solution) in doses of 1 c.c., the bibromide, the benzoate and the perchloride. 
Their disadvantages are similar to those of intravenous injections. 
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The tnsoluble preparations most commonly employed are mercury in 
fine subdivision (inj. hydrargyri), calomel (inj. hydrarg. subchlor. and 
mercury salicylate. Suspensions of these remedies ready for use can be 

urchased. The doses usually employed are: mercury, 1 to 1} grs.; calomel, 

to 2 gr.; salicylate, 14 to 2 gra. Calomel causes more pain than the other 
two, but is far more active, and is probably the best for this purpose if it can 
be tolerated. Mercury salicylate 1s probably the least active of the three. 
The advantages of the insoluble preparations are that, on account of the slow 
absorption, enough mercury can be given in one injection to last a week and 
that the effect is sustained. | 

The technique of intramuscular injections is simple. The best site is 
the upper and outer quadrant of the gluteal region. A needle 14 to 2 inches 
long 18 introduced, almost to its full length, perpendicularly to the skin 
surface. The base is examined to see that no blood is oozing from it, the 
syringe is applied, the piston pulled upon to see that the needle point is still 
not within a vein, and the piston is then pressed home. The needle, having 
been withdrawn, the site is well massaged with a ball of cotton-wool. Before 
an insoluble preparation is drawn into the syringe, the suspension should 
have been well mixed, either by stirring with a glass rod or by energetic 
shaking of the bottle. 

Toxic effects of mercury.—These are stomatitis, nephritis, colitis, general 
malaise and dermatitis. 

Stomatitis can usually be prevented by care. The patient’s teeth should 
be set in order before starting the course, and he should brush his teeth night 
and morning ; the tooth brush should be kept in an antiseptic solution, such 
as chloramine T., 0:5 to 1 per cent., or in an atmosphere of formalin. Potas- 
sium chlorate is useful, and may be incorporated in the dentifrice. If the 
gums become sore, the mercury must be stopped and more energetic treatment 
applied to the mouth. Lozenges of potassium chlorate to suck, and swabbing 
with peroxide of hydrogen followed by the application of a 10 per cent. 
solution of neoarsphenamine usually suffice to restore the gums to a healthy 
condition. An astringent mouth-wash should be employed and injections 
given of calcium or sodium thiosulphate. (See p. 212.) 

Nephritts rarely results from the moderate doses of mercury now em- 
ployed, but the irritant effect of mercury on the kidneys should be 
remembered in cases where these organs are already diseased. 

Colktss is extremely uncommon as the result of the ordinary mercurial 
course of treatment. General malaise is apt to result from pushing mercury 
too freely, and it is always advisable to keep a close watch on the patient’s 
weight and general condition. Dermatitis as a result of mercurial treatment 
alone is very rare. 


Bismuth preparations. 


These were introduced by Sazerac and Levaditi in 1921, and have now 
largely supplanted mercury wherever the intramuscular, or deep subcutaneous, 
route of administration is practicable. Bismuth is tolerated better than 
mercury, and in doses which can be administered with at least equal safety, 
a course of bismuth injections goes farther towards eradicating the disease 
than does a corresponding course of mercurial injections. Some workers 
assert that bismuth is equal in effect to the arsphenamine preparations, but 
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the majority opinion is that it should be used in conjunction with these, in 
substitution for mercury. The toxic effects of bismuth are somewhat similar 
to those of mercury. The first sign of saturation is a slaty-blue line at the 
margins of the gums, particularly at the incisor teeth. If the remedy is con- 
tinued, the buccal mucous membrane may become stained, and aphthous 
stomatitis supervene ; if it is pushed still farther, gangrenous stomatitis may 
result. The early bismuth blue line may persist for many weeks after suspen- 
sion of the remedy. Albuminuria may result from overdosing, but disappears 
quickly if the remedy is suspended as soon as it is noted. Colitis is uncommon. 
Some may complain of depression and insomnia, which may easily be 
attributed to other causes than bismuth poisoning. 

Bismuth is at present administered almost exclusively by injection, but 
recently a preparation for oral administration has been introduced by Hanzlik, 
Lehman and Richardson. It is sold under the name of sobisminol, and has 
been reported to give good results in doses of 6 capsules of 0-75 g. daily. So 
far it must be regarded as in the experimental stage and will not be dealt 
with further. 

Injection of bismuth compounds is now almost invariably by the intra- 
muscular or the deep subcutaneous route, and the number of preparations is 
legion. They are best classified on the basis of rapidity of absorption as 
follows : (a) watery solutions ; (b) solutions in oil (lipo-soluble preparations) ; 
(c) suspensions of insoluble compounds in a watery medium ; and (d) suspen- 
sions of insoluble compounds in an oily medium. The comparative rates at 
which these different classes of bismuth preparations are absorbed are in the 
above order. 

Watery solutions are not greatly employed now, because they are more 
rapidly absorbed than is usually convenient ; on account of rapid absorption, 
their toxic effects may approach those of preparations given intravenously, 
a route which is practically never used. Rxamples of water-soluble compounds 
are: potassium sodium bismuth tartrate, containing 35 to 40 per cent. Bi. ; 
bismuth sodium tartrate, containing 73°8 per cent. Bi.; bismuth thiogly- 
collate, sold as thiobismol, a solution which contains 0-075 g. Bi. per c.c. ; 
and sodium bismuth citrate, containing 65-8 per cent. Bi. Because of the 
rapidity of their absorption, an effective concentration of bismuth in the 
tissues can be maintained with watery solutions of bismuth only by injecting 
them two or three times a week. 

Orly solutions contain organic, lipo-soluble compounds dissolved in oil. 
In absorbability they are stated to be a useful medium between watery 
solutions on the one hand and insoluble suspensions on the other. The 
following are examples of these preparations of which it is unnecessary to 
state the chemical formule (the bismuth content per c.c. is stated in brackets 
after each): bivatol (0-035 g.); cardyl and neocardyl (0-05 g.); neo-olesal 
(0-03 g.); and stabismol (0-1 g.). Their rate of absorption makes it advisable 
to give the weekly dose (see below) in two injections at a 3- to 4-day interval. 

Insoluble suspensions are the most commonly employed preparations of 
bismuth for anti-syphilitic treatment, and this class contains the only three 
recognised by the British Pharmacopeia, namely, inj. bismuthi, inj. 
bismuthi oxychloridi and inj. bismuthi salicylatis. A number of insoluble 
salts of bismuth are used, and they are sold under a large number of names, 
of which the following are examples arranged according to their chemical 
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construction. (a) Precipitated bismuth. Preparations: inj. bismuthi, B.P. 
(bismuth in a dextrose solution with cresol), and bisglucol; both contain 
02 g. Bi. perc.c. ; and bicreol (0°15 g. Bi. perc.c.); (6) Bismuth oxychloride. 
Preparations: inj. bismuthi oxychloridi, B.P. and bisoxyl, both of them 
watery suspensions containing 0:08 g. Bi. per c.c.; chlorostab, a watery 
suspension, two preparations with, respectively, 0°16 g. and 0:20 g. Bi. per 
c.c.; (c) Bismuth salicylate. Preparations: inj. bismuthi salicylatis, B.P.., 
a 10 per cent. suspension of the compound in olive oil with camphor and 
phenol; bisantol; bismosan; bismogenol, all oily suspensions; all this 
class contain about 0°06 g. Bi. per c.c.; (d) Bismuth hydroxide. Prepara- 
tions: casbis, muthanol, and spirillan, oily suspensions containing about 
0-08 g. Bi. per c.c.; (e) Iodo-bismuthate of quinine. Preparations: biquiny] ; 
bismosalvan ; quinby; quimostab; rubyl; vijochin, all oily suspensions 
containing about 0-02 g. Bi. per c.c. 

Choice of bismuth preparations.—In syphilis with active external mani- 
festations and when there is no contra-indication in the nervous system, the 
heart, and great vessels or other internal organs, we aim at complete eradica- 
tion of S. pallida by attacking it over a long period with two types of remedy, 
namely, arsphenamine and heavy metal, the latter being either mercury or 
bismuth, of which bismuth is now almost always preferred. In this combina- 
tion the arsphenamine compound rapidly stops the activity of S. palhda, 
and each injection of it deals a heavy blow at all accessible spirochetes, but 
the attack is not maintained ; the dose of the arsphenamine preparation is 
quickly excreted, and for a considerable portion of the fiterval between any 
two injections, and still more between any two courses of injections, the 
arsenical remedy is not in action. In these circumstances it is conceivable 
that spirocheetes not hitherto destroyed by the arsphenamine remedy, perhaps 
because of their entrenchment behind barriers of fibrous tissue, would have 
an opportunity of recovering unless the attack was carried on by another 
agent. This is the rdle of the heavy metal, an effective concentration of which 
can be maintained in the tissues for long periods. It will be understood from 
the above that, if an arsphenamine preparation is being employed in the 
treatment of the types of syphilis mentioned, one does not look to the bismuth 
for speed, but for persistence of action, and a preparation is needed which is 
absorbed slowly but steadily throughout the intervals between injections ; 
this requirement is met by the use of a suitable insoluble compound. In the 
choice of such a compound, I am influenced by clinical experience and by 
reports of research on absorbability of different preparations, especially those 
of Lomholt, and prefer a compound such as the oxychloride suspended in a 
watery medium to either of the other two B.P. preparations. In some cases | 
have been convinced that the precipitated bismuth I have injected has not 
been absorbed at all satisfactorily, and excretion experiments which show that 
a higher percentage of a small dose than of a large one are absorbed in a given 
time argue against the employment of such a concentration of bismuth in 
the suspension as that in the injectio bismuthi, B.P. Between the salicylate 
or any of the other insoluble salts and the oxychloride there may possibly be 
little to choose, but Lomholt’s experiments on absorption certainly showed 
that, other things being equal, a more rapid absorption would follow injection 
of a watery suspension than that of an oily one, such as injectio bismuthi 
salicylatis, B.P. On the other hand, the oxychloride is pure and stable 
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and in watery suspension, provided it is not too finely powdered (particles of 
3 to 5 » dimensions are suitable), it is absorbed at a satisfactory rate without 
causing undue discomfort. This work confirms the favourable impression 
I have formed of the oxychloride in watery suspension in an experience of 
‘more than fifteen years. 

A quicker absorption of an insoluble compound is secured by giving the 
weekly dose in two injections at an interval of 3 to 4 days, or by dividing the 
dose between two sites injected at one sitting. In some cases it may not be 
possible to employ an arsphenamine preparation at all, or only in less than 
efficient dosage, and one has to depend more on the bismuth to stop the 
spirochetal activity quickly. In such a case one may give one of the oil- 
soluble preparations twice a week or proceed on the lines recently recom- 
niended hy Sollmann and colleagues in U.S.A. In this a soluble preparation is 
administered two or three times weekly concurrently with an insoluble 
one once weekly for 5 or 6 weeks, and then the insoluble preparation, is 
continued in weekly injections for 5 more weeks to complete the course. 

It will be judged from the above that usually an insoluble compound is 
injected about once a week, and a soluble one, two or three times. One 
insoluble compound, however, the iodo-bismuthate of quinine, which is not 
greatly used in early syphilis, but is valuable in cardio-vascular and neuro- 
syphilis, contains such a low percentage (20) of bismuth that the dose is con- 
tained in a large volume ; consequently when employing this compound it is 
customary to give the weekly amount of bismuth in two injections. This 
compound is absorbed rather more quickly than most others in the insoluble 
class. In certain cases one may have reason to fear that the patient might 
become seriously intolerant, and it may not be desirable that the remedy 
should continue to be absorbed for long after suspension of the treat- 
ment. It would then be advisable to proceed cautiously with an oil-soluble 
preparation. 

In average cases of primary and secondary syphilis I give bismuth con- 
currently with arsphenamine preparations, believing that when the latter 
are used alone at the commencement and in such doses as effectually to stop 
the interaction between parasite and skin, there is a much greater likelihood 
of the parasite getting a footing in the central nervous system. In this matter 
of concurrent arsphenamine with bismuth and of alternating arsphenamine 
courses with bismuth ones, there is a difference of opinion amongst syphilolo- 
gists, probably the majority in Great Britain believing in the concurrent plan. 
My own views are based largely on the facts that in the early days of arsphena- 
mine treatment, when great reliance was placed on the administration of 
606 ” in full or nearly full doses without the concurrent administration of 
mercury, syphilitic neuro-recurrences were common, and that in more recent 
years in certain clinics where the first course of treatment consists entirely of 
arsphenamine or neoarsphenamine in such doses as we know rapidly bring 
about the disappearance of S. pallida from the secretion of superficial 
lesions, the incidence of such neuro-recurrences has also been high. Certain 
clinics in which the alternating plan is followed have not had this experience, 
and the explanation of the difference may lie in the dose of the arsphenamine 
preparation. If the dose of arsphenamine used alone in a first course given 
to an early case of syphilis is not so high as that mentioned above, it may be 
that the interaction between skin and parasite continues, and so evokes an 
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immunity response which prevents the spirochete from stimulating a big 
enough reaction in the meninges to cause symptoms. 


Iodine preparations. 


These promote the resolution of syphilitic processes and are most useful 
in the later stages. The tissue reaction is qualitatively the same in all stages, 
however, and there are grounds for supposing that the syphilitic infiltrate 
tends to bury the parasites, making them inaccessible to anti-syphilitic 
remedies, so that there is a use for iodine preparations in all stages. The 
favourite preparation is potassium iodide, in doses of 15 to 30 grains thrice 
daily. It may cause gastro-intestinal disturbance, even when given very 
dilute in water, and is then better tolerated if made up in a cent. per cent. 
solution and the dose dropped into milk. The depressing effect of potassium 
iodide is overcome by giving it with nux vomica. Many pores prepara- 
tions are advertised as superior to potassium iodide, but they should be 
reserved for cases where the older preparation cannot be tolerated, Sodium 
iodide is probably the best preparation for intravenous injection, In this 
case, after testing the patient’s tolerance by giving some potassium iodide 
by mouth, a dose of 150 grains of sodium iodide dissolved in 100 c.c. or more 
of sterile distilled water is given intravenously every 24 to 48 hours up to a 
total of 20 to 30 injections per course. 


General management of syphilrs. 


The main principles to be observed in the treatment of syphilis are— 
(1) to begin as early as possible, before the micro-organism has become 
buried in the sclerosed primary sore or entrenched in comparatively inacces- 
sible regions, such as the central nervous system ; (2) to continue as long as 
experience shows that there is a possibility of the patient relapsing if treat- 
ment ceases ; (3) to exploit the patient’s natural resistance, by maintaining 
his general health in the highest possible condition. 

ince the decision as to cure has to be postponed for some years after 
suspension of treatment, and relapse cases are particularly difficult to cure, 
it is better to treat all cases as if they were of the resistant type. It is a great 
mistake to stop treatment as soon as the serum reactions become negative, 
or to continue then with only a feeble form of treatment, such as mercury 
by mouth. : 

With regard to the programme of treatment to be followed in an ordinary 
case of early syphilis in a man of average weight without clinical signs of disease 
of the central nervous system or of any viscus, two alternative plans have 
been recommended by the Committee of Experts on Syphilis convened by 
the League of Nations Health Organisation ; the plans were based on an 
analysis of over 13,000 records of early cases of syphilis treated in five 
countries. By early syphilis the Committee meant primary and secondary 
syphilis such as constitute the vast majority of syphilis cases seen within the 
first few years of infection, but, with the reservations as to disease of the 
central nervous system or of any viscus mentioned above, the recommenda- 
tions are applicable to most cases within the first three or four years of in- 
fection. One plan is described as “‘ intermittent treatment,” because in it the 
arsphenamine and the bismuth preparation are for the most part given con- 
currently, and intervals of three to five weeks are allowed between courses of 
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injections. Actually its effect is continuous because the insoluble bismuth 
administered during each course continues to be absorbed during the interval. 
The second plan is termed “ alternating continuous,” since for the most part 
series of arsphenamine injections alternate with series of bismuth, et no 
interval longer than a week is allowed between injections. In framing both 
plans the principles laid down by the Committee were : 


ce 


(a) To employ a comparatively heavy individual dosage of the arseno- 
benzene and of the bismuth or mercurial compounds, the doses 
being administered in comparatively rapid succession, especially 
at the commencement ; 

“(b) To maintain a persistent attack on the discase, avoiding intervals 
of such lengths as to afford the parasite an opportunity of 
recovering ; 

“(c) To administer approximately as much treatment to primary as to 

secondary cases.” 


The plan of “ intermittent treatment’ prescribes a series of courses as 
follows, with intervals of three to five weeks between any two courses. In 
the firat seven weeks 8 injections of 0°6 to 0°75 g. neoarsphenamine (or other 
arsphenamine preparation in equivalent doses) concurrently with the same 
number of doses of an insoluble compound of bismuth, each containing 0°20 
to 0°24 g. metallic bismuth (e.g. 0°25 to 0°30 bismuth oxychloride), or else 
twice the number of injections of a liposoluble compound of bismuth, each 
containing 0°10 g. metallic bismuth ; in the next two weeks only bismuth is 

ven. 

The blood is tested at the end of each course. The minimum number of 
courses for any case which remains or becomes serologically negative during 
or by the end of the first course is four. For cases that are not negative by 
the end of the first course the minimum is three Bat hea that course which 
ends with negative reactions. For non-pregnant females the treatment should 
be on similar lines, with the individual dose of neoarsphenamine reduced by 
0-15 g. 

In the recommended plan of “ alternating continuous ” treatment for an 
adult man, after three doses of ‘‘ 606” or alternative arsphenamine prepara- 
tion totalling 0-1 g. per 25 lb. weight in the first week, 0-4 g. “ 606 ” is given in 
each of the 3rd to 7th, 12th to 17th, 24th to 29th, 38th to 43rd, and 54th 
to 59th weeks, 29 injections in all; and a bismuth compound containing 
0-2 g. Bi. is injected weekly in the 8th to 11th, 18th to 23rd, 30th to 37th, 
44th to 53rd, and 60th to 69th weeks, 38 injections in all. Potassium iodide 
is given during the administration of the bismuth. It is recommended in 
this plan that the blood be tested on the Ist day and in the 7th, 12th, 13th, 
17th, 38th, 48rd, 54th, and 59th weeks; and the spinal fluid in the 18th to 
23rd weeks. 

J. E. Moore, who is otherwise an advocate of the alternating system, gives 
4 doses of Bi. (0-2 g.) concurrently with the first four of arsphenamine, then 
continues at weekly intervals with 4 doses of the latter, followed in turn by 
4 Bi., 6As., 6 Bi., 6 As., 8 Bi., 6 As., 10 Bi., 6 As., and 10 Bi. 

For reasons already given, my strong preference is for the plan of inter- 
mittent treatment. For men of average weight a dose of 0-6 g. neoarsphena- 
mine seems to be sufficient, and for pregnant women 0-45 g. 
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Before suspending treatment the cerebro-spinal fluid should be negative. 
After suspending treatment the patient should be put under observation, 
being examined clinically once a month, and by blood test every 3 months for 
a year. At the end of the year the cerebro-spmal fluid is examined. During 
the second year the blood tests are at intervals of 6 months, the examination 
of cerebro-spinal fluid being repeated at the end. Asa rule it is not advisable 
to allow a patient to marry until after 5 years from infection and after 
remaining free from all signs, clinical and serological, for at least 2 years 
following suspension of all treatment. 

In all cases of primary sore it is very important to apply local treatment 
to destroy the organisms in situ; otherwise they may escape the remedies 
circulating in the blood. If the sore is indurated and the induration does not 
disappear quickly under general treatment, it should be removed by circum- 
cision, destroyed with the cautery, rubbed with mercurial ointment or 
injected with a solution of neoarsphenamine (say, 0°15 g. in 0°5 c.c. water). 

In later syphilis, ¢.e. after the third or fourth year, the line of treatment 
depends very much on the involvement of viscera and/or nervous system, 
the treatment of which is discussed elsewhere in this work. It is very important 
in these later cases to examine carefully the cardio-vascular and nervous 
systems. Ifthe cerebro-spinal fluid is positive, there is little hope of restoring 
it to normal by ordinary anti-syphilitic treatment. In such cases tryparsa- 
mide is probably the best remedy to employ at first. It is given intravenously 
in weekly doses, commencing with 2 g. for an adult and increasing at once to 
3 g., dissolved in 10 c.c. distilled water, in courses of about 10 injections, 
with intervals of about 6 weeks between courses. The concurrent use of 
bismuth seems to be advantageous in these cases. Assuming that, as is usual, 
no sign of optic nerve disturbance appears, patients commonly tolerate very 
large total amounts of tryparsamide—as much as 10 or more courses. The 
cerebro-spinal fluid should be examined periodically, and the tryparsamide 
treatment, is continued in regular courses, with intervals, so long as improve- 
ment is steady. If no improvement in the state of the fluid is apparent by 
about the end of the third course, one considers the institution of pyreto- 
therapy, of which probably the most effective form (apart from the use of 
physical apparatus for production of fever) is malarial inoculation, and 
usually about ten paroxysms of fever are allowed before interference by 
means of quinine or some similar remedy. 

Both malaria and the use of physical apparatus may be impracticable, 
as the patient usually feels well and also may be a busy man unable to spare 
the time for, or perhaps explain to his family the necessity of, entering a 
nursing home or hospital for a course of malarial paroxysms, or of fever 
produced by physical agents. For this reason it is usually more practicable 
to try at first a course of fever induced by simpler means, such as the intra- 
venous injection of a vaccine. The most popular for this purpose seems to be 
antityphoid vaccine, of which the dose may begin at 200 millions and be 
increased with successive injections, given every other day, by about 80 per 
cent. The aim is to provoke a rise of temperature to about 104° F., which is 
reached a few hours after the injection. The vaccine of the Ducrey bacillus, 
sold as dmelcos, is perhaps more convenient and less toxic than antityphoid ; 
the first dose is usually 1 ¢.c., and the dose is increased with successive injec- 
tions to 5 ¢.c. or more. The disadvantage of vaccine injections given in this 
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way is that the patient quickly becomes tolerant, and even large increases of 
the dosage produce very disappointing results in respect of temperature rise, 
so that there is much to be said for the method of Nelson whenever it is 
practicable. In this the patient receives two doses each day, each smaller 
than would be necessary by the single-dose method, the second being given 
2 or 3 hours after the first, when the fever produced by this is at ita height ; 
the effect is to flick up the temperature to a much higher level. The scheme 
shown in Nelson’s paper used T.A.B. vaccine. After preliminary single 
doses of 70 and 140 millions on the first and second days, resulting respec- 
tively in temperatures of 103-6° F. and 108° F., on each of the next 11 days 
two doses were given. The first of these ranged from 25 to 75 millions, and 
the second was sometimes the same as the first, and sometimes as much as 
80 per cent. higher. If the second dose does not produce a sufficient rise, a 
third given before defervescence may do so. Many workers have now reported 
well on this method. Another method is to inject intramuscularly a solution 
of sulphur in oil, such as sulfosin, beginning with 1 c.c., and increasing to 
10 c.c., according to the temperature provoked. After the fever treatment 
it is best to continue with the tryparsamide and bismuth, or with some form 
of ordinary anti-syphilitic treatment. 

For cases of tertiary syphilis affecting the external and supporting struc- 
tures and for latent ones, when the cerebro-spinal fluid is negative, the first 
course can usefully be on the same lines as shown above for early cases, while 
in later ones it may be preferable to rely more on bismuth, giving this entirely, 
or interspersing a few doses of an arsphenamine preparation. It is well also 
to administer considerably more iodine to later cases. In these later cases it 
is often very difficult or even impossible to convert the serum reactions to 
negative, and many syphilologists will not treat them beyond the stage when 
they show no clinical signs, maintaining that it is hopeless to convert the 
reactions, that the treatment only gets on the patient’s nerves, and so forth. 
I am sure that this view is mistaken. Patients with latent syphilis who have 
not complained of any particular feeling of ill-health commonly remark after 
the first or second course of treatment that they now feel better than they 
have done for years; it is as if an insidious depressor of health had been 
removed. Moreover, it is not true that treatment of these cases has no effect 
on the serum reactions. If a serum test is employed which measures the 
strength of reaction in units, the effect of treatment is obvious. Thus, in a 
case tested by the Sigma method before treatment the reaction may be, say, 
36 units; at the end of the first course in such a case it is often 18 or 20 
units; at the end of the second course, 8 or 10; and so it gradually becomes 
reduced to 2 or 3, a number which is still regarded as positive, and at this it 
is apt to remain, but at this stage a change to mercury by mouth for some 
months often reduces the strength of the reactions quite remarkably. I usually 
treat steadily until the figure indicating the strength of serum reaction has 
not been reduced for two or three courses, and then advise continuation treat- 
ment at the rate of about three courses in 2 years. 


Pregnant women are treated on much the same lines as early cases, the 
dose of the neoarsphenamine or the sulpharsphenamine preparation not 
exceeding 0-6 g. The point of greatest importance in these cases is to prevent 
the spirochwte reaching the circulation of the foetus, and this can generally 
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be done by starting treatment in the first half of pregnancy, the earlier the 
better, and continuing it almost to the end. On account of the susceptibility 
of the kidneys, it may be advisable to withhold mercury or bismuth for the 
first few injections until it is seen how the injections are tolerated. 


Syphilitic infants.—The following rules may help in deciding whether or 
not the infant should be treated, and the lines of treatment in the event of 
this being necessary : 

As already mentioned, it is unsafe to rely on a positive serum reaction for 
a decision to treat, or on a negative one for a decision to withhold treatment. 

(1) S. pallida can usually be prevented from entering the fostus by com- 
mencing the treatment of the mother in the first half of pregnancy. 

(2) The older the infection of the mother, and the earlier she is treated 
in her pregnancy, the greater the justification for a ‘‘ wait and see’”’ policy 
in regard to treatment of the offspring after birth. 

(3) If the mother’s syphilis has been treated indifferently and is of less 
than five years’ duration, and if her treatment in this pregnancy was started 
later than the 4th month, it is safest to treat the offspring. 

(4) Hither the infant is infected or it is not infected. Precautionary 
treatment, so called, is given on the assumption that it may be infected and 
should be as complete as if infection had been proved completely. 

(5) Curative Treatment.—(a) If it is decided to give arsphenamine and 
bismuth, the scheme of treatment may be on the lines set out in the League 
of Nations Schedule, giving intramuscularly, 0-02 g. sulpharsphenamine and 
0-004 g. bismuth metal per kg. infant (say 0-08 g. sulpharsphenamine and 
0-20 c.c. of a 10 per cent. suspension of the oxychloride, or 0°8 c.c. of a similar 
suspension of the iodo-bismuthate of quinine for an infant weighing 9 Ib.). 
(b) In place of sulpharsphenamine it may be more convenient to give acetarsol 
(p. 214), by mouth. In this case the following, in conjunction with 
heavy metal, would probably suit most cases. The dose of the drug is given 
in water half an hour before the first feed. Probably the best scheme of 
dosage is one based on the infant’s weight as follows: 

Ist week, 0-005 g. per kg. per diem. 

2nd ,, 0-010 _,, 3 

3rd, 0-015 __s,, 56 

4th to 10th week, 0-02 g. per kg. per diem. 

4 weeks’ rest. 
The course of acetarsol and bismuth should be repeated three times after the 
blood has become negative. (c) Instead of bismuth treatment shown in 
(a) and (6), inunctions with mercury ointment (15 to 60 grains of the B.P. 
preparation, according to age) can be given daily throughout each course 
except in the fifth week, or yellow mercurous iodide 4 grain dropped into the 
milk three times a day. 

In older children and adults with congenital syphilis the treatment is on 
similar lines to those employed in corresponding stages of acquired syphilis, 
but there is here probably more reason to supplement the injection treatment 
by pyrogenetic measures. 

Needless to say, the hygienic conditions of the patient must be such as are 
likely to raise his general resistance to infection. 7 

L. W. Harrison. 
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YAWS 


Synonyms.—Frambesia; Frambosia tropica; Pian; also many 
vernacular names such as Parangi (Ceylon), Bubas (Brazil), Coco (Fiji), etc. 

Definition.—A contagious, inoculable, tropical disease caused b 
Treponema pertenue. The primary lesion is of non-venereal origin and is 
followed by the secondary stage consisting of an eruption of typically granulo- 
matous papules. The tertiary stage, occurring a few or many years later, is 
characterised by destructive lesions. 

Etiology.—Yaws is essentially a disease of indigenous populations of 
tropical countries. Europeans are rarely affected. It is prevalent in the 
West and East Indies, Ceylon, the Philippines, Oceania and New Guinea, 
and parts of tropical Africa and South America. It is only present in a few 
isolated communities in India. Infection usually occurs in childhood, although 
a few adults escaping infection then may contract it later, often from their 
own infected children. The disease is not transmitted congenitally, and 
infection 18 generally regarded as occurring only once in a lifetime. Both 
sexes are attacked. The cause is the 7. pertenue (Castellani, 1905), which 
is morphologically indistinguishable from the spirochste of syphilis; on 
animal inoculation, however, constantly different reactions have been 
observed by a number of observers. Animals infected with either of these 
organisms become resistant to inoculation with the same spirochete earlier 
than to that with the other. This is probably true also in the case of man. 
The similarity of yaws and syphilis is greatest in the tertiary stage. Although 
some authors regard these diseases as identical, the present state of knowledge 
does not warrant this. Bejel, the non-venereal syphilis of the Bedouin 
Arabs, has certain epidemiological and clinical similarities to yaws. TI. per- 
tenue enters the skin through minor abrasions, cuts or previously existing 
ulcers, most commonly on the limbs and especially the legs. It 1s possible 
that some insects may transport the Treponemata and thus spread infection. 

Pathology.—The primary and secondary lesions are characterised by 
interpapillary down-growths of epidermis into the corium. There is also 
cedema and infiltration with polymorphonuclear leucocytosis and plasma 
cells both in the proliferated epidermis and in the corium. Spirochetes are 
more numerous where the cellular infiltration of the epidermis is most pro- 
nounced, but they are also present in the adjacent corium. The tertiary 
lesions are characterised by necrosis and ulceration with granulation tissue 
and dense fibrous tissue. Giant cells are frequently present, but spirochetes 
are not numerous. Peri-vascular cellular infiltration and vascular endothelial 
proliferation are usually said not to occur in yaws lesions, but recent work 
indicates that there are no generally reliable histological criteria for the 
differentiation of yaws and syphilitic skin lesions. 

Symptoms.—The incubation period in man is 4 weeks or longer (in 
monkeys 3 weeks), and may be accompanied by mild general symptoms. 

The primary lesion, which is not always demonstrable, resembles the 
typical secondary lesions but is often larger. It is usually single and extra- 
genital, and may heal before the secondary eruption appears or outlast it. 
The adjacent lymphatic glands may be enlarged. 

| sia iliac stage, which may appear within 3 weeks of the primary 


226 GENERAL INFECTIOUS DISEASES 


lesion, may be heralded by irregular intermittent fever, headache, bone and 
joint pains, often worse at night, and a characteristic more or less generalised 
apular eruption. This commences as small, yellowish papules, which increase 
in size or coalesce to form larger lesions. The stratum corneum is shed, expos- 
ing a | Sonora surface of minute pinkish elevations, separated by a whitish 
groundwork. Serum containing treponemata exudes and dries, forming a 
yellowish crust, which later may become discoloured and polished, especially 
in the case of less active lesions. Pus is not usually present. Healing occurs 
sooner or later, often leaving but little scarring, although hyperpigmentation, 
which later disappears, may be seen. The lesions may itch, and, although 
not very painful, are sensitive to minor irritation, such as flies. The distribu- 
tion is general, but the trunk is often relatively spared. The body orifices and 
the soft skin of flexures are particularly favolved: Successive crops may 
appear for from 2 or 3 years. Other types of skin lesion, pathologically 
related to those just described, are often seen, but usually typical secondary 
lesions are also present. A fine desquamation is sometimes present, and 
general enlargement of the lymphatic glands is often found. The eruption 
of a yaw on the sole, clavos or crab yaws, is particularly painful, and may 
occur many years after the earlier lesions have healed. Yaws papules may 
also occur on the buccal mucous membrane. Bone lesions are frequent during 
this stage, and are characterised by swellings. Periosteal deposits and 
rarefied foci in these deposits and in the cortex are seen radiographically. 
Sabre-tibia may develop, but destructive bone lesions do not occur. Multiple 
dactylitis is frequent. Ganglia and synovitis with free fluid are seen. Goundou 
belongs to this stage. All secondary ‘esions heal spontaneously, although bony 
deformities remain. The general health is not usually seriously affected. 

The tertiary stage may be reached within a year of the healing of secondary 
lesions, or after a quiescent period of many years. Lesions at this stage are 
characterised by tissue destruction and ulceration. In the skin superficial 
ulceration or deep gummatous-like processes may occur, which on healing 
leave hyperpigmented atrophic scars and occasionally contractures. In the 
bones, swellings with ulceration associated with bony necrosis (““ gummata ”’), 
spontaneous fractures, deformities of the digits, periostitis, nodes, synovitis 
and arthritis are seen. Destructive processes in the mouth and nose may 
lead to palatal perforation and to gangosa. Epidermal thickening, erosions, 
fissures and coarse desquammation occur on the palms and soles, some of 
which may return to normal, but others result in atrophic changes, pigmenta- 
tion and contractures of the fingers. Juxta-articular nodes, chronic bursitis 
and patchy depigmentation of the skin are also met with. 

Complications and Sequelz.—In severe tertiary cases with many 
lesions, cachexia may result. One or more intercurrent diseases may be 
present. In Fiji and Haiti aneurysm and lesions of the central nervous 
system have been attributed to yaws, but the evidence is not convincing. 

Diagnosis.—In localities in which yaws is prevalent there is usually no 
difficulty in diagnosing the early lesions, but congenital and acquired syphilis, 
bejel and bromide rashes may occasionally call for consideration. Trepone- 
mata can usually be found in serum from early lesions. The differentiation of 
tertiary lesions from syphilis may be impossible on clinical or pathological 
evidence, and a history of yaws in the past may be the only guide. Cutaneous 
leishmaniasis, blastomycosis, leprosy and tuberculosis may lead to confusion. 
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The Wassermann and Kahn reactions are positive in yaws and syphilis after 
the first few weeks. The absence of mucous patches, visceral, vascular and 
central nervous system lesions in yaws and its ready response to modern 
arsenical and bismuth preparations may help to differentiate the two diseases. 

Prognosis.—All secondary lesions heal spontaneously in a few months 
or years, and probably some cases become spontaneously cured and develop 
a negative Wassermann reaction, Yaws is rarely fatal, most deaths being 
due to intercurrent disease. Modern therapy is very effective. In tertiary 
lesions more intensive treatment is required: to produce healing and here, 
too, spontaneous cure probably occurs although less readily. 

Treatment.—ProruyLactic.—The recognition of the infectiousness of 
yaws and ordinary cleanliness are adequate. Cuts, abrasions and ulcers 
should be covered. 

CuraTIVE.—Neoarsphenamine and allied drugs are as specific for yaws as 
they are for syphilis. A single injection may clear up secondary lesions and 
occasionally even change the Wassermann reaction to negative ; after four or 
more injections (0-6 g., adult) probably more than 40 per cent. of cases will 
be cured. Bismuth preparations are much cheaper, but although almost as 
effective are not so rapid in their action. Intramuscular injections of in- 
soluble bismuth are probably not completely absorbed after 6 months or 
more (Hackett), and stomatitis and albuminuria may occur. Sodium-potas- 
sium-bismuth-tartrate, bismuth oxide (0-2 g., adult), and other bismuth 
preparations in water or oil may be used; at least six injections are given 
once or twice weekly. When feasible, combined treatment is the method of 
choice. In tertiary lesions potassium iodide is of value. Intercurrent diseases, 
if present, need treatment. 


GOUNDOU 


Synonyms.—Anakhre ; Gros Nez; Dog Nose. 

Definition.—Symmetrical bony tumours of the sides of the nose com- 
mencing during the secondary stage of yaws. 

ZEtiology.—This condition is probably to be found wherever yaws is 
prevalent, but has been reported most often from tropical Africa, especially 
in the west. It is seen in children and adults. Some reduction in size of 
the lesions in early cases may occur spontaneously or after treatment. 

Pathology.—There is thickening of the periosteum with production of 
spongy tissue in which are fibrosis and perivascular plasma cell infiltration. 
The bony tissue is usually bounded by a thin layer of cortical bone. This 
hypertrophic osteitis involves the nasal process of the superior maxilla. In 
marked cases the tumour may encroach upon the nasal passages, orbit, or 

alate. 
; Symptoms.—Osteocopic pain, headache, and a thin blood-stained pur- 
ulent nasal discharge may occur in the early stages, but later these subside. 
The paranasal swelling on one or both sides increases outwards, and may 
become large enough to obstruct vision. Facial deformity may be the only 
symptom, but nasal obstruction may result from extension to these passages. 
The over-lying skin is not implicated.. Sometimes similar tumours elsewhere 
on the superior maxilla, or on the inferior maxilla, and other yaws bone 


lesions may also be present. 


228 GENERAL INFECTIOUS DISEASES 


Diagnosis.—In yaws communities the paranasal swellings are character- 
istic, but in isolated cases differentiations may be needed from syphilitio 
osteitis, leontiasis ossea, and possibly acromegaly. 

Prognosis.—Though it may be distressing, the disease rarely causes 
death. 

Treatment.—Energetic anti-yaws therapy is indicated in early cases, 
and surgical removal of the bony tumour in advanced ones. 


GANGOSA 


Synonym.—Destructive Ulcerating Rhino-pharyngitis. 

Definition.—An ulcerative process of tertiary yaws resulting in destruction 
of the palatal and nasal structures. 

fEtiology.—This condition is probably to be found wherever yaws is 
endemic. Its presence in the Pacific Ocean Islands and the East Indies has 
been stressed. It may commence in older children and adults. 

Pathology.—The process begins with ulceration of the palate or in the 
nose, and is followed by destruction of soft tissues and bone. The histo- 
pathology is that of tertiary yaws. 

Symptoms.—Pain, purulent discharge and foul odour accompany the 
ulceration mentioned above. The amount of destruction produced varies 
from a small perforation of the soft or hard palate, or some falling in of the 
nose to complete destruction of the palate, nose, nasal contents, and adjacent 
tissue of the cheeks and orbit so that the roof of the nasal cavities, pharynx 
and tongue are exposed. Arrest of the process, either spontaneously or 
following therapy, may occur at any stage. The larynx is probably not 
affected. 

Diagnosis.—In yaws communities this is usually easy, but differentiation 
from American dermal leishmaniasis, syphilis and leprosy may be necessary. 

Prognosis.—The progress of the destruction and healing is usually slow 
and often progressive, and although the response to adequate treatment 
is good, tissue losses remain. Death may result from general exhaustion, 
sepsis, insufflation pneumonia, or other intercurrent disease. 

Treatment.—Energetic anti-yaws therapy is indicated, and intercurrent 
disease may need treatment. 


JuxtTa-ARTICULAR NopDES 


Definitions.—Multiple, painless, fibrotic nodules occurring in the vicinity 
of joints and bony prominences in the later stages of yaws. 

fEtiology.—This condition is probably found wherever yaws is pre- 
valent, and has been reported from most tropical countries. It is rare in 
childhood and is characteristically seen in elderly people often together with 
chronic pre-patellar bursal enlargement. Similar lesions are occasionally met 
with in late syphilis and in bejel. 

Pathology.—The nodules consist of hard, greyish-white, avascular 
fibrous tissue, in which may be opaque yellow spots and occasional areas of 
necrosis. Foci of chronic inflammatory cells are found microscopically ; 
endarteritis is said not to occur but treponemata have been demonstrated in 
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them. The tumours have no capsules, and merge into the neighbouring con- 
nective tissue. 

Symptoms.—The nodules appear as small round multiple tumours in the 
subcutaneous tissue about joints and bony prominences, especially the knee, 
elbow and over the femoral trochanter. Only a few are present at any one 
situation ; they are painless, firm and even cartilaginous in consistency, and 
only rarely break down and ulcerate. They are usually freely movable under 
the skin, but later some attachment to the skin at the most prominent point 
may occur. Their development is slow, and the nodules may resolve spon- 
taneously or remain stationary. Their usual size is 1 to 2 cm., but some may 
become much larger. 

Diagnosis.—Differentiation from syphilitic, rheumatic and onchocerca 
nodules may be necessary. Biopsy may be of assistance. In onchocerciasis 
the tumours are often softer, and embryos may be demonstrated in aspirated 
fluid ; on section they are loculated, and filaris and embryos are present. 

Prognosis.—The nodules may cause some discomfort at points of pres- 
sure, but do not endanger life. 

Treatment.—If necessary, troublesome nodules may be excised. In- 
sev anti-yaws therapy may cause resolution in some and regression in 
others. 

G. CarMIcHAEL Low. 
N. Hami,ton Farruey. 


LEPTOSPIROSIS 


Since the causative organism, Leptospira icterohemorrhagie, was first 
demonstrated in Japan by Inada and Ido in 1915, spirochetosis icterhemor- 
rhagica has been recognised in many different countries. The earliest observa- 
tions indicating that strains of leptospira other than the classical spirochsetosis 
icterohemorrhagica strain might produce disease in man was made two 
years later in Japan when L. hebdomadis was shown by Ido, Ito and others 
to cause Japanese seven days’ fever or Nanukayami disease. Subsequently 
several strains differing in antigenic structure were discovered in the Dutch 
Hast Indies and Malaya, In Europe swamp fever was recognised as a lepto- 
spirosis caused by ZL. grippo-typhosus, and in 1932 L. canicola, which com- 
monly affects dogs, was shown to produce leptospirosis in man. More recently 
in Australia three new strains have been isolated. Schiiffner has recently 
classified the leptospiras pathogenic to man on the basis of different antigenic 
structure as revealed by serological reactions and animal inoculations, the 
clinical picture, epidemiological considerations and geographical distribution. 
Nine different strains are recognised, and these are separated into two groups, 
i.e. those capable of producing jaundice and those which fail to do so, but it 
should be remembered that even in classical spirochatosis icterohsemorrhagica 
only 50 per cent. of patients develop jaundice. The climcal picture in 
leptospirosis caused by any of these strains include conjunctival congestion, 
fever, prostration, severe headache and generalised muscular pains; menin- 
geal symptoms and rashes may also develop. A neutrophil leucocytosis is 
characteristic. The outstanding difference is in prognosis, for while many 
cases of classical spirocheetosis icterohemorrhagica die, patients infected with 
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other strains almost invariably recover. Early blood culture, inoculation of 
guinea-pigs with blood or urine, serum epeeneoD reactions and other 
serological tests are essential to establish the diagnosis of leptospirosis and 
determine the strain of leptospira implicated. 


I, LEPTOSPIROSIS ASSOCIATED WITH JAUNDICE 


Four strains pathogenic to man are included in this group : 

(1) The classical Weil strain, L. icterohamorrhagie, is cosmopolitan in 
distribution and lethal to guinea-pigs. The natural reservoir is Rattus 
decumanus, and it is known that in many different countries rats of this 
species pass L. icterohemorrhagia@ in large numbers in the urine; these 
organisms infect man through skin abrasions or via the nasal mucous mem- 
branes during submersion in contaminated water. Only rarely the disease 
is acquired from infected dogs and cats. 

(2) Akiyami A strain is similar to L. autumnalis of Japan and the Rach- 
mat strain of the Dutch East Indies. The natural host is Apodemus speciosus 
in Japan where it has an autumnal prevalence. 

(3) The Salinem strain, or L. pyrogenes, of the Dutch East Indies is pro- 
bably identical, with the Zanoni strain, which is one of the two leptospire 
responsible for leptospirosis amongst the cane-cutters of Queensland, Aus- 
tralia, in the rainy season. It has been found in a local species of rat—R. cul- 
morum. The strain is lethal to guinea-pigs. 

(4) The Batavia strain is found only in Java where R. decumanus appears 
to be the reservoir host. It is less pathogenic for guinea-pigs than the other 
strains described above. 


IJ. LEprosprrosis WitHouT JAUNDICE 


Five strains pathogenic to man are included in this group : 

(1) L. hebomadis causes seven days’ fever in Japan. It is primarily an 
infection of the field vole, Microtus montebelli, and appears in the urine, 
which contaminates soil or food. It has recently been found in Sumatra in 
dogs and man. 

(2) L. grippo-typhosus gives rise to summer epidemics amongst field 
workers in Europe, but the reservoir host and mode of infection is unknown. 
The disease runs a benign course. It has also been isolated from patients 
with leptospirosis in the Andamans (Andaman B strain). 

(3) L. canicola produces an epizootic in dogs, from which man acquires 
the disease by contact. The rat is not a reservoir host. In Canicola-fever, 
though jaundice is absent, the meningitic symptoms often appear more severe 
than in classical Weil’s disease. In inoculated guinea-pigs its virulence is 
enhanced with passage. 

(4) The Pomona strain produces fever lasting 3 to 8 days, and has 
been isolated from agricultural workers in Queensland. It occurs after 
rain. 

(5) The Ballico strain causes leptospirosis in Queensland on the cane 
plantations after rain. It produces a mild fever lasting a week. It is lethal 
to guinea-pigs and has been found in local rats. 

N. HAMILTON Farrey. 
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SPIROCHATOSIS ICTEROHAMORRHAGICA 


Synonyms.—Spirochetal Jaundice; Weil’s Disease. 

Definition.—An acute febrile disease with a world-wide distribution, 
caused by Leptospira icterohemorrhagie, and generally occurring in people 
with an occupational relationship to rats. In its typical severe form it is 
characterised by fever, profound prostration, headache, generalised pains 
and acute muscular tenderness, conjunctival hyperemia, leucocytosis, al- 
buminuria, jaundice, and a tendency to hemorrhage. Subclinical infections 
may occur, and jaundice is absent in about 50 per cent. of cases. 

fEtiology.—In 1886, Weil first directed attention to this disease, which 
is now associated with his name. In Japan it was well known amongst 
miners and labourers in the rice fields, and in 1914 Inada and Ido infected 
guinea-pigs with blood from human cases and demonstrated L. tcterohemor- 
rhagie in the tissues, Later, rats (Rattus decumanus) were found to be the 
reservoir host ; the leptospiras, which were localised in the kidney, escaped 
in the urine and often contaminated water, fungal slime and soil. In man 
infection generally occurs in people who work in rat-infested places, and follow 
occupations in which minor injuries and abrasions of the skin are common ; 
this accounts for its incidence in sewer labourers, bargemen, canal and dock 
workers, fish and tripe cleaners, coal miners and farm labourers. In Great 
Britain the disease is recognised as an occupational one, for which compensa- 
tion may be claimed under the Workmen’s Compensation Act. In trench 
warfare troops may become infected. The disease may also be acquired via 
the nasal passages from infected water when bathing or during immersion 
accidents, which mode of infection is particularly common in Holland. 

Pathology.—(1) Morpip ANnatomy.—In fatal cases there is an acute 
hepatitis with jaundice, while parenchymatous degeneration of the tubular 
epithelium of the kidneys, perhaps associated with hemorrhages into 
Bowman’s capsules, is characteristic. Large and small hemorrhages are 
often scattered throughout the tissues and particularly affect the stomach, 
intestinal mucosa, and the lungs. 

(2) IsoLaTION oF THE LeEptospirA.—L. icterohemorrhagie may be 
isolated by blood culture on Fletcher’s medium during the first week, or by 
injecting 5 c.c. of infected whole blood intraperitoneally into the guinea-pig 
up till the tenth day of the disease. In the cultures there is a time lag of 
3 to 5 days before leptospiras are found, and of 5 to 8 days before they appear 
in the viscera or blood of inoculated guinea-pigs. Where meningeal symptoms 
develop leptospiras may be found in the cerebrospinal fluid, and they are 
often demonstrable in the urine after the second week. 

(3) StroLoaicaL Reacrions.—The agglutination reaction, using formal- 
ised cultures as advised by Schiiffner, yields satisfactory results. Agglutinin 
appears in low titre about the fifth or sixth day, and rapidly increases during 
the second and third week of the disease ; maximal titres up to 1/4000 have 
been recorded. Agglutinins persist for many years after an attack, and 
multiple observations to determine an increase in titre may be necessary 
in cases,in,which the titre is low and residual agglutinin may have persisted 
from a previous infection. The adhesion test of Brown and Davis has also 
proved of definite value. 
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Symptoms and Course.—The incubation period varies from 6 to 12 days. 
In moderately severe cases Poe the classical clinical picture three 
stages are recognised : (1) a febrile stage, with sudden onset ; (2) an icteric 
.stage, associated with renal features, and sometimes hemorrhage ; and (3) a 
convalescent stage, in which febrile relapses are common. 

(1) Fesritre Stace.—This generally lasts 6 to 8 days. As a rule the 
onset is sudden, with shivery feelings and definite rigor. Headache, nausea, 
vomiting, profound asthenia, backache, photophobia, and generalised 
muscular pains are characteristic. So severe may the muscular pain and 
tenderness be that the patient cries out with agony on the slightest movement. 
Conjunctival injection is common and herpes with hemorrhage into the 
vesicles not infrequent. The muscles of the limbs and the abdominal muscles 
are often exquisitely tender on palpation. There may be some enlargement 
of liver or spleen but often this is absent even in the icteric stage of the 
disease. A neutrophil leucocytosis is characteristic; the total count varies 
between 10,000 to 20,000 leucocytes per c.mm., and the neutrophils equal 
80 to 85 per cent. 

(2) Icreric Stacr.—An icteric tinge of the conjunctive and lemon yellow 
tinting of the skin appear from the fourth to the sixth day, but is only found 
in about 50 per cent. of cases. The jaundice gradually deepens and may 
become a deep orange in colour. A direct biphasic van den Bergh reaction 
develops, with well-marked hyperbilirubinemia; in a recent series one 
patient whose plasma contained 56 units recovered, and another with a 
maximum value of 29 units died of cholemia. With the onset of jaundice 
the urine becomes dark brown, and contains bile salts and bile pigments. 
The stools contain excess of fat, which is adequately or excessively split, 
and are often pale brown or even white in colour, the result of a decrease of 
stercobilin. 

Evidence of renal involvement is not infrequent and the urine, which is 
decreased in quantity, contains albumin, renal casts, pus cells and perhaps 
red blood corpuscles. As renal function fails the nitrogenous constituents of 
the blood increase and the blood urea attains high values. Anuria may ensue. 
Hiccough, Cheyne-Stokes respiration, subsultus tendinum, delirium and 
coma are features common to cholemia and uremia, which are frequent 
causes of death. Skin petechie or purpuric patches sometimes appear and 
bleeding gums, hemoptysis, hematemesis, melena and hematuria may 
complicate the picture. 

(8) ConvaLEscence.—This generally commences in the third or fourth 
week, by which time the renal and hepatic manifestations have subsided, but 
it is often 5 or 6 weeks before the patient is fit to leave hospital. Not in- 
frequently in the third week a relapse of fever occurs, which may last from 
a few days to 3 weeks; it is unaccompanied by icterus or other severe 
symptoms. 


Atypical Clinical Types: These are frequent, and may or may not be 
associated with jaundice. They include: 

(2) Anginal type——The patient complains of fever, generalised pains 
and sore throat, and is usually diagnosed as influenza, tonsillitis or 
rheumatic fever. Unless jaundice develops or the occupation of the patient 
suggests the possibility of spirochetosis icterohwmorrhagica, laboratory 
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investigations are not made and the true nature of the infection remains 
unrecognised. 

(6) Abdominal type—There is fever, abdominal pain, vomiting and 
localised or generalised rigidity associated with acute tenderness of the 
abdominal muscles ; the picture may resemble an acute abdomital condition, 
such as appendicitis, cholecystitis, pancreatitis or peritonitis. A neutrophil 
leucocytosis is present, and when heematemesis occurs, perforated gastric ulcer 
may be diagnosed. 

(c) Respiratory type.—There are physical signs of pulmonary consolidation 
Se pheumonia, and hemoptysis may supervene. Jaundice may never 

evelop. 

(2) Meningeal type—Not uncommonly leptospiral meningitis, with neck 
retraction, Kernig’s sign, etc. may develop at the onset. Lumbar punctute 
reveals a clear fluid under increased pressure, containing neutrophil leucocytes, 
lymphocytes and perhaps monocytes, while leptospiras may be demonstrated 
by animal inooulation or culture. More rarely, chronic theningitis may 
supervene months after the acute stage of the disease has subsided, but 
notwithstanding this the cerebrospinal fluid contains pus cells and leptospitas. 

Subclinical infections also occur in which people like sewer workers 
acquire a symptomless leptospirosis ; there is no history of illness yet the 
blood shows definite agglutination against L. icterohemorrhagia. 

Diagnosis.—Few diseases are more protean in their clinical manifestations 
or have remained for such long periods undetected in communities. Spiro- 
chetosis icterohemorrhagica is not generally suspected until the patient 
develops jaundice and there is known to have been an occupational relation- 
ship to rats or a recent watet-immersion accident. An appeal to the laboratory 
under such circumstances will generally enable a aclayed diaghosis to bé 
made, either by isolating the leptospira or by serological tests. Apart from 
jaundice, a history of possible contact with rat-infected material, the extreme 
prostration, the conjunctival injection and the severity of the musoular 
pain ard tenderness, and the neutrophil leucocytosis, should arouse 
suspicion. 

Prognosis.—Fatal cases are almost invariably jaundiced and die between 
the ninth or fourteenth day as a rule from cholemia or uremia. The mortality 
rate appears to vary in different outbreaks, but where the diagnosis is reasdn- 
ably good it 1s about 15 per cent. 

Treatment.—ProrHyiactic.—This includes the protection 6f bathin¢g 
pools, abattoirs, fish shops, etc., from rats, and the imimediate treatment and 
protection of any skin abrasions in people whose occupation brings then In 
contact with rat-infected material. Prophylactic vaccination is under trial. 
Nurses should be instructed to disinfect the patient’s urme. 

CurativE.—Chemotherapy has proved disappointing and mtravenous 
injections of anti-leptospiral serum in large dosage at the earliest possible 
moment is the only specific treatment holding out any prospect of success. 
Owing to the hepatitis and renal involvement, the protein content of the diet 
should be ntinimal and fluids and dextrose given im lerge quantitied. Intfa- 
venous dextrose (5 per cent.) amd citrates areé of special value. 

W. H. Wintcox. 
N. Hamiiton Farkizy. 
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RELAPSING FEVER 


Synonyms.—Spirochetosis; Febris Recurrens; Spirillum Fever; 
Famine Fever. 

Definition.—A group of specific infectious fevers due to spirochetes 
(treponemata) and spread by lice or argasine ticks, characterised by a variable 
number of febrile relapses. 

4tiology.—Relapsing fever occurs in many parts of the world and 
is often seen in epidemic form during wars and famines. It is rare in 
England, but occurs in parts of Europe, including Russia, and in Turkey, 
India, Cochin-China, Algiers, Egypt, Africa and the United States it is not 
infrequent. All ages and both sexes are liable. The different varieties of 
the disease are caused by spirochetes demonstrable in the peripheral blood 
during the febrile paroxysms, and they may be divided into the lice-borne 
and tick-borne fevers. The varieties transmitted by lice include (1) 
European relapsing fever due to Treponema recurrentis (the old spirillum of 
Obermeier) ; (2) Northern African relapsing fever produced by T. berberum ; 
(3) Indian or Asiatic relapsing fever caused by TZ. cartert; (4) North 
American relapsing fever attributed to 7. novyi. The varieties transmitted 
by the argasine ticks include (1) Central African tick fever due to 7. duttons 
transmitted by Ornithodorus moubata, O. erraticus and O. savignyi ; (2) Pales- 
tinian tick fever caused by 7’. sogdianum and transmitted by O. papillipes ; 
(3) Persian and North-West Indian relapsing fever caused by 7’. persicum 
and transmitted by O. papillipes (tholozani) or O. lahorensis; (4) Spanish 
relapsing fever attributed to T. hispanicum and transmitted by O. maroccanus ; 
(5) Central and South American relapsing fever due to 7. venezuelense is 
transmitted by O. venezuelensis in Columbia and Venezuela, and by O. talaje 
in Panama ; (6) Californian tick fever due to 7. turtcat@ and transmitted by 
O. hermst. At present it appears somewhat doubtful whether the creation 
of the numerous species of spirochetes detailed above is justified on grounds 
other than those of convenience. Lice become infective about the sixteenth 
day, and remain so for about one month. Infection is probably conveyed by 
the feces, or after the louse has been crushed and the spirochetes liberated 
from the codomic fluid; scratching may play an important part in trans- 
mission. With ticks the spirochetes are liberated in the coxal fluid, and the 
anal excrement is also said to be infected ; from this source man generally 
acquires the disease, but it is also possible that it may be transmitted during 
biting, as spirochetes are demonstrable in the salivary glands of ticks. The 
ova become infected and new generations of ticks can pass on the disease in 
hereditary fashion. 

Pathology.—In uncomplicated cases petechial hemorrhages and occa- 
sionally jaundice are found. The spleen is soft and congested and often the 
site of multiple infarcts, while the liver is enlarged, friable and hyperemic, 
and along with the kidneys and heart shows cloudy swelling and fatty 
degeneration. The long bones contain red marrow. Congestive changes in 
the cord and brain and iritis have also been described, especially with 
IT. duttoni. Microscopically, spirochetes are demonstrable in endothelial 
cells throughout the body, especially in the liver and spleen, and also in the 
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brain and cerebrospinal fluid. Monkeys are susceptible and, as in the case of 
rats and mice, are actively immune after recovery. Krantz has applied the 
Reichenberg reaction or “adhesion test’ to relapsing fever spirochetes, 
specific immune serum causing the spirochetes and blood platelets to adhere 
together. 

Symptoms.—A. THe Licz-BoRNE RELAPSING Fevers. 

1. European form.—The incubation period varies from 2 to 12 days, and 
in accidental inoculations it is about 5 to 7 days. During this period slight 
prodromata may occur. The onset is sudden with a rigor, frontal headache 
and intense pains in the back and limbs. Anorexia, nausea and vomitin 
are common, and in children convulsions may occur; the temperature an 
pulse rise rapidly, the former often reaching 104° F. on the evening of the 
first day. The tongue is coated and moist, the spleen is enlarged, and in 
some epidemics jaundice and a tender enlarged liver may be present. Herpes 
labialis may develop, and occasionally an erythematous rash appears at 
onset. Later, rose-coloured spots may involve the skin of the neck, trunk and 
inner aspect of the thighs. Petechis are observed only in severe cases. 
After the fever has persisted for 5 to 7 days the temperature falls by crisis, 
accompanied by profuse sweating and possibly diarrhoea and collapse. The 
patient rapidly improves, but after an apyrexial period a relapse ensues, 
generally about the fourteenth day, followed by a second crisis about the 
end of the third week (twenty-first day). This usually terminates the illness, 
but occasionally a third relapse is noted. Spirochetes are present in the blood 
until 24 hours before the crisis, when they rapidly disappear, and are not 
demonstrable except possibly in thick smears during the apyrexial period 
when a leucopenia replaces the characteristic febrile neutrophile leucocytosis. 
The blood remains infective between relapses, and if injected into a mouse 
or white rat spirochetes appear in 24 hours. 

2. Asiatic relapsing fever closely resembles the Huropean form, but 
rigors are not so common, collapse is more frequent at the crisis, and relapses 
more numerous. Carter describes two varieties: (a) a short irregular re- 
mittent fever; (b) the so-called bilious remittent or icteric fever. This is a 
severe form of infection associated with spirochetal hepatitis. There is 
high fever, imtense toxic jaundice, skin petechi#, splenomegaly, and 
an enlarged tender liver. The urine contains albumin, bile pen 
bile salts and urobilin. There is hyperbilirubinsemia associated with a 
direct biphasic Van den Bergh reaction in the plasma. Toxsemic features 
are marked, and include a dry brown tongue, diarrhea, abdominal 
Sale ee hiccough, stupor, delirium and coma. Death not infrequently 
results. 

3. North African relapsing fever is found in Algiers, Tunis and Egypt, and 
closely resembles the European form. The number of relapses rarely exceeds 
three, but fatal cases may show jaundice, bilious vomiting, hepatomegaly, 
splenomegaly with infarctions, a albuminuria, necessitating differentiation 
from yellow fever. 

4, American relapsing fever due to T'. novyi has a low mortality rate and 
not generally more than one relapse. 

Tue TicK-BORNE RELAPSING FEVERS. 

1. Central African relapsing fever—Synonyms.—Tick Fever; Tete 

Disease ; Carapata Fever. 
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This form is found throughout British and Portuguese Hast Africa, 
Nyasaland, Uganda and the Congo Free State. 

It differs from the European form in the shorter duration of the initial 
fever (3 days), the irregular incidence, greater number of relapses and the 
scantiness of spirochetes in the peripheral blood. The incubation period 
varies from 3 to 10 days, generally being about 1 week. The tick bites 
may be accompanied by local inflammatory changes and the prodromata 
include mental lethargy and sweating. The attack may start gradually 
with malaise, vomiting and slight temperature which gradually increases, 
or suddenly with dizziness, headache, and generalised pains, the tempera- 
ture rapidly reaching 104° F. After the pyrexia is established these 
symptoms may persist and, in addition, chilliness, pain over the spleen, 
bilious vomiting, bronchial catarrh, diarrhoea, enlargement of the spleen and 
liver, albuminuria and herpes may occur. Generally after 3 to 4 days the 
fever terminates by crisis with profuse sweating. The patient feels weak and 
tired, but slowly regains his appetite and strength until the next febrile 
paroxysm, which may occur after an interval of 3 to 8 days. Third and 
fourth relapses are frequent and as many as ten may occur, weakness and 
emaciation then being marked. In severe and fulmmating cases epistaxis, 
hematuria and jaundice may be met with, also occasionally involvement 
of the central nervous system, with coma and death due to cerebral embolism 
caused by tangled masses of spirochetes. Cranial nerve pareses are described, 
and spirochetes may be present in the cerebro-spinal fluid, which may show 
increased pressure and lymphocytosis. 

2. Persian and North-West Indian relapsing fever presents a primary 
fever of some 4 days’ duration followed by short bouts of pyrexial recurrence ; 
five or more relapses are not uncommon. Some epidemics are very mild 
others more severe. Often the spleen is not palpable, and icterus is un- 
common except in the more severe epidemics. 

3. Spanish relapsing fever caused by 7’. hispanicum resembles the tick 
fever of Central Africa. The initial fever lasts about 4 days, and is associated 
with splenomegaly and ieee as leucocytosis. Iritis and facial neuritis are 
not infrequent complications during relapses, which do not generally exceed 
four in number. 

Complications and Sequelz.—Bronchial catarrh is not infrequent 
during the initial fever, and pneumonia and parotitis may also occur. In 
some epidemics hematemesis and hematuria have been noted; in others 
jaundice and hepatomegaly are not infrequent. Rupture of the enlarged 
spleen has been reported, also ophthalmia, adenitis, neuritis and diarrhea. In 
T’. duttons infection conjunctivitis, iritis and cranial nerve palsies coming on in 
the late relapses may be encountered. Optic atrophy has also been described. 

Diagnosis.—Relapsing fever has to be distinguished from influenza, 
typhus, malaria and trypanosomiasis, and, if there is jaundice, from yellow 
whe and Weil’s disease. This is done by finding the specific parasite in the 

ood. 

Prognosis.—The prognosis varies. With the European types the 
mortality rate is only 3 to 5 per cent., but with the Asiatic type it is much 
higher. Jaundice is an unfavourable development. African tick fever is 
not infrequently fatal, especially in the aged and debilitated, and Central 
American tick fevers resemble the Centra] African variety. 
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Treatment.—PropyyLactic.—Avoidance of contact with lice and ticks 
is necessary if infection is to be prevented. Delousing of troops in war-time 
is important. With 0. moubata the avoidance of native dung huts, especially 
at night-time, and of old camping sites, is essential. 

CuraTive.—Good nursing is important and strict dieting necessary especi- 
ally where there is icterus and hepatomegaly. Arsphenamine (03 to 0°6 g.) 
and neoarsphenamine (0°6 to 0°9 g.) are specifics in all types of the disease, and 
generally not more than two injections are needed for cure: resistant strains, 
however, do occur in which much more intensive treatment is necessary. 
The injections should be given during the pyrexial period, and preferably 
when spirochetes are demonstrable in blood smears and not immediately 
before the crisis. This is especially so in resistant cases of the Central African 
type for which combined treatment with Solganal B and neoarsphenamine 
may prove necessary. Collapse at the crisis may require stimulants like 
digitalis, pituitary (posterior lobe) extract and strychnine. If the nervous 
symptoms be severe, lumbar puncture may be advisable to reduce intracranial 
pressure. 


RAT-BITE FEVER 


Synonyms.—Sodoku ; Sokoshio; Rat-bite Disease. 

Definition.—A chronic relapsing type of fever following the bite of rats, 
and due to the Spirillum minus (Carter, 1887); it is characterised clinically 
by a return of the inflammation in theghealed wound, lymphangitis, adenitis, 
rigors, fever and a macular or papular purplish rash. 

FEtiology.—The disease is common in Japan, China and Bombay, and cases 
have been reported from France, Italy, Spain, Britain, East Africa, West 
Indies and Australia. Any one bitten by an infected rat may acquire the 
disease. In man the spironemata were found in the bitten tissues and in 
the lymph glands by Futaki; they are demonstrable with difficulty in the 
peripheral blood, appearing as thick, short forms (3 to 6 microns), which on 
cultivation increase in length (20 microns). About 3 per cent. of house rats 
in Japan are carriers, and after experimental inoculation spirilla are present 
in the blood for the first fortnight of infection. 

Pathology.—In human cases, degenerative changes in the liver and 
kidneys have been reported, while animals show congestion and swelling of 
the lymph glands and spleen. 

Symptoms.-—After being bitten the wound heals up in an ordinary manner, 
but in from 2 to 6 weeks pain and swelling appears at the site of the old bite 
and the scar breaks down. The lymphatics draining the area of the bite 
become inflamed, with enlargement of the corresponding glands; a definite 
ulcer may now mark the site of the bite, with an angry inflammation spreading 
away from it, and small vesicles may break out around it. When this has 
continued for some time, general symptoms make their appearance; the 
temperature rises to 103° F. or over; there may be rigors, vomiting, nausea, 
severe headache, joint pains, diarrhoea and general malaise. A specific rash 
then usually appears as dusky-coloured, 2 Sa red spots, or a coloured, 
patchy erythema over the limbs, trunk and face, which lasts for some time 
and slowly disappears. After remaining high for 3 to 8 days, the temperature 
drops, often by crisis, and the symptoms generally ameliorate. After a 
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varying period of time the first relapse appears with a return of the former 
symptoms. Pyrexia then disappears, only to be followed by further 
relapses, which in some of the reported cases have continued for months or 
even years. Considerable debility follows the attacks, and finally the patient 
may pass into a very poor state of health. A transient or permanent nephritis 
may result, and exophthalmos and paresis have been seen in some cases. 
Ultimately the infection tends slowly to disappear. 

Diagnosis.—The history of rat-bite, the local lesion associated with 
lymphangitis and adenitis, the specific rash, and recurrent fever are typical. 
In some ways the disease resembles syphilis, but the Wassermann reaction 
is negative. Spirilla are difficult to demonstrate in the peripheral blood, 
and white rats or mice should be inoculated with human blood. 

Prognosis.— With modern treatment this is quite good, but previously it 
was not so, many cases continuing with chronic symptoms for years. A 
mortality of 10 per cent. has been given by some authors. 

Treatment.—Arsphenamine or some of its derivatives should be given, 
commencing with doses of 0°3 gram. One or two injections are usually 
sufficient to abolish completely all the symptoms and bring about a per- 
manent cure. 

G. CarRMICHAEL Low. 
N. Hamitton Fairzey. 


E. PROTOZOAN INFECTIONS 
MALARIA 


Synonyms.—Ague; Paludism; Remittent, Intermittent, Marsh or 
Jungle Fever. 

Definition.—A protozoal disease of man caused by various species 
of Plasmodium which infect the red corpuscles and give rise to periodic 
fever, splenomegaly and anemia ; transmission is by anopheline mosquitoes. 

HisToricaL.—Malarial fevers were recognised by Hippocrates in the fifth 
century B.C., while in the time of Cesar, Varro suggested they might originate 
from swamps. In the Middle Ages, Europe suffered severely from the ague, 
being saved from its ravages by Cinchona bark brought back from Peru by 
the ce esuits in the first half of the seventeenth century, and not by the Countess 
del Chinchon, as is generally believed ; this remedy also enabled Sydenham 
and other physicians to separate malaria from other fevers. Laveran (1880) 
discovered both the parasite and the phenomenon of flagellation in shed 
blood, but differentiation into the three species was not made until later. 
Manson (1894) formulated the hypothesis of mosquito transmission, inducing 
it from the phenomenon of flagellation of the male gamete, but he thought 
man acquired the disease from infected- mosquitoes via water and not by 
biting. McCallum (1897) recognised the fertilising function of the “ flagellat- 
ing body.” Ross (1898) worked out the correct transmission and develop- 
mental cycle of bird malaria (Proteosoma) in culicine mosquitoes, and having 
previously observed the partially developed odcysts of human malaria in 
dappled winged mosquitoes (anophelines) he predicted a human life cycle 
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similar to that observed in bird malaria. Later in the same year, Grassi, 
Bignami, and Bastianelli (1898) observed the complete development of 
malignant tertian malaria in Anopheles maculipennis and transmitted the 
disease to man by the bite of infected mosquitoes. 

ZEtiology.—Malignant or subtertian malaria greatly preponderates in 
tropical and benign tertian in temperate zones, while in the subtropics al] 
three forms may occur. Quartan has a patchy distribution. Some islands, 
such as Fiji, are free of malaria, All races are susceptible, and in endemic 
areas the infection is commonest in children, An infected population gradually 
acquires a certain degree of immunity, and in avian and simian malaria this 
has recently been shown by Taliaferro and others to depend on an enhanced 
paneer ae function and hypertrophy of the reticulo-endothelium, especially 
of the spleen and liver. In Europe the disease disappears at 3000 feet, and 
in India and Africa at 6000 feet. Seasonal prevalence, which is not marked 
near the equator becomes so farther from it. Malignant tertian malaria is 
responsible for most fatal epidemics, which are generally associated with 
excessive rainfall, The great Ceylon epidemic of 1934-1935 was an exception, 
for the benign tertian parasite played an important réle and it was associated 
with failure of the South-West Monsoon. Drought conditions followed, and 
in water holes caused by drying up of the rivers and lakes the mosquito vector, 
Anopheles culicifacies, bred in great numbers. Famine conditions due to 
failure of the crops further lowered individual resistance, and within 7 months 
80,000 people died from malaria. 

The parasites of malaria belong to the Sporozoa, sub-order Hamosporidia, 
genus Plasmodium. Four forms affect man—benign tertian (B.T.) due to 
Plasmodium vivax (Grassi and Feletti, 1890), a tertian malaria due to Plas- 
modium ovale (Stephens, 1922), quartan malaria due to P. malaria (Laveran, 
1881), and malignant or subtertian malaria (M.T.) due to P. falciparum 
(Welch, 1897) (Laverania malarie or precor). The parasites undergo two 
cycles, one in man, the other in the mosquito. 

Human phase (endogenous, asexual or schizogony). The sporozoites, 
inoculated by the mosquito, pass into the blood stream and enter the red 
cells where they change into little rings which gradually develop more proto- 
plasm and black pigment. Quartan fills the corpuscule, while benign tertian 
actually expands it. The pigment collects centrally, and the protoplasm 
and chromatin divide into spores (sporulating body, rosette or schizont). 
The envelope bursts and the spores (merozoites) are scattered in the plasma 
whence they penetrate new corpuscles restarting the cycle. 

Mosquito phase (exogenous, sexual or sporogony). When the sporulation 
of the asexual cycle takes place in benign infections certain large non-sporulat- 
ing sexual forms (gametocytes) fill the corpuscles. Malignant tertian gametes 
are crescentic, and when taken up by suitable mosquitoes revert to circular 
bodies. Subsequent development is as follows: from the male gamete 
flagella become detached which penetrate the female bodies and fertilise them 
(sexual act, zygosis). The resulting body now elongates (travelling vermicule 
or odkinet), penetrates into the stomach wall, where it. again takes on a 
circular form, developing into odcysts which, after becoming filled with 
numerous spindle-shaped bodies (sporozoites), protrude like little herniw or 
warts. Finally these rupture and the sporozoites escape into the body cavity 
and thence into the salivary glands. The infected mosquito inoculates man 


240 GENERAL INFECTIOUS DISEASES 


with the saliva during biting, and the sporozoites, passing into the corpuscles, 
start the infection. (See Human phase.) At suitable temperatures, develop- 
ment in the mosquito takes about 10 days, and following human inoculation 
by the mosquito there is an incubation period of from 9 to 21 days or longer, 
varying with the species of parasite. 

Cases of Plasmodium ovale infection (Stephens, 1922), have been reported 
from South, East and West Africa and Venezuela. Though morphologically 
it resembles P. malariae, the infected corpuscles show Schtiffner’s dots, and 
are often oval or distorted in shape, with serrated edges; the schizogonous 
cycle takes 48 hours and tertian fever is produced. After experimental 
infection of man, either by direct inoculation with infected blood (Yorke), 
or following bites from artificially infected mosquitoes (James), the parasite 
preserves its morphological characters in blood smears. 

Mosquito Vectors of Malaria.—It is not every anopheline mosquito which 
can transmit malaria successfully. Perhaps the best-known transmitter of 
malaria is A. maculipennis, which is nocturnal in habit, and has been specially 
studied in Europe and the Eastern Mediterranean. The recent work of 
Hackett, Misseroli and others have shown that A. maculipennis is not a 
uniform species but is divided into “ biological races” or varieties. These 
races cannot generally be distinguished either as adult or larvee, but only 
by their egg characteristics. The breeding grounds, sexual behaviour and 
feeding habits differ. Thus, the race called elutus bites man for choice, and 
is a dangerous carrier of malaria ; other races, like typicus and messee, bite 
eattle for choice, and therefore are much less dangerous to man. The 
larva of elutus needs traces of salt in water, and for this reason it tends to 
have a coastal distribution. In the Balkans, malaria of the plains is mainly 
transmitted by A. maculipenns var. elutus, whereas malaria of the hills is 
solely transmitted by A. superptctus, which especially breeds in running 
mountain streams with rough rocky beds, Anopheles sergentt occurs in 
Syria and Palestine, and breeds in water which is still or running slowly. 
A. bifurcatus, which occurs in Europe and has generally little relationship 
to malaria, used to be a common source of this disease in Palestine ; it bred 
in underground cisterns, inside towns and villages, and produced much 
urban malaria. A. culicifacses, which causes malaria in Ceylon, breeds im 
the dry season in trickles of water and water holes in the empty beds of 
rivers. It follows that the mosquito vector must be carefully studied in 
every country and special local methods devised for its extermination. 
Other mosquito vectors in other parts of the world include: A. funestus 
and A. costalis in Africa; A. albimanus and A. argyrotarsia in the West 
Indies; A. culicifacies, A. turkhudi and A. maculipalpis in India; A. 
umbrosus, A. maculatus and A. minimus in Assam, Burma and the Federated 
Malay States. Mosquitoes are not liable to develop infection unless the 
carrier has more than 12 gametocytes per c.mm. (Darling), and development 
of the malarial odcyst in the mosquito’s stomach is temporarily inhibited 
by low temperatures. 

Parasites in blood smears.—All forms of benign tertian and quartan 
parasites are met with in the peripheral blood, but in malignant .tertian 
malaria, owing to sporulation in the internal organs, generally only the small 
rings and the large crescents appear. Smears are stamed by Leishman’s or 
Giemsa’s stain, and the followmg points assist in differentiating the different 
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species. Ring forms.—The rings of P. falciparum occupy about one-sixth 
of the cell, which may show Maurer’s spots; they are often fine and hair- 
like and show irregular or flattened marginal forms: two chromatin dots 
and multiple infection of the same corpuscle may occur. Occasionally this 
is seen with P. vivax. The rings of P. vivax and P. malari@ occupy about 
one-third of the cell, are larger and contain more cytoplasm, but often the 
species cannot be determined if only ring forms are present (Wenyon). 
Parily grown forms.—In P. vivax the infected corpuscle is enlarged, Schiiffner’s 
dots are often present, and the parasites are of irregular shape and contain 
light brown pigment. With P. malarie there is no enlargement of the cor- 
puscle, the pigment is dark brown or black, band forms are common, and 
Ziemann’s stippling may be demonstrated in the red cells by special staining. 
Adult forms.—In P. vwaz and P. malaria the schizonts have 16 and 8 nuclei 
or merozoites respectively, in contrast with which the gametocytes have a. 
single nucleus and a different distribution of pigment and chromatin. 

Pathology.—Clinical_—In severe infections, especially with M.T. para- 
sites, there is considerable blood destruction. The intracorpuscular parasite 
probably uses hemoglobin as a pabulum and produces brownish black malarial 
pigment, which is a hematin compound of unknown composition found in the 
parasites, the parasitised corpuscles and in the R.E. cells of the liver, spleen, 
serous membranes and marrow. The hematogenous bilirubin may attain 
a concentration of 3-0-6-0 units, and is responsible for the hematogenous 
jaundice observed clinically. The hematogenous bilirubin is converted by 
the liver cells into bile pigment, and pleocholia ensues with dark coloured 
stools containing an excess of stercobilin which on re-absorption produces 
urobilimuria, especially if there is an associated malarial hepatitis. The 
malarial anemia in uncomplicated cases is generally normocytic in type, 
and in severe infections the blood picture may show anisocytosis, poikulo- 
cytosis, polychromasia, punctate basophilia, and occasionally normoblasts. 
Though there is no demonstrable hemoglobinemia, Schumm’s test for 
methemalbumin is generally positive in febrile malaria, indicating that 
lysis of corpuscles 1s occurring during the paroxysms. 

Morbid anatomy.—In a fatal case of acute malignant tertian malaria the 
spleen need not necessarily be much enlarged ; it is blackish red in colour, 
with a soft, diffluent pulp. The liver is congested and sherpa i the 
lungs darkish red and oedematous, and the peritoneum and intestinal mucosa 
leaden in colour. The heart may be dilated, and the brain may show cedema, 
congestion, punctate hsemorrhages, and a distinct leaden hue. Microscopic 
study shows malarial pigment in the hypertrophied reticulo-endothelial cells 
of the liver, spleen, serous membranes and bone marrow, and sometimes 
pigmented mononuclears in the vessels. The liver, kidneys and heart muscle 
may show parenchymatous degeneration, and hemosiderin giving a Prussian 
blue reaction is found in the hepatic, renal and splenic cells. The internal 
capillaries of the brain, and often of the viscera and serous membranes as 
well, may be packed with parasites, and local anoxwmia and degenerative 
changes ensue. In more chronic cases the spleen is very enlarged, hard, and 
slaty grey in colour; the capsule is thickened, and there is generally peri- 
splenitis. Sometimes the adhesions are calcified. On section, Malpighian 
bodies are not in evidence. Microscopic section shows great hypertrophy 
of the R.E. cells, which often contain malarial pigment, atrophy of the 
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Malpighian bodies and lymphoid tissue generally, and an increase in fibrous 
tissue. 

Death in benign tertian malaria, quartan malaria and chronic malignant 
tertian malaria is generally associated with malnutrition and anemia, with 
congestive heart failure or intercurrent disease, such as pneumonia, ancylo- 
stomiasis or dysentery. 

Symptoms.—The benign varieties, t.e. those generally unassociated with 
fata] symptoms, include both benign tertian and quartan fevers, whereas 
pernicious manifestations are restricted to malignant tertian malaria. The 
initial pyrexia may be continuous, remittent or quotidian in type, and only 
later does the characteristic intermittent periodic fever, commencing in the 
forenoon or early afternoon, become established. 

Quartan.—The classical features of ague are present with cold, hot and 
.sweating stages, the rise of temperature being caused by the escape of mero- 
zoites into the circulation. Headache, pains in the limbs and joints, back- 
ache, fatigue and malaise, followed by chilly sensations, often initiate the 
rigor; violent shivering and chattering of the teeth follow and the face is 
pinched and blue. As the chill passes off, blankets are discarded, the face 
flushes, and nausea, vomiting, severe headache and even delirium may ensue. 
The skin remains hot and dry until the sweating stage with its fall in tempera- 
ture brings relief. The whole paroxysm generally lasts only 4 to 5 hours. 
Temperatures of 105° F. to 106° F. are not uncommon. Single quartan 
infections give rise to fever every fourth day, 1.e. 72 hours’ interval ; double 
infections will cause 2 days’ fever and 1 clear, while treble infections induce 
daily pyrexia. The spleen is moderately enlarged and tender, and consider- 
able secondary anemia may develop, often associated with albuminuria. 
Quartan malaria is rarely fatal, but, like benign and malignant tertian 
malaria, it predisposes to intercurrent infections like tuberculosis and pneu- 
monia. It may persist as long as 8 years if untreated. 

Benign tertian.—The clinical picture is very similar to that described 
for quartan malaria, but the paroxysm lasts 8 to 12 hours. A single infectiou 
causes fever every third day with 48 hours’ interval between the paroxysms, 
while a double infection gives rise to quotidian fever. Herpes is common, 
and in addition to splenomegaly the liver is sometimes increased in size. 
The natural course of the untreated disease does not exceed 2 to 3 years. 

Malignant tertian malaria.—Synonyms.—Subtertian, Aistivo-autumnal 
or Pernicious Malaria. The Italians have described two quotidian and one 
tertian variety, but quotidian fever is due to a double cycle, just as con- 
tinuous or remittent fever is attributable to several generations at slightly 
different times ; such charts show small pyrexial peaks corresponding to the 
successive generations of parasites. Recently James has shown that the 
different strains of malignant tertian vary considerably in their virulence 
and response to treatment. Three types of fever are seen: (1) A typical 
tertian temperature; (2) Quotidian fever; (3) Continuous irregular or 
remittent fever resembling enteric. In malignant tertian the initial rise of 
temperature is abrupt; chilliness may be present, but there is no rigor 
(dumb chill), the hot stage is considerably prolonged, and the sweating stage 
is not marked. The paroxysms may last some 12 to 20 hours, but fre- 
quently the fever never intermits, remaining remittent in type. Headache, 
backache, nausea, vomiting and anemia tend to be more severe than in the 
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benign forms, and as fever becomes more chronic ague-cake spleen and 
malarial cachexia ensue. Severe hemolytic ansmia may develop within 
the first few weeks. The gravest cases, clinically somewhat resembling 
paceman anzmia, may show dyspnoea, palpitation, hemic murmurs, retinal 

semorrhage, hyperbilirubinsmia and urobilinuria; the counts in extreme 
instances reach | to 2 million erythrocytes per c.mm., but the colour index 
does not exceed 1-0, megalocytosis is not evident, nor is the average diameter 
of the corpuscle greater than normal (7-6 microns). 

Biltous remitient fever—Two types are encountered : one is characterised 
by splenomegaly, hsemolytic jaundice, bilious vomiting and perhaps bilious 
diarrhcea, associated with hyperbilirubinemia, pleocholia and mild urobili- 
nuria ; the immediate direct van den Bergh reaction is negative, and bile 
pemuente and salts are absent from the urine. The other has similar clinical 
eatures, but in addition there is a tender enlargement of the liver, epigastric 
distress and sometimes gastro-intestinal and other hemorrhages: the 
jaundice comes on early and a biphasic van den Bergh reaction may be 
found. Urobilinuria is marked, and there are often bile pigment and salts 
in the urine. In the latter type degeneration and necrosis of the polygonal 
cells of the liver occur, and a toxic factor is superadded to the jaundice of 
hemolytic origin characteristic of the milder type. 

Blackwater fever—This complication of subtertian malaria is dealt with 
separately. 

Forms of pernicious malaria.—Apart from the hemolytic effects of 
parasites on the red cells and their destruction within reticulo-endothelial 
cells, internal sporulation and clumping of corpuscles causing plugging of 
the visceral capillaries in the brain, lung, liver, heart, intestines, spleen and 
bone marrow may give rise to a variety of pernicious manifestations, which 
may simulate almost any disease in medicine. For clinical purposes thes 
may be classified as follows: (1) Cerebral_—Cases may show coma, ccls 
vulsions, aphasia, paraplegia, hemiplegia, meningismus and perhaps hypés 
pyrexia. (2) Spinal.—Clinical syndromes simulating spinal meningitis mz 
also be encountered. (3) Abdominal.—Choleraic and dysenteric types ma- 
develop, also intestinal hemorrhage. In the peritoneal type appendicitis o: 
acute pancreatitis may be diagnosed, and eon wee erroneously operated 
on. (4) Cardiac.—Syncope associated with a dilated right heart and various 
forms of disordered cardiac action may develop. (5) Respiratory.—Mild 
bronchitis and broncho- pneumonia relieved by q@fmine are reported. 
(6) Sudoral.—Here excessive sweating results in collapse and syncope. 
(7) Hyperpyrexial.—The clinical picture simulates that of heat stroke, and 
is often classified under cerebral malaria. 

Complications and Sequelz.—Malarial cirrhosis of the liver does not 
occur, but the tendency to the formation of soft pigment stones in the gall 
bladder appears to be increased. Twisting of the pedicle or rupture of the 
spleen from slight trauma may be encountered. Lack of mental concentra- 
tion, amnesia and certain psychoses may follow cerebral malaria. Neuralgia, 
neuritis, corneal ulceration, iritis, retinal hemorrhages, optic neuritis and 
orchitis occasionally occur. Herpes labialis is common, especially in benign 
infections. Hepatitis with jaundice may occur, and nephritis with odema 
is not infrequent in quartan malaria. In pregnancy, abortion often results 
unless the fever is stopped by giving atebrin, quinine or other specifics. 
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Diagnosis.—Special points of clinical importance are splenomegaly, 
secondary hemolytic anemia, periodic fever commencing in the forenoon 
or early afternoon, and the therapeutic response to quinine. In the apyrexial 
phase a leucopenia and monocytosis of over 15 per cent., especially if associ- 
ated with urobilinuria, are highly suggestive of malaria, while the demonstra- 
tion of parasites completes the diagnosis. Blood smears should, when possible, 
be made before quinine is administered, and the examination of thick films 
may be of considerable diagnostic value where parasites are scanty in the 
a nih blood. , 

rognosis.—Malaria is the chief cause of death in the tropics, being 
specially serious amongst young children and in those suffering from inter- 
current disease like dysentery and ancylostomiasis, as well as in under- 
_ nourished or famine populations, and those on deficient diets. Furthermore, 
the debility and leucopenia induced by malaria render the individual more 
susceptible to incurrent infections like broncho-pneumonia and sepsis. In 
benign forms the prognosis is generally good as regards life, but cases may 
relapse repeatedly even after intensive and prolonged quinine treatment ; 
in the Ceylon epidemic, however, especially in cases in which pregnancy or 
ancylostomiasis co-existed, death not infrequently resulted. In malignant 
forms the death-rate will be proportionate to the skill of the clinician in 
diagnosing his cases: speedy recognition of the complaint means early 
treatment and saving of life. In the absence of treatment, pernicious forms 
generally die, and intravenous quinine is essential in cerebral malaria or 
where there is much vomiting. 

Treatment.—Propuy.tactic.—Destruction of adult vectors, anopheline 
larve and their breeding-grounds by drainage, etc., and the application of oil 
or spraying with Paris green should be carried out. Tropical residents should 
nbliterate potential breeding-places in their bungalows and gardens, sleep 
m-der mosquito nets and, where possible, live in mosquito-proof houses. 

fter sunset mosquito boots and the application of oil of citronella to the 
fTists and neck may be useful. Prophylactic quinine, grains v. daily, though 
ct does not prevent infection, prolongs the incubation period and tends to 
keep the infection subclinical. Pamaquin (plasmoquine), on account of its 
lethal action on gametocytes, may prove more valuable. 

Coeknve = The drugs which are of specific value in malaria are quinine, 
pamaquin and mepacrine hydrochloride (atebrin). Arsenic compounds 
have a distinct th@fapeutic action on P. vivax, but exert little effect on 
P, falciparum. Bed rest is essential during the febrile period and is advisable 
for several days after cessation of fever. Constipation must be avoided, and 
sodium sulphate or similar aperients should be administered regularly. 
Aspirin during the paroxysm is useful, and iron in full dosage assists in blood 
regeneration. 

Quinine.—This remains the sheet anchor of malarial therapy and generally 
should be given by the mouth. In the acute attack quinine is most potent 
in benign tertian, less active in quartan, and least so in malignant tertian 
malaria. Regarding cure of relapses, it has less effect on P. vivax and P. 
malarie than on P. falciparum, in which the relapse rate is considerably 
less than in benign tertian malaria. Quinine acts effectively on the sub- 
tertian schizonte and allays acute symptoms, but does not affect the develop- 
ment of either the gametocytes or the sporozoites. Various salts are available, 
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including the bihydrochloride, hydrochloride, bisulphate, sulphate, euquinine 
and tannate. Opinions vary regarding the optimum dosage and duration 
of treatment, and James suggests that a delay in quinine administration 
may be advisable in non-urgent cases until natural antibodies have developed. 
Regarding dosage, some advocate 30 grains daily for 1 month; others give 
10 grains thrice daily for 1 week and thereafter 5 grains night and morning 
for 2 to 3 weeks. The dosage should certainly not be less than 15 grains 
daily for 10 days. Owing to its solubility the bihydrochloride should be used 
for both intramuscular and intravenous injections, the dosage being 7}- 
10 grains in 10 c.c. of distilled water. Quinine by the mouth may be given 
in solution or cachets, but not in pills made with insoluble salts as they may 
fail to dissolve and not be absorbed. Children bear quinine well, the dosage 
being appropriate to the age. In malarial patients its administration is 
advisable in the puerperium and before operation or anesthesia (10 grains 
daily). Intramuscular injections of concentrated quinine may cause necrosis 
of muscle and sterile chemical abscess may result; bacterial abscesses, 
tetanus and gas gangrene have also been reported following injection with 
contaminated material. Intravenous injections are much preferable provided 
the solution is adequately diluted and injected slowly ; 1t can be employed 
(1) where vomiting is excessive; (2) where quinine is ineffective per os; 
(3) where absorption of quinine is defective as shown by its absence from 
the urine when tested with Mayer-Tanret’s reagent ; (4) in such pernicious 
manifestations as cerebral and algid malaria where speed is essential to save 
life, Occasionally in the tropics malarial fever proves refractory even to 
intravenous quinine, and similar findings have been recently recorded by 
James, with certain strains in experimentally induced malaria. The toxic 
effects of the drug include tinnitus, visual and gastric disturbances, deafness 
and amblyopia: idiosyncrasy may result in severe erythematous and 
urticarial rashes. Cinchona febrifuge, consisting of the combined alkaloids 
of cinchona, is advocated by Acton on economic grounds; the dosage is 
21 grains daily for 10 days. 

Mepacrine hydrochloride (quinacrine, atebrin), a synthetic acridine deriva- 
tive which, like quinine, acts on the asexual parasites within the corpuscles, 
but has little action on the gametocytes and none on the sporozoites. It 
is given in tablet form in doses of 0-1 g. thrice daily after food for 5 to 7 
days, and this course can be repeated once or twice after a week’s interval. 
It is at least as effective as quinine in ridding the blood of parasites, relieving 
symptoms and preventing relapses. Headache, abdominal discomfort, 
intestinal colic and a transient yellow staining of the skin may result 
from its administration; troublesome dreams, mental! disturbances and 
certain psychoses have been recorded as occasionally associated with its 
administration. When doubt exists as to whether atebrin is being absorbed 
from the intestine, its excretion in the urine should be tested by adding 
sulphuric acid; in the presence of atebrin an intense yellow colour is 
produced and the solution gives a marked fluorescence with ultraviolet 
light. 

: If the drug is not being absorbed, or in cases of urgency, a soluble prepara- 
tion—atebrin musonate—can be injected intramuscularly. It is available 
in ampoules containing a dosage equivalent to 0-1 g. or 0-3 g. atebrin. Local 
pain and toxic cerebral features were recorded following its use in the Ceylon 
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epidemic. Mepacrine hydrochloride should be given in preference to quinine 
in pregnancy and in patients who have oe had blackwater fever ; 
in the latter the urine should be rendered alkaline with citrates. 

Pamaquin (prequinine, plasmoquine)—a synthetic quinoline derivative— 
was shown by Roehl to destroy malignant tertian gametocytes, but to have 

ractically no effect on schizonts, whereas in benign tertian and quartan 
infections it probably acts on both phases of the parasite ; sporozoites are 
also affected, but too large a dose has to be employed prophylactically to 
prevent infection entirely. It is put up in tablets—plasmoquine simplex— 
containing 0°01 g. and 0:02 g., one tablet. being given thrice daily after food 
for 5 days. Toxic symptoms include headache, abdominal pain, cardiac 
arrhythmia, cyanosis and methemoglobincythemia, the methemoglobin being 
found within the corpuscle and not free in the plasma. 

Combined Treatment.—Pamaquin (0°01 g.) can with benefit be given 
with quinine (0°125 g.) in the form of pamaquin-compound, two tablets 
being taken twice daily after food for 7 days. It is advised to repeat such 
a course of treatment four times with a four-day interval between each 
course. Pamaquin used to be given simultaneously with mepacrine hydro- 
chloride, but owing to the frequency of abdominal pain and other toxic 
complications, it is now customary to give a course of mepacrine hydrochloride 
(0-1 g., t.d.s., p.c.) for 7 days and after an interval of 3 days to give a course 
of pamaquin (0°01 g., t.d.s., p.c.) for 5 days. The same treatment can be 
repeated after an interval of 7 days. This combination of mepacrine hydro- 
chloride followed by pamaquin gives excellent results and has much to 
recommend it. 

Another synthetic drug—certuna—with strong gametocidal action has 
recently been described by Kikuth, and as its toxicity is less marked than 
etek bag and it can be given along with mepacrine hydrochloride, it may 
possibly replace pamaquin in malaria therapy. 

Patients with latent malaria must be specially warned against getting 
wet, bathing, excessive exertion and alcoholism, as these factors precipitate 
relapses. 


BLACKWATER FEVER 


Synonyms.—Hemoglobinuric or Melanuric Fever; Malarial Hemo- 
globinuria. 

Definition.—An acute complication of chronic malignant tertian malaria, 
characterised by one or more intravascular hemolyses of considerable 
severity, hemoglobinuria, fever, vomiting, jaundice and answmia. 

fEtiology.—Blackwater fever occurs in Nyasaland, Uganda, the Sudan, 
Kast Africa, West Coast Colonies and other parts of tropical Africa, in the 
Duars, the Terai and the Jeypore Hill tract (Madras) in India, in Italy, 
Greece, Macedonia and Palestine, in the southern. states of the U.S.A., 
Panama, etc. It invariably originates in an endemic zone heavily infected 
with malignant tertian malaria. Native populations may enjoy immunity, 
while colonists, imported natives and even visitors are attacked. Its most 
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i oa incidence occurs from 1] to 5 years’ residence, but it may appear 
within 3 months. Multiple attacks are common. Though seen more fre- 
quently in males, both sexes and children as well as adults are susceptible. 
Practically every case gives a history of chronic malaria, often associated with 
irregular quinine intake, the rare exceptions being examples of latent infec- 
tion. Quinine is the great factor precipitating the attack, but chill and 
over-exertion sometimes do so as well, Pamaquin (plasmoquine) also may 
precipitate blackwater, but mepacrine hydrochloride (atebrin) infrequently 
does so. Some have regarded the condition as due to a biological lysin, others 
suggest it may have an anaphylactic origin or be caused by a direct hemolytic 
action of quinine on the corpuscle. There is no evidence of dermal hyper- 
sensitivity or of idiosyncrasy to quinine, and no lysin has been demonstrated. 
Possibly the cngranattular lysin normally contained in R.E. cells which have 
hypertrophied as a result of chronic malaria, is suddenly liberated into 
the blood. Such lysin may become immediately fixed to the corpuscles 
+ ei visceral vessels and so be no longer demonstrable in the peripheral 
ood. 

Pathology.— Morbid anatomy.—The skin is jaundiced, the blood 
watery, the serum sometimes tinged with hemoglobin, while malarial 
pigment may persist in the viscera although not im large amounts. The 
liver is enlarged and soft, the bile thick and tarry, the spleen big and its 

ulp almost diffluent ; the kidneys are dark, swollen and intensely congested. 

icroscopically, heemosiderin is found in the liver and spleen in which malarial 
pigment may also be evident. Eosinophilic, granular debris blocks the 
tubules of the kidney, and there is toxic degeneration and desquamation of 
the cells of the convoluted tubules. Cloudy swelling and necrosis of liver 
cells, especially of the centre of the lobule, may occur generally associated 
with malarial pigment in Kupffer’s cells. 

Clinical pathology.—Malarial parasites, often present in blood smears at 
the beginning of the attack, are rare after 24 hours, and generally absent at 
autopsy. The urine shows albumin, oxy-hemoglobin and urobilin in excess ; 
methemoglobin is generally demonstrable. Bile is present only in the most 
severe cases, and ketones may also appear. The characteristic sediment 
consists of brown, granular debris and granular casts. Red blood corpuscles 
are scanty or absent. The plasma contains oxyhewmoglobin, and after 
some hours methsmalbumin as well. There is an intense hyperbilirubinemia 
with an indirect van den Bergh reaction of 5 to 85 units, but immediate 
direct reactions only occur in the severest cases with toxic changes in the 
liver. The blood urea is markedly raised, the excess being derived partly 
from destroyed corpuscles and partly from renal retention ; one case in our 
series which recovered showed a blood urea of 450 mg. per 100 c.c. When 
only a limited number of nephrons are blocked, urea retention leads to 
polyuria ; where blockage is extensive oliguria or even anuria results. In 
the latter type of case renal acidosis may develop; this is associated with 
lowering of the CO, combining power of the plasma, a decrease in serum 
calcium, and an increase in the blood phosphorus. Anemia is frequently 
profound, and in severe cases 50 per cent. of the corpuscles may be destroyed 
overnight. A study of the excretion curves of urmary hemoglobin shows 
that several distinct intravascular hemolyses may occur. 

Results of Hamoglobin Disintegration.—In malaria red cells are destroyed 
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during sporulation when malaria pigment and some undestroyed hemo- 
globin gains access to the blood stream. Many of the parasitised 
corpuscles, however, are phagocytosed by the hypertrophied reticulo- 
endothelial system, where they undergo intracellular lysis, with the pro- 
duction of bilirubin and hemosiderin. In blackwater fever the circulating 
corpuscles are destroyed in situ, and frank hemoglobinemia results; also 
hemoglobinuria whenever the concentration of the extracorpuscular hemo- 
globin exceeds the renal threshold. If the reaction of the urine be acid the 
oxyhemoglobin tends to be converted into methemoglobin and acid hematin 
which is precipitated along with granular debris, causing a variable degree 
of blockage of the tubules. Some of the circulating hemoglobin is absorbed 
directly by the reticulo-endothelial cells, with the production of heemosiderin 
and bilirubin. The resulting hyperbilirubinemia accounts both for the 
hemolytic jaundice and the pleocholia, with bilious vomiting and dark 
brown stools; while the absorption of surplus stercobilinogen causes uro- 
bilinuria, especially in the presence of liver damage. Finally, any residual 
circulating hemoglobin is split into globin and reduced hematin (ferrous), 
which is immediately oxidised to oxyhematin (ferric) and unites with serum 
albumin to form methemalbumin (Fairley, 1938). It is this pigment which 
in the past has been confused with methemoglobin, but which differs from 
it in its extra-corpuscular distribution, and in having an a band at 623 up 
which is not altered by Stokes’s reagent, but is dispersed by strong ammonium 
sulphide with the production of a hemochromogen having an a band at 
558 wu. 

Symptoms.—No recognisable pre-blackwater fever stage exists, and the 
patient generally thinks an ordinary attack of malaria is impending. The 
onset is generally sudden, with chill and loin pain, but mm mild cases red or 
black urine may be the first indication. A rise of temperature is almost 
invaniable, rigor is common, and nausea, bilious vomiting and epigastric 
discomfort are characteristic. The urine, which may be pinkish or red at 
first, soon becomes port-wine or porter-coloured, presenting the charac- 
teristics described. As the condition progresses polyuria, oliguria or anuria 
may develop. Within a few hours yellowish discoloration of the skin and 
conjunctive is apparent; this increases in intensity as hemoglobinuria 
continues, but only in the severest cases is bile found in the urme. The 
pulse is rapid and of low tension at first, and the blood pressure in severe 
cases is markedly depressed (S/D =80/50) at onset, though later it rises. 
Hiccough is a serious feature and there may be great restlessness, anxiety, 
pallor, cold extremities, and thready pulse occasioned by the rapidly develop- 
ing anemia. As many as 2,000,000 red cells per c.mm. may be destroyed 
in 24 hours bY recurrent heemolyses. Headache and lumbar pain are char- 
acteristic. The spleen and liver are generally demonstrably enlarged and 
tender, and may cause discomfort ; the spleen decreases in size during the 
attack. Localised tenderness over the Nsteniied gall bladder may also 
occur. The fever at onset resembles a malarial paroxysm, is highest at first, 
becomes intermittent or remittent later, and generally declines in 3 to 4 days 
as the vomitimg subsides and the urine clears. Post-hemoglobinuric fever 
may appear pe hemoglobinuria has ceased and persist well into con- 
valescence. H ia may develop “al arian m the late phases of 
the disease, while some cases show a marked tendency to hemorrhages in 
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the skin and the gastro-intestinal tract. In one of our series the rash simu- 
lated that of typhus fever. 

Several different clinical types are encountered: (1) Mild hemoglo- 
binuria, especially common in children, in which blood pigment in the urine 
is only found for a few hours. (2) Severe hemoglobinuria, associated with 
the clinical features already described. These are separated into two groups: 
(a) the polyuric type in which renal excretion is well maintained despite 
evidences of nitrogenous retention, and (b) the oliguric and anuric types. 
Catheterisation at first shows small quantities of highly albuminous, perhaps 
bile-stained, urine, followed later by complete suppression. Anuria may 
set in early, and is associated with a normal or subnormal temperature. 
Hepatogenous jaundice not infrequently develops. Life may be prolonged 
for many days, and death occur without signs of uremia. 

Toxeemic features are common in both these types. Their differentiation 
is important, since blood transfusion is a life-saving procedure in polyuric 
cases. (3) Intermittent hemoglobinuria, in which ibok pigment is present 
in the urine from time to time, though in the intervals it disappears entirely. 
In these cases the temperature continues and post hestnoglobiaurio fever is 
common; icterus and ansemia are well marked. 

Course and Complications.—Complications include anuria, post-hemo- 
globinuric fever, anemia, retinal hemorrhages, biliary colic, pigment calculi 
and cholecystitis. About 10 per cent. of cases relapse during the course of 
an attack (Ross). Convalescence may be prolonged owing to ansmia and 
paar renal dysfunction, but there is no evidence that chronic nephritis 
results. 

Prognosis.—The prognosis depends to a considerable extent on the 
quantity of corpuscles destroyed, and if during any single rapid hemolysis 
this amounts to half a litre of normal blood, and the reaction of the urine 
be acid, a fatal anuria appears inevitable. The mortality rate varies from 
20 to 40 per cent., and though some cases are doomed from the onset, in 
others modern therapy favourably influences the course of the ilness. 
Unfavourable features include rapidly increasing jaundice, grave ansmia, 
severe hiccough, anuria and hyperpyrexia, while bile in the urine or a 
persistent increase in the blood urea and bilirubin is a grave prognostic 
omen, 

Treatment.—PRopHYLACTIC.—The prophylaxis of blackwater fever is that 
of malaria. Where there is a previous history of hemoglobinuria, the urine 
should be alkalinised with citrates and atebrin given in preference to quinine 
for febrile malaria. 

CuRATIVE.—The causes of death in blackwater fever are well known, and 
in the absence of knowledge concerning the mechanism of the hemolysis and 
of specific remedies for terminating it, the therapeutic indications are: (1) 
to combat the anemia, anoxemia and heart failure; (2) to alkalinise the 
urine, to prevent or relieve suppression, and to decrease the toxemia. 
Measures directed to these ends include absolute rest in bed in the recum- 
bent posture, fluid by various routes, oral and intravenous citrates, intra- 
venous glucose and blood transfusion. Transport is justifiable only if it 
places the patient under better conditions for treatment. Careful nursing 
is all important. The diet at first should consist of bland fluids like barley 
water, fruit juices and glucose; later, milk, fruit jellies, junket, custard 
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and Benger’s food are allowed. Proteins are restricted well into convalescence 
owing to renal involvement. Fluids are pushed per os and should contain 
sufficient sodium bicarbonate and potassium citrate to alkalinise the urine, 
and so lessen the clogging of the renal tubules. Should vomiting prove 
troublesome gastric lavage may be practised and water, alkalis and glucose 
given per rectum. In all cases where the urine is acid in reaction 1 pint of 
bicarbonate of soda solution (150 grains to 1 pint) should immediately be 
injected intravenously and repeated if necessary; the solution must be 
sterilised by filtration or by adding the bicarbonate to cooled boiled 
water, since actual boiling is liable to convert it into the toxic carbonate. 
Recent work by Busby, Hart, Kekwick and Whitby on alkalinisation of 
the urine indicates that 150 c.c. of a 3 per cent. solution of sodium citrate 
(45 g.=gr. eq.) is sufficient to render the urine temporarily alkaline ; alter- 
natively, 8 g. of potassium citrate given per os has the same effect. To 
keep the pH of the urine on the alkaline side of 7-0, 35 g. potassium citrate 
should be given together with 3000 c.c. of fluid in the 24 hours. Lemon 
juice, coffee or milk disguise its disagreeable flavour. Alternatively, a total 
of 600 c.c. of 3 per cent. sodium citrate (18 g.) in 2400 c.c. of 5 per cent. 
glucose by intravenous drip may be administered every 24 hours. The 
onset of alkalosis is suggested by headache, giddiness, vomiting and muscular 
cramp. As a clinical index to pH, the urine may be regarded as sufficiently 
alkaline if it turns red litmus blue, or if the urine is a bright red indicating 
unchanged hemoglobin. When the urine has a brownish tint, or is porter- 
coloured, methemoglobin is present and the urine requires alkalinisation. 
Intravenous injections of dextrose assist the heart’s action and help to combat 
toxemia and urinary suppression. One to 2 pints of a 5 per cent. solution 
are used, but in anuria a 10 to 20 per cent. solution is a more potent diuretic ; 
hot fomentations to the loins, dry cupping and colonic douches with hot 
saline (120° F.) are all useful for this purpose. Diuretics like caffeine citrate 
and caffeine sodium benzoate have their advocates, and the bowels should 
be kept opened with salines or calomel. In collapsed cases with low blood 
pressure, warmth, pituitary extract and elevation of the foot of the bed may 
be of benefit. Transfusion is the best means of dealing with anemia, and in 
severe cases manifesting rapid blood destruction and cardiac weakness 
1 pint of citrated blood from a suitable donor should be given without delay 
even during the hemolytic period and repeated if necessary. In polyuric 
cases blood transfusion is a life-saving procedure, but its effect in the anuric 
type of case 1s more uncertain, for though it may improve the blood count, 
death from uremia may still ensue. Once the hemolysis has stopped marked 
teticulocytosis, followed by blood restoration, generally proceeds auto- 
matically in the well-fed European, but iron in adequate dosage and liver 
injections are beneficial in vegetarians and in people living on diets deficient 
in good animal protein; in addition, blood transfusion may be advisable 
under such circumstances. Regarding specific therapy opinions differ. The 
tendency of the hemolysis is to destroy the great mass of the parasites and 
occasionally natural cure results. Where parasites persist in the blood a 
course of mepacrine hydrochloride should be given; otherwise treatment 
with anti-malarial drugs is better postponed until convalescence. 
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LEISHMANIASIS 


Leishmaniasis is the term applied to a group of diseases caused by 
parasites of the genus Leishmania. Some of these are general infections, 
others are local. Of the first, we have kala-azar, due to Leishmania donovani 
(Laveran and Mesnil, 1903) and infantile or Mediterranean kala-azar caused 
by L. infantum (Nicolle, 1908). Both morphologically and serologically they 
are the same parasite, no marked differences occur in inoculated animals, 
and there seems no reason to separate them. Oriental sore, due to L. tropica 
(Wright, 1903), and American dermal leishmaniasis, due to DL. braztliensis 
(Vianna, 1911), are, however, distinct species belonging to the second group, 
and according to Noguchi are separable serologically. 


KALA-AZAR 


Definition.—Kala-azar, or black fever, is a specific disease associated 
with enlargement of the spleen and liver, anemia, great emaciation and 
irregular fever of long duration caused by the protozoon L. donovani, present 
in the peripheral blood and reticulo-endothelial cell system. 

fEtiology.—The disease has definite geographical limitations, being 
commonest in India, Assam and the Mediterranean littoral, where 90 per 
cent. of the cases occur in children ; it is also found in China, Indo-China, 
the Sudan, Abyssinia, Russian Turkestan and Mesopotamia. Natives 
appear more susceptible than Europeans, probably owing to different habite 
of life. In Assam villages the introduction of an infected case generally 
precedes other cases, and often it appears to be a house infection (Rogers). 
Children and young: adults are specially liable, and males appear more 
susceptible than females. 

The rounded non-flagellate stage of the parasite is a small oval body, 
2 to 5 uw long by 1 to 2 uw broad, containing two structures, one a large round 
laterally placed nucleus (macronucleus or trophonucleus) staining bright 
red with Romanowsky’s stain, the other (kinetoplast, micronucleus, centro- 
some), which is usually rod-shaped, stains a deep reddish-purple and has 
one end pointing toward the nucleus. It can be cultivated on rabbit-blood 
agar (N.N.N. medium) if grown for 2 to 3 weeks at room temperature 
(22-25° (C.), provided the culture material has not been contaminated 
(Rogers). During growth Leishmania bodies develop into leptomonads 
measuring up to 24 microns in length, with a flagellum and centrosome 
at one end and a central macronucleus. This flagellate undoubtedly 
represents an intermediate stage in some insect vector which is almost 
certainly the sand-fly. In India it was Sinton’s original observation that 
the loca] distribution of Phlebotomus argentipes coincided with that of kala- 
azar, which led to the transmission experiments of Knowles, Napier and 
Smith. It is now known that if sand-flies be fed on kala-azar cases, heavy 
leptomonas infections develop in the mid-gut, cesophagus and pharynx, 
these parasites being capable of producing the disease if artificially injected 
into hamsters. Infection, however, has only once been successfully trans- 
mitted by the actual biting of infected sand-flies. In the Mediterranean 
area very young children and dogs suffer from kala-azar, whereas in India 
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and North China infections occur mainly in older people and extremely 
rarely in dogs. Adler suggests that the former infections result from biting, 
the latter from crushing these insects. 

Pathology.—The parasites are very generally distributed in the 
endothelial cells of the capillaries throughout the body, where they multiply, 
eventually burst through, and are subsequently taken up by phagocyte cells 
of the blood and tissues. Common sites for the parasite are the reticulo- 
endothelial cells of the liver, spleen, lymphatic glands and bone-marrow ; 
less commonly they occur in the lungs, pancreas, kidneys, adrenals, testicles, 
intestinal submucosa, intestinal ulcers and the alae draining them 
(Manson and Low). The central nervous system is never involved. Meleney 
holds that the macrophage or reticulo-endothelial cells respond specifi- 
cally by local multiplication in this disease, forming “ clasmatocytic tissue.” 
At autopsy emaciation is marked, the spleen and liver are generally enlarged, 
while dropsical effusions and intestinal ulceration may occur. The spleen 
is at first soft, pulpy and friable, later it becomes hard and fibrous; the 
capsule is thickened, and perisplenitis and infarcts may also be present. The 
liver is firm and friable, the capsule is thickened, and fatty degeneration 
and a nutmeg appearance are common; cirrhosis may eventually result. 
The bone-marrow is generally red and soft, showing a decrease of fat, while 
the mesenteric glands are often enlarged, presenting a central necrosis. The 
heart is dilated and flabby, while the entero-colon may show superficial 
or deep ulcerations. Napier holds that the latter at least are of dysenteric 
origin. Post-kala-azar dermal leishmaniasis has recently been described. 

Symptoms.— The incubation period is probably from 1 to 4 
months, but cases may occur 1$ years after exposure. The onset, 
especially in endemic areas, may be sudden, with fever simulating 
malaria or typhoid, or it may be insidious. Often -in febrile cases the 
diagnosis is not made until relapses occur and the more classical features 
of the disease develop. These may be classified as follows: (1) Irregular 
remittent or intermittent pyrexia which, though not necessarily high, is 
characteristic. Periods of apyrexia spontaneously develop, especially 
during the day, and may lead to confusion with Malta fever. A double 
daily rise may occur in the afternoons and evenings (20 per cent. of cases), 
but this may also be noted in other diseases and is not pathognomonic. 
(2) Loss of hair and deepening colour or pigmentation of the skin—hence the 
name black fever. (3) Anmsmia with the characteristic blood changes. 
(4) Rapid loss of weight and cachexia. (5) Splenomegaly, which may 
be the first sign or only be noted after 1 to 2 months of fever. In the early 
stages the spleen feels soft and doughy, but not tender; later it hardens 
and may reach very large dimensions. (6) The liver is generally palpable 
(88 per cent.), presenting a sharp lower edge. (7) Diarrhcea.—There is good 
appetite associated with poor digestion which itself may lead to intermittent 
diarrhoea (Napier). If blood and mucus be present, intercurrent dysentery 
should be nel aaa (8) Other features include night sweats, persistent 
irritating cough, palpitation, dyspnoea, low blood pressure, ¢.e. below 100 mm. 
of mercury, edema of the extremities and occasionally puffiness of the face. 
Amenorrhcea often develops, but conception may ocour with congenital trans- 
mission from the mother (Low and Cooke). The blood changes, which include 
anwinia, leucopenia and reduction in the platelet count, are due to replace- 
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ment of both the leucoblastic and erythroblastic marrow by sree ia 
tissue. The hemoglobin is often proportionally reduced, so that the colour 
index may equal 1:0; in other cases it is 0-7 or 0:8. The blood picture 
may show anisocytosis, poikilocytosis, polychromasia and normoblaste. 
The leucopenia is extreme, often sinking to 2000 per c.mm., and in 80 per cent. 
of cases it is less than 4000 per c.mm. The differential count reveals a 
relative increase in lymphocytes and monocytes, with a decrease in neutro- 
philes and eosinophiles. The coagulability of the blood may be prolonged, 
the calcium, blood sugar and serum albumin are reduced, and the total 
globulin content of the blood is raised, euglobulin increasing at the expense 
of the pseudo-globulin fraction. 

Complications and Sequelz.—Owing to debility and bone-marrow 
involvement with leucopenia, the resistance to bacterial infections is 
markedly decreased, and influenza, broncho-pneumonia, lobar pneumonia 
and tuberculosis are common causes of death ; otitis media and cancrum oris 
may occur, especially in children. Watery diarrhoea is common and inter- 
current dysentery frequent. Purpura, epistaxis, bleeding from the gums 
and melena may be encountered. The sequele include chronic splenome- 
galy plus severe anemia and cirrhosis of the liver, sometimes associated with 
ascites and demonstrable parasites. Jaundice frequently appears within 
3 months of treatment and may persist for several months. Post-kala- 
azar dermal leishmaniasis has recently been described. Areas of depig- 
mentation generally appear about a year after antimony injections, and 
papillomatous nodules, in which leishmania can be found, occur the following 
year. A xanthoma-like condition is also described, but ulceration never 
occurs. Parasites are demonstrable in smears and culture, and apparently 
they are confined to the skin as splenic puncture yields negative results. 
Occasionally the condition appears in persons who give no history of previous 
kala-azar or of treatment. 

Course.—Bentley showed in the Assam epidemics, prior to the intro- 
duction of antimony, that the disease lasted 1 to 2 years in chronic cases. 
The mortality rate, if untreated, is about 90 per cent. 

Diagnosis.—Kala-azar has to be differentiated from the febrile spleno- 
megalies of the tropics, especially chronic malaria, undulant fever and enteric 
fever; schistosomiasis, Banti’s disease and leukemia must also be considered, 
and owing to the danger of hemorrhage in the latter disease splenic puncture 
should never be undertaken until blood examination has excluded it. 
In childhood Mediterranean kala-azar has to be differentiated from Cooley’s 
anemia, commonly found in Greece, von Jaksch’s anemia and acholuric 
jaundice. Diagnosis is generally dependent on the demonstration of 
L. donovani in smears from the liver or spleen or cultures on N.N.N. medium 
obtained from the peripheral blood. Parasites are less common in the 
peripheral blood in Mediterranean than in Indian kala-azar. Aspirated 
material for microscopical examination must be collected in an absolutely dry 
syringe. 
yeThe formol-gel or aldehyde test of Napier is of considerable value in the 
diagnosis of kala-azar, especially when the result is positive and associated 
with a leucopenia. The test is performed by adding 1 drop of commercial 
formalin (80 per cent. formaldehyde) to 1 c.c. of clear serum, which is imme- 
diately shaken and left at room temperature. When the reaction is positive 
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the serum immediately becomes viscid, and within 1 or 2 minutes assumes 
a whitish opalescent appearance and sets so that the tube can be inverted 
without spilling. In from 3 to 20 minutes it forms a solid opaque coagulum 
like the white of a hard-boiled egg. 

For the first three months the reaction is of doubtful value, but after this 
it is generally positive. 

Prognosis.—Intercurrent disease, severe intestinal symptoms, and 
cirrhosis with ascites are of grave significance. Modern therapy generally 
results in recovery, provided the condition is not too advanced and inter- 
current disease absent. 

Treatment.—Prorny.actic.—Segregation and treatment of the sick, 
and abandonment of infected houses and rebuilding at distances not less 
than 300 yards have been effective in India. Destruction of the probable 
sand-fly vector and of its breeding-places is indicated. 

CuraTivE.—The patient is put to bed on a milk or light diet and intercurrent 
disease treated. Napier advocates an iron tonic mixture, and tincture of 
digitalis if there is cardiac weakness. Certain antimony compounds are specific, 
the most difficult form to cure being Mediterranean kala-azar. At first the 
trivalent compounds of the tartar-emetic type were employed, but now penta- 
valent antimony derivatives, such as neostibosan, are replacing them, owing to 
their rapid action, reduced toxicity for the host and increased toxicity for the 
parasite. Trivalent antimony compounds.—Antimony and potassium tartrate, 
and antimony and sodium tartrate are given intravenously on an empty 
stomach in a 2 per cent. solution thrice weekly. The initial dose is 4 grain, in- 
creasing by 4 grain until a maximum of 2 to 24 grains is attained. Only freshly 
prepared solutions sterilised by boiling should be employed, and the total 
course is 40 to 60 grains. Effects of treatment are to reduce the tempera- 
ture to normal, decrease the splenomegaly and hepatomegaly, increase body 
weight and restore the leucocytes to normal numbers. Cough and nausea 
following injections are not important, and rheumatic-like pains are frequent. 
Sever toxic manifestations like bradycardia, severe vomiting, diarrhoea and 
jaundice necessitate a suspension of treatment. Numerous other trivalent 
compounds have been employed, including antimosan, which is less toxic 
than tartar emetic, but almost as slow in producing cure. Pentavalent 
antimony compounds.—These include stibamine, von Heyden 693 or neo- 
stibosan, stibenyl, urea-stibamine, aminostiburea, neostam, urea-stibol and 
stibosan von Heyden 471. The dose of urea-stibamine, amino-stiburea and 
neostam as advocated by Napier is 01 g. initially, 0°2 g. as a second dose 
and 0°25 g. for each subsequent injection. With stibosan and von Heyden 
693 (neostibosan) an initial dose of 0-2 g. with subsequent doses of 0°3 g. 
is advisable. Debilitated patients require smaller doses, while children, 
although tolerating proportionally larger doses than adults, receive smaller 
initial doses. The length of different courses varies from 8 to 15 daily in- 
jections. Toxic features include vomiting, giddiness, nausea, and more 
rarely diarrhea, hepatitis and jaundice and an alarming anaphylaxis-like 
syndrome, producing puffiness of the face, urticaria and cardio-vascular 
collapse, etc. The beneficial effects of treatment are similar to those de- 
scribed with the trivalent compounds, except that the drugs act quicker 
and more effectively. Cure is indicated by an absence of clinical symptoms 
for 6 months, a negative aldehyde test, an increase in serum albumin associated 
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with a decrease in total globulin involving the euglobulin fraction, and a 
permanent disappearance of parasites. 


OrnreENTAL SoRE 


Synonyms.—Tropical Sore; Aleppo Sore; Bagdad Boil; Delhi Boil ; 
Biskra Button ; Bouton d’Orient ; Date Boil, etc. 

Definition.—An infective granuloma of the skin and subjacent tissues 
caused by Leishmania tropica, producing nodular lesions which generally 
break down and form chronic indolent ulcers. 

Etiology.—The condition is common in parts of the East, including 
Mesopotamia, Arabia, Persia, Asia Minor and the North-West Frontier of 
India. It also occurs in Northern Africa, Egypt, the Sudan, Nigeria, the 
French Congo, and has been reported in Spain, Italy and Greece. Essentially 
it is a disease of towns, notably of Bagdad, Delhi and Lahore, and its incidence 
on exposed parts suggests an insect vector. Wherever it occurs sand-flies 
are common, and the remarkable development into virulent flagellates 
occurring in the mid-gut and extending forward to the proboscis after feeding 
them on oriental sores, indicates that these insects are the transmitters— 
probably Phlebotomus papatasii and P. sergenti. The parasite itself is morpho- 
logically indistinguishable from that of kala-azar and can be directly trans- 
mitted by inoculation ; it is auto-inoculable, but not through the unbroken 
skin. Dogs, cats, guinea-pigs, etc., are susceptible. 

Pathology.—Infective granulomata are produced, sections showing 
atrophy of the epidermis, infiltration of the corium and its papille with 
lymphocytes, plasma cells and macrophage endothelial cells containing 
L. tropica. If the nodule ulcerates secondary bacterial infection ensues. The 
keloid type of lesion described in the Sudan may show epithelial cell nests. 
Unlike the American form, the mucous membranes are rarely involved. 

Symptoms.—The incubation period varies from 1 week to 6 months. 
Commencing as a small itching red papule, it develops into a nodule or blind 
boil, which occasionally persists for a year or more before disappearing. 
More usually the lesion becomes covered with a yellow crust and ulcerates, 
the ulcer having well-defined rounded edges and a granulation tissue base 
exuding thin pus. The sores may be single or multiple, as many as 35 having 
been recorded, and are specially common over the hands, wrists, feet, legs 
and face. Various other forms of dermal leishmaniasis due to L. troptca 
may be encountered. They include (1) small, firm, discrete nodules occurring 
in the course of the lymphatics ; (2) warty outgrowths or papules known as 
the verrucose form, first described by Ferguson and Richards in Egypt ; 
and (3) lupus-like nodules, which may implicate the cheek. 

Diagnosis.—This is dependent on demonstrating the parasite. If ulcera- 
tion has occurred the skin at the edge of the ulcer should be sterilised with 
iodine, punctured with a glass pipette, and the material so obtained inoculated 
on to N.N.N. medium. Bacterial contamination prevents growth. Direct 
microscopical examination of this material often shows L. tropica in the 
endothelial cells. 

Prognosis.—The condition is practically never fatal even when untreated, 
but under these circumstances it may last 18 months, after which the patient 
generally possesses an immunity to further infection. 
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Treatment.—ProrayLactic.—Sand-flies and their breeding-grounds 
should be eradicated. 

Curative.—In cases which have been secondarily infected, hot boracic 
fomentations or eusol dressings should be applied until sepsis is controlled 
and the crusts separate. Local treatment, like carbon dioxide snow, for 
5 to 30 seconds every 10 days, X-ray, radium, zinc ionisation and diathermy 
are advocated as well as local applications of ointments containing methylene- 
blue, iodoform, salicylic acid and tartar emetic (1 to 2 per cent.): the latter 
may cause painful sloughing. Excellent results may be obtained with 
orisol ointment containing berberine sulphate and dianthrone (derobin, 
cignolin) paint, applied with a camel hair brush and strictly confined to 
the ulcer surface by covering it with paraffin wax. Vaccines have their 
advocates. Tartar emetic intravenously as given in kala-azar is the standard 
treatment, a total course of 20 to 30 grains being required. Neostibosan is 
also being used successfully, and is undoubtedly the most hopeful treat- 
ment when multiple lesions are present. 


AMERICAN DERMAL LEISHMANIASIS 


Synonyms.—Espundia ; Uta; Pian Bois; Pian Cayenne; Forest Yaws; 
Bosch Yaws; Bubas Braziliana. 

Definition.—An infective granuloma due to Leishmania braziliensis, 
producing cutaneous nodules and ulcers on exposed surfaces; the buccal 
and nasal mucous membranes may be extensively involved, also the lymph 
glands and lymphatics, 

fEtiology.—It is found in South America, in Brazil, Venezuela, British 
and Dutch Guiana, Bolivia, Peru and Paraguay. The disease is specially 
frequent amongst wood-cutters and people living in forests: some wood- 
loving insect, tick or bug is thought to be the transmitting agent. Morpho- 
logically, L. braztlensis is similar to L. tropica, but differs serologically 
(Noguchi). 

Symptoms.—The incubation period is about 2 months. The lesion 
originates as an itching papule, which may develop into a blind nodule or 
ulcerate, producing fungoid granulations. Later, ulcers appear at the margins 
of the mouth and nose, often subsequently involving their mucous surfaces, 
the larynx and nasal septum (20 per cent.). Fever, joint pains and bronchitic 
symptoms now appear, but many years may elapse before the patient 
succumbs to intercurrent disease. 

Diagnosis.—Demonstration of the parasites either in scrapings from the 
spreading margin of the ulcer or by culture completes the diagnosis. Syphilis, 
rodent ulcer, leprosy and tuberculosis closely resemble the destructive form 
of L. brazilvensis which, however, never involves bone. 

Prognosis.—Untreated cases are liable to die of intercurrent disease or 
cachexia, but with tartar emetic treatment the prognosis is satisfactory. 

Treatment.—Cases with extensive involvement of mucous membranes 
die if untreated, but even these recover with modern therapy, which is 
similar to that outlined for oriental sore and kala-azar. A full course of 30 
or 40 grains of tartar emetic should be administered intravenously, 

Stibophen (fouadin), a trivalent antimony compound, yields very satis- 
factory results: twenty to thirty intramuscular injections are given in a 
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graded dosage of from 1-5.c.c. Local treatment for ulcers on the lips and nose 
should also be instituted. 


TRYPANOSOMIASIS 


A group of diseases caused by flagellate parasites of the genus Trypano- 
soma. In Africa, man may be infected with 7. gambiense or T. rhodesiense, 
and in South America with 7. cruzi. Trypanosomes also produce disease 
in animals, the most important being nagana affecting horses, dogs, cattle 
and wild game in Africa caused by 7’. brucet, which is probably identical with 
T. rhodesiense. T. evansi produces surra and 7. equiperdum dourine, the 
latter disease, like syphilis, being transmitted during coitus. 


AFRICAN TRYPANOSOMIASIS OF MAn 


Synonym.—Sleeping sickness. 

Definition.—This disease, transmitted by the bite of tsetse flies, is 
caused by T. gamlense (Dutton, 1902) or 7. rhodesiense (Stephens and 
Fantham, 1910). After initial invasion by trypanosomes, blood infection 
ensues with adenitis, irregular remittent fever, rapid pulse, cedema and 
circinate erythematous rashes; later a meningo-encephalitis results with 
lethargy, mental and physical degeneration, tremors, shuffling gait, con- 
vulsions, coma and death. Mild cases, with headache and slight fever, are 
common. 

Etiology.—The disease is limited geographically to areas where the 
tsetse fly abounds and occurs in Western and Central Equatorial Africa, 
including the Congo, Uganda, East Africa, Rhodesia, Nyasaland, etc. 
Natives and whites are both affected, and children and adults of both sexes 
prove equally susceptible. The two species of trypanosome are indis- 
tinguishable in human blood ; they possess a nucleus, a posteriorly situated 
blepharoplast and a flagellum. JZ’. rhodesiense is identified by inoculating 
blood into white rats, when posterior nuclear forms develop; this so rarely 
occurs with 7. gambiense that the test is one of real value in distinguishing 
these two trypanosomes. Furthermore, 7. gambiense manifests an uncertain 
pathogenicity to laboratory animals, and is relatively insusceptible to the 
action of normal human serum. Glossinw take up trypanosomes from the 
blood during biting; these multiply in the gut and pass forward via the 
proventriculus and salivary ducts to the salivary glands, where further 
development ensues. Glossinszs become infective in 3 to 7 weeks and remain 
so for life; they bite mainly in the daytime. T. gamliense, the central 
African type, is transmitted by G. palpalis and G. tachinoides; possibly 
the natural reservoir of infection is game, such as the reed and bush buck, 
etc., encountered near lakes and rivers by which these flies live, depositing 
their Jarves in shady, sandy soil. TZ. rhodesiense, on the other hand, is spread 
by G. morsitans and G. swynneriont which are widely distributed independ- 
ently of water. The reservoir of infection is the infected game of the area: 
Bruce identifies this disease with nagana and regards 7. rhodestense as 
identical with 7. brucez. As the pathology and symptomatology produced 
by the two African trypanosomes are similar they may be considered together. 
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Pathology.—The lymph glands, which are at first swollen, congested 
and hemorrhagic, later undergo degenerative changes and extensive fibrosis. 
Enlargement of the spleen due to lymphoid hyperplasia and proliferation of 
endothelial cells also occurs, while thickening of the capsule is common. 
In the late stages trypanosomes are demonstrable in the intercellular spaces 
of the brain and cord, the microscopical appearances of which resemble 
those of meningo-encephalitis and meningo-myelitis. Mott has stressed the 
resemblance to general paralysis, perivascular lymphocytic infiltrations being 
invariable. Neuroglial cell overgrowth is also characteristic, and diffuse 
glial proliferation affects both the white and grey matter in the cord: the 
ganglion cells show chromatolysis of their nuclei, most marked in the cerebral 
cortex, and endothelial proliferation in the arteries may occur. 

Symptoms.—Two phases are recognised: (I.) a stage of trypanosome 
fever when the trypanosomes are demonstrable in the blood and gland juice ; 
(II.) the sleeping sickness stage when the cerebro-spinal fluid contains lympho- 
cytes, globulin and perhaps trypanosomes. The incubation period probably 
varies from 1 to 3 weeks, and occasionally an intense local reaction follows at 
the original inoculation site. In many respects trypanosomiasis resembles 
syphilis. (I.) Trypanosome fever.—This is invariably seen in Europeans, but 
not always in natives. Its main features are: (1) an irregular remittent 
or intermittent temperature low in the mornings, higher at night ; apyrexial 
periods may occur, lasting for weeks. (2) A low tension, rapid pulse of 
100 to 120 per minute, which tends to persist despite a fall in the temperature. 
(3) An increase in the respiratory rate to 20 or 30 per minute. (4) Patches 
of circinate erythema, involving mainly the trunk. (5) Localised puffiness 
and cedema involving the feet, legs and face: the skin may be dry and 
irritable. (6) Polyadenitis: enlargement of the posterior cervical glands 
(Winterbottom’s sign) is very characteristic; the epitrochlear, axillary, 
supraclavicular and axillary glands may also be involved; they are soft, 
elastic, not tender, and do not coalesce or suppurate. (7) An enlarged spleen 
which is generally palpable. (8) Deep hyperssthesia, especially over bones 
like the tibia and manifesting a definite latent period (Kerandel’s sign). 
Long latent periods of several months (rarely cea ee may elapse before 
the central nervous system becomes involved, and probably some cases 
undergo spontaneous cure where the virulence of the trypanosome is low. 
Once the stage of sleeping sickness has become definitely established, the 
untreated patient rarely survives for longer than a year. (II.) Sleeping 
sickness.—In the carlvest phase the patient may complain of headache, lack 
of concentration, disinclination for work and msomnia, associated with loss 
of weight, enlargement of lymphatic glands and slight tremor of the tongue. 
In the itermediate phase the countenance becomes sad, apathetic and 
morose, laziness and emotional instability increase, and the patient is always 
dropping off to sleep, even in tropical sunlight or when eating. The speech 
becomes mumbled and slow, the gait shuffling, and fibrillary tremors of the 
tongue, lips and hands patent The reflexes are exaggerated and Romberg’s 
sign is present. In the final phase all these symptoms become more pro- 
nounced ; muscular weakness is extreme, saliva dribbles from the mouth, 
bed-sores and flexure-contractions may develop, the patient becomes 
entirely bedridden, and coma and convulsions generally terminate the 


picture. 
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The classical picture of sleeping sickness described above represents 
that encountered in areas where the virulence of the trypanosome is high. 
Recent investigation has shown that in both East and West Africa many 
mild cases occur in which slight toxic features, such as headache and a little 
fever, are the only manifestations of the disease. Furthermore, people are 
known to have survived who have had the disease continually for 15 years 
or more. Lester points out that it is the severely infected patient, often 
with involvement of the central nervous system, who attends hospitals and 
dispensaries, and this has resulted in the commoner mild clinical infections 
remaining unrecognised. 

Complications.—Intercurrent infections like dysentery and pneumonia 
often cause death, and, as in syphilis, abortion and still-births are not infre- 
quent. Keratitis, iridocyclitis, and choroiditis occur, and during treatment 
with tryparsamide optic atrophy has to be carefully watched for. 

Diagnosis.—Irregular fevers, especially if associated with cervical 
adenitis, should arouse suspicion in patients who have been exposed to 
infection, and under such circumstances laboratory assistance is invaluable. 
Autoagglutination of the blood is frequently observed. Trypanosomes may 
be found in thin or in thick blood films, or in smears from centrifuged citrated 
blood. HKven more satisfactory is the method of gland puncture, provided 
the gland juice be aspirated in a dry syringe, when 87 per cent. of cases with 
adenitis show trypanosomes (Broden). Inoculation of white rats or guinea- 
pigs with blood or emulsified excised gland is also a very valuable procedure. 
Lumbar puncture is essential in later cases; typically the cerebro-spinal 
fluid, which is often under increased pressure, shows an increase in globulin 
and lymphocytes, and later in medium-sized and vacuolated mononuclear 
cells as well. The advanced cases show counts of from 15 to 100 cells per 
c.mm. Trypanosomes are often difficult or impossible to demonstrate, even 
after centrifuging the fluid, and animal inoculation. 

Prognosis.—The prognosis is very hopeful in T. gambiense, provided 
modern treatment be commenced before the central nervous system is 
involved: after this it is more doubtful, though many cases recover. T7’. 
rhodesiense is a far more virulent type of disease, and most patients succumb 
despite treatment. Europeans appear to recover better than natives, 
probably because they suffer less from intercurrent disease and are treated 
under better conditions. 

Treatment.—Propuyx.actic.—McLean, in Hast Africa, discovered that a 
population between 10-60 per square mile proved ideal for the spread of 
sleeping sickness, affording maximum contact between fly and man. By 
concentrating the population in certain areas in Tanganyika sleeping sickness 
was practically eradicated. Destruction of reservoir vectors, 1.e. big game, 
has not proved satisfactory. Removal of forest and bush for 15 feet around 
lakes and rivers is a valuable measure with G. palpalis, but does not affect 
G. morsitans. Personal prophylaxis is important. White clothes are advis- 
able; shorts should not be worn, and veils and gloves used when feasible. 
Where possible travelling should be done at night. Duke showed that, 
owing to its delayed elimination, 2 grams of germanin confers protection 
against either 7. gambiense or T. rhodesiense for at least 3 months. 

CuraTIVE.—Several specific drugs are of proved value in trypanosomiasis : 

(1) Suramin (Bayer 205, germanin), a complex organic urea compound 
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—is injected intravenously in a dosage of 1 g. at intervals of 2 or 3 
days until a total of 10 g. has been administered. It is especially useful 
in sterilising the blood in early cases of both 7’. gambiensc and T. nigeriense, 
but tends to produce albuminuria and casts in the urine. The patient should 
be kept at rest in bed, and throughout treatment the protein content of the 
diet should be limited owing to toxic effects on the kidneys. 

(2) Tryparsamide (sodium N-phenylglycineamide-p-arsonate) is given 
intravenously at weekly intervals in doses of 20-40 mg. per kilo bodyweight 
(1:5-3-0 g. for an adult) until a total dosage of 30 g. has been administered. 
Children receive relatively larger doses. Untoward symptoms are jaundice 
and the much dreaded optic atrophy which not infrequently supervenes ; 
its onset may be indicated by failing vision or contraction of the fields of 
vision, flashes of light, ocular pain, lacrymation and photophobia. Many 
cases of total blindness have been recorded. The greater the changes in 
the cerebrospinal fluid the greater the tendency to optic nerve degeneration. 
Although tryparsamide is less trypanocidal than orsanine for trypanosomiasis 
in the circulating blood, it has the advantage of acting on T. gambiense 
when the cerebral nervous system has become involved, It is not justifiable 
“to conclude that cure has resulted until the cerebrospinal fluid has remained 
normal for 6 months, and when lumbar puncture shows it to be abnormal 
after treatment another course of treatment must be instituted. 

(3) Orsanine (Fourneau ‘“ 270”) is the monosodium salt of 4-acetyl- 
amino-2 hydroxyphenylarsonic acid and is injected intramuscularly or 
intravenously in a dosage of 20-35 mg. per kilogram of body-weight (up to 
2 grams for an adult). Injections are given once a weck for 10 to 12 weeks. 
It produces rapid sterilisation of the peripheral blood but a very limited 
effect in the meningo-eucephalitic stage of the disease. 2 

In Gambiense infections, Yorke advocates orsanine or suramin in early 
cases showing a normal cerebro-spinal fluid, while in later cases with a 
pathological cerebrospinal fluid a course of tryparsamide is advised after 
a few preliminary doses of orsanine or suramin have been injected to produce 
peripheral sterilisation. 

In Rhodesiense infections, early cases should be treated with suramin. 
Owing to the relative resistance of this trypanosome to the aromatic arsenicals 
the results with tryparsamide are much less satisfactory once there is patho- 
logical cerebrospinal fluid. The best results under these circumstances 
are obtained by combined treatment of suramin and tryparsamide. What- 
ever treatment is adopted, the patient’s general health must be built up in 
every way and intercurrent disease eliminated. 

Yorke and his colleagues have recently reported promising results with 
three trypanocidal diamidines—diamidino stilbene, diamidino diphenoxy 
ae a and diamidino diphenoxy pentane. The dosage is 0-5 mg. per 

ilogram intravenously or 1-0 mg. per kilogram intramuscularly daily for 
8 consecutive days. Rapid peripheral sterilisation occurs, accompanied by 
great clinical improvement, but the permanent results in patients with a 
pathological cerebrospinal fluid have not yet been determined. Patients 
with damage to the optic nerve resulting from the aromatic arsenicals should 
receive a course of sodium thiosulphate, 10 c.c. of a 20 per cent. solution 
being given intravenously on alternate days. 
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Sovurm AmEeRIcAN TryPANosomiasis (HuMAN). 


Synonyms.—Chagas’ Disease; Coreotrypanosis; Schizotrypanoso- 
miasis ; Brazilian Trypanosomiasis. 

Definition.—A disease occurring in parts of South America caused by 
the trypanosome, Trypanosoma cruzi (Chagas, 1909), which affects the 
muscles, myocardium and brain of man. 

fEtiology.—The disease, which has been recorded in several states in 
Central and South America, affects children and adults of both sexes. 7’. 
cruzi is a short, broad trypanosome (20 » long) with a central nucleus and 
large, ovoid, posteriorly situated kinetoplast. The disease is conveyed to 
man by certain reduviid bugs, of the genera Triatoma, Rhodnius and Eratyrus, 
which have imbibed trypanosomes during their meal of blood. After a de- 
velopmental cycle of 6-15 days, metacyclic trypanosomes are discharged 
in the excreta and infect man via lesions in the skin or mucous membranes. 
In Brazil the chief vector is Triatoma megista. The trypanosomes are found 
in the peripheral blood only for a short time after infection, after which 
they assume a Leishmanial form within the cells of different organs where 
they undergo division, and from time to time pass back into the peripheral 
circulation. 

Pathology.—-The Leishmanial forms are found especially in the heart 
and voluntary muscles, also in the thyroid, supra-renals, ovaries, testicle 
and bone-marrow, where they multiply, causing cell destruction, cellular 
infiltration, hyperplasia of connective tissue and fibrosis. The central nervous 
system shows lesions resembling meningo-encephalo-myelitis. The splecn, 
liver and lymphatic glands are enlarged, and according to Chagas the thyroid 
is congested and perhaps goitrous. 

Symptoms.—Recent work has raised considerable doubt on the 
validity of many of the thyroidic features (cretinism, myxcedema, etc.) 
associated with the chronic phases of this disease; Kraus attributes them 
to endemic goitre with superadded infection with 7. cruzi. The incubation 
period is 8 to 10 days. The acute type occurs in infants of under | year and 
is characterised by fever with trypanosomes in the blood, enlargement of 
the spleen and lymph glands, puffiness and cedema of the face and swelling 
of the thyroid. A proportion of cases develop the picture of encephalo- 
meningitis and frequently die. The chronic type presents a symptomatology 
which up to the present has not been accurately determined. Five clinical 
groups have been described: (1) Pseudo-myxcedematous; (2) myxe- 
dematous ; (3) cardiac; (4) nervous; (5) chronic with subacute manifesta- 
tions. Serious disturbance of heart rhythm and neurological manifestations 
with paralysis probably result from intracellular invasion with 7. cruzi, but 
until more accurate information is available eliminating endemic goitre as 
an etiological factor little can be said on this phase of the disease. Much 
chronic heart disease in Brazil, Uruguay and the Argentine ‘is attributed to 
this cause. 

Diagnosis.—In the early acute stages this is made by finding the trypano- 
somes in the peripheral blood, while occasionally puncture of the voluntary 
muscles may reveal the Leishmanial forms. Inoculation of guinea-pigs is 
sometimes successful, and a reliable complement fixation reaction haa been 
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worked out by Machado and others, using extracts of heavily infected heart 
muscle or cultured trypanosomes, 

Prognosis.—The prognosis in acute cases, especially where the central 
nervous system is involved, is grave. 

Treatment.—Proruyxactic.—Destruction of the reduviid bug vectors 
by chemical means, fumigation, etc., is necessary. Better houses and the 
use of mosquito nets are important factors in preventing infection. 

CurativE.—No specific treatment is available, the various drugs successful 
in African trypanosomiasis being ineffective. 


AMCEBIC DYSENTERY 


Definition.—Ameebic dysentery results from infection of the colon 
with Entamaba histolytica (Schaudinn, 1903), and is characterised by an 
afebrile diarrhcea, three or more voluminous stools containing brownish 
mucus and dark red blood usually being passed daily. Latency is a marked 
feature, relapses are frequent, while amcebic hepatitis and liver abscess 
commonly occur. 

Etiology.—This disease is mainly distributed throughout the tropics 
and sub-tropics, but occasionally occurs in temperate regions. Both 
sexes and all ages are liable, though it is less common in young children. 
FE. histolytica gains access to the body in its cystic form via the mouth in 
drinking water or food, especially vegetables, contaminated by convalescent 
or contact carriers, while flies either directly or indirectly may convey the 
infection. The cysts pass through the stomach safely, after which the 
walls are dissolved by the pancreatic juice, and the encysted amcebule 
escape and ultimately invade the colonic mucosa. During this stage it is 
the large, actively motile, tissue-invading amcebe (20 to 30 » in diameter), 
containing ingested red blood cells, which are present in feecal mucus, but 
later, as the lesions become quiescent and begin to heal, precystic amcebe 
appear in the excreta, originating superficially by binary fission from the 
more deeply situated tissue-invading forms. Precystic amoebe are much 
smaller (7 to 18 » in diameter), less actively motile, contain no erythrocytes, 
and must be distinguished from E£. coli. Different races of amcebe give 
rise to cysts of different size containing 1, 2, or 4 nuclei and the characteristic 
chromidial bodies; they are met with in the faces of chronic cases and 
carriers (vide p. 264). 

Clinical and epidemiological observations have suggested that E. histo- 
lytica may remain a somewhat inoffensive organism until its pathogenicity 
is changed by intestinal bacteria. Recent observations on kittens experi- 
mentally infected with EL. histolytica also suggest that in the destructive 
processes accompanying successful invasion of the intestinal wall, a bacterial 
as well as an amoebic factor is implicated. 

Pathology.—After passing into the glands of the large intestine, the 
tissue-invading amcebe multiply, cause toxic degeneration of the lining 
cells, with blockage of the tubules and the production of slightly raised 
yellowish nodules (Wenyon). Simultaneously, the eH con- 
nective tissues are invaded, and a toxic, gelatinous necrosis is produced, 
characterised by an absence of polymorphonuclear leucocytes and occasion- 
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ally by thrombosis of adjacent mesenteric venules. Small abscesses form 
which rupture, producing superficial ulcers with undermined edges, The 
process now extends through the muscularis mucos@ to the submucosa, 
larger bottle-neck ulcers sometimes resulting which are even an inch or more 
in diameter, and are filled with mucoid material, cell debris and amcebe. 
The brown mucus and degenerated blood so characteristic of the amcboid 
stool originate in such lesions. Following rupture of the primary ulcer 
others are similarly produced, the maximum involvement being in the 
cecum, ascending and sigmoid colon, which may be considerably thickened, 
and the rectum. Ulceration rarely extends above the ileo-cacal valve, and 
even in extensive colonic involvement the intervening mucosa does not 
generally appear inflamed. Frequently ulcers heal with pigmented scarring 
of the mucosa and thickening on the peritoneal surface, while in other 
instances ulceration extends to the muscular layers; adhesions may form, 
and more rarely sloughing and perforation may lead to a fatal peritonitis. 
Invasion of the mesenteric venules may produce so-called hepatitis (miliary 
amcebic abscesses), or solitary or multiple amcebic abscesses of the liver, 
lung, brain and spleen, the chief pathological feature of which is the presence 
of tissue-invading amcebe in their non-fibrous necrotic walls. 

Symptoms.—The incubation period varies from 3 weeks to 3 months. 
The onset is generally insidious, commencing with an afebrile diarrhea ; 
later, 3 or 4 bulky, fetid stools containing brown mucus and degenerate 
blood may be pussed daily. Occasionally the onset 1s acute, as in bacillary 
dysentery, with fever, pain, griping and purging associated with the frequent 
evacuation of bloody, brown, mucoid stools containing #. histolytica ; 
tenesmus occurs if the rectum be involved. As the condition progresses 
considerable weight is lost, the skin becomes dry and earthy brown, and 
anorexia, dyspepsia, anemia of secondary type and a mild neutrophil leuco- 
cytosis may develop. Examination often reveals thickening and tenderness 
of the colon, especially of the cecum and sigmoid. Sigmoidoscopy generally 
shows the typical amcebic lesions; in the early stages small superficial 
yellowish nodules and petechial haemorrhages may be noted, while later 
painless yellow ulcers surrounded by zones of hyperseemia appear ; scrapings 
reveal large tissue-invading E. histolytica. As a rule the intervening mucosa 
appears normal, but occasionally a generalised proctitis may be observed 
which completely clears up under emetine treatment. 

Patients from the tropics may give no history of dysentery yet cysts of 
E. histolytica are found in the stools. In this group recurrent abdominal 
pain is often complained of, and physical examination may reveal localised 
tenderness over the cecum, the transverse colon or the sigmoid. Nausea, 
flatulence and constipation are common, and though a few complain of 
diarrhea this is not frequent. Sigmoidoscopy reveals no abnormality. 
Appendicitis, cholecystitis, gastric or duodenal ulcer, gastritis, or diverti- 
culitis may be suspected; yet treatment with emetine-bismuth-iodide 
which eliminates the cysts from the feces is frequently followed by the 
disappearance of gastro-intestinal symptoms and under such circumstances 
they can with justification be regarded as of ameebic origin. 

Complications.—Post-dysenteric adhesions, retro-colic abscess, in- 
testinal hemorrhage and perforation with peritonitis may result by an 
extension of the ulcerative process. The appendix has been found involved 
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in 7 per cent. of cases. Amoebic hepatitis associated with fever, enlarged 
tender liver, shoulder pain and leucocytosis, and responding satisfactorily to 
emetine injections, is not infrequent, while liver abscess, often accompanied 
by rigors, sweating and involvement of the right base of the lung, may develop. 
If unrelieved the abscess may burst into the pleura, pericardium, rasch 
or large bowel, etc., according to its anatomical situation. More rarely, 
amoebiasis of the brain, spleen, seminal vesicles and testicle has been re- 
corded. Ameebic ulceration of the skin and subcutaneous tissues may 
develop around the sinus associated with a liver abscess, a colostomy wound 
or ameebic lesions involving the anus. Extensive gangrene involving the 
buttock, perineum and scrotum has been described by the Meleneys. 

Course.—The majority of cases run a chronic course, and even without 
specific treatment the tendency for amcebic dysentery is to improve tem- 
porary: but relapses are frequent and very characteristic of the disease. 

atency is marked, and contact carriers are frequently encountered who 
never suffered from dysentery. 

Diagnosis.—The diagnosis is made by finding the large invading-tissue 
amoebee in the fresh mucus in acute cases, and the precystic forms or cysts 
in the feeces of chronic cases and carriers. Four other forms of amcsbe, 
non-pathogenic to man, occur in the feccs, namely Entameba coli, Endo- 
lamax nana, lodameba biitschlu and Dientamada fragilis ; these have to be 
differentiated from the tissue-invading and precystic forms of KE. histolytica 
in fecal examinations. Not infrequently, scrapings obtained during 
sigmoidoscopy reveal amcbe despite previous negative reports on the 
feeces, and in any case of doubt instrumental examination should be carried 
out. Cytologically fewer pus cells are present in amcebic exudate than in 
bacillary dysentery, and Charcot-Leyden crystals also not infrequently 
occur. JL. histolytica has been successfully cultivated on special media ; 
the amcebes feed on bacteria, starch granules and red blood cells where avail- 
able, but the method as yet is hardly applicable to routine work. X-ray 
examination after a bariuin’enema eliminates many other lesions entering into 
the differential diagnosis, while in distinguishing malignant disease, chronic 
bacillary dysentery, ulcerative colitis, bilharzial and balantidial ulcerations 
of the colon from chronic amcebiasis, sigmoidoscopy, reinforced by laboratory 
methods of examination, becomes indispensable. A valuable complement 
fixation reaction has been perfected by Craig using an alcoholic extract of 
cultures of E. histolytica as antigen. In some 90 per cent. of cases yielding 
a positive reaction #. histolytica or cysts were demonstrated. 

Prognosis.—With modern methods of treatment uncomplicated cases 
of amcebic dysentery almost invariably recover, and a large proportion 
are permanently curable. The prognosis is naturally more serious where 
complications like liver abscess exist, and here one or more aspirations 
generally suffice, unless secondary bacterial infection has ensued. Colonic 
perforation with peritonitis is frequently, and brain abscess invariably, fatal. 

Treatment.—Prorny.actic.—As the disease is acquired by fecal con- 
tamination of food and water, it becomes important to ascertain that personal 
servants and cooks are not carriers. Food should be protected from flies, 
and measures should be taken to avoid contamination of water and uncooked 
vegeta bles. 

Curative.—Long before amoebic and bacillary dysentery were differenti- 
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ated, ipecacuanha was recognised as effective in certain cases. Later, one of 
its alkaloids, emetine, was proved of great value by Rogers in India, and 
more recently other preparations, including bismuth-emetine-iodide, emetine 
periodide and auremetine, have been introduced. The toxic properties of 
emetine and its compounds should never be forgotten, and during intensive 
treatment it is essential that the patient be kept in bed on a simple, non- 
irritating, low-residue diet, milk being citrated to avoid clot formation. 

Emetine is indicated where the tissue-invading amcebew have produced 
viscera] complications like hepatitis and amoshic abscess, and also during 
the initial attack. Emetine hydrochloride is injected intramuscularly or sub- 
cutaneously in 1 grain doses daily for a period not exceeding 10 days in a 
normal-sized adult, but the dose should be decreased in debilitated persons and 
those of low body weight. Children receive a dose proportional to age, for 
those under 3 years never exceeding $4 grain, and for those under 6 years 
+ grain per day. Emetine is a muscle poison and, owing to the cumulative 
action of the drug, treatment should not be repeated within 2 to 3 weeks. 
Diarrhoea is commonly induced, and toxic symptoms include asthenia, cardio- 
vascular depression, low blood pressure, tachycardia, extra systoles, extreme 
muscular weakness causing paresis or even paralysis of the limbs; death 
may occur from cardiac failure, with paroxysmal tachycardia or auricular 
fibrillation. 

Emetine-Bismuth-Iodide (E.B.I.).—This drug is preferable to emetine 
hydrochloride in chronic cases and carriers showing cysts, but it has the 
disadvantage of causing considerable nausea and vomiting, and is best given 
on an empty stomach late at night in gelatine capsules, 4 hours after the last 
feed. Phenobarbitone (gr. 1) or tincture of opium (min. 15) is given half an 
hour previously when necessary. Nightly doses, of grs. 3, are given for 10 to 12 
doses, the total course varying from 30 to 36 grains. During the course 
patients often lose weight at the rate of 4 lb. daily, and usually there is a 
definite fall in blood pressure and slowing of the pulse. Emetine periodide 
(E.P.1.), in capsules in a dosage up to grs. 6 daily, for 10 days, is also effective ; 
it tends to cause less vomiting than H.B.I. 

Carbarsone, which is a pentavalent arsenical, is an effective amabicide 
for both vegetative forms and cysts, and 1s less toxic than stovarsol, which 
it is largely superseding. It does not, however, cure hepatitis or amoebic 
abscess. ‘The drug is administered in pulvules containing 0-25 g., one 
pulvule being given twice daily after food for 10 days. Carbarsone can be 
used in ambulatory cases on a normal diet, and from these points of view 
possesses distinct advantages over the more toxic emetine preparations, 

Chiniofon.—Chiniofon (yatren) is an iodine-oxyquinolin - sulphonic 
acid combination, and can be given by the mouth or as a retention 
enema. The adult dose is } to 1 g. of the powder in gelatine capsules thrice 
daily for 10 days, repeated if necessary after a week’s interval. If 
given per rectum the bowel should be first washed out with 1 pint of 2 per cent. 
sodium bicarbonate solution to remove mucus, and an hour later 200 c.c. of a 
2°5 per cent. solution of chiniofon is run into the rectum and retained for as 
long as 8 hours if possible. 

Combined treatment.—The most favoured combination in cyst cases con- 
sists of retention enemas of chiniofon in the morning and E.B.I. at night, 
or a course of the double iodide followed by carbarsone. During convales- 
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cence a non-irritating low-residue diet reinforced with vitamins is advisable, 
and alcohol should be avoided; meat is allowed once daily. The results 
of modern therapy are as a rule satisfactory, though relapses may 
occur, necessitating further courses of treatment, no matter what drug 
is used, 

Surgical complications ——Emetine should always be given in hepatitis 
and also in amcebic abscess before needling, to relieve congestion fae a 
Open operation and drainage should be confined to abscesses secondarily 
infected with bacteria. Amebic appendicitis is only part of an amebic 
typhlitis, and responds satisfactorily to emetine. Perforation is almost 
invariably fatal, unless immediately operated on. 

For Bacituary DysENTERY, see p. 118. 


CILIATE DYSENTERY 


Definition.—An ulcerative condition of the colon caused by Balantidium 
colt (Malmstren, 1857). 

/Etiology.—Human infections generally occur amongst those having 
occupational contact with pigs, which also harbour this ciliate; cases have 
been reported from Europe, America, Asia and Africa. The ciliate is egg- 
shaped, 50 to 80 » long by 30 to 55 » broad; large and smaller forms are 
described. At its anterior end is the peristome; its interior contains a 
sausage-shaped macronucleus, a micronucleus and vacuoles, while externally 
the whole body is covered with longitudinal rows of cilia. Encysted forms, 
50 to 60 » long, also occur in the feces. As healthy carriers are frequently 
encountered, it is not improbable that there is some secondary bacterial or 
other factor which determines the pathogenicity of Balantedium colt. 

Pathology.—The colon, and more rarely the ileum, show ulcers dis- 
tinguishable from ameebic lesions only by the demonstration of Balantidium 
coli, which is found both in the cavity of the ulcer and the surrounding 
submucosa; it may also invade adjacent lymph glands, but not the 
liver. 

Symptoms.—In many cases the disease remains latent and symptoms 
are absent. In others the onset is insidious, with loose motions, later followed 
by sanguineous, mucoid stools typical of chronic dysentery; anemia 
may develop. Intestinal perforation has been reported, but never liver 
abscess. 

Prognosis -The mortality rate including latent cases is about 7 per cent. 
(Walker), but in those showing active dysentery it may reach 29 per cent. 
(Strong). 

Diag tieiav--sipmisidoanony may show colonic ulcers, but diagnosis 
is dependent on demonstrating Balantidium coli or its cysts in the excreta, 
or in scrapings from the ulcers themselves. 

Treatment.—Most of the remedies tried have not been satisfactory. 
Aguilar advises restricting carbohydrates and increasing protein and fresh 
vegetables. Stovarsol in doses of 0-25 g. (4 grains) twice daily after meals 
for one week or carbarsone in a similar dosage for 10 days holds out some 

rospect of cure. Methylene-blue by the mouth and as an enema (1-3000) 
bas been advocated and Walker considers silver protein of value. High colonic 
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irrigation with solutions of iodine, quinine and silver nitrate have been. 
recommended, but owing to the spontaneous disappearance of the ciliates 
from time to time the value of different remedies is difficult to assess. 


FLAGELLATE DIARRHGA 


There are three common intestinal flagellates of man, Grardia intestinalis 
(Lambl, 1859) which inhabits the upper intestine, Trichomonas hominis 
(Lavaine, 1860) and Chilomastix mesnils (Wenyon, 1910) found in the cecum 
and colon. Considerable controversy has arisen regarding their patho- 
genicity and, though admittedly they are more common in cases of diarrhcea 
than in healthy individuals, nowhere do they actually invade the intestinal 
mucosa. Encysted flagellates are frequently found in normal stools, and 
Dobell has pointed out that the free flagellate forms which are naturally 
adapted to a fluid medium only appear when the stools become liquid or 
loose. From a clinical viewpoint, however, Grardia intestinalis has some 
claim to pathogenicity. 


Gurpia Inrestinatis (Lambl. 1859) 


Synonyms.—Lamblia intestinalis ; Giardia lamblia. 

fEtiology.—This parasite inhabits the jejunum and duodenum and 
occasionally reaches the bile ducts. It is a pear-shaped flagellate (10 to 
18 » long x5 to 10 » broad), possessing a concave sucker on its ventral 
surface, and in the encysted form may persist for many years in the feces. 
As with certain other flagellates decreased or absent secretion of hydrochloric 
acid in the stomach appears to predispose to infection, and after gastro- 
jeJunostomy we have found them in aspirated gastric juice. 

Pathology.—In animals the glands of the small intestine may be found 
shies with giardia, and though they never cause ulceration or hemorrhage, 

yperinfection may, as Wenyon points out, lead to surface irritation. It 

is probable that in this fashion catarrhal enteritis results. 

Symptoms.—Though encysted forms are often found im the feces in 
healthy individuals, periodic attacks of diarrhoea may occur associated with 
the passage of large quantities of clear mucus or ochre-yellow stools in which 
enormous numbers of free flagellates occur. The demonstration of these 
flagellates in the bile by means of a duodenal tube does not constitute 
evidence of invasion of the biliary passages and gall bladder, and the present 
tendency to attribute all manner of symptoms to Giardia infection is to be 
deprecated. 

Prognosis.—This is good ; fatal cases in man being unknown. 

Treatment.—Mepacrine hydrochloride (atebrin) in a dosage of 0:1 g. 
t.d.s., p.c. for a period of 5 days eradicates Giardia infection completely. 

G. CARMICHAEL Low. 
N. Hamitton Farrury. 
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F. RICKETTSIA DISEASES 
INTRODUCTION 


Rickettsia bodies are small, non-motile, Gram-negative bodies usually less 
than 0-5 » in diameter. They are more or less pleomorphic, and are found 
in both host tissues and arthropod vectors. They can only be cultivated in 
the presence of living tissue, and are mainly located within mesothelial cells, 
either in the cytoplasm or nucleus. Ricketts (1909) first noted these bodies 
in guinea-pigs and monkeys with Rocky Mountain spotted fever, and since 
then several varieties affecting man have been described. Thus, classical 
typhus and Brill’s disease are caused by Rickettsia prowazeki; Rocky Mountain 
spotted fever by R. rickettst ; murine typhus by R. mooser: ; tsutsugamushi 
disease by FR. orientalis; trench fever by Fh quintana; and “Q” fever by 
R., burnett. 

An ever-increasing number of typhus-like fevers is being described in 
different parts of the world caused by rickettsias, and carried by arthropods 
like lice, fleas, ticks and mites in which rodents play an important réle as 
reservoirs of infection. They have been classified on a geographical basis, 
according to their insect vectors, or in terms of their agglutination reaction 
with X2, X19 and XK strains of Bacillus proteus. 

The etiological relationship, if any, between the rickettsias and the 
various strains of B. proteus which have from time to time been isolated 
from typhus cases and are agglutinated in different fashions by sera derived 
from typhus-like patients, remains undetermined. It is probable that there 
is no etiological relationship, the Weil-Felix reaction being merely an example 
of heterologous agglutination. 

The Weil-Felix Reaction.—Suspensions of X19, X2 and XK strains of 
B. proteus are now employed in this agglutination test. Originally the 
reaction was carried out with living suspension, but now the alcoholic method, 
which destroys the flagella and preserves solutions of “O” antigen for six 
months, is used. In general it may be said that X19 is the main antigen for 
louse and flea-borne typhus, XK for mite typhus, while the sera from patients 
with tick typhus, as a rule, react in low titre to all three strains. The serum 
from patients with “Q” fever, however, does not react with any of these 
strains. Felix thinks the strain forming the main antigen for the tick-borne 
group has yet to be discovered. 

For clinical purposes, a rising titre exceeding 1 in 100 may be taken as 
diagnostic. The test should be made as early as possible in order to estimate 
subsequent rises in titre. A significant rise rarely occurs during the first 
week, but it is generally well established by the tenth day. The maximum 
titre of 1/1000 to 1/10,000 may not be attained until convalescence, after 
which the reaction weakens and gradually becomes negative. 

Though the test is of little diagnostic utility during the first week and 
may occasionally fail to reveal agglutinin in significant titre in severe cases 
until convalescence is reached, it is a reliable test of very real clinical value. 
Non-specific stimulation of the proteus “0” agglutinin in other bacterial 
infections of man rarely occurs. 
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Megaw has suggested the classification of typhus and the typhus-like 
fevers in terms of the host vector, and this will be adopted as being the most 
suitable classification for present purposes. 


FLEA TYPHUS 


Synonyms.—Murine Typhus; Hone’s Disease ; Ship Typhus; Typhus 
Murin; Endemic Typhus; Urban Tropical Typhus; Shop Typhus; X19 
Tropical Typhus. 

efinition.—A mild typhus-like fever, with a world-wide distribution, 
generally occurring in non-epidemic form, and caused by Rickettsia 
moosert. It is conveyed to man by the rat flea, Xenopsylla cheopis, 
pas infected rats or other rodents which are natural reservoirs of the 
isease. 

fEtiology.—That some connection might exist between the handling of 
grain and rats was first suggested by Hone (1922) in South Australia. Maxcy 
(1926) suggested that the sporadic typhus-like fever of North America was 
conveyed by fleas from infected rats to man, and Dyer and others (1931) 
found that fleas collected from rats and injected into guinea-pigs produced 
the disease. Nicolle (1933) described the same disease under the title “ Typhus 
murin ” in sailors in French war-ships in the Mediterranean. 

R. moosert has a similar morphology to R. prowazekt, which causes epidemic 
typhus, and the Weil-Felix reaction with X19 strains is similarly positive 
in the two diseases. The two rickettsias are differentiated by the fact that 
R. mooseri gives a positive scrotal reaction when inoculated into guinea-pigs. 
However, it has recently been found in Mexico that a strain which at first 
gave a negative scrotal reaction, later gave a positive reaction after repeated 
passage through these animals. R. prowazekr and R. moosert may therefore 
be identical and epidemic typhus have a murine origin, the strain being 
modified by repeated passage through man. Similarly, Brill’s disease 
was at one time regarded as a variety of flea-borne murine typhus, but 
Zinsser has proved that in America it is really a mild recrudescence 
of louse-borne typhus occurring in carrier immigrants who had suffered 
from epidemic typhus contracted in Kurope as long as twenty years 
previously. 

Pathology.—Patients rarely die with flea-borne typhus, but there is no 
evidence that the lesions differ from those of mild epidemic typhus. In in- 
fected animals the lesions are very similar to those caused by R. prowazeki 
except in the guinea-pig, where the scrotum becomes dusky red, swollen 
and inflamed, the tunica is thickened and may show hemorrhage 
and exudate, and the testicle is swollen. This lasts some four days, is 
known as the Neill-Mooser reaction, and is feeble and inconstant with 
R. prowazekr. 

Symptoms.—The incubation period is generally 8 to 14 days, but excep- 
tionally it may be 3 weeks. The onset is generally rapid, and the clinical 
picture similar to that of mild epidemic typhus, the temperature rising to 
102° to 103° F. and persisting for about a week; shivery feelings, headache 
and pains in the back, and cough may occur. The face becomes flushed and 
the conjunctive are somewhat injected, but not to the degree seen in classical 
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typhus. A macular or papular rash may appear about the fourth or fifth 
day, but even in Europeans it is faint, while in dark-skinned races it may 
not be visible at all. Complications are generally absent, and convalescence 
uninterrupted and rapid. 

Diagnosis.—A history of association with rats known to harbour the 
disease, the mild nature of the fever, and the strongly positive Weil-Felix 
reaction to X19 strain of B. proteus and negative response to XK will enable 
a diagnosis to be made in most cases. Though the malady cannot be differ- 
entiated from Brill’s disease on these grounds, inoculation of rats which are 
very susceptible to flea typhus will settle the question, for rats are resistant 
to the virus of Brill’s disease. 

Prognosis.—The mortality ranges from 1 to 4 per cent., except in cases 
of the Mexican Tabardillo, which may be as fatal as classical typhus. Mooser 
holds that Tabardillo can be transmitted by lice as well as fleas, so its status 
is problematical. | 

Treatment.—PropHYLAXIS consists essentially of rat destruction and 
the avoidance of contact with rats. Vaccines of formolised suspension of 
Mexican murine virus from injected guinea-pigs have been employed by 
Zinsser and Castenada, with promising results. Experimentally, immunity 
is good against the murine strains, but only partial against classical typhus. 
Nicolle and Laigret’s vaccine prepared from the brains of guinea-pigs or rats 
injected with the Tunis strain of murine typhus is also used to immunise man 
against both murine and epidemic typhus. 

No specific curative treatment is known. The measures outlined in the 
treatment of louse-borne typhus are applicable. 


MITE TYPHUS 


A number of varieties of mite typhus has been described due to the one 
virus, #. ortentulis or f. tsutsugamushi. For many yeazs the scrub or rural 
form of tropical typhus described by Fletcher in the Federated Malay States, 
and transmitted by Tromlicula dehensis from infected rats, was regarded as 
differmmg from tsutsugamushi disease inasmuch as there was supposed to be 
an absence of a primary lesion, lymphangitisand bubo. Lewthwaite and Savoor 
(1940) have now identified the two viruses, and shown that in rural typhus 
there may be either a persisting necrotic ulcer or a fleeting papular lesion 
which often escapes recognition by its disappearance before the onset of other 
symptoms. The local lesion is common in the white-skinned European and 
rare in the dark-skinned Tamil. In Sumatra the pseudo-typhus of Deli, 
transmitted by T'rombicula deliensis from infected rats, is also identical with 
tsutsugamushi ; though the mortality is only 5 per cent. in the indigenous 
population, it may be as high as 40 per cent. in Kuropeans. Similarly, Moss- 
man or coastal fever of Queensland is a mild type of mite-typhus conveyed 
from rats by the mite—Lalaps australiensis; sugar-cane workers are especi- 
ally affected. Lymphangitis and lymphadenitis are common, but the primary 
lesion, with its black central eschar and surrounding red areola, has been 
noted only occasionally. 

Tsutsugamushi or Japanese river fever will be described as the type for 
mite typhus. 
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TsuTSUGAMUSHI DISEASE 


Synonyms.—Japanese River Fever ; Pseudo-Typhoid of Deli; Mossman 
or Queensland Coastal Fever; Rural or Scrub Tropical Typhus; Sumatra 
Mite Fever. 

Definition.—An acute febrile disease of the typhus group often associated 
with a local ulcer, lymphangitis, adenitis, and an erythematous eruption. 
Tt is caused by R. onentalis, and in Japan is transmitted from ieee field 
mice by the bite of a larval mite—Trombicula akamushi. 

fEtiology.—The disease occurs commonly in July and August amongst 
harvesters handling the hemp crop in the Island of Nippon, Japan. It is 
also encountered in Formosa, Korea, China, Malaya, the Philippines and 
Sumatra. The disease is primarily an epizootic in mice, rats and possibly 
other rodents. In Japan the field vole, Microtus montebelli, is the reservoir 
host. Trombiculid mites pass through four stages in their development, but 
it is only the larval stage of T. akamushi or T. deliensis which can transmit 
infection to man. 

Pathology.—Hsmorrhages into the serous membranes, splenomegaly, 
pulmonary congestion, adenitis, especially involving the thoracic and mes- 
enteric lymph glands, cloudy swelling of the kidneys and liver, and myo- 
cardial degeneration may be found at autopsy. A local necrotic ulcer, with 
adenitis, is often present. Rickettsial bodies are generally demonstrable in 
the vascular lesions of the brain; they are common in the cytoplasm of the 
endothelial cells of the capillaries and smaller arterioles. 

Symptoms.—In the Japanese form of the disease a small papule generally 
appears 2 or 3 days after attachment of the larval mite to the skin, especially 
that of the axille, genitals, or limbs. The papule may subside, or become 

ustular and form a necrotic ulcer some 6 to 8 mm. in diameter, surrounded 

y a red areola. Within the incubation period the lymph glands draining 
the bitten area become tender, painful and enlarged, and generally there is 
an associated lymphangitis. 

Fever commences some 5 to 14 days after the bite, and the onset is 
generally sudden, with shivery feelings or rigor, headache, giddiness, malaise, 
and perhaps vomiting and pains in the chest. Sometimes there 1s a period of 
malaise and mild headache for 2 or 3 days prior to the onset of fever. Injected 
conjunctive, a furred cracked tongue and constipation are common, while 
hypereesthesia, deafness, sweating, cough and signs of bronchial irritation 
may develop. Diarrhoea occurs in some cases. About the seventh day a 
dark macular rash appears on the face, later spreading to the limbs and 
trunk; it may be papular, but never becomes petechial. It lasts about 5 
days, and, unlike the rash of Rocky Mountain spotted fever, does not tend 
to involve the hands and fect. The spleen is demonstrably enlarged in over 
half the cases, and generalised slight enlargement of the axillary, cervical 
and groin glands is not infrequent. 

During the second week the fever is higher (103°-104° F.), prostration 
and mental symptoms such as insomnia are more marked, and should delirium 
or coma develop the outlook is grave. The blood pressure is low, there is 
considerable loss of weight, and the knee jerks are often absent. Leucopznia 
is the rule, and a mild grade of albuminuria common. The duration of the 
fever is from 2 to 3 weeks, the temperature reaching its maximum about 
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the fifth day, and falling by lysis or by crisis after disappearance of the 
eruption. 

Abortive cases with adenitis and transient fever sometimes occur, and 
patients may remember removing the larval tick from the place where the 
ulcer subsequently developed. 

Complications.—These include acute bronchitis, broncho-pneumonia, 
parotitis, phlebitis, and myocardial degeneration with heart failure. 

Diagnosis.—T'yphoid and para-typhoid fevers, and leptospirosis may 
simulate typhus. The presence of a necrotic ulcer, with adenitis, followed by 
fever, should enable a cinical diagnosis to be made in patients whose occupa- 
tion is liable to bring them in contact with larval mites. Where the local 
lesion and adenitis are absent or inconspicuous a Weil-Felix reaction, positive 
to OXK and negative to OX2 and OX19 strains, would clinch the diagnosis. 
In Malaya, urban typhus has to be differentiated; here the Weil-Felix is 
positive with OX19 type, while male guinea-pigs inoculated with the blood 
taken early in the disease produce scrotal swelling, which does not occur in 
tsutsugamushi. 

Prognosis.—The development during the second or third week of delirium 
and coma, myocardial failure, or broncho-pneumonia is an unfavourable 
feature. In Japan the mortality rate is about 30 per cent., varying from 
20 to 50 per cent. in different reports. In Malaya it is now about 15 per cent. 

Treatment.—Prevention consists essentially in measures designed to 
avoid contact with larval mites. Anigstein’s vaccine consists of formolised 
saline emulsions of blood or tissue from patients or animals infected with 
Malayan tsutsugamushi. Some 200 and 400 million organisms are injected 
at weekly intervals, but no definite statement regarding its value can yet be 
made. 

Curative treatment follows the lines outlined in classical typhus. No 
specific cure is available. 


TICK TYPHUS 


Several strains of virus are probably concerned in the causation of tick- 
borne typhus. The reservoir hosts are rodents and dogs, and, as Megaw 
points out, the epidemiological and clinical features of the different tick- 
borne diseases have sufficient in common to justify their being dealt with 
together. The agglutination reaction to all the strains OX2, OX19 and OXK 
tends to be of low titre, and serum from patients with “‘ Q”’ fever does not 
react with any known strain of B. proteus. 

Spotted fever of the Rocky Mountains was recognised long before any 
other types, and includes the milder Eastern type of spotted fever and possibly 
the more severe Sao Paulo fever. The latter is conveyed from rats to man 
by the horse tick, Amblyomma cajennense, and has a mortality rate of 70 
per cent.; it closely resembles the graver cases of Rocky Mountain spotted 
fever, and its virus also immunises animals against the latter disease. 

Fiévre Boutonneuse and the tick-bite fevers of Kenya and South Africa 
have much in common. Unlike Rocky Mountain spotted fever there is 
usually a sore at the site of the tick bite, and in experimental animals there 
is cross immunisation between boutonneuse and the South African virus. 


TICK TYPHUS 273 


Fiévre Boutonncuse occurs 12 most countries bordering on the Mediterranean, 
and is probably conveyed from dogs by the dog-tick, Rhipicephalus sanguineus. 
Clinically, it resembles the mild form of Rocky Mountain spotted fever, but 
the presence of a local necrotic ulcer of dark red areola, the more nodular 
nature of the rash, and the low mortality rate of 1 to 2 per cent. are out- 
standing differences. Furthermore, the virus of boutonneuse fever does not, 
as a rule, produce scrotal swelling in guinea-pigs, nor does it give cross 
protection against Rocky Mountain spotted fever virus. 

“Q” fever, which is caused by R&. burnetz, gives rise to a mild typhus-like 
fever in man and inoculated guinea-pigs. In mice inoculated with human 
blood collected during the fever, Rickettsi@ are found in the spleen and sus- 
pensions obtained from mouse tissue are agglutinated in high titre by human 
serum from infected cases. The Weil-Fclix reaction with the serum, however, 
is negative to all the known strains of B. proteus. In Australia the bandicott 
is a natural reservoir of infection and infected ticks of the species, Hama- 
physalis hurnerosa, have recently been collected from these animals. “Q” 
virus has also been found in Dermacentor andersom by Dyer, in Montana, 
where the inhabitants of certain villages acquire the disease. Guinea-pigs, 
injected with a vaccine which will protect against Rocky Mountain spotted 
fever, are not protected against “ Q”’ fever. 


Rocxy Mountain Tick Typuus 


Synonyms.—Rocky Mountain Spotted Fever ; Spotted Fever of Eastern 
e. 

\Definition.—A non-epidemic severe typhus-like fever long recognised in 
the Rocky Mountains. It is generally unassociated with a local lesion or 
adenitis, and is transmitted to man from infected rodents by the bites of 
several different species of ticks including Dermacentor andersom. The 
disease may have a high mortality. 

ZEtiology.—The disease primarily affects wild rodents, and, as shown b 
Wilson and Chowning (1904), is conveyed to man by ticks. Larval and syinoh 
ticks transmit the virus from rodent to rodent, but human beings are usually 
infected by adult ticks of the species Dermacentor andersom, D. variabilis 
and Hamophysalis leporispalustris. Infected ticks transmit the infection to 
their offspring. It is said that a single infected tick may contain 15,000 
infecting doses. The causal organism, rickettsia rickettst, was described by 
Ricketts (1909) in the blood of guinea-pigs and monkeys infected with Rocky 
Mountain spotted fever. 2H. rickettst produces a well-marked scrotal reaction 
in inoculated guinea-pigs, and can be demonstrated in the fluid exudate of 
the tunica vaginalis prior to generalised dissemination in the blood stream. 

Most infections are found in people whose occupations brings them in 
contact with ticks. Where town dwellers are affected, dogs probably are 
implicated. Most cases occur in April and May in the Rocky Mountains, and 
in the summer in the Eastern States of the U.S.A. ; 

Pathology.—Pathological changes include petechial hemorrhages in- 
volving the skin and serous membrane, enlargement of the spleen and lymph 
glands, and degenerative changes in the kidneys, liver and heart. Prolifera- 

«tion of the vascular endothelium often leads to thrombosis and possible 
secondary gangrene. QR. rickelisi is found within the nuclei of mesothelial 
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cells, not in the cytoplasm as with FR. prowazeki. Vessels of the brain as well 
as the viscera are affected. 

Symptoms.—The incubation period is from 3 to 14 days. A local lesion 
at the site of the tick bite with adenitis is rare. The onset is generally sudden, 
with headache, lumbar and generalised pains, and sometimes sweating, rigors, 
anorexia, malaise and vomiting. The tongue is coated, the conjunctive 
injected, and the temperature rises rapidly to 103° or 104° F., the maximum 
being reached in 3 or 4 days time. By then, in severe cases, the face is be- 
coming dusky and a rose-red macular or papular rash appears. Later the 
macules turn darker, cease to fade on pressure, and may become obviously 
hemorrhagic. The rash is first seen on the wrists and ankles ; later, it extends 
to the body generally, including the palms, soles and face. The fever lasts 
2 or 3 weeks, and falls by rapid lysis. Constipation, restlessness and insomnia 
are usual, while severe cases may show stupor, delirium, coma and convul- 
sions. HKnlargement of the spleen is common, and may be an early feature. 
Later, there may be jaundice and hepatomegaly, and where the central 
nervous system is involved altered reflexes, and Babinski’s and Kernig’s 
signs may be elicited. A leucocytosis of 15,000 to 20,000 per c.mm. is not 
infrequent, but leucopenia may occur; the lymphocytes are increased. 
Albuminuria is the rule in severe cases. 

Apart from this average classical type there are abortive cases, with 
transient fever lasting 3 or 4 days; ambulatory cases, with scanty rash and 
fever lasting 7 to 10 days; and fulminating cases, which die with marked 
nervous symptoms either before the rash has appeared or with a hemorrhagic 
type of eruption. 

Complications and Sequelz.—Convalescence tends to be prolonged, 
especially in severe cases. Bronchitis, pneumonia, femoral and other throm- 
boses, parotitis, hematuria, epistaxis and malseena may complicate the picture. 
Iritis, nephritis, otitis media and gangrene of the fingers, tocs, tonsils, prepuce 
and scrotum have been recorded. 

Diagnosis.—The differcntial diagnosis includes epidemic and other forms 
of typhus, typhoid and the para-typhoid fevers, and cerebrospinal meningitis. 
Geographical considerations, the character of the rash, and the serological 
and other laboratory findings are of importance. Positive serological reaction 
may be obtained with OXK, OX2 or OX19 strains of B. proteus, but often 
reactions in significant titre are not evident until the fever is subsiding; a 
steadily rising titre is, of course, diagnostic. 

Prognosis.—The mortality rate varies from 5 to 50 per cent. in different 
geographical areas. Apart from fulminating cases, the onset of profound 
nervous symptoms, severe cardiovascular depression and a hemorrhagic rash 
indicate a severe infection and imply a correspondingly grave prognosis. 

Treatment.—In endemic areas tick-proof clothing should be worn and 
the body carefully searched for ticks ; iodine should be applied locally after 
their removal. A prophylactic vaccine has been prepared by Spencer and 
Parker in the form of a carbolised emulsion of heavily infected ticks. It gives 
satisfactory protection against both Rocky Mountain and Sao Paolo fevers. 
Medicinal treatment follows the lines outlined for louse typhus. No specific 
therapy is available. 

G. CaRMICHAEL Low. 
N. Haminton Farr.ey. 
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LOUSE-BORNE TYPHUS FEVER 


Synonyms.—Typhus Exanthematicus ; Epidemic Typhus; Jail, Camp 
or Famine Fever. 

Definition.—A highly contagious fever characterised by sudden onset, 
severe prostration, a characteristic rash, and termination by crisis about 
the fourteenth day. The infection is conveyed by body lice, perhaps through 
their bites, but more probably by cutaneous inoculation of their excreta 
by scratching. Head lice are also believed to be possible vectors. The 
disease is one of a group transmitted by lice, ticks, rat fleas, and larval mites. 

ZEtiology.—Most of the factors which conduce to the spread of typhus 
operate by their influence on the parasites by which the disease is con- 
veyed. The lice pass directly from the sick to the healthy, or indirectly by 
means of garments, bedclothes and mattresses. ice which have fed on 
infected persons can, after 8 or 10 days, transmit the disease and remain 
infective for the rest of their lives. Crowding of the sick together in dark, 
ill-ventilated rooms greatly favours the possibility of infection, whilst in the 
presence of free ventilation very close contact 1s necessary before thedisease 
is contracted. 

Exhalations from the lungs, emanations from the skin, and the excreta are 
believed to be capable of conveying the infection, and the bodies of those 
dead of the disease have been supposed to retain their infective powers 
until decomposition sets in. These beliefs, in view of the part played by 
lice, obviously need revision. Typhus carriers are always verminous persons. 
Clothes which harbour infected lice have often transmitted the disease to 
distant parts. The excreta of lice are also infective for a day or two, and 
may possibly be air-borne as dust and inhaled. 

Typhus is a disease of cold and temperate climates ; it occurs in those 
months of the year when confinement within doors and overcrowding are 
most likely. In hot climates frequent bathing, scantiness of attire, free 
action of the skin, and the lethal effect of high temperatures on lice are all 
factors which prevent its spread. 

Predisposing causes are verminous infestation, overcrowding, and destitu- 
tion. Epidemics are particularly liable to occur in times of war and famine. 
Typhus is rare in England, but endemic foci still persist in Irish and perhaps 
some Scottish towns. In Russia and Kastern Kurope the disease is very 
prevalent, and a great epidemic ravaged Serbia in the early days of the War 
of 1914-1918. It has also been recognised in Canada, New York (Brill’s disease), 
Mexico (where it is known as Tabardillo), Manchuria and other places. 

Typhus attacks persons of all ages and both sexes. The greatest mortality 
is in those above middle age (at 50 years it may be 50 per cent., and between 
75 and 80 years, nearly 85 per cent.); attacks in the young are less severe 
and very much less fatal. In populations where the disease is endemic 
attacks may be very mild, but when introduced into other places the type 
may prove excessively severe. In Brill’s disease the mortality is less than 
1 per cent. 

Pathology.—The post-mortem appearances are those common to 
many acute infections and are not in themselves characteristic. Hypostatic 
congestion of the lungs and catarrh of the air-passages are common. The 


276 GENERAL INFECTIOUS DISEASES 


absence of characteristic lesions in the bowel affords a distinction from 
typhoid fever. Beyond occasional meningeal congestion the central nervous 
system appears normal. Zenker’s degeneration of muscle may be found. 

Microscopical examination reveals the presence of nodules of endothelial 
proliferation in the small arteries of the skin and of the brain, also in those 
of the muscles and viscera. 

Prime importance is attached to the presence of Rickettsia bodies 
(Rickettsia prowazeki). These are small and pleomorphic, not more than 0:3 
by 0-4 » in size. They are Gram-negative and stain by Giemsa’s stain. 
Rickettsia bodies are found sparingly in the blood taken from a patient on 
the seventh to the twelfth day of the disease, and also in infected lice and 
their excreta. Similar bodies have been described in the vascular lesions 
and in the éndothelial cells of the liver. 

An agglutinative phenomenon which goes by the name of the Weil- 
Felix reaction affords a valuable means of recognising the disease. The 
reaction is named after two observers who discovered in the urine of patients 
suffering from typhus an organism of the Proteus group which is agglutinated 
in high dilution by the serum of those infected. The strain of Proteus 
concerned is known as the O variety of X19, and agglutinations have been 
obtained with dilutions of serum up to 1 in 30,000. Reactions in controls, if 
occurring at all, do not take place in dilutions exceeding 1 in 50 or, at most, 
1 in 100. In half the cases of typhus the reaction is found by the fifth day, 
and in practically all by the tenth day, after which the titre rises for about a 
week. There is, however, no proof that Proteus X19 is capable of producing 
typhus, nor does it confer immunity to the disease. 

The Wassermann reaction is almost always positive in typhus if the 
blood is examined before the crisis, but becomes negative again in con- 
valescence (Bauer). In inoculated persons the titre of the Widal reaction 
for typhoid rises steadily. 

Symptoms.—The incubation period in most cases is about 12 days. 
Hight to 10 days is a common interval when the disease is produced experi- 
mentally. 

The onset is generally sudden, and ingravescence much more rapid than in 
typhoid. Distressing headache, giddiness, shivering or rigor, and frequently 
vomiting mark the accession. Pains in the limbs and back may be severe, 
and blunting of the mental faculties with great muscular prostration is 
evident from the first. The tongue is large and coated, but soon becomes 
brown, and finally may be dark and shrivelled. Appetite is lost, thirst is 
great, the bowels are generally constipated, and the urine high coloured and 
scanty, rich in urea and uric acid, but deficient in chlorides. Albumin may 
appear later and the diazo-reaction 1s very constant. The face is flushed or 
dusky, the features swollen and the appearance apathetic. The conjunctive 
are injected and the pupils contracted. LEpistaxis may occur. The spleen 
may be palpable, but the abdomen is not distended. Even early in the disease, 
especially in alcoholic subjects, marked delirium, mania or stupor may be 
evident. Insomnia is present, or bad dreams disturb the rest. Tinnitus 
occurs, or deafness of nervous origin. The tongue is tremulous, and the gait 
tottering ; if the patient has not already taken to his bed he usually does so 
by the third day of illness. The temperature may reach 104° F. by the first 
night ; the acme, however, is generally attained on the third or fourth day. 
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Associated with the fever is a rapid soft pulse. Marked rapidity of the 
respirations is also noticeable and may lead to an erroneous diagnosis of 
pneumonia. 

The fever (Fig. 5), which during the invasive stage may show remissions, 
after attaining its maximum, which may be as high as 105° or 106° F., shows 
little or no daily variation. At the end of the first week or a day or two later 
a sudden remission, which is rarcly lasting, may occur (pseudo-crisis) ; from 
this period, however, the fever generally shows some abatement and ter- 
minates by a sudden or somewhat gradual crisis on the thirteenth to the 
seventeenth day of the disease. 

__ The rash appears on the fourth or fifth day, first on the axillary folds, the 
sides of the chest and the abdomen. It avoids the face, which is merely 
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Fie. 5.—Typhus fever. Illustrating a somewhat gradual onset and 
abruptttermination, by crisis. 


flushed and congested, does not appear on the palate, and rarely on the palms 
and soles, but with these exceptions it may become general all over the body, 
although it is most profuse on the trunk, especially on the back. The three 
elements of which it consists are macules, papules and petechie. The 
macular elements of the rash generally appear before the papular elements 
and are much larger and blotchy ; they appear to be in the skin rather than 
on it, hence the term subcuticular mottling which is applied to the appear- 
ance produced. These macules are best seen about the shoulders and axille, 
but often extend to the back and front of the chest, the thighs and arms. 
The papules resemble the rose spots of typhoid. At first they fade on pressure ; 
later they may show petechis, becoming dull red or brown and indelible. 
They do not appear in successive crops. Purple petechie which resemble 
flea-bites and sometimes also purpuric patches are less constant. The latter 
indicate a severe infection, the hemorrhagic character of which may be 
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confirmed by the occurrence of hamatemesis, meleena or hematuria. Pro- 
fusion of the rash in typhus is an indication of a severe attack. In mild 
cases the eruption is scanty, and in children it is very evanescent. 

A leucopenia in the early stagés is followed by anemia and leucocytosis, 
in which polynuclears or monocytes may predominate. 

The cerebro-spinal fluid may show a slight lymphocytosis, and also give 
a low positive Weil-Felix reaction. The globulin is increased. 

Towards the end of the second week the patient in a grave case may enter 
on the second stage of his disease. There is less complaint of headache ; 
delirium, if present, is less violent and of a muttering rather than maniacal 
type. Prostration may be extreme and sleeplessness pronounced. The 
face is dusky, sordes accumulate on the teeth, and a curious mousy odour 
emanates from the patient. Day by day the nervous depression increases 
and the patient lies helpless on his back with a tendency to sink down in 
the bed. The pupils are pin-hole, the eyes half open and fixed (coma vigil). 
Although deaf and unnoticing, he mutters incoherently and can be roused 
with some difficulty. Tremors of the tongue and tendons, and picking at 
the bedclothes are apt to occur. The pulse quickens and may reach 130 
per minute. It is dicrotic or almost imperceptible. The heart’s impulse is 
feeble and the first sound faint or inaudible. The blood pressure falls steadily. 
Acceleration of respiration is more than ever pronounced, 40 per minute 
not being unusual; the breathing is shallow, and hypostatic congestion of 
the lung bases occurs. The urine may be retained or passed into the bed, 
as also the feces. Bed-sores are apt to form. The patient may pass away in 
coma, or hyperpyrexia may precede death, which may occur in the second 
week, usually it is said on the eleventh day. 

On the fourteenth day, sometimes a little earlier, sometimes later, the 
crisis should occur. The condition suddenly improves; the temperature 
falls, sometimes abruptly, perhaps more frequently by a crisis which is a 
little more gradual. Sleep ensues and the patient awakes from his stupor 
with a moist tongue and skin, a clearer intellect and perhaps a slight critical 
diarrhoea. Inclination for food returns, but there is still extreme weakness. 
Some, failing to rally after the crisis, fall into a state of collapse. In less 
severe cases, where the typhoid state has not been pronounced, the crisis 
may occur rather earlier and recovery be much more rapid ; this is especially 
the case with children. 

Varveties.—Typhus may occur in forms which are characterised by 
extreme mildness or by fulminant severity. The milder types are particularly 
seen among the natives of localities where the disease 1s endemic, and in 
children. Of the severe types, that known as typhus siderans or blasting 
typhus is the most striking. In this form death may occur within 2 or 3 days 
of the onset. A meningeal variety, accompanied by head retraction, ptosis, 
squint and other nervous symptoms, simulates meningitis, which may indeed 
be present. Some cases are characterised by fierce maniacal delirium. Typhus 
also may assume a hemorrhagic form, but this is uncommon. Relapse in 
typhus is almost unknown, and authentic second attacks are rare. 

Complications and Sequelz.—Respiratory complications in the form of 
bronchitis, broncho-pneumonia, or hypostatic congestion of the lungs are 
the commonest. Rarely laryngitis occurs and may lead to necrosis of the 
cartilages and cedema of the glottis. True lobar pneumonia is hardly ever 
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seen. Diarrhoea is sometimes troublesome; it may be accompanied by 
abdominal distension and the passage of blood. Femoral thrombosis, 
analogous to that of typhoid fever, is common. Septic or gangrenous in- 
farcts may be formed in the lungs, and gangrene of the fingers, nose or pudenda 
may occur. Suppurative parotitis is a marked feature of the disease, and the 
inflamed gland may become gangrenous. Gangrenous bed-sores, too, are apt 
to form with great rapidity and pyamic complications may ensue. When 
typhus is followed by hemiplegia or other forms of paralysis, thrombosis or 
embolism of cerebral arteries should be suspected. Mania, melancholia and 
dementia are occasional scquels but generally clear up, although they may 
take several months todoso. Amongst rarer complications may be mentioned 
nephritis, cystitis, orchitis, jaundice and meningitis. 

Diagnosis.—For the Weil-Felix reaction a reliable smooth strain of 
Proteus X19 is requisite. <A rising agglutination titre to this organism is 
most significant. Results with a titre of less than 1: 200 should not be 
accepted as positive unless the titre has risen greatly since the onset. The 
agglutination may become negative in the third or fourth week of con- 
valescence. 

As compared with typhoid, the onset is more sudden, and prostration is 
earlier and more pronounced. The aspect is drunken, the face congested, 
the pupils contracted and the eyes suffused. Diarrhoea and abdominal 
symptoms are unusual. The eruption is more profuse and more widely dis- 
tributed, and the spots, which are paler than those of typhoid, are accompanied 
by subcuticular mottling. The termination of the fever is more abrupt. 
Blood cultures and agglutination tests are of great value in distinguishing 
the two diseases, and to those acquainted with typhus the peculiar mousy 
odour, which is absent in typhoid, is of assistance. Lobar pneumonia, 
especially the apical form with slight meningeal symptoms, may be mistaken 
for typhus, but should be eliminated by careful and repeated physical exam- 
ination of the lungs. The hypostatic pneumonia of typhus is bilateral and 
does not show frank signs of consolidation. Herpes may occur in both 
diseases. Meningitis is now easily distinguished by lumbar puncture and 
examination of the cerebro-spinal fluid. Hncephalitrs lethargica, with fever, 
headache and delirium, must be distinguished by the absence of the char- 
acteristic rash of typhus, the negative Weil-Felix reaction, and the super- 
vention of such signs as ptosis, ophthalmoplegia, and characteristic lethargy 
from which the patient can be roused. The cerebro-spinal fluid may show a 
lymphocytosis, without globulin increase, or it may contain blood. Urama 
is sometimes confused with typhus, but is distinguished by the absence of 
fever and rash and the condition of the urine. Difficulty occasionally arises 
with a fading measles rash, but unlike the rash of typhus this invades the 
face. <A history of catarrhal symptoms may also be obtained in measles. 
The spotted fever of the Rocky Mountains closely resembles typhus. In hot 
climates and on campaigns other possible sources of error in diagnosis are 
small-pox, relapsing fever (epidemics of which often coincide with those of 
typhus), sand-fly fever, and malaria. Influenza also may lead to difficulty. 

Prognosis.—The mortality, which is low in childhood and adolescence, 
then progressively increases (see page 275). In aged patients, recovery is 
the exception. Clinical indications of gravity are persistent sleeplessness, 
marked subsultus, violent delirium or convulsions, evidence of a hemorrhagic 
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Failing circulation is shown by lividity, coldness of the extremities and 
hypostatic congestion of the lungs. Suppression of urine and uremic symp- 
toms are also of grave import. A blood urea of 90 mg. per cent. is unfavour- 
able, and it may rise to 200 mg. in fatal cases. Gangrenous bed-sores, extensive 
parotid suppuration, pyeemic symptoms and peripheral gangrene are of bad 
augury. The disease is particularly deadly to alcoholics, and fat subjects. 
Doctors often fall victims. 

Treatment.—ProruyLactic.—Every effort should be made to get rid of 
lice. The patient should be stripped, the hair clipped short, and the body shaved 
and thoroughly washed before admission to a ward. The garments of 
attendants should be so arranged as to prevent as far as possible the risk of 
being bitten. The clothing of those infected, and of contacts, should at 
once be adequately stcrilised and their living rooms and their contents 
disinfected. Cases of typhus are best treated in isolation hospitals, and 
when the disease is epidemic good results are obtained by forbidding move- 
ments of the populace in the infected areas. Injection of the blood serum 
of healthy convalescents is said to be a prophylactic. 

By cultivating the virus in lice and emulsifying their mid-guts in carbolic 
solution Weigl produced a protective vaccine. This contains dead Rickettsia. 

A quarantine of immediate contacts for at least 15 days is usually recom- 
mended. 

CuraTivE.—This should be on the same lines as those adopted in typhoid 
fever. Free ventilation, tepid sponging night and morning, careful attention 
to the mouth and back, and the adoption of a fluid diet, consisting of milk, 
beef tea, fruit juices and plenty of water, are the essentials, The bowels 
are usually constipated and enemas should be used. The bladder should 
be watched; retention of urine may lead to great restlessness and con- 
stant overflow. When the temperature rises above 103° or 104° F., tepid 
or cold sponging should be repeated. In hot climates, exposure to undue 
heat has a very deleterious effect. For sleeplessness, paraldehyde is the most 
useful hypnotic, but requires to be given in large doses. Wildly delirious 
patients need some form of restraint, and in these cases hyoscine should be 
tried if other means fail. Frequent rectal salines or the administration of 
saline solution intravenously or subcutaneously are beneficial when toxeemia 
is extreme. The tendency to collapse after the crisis should be remembered, 
and patients carefully watched at this period. For further details of sympto- 
matic treatment the article on typhoid may be consulted. 

Cages R. Box. 


TRENCH FEVER 


Ssynonym.—Volhynia Fever. 

Definition.—A blood infection communicable from man to man by 
means of the louse (Pediculus humanus). Characterised by recurrent pyrexia, 
headache, giddiness, pain in the back, pain in the limbs, conjunctival conges- 
tion, sweating, moderate leucocytosis at the height of the fever, and slight 
enlargement of the spleen. 

The infection is often very persistent, and acute febrile relapses may 
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occur after months of quiescence. The disease was first recognised as a specific 
entity during the War of 1914-1918, when it appeared on all the European 
fighting fronts—800,000 being the approximate number of cases occurring in 
France among the Allies during 4 years, and sporadic infections have been 
reported among those coming into contact with returned troops in England 
and elsewhere. 

fEtiology.—Trench fever being transmitted by lice alone, its occurrence 
depends on the presence of these insects and of human carriers of the infec- 
tion. As with other insect-borne diseases, considerable numbers of the 
vector are required before an epidemic is produced, and close contact between 
human beings is necessary to facilitate the transference of the lice. Both 
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Fic. 6. Trench fever. Typical temperature and pulse curves. 


the body louse and the head louse are capable of conveying infection. The 
disease is conveyed by the excreta or crushed bodies of infected lice; the 
virus may enter through the broken skin or unbroken conjunctiva ; rubbing 
and scratching promote infection, but the bites of the lice may cause a 
sufficient lesion to enable infective material to enter the body. 

The causal organism.—No observer, as yet, has succeeded with certainty 
in demonstrating the organism of trench fever in stained or fresh blood 
preparations, though it is known that the blood of patients is infective both 
during fever and in the afebrile intervals and for many months if symptoms 
persist. Further, the blood plasma has been shown to contain the infective 
agent, which in this condition is capable of passing through a Pasteur- 
Chamberland filter (L) with 740 mm. of mercury vacuum. Arkwright, work- 
ing with excreta from lice fed on trench-fever patients, has shown that the 
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infectivity of the excreta for man varies very closely with the presence or 
absence of rickettsia bodies. 

Pathology.—Very little can be said under this heading. Though 
German writers refer to fatal cases of trench fever, no reliable accounts of 
post-mortem examinations are available, and we have no knowledge of any 
death caused by this disease. 

Symptoms and Course.—The incubation period, as evidenced by ex- 
perimental infections with louse excreta, is most frequently 7 to 9 days, but 
the period has been prolonged to 16 days when minute doses of louse excreta 
have been inoculated. 

The onset of the disease is sudden in the majority of cases, though about 
25 per cent. of all patients complain of prodromal symptoms, such as head- 
ache, generalised pains, weakness, diarrhoea, constipation, restlessness, or 
insomnia, for a day or two before the temperature rises. In some instances 
the onset is quite dramatic in its suddenness, the patient collapsing while out 
walking, or even falling from his horse. 

The temperature rises rapidly as a rule, and may reach 103° to 104° F. 
(39-4 to 40° C.) within a few hours of the onset of symptoms. A study of 
the chart reproduced (Ifig. 6) will reveal the main features of the course of the 
fever; the curve may be extremely erratic. The pulse is usually accelerated, 
its curve corresponding to that of the temperature, its rate varying from 90 
to 120 in men of military age. 

In the fully developed attack, the patient’s three chief complaints are 
headache, pain in the small of the back, and pain in the limbs. The head- 
ache is most commonly felt across the forehead and behind the eyes; usually 
one of the earliest symptoms, it is often one of the most severe, persistent, and 
commonly recurrent. When occipital, it is often accompanied by stiffness 
in the back of the neck. The character of the pain in the limbs is twofold : 
(a) Dull aching or gnawing, more or less continuous, always worse at night ; 
and (6) acute pain—shooting or stabbing—which may last many hours, 
especially at night. This latter pain is nearly always felt in the bone and, 
most frequently, in the tibia. There is no part of the body which invariably 
escapes from pain. After a few days, however, the “ pain all over” sub- 
sides and localised pain becomes prominent. The loins and lower limbs are 
most often affected. Pain is usually, but not invariably, symmetrical ; its 
situation may vary from day to day. The pain complained of in the left 
hypochondrium points, in most instances, to involvement of the spleen. In 
early cases the splenic region is frequently so tender that examination by 

alpation is impossible, on account of stiffness of the muscles over the organ. 

hen the spleen is felt, its edge is well-defined and firm. Its actual size, 
however, varies from day to day in the early stages, and does not remain 
constant until late in the disease. It is often observed to increase suddenly 
with the relapses and decrease during the afebrile periods (Day). Areas of 
tenderness are frequently associated with the pains, and may involve the 
spleen, tendons, bones, or joint cartilages. The nerve trunks themselves do 
not appear to be involved. Such tenderness may occur independently of pain, 
or vice versa, and either or both may persist for long periods after the fever 
has subsided. The extent of the areas of tenderness usually increases with 
exacerbations of the disease, which exacerbations may be entirely afebrile. 
As with the pain, the areas of tenderness are usually bilaterally symmetrical, 
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the skin from knee to ankle along the outer border of the tibia being most 
frequently involved. 

The general appearance of the patient during the acute fever suggests 
a condition of extreme discomfort. He is restless, moving constantly to 
relieve the pain, and always failing to find comfort. A fairly constant 
feature of the initial attack is a mild degree of conjunctival congestion ; it 
is usually transient, but frequently recurs with subsequent rises of tempera- 
ture; this “ pink-eye’”’ is not accompanied by increase of secretion. At 
first the tongue is slightly coated with cream-coloured fur, though there is 
nothing characteristic about its appearance: it soon clears, and remains 
remarkably clean. <A peculiar and very constant feature is the rapid alterna- 
tions of shivering and sweating, such alternations occurring several times in 
the course of a single day or night. Profuse sweating, however, 1s rare. 
Rose spots upon the chest and abdomen are frequently seen during the first 
few days of fever. ‘‘ They appear in crops, are fairly uniform in size (4 to 
8 mm. in diameter), with fairly well-defined edges, varying in hue from bright 
pink at first to a dull red colour later. They disappear on pressure and are 
not raised, although vesiculation has been observed in a very few cases. 
They last from 6 to 48 hours and disappear suddenly, leaving no stain; at 
times they make their initial appearance during the relapses, which may be 
afebrile ”’ (H. Fairley Marris). 

The mental condition remains normal throughout the disease in the great 
majority of cases, though rarely there may be some delirium in the most 
acute attacks. The tendon reflexes are exaygerated, and a pseudo ankle- 
clonus is often found. During fever, lateral nystagmus on extreme deviation 
of the eyes is common. Frequency of micturition is complained of by about 
13 per cent. of all cases, and is not associated with pain, but results in the 
passage of an increased amount of urine. A trace of albumin is often present. 
The polyuria occurs as the temperature falls. 

The blood picture indicates abnormal activity of the bone marrow, and a 
moderate and rapidly varying leucocytosis precedes and accompanies the 
fever waves. The count rarely exceeds 20,000 leucocytes per c.mm. The 
increase of white cells is due to outpouring of immature polymorphonuclears 
up to 80 per cent. or more of the total. In the afebrile intervals the mono- 
nuclear elements are relatively increased. This last is probably a condition 
common to many soldiers in the field. In chronic cases the total of red cells 
is increased, the colour index as a rule being about 0-8. 

PROGRESS OF THE CasE.— When a definite afebrile interval occurs between 
the initial fever and the first relapse, all symptoms usually subside as the fever 
abates, to return as the temperature rises. In prolonged cases, the patient’s 
general condition obviously deteriorates and he presents an appearance of 
exhaustion. As relapse succeeds relapse the intervals bring less and less 
relief, though in some cases the later fever waves are accompanied by sin- 
gularly few symptoms. The body weight steadily declines. Usually, after 
a period varying from a few days to about a fortnight from the onset of the 
disease, the acuteness of the patient’s pain subsides, he sleeps well, and his 
appetite returns. There is even then generally some return of pain each night 
in some part of the limbs—most commonly the shins, calves, or ankles. If 
he be allowed to get up he finds walking increases the pain. During the next 
week or two, whether pyrexia recur or not, there are recurrences of symptoms 
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—especially leg pain, each exacerbation being a short replica of the original 
attack, or of some portion of it. In some cases such recurrences are few and 
slight, and the patient soon feels fit and complains of nothing but slight pain 
or still slighter tenderness in a limited area of the legs, from the knees 
downwards. In others the recurrence, even if quite late in the disease, 
as after months of quiescence, may be more severe than the original 
attack. 

Tur CuHronic Disrase.—It has become evident, in a large proportion of 
the cases of trench fever invalided home, that there is a tendency to advance 
through a subacute towards a chronic condition, with symptoms of dis- 
ordered action of the heart, and also in some of neurasthenia. Breathlessness 
on exertion, palpitation, preecordial pain, and giddiness are features of the 
subacute and chronic conditions. The temperature in these chronic cases 
varies considerably ; definite fever waves lasting from a few hours to several 
days occur at irregular intervals, which frequently are to be measured in 
months. 

Diagnosis.—The acute disease may be mistaken for the enteric fevers, 
malaria, cerebro-spinal fever, influenza, dengue, rheumatic fever, European 
relapsing fever, typhus, rat-bite fever, or mild infective jaundice with absence 
of jaundice and albuminuria. Trench fever in the chronic form is particularly 
liable to be mistaken for some form of cardiac disease, neurasthenia, myalgia 
or chronic rheumatism ; and, in addition, must be differentiated from other 
chronic infections, such as malaria, and tuberculosis. 

Prognosis.—Trench fever is practically a non-fatal disease, but may 
result in prolonged ill-health in from 10 to 20 per cent. of all those affected. 
A certain degree of immunity follows an attack of trench fever, more particu- 
larly when the attack has resulted in a complete clinical recovery ; and it 
has been shown experimentally that such immunity may persist for six 
months. 

Treatment.—It is a simple matter to free the individual from lice, and 
as regards the community this depends on successful organisation. The 
sick should be immediately and completely freed from vermin; but their 
isolation alone is not likely to control the spread of an epidemic, as mild 
cases are apt to escape recognition, and chronic cases remain infective 
for too long a period to permit of segregation till all danger is passed. The 
curative treatment is mainly symptomatic, the chief indication being to get 
the patient to bed as early as possible, and to keep him there for 8 days 
after the fever has subsided. In this way the incidence of chronic symptoms 
has been reduced. Chronic cases are best treated by healthy open-air 
exercise, with tonics and small doses of thyroid extract. Even when com- 
plaining of shin pain it is a mistake to allow such cases to live a sedentary 
indoor life. 

Recent observations connected with preventive inoculation against 
typhus may throw light on how trench fever can be controlled. 

W. Byam. 
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- G@. INFECTIOUS DISEASES OF DOUBTFUL OR 
UNKNOWN ATIOLOGY 


FOURTH DISEASE 


Synonym.—Filatow-Dukes Disease. 

Filatow and, later, Clement Dukes described an infectious disease which 
they considered distinct from scarlet fever and rubella. 

It is most prevalent in spring and summer. Previous attacks of scarlet 
fever and of rubella afford no protection. Premonitory symptoms are absent 
or trivial, the first sign usually being a rosy red rash, slightly raised, which 
covers the whole body in a few hours. The temperature may range from 
normal to 103° or even 104° F. The fauces are red, the tongue clean or slightly 
furred, and the pulse only accelerated in proportion to the temperature. 
The posterior cervical, axillary and aaa lymph glands are enlarged to 
the size of peas, hard and somewhat tender. The conjunctive: are pink. 
Desquamation may ensue. 

The incubation period is between 9 and 21 days, and infectivity lasts for 
2 or 3 weeks. 

Most authorities either reserve judgment or refuse to recognise such a 
peut alleging that some of the cases are rubella and some mild scarlet 
ever, 


INFECTIOUS ERYTHEMA 


Synonyms.—Megalerythema Epidemicum ; Fifth Disease. 

A mildly infectious disease of which the etiology and mode of trans- 
mission are unknown. With slight fever, a confluent rosy eruption appears 
on the cheeks, avoiding the circum-oral region. The hot swelling, with its 
well-defined edge, may suggest erysipelas. Discrete papules spread to the 
forehead and neck ; on the next day they invade the trunk and limbs, mainly 
the latter. The extensor surfaces and the buttocks are sites of predilection. 
The papules by confluence form patches, which may assume annular or 
gyrate patterns, spreading at the periphery and fading at the centres. The 
eruption disappears rapidly from the face and trunk, but may persist on the 
limbs for a week or more, and may recur as the result of irritation in a manner 
suggestive of urticaria. Complications are extremely rare. The incubation 
period is from 6 to 14 days, There is a slight polymorphonuclear leucocytoais. 
In contrast with rubella, eosinophilia may occur and plasma cells are scarce. 


GLANDULAR FEVER 


Synonyms.—Infectious Mononucleosis; Monocytic Angina. 

Definition.—An acute, febrile, infectious adenitis, with a characteristic 
increase of mononuclear blood cells. Recovery is the rule, and complications 
are rare. 
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fEtiology.—CGlandular fever is, in all probability, a virus infection. 
Invasion takes place through the throat, the respiratory tract or possibly 
the bowel. Its prevalence is world-wide. The disease is limited to small 
commensal outbreaks, but sporadic cases are not infrequent. It chiefly 
attacks children and young adults, male patients preponderating. The 
incubation period is about a week; it may vary from 5 to 12 days. The 
duration of infectivity is unknown, but appears to be short. 

Symptoms.—In children and adolescents the onset is sudden, with fever 
and faucial injection. Stiffness of the neck, slight dysphagia or follicular 
conjunctivitis may occur. A rapid swelling of the lymph glands under the 
upper half of the sternomastoid muscle sets in. By the second or third day 
the glands may attain a considerable size. They are discrete and scarcely 
tender. The skin over them is not inflamed. In some cases, however, a 
definite membranous angina is already present or supervenes, and glandular 
tenderness is more pronounced (anginose form). Although the glandular 
swelling is at first unilateral, the glands on the other side of the neck may 
enlarge in turn, and minor or even primary swellings of the posterior cervical, 
axillary and inguinal groups may occur. The adenitis is often accompanied 
by sharp pyrexia, the fever being irregular, and ranging from 100° to 103° F., 
or even higher. Exceptionally a fleeting erythematous or rubelliform rash 
appears. The adenitis of glandular fever may not be limited to superficial 
glands or even commence in them. Paroxysmal cough, dysphagia and, rarely, 
even pulmonary collapse may indicate involvement of the mediastinal groups. 
Gastro-intestinal symptoms, such as vomiting and abdominal pain, may 
accompany palpable swelling of the mesenteric glands. Appendicitis may 
be simulated. Slight enlargement of the spleen and of the liver is not un- 
common; rarely jaundice ensues. In some cases a mild lymphocytic 
meningitis has been observed. The blood changes are diagnostic but may be 
very transient. After a fleeting polymorphonuclear leucocytosis or, rarely, 
a neutropenia, the count shows a characteristic increase in the numbers of 
the mononuclear non-granular cells. These may form 40 to 90 per cent. 
of the total leucocytes instead of the normal 20 per cent. The cells are 
not of uniform type, as in acute leukemias. Aberrant cells, which in some 
respects resemble large primitive lymphocytes, and mm some monocytes, 
or plasma cells, may preponderate. The total leucocyte count is rarely more 
than 12,000 to 18,000, but may be 30,000 or more. The red cells are not 
diminished in number. 

Heterophile antibodies, which agglutinate the red corpuscles of aneee 
appear in the blood serum. This constitutes the Paul-Bunnell reaction. It 
becomes positive with the appearance of the swollen glands. A titre of 
1 in 100, or possibly less, is diagnostic of glandular fever. Appearing about 
the fifth day, it may persist for 1 to 4 weeks. Sometimes its appearance is 
delayed. It may also occur in serum sickness. 

The lymphadenitis is characterised by hyperplasia of the reticulo-endo- 
ei and germ-centres which may be packed with cells like those in the 

lood. 

The febrile stage of the disease may last for 10 days or longer, and 
exacerbations of fever, with involvement of fresh glandular groups, may 
occur. The glandular swellings subside more slowly than the fever. A sub- 
acute or relapsing type with sweats and irregular pyrexia, resembling 
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Hodgkin’s disease, has been described. The mononucleosis may be very 
transitory, or may persist for some time. Convalescence is slow. 

In some cases, mostly adult, glandular fever may differ considerably from 
the disease as described above. There is a febrile onset, with malaise, muscular 
pains, headache and perhaps epistaxis, but no marked soreness of the throat. 
Shivering, or even rigor, may occur. Towards the end of the first or second 
week of fever, a scanty eruption of macules or papules, like those of typhoid 
fever, may appear on the trunk and perhaps the limbs. The diagnosis is 
established when glandular enlargement, usually less pronounced than in 
childhood, supervenes in the third week or later, and the fever assumes a 
remittent type. At this stage a relative or absolute mononucleosis is most 
likely to be discovered, and may be evanescent or very protracted. A mem- 
branous faucial inflammation may also now be found. The spleen may 
enlarge. Relapses may occur, and the fever has been known to persist for 
many months. In some cases the Wassermann, or Kahn, reaction becomes 
temporarily positive. A misleading agglutination with typhoid “O ” antigen 
in low titres may occur. Very rarely petechial eruptions have accompanied 
the fever, and the bleeding-time has been increased. 

Complications. —There may occur a slight temporary albuminuria, with 
a few tube casts, but in some 6 per cent. of the cases a benign hemorrhagic 
nephritis ensues. Suppurative otitis and retropharyngeal abscess have been 
recorded. Suppuration of the glands is rare. Serous meningitis is exceptional. 

Diagnosis.—The clinical course is so characteristic and the cervical 
adenitis so disproportionate to the faucia] infammation that suspicion of 
glandular fever should be aroused, throat swabs examined, blood counts 
made, and the Paul-Bunnell test applied. In the adult form, fevers of the 
enteric group can be excluded by the usual bacteriological and serological 
tests. In the membranous form, diphtheria is excluded by absence of the 
Klebs-Loeffler bacillus and of acute toxsemic symptoms, despite persistent 
membrane. Resemblance to rubella is sometimes close, but there are differ- 
ences in the blood films, and the Paul-Bunnell test will decide. The paroxys- 
mal cough and leucocytosis may simulate whooping cough but the Bordet- 
Gengou bacillus is absent, and the Paul-Bunnell test positive. Swelling of 
the salivary glands and even Mikulicz’s syndrome have been reported in rare 
instances. In such cases, if authentic, mumps may be simulated. Vincent’s 
angina may complicate glandular fever, but the occurrence of Vincent’s 
organisms is now regarded as fortuitous. Acute leukemia at its onset consti- 
tutes a very real difficulty, but the leucocytosis is usually far in excess of that 
of glandular fever and the cell type more uniform ; anemia is progressive, and 
the issue fatal. Hodgkin’s disease is a much more chronic and progressive 
affection, and lymphocytosis rarely occurs; biopsy of a gland is the most 
certain diagnostic criterion. Tuberculous adenitis has a greater chronicity ; 
periadenitis with suppuration and other signs of tuberculosis may be present. 
Septic adenitis induces a polymorphonuclear leucocytosis, and may suppurate. 
Agranulocytic angina is characterised by a low leucocyte count and the dis- 

a aa of all granular cells. The differentiation of glandular fever with 
dominal symptoms from appendicitis is based on enlargement of the 
spleen and other glands, the blood picture, and the Paul-Bunnell test. 

Treatment.—This is symptomatic. Ultra-violet radiation is said to 
hasten resolution of the adenitis. In protracted cases, injection of the blood 
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an “irregular” curve. The pyrexia is peculiarly sensitive both to exacerba- 
tions in the disease (which are common), to relapses (which are also common) 
and to complications. Sweating 1s generally profuse, the sweat being of a 
peculiar “acid” smell. The urine is scanty and high coloured, and if the 
fever is marked there is usually a trace of albumin present; a deposit of 
urates, coloured brick-red by uro-erythrin, is a feature in most severe cases. 
As in most acute fevers, the secretions of the mouth and alimentary tract are 
lessened, leading to a heavily coated tongue, anorexia and constipation. 

The heart is generally—some authorities believe always—affected, though 
the nature and the degree of the affection is variable. There are few, if any, 
cases in which careful examination from day to day does not reveal a slight 
degree of ‘‘ softness ”’ of the first sound of the heart, due, no doubt, to affec- 
tion of the myocardium. The pulse is raised moderately in frequency 
(90 to 120), its volume is good but its tension is reduced. In more cases than 
not, probably, a soft systolic apex-bruit appears, not, however, necessarily 
indicating the occurrence of endocarditis, In about half of all cases there 
are reasons for concluding that acute endocarditis is present, as judged by the 
character of this bruit, its transmission towards the axilla, some evidence of 
enlargement of the heart and a rise in the temperature coincident with the 
appearance of the heart signs. This complication usually arises about the 
eighth to the tenth day. 

The blood shows a considerable leucocytosis (15,000 to 30,000) and an 
acute “‘ secondary” answmia which is a constant feature of the disease and 
quickly reveals itself in the patient’s facies. The erythrocyte sedimentation 
rate is increased during the active stages of the disease. 

ABERRANT Typrs.—Subacute attacks are common, especially in children 
(see p. 292) and in old rheumatic subjects. Their importance lies in the 
fact that all the time the heart may be suffering damage. Although this is 
less common in adults than in children, arthritic signs may be absent in cases 
of rheumatic endocarditis, as in rheumatic pericarditis. 

Complications.—As already stated, about one-half of all cases develop 
some heart lesion. We have spoken of myocarditis and of acute endocarditis, 
and of the advent of the latter, should it arrive, about the end of the first 
week. The endocarditis is generally a valvulitis; most often mitral, less 
often aortic, but in some cases both mitral and aortic. Pericarditis is less 
common, though it may be the only manifestation of rheumatic infection ; 
and pericardial effusion, especially of the massive sort, is nowadays quite 
uncommon. (For full accounts of these important cardiac complications, 
see special sections.) 

Skin eruptions, though a specific feature of the infection, are not very 
common, except in children. The profuse sweating quite often leads to suda- 
mina, and these, becoming inflamed, lead to miliaria. True rheumatic ery- 
themata are much more common in the subacute cases than in the acute 
ones. Purpuric eruptions, again, are more often seen in aberrant types of 
the disease. 

The only pulmonary complication of any consequence is pleurisy, and this 
is by no means common if we preserve the usual strict criteria of physical 
signs for its recognition, and omit “ pleurodynia,” in which condition the 
pain is more often intercostal than pleural. Indeed it may be said that, in 
the absence of pericarditis and of severe endocarditis, rheumatic pleurisy is 
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rare. Pneumonia also is unusual, but there is a condition of lung in severe 
rheumatic fever, again when complicated by grave endocardial, pericardial 
and pleural affections, which simulates it somewhat ; the lung tissue is in a 
mixed state of congestion, collapse and cedema. A thin serous pleural exudate 
often accompanies this condition of the lung, and, no doubt, because of the 
associated pericarditis, it is more often found on the left than on the right 
side. 

Hyperpyrexia was formerly a much dreaded, and not very uncommon, 
complication. It is now quite rare. There is, indeed, by some modern 
observers, doubt thrown upon the rheumatic nature of the cases described 
under this term. May they, for example, have been fulminating cases of 
septicemia or meningitis? It is clear that no case could nowadays be 
termed rheumatic hyperpyrexia unless lumbar puncture and blood culture 
findings were proved to be negative. But the strongest points in favour of 
regarding some, at least, of the cases as having been rheumatic, and not 
meningitic or septicemic, are (1) the very high degree to which the tempera- 
ture rose (107° to 110° F.) ; and (2) the fact that in some of the cases, at least, 
the clinical picture was definitely that of rheumatic fever before the event, 
and when recovery occurred as the result of prompt treatment it was similar 
afterwards. The condition arises suddenly in most cases, though in a few 
there is a suspicious prodromal amelioration in the pain, sweating and general 
discomfort. The temperature rises rapidly to 106°, and unless checked by 
cold applications it may quickly reach 109° or 110° F. Before this stage is 
reached the patient has become tremulous and excited, then delirious and 
then semi-comatose, with a dusky lividity of the face and a failing pulse. 
Most of such cases are fatal. If prompt treatment succeeds in lowering the 
pyrexia it may need to be resorted to again in a few minutes or hours, since 
recurrence of the condition is to be expected. 

Course.—Before the introduction of salicylates the course of rheu- 
matic fever was, in the words of Sir Thomas Watson, “ six weeks.” 
Nowadays it is much shorter; 10 days to 3 weeks, if we include the joint 
swellings, though the fever is generally over in a shorter period than 
this when the treatment is prompt and thorough. If residual joint inflam- 
mations prolong the course of the disease it is important to look for contri- 
butory causes, and especially for septic foci. Recrudescences are very 
common, especially if full treatment be relaxed too early. Complications 
necessarily prolong the course of the disease. 

Convalescence is often tedious, and the resultant anemia and heart weak- 
ness warn the careful practitioner not to attempt to hurry it. Rheumatic 
fever patients are as liable to relapses as they are to recrudescences, and it is 
no uncommon thing to see a patient slip again into almost as bad a state 
as he originally was, including, it may be, painful swelling of the very same 
joints as were first affected. The great danger of these relapses lies in the 
risk of heart inflammations arising during the subsequent attacks, when 
perchance the patient escaped them at the first. 

Prognosis.—Recovery is the rule in this disease; death during a first 
attack is very uncommon. When death occurs there is invariably serious 
carditis, especially myocarditis, and acute pulmonary complications (pleurisy 
and ‘‘ rheumatic pneumonia ’’) are usually present also. In rare cases, death 
occurs in a state of hyperpyrexia. When the attack supervenes upon old 
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rheumatic carditis, the prognosis is less good, heart failure being more easily 
induced. But in general it may be said that rheumatic fever is serious, not 
from its case mortality, but from its crippling effect upon the heart. Residual 
condittons are almost entirely cardiac injuries and chiefly scarred valves and 
auricular fibrillation; rarely some degree of limitation of movement in 
joints. 
RHEUMATIC FEVER IN CHILDREN.—The disease is very common in children, 
in whom, however, the clinical picture as above described is apt to be departed 
from in several respects. (1) The arthritis is a less marked feature; it may 
be absent altogether, and even when it is a troublesome element in the case, 
the degree of pain is prone to be disproportionate to the amount of redness 
and swelling of the joints, and may be muscular rather than articular. 
(2) Skin eruptions are relatively more common—various erythemata especi- 
ally, but also purpura. (3) Rheumatic “ nodules” are almost confined to 
children, having the same age-incidence as chorea (see p. 1698). These are 
discrete lumps, varying in size from small peas to horse-beans ; symmetrical in 
distribution, they are found in the scalp, along the margins of the scapule and 
bones of the forearm, about the knuckles and elbows, and, less often, in other 
situations. They are sometimes tender and painful. They come and go. 
Occasionally they are present in large numbers; the case is then most likely 
to be subacute in type and very tedious in its course: they are, therefore, of 
grave prognostic import as to the ultimate state of the heart, being indicative 
of a “ smouldering ” endocarditis. They consist of elements approximating to 
the “ essential ’’ lesion of the disease to which reference has been already made. 
(4) But the most important difference observable between the disease in 
children and in adults is the fact that in the former the process is not seldom 
subacute in its onset and course, and for this reason frequently overlooked 
for a time. Add to this fact that the tendency to heart involvement in these 
subacute attacks is no less than in the more acute and more highly febrile 
bouts, and it is obvious that the recognition of this state of things is of the 
utmost importance. Unfortunately a large number of cases of subacute 
rheumatic endocarditis must needs arise without the possibility of preven- 
‘tion, but it is probable that a large number might also be prevented, or con- 
siderably modified, by prompt treatment of the subacute rheumatism in 
childhood which causes the injury. These attacks of subacute rheumatism 
are sometimes characterised by intercostal pain, sometimes by abdominal 
ain, sometimes by pain in the legs without special reference to the joints. 
here seems no doubt that so-called “‘ growing pains’ are often rheumatic 
in nature. In any child so affected the heart should be examined critically, 
and from time to time. The presence of sore throat, of acid sweats, of one of 
the erythemata, in conjunction with the above-named pains, should deter- 
mine a decision to treat the child as suffering from the rheumatic process. 
The presence of nodules is decisive in a doubtful case. 

Diagnosis.—Cases of the fully developed disease do not often lead to 
difficulty in diagnosis, given ordinary care on the part of the practitioner. 
A few diseases, however, require mention. (1) Pyawmia due to coccal infec- 
tion may lead to some confusion, and the following differential points are 
worthy of notice. In septicemia, when there is arthritis, the latter is usually 
constant in one or two joints, not fugitive and involving many as in rheumatic 
fever. Moreover, the joint changes tend to suppuration and permanent 
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destruction of the joint structures. Blood cultures and joint-puncture 
fluids are not infrequently positive in pyemia, whereas they are constantly 
negative in acute rheumatism. Rigors are common in pyemia; in rheu- 
matic fever they do not occur. If endocarditis complicates pyemia, the 
heart infection is likely to lead to embolism, a condition not found in rheu- 
matic fever. But between this type of streptococcal septicemia and rheumatic 
fever all grades of cases are seen. 

(2) In children acute osteomyelitis may be mistaken for rheumatism ; 
rarely does the converse error arise. But the disease-process is nearly always 
much more severe, the temperature being much higher and showing greater 
oscillations. The painful part is generally the lower end of the femur or 
tibia, and careful examination reveals it to be epiphysial rather than arthritic. 
As in pyemia, to which type of infection the disease really belongs, blood 
cultures are usually positive (Staphylococcus aureus). 

(3) Gonorrheal arthritis is not usually so acute a disease, nor is the patient 
often so ill as in rheumatic fever. The joints are fewer in number, and, as 
in pyemia, the course of the individual involvement is much longer. The 
inflammation, too, affects peri-articular as well as articular structures ; not 
seldom it involves adjacent tendon sheaths also. Gonococci may be isolated 
from the joint effusions. Although the presence of a urethral or vagina] 
discharge makes a diagnosis of gonorrhceal arthritis likely it does not prove 
it; and it must be remembered that the discharge not infrequently cease 
temporarily with the onset of the arthritis. 

(4) Acute osteo-arthritis is a rare disease, but when it occurs it produces 
a clinical picture that is probably closer to rheumatic fever than does any 
other disease-process, The patient is more often a woman than a man, and 
is generally older (30 to 60) than is the average case of rheumatic fever. The 
failure of salicylates in full doses to reduce the temperature, and to affect 
beneficially the course of the joint condition, should always raise doubts as 
to the nature of a supposed case of rheumatic fever. This differential point 
applies equally to diseases 1 to 3. 

(5) Gow, when present in the acute arthritic form, may be mistaken for 
rheumatic fever ; rarely does the converse happen. The patient is generally 
a man over 40 years of age; the number of Joints involved is rarely more 
than two; the skin over these is generally dusky red in hue, and shining 
there is often definite soft adema. The presence of severe pain when the 
affected joints are at rest is much tn favour of gout. The degree of fever is 
usually much less in proportion to the degree of joint inflammation than 
is the case in rheumatic fever. The presence of tophi may be taken as 
confirmatory of gout in a doubtful case. 

(6) Meningococcal meningitis with arthritis rarely simulates rheumatic 
fever, but one of the writers (H.) has seen such a case, in which there were 
pungent acid sweats and purpura, and the resemblance to & a case of severe 
rheumatic fever was for a time very close indeed. 

Treatment.—(1) General—With as much promptness as possible, the 
patient is put to bed, and is kept there until it is certain that the heart is un- 
affected, or, if affected, until it is certain that the inflammatory process has 
ceased to be active (see p. 917). The bed should be chosen carefully ; narrow 
enough to admit of easy nursing, and having a soft but firm mattress. The 
patient lies in blankets with a long flannel garment opening down the froat 
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and having sleeves to the wrists; this garment is changed as frequently as 
need be, according to the degree of sweating. The position of the patient is one 
of recumbency, with the affected joints supported in a position of maximum 
comfort. Movements of the limbs are generally best carricd out by the patient’s 
own efforts, and in all except severe cases, and where the heart is affected, 
movements of the body as a whole may also well be left to the patient. The 
basis of the diet should be milk diluted with water or alkaline mineral waters, 
and so long as the fever remains a marked feature of the case nothing should 
be added to this unless it be whey, peptonised milk or barley water. Abun- 
dance of fluids should be allowed, for a great deal of fluid is lost to the body 
through the profuse sweats. Imperial drink is very useful. As the fever 
declines, there may be added to the milk, oatmeal, vegetable soups and 
chocolate. Meat should be reserved for convalescence, and even then should 
be given very sparingly. Tea and coffee are best omitted altogether. Fruit 
is disallowed. Aperients are given as necessary. 

In the matter of drugs there is a consensus of opinion that salicylic pre- 
parations deserve the name of specific remedies. They control the arthritis, 
cause the fever to decline, and cut short the course of the disease-process. 
They also lessen the tendency to relapses, and often render these abortive 
when they threaten. It may be quite true that they do not prevent the 
occurrence of endocarditis, nor affect this inflammatory process beneficially 
when once established, but a remedy which cuts short the course of a disease 
must necessarily, in an indirect measure, act as a deterrent in respect of its 
complications. Thus, by prompt exhibition of salicylates an attack of 
rheumatic fever may be almost resolved by the eighth day, at about which 
period in the disease acute endocarditis is specially liable to develop. Certain 
it is that pericarditis, and in particular pericarditis with liquid effusion, is 
much less common nowadays than it was in the pre-salicylic days ; so also 
is hyperpyrexia ; and it is unlikely, in view of the more general features of 
rheumatic fever and its incidence, that the disease-process has itself under- 
gone any change during the past 50 years which is likely to account for 
these facts. The preparation of the drug which has become most popular 
and deservedly so, is sodium salicylate. Jt should be given in sufficient 
quanirties, and the doses should be distributed as evenly throughout the 24 hours 
as 1s compatible with securing good sleep for the patient. At the onset of treat- 
ment of an acute case in an adult, 20 grains should be given every 2 hours 
during the day, and every 4 hours during the night (200 grains in the 24 hours). 
Many authorities advise that twice these amounts of sodium bicarbonate be 
added to the salicylate to prevent acidosis ; in the writers’ opinion half the 
quantity of bicarbonate, z.e. 100 grains in the 24 hours, is sufficient and less 
likely to induce vomiting. Lf a child vomits a dose of salicylate, another 
given immediately will probably be retained. As the fever and pain diminish, 
these quantities may be given somewhat less frequently, a note being kept 
on the temperature chart of the total amount given in the 24 hours. Ina child 
of 12 years or so, half these quantities may be given. If no amelioration 
follows these doses in 48 hours they should be increased by 50 per cent. (150 
grains in 24 hours). If an exacerbation occurs, or a relapse threatens, after 
the dosage has been reduced, 1t should be at once adjusted to its original level. 
The drug 1s not unpleasant to take, and its taste is easily masked by liquorice 
water as a vehicle. Quite apart from the inestimable value of giving adequate 
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doses so as to gain time, there is an additional value in this procedure from 
the point of view of diagnosis, for a patient suffering from acute arthritis with 
fever, who is not considerably better after 48 hours’ treatment by full doses of 
salicylates almost certainly ts not suffering from rheumatic fever. The diagnosis 
in these circumstances should be at once revised. It will be found that the 
great majority of patients tolerate the above specified doses of salicylates 
without ill-effects. In the few instances in which it produces vomiting, or 
intense depression, or delirium, or coma, or hematuria—symptoms thought 
from time to time to be toxic effects of the drug—either aspirin in similar 
doses, or salicin in somewhat larger doses, may be substituted. But care 
must be taken in deciding that such symptoms are really due to the salicylate 
and are not manifestations of the rheumatic poison. Modern synthetic 
preparations of sodium salicylate are fairly free from the contaminations 
which were formerly rather common. In the early stage of the disease it 
may be necessary to adopt more rapid palliative measures for the severe pain, 
especially if this prevents sleep. Nothing is better than opium, either as 
pulv. ipecac. et opil, grs. 10, or pil. saponis co., grs. 5. It is better to avoid 
phenazone and phenacetin. The treatment of heart complications is dis- 
cussed elsewhere (Sect. XIII.). Against the occurrence of these complica- 
tions, apart from the value of early and liberal use of salicylates, we seem to 
be powerless. But some authors attach importance to small blisters applied 
to the precordium early in the disease. 

Hyperpyrexia is met by prompt application of the cold pack, with volatile 
stimulants ; the pack may need frequent renewal, and in extreme cases the 
water used for it must be iced. The most constant vigilance is necessary 
in such cases, which, as already stated, are happily rare nowadays. 

In the treatment of prolonged cases of the disease the writers believe 
iodine (preferably not in the form of the potassium salt) to be useful, and 
especially so in cases complicated by serous inflammations, whether cardiac 
or other. Such experimental treatment of these prolonged cases by sera and 
vaccines as the writers have observed has not led them to employ either in 
any routine fashion. ‘“ Channels of entry ” should, in protracted cases, be 
adequately dealt with as in (4). 

(2) Local_—The position of optimum comfort of the affected joints has 
been already referred to. The use of splints for fixing the joints often gives 
relief. In the milder cases it suffices to wrap the joints in cotton-wool and 
bandage them lightly. In the more severe cases a lotion of tinct. opil, 1 fl. oz. ; 
glycerin, 2 fl. oz. ; water, 12 fl. oz.; sod. carb. to saturation, used hot, gives 
as much relief as anything. An alternative is one of the preparations of 
methyl salicylate, used freely, but without rubbing. Aspiration of the 
effusion is scarcely ever needed ; its indication, indeed, should raise doubts 
as to the diagnosis. 

(3) During convalescence-—Convalescence is generally slow, and should 
not be hurried. If the heart has suffered by direct inflammation, the re- 
cumbent position must be prolonged until it is certain that quiescence is 
eetablished in that respect; this usually means from 4 to 6 weeks after the 
subsidence of the fever. The disastrous effects of attempting to hasten 
convalescence in such cases are to be seen amongst patients who have been 
treated in institutions which advertise a false efficiency by reporting a 
“shorter average stay in hospital’ than is the case in sister institutions. 
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The transition from strict recumbency to a sitting posture should occupy a 
whole week, by the gradual addition of pillows, and the further return to 
ordinary active life should be graduated with care. 

Tonic preparations, such as quinine and hypophosphites, are useful, but 
the tradition that iron is not well tolerated until late in convalescence— 
though the state of anssmia seems to indicate it—is confirmed by experience. 
Diet during convalescence has already been referred to. Massage and passive 
movements of the affected joints may be begun so soon as the inflammation 
has completely subsided. 

(4) Preventive treatment.—Failing exact knowledge of the essential causative 
agent in rheumatic fever, no effective mode of prevention can at present 
be devised. But if there be a doubtful “‘ channel of entry’ present in any 
case, this should be dealt with in some radical fashion, in any patient who has 
had an attack, or is a member of a susceptible family. “ Septic” tonsils 
should be enucleated, and an appendix which has at any time shown signs of 
inflammation should be removed. 


ERYTHEMA NODOSUM 


fEtiology.—Although this disease is a fairly definite and easily recognis- 
able clinical entity, it is still uncertain where it should be placed, when con- 
sidered in relation to nosology or to stiology. Formerly the favoured view 
was that the disease is a manifestation of acute rheumatism. Since, however, 
it is less often than not associated with the more definite criteria of acute 
rheumatism (arthritis, endo- and pericarditis), since it rarely recurs in the 
same patient, and since treatment by salicylates in full doses does not cut 
short its course, it is very doubtful if it should be regarded as a true rheumatic 
affection. A more recent view is that the disease is intimately related to 
tubercle: the lesions being toxic rather than actual areas of infection: the 
isolation of tubercle bacilli from them, originally reported, has not been 
confirmed. Alternative views are not lacking. By some erythema nodosum 
is thought to be an acute specific disease due to an unknown virus. Collis 
suggests that it is a type of hyper-reactive tissue response to different bacterial 
allergens and that the allergens responsible for erythema nodosum in London 
are commonly tuberculin and the toxin of hemolytic streptococci. 

It occurs more often in females than in males (according to Mackenzie, 
in the proportion of five to one), and the majority of cases are found between 
the ages of 10 and 30 years. There is no seasonal incidence. In the experience 
of the writer it is much more common in hospital than in private practice ; 
this and some other observations suggest that bad feeding or insanitary 
conditions may contribute to the incidence of the affection. 

Pathology.—There has been demonstrated a widespread arteriolitis 
in the subcutaneous fat, resolving without suppuration or residual fibrosis. 

Symptoms.—The symptoms consist of: (i) the local lesions, and (ii) 
certain constitutional changes. 

(i) The local lesions are bilateral and occur chiefly upon the lower 
limbs ; indeed, in the great majority of the cases they are confined to these. 
Whenthey appear on thearms they are most often found only in this situation, 
the patient is more often than not an adult, and the general symptoms are 
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less like rheumatic manifestations than is the case in the more common 
variety of the disease. The lesions are round or oval swellings, usually con- 
fined to the extensor aspect of the limbs, affecting the shin regions chiefly, 
and varying in size from a large pea to half an orange. There may be two or 
three only on each leg, or, in severe cases, the greater part of the extensor 
surface may be covered by them. They involve the subcutaneous tissue 
a8 well as the skin. They are very tender to touch. On their first appear- 
ance they are deep red in colour, later they become purple in hue, and still 
later they often show a definite ecchymotic appearance—giving rise to the 
name dermatitis contusiformis. In bad cases there is a good deal of associ- 
ated cadema of the surrounding tissues. 

(u) The general symptoms include a mild grade of fever (not constantly 
present), joint pains, malaise and sore throat. But many cases occur in 
which the local skin condition, with pain and tenderness, covers the whole 
of the symptomatology. Constipation is common, and is sometimes severe : 
in & case of the writer’s, in a young man, there had been no action of the 
oe for 10 days, and the patient had suffered from constipaticn all 

is life. 

The course of the disease is from 2 to 3 weeks, but some mild cases get 
well, if treated, within a weck. 

Diagnosis.—The diagnosis is not difficult, Radcliffe-Crocker says that 
the lesions may be mistaken for syphilitic nodes: the distinction is made by 
the presence of other signs of syphilis, by the fact that the pains in the latter 
disease precede the appearance of the node through the skin, and by the 
lack of response to treatment by iodide of potassium. The lesions of Bazin’s 
disease, though they occur on the legs much more than on the arms (as in 
erythema nodosum), though the sex and age are the same and though the 
association with tuberculosis is definite, are chronic and relapsing in character, 
and ulceration usually occurs. 

Treatment.— Rest in bed, with the legs elevated, and general hygienic 
conditions, suffice to bring about spontaneous recovery in all cases. No 
drug has credit for cutting short the course of the disease. Recovery has 
been found to be quite as rapid when the patient is treated by small doses 
of hydrary. c. creta with saline aperients, as when she is given full doses of 
sodium salicylate. As a local application lead lotion is perhaps the most 
soothing. 


EPIDEMIC MYALGIA 


Synonyms.—Epidemic or Infectious Pleurodynia ; Bornholm disease ; 
Epidemic diaphragmatic spasm ; Devil’s grip. 

Definition.—An acute infectious epidemic disease of short duration 
characterised by sudden onset of pain in the upper abdomen and lower thorax, 
pyrexia, sweating, and a tendency to relapse. 

JEtiology.—The disease occurs usually in the late summer and autumn ; 
it mainly affects children under 15 years of age. The exciting cause is unknown; 
infection appears to be spread by direct contact only, the incubation period 
being 2 to 5 days; the patient remains infective so long as the pain persists. 
One attack may not confer lasting immunity. 

Pathology.—Nothing is known of the pathology. No abnormality has 
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been detected in those cases in which an exploratory laparotomy has been 
performed owing to mistaken diagnosis. 

Clinical Features.—The onsct is sudden, with acute spasmodic pain 
in the region of the xiphisternum and the attachment of the diaphragm, per- 
haps more on one side than the other. The pain leads to shallow rapid 
respiration, and is intensified by deep breathing, by yawning, sneezing or 
cough ; a spasm during a period of quiescence may be induced by laughing. 
In adults, pain may also be complained of in the neck and extremities, and 
there may be some frontal headache. The temperature rises rapidly, perhaps 
to 104° F., and subsides within 24 hours. There is a marked tendency to a 
return of pain and pyrexia during 3 or 4 days, and the second attack may 
be the more severe. Profuse sweats are common, anorexia the rule, while 
vomiting and diarrhoea are seldom met with. 

There are no physical signs, other than in the character of the respiration, 
of involvement of the pleura, lung or peritoncum. There may be some 
cutaneous hyperesthesia and tenderness on pressure in the painful area, 
especially in the epigastrium. In some cases a leucocytosis occurs, and 
eosinophilia has been reported during convalescence. No abnormality has 
been detected on X-ray examination. 

Complications are infrequent. Conjunctivitis, catarrh of the upper 
respiratory tract or orchitis have been reported in certain epidemics. There 
are no sequela. Prognosis is good. 

Treatment.—The patient should be isolated, and remain in bed until 
48 hours after the pyrexia and pain have subsided. Ordinary methods for 
the relief of pain are indicated. 

HOoRDER. 
A. KE. Gow. 


PINK DISEASE 


Synonyms.—Infantile Acrodynia ; Erythedema; Vegetative Neurosis. 
History.—The disease was first accurately described by Swift (Australia) 
in 1914, but Selter (Germany) had reported similar cases in 1903, and Swift 
records that he certainly saw examples of the disease when he was a resident 
at the Hospital for Sick Children, Great Ormond Street, in 1885. Feer 
(Zurich) is generally accepted in Europe as having described cases about the 
same time as Swift. 
| ZEtiology.—The clinical syndrome is generally ascribed to the effects of 
a widely diffused toxin which shows a predilection for the vegetative nervous 
system. It frequently follows an acute infection of the upper respiratory 
tract and less often gastro-enteritis, either affording a possible portal of entry 
of a virus. Although not obviously infectious from case to case, small 
epidemics in localised areas have occurred in various parts of the world. 
This and a tendency to a seasonal incidence in spring and autumn offer 
obvious analogies with acute anterior poliomyelitis; and Mayerhofer has 
described cases following this disease. Another theory favours a vitamin or 
other deficiency, but usually affected children have been well fed. Hyper- 
sensitivity to sunlight has also been put forward, but claims to a cure by 
the exclusion of sunlight in England are balanced by equally well supported 
claims to great benefit by exposure to sunshine in Australia. The balance of 
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present evidence favours a virus. The disease occurs more especially in the 
temperate zones, affects the sexes equally and is almost limited to the period 
covered by the time of the primary dentition. 

Pathology.—Apart from various findings due to secondary infections, 
the specific morbid pathology of the disease is said to include minor micro- 
scopical changes in medulla, cord and peripheral nerves. These consist of 
round-celled infiltration, demyelinisation and cedema. Some authorities 
maintuin that even these changes are due to a non-specific terminal infection, 
or to secondary nutritional depletion. 

Symptoms.—After a vague febrile onset, as intimated above, the infant 
fails to recover its previous vigour, and remains essentially miserable, with 
insomnia, muscular hypotonia, increasing loss of appetite and usually loss of 
weight. After a week or so some degree of stomatitis is commonly found, the 
child dribbles a lot, and just when the whole picture has been confidently 
ascribed to the effects of dentition the characteristic rash makes its appear- 
ance. This consists of three main features: a sweat rash, which may be 
present all over the trunk and proximal portions of the limbs; a curious 
“raw beef,” puffy, non-pitting cedema of the hands, feet and frequently of 
the nose; and eventually various degrees of furunculosis and pyodermia. 
The condition of the mouth deteriorates, teeth may be shed (and swallowed), 
photophobia is often marked, and the child “ burrows ” in misery in the bed- 
clothes, constantly scratching and rubbing the hands and feet together. In 
severe cases the fingers and toes may be seriously bitten and the hair plucked 
out. Perspiration of a cold, clammy type is present and produces a “ mousy ”’ 
odour. Wasting and hypotonia become extreme, the child makes no effort 
to stand or walk, and prolapse of the rectum may occur. Signs of affection of 
the nervous system are shown by a persistent tachycardia—which 1s constant 
and varies in degree according to the severity and state of the disease—the 
tendon reflexes are frequently diminished or lost, and it may be possible to 
demonstrate a diminished sensitivity to pin-prick. The disease is usually 
afebrile save for the effects of complications, the blood pressure is said to be 
raised, although the determination of this is a matter of some difficulty, and 
there is frequently a leucocytosis. 

Complications.—The upper respiratory tract infection may spread to 
affect the ears and, more seriously, to produce broncho-pneumonia, which 
is always a menace because of the risk of aspiration with an infected mouth. 
Pyelitis is not uncommon. Various local infections of the skin are almost 
invariable in a case of ordinary severity. Sequelae, however, are unknown 
and relapses seldom occur. 

Course.—The whole clinical picture may be spread over three to nine 
months, with some variation in the severity of the symptoms. 

Diagnosis.—There is no mistaking the disease once it is fully developed, 
and it obviously should be suspected whenever a young child appears te be 
seriously miserable for weeks at a time. Cases have been described with 
most of the classical symptoms, but without the rash or ather skin changes. 
Tachycardia occurs in all cases, and unless the pulse rate is 140 or more a 
diagnosis of pink disease should not be made with confidence. 

rognosis.—In the absence of serious complications this is invariably 
good, and one attack confers immunity. Death is usually the result of some 
serious complication but occasionally is sudden after a period of increasing 
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rate and irregularity of the pulse. It is suggested that in such cases the 
end is due to ventricular fibrillation. 

Treatment.—Since the exact causation is unknown, preventive measures 
are impossible, and most of the treatment has perforce to be symptomatic. 
Good nursing is essential but hospitalisation is undesirable ; a well-trained 
nurse in the home is indicated as the patient’s mother is almost invariably 
worn out. If weather permits the child’s cot should be in the open air as 
much as possible, day and night. Silk or cotton clothing, frequently changed, 
is best, the eyes should be protected from glare, and some restraint may be 
aecessary to prevent quite serious self-infliction of damage to the skin. 
[he diet should be adequate, well-balanced, mostly liquid and offered cold, 
frequently and in small quantities. The troublesome anorexia can only be 
dealt with by skilful nursing. Deference to the deficiency theory of origin 
would indicate the administration of vitamin concentrates A, B, C and D, 
raw liver, and some yeast preparation, such as yestamin. Good results have 
been claimed for the injection of vitamin B, in massive doses, such as 1000 
international units once a week. This has the merit of being a convenient 
way of treating an out-patient at a hospital. Bellergal (one to three tablets 
daily for several days) is believed to counteract the effects of the disease upon 
the sympathetic nervous system. Some sedative is essential and a mixture 
of chloral and bromide, according to the age, is probably the most suitable 
and should be used freely. For the skin a tepid bath (to which disinfectant, 
such as liq. hydrarg. perchlor., may well be added) once or twice daily, fol- 
lowed by a methylated spirit rub and copious powdering with a fine and talc 
(not starch) powder, will help to promote comfort. The irritation may be 
slightly allayed by calamine lotion or the use of menthol in paraffin (1 per 
cent.) dabbed on at night. The mouth requires great care. Giving the child 
swabs soaked in hydrogen peroxide may be recommended, and actual inflam- 
matory lesions should be dabbed with methyl] violet solution (1 per cent. in 
water). During convalescence an iron tonic and a change to the seaside help 
to promote complete cure. 

ALAN MONCRIEFF. 


SECTION III 


TROPICAL DISEASES OF DOUBTFUL 
OR UNKNOWN NATURE 


LATAH 


Definition.—A form of cerebral neurosis, in which the patient makes 
involuntary movements and incoherently utters sounds or words (Scheube). 

fEtiology.—The condition has been found in Java, the Philippines, 
Burma and Siam, and natives are affected, principally young women. 
Heredity may play a part. but no exciting cause is known. 

Pathology.—-There are no records of any post-mortem examinations. 

Symptoms.—-The movements and reat aecae sounds are involuntary, 
the patient being unable to restrain them. The reflexes may be increased, 
and people afiected take fright easily. 

Diagnosis.—The disease must be distinguished from ordinary mental 
and nervous disorders. 

Prognosis.—The disease may persist for years, and appears to be 
incurable. 

Treatment.—None is known. Treatment by suggestion might be tried. 


KUBISAGARI 


Definition.—-A disease associated with dimness of sight, diplopia and 
paresis of the cervical muscles (Miura). 

fEtiology.—The condition is found endemically in parts of Japan. 
It attacks the agricultural natives of any age or sex, and house epidemics 
have been recorded. The cause is unknown. 

Pathology.—This has not been established. 

Symptoms.—Depression is usually present, followed by dimness of vision, 
often accompanied by ptosis of the eyelids; paresis of the cervical muscles, 
muscles of the trunk, etc., are alsocommon. Owing to the implication of the 
cervical muscles the head hangs down, whence the name of the disease. 
The symptoms intermit, intervals of freedom alternating with new 
attacks. 

Diagnosis.—It must be distinguished from other forms of paralysis. 

Prognosis.—The disease is said never to end fatally. 


Treatment,—Miura recommends potassium iodide and arsenic. 
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AINHUM 


Definition.—A disease of the toes, characterised by a ring-shaped 
constriction, which finally causes amputation of the toe affected. 

fEtiology.—The disease is principally found on the West Coast of 
Africa, but it has also been seen in Brazil, British Guiana, the West Indies, 
the southern states of the U.S.A. and in India. Negroes and Hindoos are 
attacked, adult males being especially affected. The cause is obscure. A 
trophic origin has been suggested ; also injuries, such as cuts from grass, 
jiggers, etc. 

Pathology.—-The constricting ring is formed of fibrous tissue. An 
increase in the adipose tissue of the part has been noted by some, a thicken- 
ing of the epidermis by others. The underlying bone may undergo 
absorption. Natives are very prone to fibrous tissue formation, e.g. 
keloid. 

Symptoms.—The little toe is most usually affected. The disease com- 
mences by a groove or furrow, which first appears in the digito-plantar fold ; 
this gradually deepens and spreads round the portion of the toe distal to the 
swelling. The change advances until the band is so narrow that the toe 
hangs by a thin pedicle. Finally the part may drop off spontaneously, 
be torn off, or be purposely cut off by the patient. The course of the malady 
is slow—usually several years. 

Prognosis.—There is no danger to life: the disease may last 10 

ears. 
Treatment.—Da Silva proposes vertical incisions through the constrict- 
ing band in the early stages. Later, surgical amputation is advisable. 


BIG HEEL 


Synonym.——Endemic hypertrophy of the os calcis. 

Definition.—A peculiar hypertrophic condition of the os calcis. 

ZEtiology.—This has not yet been established. The condition occurs in 
natives of the West Coast of Africa, chiefly on the Gold Coast. It is possibly 
connected with yaws. 

Symptoms.-—The disease is ushered in with fever, followed by pain and 
tenderness in the heel, with swelling of the os calcis of one or both feet. 
Cold and damp are apt to produce an increase in the symptoms, and walking 
is hindered. The condition may become chronic, permanent thickening of the 
bone resulting. 

Treatment.—lIf the enlargement be excessive, removal of some of the 
hypertrophic bone may be attempted. 


CHAPPA 


Definition.—A peculiar affection of the joints associated with nodules 
in the subcutaneous tissues, which finrlly ulcerate. 
fEtiology.—The disease was described by Read in Southern Nigeria. 
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Natives only are attacked as far as is known. The causative agent hes 
eluded detection. 

Pathology.—This is not yet entirely known. Nodules, as large as a 
pigeon’s egg, form in the subcutaneous tissues, with ultimately complete 
destruction of the joints—the bones are also attacked. 

Symptoms.—'he disease, according to Read, begins with sevore pains 
in the limbs, muscles and joints. After a time, nodules appear in the tissues, 
and the skin over them breaks down with resulting ulcer formation. The 
ulcers have no tendency to heal, but may remain for years. 

Diagnosis.— The disease has to be distinguished from onchocerca nodules, 
tropical ulcer and yaws. Possibly it may be a late stage of the latter disease. 

Prognosis.—This is bad. 

Treatment.—Scraping is indicated. Arsphenamine or its derivatives 
may be administered, but no definite specific remedy is known. 


ONYALAI 


Synonyms.—Chilopa ; Kafindo. 

Definition.—An acute disease affecting natives of Central Africa, 
characterised by blood-filled vesicles inside the mouth and involving other 
mucous surfaces, hematuria and the passage of blood per rectum. 

JEtiology.—The discase may affect natives of any age or either sex, 
and is met with in Portuguese West Africa, along the Lualaba River, in the 
Belgian Congo, in Bukoba, East Africa, and in Northern Rhodesia, Gilkes 
believes it to be a vitamin deficiency. Blackie has recently suggested that 
onyalai is an acute form of essential thrombocytopenia due to defective 
maturation of the megakaryocytes of the marrow with an associated modifica- 
tion of the endothelium of the capillaries as a contributory cause in the 
production of the bullee. 

Pathology.—The vesicles are umbilicated, oval or circular, and about 
the size of a pea. They contain fluid and coagulated blood, and are trabecu- 
lated. Haemorrhages are scattered throughout the organs, serous membranes 
and skin. 

Syinptoms.—The disease is usually ushered in by headache, vague pains 
in the chest and fever. After some time an eruption of small blebs and 
vesicles appears on the buccal mucosa and hard palate, and blood is dis- 
charged from the nose and mouth. The tongue and parotid glands become 
swollen. In severe cases bleeding begins from the bladder, rectum and 
intestines and anemia develops. Hematuria appears rarer in Rhodesian 
than in West African cases. The temperature may rise to 103° or 104° F., 
though in fatal cases it may remain subnormal. Relapses are not infrequent. 

Diagnosis.—This has to be made from purpura, pemphigus, smallpox 
and viper bites. The gums are not swollen, nor are the joints involved. 

Prognosis.—Natives dread the disease. Gilkes (1934) gives 13 deaths 
out of 53 cases, and in a series of 17 cases seen by himself, 8 were fatal in 
a few days and 3 died later from relapses. 

Treatment.—A high vitamin diet, including green vegetahles, fruit, 
orange juice, fresh milk and marmite, should be given. Intramuscular 
injections of whole blood cure the majority of cascs. Blood transfusion and 
iron medication may sometimes be advisable. 
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CHIUFA 


Synonyms.—Chinkumbi ; Kanyemba. 

Definition.—An acute inflammation of the rectum, commencing at 
the anus and extending upwards, later involving the colon. 

ZEtiology.—The disease, which occurs especially in the hot weather and 
rains, has been described by Gilkes (1934) in natives of the Lunsenfwa and 
Luangwa Valleys in Northern Rhodesia. The cause is unknown. 

Pathology.—No post-mortem examinations have so far been possible. 

Symptoms.—The onset is sudden, and the disease runs an acute course 
which may end fatally in a few days. A white powdery condition appears 
round the anus, and in females the vulva and vagina may also be implicated. 
Later the skin becomes reddened and hard, the sphincters relax, and the anus 
opens out revealing a dilated and acutely inflamed rectum. When the 
disease involves the colon, diarrhea and vomiting may occur. Anorexia, 
rapid loss of weight, and involuntary passage of feces aud urine follow. 

Diagnosis.—The disease resembles epidemic gangrenous rectitis, which 
occurs in tropical South America and may be related to it, though gangrene 
is not met with. 

Prognosis.—This is bad, but recovery may occur. 

Treatment.—Only native remedies, so far, have been employed, a 
powder made from bark and leaves being blown into the rectum. These 
probably owe any efficacy they possess to their tannic acid content. 


MOSSY FOOT 


Definition.—An infective disease resulting in a papillomatous condition 
of the feet and legs, seen especially in natives inhabiting the Amazon 


valley. 

Btiology.—The disease originally met with in Brazil by Thomas has 
also been described in Honduras, Costa Rica and Guatemala. Some attribute 
it to the fungus, Phialophora verrucosa, others regard it as a form of tuber- 
culosis cutis. The causative agent is not known with certainty. 

Pathology.—Vascular granulomatous warty masses are found in the 
feet and legs, perhaps covered by yellow crusts. Sinuses do not occur. 

Symptoms.—The condition starts as a vesicle on the dorsum of the foot, 
extending upward until the whole of its surface and possibly also the leg 
are covered with very vascular and painful warty masses: the sole is not 
affected. Elephantoid legs are sometimes attacked. 

Diagnosis.—The condition has to be distinguished from verruga peru- 
viana, Madura foot and yaws. 

enn ene cautery is probably the best treatment. X-rays may 
be tried. 


HILL DIARRHEA (see p. 682) 


SPRUE (see p. 638) 


G. CARMICHAEL Low. 
N. HAMILTON FARLEY. 


SECTION IV 


DISEASES DUE TO METAZOA 


A. DISEASES DUE TO TREMATODES 
OR FLUKES (DISTOMIASIS) 


~ PARAMPHISTOMLIASIS 


Definition—An invasion of man with amphistome flukes of the family 
Paramphistomide. Two of these parasites are known. Watsonius watsoni 
(Cladorchis watsont).—L.8 to 10 mm. X 4 to 5 mm.; Ova, 120 to 130 x 75 to 80 p. 
The parasite has a reddish-yellow colour when fresh and inhabits the 
duodenum and upper part of the small intestine. Gastrodiscus hominis. — 
L.5to8mm.x3to 4mm.; Ova, 150x724. The parasite has a large posterior 
disc by which it attaches itself to the mucous membrane of the bowel ; it 
occurs in the cecum and colon. 

Symptoms.—Diarrheea, with loose bilious stools in the case of the 
former parasite, and intestinal disturbances with diarrhoea in the latter. 
The eggs of both parasites are found in the faces. 

Treatment.—Carbon tetrachloride (3 c.c.) is probably specific. 


FASCIOLIASIS 


Definition.—An invasion of man and other animals with flukes of the 
family Fasciolide, Several of these are known. 

(1) Fasciola hepatica (Distoma hepaticum), the common liver fluke in- 
habiting the bile ducts of sheep and other mammals.—L. 2u to 30 mm. x8 to 
13 mm. The ova are operculated and oval, measuring 130 to 145 x70 to 
90 ». From them miracidia emerge which develop into sporo-cysts, redie 
and cercarie in snails of the species Limnea truncatula ; later the cercarie 
encyst on grass stems and are subsequently eaten. 

Symptoms.—Man is occasionally infected ; light infections may be dis- 
covered accidentally during stool examinations, while severe cases may 
succumb to secondary cholangitis and liver abscess. In sheep the disease 
produces liver rot, which may be fatal. 

Treatment.—Filix-mas administered in milk or capsules in a dose of 
0-1 c.c. per kilo. and repeated in 24 hours will destroy adult, but not young, 
flukes, Good results are reported following a course of emetine injections. 
Carbon tetrachloride is effective in sheep and has been favourably reported 
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on in human cases ; it is, however, a dangerous drug where there is calcium 
deficiency. Success has folowed the oral administration of large doses of 
magnesium sulphate combined with intravenous injections of stibosan. 

(2) Fasciolopsis buskt (Distoma crassum)—L. 30 to 70 mm. x 12 to 14 mm; 
Ova, 120 to 13077 to 80 ».—This giant fluke is found in China, Borneo, 
Malaya, Assam, Bengal and other regions in the East: it inhabits the small 
intestine, particularly the duodenum, producing focal lesions. The immature 
eggs are voided in the feces, the miracidium matures in 3 to 7 weeks and 
escapes through the operculum. It enters certain snails (Planorlis cenosus, 
Segmentina nitidella, etc.) and develops into sporocysts and redise which 
generate cercarie; the latter encyst on water plants—water caltrop and 
water chestnut—man becoming infected by eating the corms. The cercariz 
excyst in the duodenum and mature. 

Synonym.—The incubation period is 3 months. Initial symptoms 
include hypogastric pain, acid dyspepsia relieved by food, and diarrhcea. 
Later, asthenia, cedema of the face and extremitics, ascites and dry, harsh 
skin develop. 

Diagnosis.—The condition may simulate gastric ulcer or typhoid, and 
is diagnosed by finding the ova in the stools. 

Treatment.—Proruy.actic.—Consists of cooking water caltrops and 
water chestnuts and sterilisation of night soil. 

Curative.—Carbon tetrachloride (3 c.c.), hexyl-resorcinol (1 g.) and beta- 
naphthol (5-10 grains) are specifics. Thymol or eucalyptus mixture has also 
been extensively used. 


PARAGONIMIASIS 
Paragonimus westermant (Distoma westermani ; D. ringer) 


Definicion.—An invasion of the pulmonary tissues by the lung fluke, 
a member of the family T’roglotrematide. 

fEtiology.—Paragonimiasis occurs endemically in the Far East, especially 
Formosa, Japan, Korea and China. The adult flukes (7-5 to 12 mm. x4 to 
6 mm.) form cysts in the lung, where the broad, oval, immature, operculated 
ova (80 to 118 50 to 70 ») escape via the bronchi and appear in the rusty 
brown sputum: they are also found in the fwces (40 per cent.). After 
attaining maturity the miracidium emerges, and invades a melanuid snail, 
especially Afelania libertina, where it forms sporocysts, redie and, later 
cercariz which encyst in the gills, liver and muscles of certain fresh-water 
crabs or cray fish—Potamon obtusipes, etc. If eaten by man the adolescaria 
emerges in the duodenum and migrates via the peritoneal cavity and dia- 
phragm into the lung. 

Pathology.—Host reaction results in cyst formation around the fluke, 
which generally communicates with adjacent bronchi, into which the eggs 
and anchovy-sauce cyst content are discharged. Pulmonary lesions consist 
of fibrosis, cystic dilatation of the bronchi, pseudo-pneumonia and tubercle- 
like abscesses. Similar cysts may involve the intestinal mucosa, bile ducts, 
peritoneum, pleura, brain, spleen and liver. 

Symptoms.—These are divided as follows: (1) General, which include 
adenitis and skin ulcerations; (2) Thoracic, characterised by cough and 
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hemoptysis with physical signs of broncho-pneumonia, pleural effusions or 
bronchiectasis ; (3) Abdominal, with involvement of the liver, spleen, pancreas 
or intestine: if the latter, there is diarrhoea with eggs in the feces; (4) 
Cerebral, with Jacksonian epilepsy, hemiplegia, monoplegia, aphasia and eye 
symptoms. Headaches, loss of memory and insomnia may be present. 
Diagnosis.—This is made by finding ova in the sputum or feces. The 
complement-fixation reaction may be of assistance: eosinophilia is also 
resent. 
Prognosis.—-Brain cases are fatal, and the outlook is bad in all severe 
infections. 
Treatment.—Abstinence from eating raw fresh-water crab or cray fish 
prevents the disease. Emetine and tartar emetic temporarily relieve pul- 
monary symptoms, but cures are doubtful (Faust). 


CLONORCHIASIS 


Definition.—An invasion of the bile ducts of man and other mammals 
with trematode parasites of the family Opisthorchide, occurring in Japan, 
Korea, China, etc. 

ZEtiology.—Clonorchis sinensis (Distoma sinense ; Optisthorchis sinensis, 
etc.) is a spatulate fluke, measuring 10 to 20 mm.x2 to5 mm. Its yellowish- 
brown ova are oval, possess a well-marked operculum, and measure from 
27-3 to 85-1 X 11-7 to 19-5 ». Viable eggs are ingested by certain bithyniid 
snails (Parafossarulus striatulus, Bithynia fuchsiana), and the miracidia, 
penetrating the soft parts, form sporocysts, rediw and finally cercarise, which 
escape, and encyst in the flesh of certain freshwater fish of the family Percida, 
Gobude and Anabantide. When the mammalian host eats infected fish the 
adolescaria escapes in the duodenum and directly invades the bile ducts, 
especially the left, owing to its straighter course. 

; Pathology.—Initially infection leads to primary proliferation of the 
biliary epithelium and thickening of the duct wall; later this becomes 
greatly thickened, and finally cirrhosis of the liver with destruction of the 
parenchyma results (Faust). The pancreatic duct is sometimes involved. 

Symptoms.—Mild cases may be symptomless, but the heavier infections 
show anorexia, epigastric pain, hepatomegaly, diarrhea, wasting, Jaundice, 
cedema and ascites. 

Diagnosis.—This is made by finding the eggs in the faces. 

Prognosis.—This is dependent on the intensity of the infection ; heavily 
infected cases occasionally die, but mild and moderate ones invariably survive 
unless some intercurrent disease develops. 

Treatment.—Prevention lies in the cooking of freshwater fish before 
consumption. Tartar emetic intravenously possibly reduces the number of 
worms, while gentian, crystal and methyl violet reduce the intensity of in- 
fection as measured by the egg-cell count. Gentian violet is given as a 
keratin-coated pill (24 grains) thrice daily after meals for 10 days; for 
intravenous use 40 c.c. of an 0-5 to 1-0 per cent. solution is injected every 
other day ; not more than 6 g. is advised (Faust). 

When the liver is enlarged and tender, bile drainage may be accelerated 
by concentrated magnesium sulphate fed through a duodenal tube left in situ 
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for several days. It decreases intra-biliary pressure and absorption of toxic 
material, but does not cure. 


HETEROPHYIDIASIS 


Definition.—Infection with flukes of the family Heterophyide. Three 
genera occur in man. 

(1) Heterophyes heterophyes (Distoma heterophyes, etc.). A minute 
intestinal fluke infesting man, the dog, cat, etc., in Egypt, measuring 1-0 to 
1-7X0-3 to 0-4 mm. The oval, light-brown, operculated ova measure 28 to 
30X15 to 17 ». Though the life cycle is not completely known, the 
cercaria encyst in mullet (Mugzl cephalus), the ingestion of which causes 
infection. 

(2) Heterophyes katsuradai differs morphologically in the great size of 
its acetabulum, etc. 

(3) Metagonimus yokagawai.—This pear-shaped fluke measures 1 to 2°5x 
0-4 to 0°75 mm., while its eggs closely resemble H. heterophyes, measuring 
26-5 to 2815-5 to 17 w. The life cycle passes through Melanta libertina 
and allied molluscs, the cercariw encysting in the edible fish, Plectoglossus 
altivelis. 

(4) A number of other heterophyid flukes, including Monorchotrema taichi, 
M. tathokui, Diorchitrema pseudocirrata and Heterophyes breviceca, have been 
recorded by Africa and Garcia from Manila. 

Pathology.—The flukes become attached to the intestinal mucosa by 
their suckers, inducing mild inflammatory reactions and eosinophilia. 

Symptoms.—Mild digestive disturbances and diarrhoea with blood in the 
stools may result in severe infections. Often the condition is symptomless, 
the diagnosis being made by finding ova in the feeccs. In their cases in Manila, 
Africa and Garcia have described a condition of cardiac heterophyidiasis, 
resembling cardiac beriberi, associated with sclerosis of the mitral valves 
and fibrosis of the myocardium; heterophyid ova were demonstrated in the 
local lesions. 

Treatment.—Carbon tetrachloride, betanaphthol, thymol, the oleoresin 
of aspidium, or eucalyptus, castor oil and chloroform mixture are efficacious 
in eradicating the infection. To find the parasites, the stools must be strained 
through muslin. 


SCHISTOSOMIASIS (BILHARZIASIS) 


Definition.—Invasion of man with blood flukes of the family Schisto- 
somide. Three species are well known—Schistosoma hematobium, S. mansoni 
and S. japonicum. More rarely man may be affected by S. bows and 
S. matthei. Life cycle-——The parasites inhabit the portal veins and their 
tributaries, depositing ova in the hollow viscera, whence they escape via the 
urine or feces; on contact with water miracidia emerge, invade the appro- 
priate molluscan intermediary, in which sporocysts and cercarie develop 
(Miyairi and Leiper). The latter invade the skin and find their way to the 
portal system, where the schistosomul® mature. The tuberculated male, 
originally a flattish fluke, has become rounded by inrolling of its edges to 
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form the gynecophoric canal, in which the thread-like female lies. Both 
sexes have an anterior, prehensile sucker and a posterior, suctorial sucker 
by which the worm maintains its position against the portal blood stream. 

S. hematohum (Bilharzia hematobia) occurs in Africa and parts of 
Western Asia, etc.(¢ 10t0o15mm.x0°8tol-0mm.; £20 mm.x0-25 mm.). 
The ova have a sharp terminal spine and measure 120 to 16040 to 60 uy. 
The intermediary hosts vary considerably, being Bulinus contortus, ete., in 
Egypt, Physopsis africana in Natal, and Planorbis metidjensis in Portugal. 
S. mansont is found in Africa, South America, etc. (¢10 to 12 mm.x1-0 to 
1-2mm., P 12 to 160-16 mm.). The ova have a lateral spine and measure 
140 to 165 x 60 to 70 p. The intermediary host is Planorbis boissyt in Egypt, 
and Physopsis africana in Natal, etc. S. japonicum is confined to the Far 
East—Japan, China, Formosa and the Philippines (g 12 to 20 mm.x0°5 to 
0-55 n.m. 3 15 to 26 mm.x0-3 mm.). The ova possess a lateral knob and 
measure 100 to 11055 to 65 w. The intermediate hosts are Katayama noso- 
phora, K. formosana and Oncomelania hupensis. 

Pathology.—In S. japonicum and S. mansoni the worms are found in the 
portal system, especially its mesenteric branches, ova being deposited in 
large numbers in the colon and liver, and to a lesser degree in the small 
intestine, mesenteric glands, stomach, pancreas and rarely the spleen. In 
S. haematobium they wander still farther afield via the inferior hemorrhoidal 
plexus into the pelvic plexuses of veins, especially the vesical, prostatic and 
uterine ; eggs are deposited in the bladder, prostate, seminal vesicles, urethra, 
the lower third of the ureter, cervix and vagina. These plexuses communicate 
with the inferior vena cava; in consequence stray ova filter out into the 
lungs rather than the liver. Apart from toxic effects and suctional trauma 
produced by the schistosomes themselves, the egg deposits cause considerable 
local inflammatory reaction, at first giving rise to small pseudo-tubercles 
initially composed of giant cells, eosinophiles and round cells; later these 
disappear or are replaced by whorls of fibrous tissue in which degenerated 
and calcified eggs are found. The characteristic papillomata form as a 
combined result of irritative downgrowth of epithelium produced by toxic 
substances liberated from worms and ova, and submucous cellular accumula- 
tions pressing the mucosa upwards from below. 

Special pathology.—S. japonicum and S. mansoni produce various colonic 
lesions, including round, whitish, submucous pseudo-tubercles, bilharzial 
colitis, and papillomata, which may slough off, leaving round ulcers. All 
these lesions may be visible with the sigmoidoscope. In addition, marked 
fibroid thickening and contractures of the bowel wall, mesentery and omentum 
sometimes occur. Periportal cirrhosis of the liver, which may or may not 
be associated with bilharzial splenomegaly, is met with. Other lesions 
include rectal papillomata, prolapse of the rectum, perineal granulomata 
and ischio-rectal fistulae. In S. mansoni egg deposits in the spinal cord may 
produce myelitis, and granuloma of the brain simulating cerebral tumour is 
recorded in S. japonicum. In S. hematobium vesical lesions are dominant, 
but in addition there may be involvement of the ureters (lower third), chronic 
fibrosis of the prostate and seminal vesicles, bilharzial infiltration of the 
cervix, vagina and periurethral tissues with sinus formation, and granulomata 
of the penis and vulva. In the bladder the earliest lesions are minute 
petechie and round, yellowish, pseudo-tubercles studding its surface ; later, 
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papillomata and ulcers may develop, while chronic fibroid thickening and 
the so-called “sandy patches”? are very characteristic of the chronic 
stages with calcified eggs. These lesions are demonstrable cystoscopically. 
Pulmonary fibrosis associated with egg deposits is not uncommon, but 
involvement of the colon and liver is minimal. 

Symptoms.—Three stages can be recognised: (1) invasive; (2) toxic or 
anaphylactoid ; (3) localised disease (a) early, (6) late. 

(1) Lnvasive.—The entry of cercurie may give rise to transient rash and 
local irritation lasting 24 to 48 hours (Kabure disease). 

(2) Toxic or anaphylactoid.— Within 2 to 8 weeks a clinical syndrome may 
appear, characterised by urticaria and an intense eosinophile leucocytosis ; 
in addition there may be rigors, abdominal pain, enlarged, tender liver and 
spleen, dyspncea, bronchitis, anorexia, diarrhoea and fever, lasting a few 
days to several weeks; the severe cases often simulate typhoid. This stage 
is most marked in S. japonicum (Katayama disease), but it is also described 
by Lawson in S. mansoni and by Fairley in S. hematobium. 

(3) Localised disease.—Local features dependent on egg deposition in the 
biadder or colon are not generally apparent for 3 to 9 months after infection. 
In S. hematobium early symptoms include scalding or frequent micturition, 
penile, perineal, suprapubic or loin discomfort or pain, and terminal hema- 
turia, the blood being bright red and increased by exercise. At this stage 
the prostate may be congested and tender, cystoscopic examination shows 
the characteristic yellow, round pseudo-tubercles, and the urine contains 
leucocytes, erythrocytes and terminal-spined ova which may also appear in 
the feces (40 per cent.). For years intermittent hematuria may be the 
only clinical manifestation, the subsequent course depending on such com- 
plications as carcinoma, cystitis with an alkaline urine containing much 
muco-pus, and renal involvement. In S. mansoni localised features may be 
absent or a chronic bilharzial dysentery may develop, characterised by colicky 
abdominal pain, the passage of blood and mucus, and tenesmus. Between 
attacks there is rectal discomfort, but the stools are solid, and coated with 
mucus, which may contain the characteristic lateral-spined ova. Later 
‘periportal cirrhosis and splenomegaly with ascites, etc., may supervene. In 
S. japonicum similar dysenteric symptoms are present. The chronic stage 
with cirrhosis and splenomegaly is characterised by weakness, emaciation, 
pallor, secondary anemia, dilatation of the abdominal veins, and finally 
ascites and liver insufficiency. 

Complications.—In S. hematobium there may be chronic nephritis or 
hydronephrosis due to backward pressure, or septic cystitis with pyonephrosis 
or ascending pyelonephritis. Carcinoma of the bladder, penis or vulva may 
also ensue, while bilharzia papillomata and vesical calculi are not uncommon. 
In S. japonicum and S. mansoni hepatic cirrhosis, liver insufficiency or 
carcinoma of the liver may supervene. 

Diagnosis.—In the early toxic or anaphylactoid stage the diagnosis may 
be suggested by the intense eosinophilia and confirmed by the cercarial com- 
plement-fixation reaction (Fairley). In the localised stage the diagnosis is 
generally made by finding ova in the excreta, but the complement-fixation 
reaction, the intradermal skin test (cercarial antigen), and the cystoscopic or 
sigmoidoscopic findings often prove of great value. In examining for S. 
mansoni or S. japonicum the mucus covering of the stool should be selected, 
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and in S. hematobium the last few cubic centimetres of urine passed ; several 
examinations may be necessary and eggs may be found in scrapings from 
the bowel wall obtained with a blunt curette during sigmoidoscopy, when 
ordinary fecal examinations are negative. 

Prognosis.—The prognosis is bad in patients continuously exposed to 
infection, or in late cases when hepatic or renal insufficiency, septic infection 
or carcinoma has supervened. 

Treatment.—PropHy.tactic.—This consists in curing the disease in 
man, in preventing excretal contamination of water, in destruction of snail 
vectors and in avoiding contact with infected water. 

CuraTIVE.—Two trivalent antimony compounds, tartar emetic and 
stibophen (fouadin), as well as emetine hydrochloride, exert a specific lethal 
action on the adult schistosome. During treatment rest in bed is advisable, 
especially if complications exist, but in Egypt and elsewhere often ambulatory 
treatment is alone practicable. 

(1) Tartar emetic, first successfully introduced by Christopherson, is given 
intravenously in 10 c.c. of saline every second day, commencing with 4 grain 
doses and increasing by.4 grain until a maximum of 2 grains is attained. 
The solution must be freshly sterilised, and the total course for the adult 
should equal 30 grains. The drug kills the schistosomes, and viable ova 
rapidly disappear from the excreta. Cough, vomiting and toxic muscular 
pains may follow its administration, but the drug is generally well tolerated 
except in cases complicated by hepatic cirrhosis, renal involvement, sepsis, 
etc. Great care must be taken not to inject the solution into the tissues, 
as severe inflammation and necrosis result. 

(2) Stibophen (fouadin) (antimony-pyrocatechin-disulphonate of sodium) 
should be given in an all-glass syringe in 6°3 per cent. solution; the total 
course consists of 40 c.c. administered in nine intramuscular injections 
extending over a period of 15 days. According to Khalil, the therapeutic 
results compare favourably with those obtained by tartar emetic. 

(3) Emetine hydrochloride is advised by Tsykalas in doses of 14 grains for 
8 to 10 days. Though lethal to schistosomes, toxic complications are liable 
to develop and now that stibophen 1s available for intramuscular injections 
in children there is little justification for its use. The usual medical and 
surgical measures should be employed for complications as they arise, and 
rectal and other polyps which do not resolve with specific therapy may need 
excision with the electric cautery. 

G. CarmMicnHaEL Low. 
N. Hamitton Fain vey. 


B. DISEASES DUE TO CESTODES 
TANIASIS—TAPE-WORMS 


Definition.—Tseniasis is produced by different forms of tape-worms 
occurring either as adults in the intestine (intestinal teniasis), or as the 
developmental stage in the muscles and other host tissues (somatic 
teeniasis). 
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INTESTINAL TatnrasIs 


(1) Tanta solium (Linneus, 1758).—The pork tape-worm measures 2 to 3 
metres in length. The head is globular and possesses 4 suckers, a rostellum 
and a double row of hooks. The uterus never has more than 12 lateral 
processes (diagnostic). The ova are spherical, 31 to 40 » in diameter, having 
a thick-walled shell and an oncosphere with 3 pairs of hooklets. The cysti- 
cerus stage is passed in the pig (Cysttcercus cellulose), and man becomes 
infected by eating undercooked “ measly ” pork. Pickling and smoking do 
not kill cysticerci. 

(2) Tania saginata (Goeze, 1782).—The beef tape-worm measures 3 to 4 
metres in length. Its head is cubical with 4 suckers, but no armature; the 
uterus contains 15 or more lateral processes, thus differentiating it from 
T. solium, though its oval eggs, measuring 33-40 x 20-30 pw, may be indis- 
tinguishable. The cysticercus stage is found in the ox (Cysticercus bovis) and 
man becomes infected by eating undercooked beef. 

(3) Dipylidium caninum (Linneus, 1758).—A common tape-worm of the 
dog is occasionally found in man. Human infestation with Tenia confusa, 
Tenia africana and Bertiella satyri has been described on two or three occasions. 

(4) Hymenolepis nana.—This dwarf tape-worm, which is common in 
Southern Europe, the Southern United States and India, inhabits the small 
intestine of man. It measures 2-5 to 4-0 cm. in length, has 4 hemispherical 
suckers and a short rostellum with a single row of hooks. The eggs measure 
30 to 40 microns in diameter and contain an onchosphere. No intermediary 
host is required, as the eggs hatch out in the intestine. After penetrating the 
mucosa the embryos develop into cercocysts, return into the lumen of the 
bowel, become attached by their heads to the villi and develop into mature 
worms. 

(5) Diphyllobothrium latum (Linneus, 1758) (Tanta lata, etc.).—The broad, 
fish tape-worm, some 2 to 10 metres long, possesses an almond-shaped head, 
but no armature. The immature eggs are oval, operculated and measure 
70x45 p. After 3 to 5 weeks’ development in water the hexacanth 
embryo escapes and is ingested by some species of cyclops or allied crustacean 
in the body cavity of which it develops into a procercoid larva. Infected 
crustaceans must be swallowed by certain fish, 2.e. before the plerocercoid 
larva develops. Man becomes infected by eating the undercooked, infected 
fish. Other species, such as D. cordatum, D. parvum and D. houghtont, have 
been described on one or two occasions as has also Diplogonoporus grandis and 
Braumia jassyensis. 

Symptoms.—Symptoms may be absent, or gastro-intestinal disturbances, 
such as anorexia, voracious appetite, dyspepsia, abdominal pain, colic and 
diarrhcea may result. Neurasthenia in adults, and headache, convulsions and 
strabismus are described in children. Occasionally D. latum is associated 
with severe megalocytic anemia. 

Diagnosis.—The diagnosis is made by identifying the appropriate 
segments or ova in the excreta. Skin hypersensitiveness to tape-worm 
protein and eosinophilia may be present. 

Treatment.——Filix mas and carbon tetrachloride are effective remedies 
for all the tape-worms, provided preliminary starvation and terminal purga- 
tion with salines be instituted. After a liquid diet, consisting of Grothe, 
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orange juice, dextrose, etc., for 2 days, during which time the bowels are well 
opened, extractum filicis iquidum in 30 mimim doses is given in gelatine 
capsules or emulsion at 8.0, 8.20 and 8.40 a.m. In obstinate cases an extra 
30 minims may be given at 9 a.m. and 30 minims of oil of turpentine as well. 
Sodium or magnesium sulphate (gr. 240) is administered at 10 a.m., and all the 
motions subsequently passed must be carefully sieved and examined against a 
black background to identify the head ; castor-oil must never be used as it 
dissolves out filicic acid and leads to poisoning. If the head is not recovered, 
treatment may be repeated in 10 days’ time, or 3 months’ interval may be 
allowed, by which time segments will have generally reappeared if the worm 
has survived. Carbon tetrachloride is given in capsules, the maximum adult 
dose being 3 c.c.; this is followed by a saline purge 3 hours later. Some 
report that it is advantageous to combine oil of chenopodium (1 c.c.) with 
carbon tetrachloride therapy, as in the treatment of ancylostomiasis. 


Somatic TZNIASIS 


(1) Sparganum mansoni.—This is the plerocercoid stage of Dziphyllo- 
bothrium mansoni (Cobbold, 1882) which has a somewhat similar life-history 
to D. latum. The adult worm infests the intestine of the dog and cat, the 
ciliated embryo is ingested by Cyclops leuckarti where it develops into a 
procercoid larva. When swallowed by the second intermediate host, which 
may be a snake, bird or mammal, including man, the cyclops is digested, the 
liberated larva penetrates the stomach and, travelling under the peritoneum, 
reaches the deep somatic muscles, also the iliac fossa, lumbar region, pleura, 
urethra and eye where it multiplies asexually by transverse fission, many 
spargana resulting from a single plerocercoid (Faust). Ingestion of spargana- 
infested tissues by the dog and cat results in intestinal teeniasis, but the 
adult stage does not develop in man. 

Symptoms.—Pain, swelling and cedema of the subcutaneous tissues and 
muscles sometimes occur, and in ocular sparganosis, which 1s common in the 
Tonkin delta, inflammation with pain, redness, oedema, lachrymation and 
ptosis may result. Human infection in China often follows the direct trans- 
ference of spargana from infected frogs which are applied locally in the 
treatment of ulcers, etc. (Joyeus and Houdemer). 

Diagnosis.—This is made by finding the unbranched sparganum larve 
embedded by their scolices in a slimy matrix in the tissues. 

Treatment.— Where possible the parasite is removed surgically. 

(2) Sparganum proliferum (Ijuma, 1905).—This species affects man in 
Japan, innumerable spargana producing nodules and honeycombing of the 
tissues, and elephantiasis if the lymph channels be involved. The adult 
stage and life cycle are unknown. 

(3) Tenia solsum.—The cysticercus stage of J’. solium, 1.e. cysticercosis, 
is occasionally found in man who may or may not have harboured the adult 
parasite. The cyst, which is generally surrounded by a fibrous-tissue capsule, 
consists of an opalescent bladder containing a single evaginated head with 
hooklets. Various tissues, including the brain and its ventricles, the liver, 
lungs, orbit and the somatic muscles and heart, may be involved. It occurs 
in Kurope, Africa and Madagascar, and in soldiers returning from India and 
Egypt. Macarthur has recently found it to be a common source of epilepsy. 
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Man probably acquires the disease by auto-infection, or eating uncooked 
food, such as lettuce, to which dried segments of 7. solium are adherent. 

Symptoms.—Subcutaneous nodules (4x2 cm.), muscular weakness, 
cramp and pains may be encountered, also Jacksonian epilepsy, petil mal, 
various psychoses and occasionally focal lesions of different types, if the brain 
be involved (Cystecercus cellulose). The diagnosis is established by biopsy of a 
subcutaneous cyst, or X-ray examination revealing calcified nodules in the 
muscles. Ophthalmoscopic examination may show retinal lesions, while 
eosinophilia and skin hypersensitiveness and positive complement-fixation 
reactions with tania antigens may be found. Accessible cysts can be excised, 
but the prognosis is bad if the brain be involved. The most dangerous period is 
the sixth to the eighth year, when cerebral disturbances most frequently occur. 
Mental deterioration and death generally result, but occasionally even those 
developing cysts recover. Fits should be controlled by luminal and bromide. 

(4) Tenia multiceps (Leske, 1780).—Cenurus cerebralis, the cystic stage 
of the canine tape-worm, 7. multiceps, commonly affects the brain of goats 
and sheep ; it has been recorded in man, producing epilepsy and aphasia. 

(5) Echinococcus granulosus (Batch, 1786).—This small tape-worm (2-5 
to 6 mm. in length) inhabits the intestines of dogs, jackals and wolves ; it 
consists of a head with 4 suckers, a rostellum and hooklets and 3 or 4 seg- 
ments, of which only the terminal one is gravid. In the intermediate hosts, 
which include sheep, cattle, pigs and man, hydated disease is produced. 
Man becomes infested from swallowing water and uncooked vegetables, etc., 
contaminated with infected canine feces, or by handling and fondling in- 
fected dogs. Hydatid disease is frequently contracted in childhood and is 
most common in sheep-breeding countries like Australia, New Zealand, the 
Argentine and South Africa ; it also occurs in Iceland but is less frequently 
encountered in Kurope. 

After the egg is swallowed, the six-hooked embryo escapes from its shell, 
traverses the intestinal wall, invades the blood vessels, and metastasises 
generally in the liver, but less frequently in the lungs, brain, bones, and 
muscles, etc., where it loses its hooks and forms a cyst, the wall of which 
consists of two layers, a laminated outer layer, the ectocyst, and a granular 
inner layer, the endocyst. As the cyst grows, it exerts mechanical pressure 
and toxic effects on adjacent host tissue, resulting in inflammatory reaction 
and the formation of a fibrous tissue capsule known as the adventitia. Endo- 
genous budding from the granular layer of the cyst results in the formation 
of brood capsules, scolices, and daughter and granddaughter cysts. Exo- 
genous budding sometimes occurs, especially in bone, while atypical develop- 
ment in viscera like the liver may result in alveolar or multilocular types of 
hydatid. It is improbable that a second parasite, #. multilocularis, exists. 

Symptoms.—The clinica] picture is very varied. Cysts may be symptom- 
less for many years until pressure effects are produced, or they may rupture 
or suppurate with the production of acute illness. Rupture into a vein may 
lead to sudden death from an embolus of daughter cysts, or to an anaphylactic 
syndrome characterised by injected conjunctive, lachrymation, vasomotor 
collapse, urticaria, oedema, respiratory distress and eosinophilia. Rupture 
into the peritoneal cavity may produce an acute abdominal crisis followed by 
peritoneal echinococcosis, secondary cysts developing from scattered scolices, 
or if the cyst rupture into a bronchus natural cure may ensue. Suppuration, 
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especially of liver cysts, is not uncommon, while in some 30 per cent. of cases 
their degeneration and death with subsequent calcification lead to natural 
cure. The inferior aspect of the right half of the liver is the commonest site 
affected, while the right lung is three times as often involved as the left. 
Brain cysts closely simulate cerebral tumour, while echinococcosis of bone, 
owing to its rapid exogenous growth, often leads to a fatal issue, especially 
when the pelvis and vertebral column are involved ; a pressure myelitis may 
result. 

Diagnosis.—A history of contact with dogs in childhood is important ; 
hydatid thrill, if present, is pathognomonic. Collapsed cysts, membrane, 
scolices and hooklets may be coughed up or passed per rectum, while the 
aspiration of a clear watery fluid containing considerable amounts of sodium 
chloride and hydatid elements clinches the diagnosis. Aspiration, however, 
should never be carried out in lung cysts except on the operating-table owing 
to the danger of drowning from rupture into the bronchial tract. X-ray 
examination is of considerable importance in localising liver and lung cysts, 
while the complement-fixation and precipitin reactions and the intradermal 
test have greatly increased the percentage of cases correctly diagnosed before 
operation. Eosinophilia may occur, especially if a cyst has recently ruptured. 

Treatment.—No medical treatment is available except for the anaphy- 
lactic syndrome, when adrenaline (10 min. of 1 in 1000 solution) should be 
administered. Asa rule, calcified cysts should not be operated on. After 
the injection of formalin to kill scolices in hepatic cysts the contents should 
be evacuated and the adventitia sewn up in smaller sized cysts ; suppurating 
and large cysts must be drained. Special care must be taken to prevent soiling 
of the peritoneum with the cyst contents in hepatic hydatid, as secondary 
peritoneal echinococcosis is hable to develop. 
G. CarmMIcHAEL Low. 
N. HamILTon FAIR.ey. 


C. DISEASES DUE TO NEMATODES (ROUND-WORMS) 
STRONGYLOIDIASIS 


Strongyloides stercoralis (Bavay, 1876).—A common tropical parasite of 
inan, the female worms living in the jejunum and duodenum, and in massive 
infections invading the bile and pancreatic ducts, the stomach and colon. 

ZEtiology.—The eggs hatch out rhabditiform larva which appear in the 
feces : rarely, where intense diarrhcea is present, the eggs (50-80 x 30-34 ,), 
which resemble ancylostome ova, may be found. The rhabditiform larvee 
give rise either directly, or indirectly through a sexual circle, to filari- 
form larve which invade the skin or mucosa and follow a similar route to 
ancylostomes procceding via the lung to the intestine. 

Pathology.—lIntestinal catarrh or an enteritis, with extensive erosions 
of the mucosa, giving rise to a “ beefsteak ”’ appearance, may occur in heavy 
infections. 

Symptoms.—Initial dermatitis and lung symptoms may be seen during 
the first few days. Mild infections show no symptoms; severcr infections 
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may present epigastric discomfort after meals, flatulence and diarrheea 
which occasionally is very intractable. Occult blood may occur, urticaria and 
cedema sometimes develop at the site of entry of infective larve, and dermal 
sensitivity can be demonstrated to strongyloid extracts (Fiilleborn). 

Diagnosis.—This is made by finding the rhabditiform larve in the 
stools, which should be mixed with water and strained through muslin. 
Hook-worm embryos have a longer pre-cesophageal mouth cavity and occur 
within the egg. 

Treatment.—Gentian violet, recently introduced by De Langar, appears 
to be a specific when given as a keratin-coated pill (1 grain) thrice daily 
before meals. It is best administered in two courses, each lasting 8 days, 
separated by a week’s interval, during which no gentian violet pills are taken. 

Allied helminths, including Rhabditis pellio (Schneider, 1886) and Turbairix 
aceti (Miiller, 1783), the common vinegar worm, have been reported in the 
vaginal exudate and urine of women. 


FILARIASIS 


An invasion of man by members of the family Filariide. Several species 
are known to infest man, Filaria bancrofti or Wuchereria bancrofti, Filaria 
loa and Loa loa, Filaria perstans or Acanthocheilonema perstans transmitted 
by Culicoides austent, and Iilaria ozzardi or Mansonella ozzardi, the insect 
vector being Culicoides furens. Only the first two are of clinical importance. 
Two larval Filariid@ are known in which the adults have not been found— 
Microfilaria malaya (Brug, 1927) occurring in the peripheral blood at night, 
and Agamofilaria streptocerca (Macfie and Corson, 1922) found commonly in 
the skin of natives on the Gold Coast. 

(1) Falarta bancrofti (Cobbold, 1877).—This parasite has a widespread 
tropical distribution, being especially common in India, the West Indies, 
Porto Rico, Southern China and the Pacific Islands. The adults are like fine 
catgut (¢30-40 mm. long; ? 76-100 mm.x0-2 mm.); they mhabit the 
lymphatics and periglandular lymphatic tissue, and produce embryos which 
subsequently invade the blood stream, living in the lungs and thoracic blood 
vessels by day and appearing in the peripheral blood only at night—noctural 
periodicity. The embryos are enclosed in a loose sheath and measure 230- 
320 7-5-10 ». As Manson first showed, the intermediate host is a mosquito 
(chiefly Culex fatigans), which sucks the embryos out of the blood at night ; 
metamorphosis subsequently takes place in the thoracic muscles. The 
mature embryos are inoculated into man via the proboscis (Low). Develop- 
ment in the insect vector takes from 10 to 40 days, depending on the 
temperature, etc.. In the Pacific where F. bancroft: is transmitted by Aédes 
variegatus, which bites in the daytime, the filaria is non-periodic in type. 
It is possible, however, that this filaria is of a different race or sub-species. 

Pathology.—The parent worms may produce little damage: at other 
times they injure the lymphatics, causing filarial lymphangitis, abscess, 
varicose groin glands, chylocele, lymph scrotum, filarial orchitis, hydrocoele, 
chyluria, chylous ascites and elephantiasis which often involves the lower 
extremities, scrotum or vulva. These changes are partly mechanical and 
partly attributable to helminthic toxins and secondary streptococcal infec- 
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tion, which induce lymphangitis and inflammatory changes in the tissues, 
resulting in fibrosis, obstruction and lymph stasis. 

Symptoms.—The disease is symptomless unless obstruction to the lymph- 
flow and lymphangitis ensue; the latter is associated with rigors, high 
fever, tender enlargement of lymphatic glands and inflammatory swelling 
of the affected parts. O’Connor has recently described palpable focal spots, 
consisting of dead worms from which the lymphangitis may radiate upward 
or downward in the limb. Filarial abscess associated with death of parent 
filarie may form in the limbs and scrotum, and is generally complicated by 
secondary bacterial infection. Fuilarial orchitis (endemic funiculitis) is really 
a lymphangitis involving the spermatic cord. Recurrent attacks may lead 
to hydrocoele. In lymphuria and chyluria the patient often passes white, 
milky urine which may be mixed with blood. Other clinical manifestations 
depend on the site and nature of the lesions. 

Diagnosis.—The presence of an unexplained eosinophilia may suggest 
searching the blood for embryos, while the intradermal test, using Dirofilarva 
wmmitis extract as antigen, is of value in distinguishing the non-filarial from 
filarial types of elephantiasis where embryos have generally disappeared. 

Treatment.—Prophylaxis depends on mosquito destruction and the 
use of mosquito nets, etc. No specific drug treatment is known, but the 
application of an ethyl chloride spray to focal points has been recently 
advocated to abort lymphangitis. Where secondary streptococcal infection 
has supervened, sulphonamide therapy is indicated. Surgical intervention 
may be necessary for various elephantoid conditions. In elephantiasis of the 
legs elastic bandaging, massage and rest, with elevation of the limbs, are 
desirable. Elastic stockings should be washable, porous, and made to fit, 
extending from the dorsum of the foot to above the knee. 

(2) Loa loa (Cobbold, 1864).—Human infestations with this parasite occur 
in West Africa. The adults inhabit the subcutaneous and retroperitoneal 
tissues, while the sheathed: embryos have a diurnal periodicity (9 a.m. to 
9 p.m.); several years may elapse before embryos appear in the peripheral 
blood. Transmission is by certain species of mango-fly (Chrysops dumidvata 
and (. stlacea) which feed in the daytime. Clinically the worms give rise 
to urticarial eruptions and puffy, painless, white swellings the size of a hen’s 
egg, lasting 2 to 3 days, known as Calabar swellings. These are due to an 
cedema of the subcutaneous tissue and probably represent an anaphylactoid 
reaction to helminthic products or toxins. Leucocytosis associated with 
a marked eosinophilia (20 to 60 per cent.) is characteristic, and dermal hyper- 
sensitiveness to diro-filarial extract is shown in almost every case. Positive 
complement-fixation reactions are also given with diro-filarial alcohohe 
extracts. Neuritic pains may also be complained of. Not infrequently 
the worms appear about the eye, and in their migration across the con- 
junctives give rise to transient conjunctivitis and lachrymation. Where 
visible, the worm should be surgically removed under local anesthesia. 


ONCHOCERCIASIS 


Onchocerca volvulus (Leuckart, 1893).—This nematode, found on the 
west coast of Africa, inhabits the subcutaneous or connective tissues of man, 
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often giving rise to nodular, subcutaneous, cystic tumours, 1 to 10 cm. in 
diameter, over which the skin is generally movable, and in which lie entangled 
masses of worms and embryos encased in dense fibrous tissue. The swellings 
are particularly common around the elbows, knees, ribs, iliac crests and great 
trochanter. Unsheathed microfilaris may occasionally be demonstrated in 
the skin, especially of the loin and thigh, as well as in the circulatory blood and 
subcutaneous lymph channels, even though no evidence of disease exists. 
Dermal lesions, including achromia, xeroderma and pseudo-ichthyosis, are 
attributed to embryos located in the skin (Laigret). Pruritus may be intense, 
especially at night. Onchocerca tumours of the head are not infrequently 
associated with ocular complications. Blindness may result from retino- 
choroiditis or punctate iritis when embryos are found in the anterior chamber. 
Blacklock has shown that transmission is by the buffalo gnat, Sunuliwm 
damnosum. Localised tumours may be removed under local anesthesia. 

The parasite called Onchocerca cecutrens (Brumpt, 1919) is found in 
Guatemala and Mexico. Its status as a distinct species has for some time 
been doubtful, and the recent work of Strong indicates it 1s the South American 
form of O. volvulus. It produces flat nodes (Guatemala nodules) up to 2 cm. 
in diameter, especially affecting the scalp and face, and an eruption known 
as ‘‘ coastal erysipelas,”’ associated with pain, tumefaction and fever may 
result from secondary streptococcal infection of the skin due to scratching, 
the irritability being caused by microfilariz in the corium. More important 
are the ocular lesions caused by microfilariz, piercing the capsule of the nodules 
and invading the tissues of the eye, producing conjunctivitis, punctate 
iritis, keratitis and choroiditis. Blindness commonly follows (Strong). An 
eosinophile leucocytosis is the rule. Diagnosis is made by demonstrating the 
microfilariz in the milky fluid aspirated from the nodules, or in adjacent pieces 
of skin shaved off and teased up in saline at 37° C. for microscopical examina- 
tion. Transmission is by three different species of Simuliwm, the coffee flies 
living at a height of 2500-5000 feet. The nodules should be excised 
whenever possible, especially those in the vicinity of the eyes. Some im- 
provement in the ocular condition may follow this procedure. 


DRACONTIASIS 


Dracunculus medinensis (Linneus, 1758).—Guinea-worm disease is 
common in India, Persia and Africa, The adult female, measuring 40-120 cin. 
<0°5-1-7 mm., inhabits the subcutaneous and interstitial tissues, and takes 
some 12 months to reach the skin where it secretes some toxin producing 
a blister which later ulcerates, and permits, on contact with water, the reflex 
discharge of embryos froin the prolapsed uterus which perforates the base 
of the ulcer. The worm itself is often surrounded by a fibrous-tissue canal. 
Fedtschenko, in 1879, produced evidence that a cyclops was the intermediate 
host. Man becomes infected by swallowing these crustaceans in drinking 
water. 

Pathology.—Three factors are responsible for pathological lesions, 
namely, the worm, the embryos and secondary bacterial invaders. The 
toxic substance responsible for blister formation may, if absorbed, lead to 
anaphylactoid symptoms. Premature ejaculation of embryos may produce 
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subacute sterile abscess. Bacterial invaders, especially Staphylococcus 
aureus, Bacillus colt and streptococci are responsible for acute abscess, 
cellulitis, bubo, synovitis, arthritis and septicemia; these complications 
almost invariably result from the retraction into the tissues of a taut, elastic 
worm, broken during efforts to extract it. 

Symptoms.—Prodromal symptoms consist of an itchy, urticarial 
eruption (40 per cent.) which may be associated with vasomotor collapse, 
vomiting, diarrhoea, dyspncea and high eosinophilia, followed a few hours later 
by blister formation and ulceration (Fairley). The lower extremities are 
commonly involved (86:5 per cent.), and in decreasing frequency the arms, 
trunk, buttock and scrotum. Septic complications are frequent, and con- 
tracture of tendons and fibrous ankylosis of joints sometimes result. Neuritis 
and muscular rheumatism may be produced by calcified worms, which 
on X-yiy examination show a pathognomonic, convoluted, moniliform 
shadow. 

Treatment.—This depends on the stage at which the patient is seen. 
Anaphylactoid symptoms are best treated by injections of adrenaline (min. x. 
of a yoyo Solution). A blister, if present, should be aspirated. Once an 
ulcer has formed it must be treated with antiseptic dressings and the worm 
subsequently extracted either by intermittent traction and massage, or by 
multiple incisions under local anesthesia. The outline of the worm becomes 
more obvious if the tissues are sprayed with ethyl chloride. Whenthe worm 
is closely convoluted the whole area may be excised en masse. The old 
method of gradual extraction by winding round a match and daily douching 
with water until the uterus is emptied still has its advocates. Localised 
abscess must be treated by passing a probe through the sinus and slitting 
up the canal in which the worm lies. Other complications are treated along 
general surgical lines. 


TRICHINIASIS 


Definition.—A disease produced by the embryos of Trichinella spiralis 
(Owen, 1835) during their migration from the human intestine to the muscles. 

fEtiology.—Infection is acquired by eating raw or underdone pork 
in which the larvee have encysted. After the cyst walls have been dis- 
solved by the gastric juice the embryos mature and breed in the small 
intestine. The gravid female bores into the mucosa, depositing hundreds of 
viviparous larve (1006 ») which reach the muscles from about the 
ninth to the fortieth day via the liver, lung and left heart. The adults 
are small (S 1-4-1-6 mm.x0-04 mm.; ° 3-4 mm.xX0-°6 mm.) and live only 
a few weeks, whereas encysted larvee may survive for 25 years, though they 
often calcify within 6 months. Rats act as reservoir hosts. 

Symptoms.—For the first week during the invasion period gastro- 
intestinal symptoms develop with nausea, vomiting, colic and diarrhea with 
perhaps blood and mucus; then when migration of larve commences 
myositis of the tongue, laryngeal and intercostal muscles and the diaphragm 
occurs, giving rise to difficulty of swallowing, speech and respiration. The 
muscles of the jaws, arms, legs and abdomen may also be involved with stiff- 
ness and pain; the affected areas are exquisitely tender and hard to the 
touch. (Hdema, especially of the face, urticaria, leucocytosis with high 
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eosinophilia, prolonged remittent fever (102°-104° F.) and sweating are 
characteristic. Pulmonary features are common, and occasionally hemoptysis 
occurs. Cachexia develops and, finally, during the period of larval encyst- 
ment, the patient may succumb from toxemia with respiratory disturbance 
and coma. 

Diagnosis.—Early, the disease may be mistaken for ptomaine poison- 
ing, enteritis or dysentery, and later for rheumatic fever or typhoid. The 
intense eosinophilia should arouse suspicion, while later biopsy of a piece 
of the affected muscle such as the deltoid at its tendinous insertion will often 
reveal precystic or encysted larve. Embryos may be found in the blood, 
especially from the twelfth to the twentieth day, by laking it with ten volumes 
of 3 per cent. acetic acid and centrifuging the deposit. Intradermal and 
-precipitin tests are often positive to an antigen manufactured from the 
embryos (Bachman). At a late stage, calcified cysts may sometimes be 
visualised by X-ray. 

Prognosis.—This largely depends on the intensity of the infection, 
the mortality rate varying in different outbreaks from 1 to 30 per cent. 
Convalescence is often slow and muscular atrophy may follow. 

Treatment.—Propny.actic.—This depends on careful meat inspection, 
and adequate boiling of pork; curing by smoking and salting is ineffective. 
Special care should be taken at autopsy to prevent infection. 

CuraTIvE.—No specific treatment is known, but every effort should be 
made to expel the adult worms.. Purgatives and glycerin, santonin, thymol 
and turpentine are employed for this purpose. 


(ESOPHAGOSTOMIASIS 


(1) Hsophagostomum apostomum (Willach, 1891).—This nematode fre- 
quently affects certain anthropoid apes and monkeys in West Africa, and 
not uncommonly man in Northern Nigeria. The rhabditiform larve ex- 
sheathe in the cecum, invade the bowel wall and give rise to inflammatory 
nodules in which they develop; later they erupt into the intestine and 
mature. Dysentery-like symptoms, with hemorrhage and occasionally 
peritonitis and septicemia, may result. The ova are indistinguishable from 
ancylostome eggs, but fortunately thymol, oil of chenopodium and carbon 
tetrachloride are specific for the adults (Faust). 

(2) Hsophagostomum stephanostomum (Raillet and Henry, 1909).—The 
adult worms present minor differences, and in the only human case recorded, 
by Thomas in Manaos, Brazil, nodules were found in the ileum as weil as in 
the colon. 


ANCYLOSTOMIASIS 


Synonyms.—Uncinariasis ; Hookworm Disease. 
Definition.—Ancylostomiasis is caused by members of the famil 
Ancylostomidew. Five species may affect man—Ancylostoma duodena 
(Dubini, 1843), Necator americanus (Stiles, 1902), Ancylostoma malayanum 
(Alessandrini, 1905), Ancylostoma braziliense (Gomez de Faria, 1910), and the 
Ancylostoma caninum (iercolani 1859). The first two species commonly 
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affect man, the third and fourth rarely, while the larve of the fifth may cause 


creeping eruption. 
tiology.— A. duodenale,—Adults ¢ 8-10 mm.x0-4-0-5 mm.; 9 12- 

18 mm.x1 mm. Ova are elliptical, thin-shelled containing vitellus, 
segmented into 2 to 8 spherules, and measure 55-65x3245 uw. N. 
americanus.—Adults 3 7-9 mm.x0°3 mm.; P 9-12 mm.x0-4 mm. The 
ova measure 64-75% 36-40 u. The buccal armature of the two species 
differs. The capsule is smaller in NV. americanus, and has an irregular border 
instead of the four ventral hook-like teeth of A. duodenale ; there is also a 
pair of semilunar plates. All subsequent description applies to both these 
parasites. 

When feces containing ova are deposited on moist earth the rhabediti- 
form larve hatch out in 24 to 48 hours: later they moult twice, developing 
into filariform larve which may remain viable for 3 to 4 months. On, 
contact with human skin the latter bore their way into the blood vessels, 
pass to the right heart and lungs whence they progress via the trachea, 
cesophagus and stomach to their natural habitat in the duodenum and small 
intestine ; here they mature and breed, egg-laying commencing in about 
5 weeks. The worms attach themselves firmly to the mucosa, feeding 
on blood and may cause local bleeding (especially A. duodenale), though the 
stools generally give a negative test for occult blood. At autopsy cedema of 
the legs and sacrum are common, and effusions and petechis may involve 
the serous sacs. The heart is dilated and shows marked fatty degeneration, 
as do also the liver and kidneys. The duodenum and jejunum may present 
petechia]l hemorrhages, especially at points where the worms are attached. 

Symptoms.—At onset the larve may produce ancylostome dermatitis 
or ground itch, which clears up within 2 weeks unless secondary infection 
has occurred. In heavy infection symptoms may appear within 1 to 2 
months. These are largely related to the anemia which is microcytic and 
hypochromic in type; there is a low colour index, and an increased blood 
volume. The counts in a severe case would show R.B.C.’s—1,000,000- 
2,500,000 per c.mm.; hemoglobin = 10-25 per cent.; colour index = 0-5. 
Leucocytes are normal or slightly increased in number, and eosinophilia is 
characteristic. Mild cases may be symptomless, and it is uncommon for the 
well-fed European to develop anemia even when severely infected. Anemia 
rarely occurs except in patients living on a borderline diet, poor in animal 
protein and iron-containing foods. Those moderately infected may complain 
of mental and physical lethargy, hyperacidity, epigastric tenderness, palpita- 
tions, and shortness of breath. The really severe case may show a tallow- 
yellow discoloration of the ale: nasi and forehead, a dry, earthy-coloured skin, 
pallor of the mucous membranes, mental sluggishness, dilated stomach and 
epigastric tenderness; earth-eating sometimes occurs and constipation is 
frequent. Dyspnea, cough, palpitations, pulsating cervical veins and hemic 
murmurs are common; retinal hemorrhage, oedema of the feet and serous 
effusions may occur. Hook-worm disease causes great economic loss to the 
community by lowering the individual’s physical and mental] capacity for 
work and predisposing to secondary infections like pneumonia and dysentery. 
In Europe outbreaks have sometimes occurred in miners. 

Diagnosis.—A microcytic, hypochromic answmia, especially if associated 
with eosinophilia, should arouse suspicion in a tropical patient, and the 
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stools should be immediately examined for ova, preferably by the Clayton- 
Lane flotation method. 

Prognosis.—The mortality rate varies from 1 to 3 per cent., the chief 
danger being anemia, which predisposes to intercurrent disease unless specific 
treatment be instituted. Hook-worm infection is especially serious in children 
owing to its effects on their mental and physical development. 

Treatment.—PropnyLactic.—This includes the treatment of carriers, 
the substitution of latrines for promiscuous defecation, the proper disposal 
of night soil, the treatment of contaminated ground and the wearing of good 
shoes and boots. Sanitation in mines must be satisfactory. 

_ Curative.—Many drugs have been used. The best are betanaphthol, 
thymol, oleum chenopodii, carbon tetrachloride, carbon ethyltetrachloride, 
tetrachlorethylene, and hexylresorcinol. After relative starvation or light 
dietary for 1 to 2 days combined with saline purgation, 30-60 grains of well- 
triturated thymol, mixed with an adequate quantity of milk sugar to prevent 
agglomeration of the crystals, are given in cachets, or 0:5 c.c. of oil of cheno- 
podium at 6, 8 and 10 a.m., followed by magnesium sulphate (gr. 480) at noon. 
Some follow up a thymol treatment by oil of chenopodium one week later ; 
the latter drug is especially valuable for associated ascaris and strongyloides 
infections, or if eggs have reappeared. Carbon tetrachloride, or the purified 
carbon ethyltetrachloride, is given to adults in doses of 3 c.c. either in liquid 
form or in hard gelatin capsules, but preliminary starvation is not advisable. 
The combination of carbon tetrachloride (3-0 c.c.) with oil of chenopodium 
(1-0 c.c.) is very effective ; a light supper but no breakfast is allowed, and a 
saline purge is taken 2 to 3 hours afterwards. Tetrachlorethylene is given 
in doses of 3 c.c., and hexylresoreinol up to 1 g. may be administered in 
gelatin capsules; both are followed by sodium or magnesium sulphate 
purgation. Occasionally any of these drugs may cause poisoning. Thymol 
solvents including alcohol, fats, 7.e. butter and milk, castor-oil, ether, glycerin 
and chloroform must be avoided as they lead to excessive absorption of thymol. 
With carbon tetrachloride, which occasionally induces acute liver atrophy, 
dextrose and calcium salts can, with benefit, be administered beforehand ; 11 
should not be used where there is fever or hepatic, renal, pulmonary or heart 
disease, or calcium deficiency. After purgation, the object of which is to get. 
rid of both drug and parasites, the stools are examined and the number of 
worms counted ; 7 to 10 days later the stools are re-examined ; if ova have 
reappeared, then another course, preferably with a different drug, 1s advisable. 

Ansmic patients should receive a diet rich in animal protein and iron- 
containing foods ; and, in addition, iron in full doses should be administered. 


ASCARIASIS 


Definition.—An intestinal infection of man with the round worm 
Ascaris lumbricoides (Linnseus, 1758). 

fEtiology.—Adults ¢ 17-25cm.x 3mm.; £ 20-40 cm. x 5 mm. 
The eggs are yellow, elliptical, possess a thick outer shell and measure 
50-70 x 40-50 ». Ova passed in human feces develop in night soil, and 
the fertilised eggs, swallowed by man in contaminated water or food, pass 
into the intestines where the larve penetrate the bowel wall and migrate to 
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the !ungs, sometimes producing ascaris pneumonia ; thence, via the trachea 
and oesophagus, they reach the intestine (Stewart). Ova appear in the 
feeces in 2 to 24 months. 

Symptoms.—During larval migration urticaria, ascaris pneumonia, 
and, more rarely, ascaris nephritis may occur. Pulmonary complications 
appear early in the first week and are generally transient in nature. Adult 
worms may produce symptoms by toxic, reflex or mechanical means. 
Sensitised individuals occasionally develop rashes such as urticaria and oedema 
of the face, and in children, gnashing of the teeth, enuresis and convulsions 
are described. Reflex dyspnoea, abdominal pain and diarrhea, with or 
without blood, may occur (ascaris dysentery), while masses of coiled-up 
worms sometimes produce acute intestinal obstruction. Perforation of the 
intestine leads to peritonitis or localised abscess from which worms may be 
discharged. Wandering worms may produce appendicitis or obstruct the 
pancreatic or bile ducts causing jaundice, or reach the liver producing liver 
abscess or cholecystitis. They have been known to enter the larynx and 
cause cedema of the glottis or even to appear in the antrum of Highmore. 

Treatment.—Oil of chenopodium (14 c.c.) carbon tetrachloride and 
tetrachlorethylene (3 c.c.) are specific remedies ; in combination given as in 
ancylostomiasis they are particularly efficacious (see Ancylostomiasis). 
Santonin (3-5 grains) is the stock remedy ; it may be given on consecutive or 
alternate days on three occasions combined with preliminary starvation and 
followed by castor-oil; in children, where the dosage is proportionately 
lowered, it may be combined with scammony or castor-oil. Hexylresorcino] 
in 1 g. doses is also recommended and should be followed by a saline purga- 
tive. Worms sometimes take 48 hours to be ejected, and the only index to 
cure is the permanent disappearance of ova. 


TRICHURIASIS 


Definition.—An infection of the human intestine with the whip worm 
Trichuris trichiura (Linneus, 1771), formerly known as 7'richocephalus dispar. 

ZEtiology.—Adults, 40-45 mm.; 45-50 mm. Ova are brown, barrel- 
shaped with terminal knobs and measure 50-5423 microns. Man is in- 
fected by swallowing the fertilised eggs in food and water; on reaching 
the cecum the larve are liberated and attach themselves to the mucosa. 
Occasionally they invade the appendix, colon and terminal ileum. 

Symptoms.—Clinical features are generally entirely absent, but reflex 
symptoms are described in children and occasionally urticaria and eosino- 
philia are induced. Rarely verminous appendicitis and peritonitis may 
result, and possibly cecal lesions may a up the way for other infections, 

Treatment.—Thymol and oil of chenopodium may be effective, but 
worms are often difficult to eradicate. 


ENTEROBIASIS 


Definition.—Infection by the thread or pin worm Enierobius vermi- 
cularig (Linneeus, 1758), formerly known as Ozyuris vermicularis. Adulte 
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é 3-5 mm.; P 10 mm.x0:6 mm. The ova measure 50X20 p», and are 
thin-shelled, colourless, plano-convex and contain coiled embryos; they are 
rarely found in the feces, being mainly liberated in the perianal region from 
migrating gravid female worms at night, after the patient has gone to bed. 
The maximum length of the life cycle is 30 days, long-standing enterobiasis 
resulting from autoinfection via the infected fingers of the patient. 

Symptoms.—The worms inhabit the colon, and when the patient is 
warm in bed at night may produce great discomfort and itching by migrating 
out through the anus. Eczema and pruritus ani may result causing sleep- 
lessness and neurasthenia. Sexual disorders, vesical irritability, frequent 
micturition, prolapsus ani and mucoid secretion may be observed, also in 
young girls vaginal discharge. Catarrhal appendicitis sometimes occurs, 
and worms may wander into the stomach. 

Diagnosis.—Eggs are best demonstrated by swabs made from the 

erianal skin. Inspection of the anal region at night immediately when 
itching commences may reveal the gravid female worms outside the anal 
canal before they have had time to retreat to the rectum. 

Treatment.—The secret of successful treatment is the prevention of 
auto-infection. This is best done by the most scrupulous care of the hands 
and nails which may become contaminated (1) by scratching in the anal 
region, especially during sleep, (2) when completing the anal toilet with 
sanitary paper, or (3) from infected clothes. The nails should be kept short, 
and the hands well washed and scrubbed with carbolic soap immediately on 
waking, after defecation, and every time there has been possible contact 
with infected material or clothing. Bathing drawers or pyjamas should be 
worn at night and sterilised each day, and infected children should occupy 
separate beds. Hnemas of 4-8 fl. ozs. of hypertonic saline solution should be 
injected immediately the anal irritation commences, for at this time the 
worms are accessible and can be washed out from the rectum (Macarthur). 
The process should be repeated each night whenever anal irritability recurs. 
If re-infection be prevented this measure alone will generally result in cure. 

Gentian violet appears to exert a specific lethal effect on the adult worms. 
Wright has recently advocated special keratin-coated tablets of this drug, 
the adult dose being 1 grain thrice daily before meals for 8 days ; this course 
is repeated after a clear interval of 7 days. Toxic features include anorexia, 
nausea, abdominal cramp and vomiting. Over 90 per cent. cure is claimed. 


G. CARMICHAEL Low. 
N. HAMILTON FAIRLEY. 


D. DISEASES DUE TO INJURIOUS ARTHROPODS 
TICK BITES 


Apart from relapsing fever, tularemia and certain typhus-like fevers 
the bites of several species of ticks, including Dermacentor andersom, D. 
venustus, Hamophysalis punctata, Ixodes ricinus and I. holocyelus, may give 
rise to paralysis In man. Cases have been recorded from Australia, South 
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Africa and the United States. The incubation period varies from several hours 
to 6 days ; the bites, which are generally situated on the nape of the neck, are 
painful and cedematous, and the disease, which is afebrile, may be fatal, 
especially in children. The paralysis is of lower motor neuron type 
resembling that seen in infantile paralysis, and develops first in the legs and 
later in the arms and neck. In removing ticks the parasite should not be 
forcibly extracted until paraffin or carbolised oil has been applied, as this 
causes withdrawal] of the head and so prevents it being broken. 


MITES 


Apart from scabies, camel itch and copra itch, all of which are caused 
by different species of mites, several typhus-like fevers, including tsutsu- 
gamushi fever, are transmitted by these minute acarines. The harvest mites 
of temperate climates cause considerable itching and skin erythema, which 
comes on 12 hours after exposure and increases for 36 hours, sometimes per- 
sisting for several days. It may be prevented by sprinkling talc powder and 
sulphur or powdered naphthalene on the stockings, and is best treated by 
washing the legs with benzine, green soap or salt solution, while the itchiness 
can be combated, as in flea-bite, by the use of 1 in 10 carbolic lotion or 
an ointment composed of acid. carbol. (gr. 10), menthol (gr. 5), zinc oxide 
(gr. 60 and adip. prep. (1 oz.) (Roxburgh) may be used. Larval mites of the 
family Trombidide are known to cause skin eruptions in various parts of the 
tropics. One, in the West Indies, produces red mite dermatitis (bate rouge), 
the little crimson spot in the middle of the itchy papule being diagnostic : 
another, in Mexico, has a predilection for the skin of the eyelids, prepuce 
and axilla. Owing to the fact that many adult mites have never been identified, 
species names are not generally available for the larve. 


TONGUE WORMS 


The adults, which are degenerated, segmented arachnids superficially 
resembling tape-worms, live in the lungs or nostrils of certain carnivora 
or ophidia, and deposit their eggs on vegetation ; when these are eaten the 
larves encyst in the viscera of the intermediate host. Only two species have 
been reported in man, Linguatula serrata, which occurs in parts of Europe 
and Brazil, the larve encysting harmlessly in the human liver, and Poro- 
cephalus armillatus, which encysts in the mesentery, liver and lungs. The 
infection is not uncommon in the Belgian Congo. Pulmonary symptoms have 
been reported, and sometimes the larval forms wander free in the peritoneal 
cavity. If the cysts have become calcified they may be detected by X-ray 
examination (Low and Cordiner) ; otherwise the disease is only recognised at 
autopsy. No treatment is known. ; 


INSECT BITES 


Apart from specific disease transmission, bites from mosquitoes, biting 
flies, midges, lice, fleas, bugs, bees, ants, wasps and hornets may cause con- 
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siderable inconvenience to man and occasionally result in local sepsis or 
septicemia, both of which may end fatally. Mosquito bites occasionally 
give rise to streptococcal septicemia, and those of horse flies to anthrax. 

Locally, insect venom may have hemolytic, neurotoxic or irritant effects 
producing limited inflammation, or the dermal whealing which results may 
have an anaphylactoid origin dependent on previous sensitisation, as Boycott 
has proved for midge bites. The stings of bees, wasps and hornets are in- 
variably painful, and in certain situations like the tongue and fauces may lead 
to respiratory obstruction, or in the larynx to death from cedema of the glottis. 
Anaphylaxis may follow bee or wasp stings in a sensitised individual. Such 
patients may suffer from profound vasomotor vee become comatose 
and die in 20 minutes. In a case of wasp sting seen by us the patient, who 
gave a history of having been stung on the scalp 6 years previously, was again 
stung on the third right finger; a wheal about 2 cm. in diameter rapidly 
appeared with surrounding erythema, and within 5 minutes the patient 
developed headache, lachrymation and injection of the conjunctive. Giddi- 
ness, nausea, severe vomiting, rapid low tension pulse with vasomotor collapse, 
generalised urticaria, especially involving the arms and neck, and respirator 
distress followed ; 3 hours later the general condition was greatly eratoved: 
but next day there was a large, puffy, painless swelling involving the sub- 
cutaneous tissues of the whole hand. The early and late local effects closely 
resembled those observed in the immediate and delayed intradermal reactions 
for hypersensitiveness to helminthic protein. 

Treatment.—Mosquito, midge and fly bites may to some extent be pre- 
vented by the use of essential oils such as citronella applied to the clothing. 
They should be treated by the immediate application of iodine, the subsequent 
itching being relieved by a 1 in 20 watery solution of carbolic or a 1 per cent. 
alcoholic solution of menthol. In bee and wasp stings, the sting should be 
carefully lifted or scraped out, as pressure expels the contents of the poison 
sac. Ammonia, alkaline soap or methylene-blue may be applied locally for the 
acid bee stings, and vinegar for the alkaline wasp stings. Adrenaline (min. 10 of 
1 in 1000 solution) should be immediately injected subcutaneously whenever 
anaphylactic symptoms develop. Sepsis is treated along the usual lines. 


MYIASIS 


Definition.—An invasion of the tissues by larvex of dipterous insects. 

ZEtiology.—Many flies deposit their eggs or larvae in decomposing dis- 
charges, and in the tropics wounds should always be protected as well as 
natural orifices discharging pus or fetid material. Larve of special flies may 
develop in the nasal cavities, the ear, vagina, urethra, skin or 1n the intestine, 
and the fly Wohlfartia magnifica may deposit its eggs in the conjunctival sac 
with serious consequences. Two chief varieties are distinguishable—the 
dermal and the intestinal. 

Tae Screw Worm (Cochliomyia macellaria).—This fly, common in most 
of tropical and subtropical America, measures 9 to 10 mm. in length and is 
distinguished from the ordinary blue-bottle by the three black, linear, dorsal 
marks on its thorax. It lays its eggs upon foul wounds, the larve hatching 
in a few hours, and when mature measuring 2 to 3 inches in length. Super- 
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ficially the larva resembles a screw, being formed of twelve segments, each 
with a series of spines ; it burrows into and feeds on the tissues, causing great 
destruction locally. When the nose is affected the larve often pass into the 
accessory sinuses, bore their way through the bones and even penetrate the 
skull, causing death by purulent meningitis. The vagina and ear may also 
be attacked and the naddle ear destroyed. 

Treatment.—PropnyLactic.—This consists essentially in covering all 
wounds and discharging orifices, and avoiding sleeping in the open. Larve 
can be removed from wounds by ordinary antiseptic methods, and for nasal 
cases injection of chloroform, carbolic acid or turpentine may be used. 
Accessory sinuses may need to be opened. 

THE Mosquito Worm (Ver macaque, beef worm) (Dermatobia cyaniventris. 
—This fly, common in Centra] America and adjacent parts of South America, 
measures 14 to 16 mm. in length, has a yellow head with brown eyes, a greyish 
thorax and dark metallic-blue abdomen. The eggs somehow become glued to 
the under surface of mosquitoes (particularly of the genus Janthinosoma), 
biting flies and even ticks, and in this fashion the larve are conveyed 
to the human skin where they invade the tissues via the puncture wound. 
A boil or warble results, containing a central opening through which the 
maggot breathes, discharges black excreta, and later escapes to the ground 
where it develops into a chrysalis and finally a fly. Cattle are also affected. 
Hadwen and Bruce have described a remarkable anaphylactic condition in 
oxen and sheep infected with larve of warble flies (Hypoderma bovis, H. 
lineatum and (Estrus ovis) characterised by dyspnea, salivation, lachrymation, 
incontinent sphincters, vasomotor collapse, cyanosis and even death. This 
may be experimentally induced by injections of larval protein extracts or may 
result from natural trauma during life. Similar clinical features have not 
yet been recognised in man, though they probably occur. 

Treatment.—Natives kill the larves with tobacco juice. The opening 
should be enlarged with a bistoury and the maggot removed with forceps ; 
the cavity soon heals if treated antiseptically. 

Ver pu Cayor or TumBu Disease.—This disease, common in Central 
and West Africa, is due to the larve of the Tumbu fly, Cordylobia anthropo- 
phaga, which is 8-5 to 11-5 mm. long, yellowish in colour, with black abdominal 
spots. The eggs are laid on the ground or clothing, and the emerging larve 
bore their way into the tissues by means of mouth-hooks. The first symptom 
18 a pricking sensation, followed by the appearance of a boil or warble which 
commonly affects the buttocks, thighs and scalp of children, and often becomes 
inflamed. The larva takes about a fortnight to mature and then escapes via 
the central hole through which its feces were previously excreted. Sometimes 
the cavity suppurates. Blacklock and Gordon demonstrated an acquired 
local skin immunity against cordylobia larve in guinea-pigs subjected to 
previous infection. 

Treatment.—The aperture is enlarged if necessary, the maggot squeezed 
out, and the cavity treated antiseptically. 

THE Conco Fioor Maccot.—The adult fly, Auchmeromyia luteola, is 
found throughout tropical Africa ; it deposits its eggs on the floors of huts 
and outhouses, and when the larve have hatched out they suck the blood of 
people sleeping on the ground without causing pain. The larve crawl actively, 
are 15 mm. long and consist of 11 segments, The adult is orange-yellow in 
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eolour, with longitudinal dorsal stripes on the thorax, and measures 10 to 
12 mm. in length. Prophylaxis consists in sleeping on raised beds. 

INTESTINAL My1asis.—F ly larvee are common in human faces ; generally 
they are deposited after defecation, but sometimes they originate from the 
intestine, the eggs being swallowed by man in food. Many species have been 
described, the genera Sarcophaga, Fannia, A piocheta and Anthomyia furnishing 
the majority of examples. Fannia canicularis accounts for most cases in 
Europe. Gastro-intestinal symptoms may be mild or severe and include 
malaise, vomiting, diarrhoea and severe griping. General toxic features may 
include fever, rigors, headache, thirst and vertigo; even convulsions have 
been described. The bile ducts may also be implicated. 

Treatment.—Castor-oil is generally sufficient, but thymol, filix mas, 
santonin and turpentine have also been recommended. 


SPIDERS 


Though spiders (Aranew) generally possess poison glands and inject 
venom into their prey, only a few species, mostly of the genus Latrodectus, 
are dangerous to man. Experimentally such venoms may slow the pulse 
and respiration, and produce tetanoid-like spasms and bronchial contraction 
in guinea-pigs. The red-backed spiders L. mactans in America, and L. hasselti 
in New Zealand and Australia, and L. geometricus, L. concinnus and L. 
indistinctus in South Africa, where their colloquial name is ‘“‘ knoppie spider,” 
produce local inflammation, cedema and numbness at the site of the bite as 
well as neurotoxic manifestations. In Peru the “ pruning spider,” Glypto- 
cranium gasteracanthoides, causes local gangrene, hematuria and neurotoxic 
symptoms. Kobert noted oxyhemoglobin and methsmoglobin in the urine 
of persons bitten by the “‘ cross spider,” Epevra diadema, and Sachs found in its 
venom a powerful hemolysin. Probably many other spider venoms, like 
zootoxins generally, exert agglutinative, hemolytic and neurotoxic effects. 
The tarantulas, on the other hand, give rise only to minor symptoms, though 
any spider with an effective biting mechanism may produce secondary 
bacterial infection. If seen early, treatment consists in immediate ligature, 
Incision and suction, or washing out the wound with permanganate solution. 
Antiserum, if available, is effective. Morphine may be necessary to relieve 
pain, and injections of calcium gluconate (10 c.c. of a 10 per cent. solution) for 
laryngeal and muscular spasm. Intravenous saline and dextrose solution, 
and injections of nikethamide (coramine) and pituitary (posterior lobe) 
extract assist circulatory failure. 


CENTIPEDES 


The Scolopendride possess poison glands which discharge at the apices 
of a pair of specialised claws taking the place of the first pair of legs. The 
small centipede gives rise only to local manifestations associated perhaps 
with an erysipelas-like eruption, but the tropical species, Scolopendra gigantea, 
may cause around the punctures local necrosis and lymphangitis ; headache, 
vomiting, fever, coma, and in children even death may follow. Treatment is 
similar to that of spider bites. Strong ammonia applied locally is useful. 
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SCORPIONS 


Scorpions possess paired poison glands in the post-anal segment of the 
spined tail; this is thrust forward into its prey which is held in position 
by the formidable pedipalps. Scorpions in the tropics not infrequently kill 
children, and occasionally adults, and several species of the genus Buthus and 
Centruroides, as well as Euscorpius ttalicus, Tityus bahiensis and Centrurus 
exlicauda, etc., are much feared. The bite is most painful, and toxic symptoms 
may include fever, sweating, vomiting, diarrhcea, muscular cramps, trismus, 
stiffness of the neck, muscular paresis, respiratory failure and coma. Second- 
ary bacterial infection is not uncommon. Acute abdominal symptoms duc 
to hemorrhagic pancreatitis have been recorded in Trinidad, and pancreatic 
cyst is regarded as one of the complications of scorpion poisoning there. 
Local treatment may be instituted as for spider bite, and the immediate 
application of strong ammonia or a local injection of cocaine and adrenaline 
relieves the pain. The intravenous injection of specific antivenene (5 c.c. 
for children and 10 c.c. for an adult), prepared by inoculating scorpion venom 
into horses, has greatly lowered the mortality rate amongst children in Egypt 
and South America. 


G. CARMICHAEL Low. 
N. Hamitron TFarrury, 


#. DISEASES DUE TO SNAKES AND POISONOUS 
FISHES 


SNAKES 


Ophidiasis or snake poisoning results from the inoculation of venom by 
snakes of the families colubride or viperide ; non-poisonous species occa- 
sionally cause death through septic infection following their bites. 

fEtiology.—Snakes are carnivorous, and Alcock and Rogers showed that 
even non-poisonous species may have poisonous saliva. The venom is simply 
a specialised secretion of the parotid (poison gland) utilised in killing and 
digesting prey, while the fangs are modified maxillary teeth anteriorly grooved 
in the colubride, and completely canalised in the viperide. The bitin 
mechanism is vastly superior in the vipers since the fangs are longer, an 
capable of considerable forward rotation, whereas in the colubrines they are 
generally shorter and more fixed. In biting, the snake strikes with gteat 
speed, opens the jaws, rotates forward the fangs, snaps the jaws together 
and éjects its venom from the poison gland via the duct and fang into the 
tissues in one almost instantanéous movement. The vipers withdraw ith- 
mediately after biting. The colubrines often hang on to the bitten part and 
tay nééd to be forcibly evulsed : to inject venoth effectively they must have 
the lower jaw fixed, and thotigh their vehoms are more poisonous the yield 
is, as a ‘ale, corisidérably less than that of the vipérs. The toxi¢ actioh of 
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venoms is mainly dependent on (a) proteolytic enzymes, (b) phosphatidases 
and (c) neurotoxins. The proteolytic enzymes, so well represented in viperine 
venoms, digest the tissues and damage the vascular endothelium (hemor- 
rhagin), leading to the escape of blood and the liberation of histamine which 
causes extensive local cedema and gives rise to symptoms of cardio-vascular 
failure (Kellaway). The coagulant properties of venoms are due either to a 
direct coagulation of the fibrin by the venom or to the conversion of pro- 
thrombin into thrombin (Eagles). The phosphatidases cause hemolysis and 
also directly affect the heart and circulation; the acceleration of venom 
hemolysis by lecithin is attributed to the transformation of lecithin into 
lysolecithin, which is itself actively hemolytic. The neurotoxin formed in 
colubrine venoms has a strong peripheral effect, paralysing the sensory, 
proprioceptive and motor nerve endings. Paresis of the musculature is due 
to the curare-like action on the motor endings and a further direct action 
on the muscle itself (Kellaway). 

Pathology.—In colubrine bites there is a congestive mode of death from 
peripheral respiratory failure, associated with fluid blood, a dilated right 
heart, and congestion and cedema around the fang puncture. In fatal 
viperine bites there is hemorrhage, thrombosis and digestion of tissue locally, 
associated with a spreading gelatinous cedema resembling ‘‘ red currant 
jelly,” which sometimes involves the subcutaneous tissue of the whole limb ; 
multiple hemorrhages are found in the viscera, serous membranes, etc. 
Ante-mortem clotting is present in small animals, but not in man where the 
blood is fluid unless, as rarely happens, the fangs enter a vein: death results 
from cardiac failure, peripheral circulatory failure, secondary hemorrhage, 
or septic infection and local gangrene. 

Symptoms.—The clinical picture depends on the quantity and quality 
of the venom injected. Symptoms appear generally within 10 minutes to 
2 hours after the bite, nausea, faintness and vomiting being characteristic 
early manifestations. Cardio-vascular shock follows both colubrine and 
viperine bites; paretic features predominate in the former, and general 
hemorrhagic manifestations in the latter. In colubrine bites the fang marks 
are not always visible, and pain and local gwelling are minimal; these 
features, however, are marked in the case of viper bites, which show in 
addition much hemorrhagic oozing. Histamine shock accounts for the cold 
extremities, blanched, white skin, low blood pressure, vomiting, rapid thready 

ulse and extreme prostration. Psychical shock is sometimes an added 
actor, and may produce a somewhat similar picture in terrified natives 
bitten by non-poisonous snakes. In the earlier stages in colubrine bites the 
muscular weakness, ataxic gait and blurred speech may produce a picture 
simulating alcoholism, and diplopia, ptosis and blunting of sensation are not 
infrequently added ; later there is inability to swallow, the tongue appears 
swollen, saliva dribbles from the mouth, the breathing, which was at first 
stimulated, becomes shallow and slow, and in fatal cases cyanosis, coma and 
convulsions of asphyxial origin ensue; the respirations may become costal 
in type and death occurs from peripheral respiratory failure. Hemorrhagic 
extravasations (viperidee) may lead to cutaneous petechie, epistaxis, hemop- 
tysis, hematemesis, hematuria and melena. In the early stages the gums 
may ooze blood and the urine contain red corpuscles. 

Complications.—Blunting of the cough reflex and paresis of the muscles 
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of deglutition may be followed by insufflation pneumonia. After krait bites 
the anterior-horn cells of the cord may fail to recover or an acute ascending 
paralysis has been recorded some 10 days later. With viperine poisoning, local 
suppuration and gangrene sometimes necessitate amputation. 

ourse.—Death may occur within 20 minutes or many days later from 
complications, Asa vile colubrine cases surviving for 3 days recover. 

iagnosis.—Generally this is not difficult, but cases may need to be 
differentiated from alcoholism and the bites of non-venomous snakes and 
scorpions. The grooved or canalised anterior fangs in the upper jaw make 
identification of a poisonous snake easy. 

Prognosis.—This depends on the amount of venom injected, the efficacy 
of local treatment and the availability of specific antivenene. Even with 
really deadly snakes, factors such as clothing, inefficient biting or a poor venom 
yield may prevent a lethal dose being injected, and this fact accounts for many 
extravagant claims regarding the value of weird cures. Most first-aid measures 
are useless since the ligature is applied ineffectively or too late, and once 
a lethal dose of venom has been absorbed into the circulation, antivenene 
given intravenously is the only measure that will save life. 

Treatment.—Propnytactic.—Snakes bite man more often by accident 
than design, and in snake country a little knowledge and common sense 
regarding the natural habits of the ophidia, the use of lanterns in walking 
along roads at night and the wearing of strong boots and leggings would greatly 
lessen the incidence of snake bite. Every second case is bitten below the knee. 

CurativE.—Only two methods of treatment are of recognised value 
after a lethal dose of venom has been injected into the tissues : (1) Immediate 
ligature which delays absorption of venom, followed by such local measures 
as incision, excision, suction, or the injection of chemicals, the object of 
which is to remove or destroy inoculated venom before a lethal dose can be 
absorbed ; (2) the intravenous injection of specific antivenene. By tempor- 
arily prolonging life, effective ligature may enable antivenene to be given in 
otherwise fatal cases. 

Local Measures.—In sheep bitten by the tiger snake (Notechis scutatus) 
the absorption time of a lethal dose proved to be only 2 minutes (Fairley), 80 
to be effective a ligature must be in position at the earliest possible moment. 
Pressure must be applied over a single bone proximal to the heart, 2.e. over the 
femur in foot and leg bites, and over the humerus in bites on the hand and 
forearm ; in finger and toe bites a boot lace may also be tied at the base of 
the implicated digit. Complete stasis of the circulation has to be attained 
as judged by blanching of the nails and failure of incisions to bleed. Thick 
rubber tubing (#-inch) is an ideal tourniquet, but in the field, strips of clothing, 
loosely knotted and twisted with a stick, are effective, and every 20 minutes 
the tourniquet may be loosened for 30 seconds to flush the limb with blood. 
After ligature the skin should always be wiped clean or washed, otherwise 
incision and scarification may lead to absorption of venom deposited and 
dried there (Ferguson). Scarification with or without the 2a pecan of 
permanganate crystals is not effective, and mere incision is of doubtful value ; 
it should be combined with suction either by the mouth or preferably with a 
breast pump or a Bier’s suction glass. Excision of the bitten area and washing 
with permanganate solution, followed by mechanical suction is the best local 
treatment, and is the only one available where ligature is applicable as in 
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body bites. Polyvalent antivenenes are now available for cobra and Russell’s 
viper in India, for the viperide and colubride of Africa, for the more deadly 
snakes of South America and for the crotaline of the United States. In 
Australia there is a monovalent antivenene for the tiger snake. The dosage 
varies, but antivenene must always be given intravenously as early as possible, 
and in colubrine bite is effective up to approximately two-thirds of the death 
time (Acton and Knowles). No case is too ill to receive it and even the most. 
severely paralysed cases may recover ; such patients must be carefully watched, 
as paralysis may reappear and further injections be necessary. In viperine bites 
it is less effective, and must be given in full dosage at the earliest moment. 
Infiltration of the tissues with antivenene in the vicinity of the bite may be 
useful (FitzSimmons). General Measures.—Patients must be kept warm and 
atrest. Black coffee and sal volatile may be given early, and injections of cortin, 
adrenaline or pituitary (posterior lobe) extract and of reconstituted plasma, 
followed by isotonic dextrose (5 per cent.), administered for circulatory shock. 
Nikethamide (coramine) has value as a respiratory and circulatory stimulant. 
Artificial respiration may prolong life, and it is important in cases with 
pharyngeal paresis to swab out the throat and keep the head low when the 
patient vomits; food should be withheld, and, if necessary, fluid given 
through a stomach-tube. 


POISONOUS FISHES 


In tropical waters casualties from poisonous fish are not infrequent. 
The effects of jelly-fish stings vary with different species ; many are harmless, 
others produce local features such as urticaria, edema, marked itching, burn- 
ing and erythema, sometimes followed by vesicular dermatitis or actual slough- 
ing and ulceration. Systemic symptoms may follow rapidly and include 
lachrymation, coryza, muscular pains, constriction of the chest, dyspnoea and 
cardiovascular shock. Deaths have been reported. 

Fish of the genus Murena bite with their powerful, grooved teeth down 
which poison from the venom sac enters the tissues; many harmful species 
are known, and their venom may have a depressant action on both the cardiac 
and nervous systems, 

In other fish, such as the sting-rays, there are barbs in the dorsal fin or 
elsewhere connected with poison glands and these may produce not only 
severe inflammation locally, but neurotoxic features. Tetanus organisms may 
simultaneously be inoculated. Certain species of Trachinus, such as 7’. draco 
found in the Mediterranean, and of Scorpena, such as S. scropha inhabiting 
tropical waters, are particularly dangerous, causing excruciating pain and 
local irritation, cedema, paralysis of the part, collapse, dyspnoea, delirium 
and even death within 24 hours, Septic infection may follow. Local treat- 
ment as for snake bite should be adopted. Infiltration of the tissues with 
procaine hydrochloride (novocaine) (2 per cent.) is often advisable for relief 
of pain, and morphine also may prove necessary., 

G. CarmicHaEL Low. 
N. HaMILTON Farruzy, 


SECTION V 


DISEASES DUE TO PHYSICAL AND 
CHEMICAL AGENTS 


CAISSON DISEASE 


Synonyms.—Compressed Air Illness; Divers’ Paralysis. 
Definition.—Caisson disease is the name given to a series of phenomena 
which may result in any living animal upon return to a normal atmospheric 
pressure after exposure to an air pressure which must exceed 18lb. to the 
square inch above mean atmospheric pressure. These phenomena occur 
the more frequently and severely the greater the air pressure, and in direct 
proportion to the length of time of exposure to the high air pressure, and the 
more rapid the return to a normal atmospheric pressure. They are caused 
by the saturation of the living tissues with nitrogen at high atmospheric 
pressure which, on too rapid return to lower atmospheric pressures, boils 
within the tissues, and this liberation of bubbles of nitrogen causes tissue 
disruption and destruction on the one hand, and gas emboli on the other. 
The major capacity of fat to hold nitrogen in solution causes the liberation 
of nitrogen bubbles to occur most readily in the fatty tissues, and this occurs 
more easily in those parts of the body where the blood supply is less abundant, 
and therefore the rapid return of the excess of nitrogen to the atmosphere by 
solution in the blood stream less easy. For these reasons the white matter 
of the nervous system, composed as it is of fatty substance, and particularly 
those parts of it which are less liberally supplied with blood, such as the white 
matter of the lower dorsal spinal cord, is the most common site of gas libera- 
tion. The joints and also their surrounding structures, which are lowly 
vascularised, are also common sites of the lesions, as are also the subcutaneous 
tissues of fat subjects, on account of the high solubility of nitrogen in the fat. 
These phenomena occur only upon decompression, and are always pre- 
ventable if adequate means be adopted (1) to limit the time of exposure 
to very high atmospheric pressures, so that high degrees of tissue saturation 
with nitrogen shall not occur, and (2) to regulate the return to normal atmo- 
spheric pressure by graduated decompression, in such a way as to prevent 
boiling of nitrogen in the tissues. They are curable, after they have appeared, 
by immediate recompression followed by very gradual decompression. Ex- 
posure of the living animal to very high atmospheric pressures may be asso- 
ciated with most serious and usually fatal results, which occur before 
decompression, and which are due to over-saturation of the tissues with 
oxygen, death resulting from oxygen poisoning. __ : 
tiology.—This disease made - appearance in the middle of the nine- 
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teenth century, when the invention of Siebe’s diving dress and of subaqueous 
chambers made it possible for subaquatic engineering and marine salvage 
to be performed under high atmospheric pressures. The men work in a 
pressure of air, which just exceeds the hydrostatic pressure of that depth 
of water which extends from the working position to the surface, and the 

ressure is produced and maintained by pumps and regulating apparatus. 
Worenen reach the working face of the caisson by passing from the normal 
atmosphere through a series of chambers with airtight doors, in which the 
air pressure is raised by rapid stages, until the high pressure of the working 
face is reached. They leave through the same chambers, the air pressure 
being lowered for some space of time in each as they pass through. This 
process is termed “ compression ” and ‘‘ decompression,” or ‘‘ locking in and 
out.” The diver is compressed as he slowly descends by an increasing air 
pressure from his pump, and is decompressed as he ascends much more slowly, 
this compression being regulated by an automatic valve in his helmet which 
retains the air pressure until it exceeds that of the water pressure outside. 
Caissons are worked under a much lower pressure than that at which divers 
can work ; but the working shifts are much longer, whereas the diver at great 
depths remains down only a very short time. Roughly speaking, each 
33 feet of water produces a pressure of 15lb. to the square inch (54 fathoms). 
Caissons are usually worked at a pressure of below 35 |b. and in 6- to 8-hourly 
shifts, but they have been successfully worked at a pressure of 45 lb. with 
2-hourly shifts, and at 50 lb. with 1-hourly shifts. Divers frequently work 
at 20 fathoms (53 Ib.), and the record depth and pressure reached has been 
210 feet (95 Ib.). 

During compression no trouble is experienced beyond discomfort in the 
ears and Seietl perforation of the membrane tympani, from disparity of air 
pressure in the middle ear. This the workmen avoid by opening the 
Eustachian tubes with an act of swallowing or yawning; but it must be 
remembered that no person suffering from Eustachian catarrh should be 
allowed to enter the air locks. Under high atmospheric pressures com- 
bustion proceeds more readily, a candle when lighted burns away furiously, 
and a pipe bursts into flame with each draw. The workmen find that they 
can work more easily and with less fatigue. 

The symptoms of the disease become manifest upon return to a lower 
atmospheric pressure, and directly in proportion to the suddenness of return 
to such b shestaae If the return to a normal atmospheric pressure from a 
high and prolonged pressure be sudden, there may be a liberal escape of 
bubbles of nitrogen gas in the blood and in the tissues. The presence of 
the nitrogen may sometimes be felt as gas crackling underneath the skin or 
subcutaneous emphysema. 

When the return to a normal atmospheric pressure is more gradual, the 
nitrogen may have time to escape from the bled and from most of the tissues 
by diffusion through the lungs, but in those tissues which are relatively less 
vascular, and from which, for that reason, interchange of gases by means of 
the blood stream is slow, or in these tissues in which nitrogen is especially 
soluble, such as the fats and myelin of the nervous system, the nitrogen is 
liable to escape in the form of bubbles, and to the mechanical effects upon 
the tissues in which the boiling of the nitrogen occurs, the symptoms of 
caisson disease are due. 
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That part of the nervous system which is least vascular, namely the 
four lower dorsal segments of the spinal cord, is the most common region 
for the lesions to occur, while the joints and peripheral nerve trunks are 
often affected. 

Massive escape of gas may occur into the blood stream, and the heart. 
has been found distended with gas after death in rapidly fatal cases. A 
similar escape of gas into the intestines may produce severe and even fatal 
abdominal distension. It is doubtless one of the causes of the abdominal pain, 
nausea and vomiting which are common symptoms of compressed air sickness. 

The liberation of these gases, and therefore the occurrence of the com- 
pressed air disease, depends directly upon these factors—(1) the amount of 
pressure to which the living animal is exposed; (2) the length of time of 
exposure to the high pressure; and (3) the rapidity with which a return is 
made from the high pressure to normal atmospheric pressure. For example, 
the malady never occurs after short exposures, such as 15 minutes at a 
pressure of 45 lb., or 2 minutes at a pressure of 75 lb., even though decom- 
pression be as rapid as possible, for these periods are too short to allow of 
nitrogen saturation of the tissues. It is for this reason that compressed air 
sickness is so much less common in divers, who for the most part work for 
very short times only at high pressures, and so much more common in caisson 
re who work for many hours at a stretch at a pressure of from 30 to 
40 lb. 

There is one other factor which must be carefully borne in mind, and 
that is the amount of fat present in the body, which, from its nitrogen dis- 
solving qualities, greatly increases the tendency to nitrogen boiling within 
the tissues if it be present in large amount. It has been shown experi- 
mentally that fat animals succumb to the disease while lean ones escape, 
and experience has shown the necessity of excluding fat workmen on account 
of their hability to the malady. 

The disease is obviously always preventable, firstly by shortening the 
periods of exposure according to the teak of the pressure so as to obviate 
nitrogen saturation ; and secondly by arranging that such a graduated and 
prolonged return to normal pressure be made, as will prevent any possibility 
of nitrogen boiling, the slow return to normal pressure allowing of the nitrogen 
desaturation of the tissues without bubble formation. 

It is quite safe, and does not produce any ill effects whatever for a man 
to breathe pure oxygen for as many as 6 hours at a time. This has been 
proved by the use of the Siebe-Gorman life-saving dress for rescue work 
from choke damp in mines. Beyond a certain limit of pressure, however, 
oxygen becomes poisonous. Highly compressed air causes rapid toxic 
effects in proportion to the partial pressure of the oxygen. It tends to cause 
direct death of the tissues. At lower partial pressures it has a convulsant 
effect, and at still lower pressures produces congestion of the tissues and 
especially of the lungs, which may present consolidation and all the signs of 
acute pneumonia, however slowly and carefully decompression has been 
accomplished. The limit of safety so far as oxygen poisoning 1s concerned 
is 10 atmospheres, or 300 feet of water. Neither divers nor caisson workers 
ever work at anything like so high a pressure. 

The essential feature on post-mortem examination is the presence of 
bubbles of nitrogen in the tissues or bulky collections of nitrogen within the 
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organs, as in the heart or in the intestines, and the results of the associated 
tissue disruption and air emboli. When it is considered that the mass of 
blood constitutes about 5 per cent. of that of the whole body, and that the 
capacity of the tissues in a thin subject is thirty-five times that of the blood, 
the ratio being much higher in a fat subject, since fat will dissolve five times 
as much nitrogen as will any other tissue, the presence of bubbles in the 
tissues, and especially in the fatty tissues, will readily be understood. 

The bubbles form first in the venous blood and in the fatty tissues, where 
they grow by accretion and cause tearing of the tissues, while air emboli 
and subsequent necrosis are common. Hundreds of bubbles have been 
counted in the spinal cord, and these are much more numerous in the white 
than in the grey matter. Collections of nitrogen may be found in the sub- 
cutaneous tissues, and may cause palpable crackling. Bubbles of gas are 
not uncommonly found in the liver cells. Occasionally similar lesions are 
found in the brain or in the eye, and in fact may occur in any of the tissues. 
In every fatal case which has been adequately examined patches of necrosis 
in the dorsal region of the spinal cord, with the usual secondary degenerations, 
have been found. 

Symptoms.—The symptoms may be first manifest during the process of 
decompression, when the latter is rapid, and from a high pressure. More 
often the signs of the malady appear soon after a normal pressure is reached, 
while not infrequently they do not present themselves until an hour or more 
has elapsed. In slight cases headache, giddiness, diplopia and faintness 
may occur, and these symptoms pass off soon and leave no trouble. Severe 
and important symptoms occur in the following order of frequency : (1) pain 
in the extremities or trunk, commonly called by the workmen “ the bends ” 
from the position in which the painful limbs are held; (2) pain in the 
epigastrium, sometimes accompanied by nausea, vomiting and abdominal 
distension ; (3) paraplegic paralysis which usually involves motor, sensory 
and sphincter functions, and extends as high as the ninth dorsal segmental 
level; (4) headache, vertigo and coma; (5) sudden death; (6) hemiplegia 
or monoplegia of cerebral origin. 

The pain in the limbs is of a neuralgic character and is referred to the 
joints, which are kept in the semiflexed position, any attempt to straighten 
them causing great pain. The pain may come on gradually, or suddenly, 
and may be slight and transient, or severe and persistent. It is often intoler- 
able. The knees, ankles and hips are the most frequently affected ; but 
sometimes the joints of the upper extremities, or of the back and especially 
of the lumbar region, may be affected. Epigastric pain is common, and 
unless quickly relieved by recompression is followed by nausea and vomiting. 

The paraplegia usually has its upper limit in the lower dorsal, but it 
may reach the cervical region and involve the arms. It comes on rapidly, 
and involves motor, sensory and sphincter functions. It may be of any 
degree of severity from a slight and transient effect to a complete and 
permanent loss of the functions of the spinal cord. The paraplegia occurs 
with increasing frequency and completeness in proportion to the degree of 
pressure and the length of exposure to its influence. It occurred in 61 per 
cent. of 119 cases in the St. Louis bridge caissons, which were worked at plus 
50 lb. of pressure, and among these there were 14 deaths. There is no general 
relation between the pain and the paralysis, as either may occur without the 
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other, and it stems, therefore, that the pain is due to a peripheral lesion 
and not to the lesions of the spinal cord. It is an interesting fact that the 
peripheral pains may persist in severe degree, even when there is total loss 
of pain sensibility from the spinal cord lesions. 

Course and Prognosis.—The duration of the attack may vary within 
very wide limits. The severity of the initial symptoms, and the immediate 
application of appropriate treatment, are the all-important modifying factors 
in the prognosis. The attack may last for a few hours only, or it may con- 
tinue for days. The paralysis may recover in a few days, or it may last for 
months and may never recover. Death occurs only in cases which have severe 
initial symptoms, and except when occasioned by complications such as 
cystitis and bed-sores it usually takes place shortly after the attack. 

Treatment.—PropHyLactic.—Since the malady is due entirely to 
nitrogen saturation of the tissues, and the subsequent escape from solution 
of this gas into the tissues during a too rapid return to normal pressures, it 
follows that the malady can always be prevented by adopting suitable 
period lengths for compression. In the first place, the malady never arises 
from compressions below plus 18 lb. to the square inch, or roughly 40 feet of 
water, and those who ork at such a pressure may do so for long hours and 
return to a normal pressure rapidly, and without any risk. At higher pres- 
sures the working shifts must be shortened as the pressure gets higher. 
The shifts should be not longer than 6 to 8 hours at a pressure of 30 to 35 Ib., 
or 3 atmospheres ; 2 to 3 hours at a pressure of 45 Jb., and 1 hour only at a 
pressure of 50 1b. At higher pressures than this, which are only encountered 
by divers, a few minutes’ exposure is allowed only. 

Compressed air sickness never occurs if the return to the normal atmo- 
spheric pressure be sufficiently slow. Animals can be exposed to very high 
pressures, short of those causing oxygen poisoning, with impunity, provided 
they be decompressed slowly enough. This decompression is carried out in 
the case of the diver by raising him to various levels in stages, and letting 
him remain at each stage a longer and a longer period as the surface is 
approached. In the case of caisson workers a series of air-locked chambers 
is provided in which the air pressure is lowered in stages, the men remaining 
longer and longer at cach stage as they approach the normal pressure. The 
important fact in ®onnection with decompression 1s that the absolute pressure 
can always be halved forthwith without any risk. In the first air lock on 
leaving the working face of a caisson, for example, the pressure is at once 
reduced to one-half that of the working face, and in the remaining air locks 
the pressure is reduced by stages until zero is reached. 

Leonard Hill has shown experimentally that it is always safe to lower the 
pressure to plus 20 lb. by gradual decompression during the space of 10 
minutes, then to wait at that pressure for 2 hours, and then bring the pressure 
to zero by gradual reduction in 10 minutes. The Admiralty rules for divers 
require that a diver working, say at 140 feet shall be first raised straight- 
away to a depth of 50 feet where he waits 10 minutes, then to 40 feet for 
10 minutes, 30 feet for 20 minutes, 20 feet for 30 minutes, 10 feet for 35 
minutes, and then he leaves the water abruptly. 

The difficulty and danger is the tendency on the part of the workers to 
curtail these weary waits, and get away from work as soon as possible. It 
is important that all fat subjects, and all those who have shown 4 susceptibility 
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to compressed air sickness, and all those not in absolutely sound bodily 
health, shall be excluded from working in highly compressed air. 

CuratiIve.—It was early discovered by the caisson workers themselves 
that the only remedy for the malady was to re-enter the high-air pressure. 
A recompressing apparatus in the form of a medical air lock is now supplied 
at all caisson works, and on all ships engaged in deep salvage. On the appear- 
ance of any symptoms the worker is placed in the compressing room and 
the pressure is run up to the full pressure at which he has been working, 
when it is usual for the symptoms to ameliorate rapidly or disappear. After 
the recompression the decompression must be carried out very slowly, for 
the bubbles once formed in the tissues are not easy to get rid of, though 
they may be kept at a small size by the pressure. Cases apparently at the 
point of death with cyanosis and coma have many times heen completely 
recovered in a few hours by recompression. When symptoms have appeared, 
the decompression should take at least 5 hours. Caisson workers and divers 
should sleep and live close to the medical air lock that they may be near aid 
during the first hours following decompression. The paralysis when once 
established is to be treated upon ordinary lines. 


ANOXAIMIA 


Definition.—A series of phenomena which result in the living animal 
from deficiency in oxygenation of the tissues in the absence of carbon dioxide 
retention. 

Pathology.—The condition is directly referable to lack of oxygen and 
lowered internal respiration. Anoxeemia is divided into three classes, with 
widely differing causal mechanisms : 

1, Arterial anoxemia.—This is due to a deficiency in the oxygen content 
of the arterial blood, the oxygen-carrying power being normal and the carbon 
dioxide discharge unhindered. It is apt to appear whenever the oxygen 
content of the arterial blood falls below the normal limit of 94 per cent. of 
its total capacity, and it may or may not be associated with cyanosis. It is 
the usual result of breathing a rarefied atmosphere in which the partial 
pressure of oxygen is lowered, and in this connection is kngwn as “‘ mountain 
sickness” or “‘ altitude sickness’? when heights approaching 20,000 feet 
are reached. The characteristic phenomena can be produced at will by 
respiration within a partially exhausted chamber, and they can be obviated 
at high altitudes by adequate oxygen addition in respiration. Arterial 
anoxemia is also present to some extent in those pulmonary diseases in 
which there is damage to the respiratory epithelium, obstruction to the 
air passages and when prolonged shallow breathing occurs, as in pulmonary 
cedema, emphysema and pneumonia, and in these conditions oxygen addition 
is valuable if its administration can be very prolonged. 

2. Stagnant or passive anoremia.—This results when, on account of some 
fault in the circulatory mechanism, the passage of the blood through the 
tissues 1s too slow to provide for adequate oxygenation. It is the common 
happening in the circulatory failure of cardiac disease. There is here no 
fault with the oxygen content of the arterial blood. The oxygen saturation 
of the venous blood falls lower than 65 per cent. of the normal, and the 
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normal] difference between the oxygen saturation of the arterial and of the 
venous blood, which is 20 to 30 per cent., is exceeded, and there is always 
cyanosis, which appears when the reduced hemoglobin content reaches 40 
per cent. of the total hemoglobin. Since the arterial blood oxygen content 
is not at fault, oxygen administration is useless to relieve this condition. 

3. Anoxic anoxemia.—This results from a deficiency in the oxygen- 
carrying power of the blood, either by reason of deficient hemoglobin content, 
as in the anzemias, or by fixation of some of a normal hemoglobin content, 
as methhemoglobin, sulphemoglobin, or carbon monoxide hemoglobin. 
In the anoxic varieties, cyanosis does not occur, however severe the 
anoxsemia, for the reason that cyanosis only appears when 40 per cent. of a 
normal hemoglobin content exists as reduced hemoglobin. Therefore, an 
anemic patient with 50 per cent. hemoglobin would require 90 per cent. of 
the total hemoglobin present to be reduced for the appearance of cyanosis. 
Oxygen administration is of no avail in anoxic anoxsemia. 

ALTITUDE Sickness; Mountain Sickness.—There is considerable 
difference among individuals as regards liability to the appearance of 
symptoms at low atmospheric pressures, some suffering earlier and more 
than others. The immediate effect of exposure to such pressures is to cause 
rapid concentration of the blood and therefore a relative increase of the ratio 
of the hemoglobin to the volume. A 10 per cent. rise in the hemoglobin 
ratio may occur after 20 minutes’ exposure. This is in part produced by the 
réle of the spleen in acting as a reservoir for the erythrocytes, which are 
discharged rapidly into the general circulation under these circumstances. 
This serves as a compensation for the oxygen-want of the tissues, and its 
occurrence is associated with a disappearance or amelioration of the initial 
symptoms of oxygen-want. In those who remain at a bearable high altitude 
many weeks, some degree of acclimatisation occurs, and this is associated 
with hyperactivity of the blood-forming organs and a true erythremia. 
The anoxemia produces a hyperglycemia, and there is at first an alkalemia 
from increased ventilation, which subsequently lessens. 

Symptoms.—Mental effects occur most importantly when rapid ascents 
to high altitudes are made in aviation, and consist of a gradually increasing 
dulling of perception, of which the subject is usually unaware. There is an 
increasing inaccuracy and lethargy of mental functions with a tendency 
to torpor and loss of memory. The skilled photographic observer takes 
eighteen photographs upon the same plate, the observer throws his valuable 
notes overboard, the pilot makes for a wrong destination or goes to sleep, 
and the fighting scout forgets to go into action. On return to land a muddled 
and confused memory of what has happened during the flight is all that 
remains. Lesser degrees of this condition have led to great errors in judgment, 
foolhardiness, apparent cowardice and irresponsibility in military aviation. 
So insensibly does this mental paralysis come on and so deep may be its 
effect before its presence is realised, that in Tissandier’s balloon ascent in 
1875, all three aeronauts, though provided with oxygen apparatus, were 
paralysed beyond movement before realising the necessity for using it, and 
two of them lost their lives. Diminution of auditory perception becomes so 
great at high altitudes that the aeroplane engine becomes almost inaudible. 

Respiratory effects —At an altitude of 12,000 feet, nose- breathing ceases, 
and above this height the breathing deepens into hyperpn@a, which may 
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be most distressful and may be periodic. The dyspnoa is greatly increased 
on exertion and is accompanied by cyanosis. Even such acts as talking and 
using @ pressure pump may greatly increase the dyspneea. 

Muscular weakness.—Accompanying the mental lethargy is an increasing 
condition of muscular weakness. The slightest exertion is hard work. The 
machine is difficult to fly at very high altitudes, and the marksman shoots 
badly, and the mountaineer becomes incapable of taking exercise. 

Other symptoms which may occur are—(1) headache, which may be very 
intense and which is very usually met with in prolonged exposure to high 
altitudes, as in mountain climbing ; (2) spasmodic gulping accompanying the 
hyperpneea ; (3) fainting on exertion ; (4) vomiting ; and (5) hemorrhage in 
the form of epistaxis, both of which are rare; and (6) frequency of micturi- 
tion, which is common. . 

The mental effects are most conspicuous in aviators who had to make 
prolonged flights at very high altitudes during the War of 1914-1918 before the 
regular use of the oxygen apparatus. The dyspnoea, headache and muscular 
effects have been most troublesome in mountain ascents where exertion is 
unavoidable. 

Death has occurred only in balloon ascents to gain a great altitude, and it 
occurs very rapidly, and is preceded by general muscular paralysis. Glaisher 
and Coxwell survived 29,000 feet by a lucky chance after complete paralysis 
of the limbs had set in. Sivel and Croce-Spinelli died at a height of 27,500 
feet, while Tissandier, who was with them, survived. The after-effects of 
exposure to high altitudes have been well described by Birley, who, after 
observing many flight landings after high patrols during the War of 1914-1918, 
writes : ‘‘ The gait of the men on landing is unsteady and laboured. Reports 
are laboriously made out (there being a general disagreement as to what 
was seen and done). Tempers are short, every one looks and feels tired, and 
the idea uppermost in the mind is to lie down and go to sleep. Severe 
frontal headache is common ; it may persist until the following day and at 
times proves incapacitating. Appetites are poor and spirits are depressed. 
It is easy to understand that a repetition of this kind of work over any length 
of time was rapidly productive of deterioration of mental and physical 
well-being.”’ 

Remarkable individual tolerance to anoxemia occurs in some subjects, 
but this tolerance tends to disappear with repeated long exposure. Physical 
fitness and training increase toleration up to a certain point, whereas unfit- 
ness and especially digestive disturbances lower tolerance, and the latter are 
apt to induce vomiting. 

Treatment.—Since the symptoms are due solely to lack of oxygen they 
can be entirely avoided by the use of a portable apparatus to deliver the 
necessary oxygen by all those who have to encounter an altitude of over 
15,000 feet. Professor Dreyer’s apparatus is portable, compact and satis- 
factory, and its essential feature is the regulation of oxygen delivery by an 
aneroid controlled valve, so that the amount of oxygen delivered varies in 
inverse proportion to the barometric pressure of the atmosphere surrounding 
the instrument and consequently in direct proportion to the altitude. 

When symptoms have developed, the immediate treatment requisite is 
the cessation of exertion, the provision of oxygen if available and a speedy 
return to a lower altitude. 
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SEA-SICKNESS AND ALLIED CONDITIONS 


Definition.—A disorder of the central nervous system produced by an 
unaccustomed and irrelative stimulation of the afferent organs which sub- 
serve the orientation and sense of movement of the body in space, namely, 
the eyes, the labyrinths, the splanchnic sensorium and the common sensorium 
of skin and muscles. This stimulation may occur when the body as a whole 
is subject to continuous movement which does not allow of continuous 
correct ocular and vestibular correlation of self and external objects, as in 
train-sickness and dancing-sickness, and more especially when it is subject 
to alternating movements which destroy the correspondence between the 
afferent impressions reaching the nervous system from those organs, as in 
sea-sickness and swing-sickness. The symptoms of this disorder are ex- 
pressed as a feeling of spatial insecurity and visual disorientation, vertigo, 
diplopia, headache, anorexia, nausea and vomiting, pallor, lowering of blood 
pressure and prostration. 

fEtiology and Pathology.—Animals are as liable to the disorder as is 
man. LKHarly infancy is immune from the affection, since the orienting 
mechanism has not attained physiological activity ; and old age is relatively 
immune, probably from lessening irritability of the nervous system. In- 
dividual hypersusceptibility and individual immunity are very common, 
and the readiness with which toleration is acquired by training varies greatly 
in different people. An attack of sea-sickness resembles closely an attack 
of migraine, and again it resembles acute cerebellar irritation, and again 
the symptoms which follow chloroform and ether anesthesia and alcohol 
poisoning, for the reason that in all these conditions it is the nervous mechan- 
ism of orientation which is especially disturbed. The subjects of migraine 
are almost invariably particularly bad sailors and train travellers, and the 
symptoms of their attacks of sea-sickness and train-sickness often take 
the pattern of the migrainous attack. The importance of the factor of 
ocular disorientation 1s well shown by the fact that “ sea-sickness’’ may 
occur in a susceptible subject when he is stationary but when the objects 
around him-move in undulatory fashion, as from the movements of the waves 
when he is upon a pier and when he witnesses sea movements as a stage 
effect. 

The precautions which tend to obviate sea-sickness are those which tend 
to eliminate or lessen the essential factors in its production. A position 
amidships where the angular movements are least, a supine decubitus which 
most protects the semicircular canals from stimulation, and which removes 
the muscular sense element, and in a cabin which moves more or less with 
the body, and therefore produces little ocular disorientation, is the one 
best calculated to avert or lessen the disorder. A gyroscopic cabin which 
removes all the factors except the “lift ’’ and “ scend”’ element is said to 
obviate the disorder even in the most susceptible subject. 

There are many adjuvant factors which are important but not essential, 
such as apprehension from previous experience, cold, expectant attention, 
the smell of the ship, dyspepsia and the presence of others suffering from 
sea-sickness. 

Symptoms.—The initial symptoms are a loss of the usual feelings of well- 


342 DISEASES DUE TO PHYSICAL & CHEMICAL AGENTS 


being, accompanied by a vague feeling of cephalic, ocular and epigastric 
discomfort. Salivation, gaping and yawning follow, with regdlarty of 
respiration, flatulency, pallor of the face, and a sense of squeamishness, as 
though at any moment vomiting might occur. 

In the fully developed attack it is convenient to divide the symptoms 
into two groups—cephalic and gastric; but though in different subjects 
one or the other group may dominate the aspect of the attack, yet few 
persons suffer from the one group of symptoms to the complete exclusion 
of the other. The cephalic group comprises ocular distress, diplopia, which 
may be severe though transient, giddiness, headache, depression, and mental 
despondency and apathy. These may persist for a very considerable time 
after the patient goes ashore. 

The gastric symptoms consist of nausea, retching and vomiting, which 
are often most violent and distressing, the vomit ultimately consisting 
of a thin, bile-stained fluid. There is complete anorexia, and in severe 
cases nothing can be retained in the stomach. Constipation is often 
obstinate. 

The general constitutional effects of prolonged sea-sickness may be very 
severe. There is a general condition of collapse. Alternate heats and 
chills, with frequent chattering of the teeth and shivering, pervade the system ; 
the eyes are dull, and may be bloodshot from straining; the countenance 
becomes shrunken, pale and perhaps greenish, inexpressive and dejected. 
The cardiac action is depressed, the blood concentrated, the body desiccated, 
and little urine is passed. The pulse and respiration are quickened, the skin 
is cold and either dry or clammy, the tongue is moist and coated, and both 
the breath and the urine are likely to contain acetone bodies. Hebetude 
is always marked, and in severe cases the mind may be utterly indifferent to 
the surroundings and no consecutive train of thought can be pursued. There 
is a general feeling of bodily soreness and weariness and a sense of exhaustion. 

Course and Prognosis.—The symptoms usually subside rapidly when the 
voyage or other movement causing the condition is over, but sometimes both 
the cephalic and gastric symptoms persist for a time, and the patient is 
“good for nothing”’ until he has had a night’s sleep. In persons taking 
long sea voyages, the symptoms usually lessen in a few days, reaction sets 
in with a return of appetite, and convalescence is complete within a week, 
but symptoms are liable to return with an onset of rough seas. Some persons, 
on the other hand, never lose the symptoms until the voyage, however long, 
is over, and these may be reduced to a piteous condition of bodily weakness, 
from which subsequent convalescence is slow. Death appears never to have 
occurred even in the most severe condition of bodily depression and starva- 
tion from sea-sickness. Apart from the prolonged convalescence which may 
be required in severe and long-lasting cases, there seem to be no harmful 
results from sea-sickness. It has been held to have a salutary effect upon 
subsequent health since ancient times. In pregnant women it does not 
have any tendency to cause miscarriage. 

Treatment.—To avoid sea-sickness a susceptible subject should, for a 
few days before taking to the sea, eat sparingly, avoid alcohol and over- 
fatigue, take regular exercise and carefully attend to any condition of 
dyspepsia and constipation, and partake of a good wholesome meal some 
two hours before going on board. He should secure a berth amidships, lie 
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supine with the head low, and keep warm. Some persons find a closed cabin 
insufferable, and are better on deck in the open air. The administration of 
bromides some hours before sailing is often of signal service, and this will often 
lessen the cephalic symptoms when an attack has developed. Chlorbutol, . 
(chloretone) (grs. 5) and phenobarbitone (gardenal, luminal) (gr. 1) are also very 
valuable, both as prophylactics, when they should be taken just before sailing, 
and as remedies during the attack. Combinations of bromides and chlorbutol 
are very useful, and there is at least one patent remedy, of which the basis 
is monobrom-camphor and chlorbutol, which is very efficacious. 

During the attack it is essential to keep warm and as quiet as is possible, 
and avoid any source of further irritation of the organs of orientation ; to 
quiet the irritation of the nervous system with bromides and chlorbutol ; to 
secure sleep, to which end barbitone or adalin is very useful; to prevent 
acidosis and to see that the patient is fed. With severe and prolonged 
vomiting, anorexia and prostration it may be difficult to secure these ends. 
Swallowing food must be insisted on, and the administration of very small 
perfectly dry meals, such as cold chicken and biscuit, will often break the 
anorexia and vomiting. A severe case should always be brought into the 
open air on deck after four days in the cabin. Acidosis should be combated 
by the alkaline carbonates. Alcohol and aromatic carminatives are some- 
times valuable. 

JAMES COLLIER. 
Revised by F. M. R. Wausze. 


ELECTRICAL INJURIES 


Electrical injuries may be received from lightning-stroke, from accidental 
contact with high-tension conductors, or from judicial electrocution where 
this obtains. | 

The severity of the injuries sustained in any given case depends upon 
other factors than the voltage of the discharge received, and thus it 1s that 
fatal injuries may be received from currents of comparatively low voltage 
(120 volts), and survival may follow the reception of currents of higher 
potential. It is said that a current of 500 volts is commonly fatal, and 
that alternating currents are more dangerous than direct. Voltages of 
over 1000 are spoken of as “high tension.” The quantity of the current is 
also of importance. A current of 100 amperes is dangerous, one of 500 is 
likely to be fatal. In judicial electrocution the victim is subjected to 
repeated discharges (4 to 8), each lasting some seconds (5 to 50), of alter- 
nately high and low potential (500 volts alternating with 2000). 

Pathology.—In those who survive electrical injuries complete recovery 
is usual—though not invariable—and it is clear that the lesions found in 
the nervous system in fatal electrical injury can hardly obtain even in slight 
degree in non-fatal cases. We shall first describe the lesions found in fatal 
cases, 

In death from lightning-stroke the head is invariably struck, and there 
is a localised effusion beneath the scalp, which may be differentiated from 
the effects of a blow by the absence of abrasion. The body surface shows 
burns of various forms—linear burns, arborescent burns, and severe localised — 
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burns beneath any metal object which may have been carried in a pocket 
or worn on the person. 

In the nervous system there are abnormal rents and fissures in the brain, 
the cerebro-spinal spaces are distended, the perivascular spaces enlarged, 
and the arteries at the base of the brain may show rupture of their muscular 
coats. In various situations the nerve cells show severe disruptive changes. 
In the past it has been assumed that these lesions are due to the passage 
of an electrical current through and over the body, but in a recent analysis 
of the circumstances of electrical injuries from the point of view of physical 
science Blake Pritchard has shown that this passage is Inadequate to account 
for the nervous lesions, and that two factors are operative. These are 
the passage of current, and the charging of the body with electricity. It 
is the latter factor which alone is capable of producing the lesions found in 
the nervous system. The following brief summary is taken from Pritchard’s 
account (Lancet, 1934, I. 1163). 

If a man make contact with a conductor at high potential, or if he be 
struck by lightning, he will suddenly become highly charged with electricity. 
A current will pass through him only if he is in a position to lose this charge. 
If he is not insulated from earth the charge will pass rapidly through and 
over him, and will not accumulate upon him. This rapid passage will give 
rise to heating, electrolytic and mechanical effects, but these alone do not 
produce the lesions observed in fatal cases. 

If he be more or less effectively insulated from earth, his body surface 
will become highly charged, and electrostatic forces will develop from the 
mechanical repulsion which is exerted between similarly charged particles 
or bodies. A charged body will be repelled from all similarly charged bodies, 
and all the constituent elements of the body which carry the charge will be 
repelled from one another. Thus it is that when more than one object is 
struck by lightning, they are flung apart ; a man is flung several yards from 
a tree under which he has been standing ; or two men simultaneously struck 
are flung away from each other; a parcel held by an individual struck 1s 
hurled out of his grasp, and also his clothes, belt and boots are burst and 
torn off him in fragments, and he may be stripped naked. Within his body 
the same disruptive forces are at work, and produce lesions in proportion 
to the rigidity and cohesion of the tissues. The charge upon his body surface 
will make each particle of the surface repel each other particle, the whole 
surface will tend to expand away from the body, and this sudden expansile 
force will pass inwards as a wave of decompression. In this way we may 
account for the characteristic disruptive lesions found in the brain. 

It is probable, then, that the electrostatic effects play a determining part 
in the production of the nervous lesions, and that these in their turn are 
largely responsible for a fatal issue when this ensues. 

The actual passage of the current has heating and electrolytic effects, 
and Pritchard has tried to assess the importance of these. In legal electro- 
cution, where alternating currents are applied in the manner and of the 
strengths described earlier, it is possible to form a fairly precise estimate 
of the heating effects. The current probably passes chiefly in the body 
by the blood and cerebro-spinal fluid, as well, of course, as over the body 
surface, where it produces the characteristic burns. It is possible that 
ctitrents of the ordets tised may cause a rise of temperatute in the tissues 


ELECTRICAL INJURIES B45 


they traverse of as much as 60° C. In lightning-stroke, the rise is probably 
much less. The higher rise named is capable of severely damaging the 
nervous system, but not of producing the lesions seen in fatal cases. The 
electrolytic effects are probably negligible. 

Another effect of the passage of current—-as opposed to the charging of 
the body surface—is the violent and generalised cardio-vascular and skeleta] 
muscle spasm found so constantly in the victims of electrical discharges. 
This spasm may persist for some time, and in fatal cases until death has 
ensued. The heart and muscular coats of the arteries are strongly contracted, 
the victim is pale and pulseless, and in non-fatal cases may so remain for 
as long as an hour while artificial respiration is being employed. 

Symptoms.—Graphic accounts of the effects of lightning-stroke are given 
by H. A. Spence in his monograph, and are based upon an extensive experience 
in South Africa. When struck by lightning the individual may later have 
no recollection of the incident, but on the other hand may speak of receiving 
a tremendous blow on the head. Others have complained of intense visual 
or auditory sensations, of pain in the trunk and limbs, of giddiness, and so 
on. The subject is usually unconscious, pale and pulseless, and respiratory 
movements are suspended. Surface burns of varying severity and extent 
are seen, and examination of the scalp will reveal a localised swelling at or 
near the vertex, with no cutaneous abrasion. There may be powerful and 
generalised muscular spasm for a brief period and the limbs may be in flexion. 

As respiration becomes re-established—either spontaneously or after 
artificial respiration—the subject may become restless and resistive, crying 
with the pain of muscular spasm. Later, he becomes drowsy, has headache, 
and for one or more days may not be fully alert. 

This initial state of suspended animation and apparent death is common 
after lightning-stroke, but not so common, apparently, after accidental 
electrical injuries from contact with conductors. It may be necessary to 
carry out artificial respiration for as long as an hour before—in non-fatal 
cases—respiration becomes normally established. 

After accidental electrical injury the degree of shock varies from individual 
to individual. It has been suggested that in sleep the injury is less severe 
than in the waking victim, but it is probable that the two main factors 
discussed earlier play a more important part in determining the severity of 
injury than matters of sleep, individual susceptibility, fatigue and old age, 
all of which have been thought to have some influence in this direction. 

Recovery from the effects of electrical shock may, as we have seen, take 
several days, and in rare instances more or less permanent residual symptoms 
of a neurological kind may ensue. Thus, Spence records a case where memory 
remained defective, speech slow and gait unsteady, and one ear was per- 
manently deaf. An immediate effect which has been described is profound 
weakness with sensory loss of the lower limbs, which may be blue and cold. 
This condition passes off gradually in the course of some hours. A progres- 
sive condition clinically resembling amyotrophic lateral sclerosis has been 
described by Panse as a rare sequel of electrical injury, and this factor has 
been invoked in connection with disseminated sclerosis and Parkinsonism 
when these have developed in the subjects of electrical injury. Attribu- 
tions of this order should be received with caution. Of course, as after 
other injuries, traumatic neuroses may follow electrical shock. 
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Diagnosis.—Spence records instances in which the finding of a dead body 
has made it necessary to determine the cause of death. When this is due to 
lightning-stroke, the following signs are found. There is an effusion beneath 
the scalp without superficial abrasion, and streaks of ‘“‘ brushburn ’”’ will be 
found upon the body surface. The body will be more or less stripped of 
clothes. If a hat was worn, a hole will probably be found in it over the 
seat of the scalp lesion. Leather garments, boots and belts are burst. Of 
course, if the victim was hurled or flung down some other signs of injury 
caused in this way may be found. 

Treatment.— When, as is commonly the case after lightning-stroke, the 
victim is unconscious, white and pulseless, artificial respiration must be 
undertaken at once, and persevered with for at least an hour before abandon- 
ing the patient. Even when respiration is first resumed, it may fail again 
and artificial respiration must be kept up until normal breathing movements 
are fully established. When consciousness is regained, the patient may 
complain of severe headache and of painful muscular cramp. The latter 
should be treated by massage. The usual restorative measures employed 
in severe shock may also be used, but the essence of treatment in severely 
shocked and unconscious patients is the carrying out of artificial respiration. 

The superficial linear burns of lightning-stroke may smart if exposed to 
the air, and are best covered by ointment, but they usually heal without 
scarring. The deeper burns related to metallic objects carried by the victim, 
or to the points of entry and departure of the current in accidental injuries 
from contact with conductors, will sometimes require the ordinary treatment 
of burns according to their depth and extent. 

The very rare residual neurological symptoms and disabilities may have 
to be dealt with according to their character and severity. 

F. M. R. Wats. 


HEAT-STROKE AND THE EFFECTS OF HEAT 


Under this heading are included those types of illness caused by exposure 
to a high atmospheric temperature. They are classified as—(1) heat 
exhaustion; (2) heat hyperpyrexia (heat-stroke or sun-stroke); (3) the 
gastric type of illness; and (4) the choleraic or gastro-intestinal type. 

ZEtiology.—Exposure to high temperature—Cases commonly occur 
amongst those exposed to the sun in the hot seasons of a tropical climate ; 
but the high temperature of the air in a dwelling, or the excessive heat 
to which stokera are exposed on board of ships, or, indeed, any prolonged 
exposure to a high atmospheric temperature, whatever its nature, may 
cause any of the types of heat-stroke. When the shade temperature 
reaches 110° F., danger occurs, and with each degree rise above this limit 
an increasingly larger number of cases results. The effect of heat exposure 
ig cumulative in action, and it is a succession of hot days which is followed 
by a large number of cases of heat-stroke. A comparison by Willcox of 
the case incidence curves with the temperature curves in the Mesopotamian 
campaign indicated a delay of a few days in the rise of the former. An 
individual exposed to heat for one or more days may not be taken ill until 
the evening or early morning, when the temperature has fallen consider- 
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ably, the cumulative effect of the exposure gradually overcoming the body 
resistance. Since the temperature in the sun greatly exceeds that in the 
shade, exposure to the sun’s rays is a very important exciting cause. In 
the hot seasons of tropical countries this danger is well known, and exposure 
to the sun is avoided as far as possible. It has not been shown that any 
rays of the sun other than the heat rays have a special significance in the 
causation of heat-stroke. 

Climate.—Tropical climates in seasons when the shade temperature 
exceeds 110° are associated with the various forms of heat-stroke, and heat 
waves in any climate, if the temperature is sufficiently high, act as causes 
of illness. The absence of shade from the sun is an important factor, and 
heat-stroke is specially associated with hot climates of countries where 
flatness and absence of trees and vegetation are marked, as, for example, 
in Mesopotamia and the country round the Persian Gulf, and desert regions 
generally, as in the Sahara Desert in Africa. In countries where, during 
the hot season, there is little fall of the temperature at night, the danger 
from heat-stroke is increased. 

Humidity of the atmosphere is an important predisposing factor. If this 
is high, heat loss is retarded, and there is greater liability to heat-stroke. 

Stagnation of air—Free currents of air promote the evaporation from 
the skin and protect by increasing heat loss. The great protective value 
of electric fans and punkahs in dwellings is due to this cause. It is im- 
portant to remember, however, that when the temperature is very high, 
currents of hot air may do more harm than good, and for this reason, in 
tropical countries, houses provided with fans should be kept closed during 
the heat of the day, in order that the hot air may be excluded as far as 
possible. The ‘‘ Kata” thermometer, introduced by Professor Leonard 
Hill, F.R.S., records the rate of heat loss from evaporation of a wet bulb, 
and is a valuable guide in estimating the dangers from heat-stroke in different 
situations, such as the wards of hospitals. 

Dwellings —Thick walls of non-conducting material, such as stone, 
brick, or dried mud are protective, and it is important that the roofs of 
dwellings should be thick, so as to keep out the heat from the sun’s 
rays. <A tent, even of double canvas walls and roofs, affords only poor 
protection. 

Persons of any age are subject to heat-stroke if the exposure is sufficiently 
great. The case mortality 1s higher in those over 40. Race is a very 
important factor. The natives of tropical countries are rarely affected by 
heat-stroke, unless some complicating disease, such as malaria, 18 present. 
White races unaccustomed to tropical climates are specially susceptible 
to the effects of heat exposure. Exertion is an important predisposing cause. 
Heavy physical exertion in temperatures over 110° is very dangerous. 

Predisposing diseases.—Any disease causing pyrexia, such as malaria, 
sand-fly fever, enteric and paratyphoid fever, typhus fever and small-pox, 
predisposes to heat-stroke. 

Intercurrent diseases. —In a high percentage of cases the heat hyperpyrexia 
supervenes in the course of another disease, especially malaria. Cases of 
febrile disease may be suddenly complicated by hyperpyrexia if exposed to 
great heat, and special precautions are necessary to prevent this. 

Pathology.—The symptoms of heat-stroke in its various forms all point 
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to an auto-intoxication. The effect of high temperature on the brain and 
central nervous system is to diminish its functional activity, and likewise 
the excretory organs, such as the liver and kidney, are undoubtedly impaired 
in their excretory power. In addition, owing to the effect of heat on the 
muscles and tissues of the bedy generally, there must be an increased pro- 
duction of toxic substances, due to protein katabolic changes. These factors 
all tend to produce a marked auto-intoxication, which explains many of the 
symptoms of heat-stroke. Indican is usually present in the urine in con- 
siderable excess, and is evidence of an auto-intoxication. Acetone and 
diacetic acid are not found in appreciable excess in the majority of cases, 
though in a small percentage they are present in moderate degree. The auto- 
intoxication cannot, therefore, be regarded as an acidosis. It has been 
shown by Dr. W. Cramer that beta-tetra-hydro-naphthylamine will cause 
hyperpyrexia in animals, and it is likely that substances having a similar 
action are produced as the result of the heat on the tissues. Suppression 
of sweating has been shown by Dr. K. G. Hearne to be an important factor 
in the hyperpyrexia cases, the paralysis of the sweat secretion by the intense 
heat leading to a rapid rise of body temperature. In hot climates, the 
administration of atropine may be followed by hyperpyrexia from a similar 
cause. Suppression of sweating does not explain the causation of the gastric 
and choleraic type of heat-stroke, nor of heat exhaustion. It has been stated 
that heat-stroke 1s due to a bacterial infection ; but there is no recent evidence 
to support this view. In the Mesopotamian campaign a large number of 
blood examinations were made during life in cases of heat-stroke, but all 
gave a negative result. 

Rigor mortis occurs early, and putrefactive changes set in within a few 
hours of death. (idema and general hyperemia of the brain and lepto- 
meninges occur, and the nerve cells in the grey matter show marked degenera- 
tive changes. Petechie occur in the skin and mucous membranes in severe 
cases. The right side of the heart is dilated, and venous congestion is marked 
in all the organs. Signs of intercurrent diseases, such as malaria and typhoid, 
may be present. 

Prophylactic Treatment.— Adequate protective covering for the head 
by thick pith topees or good cork helmets is essential. Spinal pads for 
protection of the spinal cord are valuable. The clothing should be hight and 
loose and not too thin. Hand-fans and umbrellas are of value. A large 
amount of water should be drunk by those exposed to great heat, as so 
much moisture is lost by the skin in regulating the body temperature. 
Salt (sodium chloride) should be taken freely with food, to compensate for the 
- loss of sodium chloride by excessive sweat excretion. Alcohol should be 
avoided during the heat of the day. Constipation should be guarded against, 
as it predisposes to the effects of heat. 


1. Heat EXHAUSTION 


The onset is sudden, with weakness, giddiness, faintness and inability to 
walk. A mild pyrexia of 102° or 103° F. occurs, lasting 2 or 3 days. The 
pulse is rapid and weak, and some cardiac dilatation is usually evident. 
If early treatment is adopted, the symptoms quickly improve; otherwise, 
there is a great risk of the supervention of hyperpyrexia. 
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Curative Treatment.—This consists in removal from heat, rest in bed 
and the administration of aperients. 


2. Heat HyPerRpyRexia 


The onset may be sudden, with rapid rise of temperature, coma and 
convulsions. In other cases, the onset is preceded by malaise, headachep 
restlessness and sometimes nausea or vomiting. Frequency of micturition 
and urethral pain may occur. The temperature is somewhat raised—to 
100° or 102° F. or so—and the skin hot and dry. These premonitory symp- 
toms may last for a few hours, sometimes as long as 48, when the temperature 
rises to 110° F. or more, and mental excitement and delirium supervene. 
Coma and stertorous breathing now occur, and the face is flushed and 
cyanosed, the conjunctive being congested. The pupils are commonly 
dilated in the early stages and contracted in the comatose condition. Paro- 
titis may occur, and petechie of the skin may be present in severe cases. 

Albumin is frequently present in the urine in small amount in acute 
cases. An excess of indican is usual, and in some cases acetone and diacetic 
acid occur. Fibrillary twitchings of muscles and convulsions usually result, 
and the breathing is frequently Cheyne-Stokes in character. Incontinence 
of urine and feces occurs with the coma, and death rapidly results, unless the 
temperature is reduced. Marked cardiac dilatation, often associated with a 
systolic murmur, is present. Bronchitis and pulmonary congestion sometimes 
occur, and pulmonary cedema is a terminal event. In the acute stage the 
knee-jerk is almost always absent, and does not return until the symptoms 
have cleared up. 

Defective articulation (anarthria) occasionally occurs as an after-symp- 
tom, and sometimes nystagmus, or squint, with diplopia has been observed. 
Multiple neuritis, with weakness and wasting of the extensor muscles of the 
legs, is a rare late complication. After the subsidence of the hyperpyrexia, 
a pyrexia up to 102° or 103° F. may persist for several days, and is due to the 
auto-intoxication present, no organism being found in the blood in the 
uncomplicated cases. For some weeks after the subsidence of the tempera- 
ture there is great liability to a recurrence of heat hyperpyrexia, and the 
utmost care must be taken to avoid exposure to heat. 

Sequelz.—Cardiac dilatation may last for some days or weeks after an 
attack. There is a great susceptibility to heat for a long period after an 
attack, and headache may follow slight exposure, so that residence in a cool 
climage is advisable for some years afterwards. An abnormal mental con- 
dition, amounting in some cases to insanity, may result. Persistent nervous 
symptoms, the result of actual organic changes in the brain or cerebellum, 
may remain. The presence of the knee-jerks is a valuable prognostic sign ; 
if they remain absent there is danger of a recurrence. 

Curative Treatment.—The patient should be placed in cool surroundings 
and hydro-therapeutic measures immediately adopted. Spraying with ice- 
cooled water, the patient lying on a bed with a rush mattress, so that there is 
free circulation of air round the body, 1s the most convenient method. Ice 
should be applied to the back of the neck and head. Rectal injections of 
iced-cold water, to which about 1 per cent. of sodium chloride is added, are 
of value. Should the hyperpyremia not quickly subside, or should it not 
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‘be readily controlled, an intramuscular or intravenous injection of a solution 
of quinine bihydrochloride, grs. 10 should be given. Blood film examinations 
should always be made immediately when hyperpyrexia occurs, and if 
these show a malarial infection the quinine treatment should be continued, 
daily injections being given for 3 or 4 days, and afterwards an oral course. 
Convulsions are best treated by a venesection of 10 to 20 ounces, and rectal 
ravers of ice-cold water containing 120 grains of sodium chloride (common 
table salt) to the pint. In cases with convulsions it is not advisable to give 
intravenous saline after venesection, for the intravenous injection may 
cause recurrence of the convulsions. In some cases morphine hypodermically 
or inhalations of chloroform may be required. Cardiac failure should be 
treated by digitalin, strychnine, camphor in oil, nikethamide (coramine), 
adrenaline or pituitary extract hypodermically. Failure of respiration 
should be treated by artificial respiration, ne oxygen bubbled through 
alcohol may be administered. Lumbar puncture is of value in the comatose 
condition, in order to relieve the excessive pressure in the cerebro-spinal fluid. 

When the patient is able to swallow, as large quantities as are safely 
possible of physiological saline should be given. This may also be given 
by nasal tube. 

Loss of sodium chloride is a marked feature of cases of illness due to 
the effects of heat. This should be administered in quantities of 12 to 20 
grammes per day for several days. 


3. THE Gastric TYPE 


In this insidious type of illness for several days the patient will suffer 
from restlessness and mental irritability, nausea and occasional vomiting. 
The face is flushed and the mouth temperature normal; but the rectal 
temperature may show a rise of a degree or two. The liver shows some 
enlargement, and the knee-jerks are lost. In many of these cases after 4 to 
10 days’ illness a sudden hyperpyrexia occurs, which is often fatal. 

_ Curative Treatment.—This consists in keeping the patient at complete 

rest in bed and as cool as possible, free purgation, a lacto-vegetarian diet, 
and rectal injections of ice-cold water containing bicarbonate of soda, 60 
grains and sodium chloride 120 grains to the pint, and the administration 
of 30 grains of sodium bicarbonate every 3 hours; by these means hyper- 
pyrexia is avoided. Liquids should be taken freely by mouth, and sodium 
chloride in doses of 12 to 20 grammes daily should be given by mouth to 
replace the loss by sweating. 


e 


4. GasTro-INTESTINAL OR CHOLERAIC TYPE 


In this form of illness the onset is sudden, and marked collapse is present. 
The temperature is raised to 100° or 102° F., and vomiting and diarrhoea 
occur. The face is pale, the skin clammy and the eyes sunken. The knee- 
a are lost. The stools are watery, and free from cholera organisms. 

eath usually occurs after a 3 or 4 days’ illness. 

Prognosis.—This is very grave. 

Curative Treatment.—This consists in protection from heat, and the 
administration of normal saline subcutaneously or intravenously. The intra- 
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venous hypertonic saline treatment as advocated by Rogers, and described 
in detail under the article on Cholera (see page 121) should be given as 
soon as possible for the treatment of the collapse and loss of fluid. The 
administration of suitable cardiac stimulants hypodermically is advisable. 
Heat Cramps.—Attacks of heat cramps occasionally occur in persons 
who perform muscular exercises while exposed to high temperatures. The 
condition occurs in stokers on board ship, and in furnace workers. The 
muscular spasms occur in the calves, arms and sometimes the abdominal 
muscles, and are severe and very painful. They may last from 12 to 36 
hours, and are followed by soreness and weakness. Deficiency of sodium 
chloride in the blood is the chief cause of the symptom. Doses of 10 to 
20 grammes daily should be given well diluted with water or other beverage 
or food. Tablets of one gramme sodium chloride may be swallowed in 


doses up to 20 per day. 
W. H. Wittcox. 


INJURIES FROM X-RAYS 


Etiology.— Within 3 months of the announcement by Réntgen of his 
discovery of X-rays in November, 1895, it became known that conjunctivitis 
could occur after some hours of exposure to irradiation. A year later 
erythema, swelling, and necrosis of the skin, alopecia, and chronic radio- 
dermatitis were reported. In 1897 attention was directed to the acute con- 
stitutional symptoms. In 1902 a case of cancer was recorded following 
chronic ulceration caused by X-rays. The first death recognised as due to 
the action of X-rays occurred in 1914. In 1922 it was estimated that 100 
radiologists had died from malignant disease due to their occupation. Deaths 
occurred among radiologists exposed to X-rays before the importance of 
adequate protection was realised, and unfortunately still occur. 

So far nearly all the victims have been research workers, radiologists, 
laboratory assistants, technicians and nurses. Cases of industrial origin 
did not occur until later, because the use of X-rays in industry began later. 
Industrial workers, unlike professional workers, are often quite ignorant 
of the possible dangers of the apparatus used, so that industry is now, in 
respect to the use of radio-active substances, about where medical practice 
was in 1914, There is, however, no reason why the lamentable history of 
the pioneers in the medical field should be repeated. The human experi- 
ments have been made, the tragic results of carelessness demonstrated, and 
the measures necessary for adequate protection are known and available 
to anyone who cares to learn them. 

X-rays may be used in industry for the detection of defects, cracks and 
blow-holes in castings, of defects in alloys from faulty mixture, of erosion 
in cables or gas cylinders, and of defects in reinforced concrete or in weldings. 
X-rays are also used to sort fresh eggs from stale, to reveal mineral adulter- 
ants in vegetable foods, and weevils in grain. For the examination of metals 
and all thick specimens very penetrating rays must be used. 

Symptoms.—Injuries which follow a short single exposure, or perhaps 
Several exposures, may vary enormously in intensity. In mild cases there 
is simply a transient reddening, lasting a few days and followed by scaling 
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and loss of hair. Ifthe burn is deeper, blisters appear which may be serous 
or purulent, and the condition resembles that following a scald but is less 
acute and slower to heal. Sometimes the process, instead of disappearing 
in a few weeks, penetrates to the deeper layers of the skin and to the sub- 
cutaneous tissues, with the formation of a leathery slough, surrounded by 
a brawny indurated swelling with ill-defined limits. The process is exceed- 
ingly slow and obstinate, and has a tendency to progress and to resist treat- 
ment in a remarkable way. It is at times very painful. 

In chronic X-ray dermatitis the changes in the hands begin round the 
base of the nails as a peculiar erythema and gradually increase, Transverse 
and longitudinal ridges appear on the nails, which become brittle, assume 
a characteristic dirty brown appearance, tend to separate from the matrix, 
and eventually thicken and form shapeless masses. The skin becomes 
uniformly red and atrophied ; small warts appear, increase in size and number 
and, when situated over the knuckles, crack and cause much pain. Later 
the dry thickened skin shows telangiectases, absence of hair, paronychia 
and ulcers which are slow to heal and prone to break down. The hair follicles 
and the sebaceous and sweat glands completely disappear in cases of long 
standing. The freedom of the palms of the hands may be due to the naturally 
thicker skin there, but the greater liability to exposure of the backs of the 
hands and fingers is probably the more important factor. The lesions are 
as a rule slowly progressive. Post-irradiation telangiectases, which have 
been regarded as compensatory for obliteration of the vessels in the corium, 
usually appear within 2 years, and sometimes in the absence of an initial 
erythema; in some instances the interval between irradiation and the 
appearance of telangiectases is prolonged, even to 15 years. If exposure 
is continued the lesions may progress to involve the tendon sheaths and 
joints. There may be intense pain, of which the severity is out of 
proportion to the size of the lesions; it is caused by the exposure of 
nerve-endings. 

Squamous-celled carcinoma is almost always the form of malignant 
disease which has followed excessive X-ray exposure and long-continued 
X-ray dermatitis in man. Although most often seen in radiologists and 
manufacturers of X-ray apparatus, X-ray carcinoma may also oocur in 
patients who have undergone treatment by X-irradiation. The interval 
between the onset of chronic X-ray dermatitis and the appearance of malignant 
disease varies from 3 to 27 years. The average of 35 cases was 7 years. 
The age incidence from 35 to 50 is comparatively early, that of ordinary 
carcinoma of the skin being between 55 and 58. The most frequent site of 
the growth, which is not uncommonly multiple, is on the backs of the hands 
and fingers, and the hand more exposed appears to be the one more severely 
affected, the left in radiologists and the right in those engaged in the manu- 
facture of apparatus. Among radiologists carcinoma usually develops in 
an ulcer, less often in keratotic areas. The predominating symptom is pain, 
which may be constant and very severe, and has been ascribed to invasion 
of the terminations of nerves by the growth and to neuritis. Occasionall 
basal-celled carcinoma results from X-irradiation. In one case a basal- 
celled carcinoma of the scalp appeared 18 years after epilation for ringworm. 
A case has also been recorded of multiple basal-celled carcinomas on the 
trunk of a radiographer. , 
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Constitutional symptoms only became prominent after the introduction 
of deep X-ray therapy, in which massive doses of deep penetrating tays 
were given. Severe constitutional symptoms may occur. They are nausea, 
uncontrollable vomiting, sometimes with hematemesis, diarrhwa, with the 
passage of blood, abdominal pain and distension, fever up to 104° F., rest- 
lessness, profound prostration, progressive cardiac failure, small rapid pulse 
and dyspnoea. When death has occurred it has usually taken place about 
the fourth day from the onset. Both animal experiments and necropsies 
of human victims show that the application of X-rays to the abdomen may 
result in necrosis of the intestinal mucosa. As long ago as 1905 unsuspected 
sterility was found in 18 persons who had for various periods been exposed 
to X-rays. The acute degenerative changes in the testes are followed by 
fibrous atrophy. Ansmia occurs in X-ray workers. After. small doses of 
X-rays, the lymphocytes are first increased in number, then diminished. 
The red cells may also be increased at first, but ansemia sets in later and 
may become extreme. In patients who recover, the anwmia is slower to 
disappear than is the leucopenia. True aplastic anemia does not occur. 

Diagnosis.—The possibility of exposure to radium should always be 
excluded before attributing what appears to be aplastic anemia in an X-ray 
worker to X-irradiation. 

Treatment.—Propuy.actic.—Within the first few months after their 
discovery it was found that X-rays were stopped more effectively by lIcad 
than by any other common metal. Hence lead for protection came into use 
very early. To-day lead, lead glass, lead rubber and lead bakelite are 
extensively used. Transparent lead glass windows in tube containers were 
first employed about 1900. At that time the need for protecting both 
operator and patient during radiographic exposure was very great, because 
low voltages were used, with consequent long exposure to a very soft and 
easily absorbed radiation. For example, to radiograph the spine required 
exposures up to ] hour. That the radiologist was not more frequently 
affected by the scattered radiation of such exposures was due to the fact 
that during them he might retire to another room to see other patients. 
About 1903 there appeared a multitude of protective devices to be worn 
by the radiologist, including apron, jacket, gloves and goggles. This type 
of protection gradually reached its peak about 1914, when necessity threw 
caution to the winds, and the more elaborate devices gave place to means of 
protection which were built into the apparatus. 

To-day there is international agreement as to the most effective methods 
of prevention. In Great Britain such methods have been widely adopted, 
and although they have no strictly legal recognition, powers of eee 
and approval have been placed in the hands of the National Physical 
Laboratory. It is important that the imdustrial physician should plan 
measures for the protection of employees against the dangers of X-irradiation, 
for in large manufacturing establishments there are X-ray departments for 
diagnosis as extensive and as much used as the average hospital department. 
Here the problem may include protection of workers in neighbouring rooms, 
for unless walls and floors are very thick or are rendered impermeable by 
the use of lead, X-rays may pass through them and cause injury. 

Sympromatic.—X-ray carcinoma should be treated either by diathermic 
coagulation under local anesthesia, or by radium. Slight degrees of anwmia 

IZ 
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recover on removal from exposure. In more severe degrees iron must be 
used, and when this fails blood transfusion is necessary. 


INJURIES FROM RADIO-ACTIVE SUBSTANCES 


ZEtiology.—The gamma rays of radium appear to have a greater tendency 
than X-rays to cause aplastic anemia ; this impression is supported by the 
experimental evidence that the penetrative gamma rays of radium reach 
the bone marrow more readily than do X-rays. Three fatal cases of aplastic 
ansemia were reported in the London Radium Institute in 1920, one in a 
nurse and two in laboratory assistants. In 1925 the death of a chemical 
engineer working with radium and thorium-X was recorded. 

The chief use of radium salts in industry has been in the manufacture of 
luminous paint for the figures of clocks and watches, and certain important 
parts of the machinery of aeroplanes. At two factories, one in New Jersey 
and the other in Connecticut, 38 deaths occurred among factory girls, 
chemists and physicists. The paint used contained insoluble radium sul- 
phate, mesothorium and radiothorium. The girls affected introduced the 
paint into their mouths through the habit of pointing the brush between 
their lips and swallowed it for periods of from 1 to 4 or more years. 
The insoluble radio-active materials became deposited in the body to such 
an extent that even during life radio-active emanations could be detected 
in the expired air. 

After death bone was found to be the tissue in which the materials 
had mainly accumulated. The anemia resulted from the continuous bom- 
bardment of the hematogenous marrow by alpha particles, and it was 
found that these changes were quite different from those due to external 
irradiation with beta and gamma rays only. Radio-activity in the bones 
and teeth was demonstrated by autophotography. The bones when placed 
directly on photographic plates produced impressions in as short a period 
as 3 days. The total amount of radio-active material necessary to produce 
fatal results is extremely small. It is sufficient for 0-01 mg. to be distributed 
over the whole skeleton to produce a terrible death years after it has been 
ingested. Radium is thus the most deadly poison known; tetanus toxin 
previously held the record with a lethal dose of 0-22 mg. 

Symptoms.—Dermatitis due to radium, isolated by the Curies in 1898, 
was reported in October 1900. Insufficiently protected tubes of radium 
salts kept in the waistcoat pocket for 6 hours produced reddening of the 
skin and within 10 days or so ulceration. Dermatitis has been reported in 
a number of persons engaged in making radium preparations, and less often 
in medical men. The ill-effects of ingestion of radio-active substances include 
severe anemia, sometimes aplastic, necrosis of the jaw, spontaneous fractures 
and sarcoma of bone. The changes in the blood have been referred to as 
anemia radiotoxica. The red cell count may drop below one million and 
the hemoglobin below 20 per cent. Leucopenia, granulopenia and thrombo- 
penia all occur. Purpura is followed by more serious bleeding, such as 
menorrhagia, hemoptysis, hematuria and retinal hemorrhages. Necrosis 
of the jaw occurs. It is similar to that produced by phosphorus, and is 
attributed to infection supervening upon changes in the bone. In certain 
cases necrosis of the jaw does not aoene but after a number of years generalised 
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changes in the bones develop with deformity and sometimes spontaneous 
fracture, a condition known as radiation osteitis. Bone sarcoma occurs 
in 25 per cent. of the cases of occupational mesothorium and radium 
poisoning. 

Treatment.—Though medical practice is now almost safe so far as 
X-irradiation 1s concerned, matters are very different in the case of radium. 
There is no doubt that many people are affected by handling radium, chiefly 
by the gamma rays. Their penetrative powers are so great that it is not 
practicable to secure complete protection. In the case of persons who carry 
radium about the weight of lead they can bear to carry only partly protects 
them. Surgeons handling radium are also ill-protected. In the case of a 
man using 120 mg. of radium in the treatment of carcinoma of the cervix 
uteri, protection is very difficult as each time he has to handle the substance 
closely and carefully. It is obvious that ingestion or inhalation of radio- 
active materials in industry is highly dangerous, and that all occupations 
involving the handling of such substances should be strictly controlled and 
supervised. In the watch industry, outside New Jersey and Connecticut, 
the practice of pointing the brush with the lips is unknown, and no ill effects 
have been observed in other countries. 

DonaLp HUNTER. 


ALCOHOLISM 


Alcoholism is dealt with in this section mainly from the point of view 
of the physical effects. The subject may be conveniently divided into (1) 
acute alcoholism; (2) alcoholic coma; (3) dipsomania; and (4) chronic 
alcoholism. The section of Psychological Medicine (pp. 1836-1840) should 
also be consulted. 


1. Acute ALCOHOLISM 


Synonyms.—Acute Alcoholic Poisoning ; Drunkenness. 

Definition.—A person is said to suffer from acute alcoholism when as 
a result of alcohol he is unable to do with safety to himself or others that 
which he attempts. 

fEtiology.—The effect of alcohol varies in different individuals, and 
depends not only on the amount taken but also on the physical state and 
mental stability of the patient. 

Pathology.—Repeated sublethal doses cause no pathological changes 
in experimental animals, However, alcohol enhances the effects of other 
poisons and accelerates such degenerative processes as atheroma. Clinical 
observations on healthy human adults support these findings. It is a matter 
of common experience that post-alcoholic intestinal symptoms, malaise 
and headache, are more apt to occur when some other poison is taken at 
the same time. Examples are tobacco and the harsh acids of badly prepared 
wines. In alcoholic intoxication, the blood and urine alcohol reach a level 
between 0:1 and 0-8 per cent. The basal metabolism is raised, and there 
Is great water loss from over-breathing, sweating, diuresis and sometimes 
Vomiting. Alcohol depresses nervous activity. Reaction time is prolonged 
and perception dulled. The special senses become leas acute, weakness of 
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scoommodation and of ocular synetgia occur with blurred vision and diplopia. 
The normal social inhibitions become dulled so that the animal tendencies 
escape repression, with consequent non-social or even anti-social behaviour. 
Indeed this lessening of inhibition is the end aimed at in taking alcohol, 
and allows a certain freedom and exhilaration in over-repressed persons. 
This escape from inhibition should not be regarded as an increase in general 
efficiency. In unstable persons, pathological mental tendencies may become 
uncovered, with resulting epileptic attacks either in the form of fits, or as 
“ epileptic equivalents ” a as Mania & potu or automatism (see p. 1837). 

Symptoms.—The clinical picture of drunkenness is well known. After 
sleeping the patient wakens with headache and the usual symptoms of a 
mild gastro-intestinal upset. As has been inferred before, there is little after- 
effect in the healthy person who drinks sensibly. People who have drunk 
unwisely or have taken too much tobacco will feel ill all the next day. They 
show the clinical picture of a mild melancholia with gloomy thoughts, poor 
volition and excessive irritability. Strong sensory stimuli are poorly 
tolerated. Mental concentration is poor, and there is marked lessening of 
general efficiency. 

Diagnosis.—It is often impossible for an exact diagnosis to be made 
until the patient has been kept under observation, and this precaution 
should be taken where there is any doubt. No exact percentage of alcohol 
in the blood and urine can be fixed as the precise limit between sobriety 
and drunkenness for medico-legal purposes. 

Prognosis.—Recovery usually takes place within 24 hours and can be 
hastened by appropriate treatment. 

Treatment.—If the drunken person is seen before going to sleep, he 
should be given an emetic of warm sodium bicarbonate solution (60 grains 
to a pint) and subsequently encouraged to take a drink of water. The aim 
of this treatment is to remove any of the poison that remains in the stomach, 
to soothe the mucosa and to combat the dehydration. If the patient needs 
treatment and refuses it, apomorphine gr. 5 or gr. ;'5 hypodermically will 
induce vomiting within a few seconds and leave the patient amenable to 
subsequent treatment. He should then be put in a warm bed and allowed 
to sleep as long as possible. On waking a Seidlitz powder should be given 
and the patient encouraged to take plenty of fluid. This is usually accept- 
able in the form of tea. If tolerated, dextrose in some form should be given. 
When anorexia is marked, food should not be forced. If a great deal of 
alcohol has been taken, two grains of calomel can be given Falf an hour 
before the Seidlitz powder. If the patient has to get on with his work, 
10 grains of calcium aspirin will improve his general feelings and combat 
the headache. Large doses of ordinary aspirin often irritate the stomach 
and should be avoided, as most of the symptoms of the next day are due 
to the gastro-intestinal upset. To give bitter alcoholic drinks as part of 
laa is contrary to all medical principles and has no real therapeutic 
effect. 


2. ALcoHOLIC Coma 


Synonyms.—a<Acute Alcoholic Poisoning; Wet Brain. 
#Etiology.—Individual susceptibility varies so much and case histories 
ate so falsified by prejudice and folklore that there are no reliable figures 
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of what constitutes a dangerous dose. Alcohol is much more dangerous in 
states of debility, whether such debility be the result of disease, exhaustion 
or hunger. Naturally beverages of high alcoholic content are more poisonous 
than those of low. 

Pathology.—At post-mortem alcohol is present in all the body fluids. 
There is mucous catarrh of the stomach and evidence of right heart failure. 
The nervous system shows a moderate excess of cerebrospinal fluid and the 
superficial parts of the cortex are cedematous. 

Symptoms.—These come on quickly. The euphoric exhilarated period 
is short, the patient becomes sleepy and soon passes into coma with stertor. 
Vomiting or even convulsions may occur during the early drowsy period, 
but neither of these symptoms is constant. In the coma, the patient lies 
in any position in which he is put, and is commonly found lymg on his back. 
He is pale, collapsed and sweats profusely. In the early and middle stages 
he can be roused sufficiently to make a few disjointed remarks, and this has 
some diagnostic value. In these stages the pupils are dilated, the pulse full, 
the temperature subnormal, and the respirations deep. In the later stage 
the coma becomes dangerously deep, the pupils contract, the pulse weakens 
and the respirations are shallow. At all stages the limbs are flaccid, with 
diminished reflexes. In the early stages the plantar reflex is flexor, while 
in the later stages it cannot be elicited. Examination of the blood and 
urine show an alcohol content of 0-3 to 0-6 per cent. 

Diagnosis.—It is of paramount importance to exclude cerebral trauma 
before making a final diagnosis of alcoholic coma. Sometimes the history 
of trauma is deliberately withheld by the person who has called the doctor. 
When there is a history of unconsciousness followed by a lucid interval 
and subsequent cema, this is good presumptive evidence of ruptured middle 
meningeal artery. The absence of such w history does not exclude this 
accident, as often the patient has taken alcohol, which implements the 
original concussion and does not allow the intermediate return of conscious- 
ness. Alcohol can precipitate other comas, notably diabetic coma, urswmic 
coma and epileptic coma. The urine must be examined in all cases, and 
when there is any doubt a lumbar puncture should be done. A careful 
general examination will reveal evidence of such conditions as renal 
disease or arterial degeneration, and may show scars on the tongue 
or elsewhere suggestive of epilepsy. Cerebral hemorrhage or throm- 
bosis must not be forgotten. Reference should be made to p. 1604 and 
elsewhere. 

Prognosis.—With adequate treatment that is not too long delayed, 
this is good provided that the patient is otherwise healthy. The prognosis 
is unfavourable in those with cardiovascular disease, or when the acute 
attack occurs in the course of chronic alcoholism. Miosis is an unfavourable 
sign. 

Treatment.—Treatment is necessary to combat shock and dehydration. 
Warm the patient, raise the limbs, and give fluids. The stomach should be 
washed out with one quart of a warm aqueous solution of sodium bicarbonate 
(60 grains to a pint), and a rectal drip of warm water should be started 
immediately. If there be evidence of heart failure with gross venous con- 
gestion, venesection should be done provided that the measures to combat 
shock and dehydration have been applied. 
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3. DrpsoMANIA 


Definition.—An intermittent compulsion to get drunk. 

Pathology.—This is a compulsion neurosis. 

Symptoms.—The periodicity varies in different individuals and in the 
same individual under niffering stresses. Commonly it is about once a month. 
An irresistible desire to take large quantities of alcohol seizes the patient. 
Usually he begins drinking after work one day, takes a large amount, comes 
home with a bottle of spirits, and after drinking this becomes stuporose 
and has to be put to bed. The bouts tend to become more frequent. Usually 
no alcohol is taken between the attacks. 

Prognosis.—A good deal of amelioration can be expected in expert 
hands ; otherwise the outlook is not good. 

Treatment.—The patient must be referred to a competent psychiatrist. 


4, Coronic ALCOHOLISM 


Definition.—A patient is said to be a chronic alcoholic when he cannot 
carry on his ordinary life without alcohol. 

Pathology.—This is primarily a mental disorder. The psycho-pathology is 
dealt with in the section on Psychological Medicine (pp. 1836-1840). Physically 
alcohol enhances degenerative tendencies, such as atheroma, and implements 
the toxicity of poisons ; these effects are well seen in experimental animals. 
Gastro-intestinal catarrh occurs and results in deficient absorption of essential 
food elements. This is made worse because the patient prefers drinking 
to eating. In advanced cases achlorhydria is found. Bronchial catarrh 
and conjunctivitis are common, probably as a result of vitamin-A deficiency. 
Deficiency of vitamin B results in parenchymatous degeneration of nerves, 
and wasting of brain cells with chromatolysis. Ultimately the brain ma 
be so wasted that the post-mortem appearance simulates that of GPL 
Pachymeningitis hemorrhagica is sometimes observed. The well-known 
susceptibility to pulmonary tuberculosis may be related to dietary deficiency. 
In the cardiovascular system atheroma and related degenerations are acceler- 
ated. However, it is a commonplace of pathology how little cardiovascular 
change there may be in an alcoholic subject. Gout is made much worse 
by alcohol, and osteoarthritis is common in alcoholics. The majority of 
persons with cirrhosis of the liver are heavy drinkers. No doubt some factor 
in addition to the alcohol is necessary to produce this condition, for it may 
be absent even in the worst chronic alcoholic. Alcohol is dangerous in 
diabetes, for it interferes with treatment and increases the tendency to 
complications. . 

ymptoms.—Typically the chronic alcoholic is a plethoric person with a 
plum-coloured complexion. The colour is most minted on the cheeks and 
nose. Its blue component is due to dilated small veins. After exposure to 
cold, the colour may darken to a deep mauve. The lips tremble, and there 
is a fairly coarse tremor of the hands. This tremor may affect the hand- 
writing. The patient is fidgety, often wiping his mouth with his hand, 
fiddling with his tie, pulling at his ear or playing with his watch chain. He 
is restless in his chair, and often has tics involving the whole trunk or the 
head. He is often swift but superficial with his replies, and though his manner 
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is calculated to be disarming he is inclined to be irascible. He readily responds 
to the mood of the examiner. His eyes have an appearance that is variously 
described as glassy or watery. The conjunctive are red. His appetite is 
poor, and he has a preference for spicy and pungent foods. He rarely takes 
any breakfast, and does not feel himself until he has had a drink. On rising 
he clears his throat of much viscid mucus, which he usually refers to as 
“my catarrh.” Often the hawking induces an attack of vomiting. Cases 
with much gastric catarrh vomit either on rising or at a fixed time afterwards. 
He is usually proud of the freedom of his bowels, but when careful inquiry 
is made it is found that he has diarrhea. Night-rising once or twice is 
common. The majority of cases have attacks of parxsthesia in the limbs 
from time to time, and on examination the reflexes are found sluggish and 
the calves tender. In the presence of arterial degeneration a cerebral vascular 
accident may occur at any time, but more frequently the final illness is 
uremia. 

Neurological Complications—Some degree of peripheral neuritis is 
common (see p. 1780). Korsakoff’s psychosis may be present (see p. 1838). 
Sometimes in alcoholic neuritis the pupil is very sluggish to light. 
In such cases, if the neurological signs overshadow the mental, the 
condition is often referred to as alcoholic pseudo-tabes; if, on the other 
hand, the mental signs predominate over the physical, it may be called 
alcoholic pseudo-paresis, These terms are self-explanatory. Acute hallu- 
cinosis or the more serious delirium tremens are acute psychoses and are dealt 
with in the section of Psychological Medicine (see pp. 1837, 1838). 

Prognosis.—({a) GEnrRAL.—As regards cure this is often bad. In many 
cases, however, suitable management leads to a good all round improvement. 
Intercurrent diseases, especially those of the respiratory system, are poorly 
tolerated. Pneumonia and tuberculosis have a much worse prognosis in 
these patients than in normal people. Anesthetics are taken badly, and 
there is more likelihood of post-anzsthetic complications. 

(b) NruroLoGicaLt.—This has been greatly altered for the better since 
the true nature of these complications has been understood, namely, that 
they are due to deficiency of vitamin B,. Provided that no permanent 
damage has been done, cure can now be obtained of both the neuritis and 
the Korsakoff syndrome. | 

Treatment.—(a) Or THE CHRONIC ALCOHOLISM.—This is difficult, and 
usually disappointing in the hands of the general physician. The under- 
lying causes are mental and these need the attention of experts. Should it 
be necessary to treat the patient in his own home without a psychiatrist 
the friends should be spoken to earnestly, and everyone in contact with the 
patient must be above suspicion because absolute withdrawal of alcohol is 
essential. Since the patient has been used to this nerve depressor, he may 
experience severe withdrawal symptoms and some simple sedative such as 
paraldehyde (min. 120) should be available. Where paraldehyde is not 
tolerated, soluble barbitone (medinal) (grs. viiss) is suitable. The patient’s 
appetite will be poor, and may be encouraged by a simple stomachic before 
meals. After meals he should be given a sedative alkaline mixture, such as 
bism. carb. gr. 15, sodii bicarb, grs. 15, tr. bellad. min. 10, tr. card. co. min. 120, 
aq. menth. pip. ad min. 240. He should be handled sympathetically, and 
any outstanding domestic difficulties and worries resolved. Graduated doses 
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of strychnine are employed in many cases. Such treatment acts by sugges- 
tion. Better results will be obtained in these patients if at the beginning 
they are put to bed for a few weeks, and if the gastro-intestinal illness is 
treated intelligently. For psychological effect, the patient may be put on a 
rigid diet with all the quantities carefully prescribed and supervised. The 
form of the diet will depend on the circumstances, but it should be bland, 
well balanced, and rich in vitamins. 

(b) NeuRoLoaicaL.—Rest the affected parts, including the mind, and 
give large doses of vitamin B, (aneurine hydrochloride, thiamine hydrochloride). 
For the first two weeks, 6000 pigeon units (gr. 1/33 ; 18 mg.) should be given 
intramuscularly every alternate day, and thereafter, twice weekly. In 
addition, yeast extract (one drachm) should be given by mouth twice daily. 
After recovery the patient should continue to take vitamin B, indefinitely. 

W. H. Wittcox. 
DonaLp Hunter, 


LEAD POISONING 


1, Acurrt Leap PoIsonina 


This is rare. It usually results from swallowing a large dose of a soluble 
lead compound, such as lead acetate, which is also known as sugar of lead, 
from its sweetish taste. It has occasionally occurred when white lead has 
been mistaken for chalk and when lead chromate has been used to colour 
cakes or confectionery. 

Pathology.—There are the usual signs of acute gastro-enteritis, and the 
stomach may be covered with a whitish grey deposit. The wall of the 
stomach and duodenum is sometimes thickened and softened, and erosions 
may occur from the local action of the lead compound. 

Symptoms.—An astringent metallic taste is at once experienced, followed 
by a feeling of constriction in the esophagus. A burning sensation and pain 
are felt in the epigastrium, and vomiting occurs. The vomit contains opaque 
whitish material, due to the precipitated albuminate of lead and lead chloride, 
formed by the action of the lead salt on the gastric contents. Blood may also 
be present. Severe colicky pains occur in the abdomen, with rigidity of the 
cigomieal muscles. Pressure on the abdomen gives relief, and the patient 
may bend forwards for this purpose, or lie on his abdomen, The tongue is 
coated, and the bowels are‘ usually constipated ; but occasionally diarrhoa 
occurs. The stools are dark coloured, owing to the formation of lead sulphide. 
Prostration and collapse occur, if the abdominal symptoms are severe. 
There may be numbness or paresthesia of the limbs, cramps in the legs, 
and partial suppression of urine. A blue line on the gums does not 
usually occur during the acute symptoms following a single dose of the 
poison. 

The subacute form of poisoning follows the taking of repeated doses of a 
soluble lead compound. It may occur from repeated medicinal doses of 
lead acetate given to control diarrhoea. The symptoms of abdominal colic 
(lead colic) are pronounced, and the bowels are very constipated. The other 
symptoms of acute lead poisoning occur, but are less intense in character. 
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A blue line usually appears round the margin of the gums, owing to the 
formation of lead sulphide by the action of the decomposing food material 
around the teeth on the lead compounds in the gum tissue. If the teeth 
are frequently cleaned a blue line on the gums is less likely to be formed. 
If the symptoms are of long duration lead neuritis may result. 

Diagnosis.—The diagnosis of acute or subacute lead poisoning can be 
confirmed by analysis of the vomit and feces for lead during life, and after 
death by finding lead in the gastro-intestinal tract, liver, spleen and kidneys. 
Acute and subacute lead poisoning are rarely fatal. 

Treatment.—If the case is seen within 3 hours of swallowing the poison, 
the stomach should be washed out with water. Sodium sulphate or magnesium 
sulphate in half-ounce doses, dissolved in half a tumblerful of warm water, 
should be given every 4 hours, until free purgation results, and this may 
be assisted by enemata, if necessary. The abdominal pain may be relieved 
by hot applications, repeated drinks of milk and large doses of calcium 
lactate, five grammes (75 grains) three times a day. In severe colic by the 
slow intravenous injection of 15 c.c. of a 20 per cent. solution of calcium 
gluconate, or of 10 c.c. of a 5 per cent. solution of calcium chloride, it is 
possible to relieve the pain by the time the injection is over. If necessary 
this treatment may be repeated in 2 hours. Should it not be available a 
hypodermic injection of gr. 45 atropine sulphate and gr. + morphine sulphate 
may be given. For some weeks saline aperienta and a high calcium diet 
should be given. The diet should contain 3 pints of milk daily, including 
milk puddings, junket and ice cream, together with butter, cheese and eggs. 


2. CHronic LEAD POISONING 


Synonyms.—Plumbism ; Saturnism. 

fEtiology.—Apart from a few cases arising from accidental causes, 
chronic lead poisoning is of occupational origin. Lead is now encountered 
in more than 200 industries. In Great Britain there are more than 1500 
workers in the lead industries and 150,000 painters. It has been known 
clinically for more than a hundred years that absorption of lead through 
the respiratory tract is very much more important than by the gastro- 
intestinal tract, and this view has since been amply confirmed by experi- 
ments on cats. In the prevention of dust and fumes great success has been 
secured from the application of preventive measures by the Factory Depart- 
ment of the Home Office. Idiosyncrasy is a factor in the development of 
lead poisoning, certain persons being more susceptible than others. Alcoholism 
also seems to be a predisposing cause. ‘The sources from which lead is derived 
in chronic poisoning are very numerous, and they may be divided into 

3 groups. 
ei Oscipanoial risks.—Men are exposed to danger in the smelting and 
tinning of metals, in vitreous enamelling, pottery glazing, shipbuilding, 
coach painting, plumbing and soldering, house painting, and in the manu- 
facture of white lead, red lead, litharge, rubber, glass, cement, varnish, 
coloured pigments, linoleum and electric accumulators. Lead smelters are 
exposed to the fumes and dusts of furnaces and flues. Juead burners and 
chemical mae use oxy-acetylene, oxy-hydrogen, or oxy-coal-gas blow- 


pipes in their work. The very high temperature of such flames constitutes 
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a much greater risk than that faced by the domestic plumber who uses a 
spirit blowlamp. Painters are exposed when they rub down interior surfaces 
which have been painted with lead paint. The use of a blowpipe for burnin 
off old paint is not without risk. A painter nowadays is very rarely expose 
in mixing paint from the dry material, because it comes to him already 
mixed in oil, There is some risk to compositors who handle type metal, 
and to gasfitters who use red and white lead. It frequently happens that 
changes in methods or the appearance of new industries provide new causes 
of lead poisoning. This was the case with ship-breaking following on the 
scrapping of warships after the War of 1914-1918. In this industry the 
volatilisation of lead from the paint and red lead stopping on the armour 
plating occurs in the heat of the oxy-acetylene blowpipe flames used for 
cutting purposes. The great increase in the use of wireless receiving apparatus 
and motor cars has led to a greater number of cases of lead poisoning in 
electric accumulator factories. Sometimes the converse is true, and lead 
poisoning is found to show a remarkable diminution in a given industry. 
Thus, the substitution of machine methods for hand labour has abolished 
the disease among file cutters. The recent fall in the incidence of poisoning 
in coach painting is largely due to the enormous development of spray 
pes of motor cars with leadless cellulose paints. 

2. Accidental causes—Drinking water, especially if it is soft, or contains 
traces of acid derived from peat or dead leaves, may dissolve lead from 
lead pipes or cisterns and so give rise to poisoning. Beer or cider drawn 
from casks through lead pipes may become heavily contaminated. Aerated 
waters delivered from syphons with adie or lead valves may give rise to 
poisoning. The lead glaze on earthenware vessels may be dissolved by 
vinegar, lemon juice, cider or home-made wine. The cooking of food in 
vessels tinned with solder containing lead may cause lead poisoning, especially 
if vegetable acids are present. Tinned foods sometimes contain lead from 
solution of the solder used in the tinning process. The lead foil used for 
wrapping sweets or food may contaminate them. Cosmetics, hair-dyes, 
and snuff weighted with litharge all have given rise to cases. Children with 
hte appetites may chew the paint off their cots or toys. In Queens- 
and, Australia, where the dry climate leads to flaking of painted surfaces, 
children have becn poisoned owing to the habit of licking the raindrops off 
the painted balconies and roofs after rain has fallen. 

3. Abortifacient uses of leadi—Lead attacks the chorion epithelium, 
causing abortion in pregnant women. A like effect has been observed in 
animals in the proximity of lead works. Lead oleate plaster, known as 
diachylon, has been used in certain districts by pregnant women in order to 
cause miscarriage, the substance being swallowed in small portions rolled 
up in the form of a pill. To do this is very dangerous, for if miscarriage 
comes about death occurs later from lead poisoning. In consequence the 
sale of lead oleate has been restricted by placing it in Part I of the Poisons 
Schedule. 

Pathology.—In chronic poisoning lead is stored in the skeleton, and 
under certain circumstances 1s released to attack (i) muscle, causing abdo- 
minal colic and lead palsy; (ii) the reticulated red cell, causing punctate 
basophilia (stippling) and anemia; (ili) the chorion epithelium, causing 
abortion ; and (iv) the brain, causing encephalopathy. 
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A good deal is known about the physico-chemical behaviour of lead in 
the animal body. It is probably transported in the blood plasma as the 
insoluble tertiary phosphate in the highly dispersed or colloidal form. At 
different stages of intoxication its distribution within the body varies some- 
what. When absorption is slow it migrates to the skeleton, where about 
95 per cent. is held without harm during the chronic stage of plumbism. 
If, however, large quantities of lead are being absorbed or are being liberated 
from the bones, lead is distributed throughout the tissues and the percentage 
in the bones is reduced. Under these conditions acute symptoms of poisoning 
occur. It has been shown that the total amount of lead stored in the skeleton 
in lead workers varies from 0:2 to 0-8 gramme. This deposition of lead 
suggests a mechanism similar to that involved in the deposition of calcium 
phosphate. Repeated observations have shown that under conditions which 
favour storage of calcium in the body, the excretion of stored lead diminishes ; 
and that when conditions are unfavourable for retention of calcium the 
excretion of stored lead increases. 

In studies of lead excretion it is to be noted that normal individuals 
with no occupational exposure to lead may pass lead in the feeces and urine. 
The mean lead excretion of a group of Cincinnati medical students was 
found to be 0-24 mg. for each 24 hours in the feces and 0:08 mg. in the 
urine. The figures quoted represent the average excretion calculated for 
each 24 hours, and as such they form an approximate guide only. In toxi- 
cological analysis no satisfactory figures can be obtained unless specimens 
of stool and urine are collected for at least 3 days. A man working in a 
dusty lead industry, in addition to inhaling lead, may swallow repeated 
small amounts and pass lead unabsorbed in the feces. The only proof of 
absorption, therefore, is to find lead in the urine. If specimens be taken 
some weeks after removal from exposure, the output may reach about 1 mg. 
for each 24 hours in the feces and about 0-3 mg. in the urine. It seems 
doubtful whether renal excretion ever much exceeds this figure under any 
circumstances. Under effective treatment, however, the fecal excretion 
may rise to about 2 mg. in each 24 hours. It is necessary to emphasise 
that the presence of lead in the excreta is not necessarily proof that a lead 
worker is suffering from lead poisoning. Many such workers are insus- 
ceptible and have never suffered from any of the toxic episodes. 

Lead palsy begins in the muscles, and fatigue determines the site of 
paralysis. The chemical explanation offered is that in regions of muscular 
activity the excess lactic acid which diffuses from the fatigued muscle cells 
combines with the lead phosphate in the blood to form lead lactate. As 
this soluble lactate comes into contact with inorganic phosphate at the 
surface of the muscle cells the lead is re-precipitated as msoluble phosphate 
causing alterations in the surface permeability. 

Studies of the blood in lead poisoning show that the stippled red cell 
arises from the reticulocyte, and that the attack occurs peripherally and 
not in the marrow. Blood films can be prepared showing alt stages between 
stippled fragments and typical reticulum. Stippled cells are never found 
in the bone marrow in lead poisoning. The presence of punctate baso- 
philia in the blood is not, of course, a specific sign of lead poisoning. It is 
seen in pernicious ansmia, in leukemia, in the anwmias of carcinomatosis 
and in pneumonia in infants. Its occurrence in these various conditions 
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is relatively rare and slight as compared with the frequency and intensity 
of its appearance during plumbism. For this reason the demonstration 
of stippling of the red cells in the blood has come to be considered as almost 
definite evidence of absorption of lead. It is not an absolute indication of 
the severity of lead poisoning, but it often runs parallel to the state of health. 
If on examination of the films its presence is detected in a sufficiently large 
number of fields of the microscope, further exposure to lead in the patient 
concerned should be prevented immediately. Punctate counts are of value 
in the prophylaxis of plumbism among lead workers and are essential in 
the adequate hygienic control of lead processes. 

Except in cases of encephalopathy, which are now very rare, chronic 
lead poisoning is not a direct cause of death. In 1854 Garrod pointed out 
that gout was quite common among lead workers in Great Britain, but 
there is nothing to show that the occurrence of these two conditions in one 
patient was other than fortuitous. Chronic lead poisoning produces no 
characteristic post-mortem changes. It perhaps accelerates arterial de- 
generation (arteriosclerosis). Chronic nephritis with renal insufficiency is a 
common cause of death in lead workers. The accompanying hypertension 
frequently leads to cerebral hemorrhage at a comparatively early age. 

Clinical History.—The past occupations of the patient should be inquired 
into, for latent lead poisoning is well known to occur. The present occupation 
is obviously of great importance and the exact details of the work he does 
should be elicited from the patient himself. Often a man’s occupation does 
not at first sight suggest that he is exposed to compounds of lead. A man 
describing himself as a fitter may be exposed to dust or fumes of lead ; this 
fact is only elicited in answer to a leading question. The occupation of a 
cooper becomes dangerous when the barrels worked upon have contained 
compounds of lead. Vitreous enamellers working, for example, on baths, 
sift a powder containing lead silicate on to the bath which has been heated 
in a furnace. They sometimes use a compressed-air apparatus which forces 
the enamel through a sieve. In the electric accumulator trade pasters fill 
the spaces in accumulator plates with a paste containing litharge and red 
lead. Colour manufacturers grind colours into a fine powder under edge 
runners with the necessary production of much dust. Amongst other things 
they grind lead chromate and red lead. A slate mason may construct storage 
tanks by fixing together slabs of slate with materials containing oxides of 
lead. A bullion refiner may use a process in which he adds lead to refinable 
silver in a furnace and taps off molten litharge. A rubber compounder adds 
oxides of lead to crude rubber in preparation for vulcanisation. A girl 
describing herself as a perambulator maker may be employed painting the 
body work of perambulators and then rubbing down the surface with dry 
sand-paper. An embroidery worker sometimes stencils materials by dabbing 
on the pattern commercial white lead instead of chalk. 

Symptoms.—Individual opinion differs widely as to what is necessary 
for the definite diagnosis of lead poisoning. The diagnosis of intoxication 
as distinguished from absorption should be based upon evidence as to the 
presence of one or more of the toxic episodes. These are colic, palsy, ansmia, 
and encephalopathy. Constipation and slight stippling of red cells are° 
insufficient without one of the toxic episodes to establish a diagnosis of 
poisoning. The urine should be collected for at least 3 days and examined 
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for lead, but a positive result is not proof that the patient is suffering from 
lead poisoning for he may be insusceptible. 

Lead colic.—This is the most common and dramatic of the acute mani- 
festations of plumbism. It is probably ten times as common as lead palsy, 
An acute attack of colic is usually preceded by several days of constipation. 
The pain is of a tearing or griping nature and of variable intensity. It is 
csually situated around or below the umbilicus, and the patient often in- 
dicates where it is by spreading both hands widely over the lower abdomen. 
While suffering from colic the patient is cold, pale, and often drenched with 
perspiration. He commonly bends over and may writhe about the bed in 
intense pain. Examination shows a scaphoid abdomen, held tense, but not 
showing any true rigidity. Vomiting quite frequently occurs at the onset 
of the pain. 

Lead palsy.—This does not belong to the category of polyneuritis, either 
clinically or pathologically. It is in the first instance a muscle disease. 
Fatigue plays a most important part in determining the sites attacked. 
Where the muscle palsy #8 neglected the lead attacks the motor nerve fibres 
and ultimately the anterior horn cells of the spinal cord. (See also p. 1789.) 
Paralysis does not appear to be closely related to length of exposure. It 
may develop during the first month of work, or only after many years’ 
exposure. The commonest form is the well-known wrist-drop which begins 
usually in the right hand and later becomes bilateral. The palsy first appears 
in the long extensors of the middle and ring fingers. It spreads to the other 
fingers, and then to the long extensors of the wrists. The supinator longus, 
and usually the long abductor of the thumb escape. The brachial type of 
paralysis involves the deltoid, biceps and supinator longus, but it is very 
rare for this to occur without wrist-drop. A third form of lead palsy in 
which progressive atrophy occurs of the thenar and hypothenar eminences, 
together with the interossei, used to be common in the left hand of file- 
cutters. In view of the theory that fatigue plays an important part in 
determining the site of lead paralysis, this observation is of great interest, 
for in their work file-cutters not only used particularly the muscles mentioned 
but placed the greatest strain upon the left hand. The substitution of machine 
methods for hand labour has abolished lead poisoning amongst file makers. 
Lead palsy rarely occurs in the lower limbs, but when it does so it affects 
the extensors of the toes, giving rise to foot-drop. 

The lead line.—The lead line consists of fine granules of pigment arranged 
in the form of a very dark blue stippled line within the tissues of the gum 
about a millimetre from the border of the teeth. It is more marked round 
infected or dirty teeth, and is occasionally found on the mucosa of the cheek 
opposite such teeth. In spite of the fact that the pigment lies actually 
within the tissues and cannot be rubbed off, careful cleaning of the mouth 
and teeth is often found quickly to eliminate the line. Its clinical significance 
should be clearly recognised. Its intensity and size provide a rough guide 
to the duration and severity of exposure to lead. 

The anemia.—Secondary anemia with basophil punctation (stippling) 
of the red cells is characteristic. It is usually mild, and it is rare to find 
less than 3 million red cells perc.mm. Because of the loss of circulating 
red cells there is compensatory regeneration of erythrocytes with a high 
reticulocyte count. 
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Encephalopathy.—Most of the ancient writers speak of the frequent 
occurrence of convulsions in lead poisoning, but fortunately with the improve- 
ment of industrial conditions the incidence of lead encephalopathy has 
progressively decreased until to-day cases are very rarely seen. It is the 
most dramatic manifestation of lead poisoning, and is always of serious 
prognostic significance. In severe cases of plumbism the patient is dull, 
with poor memory, and inability to concentrate. The onset of encephalo- 
pathy is nevertheless sudden, usually with epileptiform convulsions. It 
may be divided into three groups—convulsive, comatose and delirious. 
The lymphocyte count in the cerebrospinal fluid may reach 100 per c.mm. 

Diagnosis.—There is always a danger of wrongly attributing to lead 
poisoning any symptoms which may occur in persons exposed to lead. Acute 
appendicitis, chronic gastric or duodenal ulcer, and carcinoma of the stomach 
occur from time to time in lead workers. They must be carefully differenti- 
ated from colic. Hqually a lead worker can suffer from pernicious ansmia 
or secondary anemia due to piles, melena or hematemesis. It is important 
to remember that lead poisoning has to be very severe indeed before the 
red cell count drops below 3 million. In industrial cases confusion is 
unlikely to occur in regard to the blue line. A similar phenomenon is 
commonly seen in patients under treatment with bismuth preparations 
given intramuscularly. The differential diagnosis of lead palsy should give 
rise to no difficulty, especially as the changes are entirely motor. In a case 
of peripheral neuritis in which there are motor, sensory and pigmentary 
changes the possibility of arsenic poisoning must be considered. Litigation 
hysteria is all too common in the lead worker. The manifestations include 
hysterical spasm of the hand and arm, weakness of various movements, 
including the flexors of the wrists and fingers, glove and stocking anesthesia, 
complete hemi-anesthesia and hysterical aphonia. Such symptoms are 
rarely alleviated until legal proceedings are completed. 

Treatment.—PropHy.Lactic.—The treatment of chronic lead poisoning 
is essentially preventive. Food and drink containing organic acids should 
not be stored in earthenware vessels glazed with lead. Supplies of soft 
water for drinking purposes when delivered through lead pipes should be 
artificially hardened by the addition of calcium salts. Lead pipes used to 
convey beer or cider from the cellar to the bar engine in public houses must 
be lined with tin. Children’s toys and cots must never be painted with lead 
paint. The law must restrict the sale of lead oleate and forbid the addition 
of litharge to snuff in order to make it heavy. 

In industry less than 100 cases of lead poisoning were notified in 1938 
as compared with more than 1250 in 1889. In Great Britain preventive 
measures are carried out with such success that the majority of cases of lead 
poisoning are mild. It is unusual to-day to meet with a case either of severe 
colic or of extensive palsy, and encephalopathy has been abolished. The 
most important single measure of prophylaxis is the prevention of dust and 
fumes. In achieving this, great success has been secured from the application 
of the principle upon which Sir Thomas Legge always laid so much stress, 
namely, to apply methods entirely external to the workman—methods over 
which he himself can exercise no control. One such method is exhaust 
ventilation applied through hoods at the point of origin of dust or fumes. 
Benches, tools, floors and walls must be spotless, often at the expense of 


LEAD POISONING 367 


the constant vigilance of several good foremen. No scrap lead nor dry white 
lead should be handled unless it has been thoroughly soaked with water 
from a hose. As far as possible mechanical means, such as cranes, rails, 
hoists, covered conveyors and hoppers, and automatic packing machinery 
must be substituted for hand carriage. 

Fortunately about 50 per cent. of the white lead manufactured in Great 
Britain is never handled in the dry state. It is made by the stack process 
and leaves the stack in a wet state to be converted into an aqueous paste, 
mixed with linseed oil, and made into an oily paste in automatic closed-in 
machines without dry grinding. Since a white-lead worker may handle in 
the course of a day at least as much white lead as a painter handles in a year, 
the value of this wet pulping method will at once be realised. In the manu- 
facture of litharge and red lead it is impracticable to use wet methods, and 
it is therefore necessary to use machinery designed to minimise dust. Since 
1927 it has been illegal for a painter to rub down by dry methods any indoor 
structure previously treated with lead paint. A satisfactory damp rubbing 
down process has been introduced in which waxed sand-paper is repeatedly 
dipped in the vessel of water. 

th addition to cleanliness in the workplaces, personal cleanliness is of 
the first importance. Cloak-rooms, washing-rooms, mess-rooms, baths, 
nail-brushes, towels dnd soap must be provided. The hands should always 
be washed before eating and the work-people urged to take a warm bath 
frequently. The bringing of food or drinks into the work-rooms should be 
forbidden, and so also should smoking at work. Medical examination of the 
workers exposed must be carried out periodically. At present there is no 
biological test by which to select workmen immune to the toxic effects of 
lead. Since they have been found unduly susceptible, it is necessary to 
forbid the employment of pregnant women and of all persons under 18 years 
of age in the potteries and other lead trades. 

In the prevention of lead poisoning a diet of high calcium content plays 
its part. In lead works in Great Britain it has for many years been customary 
to provide the workmen free of cost with a glass of milk each morning, This 
is empirical treatment of considerable merit, anticipating as it did by many 
years the discovery that a high calcium intake assists the storage of lead in 
a harmless form in the bones. Workers should, in addition, take aperients 
regularly. Any worker who develops one of the toxic effects of lead has 
thereby proved his susceptibility, and ideally he should never again work 
in any department of a lead works. 

CuRATIVE.—Repeated observation has shown that with a high calcium 
diet lead excretion tends to diminish rapidly. This provides a means for 
controlling the storage of lead in the organism. To store lead in the bones 
so that it will not be free in the circulation to cause damage, it is only 
necessary to give a diet containing much calcium in the form of milk or 
calcium lactate. This produces a positive calcium balance which favours 
the storage of lead as a harmless deposit in the bones.’ In cases of lead 
poisoning showing toxic symptoms the diet should contain 3 pints of 
milk daily, ining milk puddings, junket and ice-cream, together with 
butter, cheese and eggs. In the presence of acute symptoms it is important 
not to attempt elimination of lead, because so much is already circulating 
that it is safer temporarily to favour further storage. The first step should 
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then be to prescribe large a of calcium lactate, 5 grammes (76 
grains) three times a day. en the calcium intake is sufficient most of 
the lead is stored in the bones, and the patient presents no symptoms. 

Lead colic_—It is necessary to use local applications of heat, pressure 
and moisture. The bowels should be moved as early as possible by means 
of enemas of olive oil and warm water, and by the internal administration 
of magnesium sulphate along with belladonna and carminatives. Treatment 
by a high calcium diet usually brings relief within 2 days. The relief of 
lead colic by calcium therapy involves more than the mere tendency of 
calcium to favour storage of lead. There is evidently an anti-spasmodic 
action on mvoluntary muscle as well. The pain of lead colic is probabl 
due to a contraction of the tonic ring in the intestine with marked peri- 
stalsis approaching this. A high calcium diet and the use of large doses of 
calcium ee usually brings relief. In severe cases, by the slow intravenous 
injection of 15 c.c. of a 20 per cent. solution of calcium gluconate, or of 
10 c.c. of a 5 per cent. solution of calcium chloride, it is possible to relieve 
the pain by the time the injection is over. The patient feels hot and flushed, 
and may vomit. The effect upon the pain is striking, and is superior to that 
of any other treatment. If necessary the injection may be repeated in 
2 hours. Should such treatment not be available a hypodermic injection of 
éy grain atropine sulphate may be given. 

Lead palsy.—During the development of lead palsy, a high calcium diet 
should be used to favour storage of lead. Massage, electrical treatment 
and strychnine are useful. In the early stages the hands, when affected 
by wrist-drop, should be supported on splints. The paralysed muscles may 
be stimulated by an induction coil, with or without a water bath, but over- 
stimulation must be avoided since it induces fatigue, and so does harm. 

Encephalopathy.—In Great Britain the Home Office regulations, by the 
control of dust and fumes, have abolished encephalopathy. In the few 
cases with which he has had to deal in the United States, Aub has had good 
results with a high calcium diet. Of six definite cases three occurred before 
the treatment was in use, and these all died. The other three were given 
large quantities of milk and calcium lactate and all promptly recovered. 

Elimination of lead.—Experimental studies of the conditions favouring 
and hindering liberation of lead from the bones have contributed to the 
knowledge of the treatment of lead poisoning. In cats experimentally 
poisoned with lead, acute symptoms may develop during starvation and at 
necropsy lead is found distributed more generally through the body than is 

ical of the chronic condition. This suggests that during starvation 
acidosis sets lead free from the bones. The probable reason for this is the 
conversion of the tertiary phosphate of lead mto the secondary phosphate 
which is exactly one hundred times more soluble. Hence the ingestion of 
acid as a method of treatment probably serves to liberate lead from the 
skeletal stores by converting it into a more soluble salt. 

Acidosis may be produced by the use of phosphoric acid, but it is more 
satisfactory to give large doses of ammonium chloride. Chronic lead poisoning 
may be treated by the cautious administration of this substance in doses 
of 1 gramme (15 grains) given in a glass of water eight or ten times daily 
for 3 weeks at a time. Loss of appetite and headache signify the limit of 
tolerance to such treatment, and the dosage should be reduced if these 
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symptoms gaa In no case should ammonium chloride be used until a 
few weeks after the acute toxic episode has passed. A diet with a very low 
calcium content facilitates release of lead from the bones. In such a diet 
all milk, milk products, green vegetables and eggs are omitted. It may 
contain meat, liver, chicken, potato, peas, rice, tomato, banana, apple, lemon, 
tea, coffee, sugar, honey, salt and pepper. All bread must be prepared 
without milk. Butter fat must be substituted for butter. This is prepared 
by melting butter in hot water and skimming off the butter fat. is those 
places where the water supply is hard, vegetables should be cooked in distilled 
water and all drinks made up with it. 

Various observations, particularly on animals, indicate that it is useless 
to attempt elimination of all the lead stored in the body. As this would 
dotibtless require several years, it is probably desirable to eliminate only 
the most readily mobilised lead. In prolonged observations the results 
indicate that after a certain point elimination of lead becomes progressively 
more difficult. When this stage is reached it seems more practical to favour 
retention in the bones by maintenance of a positive calcium balance. Thus 
after 3 weeks’ treatment by a low calcium diet and ammonium chlonde, 
there should be a rest period of a week with normal diet and abundance of 
milk to correct the calcium deficiency. Treatment to accelerate elimination 
should then be re-instituted. 

Potassium iodide has been employed by clinicians since 1844. It is not 
as effective as treatment by acidosis, but has the advantage of ease of admuinis- 
tration. The dose should be increased from 5 grains three times a day to 
15 grains three times a day. Its physiological effectiveness appears to 
diminish progressively after the first few days of treatment. Neither 
ammonium chloride nor potassium iodide should be used in the presence of 
nephritis or of toxic symptoms. Should any toxic episode appear during 
the use of ammonium chloride or potassium iodide, these drugs must be 
stopped and a high calcium diet at once used to favour the storage of lead. 
Occasionally cases of latent lead poisoning occur, that is to say, cases in which 
symptoms have been ee Gaeta by various forms of treatment long after 
exposure to lead has ceased. Thus a lead line or wrist-drop may follow upon 
the use of potassium iodide as an expectorant. 

It is necessary to emphasise the difference between the use of agents 
which assist excretion of lead and those assisting its storage. The acidosis 
method of lead elimination is so potent that its use during colic or any other 
toxic episode might prove fatal from the further mobilisation of lead at a 
time when the reverse procedure is essential. It is scarcely necessary to 
add that such treatment should never be used as an excuse for negligence 
in enforcing all the known measures for the prevention of exposure and 
absorption. 


3. TETRA-ETHYL Leap POISONING 


Tetra-ethy] lead is an organic lipoid-soluble compound, and is absorbed 
directly through the skin. It is added to petrol as an anti-knock substance 
in the proportion of 1 in 1400. In 1923, when it was first manufactured in 
the United States, 149 cases of encephalopathy occurred in men employed 
on the plant. Within 17 months 11 men died and 1 became insane. Much 
excitement and alarm was caused, and this led at first to the prohibition of 
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the manufacture. The men affected suffered from restlessness, talkativeness, 
ataxia, insomnia and delusions. There were no paralysis nor convulsions, 
but the condition terminated with violent mania, the patient shouting, 
leaping from bed, smashing furniture and acting as if in aeinain tremens. 
By meticulous attention to detail it is possible to manufacture tetra-ethy] 
lead and to blend it with petrol without risk to the worker. Even so, ethyl 
petrol should not be used for cleansing the skin and to prevent this it is 
marked by a dye. There is no need for apprehension as to the possibility 
of the poisoning of garage workers by lead from the exhaust gases of motor 
cars. 

° DonatD HunTER. 


ARSENICAL POISONING 


Arsenic is the most important of the irritant poisons, and owing to the 
almost tasteless property of many of its compounds and preparations it is 
perhaps the commonest poison used for homicidal purposes. At one time it 
had a reputation as a cosmetic, and was added to face powders and skin 
lotions. It is practically never used now for such purposes. 

Occurrence.— White arsenic, 1.e. arsenious acid, or arsenious anhydride, 
As,O,, is the most important of the compounds of arsenic. It occurs in the 
form of a white powder, or in lumps like glass or porcelain (vitreous arsenic). 
The powdered form resembles powdered sugar or flour, and when mixed with 
solid food is tasteless. It is slightly soluble in cold water, an ounce of cold 
water dissolving from a half to one grain. In boiling water it is twelve times 
more soluble, from 6 to 12 grains dissolving in an ounce. Alkaline solutions 
readily dissolve arsenic. If white arsenic is sold to the public the law requires 
that it should be mixed with soot or indigo to colour it. It is used in the 
composition of sheep dip, arsenical soap and rat poison. 

Metallic arsenic 1s a black powder. It is very poisonous, and is used for 
_ killing flies. Copper arsenite (Echeele’s green) is bright green in colour, and 
used to be employed for colouring wall-paper, toys, floorcloths and fabrics. 
Its use for such purposes has fortunately been abolished. Arsentous sulphide, 
or orpiment, is a yellow powder known as king’s yellow. Arsenic acid, in 
the form of its potassium and sodium salts, which are white, crystalline 
and soluble in water, is used as a fly poison and in the manufacture of aniline 
dyes. Injurious effects, such as local skin eruptions, are sometimes caused 
by the action of the arsenical compound present in the dye of stockings. 
Sodium arsenite, in the form of solutions of arsenic in caustic soda, or in 
sodium carbonate, is commonly used for the preparation of fly-papers, weed- 
killer, preservative for wood and arsenical sprays for fruit trees. Weed- 
killer and some of the so-called preservatives for wood contain from 20 
to 40 per cent. of arsenic in solution, and are intensely poisonous. Both 
weed-killer and the arsenic obtained from fly-papers have been used for 
homicidal purposes. 

Arsenic in food.—Accidental contamination of food with arsenic, or its 

reparations, such as weed-killer, has occurred. Arsenical pigments have 

n used for colouring sweets and cakes, with fatal result. A serious out- 
break occurred in 1900, owing to the contamination of commercial glucose by 
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arsenic. Sulphuric acid prepared from pyrites and containing a considerable 
amount of arsenic had been used in the process of the conversion of starch 
into commercial glucose, so that the latter became impregnated with arsenic. 
The use of the glucose in the manufacture of beer led to the outbreak of 
arsenical beer poisoning which occurred in Manchester and the North of 
England. A Royal Commission investigated the cause of this epidemic, and 
safeguarded the further occurrence of such poisoning. Limits of the amount 
of arsenic permitted in food-stuffs were fixed at +}, gr. per gallon for liquids 
and per pound for solids. 

Arseniuretted hydrogen, or arsine, is & very poisonous gas. It is produced 
when hydrogen is generated in the presence of a compound of arsenic, for 
example, in the action of mineral acids on impure metals, as occurs in metal 
pickling and in balloon filling. 

Dimethylarsine is a poisonous gas produced by the action of moulds upon 
certain compounds of arsenic. 

The arsenobenzene derivatives which are extensively used in the treat- 
ment of syphilis and other diseases, may give rise to fatal poisoning. 

The varieties of arsenical poisoning are—(1) acute, (2) chronic, (3) 
arseniuretted hydrogen poisoning, (4) dimethylarsine poisoning, and (5) 
poisoning by arsenobenzene derivatives. 


1. AcutE ARSENICAL POISONING 


Pathology.—The stomach contents usually contain much mucus, which 
may be blood-stained. The signs of gastro-intestinal inflammation are 
present. The mucous membrane is swollen, red and congested, and petechize 
are usually well marked. The redness is most marked on the summits of the 
rugee. When the arsenic has been taken in solid form, white or pigmented 
particles may be seen on the mucous membrane of the stomach. The duo- 
denum is red and congested, and petechize may be present ; there is usually 
marked yellow staining, due to altered bile. The small intestine may show 
similar signs to the duodenum, but these diminish on passing downwards. 
The liver, kidney and other organs may show cloudy swelling. In fatal cases 
the arsenic absorbed into the tissues has a preservative action, and tends 
to delay putrefaction. 

Symptoms.—When the poison is taken by the mouth, if diluted well or 
mixed with food, no taste or pain in the mouth or throat is experienced. The 
symptoms begin within an hour if the stomach is empty; but may be 
delayed if the stomach is full, and if the poison is in the solid state there will 
be further delay. A burning pain occurs in the epigastric region, and nausea 
and vomiting usually follow. The vomit will contain any food present in the 
stomach, and there is often much mucus. Bile is usually present, and some- 
times streaks of blood. As the poison is passed on to the intestine, abdominal 
pain, of a griping or colicky type, and usually diarrhcea occur. The stools 
are watery, and may contain flakes of mucus. The continued vomiting and 
diarrhcea cause exhaustion, faintness and collapse. Cramps in the legs may 
occur, but are not a constant symptom. In a severe case restlessness, 
stupor and coma develop, and death follows shortly. Death in an acute 
case may occur within 24 hours, or may be delayed for 3 days or more. When 
several repeated doses are taken, so that the symptoms are protracted over 
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several days, some of the symptoms of chronic arsenical poisoning may 
develop. 

Fatal dose.-—Two grains of arsenic have caused death in a woman, and 
this is accepted as a possible fatal dose. 

Treatment.—The stomach should be washed out, and afterwards as 
an antidote freshly precipitated ferric hydroxide may be given. This is 
prepared by adding to half a tumblerful of water half an ounce of tincture of 
perchloride of iron and also sodium carbonate solution till the mixture 
is distinctly alkaline. Pain is relieved by the hypodermic injection of 
morphine. Demulcent drinks should be given, and the usual stimulant 
treatment for collapse. 


2. CHRONIC ARSENICAL POISONING 


Symptoms.—The gastro-intestinal symptoms—nausea, abdominal pain, 
vomiting and diarrhcea—are not prominent, and even may be absent. The 
tongue is often covered with a silvery white fur. General malaise, anorexia 
and ansmia are usually present. Irritation of the throat and huskiness of 
the voice, due to the presence of pharyngitis and laryngitis, result. Con- 
junctivitis may occur, with redness and swelling of the eyelids. Skin 
affections, such as erythema, herpes, pigmentation, or erythromelalgia, are 
commonly to be noted. 

If taken medicinally, or otherwise, over a long period, arsenic produces a 
finely mottled general brownish pigmentation of the skin. It affects princip- 
ally the covered parts. The mucous membranes are not involved. Thicken- 
ing of the epidermis of the soles and palms, and irregular thickening of the 
nails are present in long-standing cases. In some cases salivation is a marked 
feature, paroxysmal attacks of excessive secretion of saliva occurring. 
Symptoms of multiple neuritis are likely to develop, and these affect both 
the upper and lower extremities. 

Long-continued poisoning causes anemia, peripheral neuritis, progressive 
wasting and weakness, death resulting from exhaustion and cardiac failure, 
ascites and general cedema occurring towards the end. The urine, feces, 
the distal portions of the hair and the nails contain arsenic, its detection 
serving to confirm the diagnosis during life. The tests for arsenic will be 
found in works on toxicology. It must be remembered that in cases of 
suspected arsenical poisoning the diagnosis can always be made with certainty 
by an analysis of the urine, vomit and feces, and these should always be 
taken for examination, the tests being made by an expert toxicologist. 

It is important to remember that acute arsenical poisoning, where a large 
dose is taken, may (if the patient recovers from the acute attack) be followed 
by symptoms of chronic arsenical poisoning. Severe peripheral neuritis may 
follow acute poisoning from a single dose of arsenic. 

Treatment.—tThis consists in the prevention of the absorption of arsenic 
in any way, and eliminative and stimulant treatment. 


3. ARSENIURETTED HypROGEN POISONING 


4itiology.—Arseniuretted hydrogen is a poisonous gas which is not 
manufactured in industry but 1s evolved as an accidental by-product in 
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certain processes. The majority of cases have been due to the use of acids 
and metals contaminated with arsenic. The occupations concerned are the 
extraction of mineral ores, pickling and galvanising of metals, cleaning of 
acid tanks, the manufacture of hydrogen and its use in ballooning and the 
making and charging of accumulators. Poisoning may arise from the action 
of water upon metallic arsenides. Cases have also occurred when ferro- 
silicon, a substance used for hardening steel, has come in contact with water, 
when a mixture of arseniuretted and phosphoretted hydrogen is evolved. 

Pathology.—The gas is inhaled and acts at once by hemolysing the red 
cells within the vessels. Hemolytic jaundice and anemia follow. Death 
may occur from anuria if the renal tubules become blocked with hemoglobin. 
Degenerative changes in the cells of the liver and kidneys, and numerous 
petechiew on the mucous and serous membranes, are to be noted. 

Symptoms.—Malaise, headache, dizziness, shivering and hzemoglo- 
binuria occur within a few hours. Within 24 hours there is nausea, vomiting, 
and jaundice, and by the third day anemia in which the red cell count 
may fall below 1,000,000 per c.mm. Delirium, stupor and coma precede 
death. 

Diagnosis.—Mild cases are often mistaken for food poisoning. The 
sudden onset of hemoglobinuria and jaundice at once suggests inquiry into 
a man’s occupation. 

Prognosis.—Mild cases quickly recover. The mortality rate is 30 per cent. 

Treatment.— Workshops should be adequately ventilated and processes 
known to be risky should be forbidden in confined spaces. Sometimes a 
breathing apparatus suitable for use in irrespirable atmospheres must be 
employed. Such an apparatus consists of an oro-nasal mask with tube 
connection to the outer atmosphere. The wearer draws fresh air through 
the tube by his inspiratory efforts and expels the expired air through a valve 
in the mask. 


4, DIMETHYLARSINE POISONING 


The use of Scheele’s green (cupric arsenite) in the preparation of artificial 
flowers and wall-papers has now only historical interest, because aniline 
colours have almost entirely taken the place of arsenic in these processes. 
The mould Penicillium brevicaule growing in the paste behind wall-papers 
in damp rooms liberated dimethylarsine. The same process may occur in 
damp houses where coke breeze containing arsenic forms a constituent of 
the plaster on the walls. The use of concrete blocks containing this substance 
and the deliberate addition of arsenious oxide to cements to increase their 
rates of hardening are clearly undesirable. The symptoms of poisoning are 
coryza, conjunctivitis, gastro-enteritis and tinglings in the extremities, 
Some cases are fatal. 


5. Porsoninc BY ARSENOBENZENE DERIVATIVES 


Arsenobenzene derivatives, such as arsphenamine, neoarsphenamine, 
and sulpharsphenamine, are usually administered intravenously. After a 
full dose (0-6 g. arsphenamine, 0-9 g. neoarsphenamine) nausea, a slight rise 
of temperature, with perhaps vomiting and a little diarrhoea, may occur in 
the following 24 hours, after which the patient is quite well. Occasionally 
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severe vomiting and diarrhea, with furred tongue, erythematous rash and 
acute gastro-intestinal symptoms, may follow. In such cases it is probable 
that there has been some decomposition in the solution administered, the 
symptoms resembling those of acute arsenical poisoning. This type of 
poisoning is rare. Arsphenamine and allied compounds, especially after the 
administration of successive doses, sometimes cause such damage to the 
liver that extensive necrosis occurs and toxic jaundice develops, which may 
be fatal. 

When dangerous toxic symptoms occur after arsphenamine, they are 
usually of the following type: After an interval of 2 or 3 days, vomiting and 
restlessness, delirium, stupor, often with twitchings of muscles, convulsions 
and Cheyne-Stokes breathing, occur. Sometimes jaundice is observed. 
Coma develops, with suppression or urine, and death may occur within 48 
hours. The symptoms are the result of impairment of the function of the 
liver and kidneys, The prognosis is very grave. 

Treatment consists in the administration of alkalis by the mouth and 
bowel, and saline per rectum. Glucose, milk and fruit juices should be 
given freely. 

In order to protect the liver, dextrose and calcium lactate may be given 
a few hours before administering arsphenamine compounds. It should also 
be borne in mind that if full doses are employed, a fortnight is required for 
the excretion of the drug, and that ame | should elapse between the doses. 
Where submaximal doses are used, e.g. 0-4 g. arsphenamine or 0°6 g. neo- 
arsphenamine, weekly injections are often administered, but after a few doses 
an interval of 3 or 4 weeks should be allowed to avoid a cumulative effect. 

See also Toxic Effects of Arsphenamine Remedies, p. 210. 


MERCURIAL POISONING 


(1) Acute MrrcuriaL PoIsonina 


This usually arises from the absorption of mercuric chloride, also known 
as corrosive sublimate (HgCl,), which is largely used in medicine as a dis- 
infectant or antiseptic. Biniodide of mercury has similar uses. Both are 
usually purchased in the form of tablets ready for solution in a required 
amount of water. Acute poisoning generally occurs from the taking of the 
poison by the mouth, but it may also arise from the use of mercuric com- 
pounds in solution as uterine or vaginal douches. Calomel (mercurous 
chloride), even if taken in large doses, does not give rise to the same degree 
of acute poisoning, owing to its insolubility. The writer has met with 2 cases 
in which over 100 grs. of calomel were taken with suicidal intent, and beyond 
some vomiting and diarrhea, little harm resulted. 

Symptoms.—If mercuric chloride is swallowed in tablet form there is 
risk of local corrosion and perforation of the stomach, with rapidly fatal 
result. 

When taken in solution, or in tablet form with water, or on a full stomach, 
an acrid metallic taste is experienced, followed by a sense of constriction in 
the throat. A hot burning sensation occurs in che mouth and csophagus. 
Acute abdominal pain and vomiting take place. The vomit contains much 
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slimy mucus and often blood. Diarrhoea and tenesmus occur. Collapse is 
associated with these early symptoms. The mouth and pharynx may show 
signs of local damage, aah as white swollen patches, which may be followed 
by sloughing. Unless the poison is quickly removed by gastric lavage the 
dangerous sequels of absorption rapidly follow. 

The two chief dangers of acute mercurial poisoning are: (1) suppression 
of urine and uremia, due to the toxic action of the poison on the renal epi- 
thelium causing cloudy swelling, necrosis and loss of function ; and (2) ulcera- 
tive colitis, the result of the action of the poison on the mucous membrane 
of the colon, whereby extensive necrosis and sloughing occur. Suppression 
of urine follows the absorption of the poison, and urine secretion may almost 
entirely cease. The cessation of renal secretion is followed by a rapid rise 
in the blood urea, and after 4 or 5 days dangerous symptoms of uremia, 
vomiting, stupor, delirium, coma and convulsions set in, which are generally 
rapidly fatal. The ulcerative colitis begins about 24 hours after the intake 
of the poison, and is associated with profuse diarrhea, and the passage of 
sloughs and shreds of necrotic mucous membrane and blood. The colitis 
may be caused as the result of absorption of the poison into the blood stream 
apart from its direct local action on the colon. Death may occur from 
exhaustion, and absorption of toxic products from the raw surface of the 
bowel. 

Acute mercurial poisoning is always accompanied by a very severe 
stomatitis, which begins within a few hours. The breath is foul, the mucous 
membrane becomes ulcerated, the teeth may become loose and necrosis of 
the alveolus occur. 

Five grains of mercuric chloride is a fatal dose for an adult, unless the 
poison is removed by gastric lavage within an hour or two. 

Treatment.—Immediate gastric lavage should be employed. Afterwards, 
white of egg and milk should be given freely. The collapse, suppression of 
urine, ulcerative colitis and stomatitis are other symptoms treated by the 
appropriate methods for such conditions. 


(2) Coronic MrercuriaL Poisonine 


fEtiology.—This condition occurs chiefly amongst workers in the metal, 
or amongst those who are constantly brought into contact with compounds 
of mercury ; for example, those engaged in mining and separation of the 
metal, e.g. at Almaden in Spain, at Idria in Austria, and at the mines in 
California, China, Peru and the Ural Mountains. Mirror makers, thermometer 
and barometer makers, and those engaged in the manufacture of chemical 
and electrical apparatus in which metallic mercury is used, are exposed to 
risk. Those engaged in the frequent handling or grinding of mercury com- 
pounds are sometimes attacked. It must be remembered that mercury is 
volatile at ordinary temperatures, and those working in ill-ventilated rooms 
where mercury is exposed are liable to attack. Cases have been recorded 
of chronic mercurial poisoning from the amalgam in tooth stoppings, and 
from sojourn in a respiration 2 pea fitted with mercury air-valves. 
The nitrate of mercury is. used in the felting of fur, and hatters’ furriers are 
lable to chronic poisoning unless they are properly protected. The condition 
may result from the continued administration of calomel or blue pill, from 
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the inunction of mercury ointment, or from the prolonged use of mercurial 
vaginal douches. 

Symptoms.—Dyspepsia, anemia, general cachexia, with loss of weight 
and strength, occur. Sometimes a blue line is seen on the gums if the teeth 
are neglected. Stomatitis is one of the most constant symptoms; increased 
salivation and marked fetor of the breath occur, and are associated with 
tenderness of the gums and looseness of the tecth. Colitis, often of an 
ulcerative type, may result from chronic mercurial poisoning. It is a danger- 
ous complication and difficult to treat. Skin rashes of an erythematous, 
eczematous or pustular type have occurred. Albuminuria is occasionally 
found. Glycosuria has been described, but it is rare. Tremor, affecting the 
muscles of the tongue and face, the arms and hands, and later the legs and 
trunk, occurs. It is of a fine type, but may be interrupted every few minutes 
by coarse shaking movements, known to the layman as the “ hatters’ shakes.” 
The severe mental symptoms known as erethism have been rare since silver 
took the place of mercury in mirror making. The man affected is easily 
upset and embarrassed, loses all joy of life, and lives in constant fear of being 
dismissed. He has a sense of timidity and may lose self-control before 
strangers. He may be obliged to give up work because he can no longer 
take orders without losing his temper. Drowsiness by day, depression, loss 
of memory and insomnia may occur but under modern industrial conditions 
hallucinations, delusions and mania are rare. 

Diagnosis.—This is made by the history and symptoms; but it should be 
confirmed by analytical tests. Mercury is excreted in small amounts in 
the feces. The greatest care should be taken that no mercurial preparation 
is being administered medicinally during the test. The feces are collected, 
and the organic matter destroyed by treatment with hydrochloric acid and 
potassium chlorate. The resulting solution is submitted to electrolysis, and 
the mercury present is deposited on a gold kathode, from which it may be 
dissolved and submitted to the usual chemical tests. 

Treatment.—In the manufacture of clinical thermometers and in 
laboratories where mercury is handled extensively, the benches must be 
covered with a smooth and impervious surface sloping in such a way as to 
drain the mercury into a suitable receptacle at the lowest point. The walls 
and floors should be of impervious material, and the floor cleansed at the 
end of each day’s work. Thermometers must not be filled without suitable 
exhaust-ventilation for the removal of mercury vapour. Overalls, mess- 
rooms, and washing facilities are provided. The mouth and pharynx are 
frequently rinsed with a mouth-wash, and the teeth cleaned with a soft 
toothbrush and a dentifrice. Periodical medical and dental examination can 
achieve a great deal, especially by emphasis on the proper hygiene of the 
mouth. Cavities in carious teeth are filled, sharp angles smoothed, and 
stumps and teeth irremediably decayed extracted. In the felt-hat trade the 
workshops must be well managed and spotlessly clean. Efficient exhaust- 
ventilation must be applied to remove the particles of fur and all vapours 
of mercury compounds at the source of origin. The failure of chemists to 
find an efficient substitute for mercuric nitrate in the felting of fur remains 
@ blot upon modern industrial practice, for although the number of cases of 
poisoning in Great Britain is now negligible there are many elsewhere. 
Soviet Russia has had the courage to use potash in place of mercury, but this 
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produces felt of inferior quality. A workman affected by mercurial tremor 
must give up his work, and abstain from alcohol. Stomatitis should be 
treated by the use of the toothbrush, mouth washes and dental extractions 
when necessary. In cases of medicinal poisoning saline aperients should be 
given daily to promote the free elimination of mercury by the colon. 


(3) Poisonina By Mercury FuLminatr 


Mercury fulminate is handled in explosives factories where detonators 
and percussion caps are made. In those processes where the fine dust of 
this substance falls upon the skin dermatitis follows. The susceptibility of 
some individuals is such that they cannot stand the dust for a day, whereas 
others only suffer in warm weather. As a rule the cases of “ fulminate itch,” 
as they are called in the trade, are slight. The face, eyelids, neck and fore- 
arms are attacked by erythema, accompanied by itching, swelling and oedema. 
Papules break out on the inflamed areas, and may become vesicles, bullee 
and pustules. A pustular folliculitis commonly develops on the hairy parts 
of the skin. If the fulminate lodges in a crack or abrasion of the skin it may 
act as a corrosive, causing small painful necrotic lesions on the hands which 
last about a fortnight. The operatives call them “ powder holes.” Recovery 
takes place in from 1 to 2 weeks and is accompanied by desquamation. 
Inflammation of the conjunctive and mucous membranes of the nose and 
larynx may occur. 

In the manufacture of mercury fulminate meticulous attention should be 
paid to detail in all matters of cleanliness in the entire plant. Where fumes 
are given off as the result of small explosions they must be removed by means 
of mechanical ventilation. All persons employed should be provided with 
well-fitting overalls, caps, indiarubber gloves, and if necessary respirators. 
Washing accommodation must be available close to the workroom, and a 
separate towel provided for each worker. The hands and arms are washed 
before meals and before leaving work in a 10 per cent. aqueous solution of 
sodium thiosulphate. A lanolin ointment is rubbed into the skin after washing. 
For the conjunctivitis a 2 per cent. solution of sodium thiosulphate as an 
eyewash has been beneficial. 


(4) Porsontnc By Organic MeRcuRY CoMPOUNDS 


Fungicidal dusts containing organic mercury compounds are used exten- 
sively in agriculture to prevent certain smut diseases of cereals. For some 
years mercurial derivatives of the phenyl and tolyl series have been manu- 
factured without any mishap worse than an occasional burn on the skin. 
Poisoning by inhalation of methyl mercury compounds leads to involvement 
of the nervous system in a unique way, salivation, stomatitis and erethism 
being absent. There is severe generalised ataxia, dysarthria and a gross 
constriction of the fields of vision, memory and intelligence being unaffected. 
In severe cases the patient remains crippled, and unable to stand or to speak 
intelligibly. The condition has been reproduced experimentally. Rats and 
monkeys were exposed to the vapour of methyl mercury iodide and they 
became grossly ataxic. Histological studies showed myelin degeneration in 
the peripheral nerves, posterior roots and dorsal columns. 
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In the manufacture of organic mercury compounds elaborate precautions 
must be taken to prevent contact with the skin or inhalation. The use of 
gloves and respirators is not enough. The whole process of manufacture, 
including the final packing of the dusts, must be carried out mechanically 
in closed apparatus. The farmer should be protected both by warnings that 
mercurial dressings are poisonous and by schemes whereby he can obtain 
from the seed merchant seed already dressed. The seed merchant must 
dress the seed in a completely closed apparatus. The ataxia and dysarthria 
of methyl mercury poisoning must be treated by re-educative movements, 
persuading the patient to walk on chalked lines. An expert in charge of a 
speech clinic with great patience and the use of a mirror should teach the 
workman to speak. With great perseverance in some cases he may be taught 
to use knife and fork, a pencil and even a typewriter. 

W. H. Wi.tcox. 
DonaLp Hunter. 


MANGANESE POISONING 


fEtiology.—Manganese is used in the manufacture of dry batteries and 
in the pottery, soap and colour industries. Cases of poisoning have followed 
upon the inhalation of excessive amounts of dust in the grinding, sieving 
and packing of manganese ores, and in the manufacture of manganese steel 
in which the metal is first fused in the electric furnace. 

Pathology.—Susceptible individuals are few. There is a similarity 
between this form of poisoning and progressive lenticular degeneration, 
except that in manganese poisoning the condition remains stationary or 
improves when exposure to manganese dust ceases. Histological studies on 
necropsy material have shown degenerative lesions of the nerve cells, particu- 
larly mm the globus pallidus, the lenticular nucleus and the caudate nucleus. 
The fact that histological lesions have been found in the liver makes still 
closer the connection between poisoning by manganese and progressive 
lenticular degeneration. The condition has been reproduced experimentally 
in monkeys by administering manganese chloride by intraperitoneal injection. 
The animals developed choreic movements, passed into a state of rigidity, 
and finally developed tremor resembling paralysis agitans. Gross morbid 
changes were found in the lenticular ae and liver. The experiments 
afford an explanation of the symptoms in most of the cases described. The 
extrapyramidal motor system is clearly picked out by the poison, hence 
the nigidity, difficult gait, retropulsion, propulsion, mask-like facies, sleepi- 
ness, tremor, and uncontrollable laughter. 

Symptoms.—The symptoms include languor and sleepiness, low mono- 
tonous voice, mask-like facies, involuntary movements varying in degree 
from a fine tremor of the hands to gross rhythmical movements of the arms, 
legs, trunk and head, cramps in the calves, retropulsion and propulsion, 
unsteady gait, and occasionally uncontrollable laughter or crying. There is 
no disability except in the nervous system. 

Prognosis.—Although men seriously poisoned are life-long cripples, the 
condition is not lethal. 

Treatment.-—Manganese poisoning can be prevented by wearing res- 
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irators wherever dusts or vapours are encountered. Personal hygiene is 
important, and the worker must wear protective clothing and gloves, since 
the occurrence of skin absorption is established. Local exhaust ventilation 
should be applied, both at the furnaces to remove fumes and at the packing 
and sieving apparatus to remove dust. These measures are attended with 
good results, for it has been found that when they were applied in one 
particular factory they removed all risk of poisoniwg encountered by the 
workers over a period of 6 years. 

DonaLp HuntTER. 


CARBON MONOXIDE POISONING 


Carbon Monoxide, or Carbonic Qxide (CQ), is a very poisonous gas. If 
present in the air breathed in an amount equal to 0-2 per cent. it is capable 
of destroying life; while an atmosphere containing 0-05 per cent. of carbon 
monoxide gives rise to definite symptoms of poisoning. 

ZEtiology and Pathology.—When carbon is burnt in a limited supply 
of oxygen, carbon monoxide is produced in varying amount. Domestic 
poisoning : Charcoal fires and braziers give rise to considerable amounts of CO. 
Certain types of water heaters and slow combustion stoves are common sources 
of production of the gas, which may give rise to poisoning if the ventilating 
flues are inadequate. In lime kilns there is evolution of CO, and CO. The 
exhaust fumes from motor-cars and petrol-burning engines contain approxi- 
mately 6 per cent. of carbon monoxide. The commonest source of carbon 
monoxide poisoning is from coal gas which is used for illuminating or heating 
purposes. Coal gas contains normally a percentage of from 4 to 10 per cent. 
carbon monoxide, and it often approximates to the latter figure. It is a 
common cause of death either from accidental leakage of pipes or from 
purposive exposure due to turned-on taps. Carbon monoxide occurs in the 
smoke and fumes from fires with inadequate chimney ventilation. It is 
important to remember that the products of combustion of gas stoves and 
gas fires contain an appreciable amount of carbon monoxide. The flues 
from these are often quite inadequate completely to carry away the products 
of combustion, in which case the gas stoves and gas fires, when used, give 
rise to the addition of carbon monoxide to the air of dwellings and so are a 
source of ill-health or chronic CO poisoning. Industrial poisoning: This 
occurs from the fumes from blast furnaces, in iron smelting, and in blasting 
operations in mines. In coal mines the explosions from coal dust, or in- 
flammable gases, lead to the production of carbon monoxide (after-damp). 
Water gas is prepared by passing steam over red-hot coke, and contains 
upwards of 30 per cent. CO. It is used for heating purposes, and is some- 
times added to coal gas before its distribution. It 1s very poisonous and, 
owing to its slight smell, is very dangerous unless mixed with odorous gases. 
Producer gas is prepared by passing a mixture of steam and air over red-hot 
coke in retorts. It is used for heating the coal retorts for the preparation 
of coal gas. Producer gas is a*mixture of varbon monoxide, hydrogen and 
nitrogen, and is similar in composition and properties to water gas, and 
may contain as much as 30 per cent. of carbon monoxide. Industrial dangers 
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also arise from leakages in the plant and from the process of charging the 
producer-gas retorts. 

Action of carbon monoxide—Carbon monoxide has 220 times the affinity 
for hemoglobin that oxygen has. If respired, it will, therefore, more or less 
completely displace the oxygen from its combination with the hemoglobin 
of the red cells. This prevents oxygen being carried in requisite amount 
by the red cells to the tissues of the body, which thus become deprived of 
the oxygen necessary for their vital functions. The extent to which the 
hemoglobin is saturated with carbon monoxide depends upon the percentage 
of the latter in the air breathed. When the hemoglobin becomes one-third 
saturated with carbon monoxide, definite symptoms of poisoning occur, 
and when the saturation exceeds 50 per cent. there is grave danger of a 
fatal issue. It is important to note that carbon monoxide is a tissue poison. 
It does not act simply as an oxygen depriver to the tissues, but undoubtedly 
has in addition a narcotic action upon them. This is best illustrated by 
considering the serious symptoms of narcosis (muscular paralysis and loss 
of consciousness) which occur in a person in whom 50 per cent. saturation 
of the hemoglobin with carbon monoxide exists. These symptoms far 
exceed in gravity those of a person possessing only 50 per cent. of haemoglobin 
as the result of anemia from disease or hemorrhage. Carbon monoxide 
acts as a tissue poison especially to the nervous system, but there is evidence 
to show that it acts on all the tissues of the body, notably the cardiac muscle, 
and may cause degenerative changes in them. 

Post-mortem appearances.—The externa] appearances are characteristic, 
the cheeks and lips and post-mortem stains appearing cherry-pink in colour. 
On opening the body, the blood, muscles and internal organs have a char- 
acteristic cherry-pink colour. The lungs may show areas of consolidation 
due to broncho-pneumonia. Small hemorrhages may be visible, and edema 
is common. The brain shows congestion and oedema, and small punctiform 
hemorrhages may be found in the cortex and basal ganglia. The heart 
may show degeneration of the cardiac muscle and punctiform hemorrhages 
beneath the pericardium. In some cases of carbon monoxide poisoning 
putrefaction is much delayed. 

Symptoms.—The onset of carbon monoxide poisoning is usually very 
insidious, since the gas is odourless and any smell of an atmosphere con- 
taining it is due to the presence of other gases or vapours having a charac- 
teristic odour. Also the gas may be respired freely without any irritation 
to the air passages. Premonitory symptoms are giddiness, ataxic gait, a 
swimming sensation, headache or a sensation of heaviness or constriction in 
the head, noises in the ears, and a feeling of oppression in the chest. Some- 
times nausea and vomiting occur. The onset is, however, often sudden, and 
this is likely to be so when the percentage of carbon monoxide is relatively 
high. In these cases, the first symptoms may be sudden collapse, with loss of 
consciousness, and this is associated with complete loss of power of the 
muscular system. In subacute cases the symptoms may resemble those of 
acute alcoholic poisoning. An analysis of the blood would at once reveal the 
exact diagnosis. 

Cardio-vascular symptoms, such as vio%nt beating of the heart and 
throbbing of the blood vessels, occur. The blood pressure rises at first, and 
the pulse is full and may not be increased in frequency. Muscular weak- 
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ness and drowsiness quickly supervene in severe cases, and the patient falls 
‘unconscious. In the condition of coma the blood pressure falls and the 
pulse becomes rapid and small. The conjunctivses become hyperesmic and 
the eyes have a staring appearance, the pupils being partially dilated, and 
do not react to light. The complexion has a cherry-red appearance. Froth 
may be present on the lips. The breathing is stertorous. The temperature 
is usually subnormal in the early stages of coma, but is sometimes raised 
above the normal in the later stages. There is relaxation of the sphincters 
in severe cases. Broncho-pneumonia may develop if the coma is prolonged 
for more than a few hours. When the state of coma lasts only for an hour 
or two, the recovery may be rapid. It is very important to remember that 
though the muscular power recovers quickly, the tissues of the body have 
been submitted to a serious acute toxemia. In all cases where coma has 
occurred, careful after-treatment is essential, since thereby the occurrence 
of after-effects such as weakness or paralysis, or mental disorder, may be 
avoided. 

Diagnosis.—In all cases, at the earliest opportunity, a specimen of blood 
should be obtained for analysis. About 10 c.c. are removed from a convenient 
vein of the arm, and placed in a small test-tube so as almost to fill it, and 
a cork inserted. This can then be sent to the laboratory for analysis. It 
should not be shaken or exposed to the air. The carbon monoxide present 
in the blood is most conveniently estimated by means of Hartridge’s reversion 
spectroscope. The percentage of carbon monoxide present is of value not 
only for diagnosis but for prognosis. 

It may be remarked that a record of the blood analysis in cases of carbon 
monoxide poisoning would be of great interest and value for research 
purposes. 

Treatment.—Hlimination of the carbon monoxide is best effected by 
the ventilation of the lungs with pure air and oxygen. 

Immediate removal of the patient to an uncontaminated atmosphere is 
the first step. Onlookers should not be allowed near the patient. If removed 
to a room, the windows and doors should be widely open and a free current 
of air encouraged. Complete rest is absolutely necessary, and attempts 
to keep the patient on the move should be forbidden. The patient should 
be lying flat, and all constricting clothing round the neck and chest should 
be loosened or removed. Care should be taken that the air passages are 
free, and any froth or saliva wiped away from the mouth or nose. If necessary, 
the tongue should be pulled forwards with tongue forceps. In some cases, 
especially if convulsions have occurred, a gag may be required to keep the 
mouth open. Warmth of the body is important, and blankets and hot- 
water bottles should be used. 

Artificial respiration is of great value, as this enables oxygen to reach 
the alveoli of the lung. The method most suitable is Sylvester’s, for this 
permits of free access of fresh air to the air passages and is more convenient 
for the administration of oxygen. The upper extremities are moved upwards 
to a fully extended position above the head and kept there for two seconds, 
they are then lowered to the sides of the chest and firmly pressed against 
the ribs for about two seconds, the double movements being repeated about 
fifteen times per minute. Oxygen and 5 per cent. carbon dioxide should be 
administered without delay. For its efficient administration a cylinder, 
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with a suitable regulating valve tap, and a B.L.B. mask are required. If 
no cylinder containing the mixture be available a sparklet bulb containing 
CO, may be used in conjunction with an oxygen cylinder. A special metal 
perforator with tube attached is available for the purpose of perforating 
the sparklet and admitting the carbon dioxide at a desired rate by means 
of a rubber tube. The rubber tube is placed under the oxygen mouthpiece, 
so that the mixture of oxygen and carbon dioxide can be conveniently 
administered. This method of administration is easily and conveniently 
effected and is entirely free from any risk. When the respiration of the 
patient has become normal, pure oxygen should be administered for about 
3 hours, with short intervals for feeding. This will be of value in getting 
rid of the carbon monoxide from the blood of the patient. 

Atropine sulphate, gr. yi, may be given hypodermically, and 
repeated, if required. In severe cases it may be necessary to treat collapse 
by means of subcutaneous normal saline (1 pint), or possibly blood 
transfusion. 

After-Treatment.—In mild cases, where coma only lasts a short time, 
it is important that the patient should be kept completely at rest in bed 
and under medical supervision for a few days. In severe cases, where coma 
has been prolonged for several hours, complete rest in bed under medical 
supervision for 2 or 3 weeks or more will be required, since otherwise there 
is a danger of after-complications. A certain proportion of cases that have 
been severely poisoned develop confusional insanity. Prognosis for life is 
then good, but the mental prognosis is poor. 

W. H. Wittcox. 


DonaLp HUNTER. 


POISONING BY COAL-TAR DERIVATIVES 


The coal-tar derivatives are so numerous and complex that it is difficult 
for the toxicologist to keep pace with the chemists who produce them. 
The following compounds mtr be discussed: benzene, mononitrobenzene, 
dinitrobenzene, phenylenediamine, trinitrotoluene, dinitrophenol and aniline. 
It is sometimes possible to predict from the chemical composition of the 
simpler members of the group what their physiological action is likely to be. 
Addition of a nitro- or nitroso-group usually produces a more toxic com- 
pound, but it does not follow that toxicity will continue to increase as more 
nitro-groups are added. Thus, 1-2-4 dinitrophenol is toxic, whereas trini- 
trophenol is practically harmless. The position of the substituent groups 
in the benzene ring has a great effect on the toxic action. Thus, the toxic 
properties of 1-2-4 dinitrophenol are not shared by any of the other isomers. 
When a nitro-compound is reduced to an amine, as when nitrobenzene is 
reduced to aniline or nitrotoluene to a toluidine, the toxic characteristics 
remain much the same, but the intensity of the action is lessened. Sul- 
phonation renders a compound non-toxic ; as soon as aniline is sulphonated 
it ceases to give trouble. The entrance of chlorine into an aromatic com- 
pound does not increase the toxicity, as it does in the case of an aliphatic 
compound. In fact, chlorbenzene is less toxic than benzene. 
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1. BENZENE 


Coal-tar benzene or benzole is obtained as a by-product from the dis- 
tillation of tar in the manufacture of coal gas. It is the most interesting of 
the industrial solvents, and with the exception of tetrachlorethane the most 
dangerous. It must not be confused with benzine, which is unfortunately 
pronounced in the same way. Benzine is derived from the distillation of 
petroleum and is non-toxic. Coal-tar benzene has two fields of application 
in industry : (1) where it is handled in large quantities in closed mechanical 
systems, as in the distillation of coal-tar, the blending of motor fuel and in 
chemical industry ; and (2) where it is used as a solvent, as in the rubber 
industry, artificial leather manufacture, the dyeing and cleaning industry, 
the manufacture of paints, varnishes, celluloid, artificial manure and glue. 

Acute benzene poisoning usually occurs as the result of the breaking of 
distilling apparatus, or in the cleaning of tanks. In slight cases there is 
giddiness, and a stage of excitement; in severe cases these symptoms may 
be followed by convulsions, coma and death. Benzene sinks into the metal 
of tanks. It is therefore necessary to forbid men to enter such tanks until 
they have been washed clean and exposed to the open air for many days. 
Even then a workman lowered into such a tank must be equipped with body 
belt, life-line and breathing apparatus communicating with a hose to the 
exterior. In the stage of excitement the victim may shriek, sing madly 
and fight with the rescuer, who, on account of his greater exertions, runs 
more risk than the rescued. 

Chronic benzene poisoning has always been very rare in Great Britain. 
Speaking for the whole world, however, it was at one time the most important 
industrial poison after lead. Benzene poisoning may begin with giddiness, 
nausea, anorexia, weakness and nervousness. These symptoms are followed 
by progressive anemia, with hemorrhagic manifestations, such as bleeding 
gums, epistaxis, menorrhagia, purpura and visceral and retinal hemorrhages. 
Ulcers or gangrenous patches on the lips, fauces and pharynx are common. 
Although poisoning may occur only after many years’ exposure there have 
been fatalities after a few weeks’ exposure. The victims of industrial poisoning 
often constitute a small minority of the workers; a single susceptible in- 
dividual may contract fatal poisoning in an environment which does not 
give rise even to mild poisoning in others. The factors responsible for the 
great variations in susceptibility are largely unknown, but in general women, 
especially young women, are more susceptible than men. Changes in the 
blood may begin from 2 days to 1 month after the first exposure, accord- 
ing to the amount sheotbed. and they may progress or even develop after 
exposure has ceased. Acclimatisation to the vapour of benzene does not 
seem to occur, and it is doubtful whether any concentration greater than zero 
is safe over a long period of time. 

The bone marrow is attacked, and it may be aplastic, normal, hyper- 
plastic or leukwmic, the corresponding changes being reflected in the peri- 
pheral blood. In the early stages of poisoning there may be little or no 
evidence of damage to the red cells but only purpura with leukopenia and 
granulopenia. The total leucocyte count may fall to a very low level ; 
in fact, the white cells may almost disappear. A count of one thousand 
per c.mm.is common. In some cases the granular leucocytes fall as low as 
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10 per cent. The bleeding time may be increased to half an hour, with a 
corresponding drop in the platelets. The red cell count may fall as low as 
three-quarters of a million per c.mm. Splenomegaly may appear in pro- 
tracted cases of poisoning. Myeloid leukemia, confirmed by post-mortem 
examination, has been found in several cases. Necropsy usually shows 
aplasia of the bone marrow. Hemorrhages may be found in the skin, peri- 
cardium, pleura, alimentary tract, meninges, bladder and uterus. an- 
grenous stomatitis and even necrosis of the gastric mucosa have been re- 
corded. Benzene cannot be discovered in the body after Heath. 

Benzene is so toxic that its substitution wherever possible by other 
solvents which are harmless is in preventive treatment the method of first 
choice. In all processes involving the presence of benzene the value of frequent 
periodical aedisal examination, including examination of the blood, has 
been proved by experience. The more complete and effective the prevention 
of the escape of vapours into the workrooms and the more efficient the daily 
supervision of the ventilating apparatus, the less is the necessity for periodical 
medical examination. 

In acute benzene poisoning the usual methods of resuscitation are used : 
rest, warmth, artificial respiration, administration of oxygen and carbon 
dioxide mixture, and injection of coramine as a respiratory stimulant. The 
patient should be prevented from returning to work too early. 

Cases of chronic benzene poisoning must be treated by repeated blood 
transfusions and it must be remembered that the toxic influence may persist 
even after removal from exposure. The results of treatment are so poor as 
to convince all who have studied the subject that the use of benzene in industry 
must be ruthlessly suppressed, except where the process used is entirely 
enclosed. Fortunately in Great Britain it has been possible to do this. 


2. MONO-NITROBENZENE 


Mono-nitrobenzene (oil of mirbane; artificial oil of bitter almonds) is 
used in the manufacture of aniline, in perfumery and as a flavouring agent, 
being the chief substitute for oil of bitter almonds. It is sometimes taken 
as an abortifacient, and on several occasions 15-25 drops have proved fatal, 
especially if the poison is taken with alcohol. The stomach should be washed 
out repeatedly with water until the returned fluid no longer smells of nitro- 
benzene. Purgatives should be given. In factories death has taken place 
from absorption through the skin, where the oil has been spilled on the 
clothing. The victim of such an accident should be stripped promptly of 
his clothes, sponged with weak acetic acid or vinegar, and provided with 
a shower bath and clean clothes. The symptoms vary according to the 
acuteness of the poisoning. Pallor appears, quickly followed by lividity. 
Unconsciousness occurs with great rapidity, perhaps in 20 minutes. The 
patient is generally deeply cyanosed, and the blood is dark and viscid, and 
will sooner or later show the spectrum of methemoglobin. Death occurs 
in coma, or recovery takes place after a variable period of unconsciousness. 
However, nausea and vomiting may begin again after a few days, and toxic 
jaundice appear. The blood picture is that of anemia with granular degenera- 
tion of the red cells (stippling), and sometimes the presence of nucleated 
red cells. In severe anemia a blood transfusion may be considered. 
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3. DINrITROBENZENE 


Dinitrobenzene is used in the manufacture of dyes, and is itself an 
important explosive. It is a solid, and in consequence poisoning develops 
leas rapidly and is less severe than in the case of mono-nitrobenzene. 
Poisoning occurs amongst men who either shovel or melt dinitrobenzene. 
In a mild case there is a sense of pressure in the head, which increases to a 
violent throbbing headache, giddiness and dyspnoea. In severe cases the 
face is deeply cyanosed ; the lips, tongue and ears are deeply purple; and 
there are nausea, sometimes vomiting, abdominal pain, a staggering gait 
and extreme weakness. An attack rarely occura during work; the man is 
usually avercome some hours after he has left the plant. Cyanosis occurs, 
and is accompanied by ane#mia with marked stippling of the red cells, 
Methwmoglobin, hematoporphyrin, hemoglobin, and even albumin have 
been found in the urine. The smoky colour of the urine may be noticed 
by the men themselves soon after their first contact with nitrobenzene or 
aniline. Only very rarely does toxic jaundice occur. It is well known in 
industry that cases of poisoning are more frequent in hot weather than during 
the colder seasons of the year. Lack of care and unclean habits are pre- 
disposing causes. Those who do not change their working clothes on returning 
home may sit before the fire and absorb the poison from the evaporation 
of crystals or from the material in solution on their clothing. Absorption 
from the alimentary canal is more rapid if the stomach is empty, and it is 
therefore desirable that men should take a meal before they work. Alcohol 
undoubtedly favours absorption, and several instances are on record in 
which poisoning has supervened after indulgence in ordinary amounts. 


4. PHENYLENEDIAMINE 


Phenylenediamine is used for two similar purposes; for dyeing hair 
black and as a dye for furs, It is well known that it may cause dermatitis 
and sometimes asthma in susceptible persons. Its systemic effects are much 
rarer and have received less attention. Hairdressers handling the dye have 
suffered from attacks of weakness and vomiting, with intense violet cyanosis 
of the lips and face. In unusually susceptible individuals toxic jaundice 
has occurred, followed by death from hepatic insufficiency after about 6 
months. At necropsy the liver is small and shows the changes of subacute 
atrophy with regeneration nodules. Persons handling the dye should wear 
rubber gloves. Avoidance of exposure removes the cyanosis completely, 


5. TRINITROTOLUENE 


Trinitrotoluene is handled mainly in the filling of shells. The first 
symptoms of poisoning are drowsiness, headache, nausea, loss of appetite, 
epigastric pain, vomiting and giddiness. There is some cyanosis of itis lips, 
followed by dyspnea with marked drowsiness and staggering gait. Der- 
matitis in the form of a diffuse erythema sometimes occurs on the dorsal 
surfaces of the wrists, and on the face and neck. The symptoms come on 
gradually after several days’ or weeks’ work, or they appear on a hot day 
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after a few hours’ work and cause collapse. If cyanosis occurs in one in ten 
of the workers, toxic jaundice probably affects one in five hundred. The 
greatest incidence of jaundice is in the third month of employment. Pre- 
monitory symptoms, such as drowsiness, giddiness, depression, and dark 
urine are sometimes present, but the onset is often quite sudden. Some- 
times a latent interval occurs between removal from exposure and the onset 
of jaundice. The prognosis is always uncertain, but grave symptoms of 
hepatic insufficiency sometimes appear rapidly. The mortality is 25 per cent. 
The morbid appearances are those of yellow and red necrosis of the liver, 
with great reduction in its size and weight. The necrosis of the liver cells 
is associated with infiltration and subsequent fibrosis resembling ordinary 
portal cirrhosis. Aplastic anemia sometimes occurs among trinitrotoluene 
workers, but its incidence is very small. The latency of the blood changes 
is even longer than the latency of the jaundice, for it is found that anemia 
can develop as long as 9 months after exposure to trinitrotoluene has 
ceased. The anemia is usually, if not always, fatal. At necropsy fatty 
marrow is found throughout all bones. There is an excess of iron pigment 
in the liver, and multiple hemorrhages are found in the tissues. The skin is 
the main channel of absorption. Experience in industry goes to show that 
when a poison is absorbed by this route the application of preventive measures 
is most difficult ; trinitrotoluene is no exception. By the end of the War of 
1914-1918 the risk of poisoning had been greatly diminished, not by any single 
precaution but by the combination of several, of which alternation of employ- 
ment, periodical medical examination, ventilation and clean working con- 
ditions were the chief. Success was not achieved until mechanical means 
were substituted for the hand filling of shells, combined with measures of 
cleanliness which were so precise as to prevent the contamination of the 
outside of the shell by trinitrotoluene. 


6. DINITROPHENOL 


_ It is the 1-2-4 isomer of dinitrophenol which has toxic properties. These 
were revealed in the War of 1914-1918, especially in French shell-filling fac- 
tories. The illness begins with lassitude, and the worker may notice yellow 
patches on the covered parts of the skin due to excretion in the sweat of 
dinitrophenol. Tremor, excitement and intense thirst follow, and the face 
may be slightly cyanosed. In severe cases orthopnea, hyperpyrexia and con- 
vulsions set in, and death occurs in a condition resembling uremia. The 
urine is of an orange yellow colour, and gives a diazo reaction, which serves 
both quantitatively and qualitatively to determine the amount of the poison 
absorbed, and so to give a clear indication as to when suspension and trans- 
ference to other work are necessary. At necropsy no pathognomonic feature 
is found ; there is no atrophy of the liver. The workmen must be provided 
with a complete set of underclothing and overalls into which they change 
from their working clothes, a separate cubicle being provided for each man. 
Well designed exhaust ventilation must be applied locally to take away 
the fumes in the melting of the compound and also in the filling of shells. 
Any dust that collects around the margin of the shell must be removed by a 
vacuum cleaner. 
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7. ANILINE 


Aniline is a colourless oily liquid which darkens on exposure to light or 
air. It is handled in the manufacture of dyes, in the dyeing and cloth- 
pressing industries, in the extraction of resin and in the rubber industry. 
Aniline poisoning arises usually from inhalation, but absorption through the 
skin and less frequently inhalation of dusts of aniline compounds may cause 
it. Care must be taken to change the clothes at once whenever they are 
splashed with aniline. Men must avoid entering chambers filled with its 
vapour. The symptoms of aniline poisoning are similar in all respects to 
those of nitrobenzene poisoning. The convenient term anilism may be 
used to cover the symptoms produced by most of the nitro- and amino- 
derivatives of benzene. 

In acute aniline poisoning there is headache, weakness, difficulty in 
breathing, cyanosis, loss of power in the limbs and giddiness. In severe 
cases the cyanosis is more intense and prostration occurs with a cold moist 
skin, small pulse, air hunger and even death in coma. When recovery 
occurs it is often gradual and may be accompanied by increased frequency 
of micturition. In chronic poisoning the workers show slight cyanosis, 
secondary anemia, and sometimes sleeplessness, headache, giddiness and 
abdominal discomfort. In hot weather practically all the men exposed to 
aniline and similar compounds in a dye works show cyanosis. 

The manufacture of nitrobenzene, and the reduction of nitrobenzene and 
nitrotoluene to aniline and toluidine must take place in closed vessels. 
Even so, escape of small quantities of aniline into the atmosphere is very 
difficult to prevent unless ample ventilation is provided. Therefore in 
addition to the technical regulations there must be insistence on cleanliness 
of the workrooms, personal cleanliness on the part of the workers and 
provision of baths and changes of clothing. Contact with aniline and nitro- 
benzene, especially on the skin, and also the spilling and splashing of these 
fluids must be carefully avoided. All workers must be strictly instructed 
as to the symptoms of nitrobenzene and aniline poisoning, and the right 
steps to take if poisoned. Regular medical inspection of workmen is 
desirable. 

Workers, and especially those newly employed, must be under super- 
vision in order that assistance may be rendered them on the first signs of 
poisoning. Medical assistance should be within easy reach. Systematic 
instruction should be given in first-aid methods, and in the use of apparatus 
for oxygen and carbon dioxide inhalation. The possibility of skin absorption 
must always be borne in mind. A victim whose skin or clothing has been 
splashed with aniline may turn blue in the face and begin to stagger. Some- 
one may take him out to the fresh air or administer oxygen, when what he 
needs most is to have his clothes stripped off and be given a bath. Workers 
entering stills and similar chambers should always be equipped with breathing 
apparatus and a supply of oxygen. Other aids, such as safety belts which 
are held by helpers, involve certain risks, especially as the rescuer is easily 
induced to spring to the assistance of his unfortunate mate without the 
necessary breathing equipment. The frequency of such accidents calls 
urgently for the use of breathing apparatus. 


388 DISEASES DUE TO PHYSICAL & CHEMICAL AGENTS 


POISONING BY CHLORINATED HYDROCARBONS 


The rapid growth of the moulded plastics and cellulose lacquer industries 
has led to the extensive use of many new solvents, most of which were little 
more than chemical curiosities before about 1925. Amongst these are the 
chlorinated hydrocarbons which have flooded the market latgely beoause 
the alkali industry requires an outlet for its by-product chlorine. The 
various members of the group are useful as refrigerants, as degreasers of 
metals, fire-extinguishers, cleansets of textiles, solvents for rubber and 
thinners of cellulose lacquers. They are non-inflammable, non-combustible, 
and non-explosive, but they are far from harmless in their effects on the 
human body. The action of carbon tetrachloride has been extensively 
studied because of its use in hookworm therapy. Tetrachlorethane dramatic- 
ally attracted attention in the War of 1914-1918, and a mass poisoning from 
leaking refrigerators in Chicago has Jed to an increase in knowledge of the 
action of methyl chloride. Trichlorethylene has been studied because of its 
extensive use in dry cleaning. 


1, Metoyt CHLORIDE 


Men working in chemical plants or employed upon making, installing 
or repairing refrigerators may be exposed to methyl chloride. Symptoms 
of poisoning include giddiness, weakness of extremities, nausea, vomiting, 
restlessness, followed by somnolence, and then by dimness of vision, which 
may not clear up until 14 days after removal from exposure, Later there 
is some rise of temperature, pulse, and respiratory rate, usually with oliguria 
and occasionally with suppression lasting up to 48 hours. EHvidence of 
acute nephritis is found in about half the cases. Ansmia may be found, 
the red cells dropping as low as 3 million per c.mm., and the hemoglobin 
as low as 60 per cent. The death-rate is as high as 35 per cent. 


2. CARBON TETRACHLORIDE 


Carbon tetrachloride is used in industry as a solvent for fats and rubber, 
for dry cleaning, for cleaning oil from machinery, and under the name pyrene 
as @ fire extinguisher. Acute and sometimes fatal poisoning has occurred 
from the anesthetic effects of carbon tetrachloride used as a dry shampoo 
for the hair. Men exposed to the vapour sprayed from pyrene fire extin- 
guishers in confined spaces have suffered from oliguria and jaundice.: In 
animal experiments carbon tetrachloride has been shown to cause necrosis 
of the liver. In man it may attack both liver and kidneys, but in most 
clinical histories so far published the symptoms of renal injuty overshadow 
those of aes injury. The early stages of the illness are characterised by 

ersistent headache, nausea, vomiting, diarrhoea and tenderness over the 
iver. Such symptoms are often followed by oliguria, suppression of urine 
and uremia. The blood urea may rise to 300 mg. per 100 c.c. and the patient, 
though practically moribund, may suddenly develop polyuria and recover 
even after almost complete anuria lasting 10 days. When the liver is attacked 
recovery may follow an attack of jaundice lasting as long as 2 months. 
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In the treatment of cases rendered unconscious by acute poisoning, it is 
important that the patient should not be placed upon the floor of the room 
where the accident occurred, for the vapour is five times denser than air 
and therefore accumulates on the floor. Chronic poisoning should be treated 
by glucose drinks, together with large doses of calcium lactate up to 15 
grammes a day. If necessary calcium gluconate may be given by intra- 
muscular injection. 


3. TETRACHLORETHANE 


Tetrachlorethane is the most dangerous of all the chlorinated hydro- 
carbons, being nine times as toxic as carbon tetrachloride. It is a very 
good solvent for cellulose acetate, which, being non-inflammable, is used for 
purposes for which cellulose nitrate (celluloid) is not adapted. Cellulose 
acetate was the chief constituent of the dope used as a waterproof coating for 
the wings of aeroplancs in the War of 1914-1918, and it is now used to make 
non-inflammable cinema film. The symptoms of poisoning are general 
malaise, loss of appetite, nausea, headache and constipation. After several 
days or even weeks, jaundice develops and vomiting is then likely to become 
more marked. In fatal cases necrosis of the liver is found in the form of 
acute red and yellow atrophy. In one case the liver weighed only 19 oz. 
The blood changes in mild poisoning consist of an increase of large mono- 
nuclear cells up to 40 per cent., with a slight elevation of the white count. 
Blood counts have been taken in order to detect early poisoning. Elaborate 
exhaust ventilation in factories and workshops fails to prevent toxic jaundice. 
It, is therefore necessary to use a harmless solvent, such as amyl acetate in 
place of tetrachlorethane. 


4, TRICHLORETHYLENE 


Trichlorethylenc is a non-inflammable solvent employed extensively 
in dry cleaning. It has assumed an important place in the list of fat and 
rubber solvents, displacing to some extent carbon tetrachloride. Trichlor- 
ethylene has a powerful narcotic effect. The workman affected is usually 
found unconscious on the floor, and if there has been prolonged exposure to 
a large dose the effects may be fatal. Chronic exposure has been held 
responsible for paralysis of the sensory fibres of the fifth nerve, and also for 
retrobulbar neuritis followed by optic sae An indirect form of injury 
to the eye sometimes occurs when a foreign body lodges in the cornea and 
produces ulceration. The workman is not aware of the presence of the 
irritant substance, because the cornea has been rendered insensitive. 
Apparently trichlorethylene is not so likely to attack the liver as tetra- 
chlorethane. Toxic jaundice and albuminuria have only rarely been recorded. 
Dry-cleaning establishments employing trichlorethylene should be provided 
with efficient exhaust ventilation. When solutions containing trichlor- 
ethylene are applied to the interior of closed vats the men should work in 

airs, relieving each other frequently. The man in the enclosed space should 
e provided with a lifebelt and also with an apparatus through which he 
can breathe air from outside. 
DonaLp HunTER. 
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ACKEE POISONING 


Synonym.—Vomiting sickness of Jamaica. 

Definition.—A frequently fatal disease, especially affecting children in 
the West Indies, characterised by vomiting and nervous symptoms due to 
eating the unripe ackee fruit. 

tiology.—Ackee fruit grows on the tree Blighia sapida (Sapindaces) 
in the West Indies and West Coast of Africa. The mature fruit is quite 
harmless, but when eaten in an immature state before the fruit opens, it 
roves a deadly poison, especially if soup be made from it or other ingredients 
ke rice be boiled in ackee water. The poison is contained in the arilli of 
the unripe fruit. 

Pathology.—Intense fatty changes are found constantly in the liver 
and to a lesser degree in the kidneys, heart and cortical brain-cells. Hyper- 
semia of the meninges and other organs occurs, alzo hemorrhages in the 
viscera. 

Symptoms.—The patient, who is generally a child and quite well, suddenly 
commences vomiting some 2 hours after a meal containing unripe ackee 
fruit and complains of nausea and abdominal discomfort. After 3 or 4 hours 
of sickness a calm interval ensues, followed by nervous symptoms, including 
cerebral vomiting, twitching of muscles, convulsions and coma. 

Prognosis.—Once nervous symptoms supervene the condition is invari- 
ably fatal, the average duration being 12 to 14 hours. 

Treatment.—Prevention consists in discarding the immature unopen 
fruit and in not utilising the water in which ackee fruit is boiled as soup. 
Alcohol precipitates the poison, and the immediate administration of rum or 
ether and ammonia as advocated by Scott has reduced the mortality in school 
children from 90 to 27 per cent. 


G. CARMICHAEL Low. 
N. Hamitton Fareury. 


FOOD POISONING 


Food poisoning occurs when, in mistake for a wholesome food, some 
article is eaten which is of itself normally poisonous, or rendered poisonous 
by contamination from outside sources. The former is called Endogenous 
Food Poisoning, while the latter, which is the ordinary form of food poisoning, 
is spoken of as Exogenous. 

EnpDoGENovs Foop Porsonina.—The following are examples : 

(1) Powsonous fungi are sometimes eaten in mistake for edible mushrooms, 
and dangerous or even fatal results may follow, owing to the presence in 
them of poisonous substances. Unfortunately there are no simple tests by 
which the layman may distinguish the poisonous from the harmless species. 
ro a in eating new or unfamiliar varieties should never be under- 
taken. 

(a) Amanita phalloides.—This contains the deadly substance, phallin 
or amanita toxin. The susceptibility of children is greater than that of 
adults. The ingestion even of part of a plant may result in poisoning and 
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the mortality rate is high. After a prodromal period of 4 to 24 hours, acute 
abdominal pain, vomiting and diarrhwa occur. The vomit and stools may 
contain blood and mucus. Anuria may occur. Short periods of remission 
may follow, but usually within a dav or two jaundice, cyanosis, and coldness 
of the extremities develop. In fatal cases coma supervenes. When poisoning 
is less severe, the symptoms abate in about a week and the patient is well 
within 4 weeks. 

(b) Amanita muscaria.—This contains muscarine. After a small dose 
the patient becomes mildly excited, and the fungus is used by Siberian peasants 
to induce drunkenness. After larger doses the first symptoms appear within 
2 to 6 hours. They are salivation, sweating, retching, vomiting and diarrhea.. 
Giddiness, confusion and hallucinations rapidly follow, and the pupils become 
contracted and fail to react to light or on accommodation. Amaurosis and 
diplopia may occur. Although the symptoms are violent the mortality 
rate 1s low. In all cases of mild poisoning the prognosis is good. 

(2) Powsonous fish.—Certain fish, such as those of the species Tetrodon, 
found in Japanese waters, are normally poisonous, and the same applies to 
mussels when grown under unhealthy conditions. The symptoms caused 
by these poisonous foods are those of acute gastro-enteritis, with marked 
nervous disturbance and collapse. 

(3) Poisonous parts of plants may be eaten in mistake for foods; for 
example aconite root for horse radish, or deadly nightshade berries for 
edible fruit. , 

Potato Poisoninc.—Under certain conditions potatoes may contain a 
dangerous amount of the poisonous alkaloid solanine. This is produced by 
the growth of certain forms of bacteria in the tubers, which is likely to occur 
if, owing to improper storage, sprouting of the potatoes has taken place. 
The symptoms of solanine poisoning are those of acute gastro-enteritis, 
associated with nervous prostration and collapse, resembling those caused 
by poisonous fungi. 

In some countries certain harmful vegetables are more or less habitually 
used as foods. [See (4) and (5).] 

W. H. Witcox. 
DonaLp HUNTER. 


4, LATHYRISM— 

Definition.—A disease of limited geographical distribution, characterised 
by spastic spinal paralysis, and caused by poisoning with peas of a vetch of 
the genus Lathyrus. 

fEtiology.—The disease, formerly met with in Italy, has been reported 
from India, especially North Behar and the United Provinces, Algiers, 
France, Persia, etc. Three species of Lathyrus may be associated with poison- 
ing in man: (1) Lathyrus sativus, known in India as Khesari dal ; (2) Lathyrus 
cwera, the dwarf chick-pea found in France, Italy and Algeria; and (3) 
Lathyrus clymenum, found in Spain, North Africa and the Levant. It is 
solely confined to countries where different kinds of chick-pea are used for 
food, but the causative principle is unknown. Young people are specially 
liable, and men are more affected than women. It occurs as an epidemic 
amongst the poorest classes in times of great scarcity, when bread is made 
from a mixture of pea and wheat flour. It may also be eaten as porridge, 
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or the peas may be boiled with oil and then consumed. Formerly it was 
attributed to the grain of Lathyrus satsvus (Khesari dal), but in India, Howard, 
Anderson and Simonsen failed to demonstrate any poisonous principle. They 
succeeded in isolating two toxic alkaloid-like bases, vicine and divicine from 
Vicia sativa (akta), an allied vetch, the seeds of which were a common con- 
taminant of Khesari dal and produced symptoms of lathyrism when fed to 
ducks. It has also been suggested that an absence of vitamin A in the diet 
may be a contributory factor. 

Pathology.—A chronic sclerosis is found in the spinal cord involving 
the posterior and lateral columns. Possibly a toxic spasm of the arteries of 
the cord, followed by thrombosis, is the basis of the condition, 

Symptoms.—The onset may be insidious with backache, burning pains 
and weakness of the legs, or it may be sudden, as when after a hard day’s 
work in the rain the patient wakes up with stiff, weak and trembling legs, 
which feel heavy to lft. These symptoms increase rapidly, and in 10 days 
walking may be impossible without the aid of a stick. Both legs are usually 
affected simultaneously, first the calves, then the thighs. Gradually a 
peculiar gait develops, the patient laboriously progressing by means of a 
two-handed staff; ‘the leg bearing the weight of the body is bent at the 
knee and trembles, while the advancing limb dragged wearily forward and 
strongly abducted, is planted unsteadily directly in front of its fellow, the 
toes reaching the ground first.””’ When lying on the back, spasm of the 
adductors ceases and the thighs can be separated. There ig little or no 
atrophy or loss of muscular tone, the knee-jerks are increased and ankle 
clonus is marked. Sensation is normal. Incontinence of urine and feces 
and possibly loss of sexual power follow involvement of the lumbar enlarge- 
ment, but the upper extremities are rarely implicated. 

Diagnosis.—The occurrence of multiple cases simultaneously and the 
history of eating chick-peas as food confirm the diagnosis. 

Prognosis.—This depends on the stage at which the case is diagnosed ; 
if early, great umprovement follows treatment, but in later cases when the 
cord has become permanently damaged spasticity persists. 

Treatment.—Varieties of chick-pea must be avoided as human food, and 
their abolition stamps out the disease. Avoidance of damp and wet ameliorate 
the symptoms. A generous diet rich in vitamin A should be given. Massage 
and electricity are indicated. 


5. ATRIPLICISM— 

Definition.—A disease associated with local cedema, disturbances of 
sensibility, and vaso-motor and trophie disorders, 

4Etiology.—It occurs in North China. Females are oftener attacked 
than males; no age is exempt. The condition is due to poisoning with 
Airipler littoras (Chenopodiacesw). Poor people and beggars eat the young 
shoots, either raw in salads, or in bread. 

Pathology.—There are no records of post-mortem examinations with 
proper histological examinations. 

Symptoms.—The onset is sudden, occurring quickly after the ingestion 
of the plant. First, there is tingling of the fingers, then the backs of the 
fingers, hands, and later the forearms begin to swell; finally, the face is 
similarly affected, with violent itching. There may be anesthesia of the 
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cape Se and thumbs. Heat sensation is increased. Scratching may cause 
an ymotie condition of some areas, from which eventually the skin is 
shed in patches, and ulcers may follow. 

Diagnosis.—It may be mistaken for Raynaud’s disease or erythromelalgia. 

Prognosis.—The swellings last for a week or so, but the general health 
is not affected. The ulcers often become chronic. 

Treatment.—All that is required is to avoid eating the plant. Salines, 
gastro-intestinal disinfectants and, later, tonics may be employed. 


G. CarmicHarL Low. 
N. Hamitton Fatrury. 


Exogenous Foop Poisontnc.—The contamination may be due to 
bacteria, or to fungi, or to chemical substances. 


A. Contamination by Bacteria. 


(1) The commonest type of food poisoning is that caused by contamina- 
tion with Salmonella and other organisms. It is described under the heading 
‘* Bacterial food poisoning ” (see p. 394). ; 

(2) Specific diseases may be caused by the accidental contamination of 
food with the specific pathogenic organisms. ‘Thus typhoid or paratyphoid 
fevers may be caused by milk or oysters containing the specific baoilli ; 
scarlet fever or diphtheria by infection of milk with the specific organism ; 
cholera by the contamination of foods or water with cholera germs, amosbic 
dysentery by contamination with the specific amcebe or their cysts, and 
bacillary dysentery by infection of food with its specific bacilli. 

A very common cause of these forms of food poisoning is the handling 
of food by persons known as “ carriers,” who are apparently healthy but 
harbour in their bodies the specific germs of a particular disease, their excreta 
containing large numbers of the pathogenic organism, so that it is an easy 
matter for the infection of a food-borne disease to be conveyed by the hands 
of a ‘“‘ carrier’ who is engaged in any way in the handling of food; cooks 
or milkmen frequently spread infection in this manner. The course of the 
disease is exactly similar to that described under the diseases in question. 

(3) Diseases in animals communicable to man may arise from the con- 
sumption of food derived from a diseased animal. Thus the flesh of an 
animal which has died from anthrax may give rise to this disease in man. 
Tuberculosis of the mammary glands in the cow will cause the presence of 
tubercle bacilli in milk, the consumption of which may give rise to human 
tuberculosis. The flesh of animals suffering from actinomycosis may cause 
this disease in man. Parasitic diseases, such as trichinosis and tapeworm 
infections, arise from the consumption of the flesh of animals suffering from 
these infections. These types of food poisoning are fully described under the 
diseases in question. 

_ (4) Specific organisms may produce in food highly poisonous toxins, the 
ingestion of which causes acute and perhaps fatal illness. An instance of 
this is Botulism (see p. 401). 


B. Contamination by Fungi. 


Kxootim.—The prains of cereals attacked by the ergot fungus (Clawceps 
purpurea) ate poisonous, and if consumed give rise to a series of symptoms 
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known as ergotism. Two types of this condition are known—(a) The gang- 
renous type. The onset is with numbness beginning in the extremities, and 
in the course of a few days gangrene appears in the fingers, toes and some- 
times the lobes of the ears and tip of the nose. There is agonising pain which 
penetrates the affected limb like fire—hence the name, centuries old, St. 
Anthony’s fire. Later there is complete anesthesia in the affected part 
which becomes livid and then black. (6) The nervous type. The illness begins 
with numbness of the hands and feet and twitchings of the muscles of 
fingers and toes extending to the arms, knees, shoulders, hips and ultimately 
to the whole body. Severe giddiness, fits, blindness, deafness, delirium and 
stupidity passing on to dementia are also known. Histological examination 
shows that the dorsal columns are particularly involved. 


C. Contamination by Chemical Substances. 


Chemical poisons may accidently contaminate foods and give rise to 
the special symptoms of that kind of poisoning. Examples of this are : 

Metallic poisoning resulting from contamination of tinned foods by 
poisonous metals derived from the container. This is a rare form of poisoning, 
and is only likely to occur when the contents of the tin are liquid, such as 
fruit juice, liquefied jelly or soups. If the tin is sound, and care is taken in 
the canning and in the soldering process, so that the solder does not come in 
contact with the contents of the tin, the risk of poisoning is negligible. Cases 
of poisoning have occasionally occurred from the solution of lead, derived 
from the solder, coming in contact with the contents of the tin. The symp- 
toms of metallic poisoning are described elsewhere. 

Arsenical poisoning from the contamination of commercial glucose during 
its manufacture is described under arsenical poisoning. 

Drinking water may be contaminated by lead and give rise to chronic 
poisoning. 

Food preservatives, such as boric acid, formalin, and salicylic acid, if 
added to foods, may give rise to illness from their toxic effects. The addition of 
food preservatives to milk is for this reason prohibited by law in this country. 


BACTERIAL FOOD POISONING 


Synonym.—Ptomaine Poisoning. 

This is the form of poisoning caused by the contamination of food with 
Salmonella and other organisms. The resulting symptoms are caused by the 
bacterial toxins produced in the food by its contamination. There may also 
be an actual bacterial infection, should the organisms not be killed in the 
process of cooking. Since bacterial contamination finds a most suitable 
culture medium in foods rich in protein, this type of food poisoning usually 
follows the consumption of meat, fish or milk—especially meat. 

It was formerly thought that food poisoning was caused by the presence 
in food of poisonous alkaloidal substances called ptomaines, produced by 
putrefactive changes. Neurine and mydaleine are examples of such. It is. 
now known that ptomaines are very rarely, if ever, the cause of food 
poisoning, but that the usual cause is bacterial contamination of food. It 
is possible that in the consumption of food highly advanced in putrefaction, 
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such as high game, ptomaines may play a part in the causation of toxic 
symptoms, but cases of this kind are unconithon. 

tiology.— Predisposing causes.—Contaminated food has a much more 
serious effect on persons suffering from pre-existing gastro-intestinal disease. 
Thus the presence of colitis or enteritis greatly increases the susceptibility 
of the patient to bacterial food poisoning, and the resulting symptoms are 
likely to be more severe than in a person previously healthy. Dysentery or 
post-dysenteric colitis has a like effect. Starvation or malnutrition increases 
the susceptibility to bacterial food poisoning, and emptiness of the stomach 
at the time of taking of contaminated food is likely to lead to the earlier 
onset and greater severity of the symptoms produced. The above considera- 
tions help to explain the remarkable fact that sometimes when several 
persons partake of the same unwholesome food some may suffer from serious 
symptoms of food poisoning, while others may have only very slight symptoms, 
or even be unaffected. Young children are much more susceptible. In 
hot climates bacterial food contamination is likely to be followed by a very 
rapid development of bacterial poisons. Dust, flies, dirt and insanitary 
conditions generally are likely to favour the contamination of food with the 
bacteria of food poisoning. Careful storage of food in refrigerators where it 
can be kept free from contamination, is most important. 

Meat poisoning may be due to contamination of the flesh during the cutting- 
up process by the butcher, or the meat may be contaminated either in the 
process of cooking or afterwards, owing to lack of care in storage. 

Sausages.—Many epidemics of poisoning have occurred from infected 
sausages. This can be readily understood, since the process of mincing, 
which the meat undergoes, renders it liable to contamination. Moreover, 
in sausages it is easy for unwholesome meat to be used, with little possibility 
of detection. The fact that sausages are made with raw or only partly cooked 
meat, and that they are frequently eaten merely smoked, with little or no 
cooking, still further adds to the risk. 

Tinned meat.—This has been frequently the cause of food poisoning. The 
meat may be contaminated by Salmonella organisms before tinning, and 
though the process of canning, by the heat applied, may kill the microbes, 
yet the toxins may not be destroyed, and these will give rise to symptoms 
of poisoning when the food is eaten. During the War of 1914-1918 tinned 
meat was consumed in enormous quantities by our troops. Very few cases 
of food poisoning from tinned meats were recorded, and in those cases where 
investigations were made the cause of the poisoning was traced to infection 
of the food after the tins had been opened. Usually the food had been 
handled by a cook who was a “carrier” of food poisoning organisms. At 
the present time so much care is taken in the selection of the meat and in 
the whole process of canning that tinned meat from a reliable source can be 
regarded as one of the safest foods. 

Fish.—Numerous epidemics of food poisoning have: been due to eating 
fish. These have been traced to the contamination of the fish with bacteria of 
the type already described, and the resulting symptoms have been similar in 
character. Cooking the fish—boiling or frying—may not entirely destroy 
the toxins present. 

Shelifish.—These are sometimes grown in waters contaminated by sewage 
containing typhoid and Salmonella bacilli. Mussels, oysters, lobsters, 
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crabs, etc., have frequently caused severe attacks of food poisoning, and 
commonly the shellfish appeared perfectly fresh, with no objectionable taste 
or smell, Under the Ministry of Agriculture and Fisheries in this country 
special researches have been successfully carried out on the purification of 
shellfish for human consumption, particularly in the case of oysters and 
roussels. These shellfish, 1f obtained from accredited sources of supply 
under government supervision, can at the present time be guaranteed as 
free from pathogenic infection, and regular tests are made to ensure the 
safety of the shellfish put on the market. 

Tinned fish._—This, like tinned meat, may give rise to poisoning from the 
contamination of the food by bacteria before canning. tt is important to 
remember that tinned fish, even if wholesome at the time the tins are opened, 
is very liable to bacterial contamination. It should never be kept, but 
should be eaten on the day of opening. 

Vegetables and fruit.—These may, if contaminated by bacteria of the 
type described, give rise to the disease. Since, however, the bacteria find 
vegetables an unsuitable medium for growth, outbreaks of food poisoning 
from vegetables are uncommon. 

Milk.—Mulk has on several occasions been the cause of outbreaks of food 
poisoning, and both Salmonella organisms and staphylococci have been found 
present in the affected milk. If milk is infected with the microbes, all that 
is necessary is a suitable temperature for their growth, and it speedily be- 
comes a dangerous article of food. It is readily understood, therefore, that 
these cases are of much commoner occurrence in the warm weather of 
summer. Carriers of Salmonella organisms are a common cause of outbreaks 
due to milk or cream. Milk and cream may be contaminated with pathogenic 
organisms, and give rise to epidemics, e.g. typhoid and paratyphoid fever, 
from polluted water or from carriers handling the milk. In a similar manner 
outbreaks of tonsillitis and scarlet fever may result from carrier infections. 


W. H. Wiiucox. 
DonALD HunrTER. 


BacTEeRioLoGy.—Following work by Savage in this country, and by 
Jordan in America, bacterial food poisoning came to be regarded as synony- 
mous with infection by food-borne Salmonella bacilli. This group of bacilli, 
like typhoid and dysentery bacilli fail to ferment lactose, but differ by 
fermenting glucose, mannite and dulcite with the formation of gas. 

In the first decade of the century the best-known bacilli of this group 
were the paratyphoid and enteritidis bacilli, but in 1912 Bainbridge, in the 
Milroy Lectures, differentiated Bact. enteritidis aertrycke from Bact. para- 
typhosus B, and established the fact that Bact. aertrycke was a much more 
important cause of acute epidemic food poisoning than Bact. paratyphosus B. 
By absorption methods of agglutination he showed that the two bacilli were 
separate entities, although their sugar reactions were identical. Bact, aertrycke 
was subsequently identified with Bact. typhi-murium, by which name it is 
now known. The result of Bainbridge’s work was to establish the fact that 
with few exceptions epidemic food poisoning is caused by Bact. typhi-muriwm 
or Bact, enterttadis (B. Gaertner), Thus Scott, during the years 1923-34, 
investigated 186 outbreaks of food poisoning in this country. No less than 
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110 of these were caused by Bact. typhi-murium, while 19 were due to Bact. 
enteritidis, 16 to Bact. thompson, 13 to Bact. newport, and 8 to Bact. cholera- 
suzs and its variety Bact. cholera-suis var. kunzendorf. 

Many of these bacilli are well known as causing infections in animals, 
and though the consumption of meat from “emergency slaughtered ” 
animals is rare in this country, in Germany, on the other hand, it is common, 
as is also the consumption of uncooked or partially-cooked meat. Thus 
Meyer, in 1929, reporting on the incidence of Salmonella food poisoning in 
Germany following the consumption of meat and meat products during the 
years 1923-28, alludes to 493 outbreaks, with 14,567 cases and 133 deaths ; 
while Savage and White, from January 1921 to October 1923, reported 
86 outbreaks in this country, with 2300 cases and 24 deaths. 

Failure to recover bacilli of the Salmonella group from some cases of 
bacterial food-poisoning led Savage to suggest that some cases were caused 
by the ingestion of the products of previously existing bacilli, which had 
been killed in the preparatory processes, usually canning. This involved 
the existence of specific exotoxins in connection with the various bacilli 
involved, which, be it noted, were not limited to the Salmonella group. 
The symptoms of this “‘ toxin’ type of food poisoning tended to come on 
with less delay than was observed with infections with members of the 
Salmonella group, and the vehicle tended to be of the canned type, whereas 
the “infective” type was usually associated with more recently prepared 
foods. Moreover, in 1930 Dack and Jordan announced the discovery of 
cases of staphylococcal food poisoning. Since then many cases have been 
reported. Most of these have followed the consumption of milk products, 
though some have been traced to gravy, canned meat, pressed beef or fish. 
No one type of staphylococcus has been involved ; indeed, very few strains 
of staphylococci appear to have this property of toxin formation. That a 
preformed toxin is involved seems certain, in that the opportunity for the 
multiplication of the staphylococci before the consumption of the food is an 
antecedent necessity. The toxin is resistant to heat to such an extent that 
it is not completely destroyed by boiling for 30 minutes. It has very little 
effect on ordinary laboratory animals. Other cases of this type of “ Toxin ”’ 
food poisoning have occurred, due to such organisms as coliform bacilli in 
milk, and streptococci in fish, etc. Scott has suggested that about one-third 
of the reported outbreaks of food poisoning in this country are the result 
of staphylococcal intoxication, and Topley and Wilson suggest that another 
third may be due to other species of bacteria. 

The general method of investigating outbreaks of food poisoning is 
described in a memorandum by the Ministry of Health (1935). 

Chronic food poisoning differs from the epidemic type in that it is met 
with in individuals with no relationship, or no recent relationship, to epidemics 
of food poisoning. It is usually diagnosed in the laboratory, though a history 
of recurrent attacks of diarrhoea, or even of gastro-enteritis, perhaps over 
a number of years, and possibly dating from a typhoid-like illness may suggest 
to the clinician the presence of a member of the food-poisoning group of 
bacilli. Such infections are not infrequently met with in cases of colitis or 
“ intestinal toxemia,’ or may be disclosed in the routine examination of 
the intestinal contents, in which no intestinal symptoms exist. Such ex- 
amination may disclose the presence of non-lactose-fermenting bacilli, and 
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exploitation thereof by way of vaccine therapy may strengthen the hypo- 
thetical connection between the infection and clinical condition. 

The variety of bacilli thus found in connection with chronic food poison- 
ing is much larger than is the case with acute epidemic food poisoning, which, 
as shown above, tends to be confined to few types, viz. Bact. typhi-murium 
and Bact. enteritidis. A condensed table of the chief sugar reactions and 
characteristics of these non-lactose-fermenting bacilli follows : 


di f)e)ajelals 
o|s8ialsg as) 
S\s|/slalelal2 
3) 
Bact. typhosus . .| —|A!A | — -_ | + | Described by Eberth in 1880. 
Cultivated by Saffrey in 
| 1884. 
B.shige. . . .|-|Al—|— | Sh es et | Shiga, 1898. Kause, 1900. 
B. flexneri. . © | —~|AJTLATL — [- + | — | Flexner, 1900. Strong, 1900. 
B.sonnei. . . .| A{A}A] AT — } — | — | Sonne, 1915. 
late] — late 
B. paratyphosus A.. | — | + | + | +] — | — | + | Definitely classified by agglu- 
, tination. 
Can only be differentiated one 
from the other by absorp- 
B. paratyphosus B.. | ~ | +] +] + )—-) -—- [4 tion or complement devia- 
tion tests. The common 
B.aerirycke. 2. .} —~|+] ++] —/— [+ agglutination reaction dif- 
(Now known as B. ferentiates them from the 
typhimurium.) other members of the 
group. 
B.gaertner . © .}; ~{ +/+ 1+ 1— | — | + | Definitely classified by agglu- 
tination. 
B.asiaticus. |. . | — | +] +} — | + [+ | — | The only non-motile member 
of the group. 
B.ofepidemicjaundice} —- | +]+]—]—] +] + 
B.morgan . . «| —-}+?}—/—/—] +] 4+ 
B. pyocyaneus . .| —| —|— | —]|— | — | + | Usually shows characteristic 
pigment formation. 
B. faecalis alkaligenes | — | — , — | — | — | — | — | Fine growth resembling that 
of typhoid. 


A AE CAA A gE en eT | 
a rt ee oo 





(+) indicates formation of acid and gas in sugar tubes, or formation of indole, or 
active motility, respectively. 


(—) indicates the converse, respectively. 
(A) indicates formation of acid, without gas, respectively. 
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The group of Salmonella bacteria typified by B. paratyphosus A and B, 
B. typhi-murium and B. gaertner constitute upwards of sixty named varieties 
of bacilli. Their ultimate classification depends upon the composition of 
their antigens—flagellar and somatic—indeed, their antigenic analysis. 

The ultimate classification of any particular intestinal bacillus must 
rest upon specific serum agglutinations, antigen analyses and absorption 
tests. Such tests have differentiated from 60 to 70 varieties of bacilli in the 
‘“ Salmonella ” group alone. 

The foregoing bacilli are the common abnormal bacteria found in epidemic 
and chronic food poisoning. The list is not to be taken as in any way 
exhaustive. There are, for instance, bacilli giving the sugar reactions of 
the paratyphoids which do not agglutinate with the specific sera of the 
members noted above, nor yet with a mixed Salmonella serum as issued by 
the Oxford laboratory, and yet which are controlled by an autogenous 
vaccine. There is more than one variety of Morgan’s bacillus, and Castellani 
has described a Bact. pseudo-asiaticus, which ferments dulcite, specimens 
of which are occasionally found in the human stool in this country. Again 
there appears to be a group of “ late-lactose-fermenting ”’ bacilli, which give 
the reactions of the Salmonella group, and after a lapse of perhaps 48 hours 
lactose is fermented. Finally, there is a group which gives acid fermentation 
of glucose, mannite and dulcite, without gas, many of which are promptly 
controlled by the use of an autogenous vaccine. 

Joun Matraews. 


Pathology.—The post-mortem signs are those of an acute gastro-enteritis, 
with evidence of a general bacterial infection or toxemia. When diarrhea 
has been very severe, the tissues of the body may be shrunken from drainage 
of fluid. Rigor mortis sets in early. The stomach may show some redness 
from congestion, and, especially where vomiting has been severe, there may 
be small submucous hemorrhages. Much mucus is generally present, but 
the stomach contents are free from blood. The wmflammatory signs in 
the small intestines are usually more marked than in the stomach, which is 
an important distinction from chemical irritant poisoning, such as that 
caused by arsenic. The mucous membrane is swollen and congested, and the 
lymphoid follicles and Peyer’s patches often show marked swelling and 
congestion. The signs are often more marked in the ileum than in the upper 
part of the small intestine. The mucous membrane of the large intestine 
may be swollen and congested, and the lymphoid follicles much enlarged. 
The contents are liquid and may contain much mucus. Small submucous 
heemorrhages may occur in any part of the intestinal tract. The spleen is 
congested and soft, and in cases where infection with living bacteria has 
occurred, it may be enlarged. The liver and kidneys may show cloudy 
swelling or fatty degenerative changes. It is important to remember that in 
fatal cases of food poisoning the eeiae te morbid changes found post 
mortem may be very slight. Cultures made from the blood in the heart, 
from the spleen, and from the intestinal contents may reveal the presence 
of food-poisoning organisms. 

Symptoms.—Latent period.—The period which elapses between partaking 
of the contaminated food and the onset of symptoms may vary from a few 
hours to 3 or 4 days. Usually, however, the latent period is short, from 2 to 
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6 hours being common. The greater the amount of preformed bacterial 
toxins in the food, the earlier will be the appearance of symptoms. The latent 
period is influenced by other conditions. Thus, if the poisonous food is taken 
on an empty stomach, the symptoms will come earlier. Again, if the infected 
food is taken alone, the symptoms will occur earlier than if it is taken with a 
considerable amount of other wholesome food. 

The symptoms are of sudden onset, and in some cases a rigor may usher 
in the attack. The symptoms are usually those of gastro-enteritis, namely, 
furred tongue, severe abdominal pain and a rise of temperature, and often 
vomiting and purging. The stools are liquid and very offensive, and some- 
times contain mucus and blood. In severe cases there may be cramps in the 
calves of the legs, and collapse with heart weakness, and the patient may 
become cold and blue owing to the feeble circulation consequent on a state of 
extreme collapse. In some cases rashes appear of the type of “‘ erythema,” 
and in severe cases “ purpura.” Often the severe cases present the symptoms 
of bacterial infection of the blood (septicemia) and such complications as 
pneumonia or toxic Jaundice are then likely to occur. In some attacks of 
food poisoning, especially those due to contaminated fish, the toxins appear 
to act especially on the blood vessels, producing rashes with considerable 
swelling of the skin (erythema and urticaria), which are associated with fever 
and a furred tongue, though there may be but little or no diarrhcea and 
vomiting. In these cases, idiosyncrasy or allergy may play an important 

art. 

° Diagnosis.—The diagnosis is usually clear, from the sudden onset of 
typical symptoms a short period after taking contaminated food. A specimen 
of the stool should be taken for bacteriological examination in order to 
determine the presence of organisms of the Salmonella group, etc. A sample 
of blood should be taken for agglutination tests with organisms of the food- 
poisoning group, and the blood agglutination tests should be repeated after 
an interval of a few days, when a rise in the agglutination titre would be 
expected. It cannot be too strongly emphasised that the symptoms of 
bacterial food poisoning are almost identical with those of Saag by 
arsenic or antimony or other chemical irritant poison. An analysis of the 
vomit, feeces and urine for arsenic and irritant chemical poisons at once 
renders the diagnosis clear. 

Course and Prognosis.—In mild cases, the symptoms clear up in a few 
days and the patient is completely restored to health. Where there is an 
actual infection with living pathogenic organisms the illness may run a course 
similar to that of typhoid fever. Severe cases may present symptoms so 
acute as to resemble true cholera, and in these the prognosis is grave. 

Complications and Sequele#.—An attack of bacterial food poisoning 
may be complicated by the development of a specific disease, such as enteric 
or paratyphoid fever, owing to the living organisms of this disease being also 
present in the contaminated food. After an attack of bacterial food poisoning 
there is sometimes left a latent bacterial intestinal infection so that the 
patient, in addition to being a “ carrier” of disease, is liable to recurring 
attacks of enteritis from slight causes. 

Treatment.—PropHyLactic.—The importance of this has been already 

ndicated above. The greatest care should be taken in the avoidance of 
articles of food likely to be contaminated, and the efficient cooking of food 
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whereby any living bacteria present are destroyed is a great safeguard. After 
cooking, rigid care should be taken in the storage of food to prevent con- 
tamination. 

General treatment.—Rest in bed is essential. The diet should consist of 
oe a such as water, albumin water, dextrose 5 per cent. solution in normal 
saline, chicken broth or whey. Milk is often best avoided ; peptonised milk 
or citrated milk (2 grains of sodium citrate to the ounce of milk) diluted 
with an equal quantity of water may be given. The feeds should consist 
of 3 or 4 ounces of liquid every 2 hours, and to these 1 or 2 teaspoonfuls of 
brandy may be added with advantage. As the symptoms improve, the 
dietary is gradually increased. Hot applications to the abdomen are advis- 
able. Where there is much pain and diarrhea without collapse, the hypo- 
dermic injection of morphine 1s advisable. This may be given with advantage 
with atropine, e.g. morphine hydrochlor. gr. }, atropine sulph. gr.,},. Colon 
irrigations with 2 pints of normal saline are of alae in cases with diatrhwa 
and slight collapse. In cases with choleraic symptoms and marked collapse, 
subcutaneous or intravenous injections of normal or hypertonic saline should 
be given. (See Article on Treatment of Cholera, p. 120.) A mixture of bismuth 
and soda with hydrocyanic acid is of value in relieving the gastric irritation, 
and to control the diarrhoea bismuth salicylate in 10 or 16 grain doses is 
useful, 

The treatment of a case of food poisoning should be accompanied by 
periodical bacteriological investigations of the stools, and a case cannot be 
regarded as cured until three successive bacteriological examinations made 
at intervals of 2 or 3 days have shown freedom from infection with the 
pathogenic organisms of the disease. 

W. H. Wittcox. 


BOTULISM 


Synonyms.—Sausage poisoning, Allantiasis. 

Definition.—A rare, but very fatal form of poisoning due to the effect on 
the nervous system of the toxins of the Bacillus botulinus. Botulism belongs 
to the food-poisoning class of disease, but differs from the old conception of 
ptomaine poisoning, in which the actual poison was supposed to be altered 
food product, on the one hand, and from the bacterial food poisonings, in 
which an actuel infection is transmitted, on the other hand. Ptomaine 
poisoning has now only historic interest, and the bacterial food poisonings 
fall into the group of infections known as enterica, in which a period of incuba- 
tion is Involved, and more or less symptoms of gastro-enteritis occur. Botul- 
ism depends upon the ingestion of a certain minute quantity of preformed 
toxin, and in no way upon the introduction of the bacillus or spores thereof. 

Bacteriology.—B. botulinus is a large gram-positive bacillus, 4-9 p 
long by 0-9-1-2 » broad. It stains well with ordinary dyes, but tends to 
lose Gram’s stain if care be not taken. It possesses flagella, and is slightly 
motile. It forms terminal or sub-terminal spores, especially, in the case of 
most strains, at a temperature between 20° and 25° C. Likewise the optimum 
temperature of growth for most strains is between 20° and 30°. The bacillus 
is a strict anaerobe, and will only grow in slightly alkaline or neutral media. 
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In deep stab culture growth occurs as a thin whitish streak, not reaching to 
the surface ; later the medium is cracked by the abundant formation of gas. 
With strict anaerobiosis the organism grows well on the ordinary media. 
Gelatine is liquefied. There are two types, Aand B. They are readily separ- 
ated by the fact that chickens are susceptible to type A only. Three different 
strains are named. They are the Boise (type A), the Nevin (type B), and the 
Memphis (type A). Type A is more common on the Pacific Coast of America, 
while type B is more common in the Eastern States, and in Kurope. The 
strains differ in their behaviour to heat. Most strains are killed by boiling, 
but the Boise strain can survive boiling for an hour, and consequently steam 
pressures are necessary to sterilise adequately food products contaminated 
therewith. The toxins of the various strains all seem to be destroyed by 
temperatures slightly less than 80° C., the Boise strain toxin being destroyed 
by 10 minutes at 73°C. The toxicity of the toxin can be so high that 0-0001 
c.c. of the filtrate of a culture grown at 35° C. proved lethal to a guinea-pig 
of 350 g. The Boise strain also differs from the others in that it grows best 
at or about body temperature, and has a characteristic odour. 

Symptoms.—There being no incubation period, there are no symptoms 
prior to the onset of the dizziness and diplopia that constitute the first signs 
of the involvement of the cranial nerves, Occasionally there are some 
abdominal pains, accompanied by vomiting, and there is some weight in the 
suggestion that the vomiting denotes an unusually heavy dose of toxin, for 
vomiting usually presages a fatal termination. Other cranial nerves are 
gradually affected, the larynx becomes involved and speech may be lost, and 
later respiration and the heart’s action become affected, by reason of the 
involvement of the spinal accessory and vagus. Consciousness is not lost. 
Obstinate constipation is the rule, in sharp contrast to the diarrhea usually 
associated with enterica. Botulism differs from encephalitis lethargica in that 
there is an entire absence of the somnolent state characteristic of the latter 
condition, while the absence of fever differentiates it from anterior polio- 
myelitis. 

Prognosis.—This is very grave, the mortality being more than 50 per 
cent. In some outbreaks, for instance that of Loch Maree, every case proved 
fatal. Death may take place in 36 hours, or may be delayed for a week. 

Treatment.—Antitoxin given experimentally with toxin prevents the 
fatal effect of the latter. In practice, antitoxin treatment will only be available 
for use in the later or less severe cases of an outbreak. Measures to promote 
elimination of toxin are called for, but are handicapped by the obstinate 
constipation. Alcohol appears to have a distinct effect in “ denaturing ” the 
toxin, and may, therefore, be given freely, partly for this effect and partly 
for stimulation. Strychnine should also be given. Ether anssthesia is said 
to delay fixation of toxin by the tissues, and if so it might be usefully em- 
ployed while antitoxin was being procured. Some relief from the mental 
distress due to the absence of unconsciousness would also accrue. 


JoHN MATTHEWS. 


SECTION VI 


DISEASES OF METABOLISM 


BASAL METABOLISM 


By basal metabolism is meant the metabolism of an individual when he is 
lying down in as complete a condition of rest as possible, and has taken no 
food for 14 hours—the post-absorptive state. 

Basal metabolism is increased by the intake of food, and the amount 
and nature of the food determines the amount of its increase. Exercise 
also increases metabolism, and considerably so. In order to obtain an 
accurate estimate, certain precautions are therefore necessary. It is custom- 
ary to prescribe a light evening meal some 14 hours before the test, and to 
make the subject lie down, with the muscles in complete relaxation, for 
half an hour. The actual estimation may be performed in two ways, namely, 
by the direct method and by the indirect method, the latter being easier 
but not so accurate. In the direct method, the air which is breathed out 
under the standard conditions is collected in a Douglas bag for 10 minutes 
and the total volume measured. The amounts of carbon dioxide and oxygen 
present are estimated by means of a Haldane gas analysis apparatus. By 
this means the Respiratory Quotient (R.Q.), z.e. the ratio of the volume of 
carbon dioxide given out to the volume of oxygen taken in, and the amount of 
oxygén used may be determined with great accuracy. In the indirect method, 
the subject breathes oxygen which is in a closed system for 10 minutes. 
The carbon dioxide formed is absorbed with soda lime, and the oxygen 
which has been used is calculated from the amount of gas which has dis- 
appeared from the system. The surface area of the body in square metres 
is then estimated from the weight and height of the patient by means of 
the nomograph (Fig. 7). The amount of oxygen which has been used 
by the patient is then expressed in terms of one square metre of body surface 
per minute. The next step may be done in one of two ways. (1) The amount 
of oxygen per square metre of body surface is compared with the amount 
of oxygen which an average subject of the same age and sex consumes (see 
Table T). (2) The number of heat calories which the oxygen would give 
when burnt under standard conditions is ascertained from the tables of 
oxygen values, and this result is compared with the calories per square metre 
of body surface which an average subject of the same age and sex would 
consume (see Table II.). The final result in either method is expressed as 
plus or minus z per cent. as compared with the average values in the case of 
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Fie. 7.—Bootusy anp SANDIFORD’s NOMOGRAPH. 


The weight in pounds or +e,“ agree is shown on Scale I. The height in inches and centi- 
metres is shown on Scale TI. The surface area in square metres is shown on Scale JIJ, 
The normal standard calories per square metre of body surface per hour are shown on 
Scale IV. The total calories per diem are shown on Scale Y. 

Directions.—Keep the chart flat. Use a flexible ruler with a straight edge, or a strip 
of stiff paper, such as a postcard. (A) Locate the ition of the weight and Hay on 
Scales I. and II. respectively, Apply the straight edge of the ruler, and note where it cuts 
Scale ITT. Read the figure on Scale [1]I., which will give the surface area of the body in 
aquare metres. (B) Locate the surface area on Scale ITI., and the normal standard calories 
per square metre per hour for the age and sex of the subject on Scale IV. Apply the 
straight edge of the ruler. and see where it cute Beale V. Read this figure, which gives the 
total! basal calories per 24 hours. 

Large scale nomo: ha may be obtained from W. B. Saunders Co., West Washington 
enue: Philadeiphis, U.8,4., or from H. N. Elmar, 1641 Monadnock Buildings, Chicago, 
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It is accepted that the subject is normal if the figure lies within the 
limits of plus or minus 10 per cent. Important variations occur when the 
thyroid is affected. If the gland is atrophied or absent (myxcedema), the 
basal rate may be as low as minus 40 per cent.; while if it is overactive 
(exophthalmic goitre), the basal rate may be very high, varying from plus 
15 to 20 per cent. to 100 per cent. or even more. In starvation and severe 
undernutrition, the basal rate will be below minus 10 per cent. 


STANDARDS 

TaB_E I.—Average Amounts of oie Taste I].—Average Calories per hour 
per min. per square metre of y per square metre of body surface 
surface (Du Bois). (Du Bois). 

Age. Males. Females. 

Cubio Centimetres of Oxygen. Age. Males, Females. 

12-13. : . 172 — 14-16 . : . 46-0 43-0 
14-16. ‘ . 159 148 16-18 . . 43:0 40-0 
16-18. . 148 138 18-20 . : . 41-0 38-0 
18-20 . . 142 131 20-30 . » 39-5 37-0 
20-30 . . . 136 128 30-40 . ; . 39:5 36-6 
30-40. . 136 126 40-50 . . 38-5 36-0 
40-50. . 133 124 50-60 . . 37-5 35-0 
50-60 . . 129 121 60-70 . . 36-5 34:0 
60-70 . ; . 126 117 70~80 . . 35:5 33-0 
70-80 . : . 122 114 


ACIDAIMIA, ALKALAMIA, AND ALLIED CONDITIONS 


Definitions.—Acide@mia signifies that there is an increase in the H-ion 
concentration of the blood. This may be due to an increase in the amount 
of CQ, in the blood, or to an increase in the fixed acids of the blood. In the 
latter case, the acid unites with the bases and lowers the amount of CO, 
which can be carried in the blood. The name aczdosts has been applied to 
this latter condition, but it has given rise to so much confusion that it 1s 
better to abandon the name altogether, and to speak of a decrease in the: 
alkali reserve of the blood. Alkale@mia signifies that there is a decrease 
the H-ion concentration of the blood. The name alkalosis has been used to 
describe the conditions in which there is an increase in the alkali reserve 
of the blood, but, for the same reason as for acidosis, it would be better 
to drop the name altogether, and to speak of an increase in the alkali 
reserve. 

Physiology.—The reaction of a fluid is best expressed in terms of the 
concentration of the H ions. It is known that the H and OH ions react 
in accordance with the equation (H)x(OH)=(H,O), and that the equilib- 
rium reached obeys the law of mass action. This is expressed as follows: 
LOT =K. The brackets signify concentrations and K is a constant, 

: which is dependent on the temperature. Since the mass of the water is 
enormously greater than the mass of (H) and (OH) ions, (H,O) mee be re- 
garded as a constant, and the equation may be written in a simpler form 
(H)x(OH)=K. The constant K is called the dissociation constant of 
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water, and at 15° C. has the value of 10-1414, — If a solution is neutral, the 
eoncentration of H and OH ions will be equal, z.e. (H) =(OH) =10-*-%, since 
(H) x (OH) = 10-2414, An acid solution has a greater concentration of H ions 
than OH ions, and it follows from the equation that an increase in the con- 
centration of the H ions results in a decrease in OH ions, since K is a constant. 
It is inconvenient to express (H) as a negative and fractional power of 10, 
and Sérensen has introduced a notation which avoids this difficulty. Since 
(H) =10-7-7, ~7-07 is, by the definition of the term logarithm, the log. of 
the H-ion concentration of water. Sdérensen disregarded the negative sign 
and called the numeral 7:07 the pH value of water. It follows from this 
that as the pH value of a fluid increases, the H-ion concentration and, there- 
fore, the acidity diminishes, because a large negative number is actually 
smaller than a small negative number. Ifa fluid has p H=7-07 it is neutral, 
like water ; if it has pH =1 it has the acidity of decinormal hydrochloric acid ; 
while if pH =13-2 it has the alkalinity of decinormal caustic soda. Normal 
blood has a pH which is slightly alkaline, and lies between 7-34 and 7-47 b 
the Hydrogen Electrode Method and 7-64 and 7-72 by the Indicator Method. 
The figures for the Hydrogen Electrode Method will be used in this 
article. | 

It is very easy to change the reaction of a fluid like water, which only 
contains H and OH ions. Blood, however, is a very complex fluid, since it 
contains salts of weak acids, such as the acid and alkaline phosphates, and 
sodium bicarbonate, which, together with the hamoglobin and proteins, act 
as “ buffers’ and prevent the reaction of the blood being easily changed. 
Further, other regulating mechanisms are at work, since urea can be split 
up into carbon dioxide and ammonia; the former can be excreted by the 
lungs, while the latter can be used to neutralise an acid. The kidney can ex- 
crete acid or alkaline salts which may be in excess, and thus help to keep the 
reaction of the blood constant. Much attention has been paid to the regula- 
tion of the blood by means of the sodium bicarbonate and carbon dioxide. In 
this process, the respiratory centre plays a very important rdle, since, if it is 
damaged in disease or by drugs, such as morphine, the regulating mechanism 
is upset. When a fluid contains only weak acids and their salts, the H-ion 
concentration varies according to the equation (=F EG0) xK, when K 
is a constant, and the brackets signify concentrations. If there is an Increase 
in the H-ions of the blood, there must be an increase in the size of the fraction 





NaHCO since the value of K does not alter. The increase can be made in two 
3 

ways, namely, either by decreasing the amount of NaHCO,, or by increasin 
the H,CO,. If, on the other hand, the H-ion concentratiom is decreased, 
can be kept constant, either by increasing the amount of NaHCO,, or by 
decreasing the H,CO,. The amount of NaHCO, present in the blood is termed 
the alkali reserve. This is estimated by measuring the CO, present in the blood 
or plasma which has been exposed to CO, at a pressure of 40 mm. of Hg. 
(Van Slyke’s method). The figure for normal blood lies between 40 and 55 vols. 
per 100 c.c., while that for plasma, which is’ the one usually estimated, is « 
55-70 vols. per 100 c.c. of blood. The estimation of the CO, in the alveolar 
air is also of assistance, since in health the CO, is present at the same tension 
in the blood and alveolar air. When the alkali reserve is reduced, there will 
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also be a decrease in the percentage of CQ, in the alveolar air, from the usual 
figure of 5 per cent., which will keep the fraction (H3CO3) constant, and so 


(Wo TMM \ 


prevent any change in the pH. This will necessitate an increase in the volume 
of the respiration, as the same amount of CO, will be excreted under similar 
conditions of exercise and food. The increased depth of respiration is seen in 
the “ air hunger ”’ of diabetic coma. 

Acidemia.—This may be due to: 

(1) A considerable increase in the H,CO, of the blood together with a 
smaller increase in the alkali reserve. This occurs in morphine poisoning, 
since the respiratory centre is depressed and thus rendered insensitive to a 
small concentration of H,COs. 

(2) An increase in the H,CO, of the blood, with little or no change in the 
alkali reserve. This occurs in emphysema, bronchitis, asthma and other 
causes of bronchial obstruction, in which there is difficulty in getting rid 
of the CO, from the blood. 

(3) A decrease in the alkali reserve, with little or no change in the H,COg. 
This condition may be due to many causes. The simplest are the administra- 
tion of acids and acid salts, such as calcium chloride and ammonium chloride. 
In uremia the condition is the result of the inability of the kidney to excrete 
acid salts. In diabetic coma and in the carbohydrate starvation which is 
found in cyclic vomiting, pernicious vomiting of pregnancy, and the vomiting 
due to chloroform or ether answsthesia, the resulting res is responsible for 

COH 


the acidemia. It is believed that the enolic group | of aceto-acetic acid 
CH 


stimulates the respiratory centre. Acidemia of this type is also met with 
in gastro-enteritis. In all these conditions there is an increase in the depth 
of the respiration, most marked in diabetic coma (air hunger), but may be very 
striking in the other conditions. The pH of the blood may rise to 7-25 or 7:3, 
and the alkali reserve may fall to 30 or 25 vols. of CO, per 100 c.c.; and the 
pate of CO, in the alveolar air may be reduced to 2 or 1°5 Per cent. 

the vomiting is very severe and the ketosis slight the patient will develop 
an alkalosis. | 

Alkalemia.—This is the opposite of acidemia, and may be due to: 

(1) A considerable increase in the alkali reserve, with little or no increase 
in the H,CO, of the blood. This may be the result of the administration of 
large doses of alkali, as in the treatment of gastric ulcer. The symptoms in 
this case are loss of appetite, severe headache, irritability, restlessness and 
tetany. The condition may also arise if a patient suffers from severe vomiting, 
without ketosis, as in pyloric obstruction or high intestinal obstruction, and 
in young children with hypertrophic pyloric stenosis, In such the symptoms 
are due to the loss of the hydrochloric acid and sodium chloride present in the 
vomit, which outweighs the tendency towards acidsemia produced by the 
ketosis, and has most effect when, for some reason, ketosis has not occurred. 
In all these conditions the kidneys may fail to excrete urea and other sub- 
stances, and the patient may die of uremia, although the organs are not 
obviously discaaot The alkali reserve is high, and may be 80 or 90 vols. of 
CO, per 100 c.c. of blood, while the pH of the blood is less than 7-5. 

(2) A decrease in the alkali reserve with a considerable decrease in the 
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H,CO, of the blood occurs in people who live in high altitudes. They are often 
cyanosed because the blood is anoxwmic. If an individual ascends quickly, he 
will at first suffer from dyspnoea as well as cyanosis. The lack of oxygen causes 
deeper respiration, and more carbon dioxide is washed out of the blood. In 
the attempt to compensate for this change, the kidney excretes less acid and 
more ammonia, and the urine becomes alkaline. The loss of alkali causes a 
decrease in the alkali reserve, and at first suggests that an acidemia exists, 
but the fall in the pH is conclusive proof that the loss of CO, is greater than 


. (H,CO,) 
that of alkali (BHCO,) 


gradually rises to normal, although the cyanosis still exists. 

Diagnosis.—This can only be made with certainty by employing the 
more accurate methods for determining (1) the H-ion concentration of the 
blood (Hastings and Sendroy), (2) the alkali reserve of the blood (van Slyke), 
(3) the alveolar CO, (Haldane and Priestley, Hasselbach, Fridericia), (4) 
the reaction of the freshly passed urine, (5) the amount of aceto-acetic acid 
and ammonia in the urine, and (6) the amount of sodium bicarbonate which 
is necessary to make the urine alkaline. (In health a dose of 5 g. is sufficient 
to make the urine alkaline for a short while.) 

Prognosis.—This depends almost entirely on the nature of the disease 
causing the condition. 

Treatment.—This should be directed to removing the cause of the 
sondition. The treatment of the ketosis which occurs in diabetes is described 
on p. 427. In acidemia, sodium bicarbonate, 31 (4 g.) 4-hourly, should be 
given together with dextrose 1 oz. (25 g.) 4-hourly, with an abundance of 
water ; in severe cases it is better to give 600 c.c. of a mixture of 2 per cent. 
sodium bicarbonate and 10 per cent. dextrose intravenously. The treatment 
should, if possible, be controlled by estimations of the alkali reserve. Small 
doses of insulin, 10 to 20 units, may be of assistance. The bowels should be 
kept well open. 

In alkaleemia, all alkalis should be stopped and acid sodium phosphate, 
gr. 80 (2 g.) 4-hourly, should be prescribed, besides sugar and water, a8 in 
acidemia ; in severe cases it is better to give 600 c.c. of a mixture of 10 pet 
cent. dextrose intravenously. Here also treatment should, if possible, be 
controlled by estimations of the alkali reserve. 


As the patient becomes acclimatised, the pl 





DIABETES MELLITUS 


Diabetes mellitus is a disease in which the metabolism of carbohydrates, 
together with that of proteins and fats, is disturbed. The obvious signs of 
this are the presence of sugar and acetone bodies in the urine. 

fEtiology.—(a) Prepisrosine Causrs.—Diabetes is more common among 
Jews than Gentiles, and in Frankfurt 31-5 per cent. of the cases were of 
Jewish descent. It is also very common in a mild form among the natives of 
India and Ceylon. Heredity undoubtedly plays some part, as many members 
of a family may be affected. This can partly be explained as being due to 
the same excesses of diet, especially when the disease develops late in life. 
But this cannot explain ail the cases, especially those which ooour among the 
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younger members of the family. The familial form is sometimes very mild, 
but may be very severe. Joslin obtained a history of heredity in 13 per cent. 
of his cases. The inheritance of diabetes is probably a recessive char- 
acteristic. On this hypothesis, if two diabetics marry 100 per cent. of the 
children should develop diabetes, but so far only 8 out of 32 children, or 25 per 
cent., have done so ; if a diabetic marries someone whose near relations have 
diabetes, 40 per cent. of the children should develop the disease, but only 48 
out of 475 children, or 10 per cent., have been affected ; and if two people 
whose near relations have diabetes marry, 16 per cent. of the children should 
become diabetic, but only 98 out of 2309 children, or 2.4 per cent., have had 
the disease. The discrepancy between the anticipated and observed figures is 
due to the short period in which the patients have been observed, as many 
of them may develop the disease in old age. (White and Pincus.) Cases 
of diabetes in husband and wife occur occasionally, but this is probably 
due to similarity of living and not to contagion. The disease is more 
common among males than females, It is commoner between the ages 
of 40 and 60; these two decades contained 48 per cent. of Joslin’s cases, 
while only 7 per cent. of the cases occurred between the ages of 20 and 40, 
and 4 per cent. were under 20. 

(6) Excitrna Causes.—The disease is often present among elderly people 
who (1) take an excess of carbohydrate foods and sugar, (2) are considerably 
overweight, (3) have a blood pressure which is considerably raised, and (4) are 
subject to great anxieties. But the exciting cause of the acute disease which 
ig seen in young people is quite unknown. 

Pathology.—-The blood normally contains sugar, and the amount varies 
in health between 80 and 120 mg. per 100c.c. The total amount of sugar 
in the blood of a man weighing 65 kilos, or 10 st. 3 Ib., would be 4 to 6 g, 
assuming that the total volume of the blood is ,4,th of the body-weight, 1.e. 
5000 c.c. The percentage amount of sugar in the blood remains fairly 
constant, so long as no food is eaten. A dose of 50 g. of dextrose will 
cause a rise in the blood sugar in the arterial blood, from 100 to 150 to 
180 mg. per 100 c.c. The change may be evident in 10 minutes, and 
usually reaches its maximum in 30 minutes. The sugar returns to its original 
level in a variable time—60, 90, 120 minutes, depending on the individual 
(Fig. 8). The sugar in the venous blood, after a carbohydrate meal, is 
about 20 mg. less than that in the arterial blood. Provided that the 
blood sugar does not exceed 180 to 200 mg. per 100 c.ec. in the arterial 
blood, no sugar is excreted in the urine; but this again 1s a variable factor, 
as some people pass sugar at a considerably lower level than 180 mg. 
per 100 c.c., whereas others do not although the blood sugar rises to 250 to 
300 mg. per 100 c.c. A carbohydrate meal produces a similar effect, 
but the rise is usually slower and more sustained. Protein does not cause 
any rise in the blood sugar of healthy people, but it does so in diabetic 
patients, . 

Some of the sugar which is eaten is burnt at once as the respiratory 
quotient approaches 1 after the dose of sugar, but the greater part of it 
must be stored, either in the liver or muscles. A healthy adult can usually 
eat 100 to 200 g. of pure dextrose without causing any glycosuria, but the 
individual variations are great. 

In the mild cases of diabetes the blood sugar when fasting may be within 
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normal limits, but a dose of 50 g. of dextrose will raise the blood sugar 
from 120 mg. per 100 c.c. to above 200 mg. per 100 c.c. The maximum 
height may be reached in 1, 2 or 3 hours, and then the blood sugar returns 
slowly to its original level (Fig. 9). Sugar is excreted in the urine all the 
time the blood sugar is above the threshold of the kidney for the individual, 
which may be 180 mg. or 200 mg. per 100 c.c. In the more severe cases 
the blood sugar is always above the threshold, and sugar is excreted through- 
out the day. In these cases there is a decrease in the power of burning 
sugar, and the respiratory quotient does not approach | after a meal, and 
may be below 0-8. When the carbohydrate metabolism is seriously upset, 
proteins also cause a rise in the blood sugar, as 58 per cent. of the protein 
molecule is burnt as sugar. The thirst of which the patient complains is 
due to the excretion of the sugar, as apparently this cannot be excreted 
without a good deal of water. 

When the sugar cannot be burnt properly, the metabolism of fat is also 
upset, and the fatty acids, aceto-acetic acid, 8-oxybutyric acid, and acetone, 
are excreted in the urine. These are incomplete products of fat metabolism, 
and cannot be burnt completely in the absence of a certain amount of sugar 
metabolism. The amount of acetone excreted in the urine is very small ; 
the aceto-acetic acid forms about 30 per cent. and 8-oxybutyric acid 70 per 
cent. of the total acetone bodies if these are present in large amounts. Thi 
condition is now called ketosis, instead of acidosis, as usually there is no 
change in the H-ion concentration of the blood. 

The amount of carbon dioxide in the alveolar air is usually over 5 per cent. 
in healthy persons, but it is reduced when ketosis is present (Beddard. 
Pembrey & Spriggs, Poulton). It may fall below 3 per cent., but this does 
not mean that the patient will pass into coma at once, but only that the 
condition is serious. If it falls below 2 per cent., the patient is usually 
comatose and is unlikely to recover unless insulin is injected in adequate 
amounts. The poisonous substance is probably aceto-acetic acid, acting 
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respiratory centre (Hurtley and Trevan). The alkali reserve of the blood 
plasma is much reduced in severe cases and may fall from the normal 55 to 70 
vols. per cent. to below 20 vols. per cent. 

The sugar metabolism is controlled by the internal secretion of four 
glands, namely, that of the islands of Langerhans, this being opposed by the 
ie rs gland, the thyroid gland, and the posterior lobe of the pituitary 
gland. 

The islands of Langerhans.—The relation of the pancreas to the metabolism 
of sugar has been recognised ever since von Mering and Minkowski, in 1889, 
showed that complete removal of the gland caused glycosuria and death of 
the animal. If, in a dog, the remnant be }th to ith of the whole gland, mild 
diabetes occurs; if less than ith, severe diabetes results (Allen). The 
pancreas is made up of two glands :—(1) the acinous portion, which secretes 
the pancreatic juice through the pancreatic duct. It has no action on the 
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sugar metabolism, since if it is entirely destroyed as a result of ligaturing the 
duct and replaced by fibrous tissue the sugar metabolism is quite unaffected 
so long as the islands of Langerhans are intact. (2) The islands, first 
described by Langerhans in 1869, are now recognised as definite entities, 
forming about +jy part of the, whole pancreas, and having an abundant 
blood supply. They contain three kinds of cells, called alpha, beta and gamma 
cells, which contain granules in their protoplasm as in the case of the gland 
cells of other organs. The alpha cells form about $rd, and the beta about 
8rds of the islands, while the gamma cells are few in number. The granules 
in the alpha cells stain differently from those in the beta and gamma cells, 
and these again stain differently from those in the acinous portion. Hence, 
if the tissues are fresh, the three kinds of cells in the islands can easily 
be distinguished from each other. When the surviving islands of a partially 
depancreatised dog are overworked by excessive sugar or carbohydrate 
feeding, only the beta cells are affected. The granules gradually disappear 
and a vacuole appears (hydrops of the cell). This process may continue 
until the cell finally consists of a large vacuole, with the nucleus flattened 
against one side, whilst all the granules have disappeared. Finally the cell 
breaks up and disappears. If the process is continued long enough the 
island will consist of alpha and gamma cells alone, and will be much smaller 
than usual. These experiments prove that it is the beta cells which control 
the sugar metabolism. The action of the alpha and gamma cells is unknown. 
The internal secretion of the beta cells had never been isolated until, in 1922, 
Banting, working with Best, succeeded in preparing an extract which had 
the power of lowering the blood sugar of a depancreatised dog, and of pro- 
longing its life considerably. At first it was necessary to destroy the acinous 
portion of the pancreas by ligaturing the duct thitteen weeks before the 
extract was made, but now the extract is made from the fresh gland. 
Properties of insulin.—The extract of the islands of Langerhans is called 
insulin. It has been prepared in crystalline form, and 1] mg. contains about 
25 units. Its constitution is not known, but the molecule must be very 
complex since it contains 23-24 tyrosine groups as well as some sulphur atoms. 
It has considetable capacity for binding acids, for it forms salts with hydro- 
chloric acid, and has a greater capacity for binding bases. It is destroyed by 
pepsin, trypsin and alkalis, and therefore cannot be absorbed from the 
alimentary canal. Insulin enables the blood sugar to be kept within normal 
limits, and the liver and muscle to contain plenty of glycogen, so that the 
respiratory quotient will be about 1-0 and the fat correctly burnt. If insufficient 
insulin is present, the blood sugar will be increased in amount; the liver and 
muscles will contain little glycogen, the respiratory quotient will be about 0-7 ; 
and the urine will contain sugar and also acetone bodies, as the fats cannot 
be correctly burnt under these conditions. If there is excess of insulin the 
blood sugar will be small in amount; the muscles will contain plenty of gly- 
cogen, but the liver will contain very little. The precise way in which insulin 
acts is not yet understood, as it has no action on dextfose outside the body. 
The potency of insulin is estimated by its power to lower the blood sugar 
of a healthy fasting rabbit or mouse to a4 certain level. The amount of insulin 
which lowers the blood sugar of a healthy fasting rabbit weighing about 2 kg. 
to 45 mg. per 100 c.c. in 2 hours is termed 2 units, and this represents about 
0-04 mg. of the pure product. All the insulin prepared in this country 
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has been carefully tested under the supervision of the Medical Research 
Council. It is dissolved in acid solution containing 05 per cent. of tricresol, 
and is of such a strength that 1 o.c. contains 20 units, 40 units (double 
strength), or 80 units (quadruple strength). It is put up in rubber-ospped 
bottles, and does not deteriorate éven in hot climates. 

If too big a dose of insulin is given to a rabbit, the blood sugar will fall 
below 45 mg. per 100 o.c. and the animal itiay have convulsions and die. 
These symptoms oan be relieved at once by the subcutaneous injection of 2 
or 3 g. of sugar, unless the dose of insulin tne been very large. Adrenaline, 
1 in 1000, 0°83 ac. (min. 5), or pituitary (posterior lobe) extract, 5 units 
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Fra. 10.—Figuré showing the effect of a dose of insulin on the blood sugar and 
urine suger of a diabetic patient. 


(O°6 c.c.), will also relieve the symptoms at once. In human beings insulin 
acts in @ similar manner, and if sufficient insulin is administered the blood 
sugar is always lowered. A dose of 5 to 10 units will lower the blood sugar of 
a healthy fasting adult of about 65 kilos to about 50 mg. per 100 c.c., but 
usually does not cause any symptoms of hypoglycemia. -Human beings, 
considering their much greater weight, are, therefore, much more sensitive 
to insulin than a rabbit. 

When the blood sugar is taised, as in diabetes, the insulin causes a similar 
decrease in the blood sugar provided that @ sufficient amount has been given. 
The extent to which the blood sugar is lowered varies in every patient and no 
definite law can be stated. The maximal decrease (Fig. 10) occurs about 
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3 to 6 hours after the dose, depending on the size of the dose of insulin, and 
may persist for about 10 hours, and after that the blood sugar begins to rise 
again. If the level of the blood sugar was above the threshold of the kidne 
for sugar the urine will contain sugar, but as soon as the blood sugar falls 
below the threshold the urine will not contain any sugar. If the urine is 
collected every hour and tested for sugar, it is possible to determine whether 
the blood sugar has fallen below the threshold or not. If the blood sugar 
is lowered to about 50 mg. per 100 c.c., there may be symptoms due to the 
hypoglycemia ; but there is no definite level at which all patients develop 
symptoms, since some patients may feel quite well at this level whereas 
others, especially those who have had a high blood sugar for a long time, 
may experience severe symptoms although the blood sugar is 90 mg. or even 
140 mg. per 100 c.c. The mild symptoms due to hypoglycemia are a feeling 
of inertia, profuse sweating, tremor of the hands, and abdominal pain re- 
sembling hunger pains; and sometimes mild delirium and tachycardia may 
be observed. Rather more severe symptoms are numbness of the hands, 
face and tongue, diplopia and difficulty in articulation. Severe symptoms 
are: (1) A state of unconsciousness resembling a deep slumber from which 
the patient cannot be roused—the skin is usually very pale and the eyeball 
tension is raised. (2) Fits which may resemble epileptic fits; these occur 
chiefly in young children and only rarely in adults. (3) A state of inco- 
ordination of the muscles resembling locomotor ataxia. 

The mild symptoms are easily relieved by a little cane or barley sugar, 
orange juice, tomato juice, or some of the ordinary food of the diabetic patient, 
provided that it is given as soon as the symptoms appear. The more severe 
symptoms are relieved at once if a sugar solution is drunk. If the patient is 
unable to swallow, adrenaline, 1 in 1000, 1 c.c. (min. 15), or pituitary (posterior 
lobe) extract, 10 units (1 c.c.) will usually relieve the symptoms at once, but 
if the patient is deeply unconscious, 50 g. (2 oz.) of cane sugar or dextrose 
should be given through a stomach-tube, or 2 oz. of dextrose per rectum, or 
10-20 c.c. of a 25 per cent. solution of dextrose (2°5-5 g.) intravenously, in 
the case of the last, followed by dextrose by mouth as soon as the patient 
is able to swallow. 

Adenoma and adeno-carcinoma of the tslands of Langerhans.—Tumours 
of the islands of Langerhans are very rare, but give mse to characteristic 
symptoms. They secrete excess of insulin and produce the symptoms of 
hypoglycemia, which may be mild or very severe. The onset is usually a 
gradual one. The symptoms at first may be mild or severe. The attacks 
gradually become more frequent, even once or twice each day, and more 
severe. They can be relieved by eating sugar, and the patient may discover 
this for himself. The diagnosis is made by estimating the blood sugar at 
frequent intervals throughout the day. The fasting value of the blood 
sugar may be less than 75 mg. per 100 c.c., and may be as low as 25 mg. 
per 100 c.c. The blood sugar may reach its lowest level many hours after a 
meal. The level at which symptoms of hypoglycemia occur varies greatly, 
and in one case the blood sugar was 25 mg. per 100 c.c., although no symptoms 
were present. A mild attack may be prevented by giving abundant carbo- 
a heathy throughout the day. When the attacks are severe, the pancreas 
should be explored, in the hope of finding a tumour which can be removed. 

The suprarenal gland.—The internal secretion of the medulla of this gland, 
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called adrenaline, has a definite action on the sugar metabolism. If it is 
injected subcutaneously an increase in the blood sugar occurs, and glycosuria 
may occur if the level of the blood sugar is above the threshold of the kidney. 
An increase in the blood sugar also occurs when the splanchnic nerves are 
stimulated, and if the floor of the fourth ventricle is punctured, provided that 
the di teak glands are intact. Fear and excitement may also cause 
hyperglycemia and glycosuria, e.g. Macleod’s football players. It acts as an 
antidote to the excessive action of insulin. The gradual destruction of the 
suprarenal in Addison’s disease reduces the level of the blood sugar slightly, 
and may cause attacks of hypoglycemia, but an injection of adrenaline 
increases the blood sugar in the usual manner. 

The thyroid gland.—This has some influence on the sugar metabolism, since 
the sugar tolerance is lowered when the gland is active, as in exophthalmic 
goitre, or if too much thyroid is-administered. When there is atrophy of 
the gland, as in myxcedema, the sugar tolerance is increased. 

The pituitary gland.—This gland plays an important part in the physiology 
of sug:r metabolism. Houssay has shown that when the whole gland is 
removed from a dog and, on a subsequent occasion, the whole of the pancreas, 
hyperglyceemia and glycosuria do not occur, and the animal remains well. 
If afterwards an injection of an extract of the anterior pituitary gland is 
given to the dog, hyperglycemia and glycosuria appear. Ifa healthy dog is 
given injections of the anterior pituitary extract, hyperglycemia and glyco- 
suria appear but tend to decrease in spite of daily injections of the extract. 
If the dose is then doubled, the hyperglycemia returns but again tends to 
decrease. When the dose has been doubled 3 or 4 times, the dog develops 
a permanent hyperglycemia although no further injections are given (Young). 
The dog’s condition differs somewhat from that caused by the complete 
removal of the pancreas, as the animal remains well and ketosis does not 
develop. The dog eventually dies if no insulin is given, but responds to its 
administration and seems very well. The pancreas of a dog which has died 
usually shows widespread areas of fibrosis of the islands of Langerhans. The 
hyperglycsemia which occurs in some cases of acromegaly is probably due to 
an over-activity of the anterior lobe, and it is possible that this plays an 
important part in the causation of other cases. 

Pituitrin, which is stored in the posterior lobe of the gland, has an import- 
ant action in stabilising the level of the blood sugar. It prevents adrenaline 
causing an excessive rise of the blood sugar and also insulin causing an 
excessive lowering of the blood sugar. The injection of 10 units (1 c.c.) of 
pituitary (posterior lobe) extract is of great value in treating hypoglyceemia. 

Morbid Anatomy.—The pancreas does not show any macroscopic changes. 
Microscopically it may show fibrosis around the islands of Lan erhans (Opie). 
If the pancreas is fairly fresh, the finer changes, hydrops of the cells and 
absence of Bensley’s specific granules and fibrosis, are present in 25 per cent. 
of cases. Well-marked fibrosis and deposition of tron are seen in cases 
of bronzed diabetes, both in the liver and pancreas. Evidence of syphilis 
may be present ; Warthin found it at autopsy in 13 out of 14 cases, but in 
my experience it is rarely seen during life, only 3 out of 60 exhibiting the 
Wassermann reaction. The heart is usually nas and occasionally shows the 
vegetations of infective endocarditis. The lungs may show the changes of 
broncho-pneumonia, lobar pneumonia or tuberculosis. If there have been 
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nervous symptoms during life, there may be definite changes in the spinal 
cord, such as sclerosis of the posterior columns, There is no change in the 
sympathetic ganglia or in the pituitary gland. Atrophy or hypertrophy of the 
subcutaneous tissues may be seen at the site of the inaulin injection. 

LipaMia.—tIn severe and advanced cases of diabetes the blood contains 
an excess of fat, either fatty acids or cholesterol. On separation of the 
corpuscles the plasma or serum has a pearly white appearance; this is 
always a sign of the severity of the disease, but patients have occasionally 
made fair recoveries of sugar tolerance. The retinal vessels in lipemia are 
very ee objects. In the less severe oases, the arteries and veins have s 
salmon pink appearance throughout their course. In the more severe 
cases, the vessels at the periphery become creamy white in colour, although 
near the disk, they are still salmon pink. In the severe cases, the distinction 
between the arteries and veins is completely lost and the vessels resemble 
flat ribbons. The vision remains unaffected. 

Symptoms.—The onset of the disease may be very acute and great thirst 
is complained of; the very day of onset of the thirst can sometimes be 
discovered. Some of these cases have died in coma, undiagnosed. Usually 
the onset of symptoms is insidious, with lassitude, loss of energy, or pruritus, 
thirst not being a prominent symptom. In the mild cases, especially among 
elderly people, the diagnosis is usually made either in the course of a routine 
examination, or by accident, e.g. because of the complaint of white spots on 
the clothes or boots. In severe cases, thirst is the most troublesome com- 
plaint, and this necessitates drinking a great deal of fluid and passing a great 
deal of urine. The pruritus also troubles the patients, especially as the usual 
situation for it is the penis in males and the vulva in females. Weakness is 
usually complained of, and sometimes a large appetite ig a troublesome 
symptom, Constipation is usually present, and it dates from the onset of the 
thirst in the acute cases. The tongue does not present any changes in mild 
or treated cases, but in severe and untreated cases it is dry and red—the 
so-called “raw beef” tongue; this is only present when the patient is 
“ desiccated,”’ as a result of great polyuria, There is usually great loss of 
‘weight, In the severe cases, the volume of the urine may be 4, 6, 8 or even 
10,000 c.c. per diem, but in the treated case it is usually less than 2000 e¢.c, 
The specific gravity of the urine in the untreated case may be 1040 or 1050, 
depending on the amount of sugar in the urine, 

Complications.—(a) Cama.—Formerly this was a frequent termination 
of the disease, but now it should only be seen in; 1, The very acute and the 
undiagnosed cases. 2. The severe and untreated casega. 3. As a terminal 
event as a result of any acute infection. Out of 9 cases of coma, 7 showed 
definite signs of a severe disease, ] became comatose 7 days after the onset of 
the thirst, and in I no cause for the cama waa discovered (Graham). There 
are two main types, namely: (1) the hyperpnoea is well marked (air hunger), 
but the patient remains conscious until just before death ; and (2) the hyper- 
pnea is not very obvious at first, but the patient becomes deeply uncon- 
scious a long time before death. More usually the patient shows a mixture 
of these two types. The blood pressure is low in both types, and the tension 
of the eyeball ia very low. Constipation is always marked, and the contents 
of the intestines after death may be enormous. 

(b) Lecal enfecttons, such as boils and carbuneles, often oocur, and the 
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latter is often a fatal complication. Perforating ulcers of the feet oocur in 
long-standing cases with signs of peripheral neuritis. Pigmentation of the 
skin, especially on the back of the hands, occurs in bronzed diabetes. 

(c) Gangrene of a limb, usually a leg, often occurs in elderly people. 
It is due to the associated arterial condition, and not primarily to the diabetic 
condition. Atheromatous changes in the arteries are present in many patients 
over the age of 40. 

{d) Pulmonary.—Tuberculosis of the lungs is a common termination of 
the disease, and lobar and broncho-pneumonia are serious complications, as 
the patients pass rapidly into coma. 

(e) Renal.—A trace of albumin is often present. Gidema may occur 
after two days of starvation, or after the administration of much sodium 
bicarbonate. Casts may be present in very large numbers in coma. 

(f) Nervous system.—The knee-jerks may be lost early, but they may 
return if treatment is successful. Numbness and paresthesia may be present, 
and the patients occasionally complain of a great deal of tingling pain in the 
legs and arms. Symptoms resembling those of tabes dorsalis and due to 
degeneration of the posterior columns may be present. The vibration sense 
is often diminished or even absent in the legs. The sensation of ‘‘ hot and 
cold ” may be lost, and this is associated with a lesion of the posterior nerve 
roots (radiculitis). The temperament of the patient often changes, partly as 
the result of dietetic deprivations. 

(9) Hyes.—A retinitis, which can be distinguished from albuminuric 
retinitis, is apt to occur in elderly patients. If the blood sugar remains 
high the condition tends to spread and may cause marked loss of vision, but 
if the blood sugar is kept normal the retinitis either spreads slowly or may 
even retrogress. Cataract is met with in elderly patients, and in young 
patients with severe diabetes, which is difficult to keep under control. Opera: 
tions for cataract may be safely performed if the diabetic condition is under 
good control. A retrobulbar neuritis may occur, especially in excessive 
tobacco-smoking. Lipsmia retinalis has already been described (p. 416). 

(h) Sexual functtons.—These may be undisturbed in the early stages of 
the disease, but the male may become impotent if the disease is badly treated. 
The female may become pregnant, but with care the pregnancy usually 
causes no untoward symptoms. 

Diagnosis.—If the urine is tested the presence of a reducing substance is 
readily detected, but the nature of the reducing substance is less easily 
determined. 

Fehling’s solution is still commonly used, but the limitations of the test 
should be recognised. Equal quantities of solutions A and B should be freshly 
mixed, and equal quantities of urine and reagent boiled separately, mixed and 
not reboiled. If sugar is present in more than 0:5 per cent., the red precipitate 
comes at once, if in less than 0:5 per cent., it may not appear for one or more 
minutes. Fehling’s solution is also reduced by glycuronic acid, uric acid, and 
creatinine. These substances are rarely present in sufficient amounts to 
reduce the copper solution, but when the urine is very concentrated they may 
cause a slight reduction. 

Benedict’s qualitative solution (copper sulphate, 17-3 g.; sodium citrate, 
173 g.; anhydrous sodium carbonate, 100 g.; water to 1000 o.0.) is not 
reduced by these substances. It is much more reliable than Fehling’s 
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solution and should replace it. Five or 3 c.c. of Benedict’s solution 
and 10 or 6 drops of urine are boiled together for 2 minutes, or put in a 
boiling water bath for 5 minutes. If much sugar is present the precipitate 
develops on boiling, but small amounts may not cause a reduction before 
2 minutes. The test will show the presence of sugar in a concentration of 
0-08 per cent. 

Benedict’s solution is reduced by dextrose, levulose, lactose, pentose and 
homogentisic acid (alkaptonuria), and special tests are necessary to distin- 
guish these. Dextrose is dextro-rotatory, ferments with yeast, and yields 
crystals of glucosazone. Levulose is levo-rotatory, ferments with yeast, 
yields crystals of glucosazone, and gives Seliwanow’s test. Lactose is dextro- 
rotatory, does not ferment with yeast, and yields a lactosazone with difficulty. 
Pentose is crore gaealel aaa? or optically inactive, is not fermented by yeast, 
and gives Bial’s test. Homogentisic acid (alkaptonuria) reduces Fehling’s 
and Benedict’s solution to a deep brown colour; the urine blackens on stand- 
ing, reduces an ammoniacal solution of silver nitrate to a black precipitate, 
and gives a momentary deep blue colour with the addition of a drop of 
very dilute ferric chloride. It does not ferment with yeast and is optically 
inactive. 

If dextrose is present, disease of the other ductless glands and cerebral 
tumours should be excluded. The pigmentation of the skin of the body 
and of the backs of the hands, together with an enlarged liver (bronzed 
diabetes), should be looked for. Acute and chronic pancreatitis should be 
thought of before the diagnosis of a primary lesion of the islands of Langerhans 
is accepted. If small amounts of dextrose are present it is necessary to 
make a complete test of the sugar tolerance, with estimation of the blood 
sugar every quarter- or half-hour for 2 hours after a dose of sugar, in order 
to exclude the possibility of renal glycosuria (see p. 428). 

Tests FoR ACETONE Bopirs.—The ferric chloride test-—Add the solution 
drop by drop until all the phosphates are precipitated. As soon as this 
occurs, @ violet colour appears if aceto-acetic acid is present in the urine in 
any quantity. This is a test for aceto-acetic acid, which can be detected in 
watery solutions in a dilution of 1 in 100,000. In urine, however, the test is 
much less delicate, owing to the interference of the pigments in the urine. 
The presence of sodium salicylate in the urine may cause confusion, but the 
colour produced in this case is purple. The distinction can be made by boiling 
the urine with a little weak acetic acid, and repeating the test when the urine 
is cold. The aceto-acetic acid distils away, whereas the sodium salicylate is 
unaffected by the boiling. This possibility of confusion is avoided by always 
using Rothera’s test. 

Rothera’s nitroprusside test.—Saturate the urine with ammonium sulphate 
crystals, add 2 c.c. of liquor ammonie fort., and then a few drops of a fresh 
solution of sodium nitroprusside. If a little aceto-acetic acid is present, the 
permanganate colour develops slowly; if a great deal, the colour develops 
instantaneously, and it is impossible to see through the mixture after 10 to 30 
seconds. When the nitroprusside reaction is strongly positive, the urine 
should be diluted 1 in 5. If the colour still appears instantaneously and 
deepens rapidly there is a large amount of aceto-acetic acid present, Aceto- 
acetic acid can be detected in a dilution of 1 in 400,000, and acetone in a 
dilution of 1 in 10,000. 
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There is no colour test for G-oxybutyric acid, but it is always present 
when more than 2 g. of aceto-acetic acid are present. 

Prognosis.—This depends, as in the case of other diseases, on the severity 
of the attack, the time which has elapsed between the onset of the disease and 
the commencement of treatment, the skill of the medical adviser, the care 
with which the patient follows the directions given, and the complications 
which occur. The attack is more likely to be severe and rapidly fatal in 
young people, but quite mild cases are often seen. In elderly people mild 
attacks are the rule, but severe attacks also occur. The prognosis had been 
much improved by the new dietetic treatment introduced in 1915. But 
although the prospects of life for several years were much better than they 
had been, the outlook remained a gloomy one for the patient with a severe 
form of the disease. The introduction of insulin has greatly improved the 
chances of life of all patients with any form of diabetes, but especially in the 
case of those with the severe forms. How much longer these patients will 
live it is impossible at present to say, but probably for many years, provided 
no complications occur. Out of 98 patients admitted to hospital before 
the end of 1923 and 1924, 55 were alive at the end of 1931, and 47 at the end of 
1935. Insulin has completely altered the prognosis in the case of pregnancy. 
The risks usually attendant on the pregnancy and puerperium constitute the 
chief danger. 

Treatment.—The general health of the patient should be treated. Any 
sources of infection, such as pyorrhea, cholecystitis and boils, reduce the 
sugar tolerance considerably. The possibility of syphilis should also be 
inquired into, and, if necessary, treated. 

Although the introduction of insulin has altered the prognosis, it has not 
altered the principles of treatment which have been in use for the last ten 
years. Great attention has always been paid to diet, but under the stimulus 
of insulin much more attention is being devoted to it. The principles which 
govern treatment are: (1) the blood sugar of the patient when fasting 
should be within the normal limits of 0-08 per 100 c.c. and 0-12 per 100 c.c., 
and should not rise above 0-19 per 100 c.c. at any time of the day. It follows 
from this that the urine should never contain any sugar. (2) The urine 
should not contain aceto-acetic acid. (3) The patient should understand 
that a large portion of the reserve power of the islands of Langerhans has been 
lost, and that additional insulin will probably be required whenever the 
patient has another illness. 

Diet.—Although the principles of treatment have not altered, the details 
have changed very ee a The chief alteration has been in the amount 
of carbohydrate and fat. It was believed that a diet was correctly balanced 
when the number of grammes of fat equalled the number of grammes of 
carbohydrate multiplied by two, plus half the number of grammes of protein. 
F=2 C+4 P. It was soon recognised that this diet was not correctly 
balanced, since many patients, especially children, passed considerable 
amounts of acetone bodies in the urine. The amount of carbohydrate has, 
therefore, been increased and the fat decreased. It is too early to state 
what is the best balance, but the carbohydrate should not be less than the 
fat, and some workers believe that the carbohydrate should be twice or four 
times as much as the fat. 

The treatment should be begun as soon as the diagnosis has been confirmed 
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by the estimation of the blood sugar. In the mild type of case which occurs 
among elderly people, moderate restrictions of the carbohydrate may be 
sufficient to prevent glycosuria, but in the great majority of cases this is 
quite inadequate. The removal of carbohydrates from the diet without 
reduction of the fat and protein of the diet is a dangerous practice, and has 
in the past precipitated the onset of coma. Before the discovery of insulin, 
it was customary to starve the patient until no sugar was excreted in the 
urine (Allen). Such prolonged fasts are no longer used, and provided that 
the patient is willing to have insulin, any form of fasting is unnecessary. 
So many patients have a prejudice against insulin that an attempt is usually 
made to render the blood sugar normal by dietetic treatment. In the mild 
case, a fast of one day is sufficient to lower the blood sugar to normal, and 
always makes the patient much more amenable to the drastic change in 
the diet. If it is desirable to avoid a period of fasting, the patient may 
be given at once a diet which is just sufficient to satisfy the basal needs of 
the body. Whichever plan is adopted, it is of assistance to know the calories 
required, as the amount of food must be varied according to the size, age, 
and sex of the patient. An approximate figure can be obtained by multiply- 
ing the patient’s weight by 11:3. Nearly always there will be an error by 
this method, but it will not be great. To obtain an accurate result, the 
following calculations are necessary. The patient’s weight and height 
are marked on the Boothby and Sandiford Nomograph (p. 404). The figure 
for the surface area of the body is noted. Example: Height, 63 inches ; 
weight, 132 lb.; surface area, 1-62 square metres. The calories required 
for each square metre of body surface are found in the Aub-Du Bois table 
below, which, in the case of a man aged 40, are found to be 1497. 


Avus-Du Bois Tasiz.—Caloric Requirement per Square Metre of Body Surface. 





Age Calories per day. Age Calorics per day. 
ears) M. Fr. eet): M. Fr 

10-12 1236 1200 20-30 948 888 
12-14 1200 1116 30-40 948 876 
14-16 1104 1032 40-50 924 864 
16-18 1032 960 50-60 900 840 
18-20 984 912 60-70 876 816 

M. = males. F. = females. 


Calculate requirement in children according to weight. Up to— 
22 1b. «. ‘ é ‘ . 27-5 oals. per lb. 

22-33 Ib... : 2 SEO 

33-44 lb... ‘ : : . 230 =,, 3 


The number of calories is divided between the carbohydrate, protein 
and fat in the following way: for an adult, half a gramme of protein per 
one pound of body weight is allowed. In the sample case the allowance is 
66 g. This figure multiplied by 4-1 (the caloric value of protein) gives 
270 calories, and leaves 1227 for division between the carbohydrate and 
fat. In order to prevent any ketosis, the balance between these two must 
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be carefully struck. The carbohydrate should not be less than 70 g. This 
figure multiplied by 4-1 (the caloric value of carbohydrate) gives 287 calories ; 
1220 minus 287 leaves 933 calories for the fat, and this figure divided by 
9-3 (caloric value of fat) gives 100 g. for the fat. The diet is then prescribed 
as: carbohydrate (C), 70 g.; protein (P), 66 g.; fat (F), 101 g.; calories 
(Cals.), 1497. The total amount of calories is divided into four meals, of 
approximately the following amounts: Breakfast: C, 20 g.; P, 20 g.; 
F, 30 g.; Cals., 443. Midday, C, 20 g.; P. 20 g.; F, 30 g.; Cals. 443. 
Tea: C,10g.; P.6g.; F,1lg.; Cals., 168. Evening: C,20g.; P, 20g.; 
F, 30 g.; Cals., 443. This is called the Maintenance Diet. 

If a fast has been given it may be broken in many ways, but the plan 
set forth on p. 422, known as the “Ladder Diet” at St. Bartholomew’s 
Hospital, is very easy for the unintelligent patient to carry out, and it can 
be varied very readily by means of the food tables. The value of Diet V. 
(C, 95 g.; P, 69¢.; F,75g¢.; Cals., 1352) is nearly the same as that of the 
Maintenance Diet. 

Many patients with a mild form of the disease will maintain a normal 
blood sugar on this diet, and the urine will contain neither sugar nor aceto- 
acetic acid. In this case the amount of carbohydrate should be cauti- 
ously increased by 5 or 10 g., until 130 g. is reached. This amount of 
food is often sufficient to make thin patients gain weight, but if such should 
not be the case extra protein (7 g.) should be given every two weeks, 
until the weight does begin to increase. The fat should not be increased. 
Very fat patients should continue to lose weight until a reasonable 
weight for age, height, and sex is attained. The patients should learn 
how to use the food tables in order to vary the diet, but for unintelligent 
sera it is usually necessary to prescribe a very simple dict, e.g. Diet VI. 
or VII. 

As regards food values, Table I. (shown on p. 426) contains some of 
the carbohydrate-containing foods, and 5 g. carbohydrate are contained 
in the following weights of the edible parts of vegetables, fruits and nuts. 
The vegetables are cooked, unless otherwise stated. Any one item, therefore, 
may be substituted for any other without risk of serious error. 

Now that the diet contains 100-130 or more grammes of carbohydrate, 
it ig unnecessary to prescribe the so-called diabetic bread or cake. One ounce 
of some of these foods contains 10-12 g. of carbohydrate, in comparison 
with the 15 g. of one ounce of white or brown bread. Diabetic jellies, jams 
and marmalades all contain a little glycerine, but the amount is so small 
that it may be neglected. 

Insulin. —Insulin should be administered if the urine still contains sugar, 
or if the fasting value of the blood sugar is above 200 mg. per 100 c.c., after 
i patient has eaten the Maintenance Diet for three days, or has reached 

iet IIT. 

The correct dose of insulin can be discovered very easily if an estimation 
of the blood sugar can be made. If this is not possible, treatment with 
insulin can be carried out, provided the urine is collected in 3-hourly periods 
(approximately) and tested for sugar. So long as the blood sugar is below 
the threshold of the kidney, t.c. 180 mg. per 100 c.c., the urine will not 
contain any sugar (see Fig. 10). Each succeeding specimen should then be 
tested, so as to be able to determine when the blood sugar rises above 


422 DISEASES OF METABOLISM 


“LADDER Dist” AS USED AT St. BarrHoLoMEw’s HospPiTraL 


Dirt. i, It. | JIN. | IV. V. VI. | VII. | VITT.}| IX. 


wena | quemsetremectmses | eneverees | RINE | NS | A | ES | | an | cena 


Tea,| coffee,| lemonjade anid meat extrac/t as dejsired. 


Eggs... 1 1 ] 1 ] ] ] ] ] 
Butter .  . | ozs. ] 1 ] ] ] ] ] 1} 1} 
Vegetables 
ooked 
The vegetables in Group I. may be eaten according to taste and appetite. 
Vegetables 
Uncooked 
Meat .. | ozs. 6 6 6 6 6 6 6 6 6 
Bacon . a oe — — — — —~ 1 ] 1 1 
Potatoes .| ,, — — — — —- 3 3 3 7 
Mik . .|,, 12 12 12 12 12 12 12 12 20 
Apple . . | 4, — — ~— — 4 4 4 4 4 
Orange . an ae — — — — 4 4 4 4 4 
Banana. . dade Mpg —~ — — — —~ — 2 2 2 
Bread .  . | ,, ] 2 3 4 4 4 5 6 64 
Jam , gL gs —_ — — — ~— —— — a 4 
Carbohydrate | g.| 30| 45/ 60| 75{| 95| 110| 135| 160| 200. 
Protein. .|,,| 62) 64| 64) 69| 69| 73] 75] 85| 86 
Fat , | m| 74| 7] 7] | 86| 86| 110| 110 
“Calories. | ,, | 1060 | 1130 | 1200 | 1270 | 1352 | 1528 | 1639 | 1890 | 2055 


180 mg. per 100 c.c. again. By this method it is possible to ascertain that 
the fasting value of the blood sugar is below 180 mg. per 100 c.c., but it 
is not possible to determine whether it is normal or not without making an 
estimation. The initial dose of insulin should be 5-10 units; and if after 
3 days each specimen of urine contains sugar, the dose should be increased 
by 2 units every day until the dose is 12 units. If the disease is severe the 
patient should be in bed, but if the disease is mild this is unnecessary. The diet 
and insulin should be supervised by a trained nurse. If this amount of insulin 
is not sufficient to render the urine sugar free, 5 units of insulin should be 
given about 7 p.m, The evening dose should then be increased by 2 units 
every second day, so long as the urine passed before the morning dose of 
insulin contains sugar. As soon as the dose of insulin is nearly adequate, the 
urine will be free from sugar, except immediately before and after each dose 
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of insulin. When the evening dose has been increased to 12 units without 
getting rid of the sugar, the morning and evening doses should be increased 
alternately by 2 units every 2 days, until the urine is sugar free. The estima- 
tion of the blood sugar is of great assistance in difficult cases. The best time 
of day to estimate it is before each dose of insulin and 3 hours after the 
morning dose. The great majority of patients need 10-20 units, but some 
need 100-200 units and occasionally as much as 400 or more units a day. 
After the fasting value of the blood sugar has been reduced to normal] and the 
urine is sugar free all day, symptoms of hypoglycemia may appear. The 
aaa himself should be able to recognise these symptoms, and also should 

ow how to treat them, either with orange juice, or two lumps of sugar, or 
adrenaline, 1 c.c., or pituitary (posterior lobe) extract, 1 c.c. (see p. 428). 
Some patients do not recognise the manifestations of hypoglycemia, and 
are liable to develop serious symptoms. In these cases it is advisable to 
reduce the dose of insulin, and allow a little glycosuria to occur before each 
dose of insulin, but the urine passed between 1 and 5 p.m. should be free 
from sugar. The dose of insulin which caused the hypoglycw#mia should 
the next day be reduced by 2 units. When the blood sugar is normal, the 
carbohydrate should be increased, every 3 or 7 days, by 10 or 15 g. portions 
up to 110 g. It is usually necessary to increase the insulin at the same 
time, in the proportion of 1 unit to 4 g. of carbohydrate. When this extra 
carbohydrate has been correctly balanced with insulin, the carbohydrate 
should be cautiously increased up to 130-150 or 250 g. It may not be 
necessary to increase the insulin if the patient is showing signs of hypo- 
glycemia. The extra carbohydrate may be divided among the usual meals, 
except afternoon tea, but it is often convenient to give 10-15 g. of carbo- 
hydrate before going to bed and also in the middle of the morning, if such 
does not interfere with the patient’s occupation. If the patient loses 
weight in spite of the extra carbohydrate, the protein, but not the fat, 
should be increased by 7 or 14 g. The maximum amount of fat should 
not exceed 100 g. for an adult, and some authorities restrict it to 50 g. If 
the weight 1s constant, and the patient is not more than 10 per cent. under 
weight, the caloric value is adequate. If, on the other hand, the patient 
gains weight rapidly, the protein and fat should be decreased. It is some- 
times necessary in cases of tuberculosis, or to meet the patient’s tastes, to 
increase the carbohydrate to 200 or 250 g. In such cases the insulin should 
be increased in the proportion of 1 unit to 6 or 8 g. of carbohydrate. It may 
‘be necessary to give the insulin three-quarters to an hour before the meal, 
in order to prevent large carbohydrate meals raising the blood sugar too 
high. Since active exercise often causes hypoglycemia, it is advisable either 
to decrease the insulin by 5 units or more, or to increase the carbohydrate 
by 10 or 15 g. at the previous meal. Sugar, two or three lumps, should always 
be available for such emergencies. In some cases it is very difficult to keep 
the blood sugar within normal limits, because it swings from hyperglycemia 
to hypoglycemia, and back to hyperglycemia in 6 or 8 hours, instead of 10 
or 1] hours. If the dose of insulin is increased in order to keep the blood 
sugar normal for a longer period, the peer will probably have severe 
attacks of hypoglycemia at midday. In these cases the morning dose 
should be reduced by 10 units, and a third dose of 8 units administered 
immediately before the midday meal. 


424 DISEASES OF METABOLISM 


Intensive research work on the properties and preparation of insulin has 
resulted in two new preparations: Protamine insulin (trade name Retard 
or Delay), introduced by Hagedorn; and protamine insulin with zinc. 
prepared by Scott. Protamine insulin has no immediate effect on the blood 
sugar, but begins to work after 4 hours or so, and its effect lasts for the next 
8 to 12 hours or in some cases for 24 hours. Protamine insulin with zinc 
does not commence to have any effect for the firat 8 to 12 hours, but it con- 
tinues to act for the next 14 to 16 hours or even longer. Both these insulins 
are now used in the treatment of patients and are very useful. The protamine 
insulin with zinc, either alone or in combination with ordinary insulin, 
will often control the blood sugar by means of only one injection in 
the morning. If a patient is well balanced on 20 units in the morning 
and 16 units at night, the change should be made to 20 units of ordinary 
and 12. units of protamine insulin with zinc; the reduction of 4 units is 
necessary to prevent the patient having overdosage, as the protamine is 
more efficacious. The patient is then liable to hypoglycemia at three times 
in the day—before the midday meal as the result of the ordinary insulin, 
before the evening meal due to the protamine insulin with zinc beginning 
to act, and during the night when it is very active. This last reaction 
may come either early in the night or as late as just before breakfast. The 
amount of carbohydrate should be adjusted to overcome this liability to 
overdosage. An extra 10 or 15 g. should be given at tea-time, before going 
to bed, and before the morning injection of insulin. This will entail an 
increase of between 30 and 45 g. of carbohydrate, but this is usually well 
tolerated in spite of the initial reduction of the dose of insulin. The change 
is facilitated by the estimation of the blood sugar, but it can be achieved 
without this if the urine is tested regularly every 3 hours during the day, 
on waking, and before breakfast is eaten. 

The following rules are of value : 


RuLes FoR DECREASING THE INSULIN IN CASES OF OVERDOSAGE 


(1) If there are any signs of overdosage at midday, the dose of ordinary 
insulin should be decreased by 2 units, or if severe by 4 units. 

(2) If there are any signs of overdosage between midday and the evening 
meal, the dose of each insulin should be reduced by 2 units, or if 
severe by 4 units. 

(3) If there are any signs of overdosage between the evening meal and 
the next morning, the dose of protamine zinc insulin should be 
diminished by 2 units, or if severe by 4 units. 


RvuLes FoR IncrEAgING THE DosaGE oF INSULIN 


(1) If the urine passed at 8 a.m. contains sugar, it means that the dose 
of protamine zinc insulin was insufficient and should be increased 
by 2 units every third day. . 

(2) If the urme passed at 7 p.m. contains sugar, it means that the dose of 
ordinary insulin was insufficient and should be increased by 2 units 
every third day. 
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The Deron of the two kinds of insulin varies, for in some cases equal 
amounts of soluble and protamine insulin with zinc are needed, while in 
others much soluble and little protamine, or little or ‘no soluble and much 
protamine insulin with zinc, are necessary. Some patients can be well 
controlled with the mixture of insulins, and the doses of the insulins can be 
gradually reduced. If the case is difficult to control, the patient should be 
allowed to pass sugar before breakfast and before the evening meal. In 
these cases better results can often be obtained with a mixture of protamine 
(Retard or Delay) and soluble insulin twice daily, as this is equivalent to 
giving four doses of insulin a day. Thus, if a patient is passing much sugar 
at 8 a.m. and yet after 30 units of soluble insulin has symptoms of hypo- 
glycemia at midday and again passes much sugar at 7 p.m. he can be helped 
if the dose of soluble insulin is reduced to 20 units and 10 units of protamine 
administered at thesame time. This will prevent the hypoglycemia at midday, 
and algo tend to prevent the blood sugar from rising so high at 7 p.m. Similarly, 
if the blood sugar is very low at night and high before breakfast, the evening 
dose is diminished by 10 units and 10 units of protamine insulin are given. 
By varying the dose of the two different kinds of insulin it is often possible 
either to control the glycosuria and hypoglycemia completely, or to lessen 
considerably the inconvenience of the attacks of hypoglycemia. 

It is not possible to say which combination of soluble and protamine 
insulin will be most effective, as this can be discovered only by trial and 
error. Some patients need a mixture of both insulins night and morning ; 
others, protamine at night and a mixture of the insulins or soluble only in 
the morning ; and others, either a mixture of the insulins or protamine alone 
at night, and another combination will be necessary in the morning. 

Further advances with the different kinds of insulin may be expected, 
and the lot of the diabetic patient will consequently be further improved, 

The after-treatment is very important. The patient should be taught as 
much as is possible about the disease and diet, for if he understands the prin- 
ciples concerned, he is much more likely to carry out the treatment correctly. 
He should also be taught to test the urine with Benedict’s solution. If no 
insulin is taken the urine passed after the evening meal should be tested, 
but if insulin is used the urine immediately before the injection in the morning 
or evening should be tested. 

Medicinal treatment.—Many preparations of the pancreas or of herbs 
which can be taken by mouth are extensively advertised. With one excep- 
tion they are all valueless as well as being expensive. Synthalin, 40 mg,, 
with decholin, 25 mg., given for 3 days at a time with one day’s rest, has 
a definite though slight action on the glycosuria and glycemia in many 
cases. It has the great disadvantage that it often causes toxic effects, such 
as dyspepsia, vomiting and jaundice. It should not be recommended unless 
the patient refuses insulin. Purgatives are of great importance, and the 
necessity of an efficient daily evacuation should be insisted on. Ext. aloes, 
gr. 4, ext. nuc. vom., gr. }, in pill form, one to two at night; inf. of senna 
pods, ten to thirty; phenolphthalein gr. 4 to’8 or more in liquid paraffin 
1 fi. oz. b.d.s., are the most cdciious ; salines, together with tinct. jalape co. 
min, 30, should only be used in emergencies. General tonics which improve 
the health may be used. Opium used to be of aasistance in the late stages 
of the disease, but should not be required nowadays. 


TABLE I. 


A. VEGETABLES B. aan: 
Apple (raw) . 2 oz. 
Group 1— 3 (cooked) 4 ,, 
Apricot (fresh, with stone) 3, 
(These need not be weighed as they; Banana ; | ae 
contain so little carbohydrate) : Blackberries 3 + 
Cherries (with stone) 1% ,, 
Asparagus . : ' . 16 oz. Damsonsa (with stone) 2 4s 
Cabbage : ; : ee ee Gooseberries (raw ripe) . a er 
Cauliflower. , ; @ DS 5 ‘5 i stewed) . 10 ,, 
Celery (raw) . ; ; . 14 ~=«,, Grape Fruit . ; . 3b ,, 
Cucumber (raw) 5 : . OF ,, Grapes re 
French Beans ; . - 16 ,, Greengage (with stone) 14 ,, 
Lettuce (raw) . : a BE 53 Melon 34 ,, 
Mustard and Cress : x 20> Oranges 2 4s 
Rhubarb , : ; Pay 0 ee Peaches (with stone) ee 
Radishes (raw) . : . 6} ,, Pears : 2: 
Sea-Kale ‘ : : 4! ae Pineapple (fresh) + + 
Spinach ; ‘ . 18 a (tinned) . +i 
Watercress (raw) . : . 26 ,, Plums (with stone) ie 
Brussels Sprouts . : . 10 ,, Raspberries. 3 C,, 
Marrow : ; , a | ae Red or Black Currants . 3t,, 
Strawberries ‘ : a ar 
Tomatoes ; ; a, Begs 
Group 2— Jam or Marmalade ae ee 
C. NUTS 

Beans, broad : . . 2h 02. Almonds : - | oz 
Beans, Haricot . me ae Chestnuts : : P : ' 53 
Beetroot Be. 5 Hazel Nute . : ‘ . ie ,, 
Carrots 4 ,, Walnuts . : : i, 

Leeks 4 4 D. eae FOODS 
Onions 6 ,, Milk : ‘ . 34 02. 
Aadays Id Bread . . . 2% 
Peas ( ied) . dois Dry Oatmeal — ; 7 ‘ ue 
Peas (green) ae Fars or Cornflakes ; { ” 
Potatoes : or Rice ; ty 
Turnips : Tae Plain Biscuit . an 

The following soiitain little or no carbohydrate : 
Tea Lemon Juice Meat Extract Vinegar 
Coffee Soda Water Gravy Soup Saccharine 


TABLE IL—PROTEIN AND FAT 
The following articles of food contain approximately 6:5 to 7-0 g. protein, and 6-5 
" 7:0 ee and may be substituted for sack other without causing serious error: 
1 oz. Rabbit, with the addition of } oz. 





i », Mutton. Butter. 

1 ,, Pork 1 ,, White Fish, with the addition of. 
. Lamb. ¢ 02. Butter. 

1},, Tripe 1 ,, Ham. 

1 ,, Veal. Il ,, Cheese. 

k Egg. 14,, Bacon, but d oz. Butter should be 

1 oz. Sardines. deducted from the Butter ration. 

1 ,, Salt Herring. 24,, Bread. 

1 ,, Salmon. 6 Milk. 

1» a ones the addition of } oz. I Fet, 5 oz. cream=1 oz. Butter. 

1 g. Protein = 4-1] Calories, | 6-25 g. Protein =1 g. Nitrogen. 

1 ,, Carbohydrate =4-1 as 1 kg. == 2-2 lb. 

1 ,, Fat =9-3 - 30 g. or cubic centi- 

1 ,, Alcohol ==] metres (0.c.) =1 oz. 


A patient at rest requires 25 calories per kilo body-weight per 24 hours, approxi- 
mately 1 calorie per kilo per hour. i i 
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Complications—Coma.—This requires prompt and energetic treatment 
with large doses of insulin. The patient is sometimes very cold and collapsed, 
and he should be made warm as soon as possible, by means of a hot air bath, 
or, if this is not available, by hot water bottles, as in the treatment of surgical 
shock, The blood sugar is usually high, 300-800 mg. per 100 c.c., and it is 
safe to give 50-100 units of insulin, subcutaneously, as soon as the diagnosis 
is made without waiting for a blood-sugar determination. If the con- 
dition is very grave, the insulin should be given intravenously. If it is not 
possible to estimate the blood sugar, a dose of 50 g. (2 ounces) of dextrose 
should be given by mouth or by an oesophageal tube, and 50 to 75 units 
of insulin. If there are no signs of returning consciousness in 3 hours, another 
50 or 70 units of insulin, together with 50 g. of dextrose in solution, should 
be given. The urine should be collected every 3 hours. If it is necessary 
to pass a catheter, a self-retaining one should be used and the urine tested 
every hour. The urine for the first 3 hours after insulin is certain to contain 
sugar, and if the urme for the 4th to 6th hours contains sugar, it is safe to 
give 30 to 50 units of insulin. If, however, the urine for the 4th to 6th hours 
does not contain sugar, it is dangerous to give any more insulin, unless 
sugar, in the proportion of 4 g. to 1 unit of insulin is given by the mouth or 
intravenously at the same time. If there is any doubt as to whether the 
patient is recovering, this latter procedure should always be followed. If 
the condition, however, is improving, no insulin should be given until sugar 
reappears in the urine. Water in as large amounts as is possible, either by 
mouth or by nasal catheter, should be given; at least 10 ounces each hour 
for some 6 hours. If the condition is grave, especially if the patient is vomiting, 
the fluid should always be administered by an intravenous drip. A solution 
of 10 per cent. dextrose in § normal saline should be given. 2000-3000 c.c. 
should be administered in 24 hours if nothing is taken by mouth. An estima- 
tion of the hemoglobin should be made at intervals, in order to determine 
whether sufficient fluid is being given or not. Two ounces of castor oil should 
be given with the first drink, as these patients are nearly always very con- 
stipated. In coma the alkali reserve is always much reduced, and sodium 
bicarbonate is of assistance, although the enormous doses which were ad- 
ministered before the discovery of insulin should not be given. A dose of 
12 g. (3 drms.) 600 c.c. of 2 per cent. sodium bicarbonate should be given 
intravenously, and no advantage is to be gained by giving a bigger dose. © 

Every patient in coma should be examined most carefully each day, in 
order to determine whether any other disease is present. In 7 out of 9 cases 
admitted to St. Bartholomew’s Hospital in the first year of insulin treatment, 
an acute infection, e.g. acute otitis media, parotitis, or gangrene of the lung, 
was present. The appropriate treatment should be instituted as soon as 
possible. 

Acute infections, such as influenza, usually cause a considerable diminution 
of the sugar tolerance. If the infection is of mild degree, it may be sufficient 
to increase the dosage of insulin by 2 or 4 units for some days. If, however, 
the infection is of severe degree, it is important that the condition should be 
adequately treated, so as to prevent (1) any danger to life, and (2) any per- 
manent diminution of the sugar tolerance. The same procedure should be 
adopted as in the treatment of coma (Fig. 11), but the dose of insulin should 
be much smaller, unless the patient is very ill. Provided the urine is collected 
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in 3 hourly periods and tested for sugar, a sufficient dose of insulin may be 
given with safety every 6 or 9 hours, and thus the ill-effects of the infection 
reduced as much as possible. 

Surgical operations were always contra-indicated before insulin was 
known, but they may now be carried out, provided certain precautions are 
observed. The patient’s blood sugar should be reduced to normal, provided 
that there is time to achieve this. Gas and oxygen, local or spinal anesthetics 
cause no ill-effects. Neither ether nor chloroform should ever be given alone, 
but the former may be given with gas and oxygen, if deep anesthesia is 
required, but as little as possible should be used. Fifty g. (2 oz.) of sugar, 
together with 16 units of insulin (1 unit to 4 g.), should be administered 
about 2 hours before the operation, in addition to the usual dose of insulin, 
in order to have plenty of sugar and insulin in the body at the time of opera- 
tion. After the operation the appropriate diet for the surgical disease, 
together with adequate amounts of insulin, should be given for the first few 
ix INSULIN 
20UNITS 30 

UNITS 














INSULIN 
75UNITS 


RED SUGAR 


INSULIN 
SQUNITS 





<_——- 


=) 
HOURS AFTER INSULIN INJECTIONS 


Fia. 11.—l igure showing how an adequate dose of insulin can be arrived at by 
testing the urine in a patient in diabetic coma. 


days, but as soon as possible the usual diabetic diet should be given and the 
blood sugar controlled again. If pregnancy occurs it should not be ter- 
minated unless there are other complications. 


RENAL GLYCOSURIA 


This is an uncommon condition which is apt to occur in several members 
of a family. Although the blood sugar hes within normal limits, dextrose 
may be. present in the urine, cither throughout the day or only after a 
carbohydrate meal, The sugar is usually small in amount, 7.e. less than 
10 g. per diem, but several cases arc reported in which 20 to 30 g. were 
excreted in the day. The amount of sugar in the diet has little influence 
on the total sugar excretion. The diagnosis should only be made after 
a series of observations. A complete test of the sugar tolerance with doses 
of 25 to 50 g. of sugar should be made when the patient is eating plenty of 
carbohydrate food and the urine contains no acetone bodies. Estimations of 
the blood sugar should be made at intervals of half an hour for 2 to 3 hours 
after the dose of sugar, and the amount of sugar excreted in the urine should 
be estimated. If sugar is present in the urine, although the blood sugar does 
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not rise above 180 mg. per 100 c.c. at the end of 30 minutes and has returned 
to the normal level after 2 hours, the patient probably belongs to the renal 
glycosuria class. 

The prognosis is good, and no treatment is required once the diagnosis is 
made, It is wiser to treat all doubtful cases with moderate restriction of the 
carbohydrate ration (100 g.) and to repeat the sugar tolerance test in 1 to 3 
months’ time. Very little harm can be done by this procedure, while much 
damage can be done if a case of true diabetes is treated with no dietetic 
restrictions (Salomon, Graham), 


LAVULOSURIA 


Leevulosuria is a sign of some importance of the liver and should direct 
attention to that organ. Slight reduction of carbohydrates and of fruits is 
usually sufficient to check it. 


* 


LACTOSURIA 


This occurs (1) during lactation, (2) when suckling suddenly ceases, and 
(3) in breast-fed infants with enteritis. 


PENTOSURIA 


This is a rare occurrence. Many of the patients are Jews. Of 7 cases, 
3 were Jews, 2 Greeks, and 2 English (Cammidge). 


GOUT 


A disease in which there is a disturbance of the purin metabolism and an 
increase of uric acid in the blood. The clinical sign is an attack of acute 
arthritis with a deposition of sodium biurate in and about the joints. 

fEtiology.—Predisposing causes. — Gout is much commoner among 
certain races, e.g. the English and German. It is very uncommon among 
native races. It does not follow, however, that this is a racial peculiarity. 
It is much commoner in temperate than in tropical climates, but it is unlikely 
that the climate plays any part in the causation of the disease. The evidence 
in favour of gout being an hereditary disease is very strong, as a history of 
a gouty ancestry can be obtained in 50 to 80 per cent. of the cases, A 
history of gout in the family was obtained in 75 per cent. of well-to-do 
patients and in 50 per cent. of hospital patients (A. B. Garrod). This evi- 
dence suggests that the disease is chiefly hereditary but may be acquired, It 
is not the disease which is inherited, but only the predisposition to it, and 
the disease may lie latent until it is evoked by other causes (Llewellyn). 
It is a disease of middle life—between the ages of 35 and .50—but it may 
occur much younger, even in schoolboys who have a strong hereditary taint. 
The malady is very much more common in men than in women. Women 
form only 5 to 20 per cent. of tho patients in most statistical tables. 

Exciting causes.—Food plays a part in the causation of the disease, but 
it is rather the quantity than the quality which matters. Meat and the 
purin bodies in tea, etc., probably have little effect, but sweetbreads, liver, 
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kidneys, fish roes, tripe may be actively harmful. Spirits have little effect, 
and gout is almost unknown in Scotland. Beer is much more potent and 
is probably partly responsible for the prevalence of gout in England and 
Germany. The strong wines like port and sherry, and the red wines such as 
Burgundy and claret, are also probably responsible for much gout among 
the well-to-do classes, and champagne has a bad reputation. The light 
white wines like Graves and hock and cider are less evil. Gout was formerly 
very common among lead workers in England, and it seems to be a concomitant 
cause. Trauma plays a great part in the causation of the acute attack. 
The big toe may be affected so frequently because of the pressure of the boot. 
An injured joint may be the seat of the first attack of gout. Syringing the 
ear of a gouty patient for cerumen was followed by an acute attack in the 
external auditory meatus (A. E. Garrod). Local sources of infection are 
very common among gouty patients, e.g. septic gums and tonsils. These 
used to be called gouty manifestations, but Llewellyn thinks that they may 
be responsible for causing the attack of gout. 

Physiology and Pathology.—The fact that sodium biurate was deposited 
in and around the joints suggested that uric acid played an essential part 
in the causation of gout. After A. B. Garrod had demonstrated by means 
of his thread test that the blood of gouty patients contained uric acid in 
abnormal quantities the hypothesis seemed to be proved. The problem is, 
however, not so simple as was thought at first. 

The uric acid which is excreted in the urine of healthy people on an 
ordinary mixed diet comes from two sources, exogenous and endogenous. 
When all the exogenous sources of uric acid, e.g. meat, fish, sweetbread, tea 
and coffee, etc., are removed from the diet the output sinks to a level of 
0-5 to 0-7 g. per day. The amount is fairly constant for each individual. 
If all proteins are removed from the diet, the endogenous uric acid output 
falls to a lower level than before (Folin). The removal of carbohydrates 
and a reduction of the caloric value of the diet also cause a decrease in the 
endogenous uric acid output to the lower level (Graham and Poulton). The 
endogenous uric acid output is believed to come from the breakdown of the 
cell nuclei of the body, t.e. wear-and-tear, but it can also be synthesised 
from histidin and arginin (Hopkins and Ackroyd). When the exogenous 
purins are eaten, or when uric acid 1s injected, there is an increase in the uric 
acid output, but the whole of the uric acid is not excreted in one day. If 
cinchophen is given at the same time, the excretion-rate of the uric acid is 
increased. 

The blood always contains uric acid, and the limits of normal variation 
in health are 1 to 3 mg. pee 100 c.c. The total uric acid in the blood of 
a man weighing 10 st. 3 lb. or 65 kilos would be 50 to 150 mg., assuming 
that the blood constitutes ,/,th of the body-weight, z.¢e. 5000 c.c. 

In cases of gout there is usually a considerable increase in the amount of 
uric acid in the blood. Before an attack the blood may contain 4 to 6 mg. 
of uric acid per cent., though occasionally between the attacks there may be 
only a slight increase. The uric acid may also be increased in some people 
who have never had gout; as, in leukemia, where there is a great destruc- 
tion of leucocytes, and in severe cases of nephritis. The increase in the 
uric acid in the blood is, therefore, not pathognomonic of gout, although it is 
extremely suggestive of it. 
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In gout the output of uric acid varies widely. It may be quite small in 
amount, less than 0-20 g. per day, or it may be equal to that exoreted by 
healthy people. Before the attack of gout it 1s usually very small in amount, 
but the go hin always causes a great increase in the output for a few 
days only. en purin bodies are eaten by a gouty patient, or if uric acid 
is injected, there is great delay in the excretion of uric acid. If cinchophen 
is given at the same time, the uric acid is excreted much more quickly. 
The diminution in the uric acid output may be due to an increased destruc- 
tion in the body or to its retention by the kidneys. There is no evidence 
of increased destruction in the body, as the blood of a patient before an 
attack may contain 4 to 6 mg. of uric acid per 100 c.c. This suggests that 
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Fia. 12.—Figure showing the increase in the output of uric acid in the urine and 
the decrease in the uric acid in the blood after cinchophen. 


the uric acid is retained by the kidneys. When cinchophen is given to a patient 
whose blood contains 4 to 5 mg. per 100 c.c. uric acid there is a great increase 
in the uric acid output and a decrease in the uric acid in the blood (Folin 
and Lyman). The “extra” uric acid excreted in 6 days (Fig. 12) was 1-9 
g., while the blood uric acid decreased from 4:5 mg. to 2:9 mg. per cent. 
The “ extra” uric acid must come from the uric acid in the body fluids, as 
the blood does not contain enough uric acid (Graham) (Fig. 12). 
The evidence points to the view that although gout cannot exist in the 
absence of excess of uric acid in the blood yet uric acid is not the cause of 
out. 
. The essential change is the deposition of uric acid as sodium biurate in 
the joints. The sodium biurate appears to be plastered over the surface 
of the cartilage, but on microscopical examination it is seen that there is a 
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layer of cartilage over the deposit, which is always interstitial. The de- 
posits may be quite small or enormous. In many oases the structure of 
the bones is destroyed and replaced by sodium biurate. The ligaments, 
tendon sheaths and burse are also infiltrated. The big toe joints may 
contain sodium bturate, although the patient has never had an acute attack 
of gout. The skin covering a tophaceous deposit may ulcerate and break 
down, and small masses of sodium biurate may be discharged (chalky gout). 

Tophi.—Sodiam biurate is also deposited in the cartilage of the ear, 
especially in the outer margin of the pinna. The tophi appear as white 
nodules, and uric acid crystals can be recovered from hen, which also give 
the murexide test and a blue colour with Folin’s phospho-tungstio reagent. 

The kidneys.—An uratic deposit may occur in the pyramids. Norman 
Moore found it in 12 out of 80 cases. Well-marked changes of chronic 
interstitial nephritis are often found. 

Symptoms.—The earliest sign of gout is sometimes the deposition of 
sodium biuratein the cartilage of the ear (tophus). Thisstage usually passes un- 
noticed, but is sometimes accompanied by an intolerable itching or tenderness. 

Acute gout.—The first attack of “classical” gout usually occurs at 
night. There may have been a few preliminary symptoms, such as dyspepsia, 
slight pain in the hands, and irritability of temper, but the patient goes to 
bed feeling well. “ The patient suddenly wakes with pain, more or less 
intense, in the ball of one great toe, frequently accompanied with a slight 
shivering ; the pain in the toe gradually increases and is attended with a 
sensation of burning, throbbing, together with great tension and stiffness ; 
heat of skin and other symptams of febrile disturbance usually follow the 
shivering, accompanied with a considerable degree of restlessness” (A. B. 
Garrod). The temperature is raised to 101° or 102° F., but after a few 
hours the patient begins to sweat and finally falls asleep. ‘‘In the morning 
the toe is swollen, the skin shiny, tense and dark red, and the whole joint 
is extremely painful” (A. B. Garrod). Usually the acute pain lessens in 
the daytime, but returns with great violence m the night hours. The 
temperature remains high and the temper of the patient 1s irascible in the 
extreme. The attack may last many days or pass away in two days. When 
the attack is ceasing ‘‘ the inflamed joint becomes less intense and swollen, 
and pitting is readily praduced on pressure ” (A. B, Garrod). The attack may 
spread from the great toe to the other joints of the tarsus or to other joints 
of the body. The first joint of the big toe is most commonly affected. The 
ankles, knees and small jomta of the hand and wrists are next in the order 
of frequency. 

During the attack there may be a considerable degree of leucocytosis, 
20,000 to 25,000, and all but 2000 to 3000 are polymorpho-nuclear cells as 
the lymphocytes and other cells are unaltered by gout. The uric acid output, 
which was low before, is greatly increased for a few days. Sodium biurate 
is deposited in the cartilage of the jomt and head of the bone, but the swelling 
and stiffness may eventually disappear completely, The acute attack may 
be complicated by a severe gastro-intestinal disturbance which may be 
fatal. There may be other symptoms, such as dyspnea, delirium and coma, 
but these are probably due to a coincident uremia. Phlebitis of the veins 
of the limb may be a complication of an acute attack. 

After the attack, whether as the reault of ilness or as a consequence of 
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Fie. 13—Line drawing from a radiograph, showing the changes which take place im 
the bones due to the deposition of sodium biurate. 
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the simple living which the patient has endured, the general health of the 
patient is much improved. The attack usually follows in the spring and 
autumn. The second attack may follow at once, or may be delayed for 
many years. 

Chronic gout.—After several attacks the joint does not recover completely. 
The deposits of urates occur in the ligament and capsule, as well as in the 
articular cartilages and bones. The joint, therefore, becomes swollen and 
regular in its shape. The urate is especially deposited in the burse about 
the joints. In the advanced stages the skin over the uratic deposits breaks 
down and masses of chalky material are extruded, and the wounds heal with 
difficulty. The general health of the patient suffers after several attacks 
and does not recover completely. Dyspepsia is complained of, and the 
patient may show signs of high blood-pressure and arterial disease. The 
urine is increased in amount, and may contain albumin and casts. 

Irregular gout.—Almost any symptom or physical sign which occurred 
in a person who was of a gouty disposition was formerly ascribed to gout. 
Cutaneous eruptions, such as eczema, gastro-intestinal disorders, cardio- 
vasular symptoms and pericarditis, headache, migraine and neuralgia, were 
all thought to be gouty. A gouty patient may develop any of these diseases, 
but the belief that there is a general type due to gout is now regarded as 
unfounded. The urine is usually acid, and on cooling often deposits uric 
acid crystals. This does not mean that there is an excess of uric acid in 
the urine, but that the urine is too acid to keep the uric acid in solution. 
On heating the urine the urates are re-dissolved. Gouty persons may suffer 
from calculi. Glycosuria occurs in some cases, but usually responds readily 
to treatment. Albuminuria and casts are present when the kidneys are also 
affected. Elderly persons often suffer from chronic bronchitis. Gout has 
been accused of rendering patients more disposed to iritis, retinitis and glau- 
coma. It is possible that iritis and retinitis have a gouty basis though they 
may arise independently. 

_ Diagnosis.—The diagnosis in a case of classical gout, with recurring 
attacks of arthritis in the toe or tarsus, is easy, especially if the patient 
comes of a gouty stock or indulges in good food and drink. The b iascran of 
tophi is proof positive that the patient is a subject of gout. Tophi must 
be distinguished from Woolner’s tip, fibroid nodules and sebaceous cysts, 
and in cases of doubt an examination should be made for the crystals of 
sodium biurate with the microscope, and for uric acid with the murexide 
test or Folin’s phospho-tungstic reagent. The blood should be examined for 
uric acid in all cases of doubt, and if more than 3 mg. per cent. are found 
the case is probably one of gout. It must be remembered, however, that 
the uric ar in the blood is increased in cases of chronic interstitial nephritis. 
While it is certain that gout does not occur in the absence of an increase of 
uric acid in the blood, the presence of excess of uric acid in the blood does 
not exclude the presence of other diseases. 

Classical gout is much less common than it was, and the modern tendency 
is to overlook the disease. In the severe cases of gout in which the joints are 
severely damaged, the X-ray appearances are very striking (Fig. 13), The 
negative shows dark areas where the sodium biurate is deposited in large 
amounts and replaces bone or cartilage, since sodium biurate is not opaque, 
like the calcium ion. In the less severe cases there may be—(1) lipping at 
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the articular margins ; (2) a localised atrophy of the bone ; (8) a narrowing 
of the joint space. These changes occur in other kinds of arthritis and are 
in no way characteristic of gouty arthritis (Llewellyn). 

Prognosis.—If a patient has once had an attack of gout he will 
always be liable to another attack, unless he alters his way of living. The 
frequency and severity of the attacks can be modified by treatment. The 
eee of long life depend upon the state of the heart, arteries and 

dneys 

Treatment.—Dietetio—In perhaps no other disease have a greater 
number of dietetic fads been recommended. The total quantity of the 
food should be kept within reasonable limits, and civic dinners should be 
avoided. The meals should be simple but attractive. There is little difference 
between the different kinds of meat, except that for those who have dyspepsia 
chicken is more easily tolerated than beef and mutton. There is no need 
to deprive the patient of sugar, which is a common fad, or of starchy 
food, but they should be eaten in moderation. The same is true of fat. 
Some gouty persons are much too stout, and a reduction of weight is 
ee 

rotein foods contain purin, but their content varies widely (see 
me - ow). The foods which contain more than 0-1 g. per 100 g. should 
be avoided, as the uric acid which is formed from the breakdown of the 
purin is excreted more slowly by the gouty patient than by the healthy one. 


THE Purtn Content or Various Foops (R. A. McCanog) 


Material Purin Nitrogen per 

(All cooked) 100 g. of Edible Food 
Brains . : ; ; . 0-033 
Mutton (general average) . . 0-063 
Fish (_,, » ) . 0-065 
Pork (_,, ft : . 0-069 
Beef (_,, “> 2) . 0-081 
Birds (_,, » +) ; : . 0-094 
Hearts . : : : ; : . 0-116 
Cod roe (hard) : : : . 0-120 
Livers and kidneys ; ; ; . 0-140 
Herring (no roes) . , : , . 0-150 
Smelts . : ‘ ; ; . 0-168 
Sprats . : : . 0-180 
Sardines ; : : : : . 0234 
Whitebait . . 0-323 
Throatbreada, Sweetbreads, etc. ; . 0-426 
Herring roe (soft) . : ; . 0-480 


Attacks of gout have followed very quickly after eating sweetbreads and 
after the administration of purins for experimental purposes. The fruits 
and vegetables which contain an excess of oxalates, t.e. strawberries, 
rhubarb, spinach and asparagus, should be forbidden if oxaluria is 
present. 

Heavy beers, strong wines like port and sherry, all red wines, and also 
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champagne, should be forbidden for gouty patients. The white wines, like 
Graves and hock, may be allowed in moderation if especially desired, If 
drunk in moderate amount and well diluted, whisky is probably the least 
harmful beverage. Mineral waters may be of consi erable benefit to gouty 
persons. Their mode of action is uncertain, but is probably due not so much 
to the a ge of the waters as to the amount of water drunk, the simple and 
restricted diet, and the regular and supervised life which the patient leads 
at a spa. Hot baths and douches are of assistance in aiding the recovery of 
stiff joints. The waters of Buxton and Bath in England, Vichy, Aix-les- 
Bains and Contrexéville in France, Wildbad and Homburg in Germany, 
Carlsbad and Marienbad in Moravia, and Saratoga, Bedford and White 
Sulphur in America, are the best known. 

Too = During the acute attack the joint should be covered with cotton- 
wool, placed on a pillow, and the bedclothes raised by means of a cradle. 
Hot fomentations or cold lotio plumbi c. opio may be applied. 

Internal.—The treatment should be started with a purgative, and calomel 
is recommended. Colchicum is specific for the acute attacks. The pain is 
usually relieved quite quickly, and the redness of the skin and swelling of 
the joint subside. Fifteen to 30 minims of the tincture in an alkaline mixture 
should be administered every 4 hours. The drug may cause vomiting or 
purgation, and its action must be carefully watched. Its mode of action is 
quite unknown, and it is of no value in averting an attack. Cinchophen 
(Trade names: atophan, agotan, phenoquin, quinophan) is useless in relieving 
the pain of an acute attack, but it is most useful in averting attacks. It is 
given in tablet form, gr. 15 three times a day for 1, 2 or 3 days consecutively 
in each week and should never be given continuously. It increases the 
output of uric acid in the urine and decreases the amourtt of uric acid in the 
blood, and thus prevents the continuous accumulation of uric acid in the 
body. The drug may, however, produce unpleasant symptoms, such as 
urticaria, dyspepsia and jaundice. The complication of jaundice may be a 
very serious matter, for acute yellow atrophy of the liver may develop and 
death ensue. These toxic effects have usually, but not always, occurred : 
(1) when the drug has been given continuously, 2.e. without an intermission 
of 4 to 5 days between the courses ; and (2) when its administration has been 
continued after minor symptoms of toxic action have appeared. The results 
of the treatment of undoubted cases of gout with cinchophen are so good that 
its toxic action 1s most unfortunate. It would seem that its use should be 
restricted to the treatment of gout, and only given in short courses each 
week and discontinued at the first indication of intolerance. Further, as 
soon, as the acute jomt condition has passed, the dosage should be reduced 
to 15 gr. twice a day, one day each week for 2 to 3 months. In a long- 
standing case, it should then be given once a month, or once in 3 months 
for an indefinite period. Aspirin and sodium salicylate have a similar action 
to cinchophen and may be used instead of it. Aspirin gr. 10 with glycine 
gr. 20, is given three times a day for one or two days each week in the chronic 
case, or more frequently if an attack is threatening. 

The general health of the patient must be attended to and all causes of 
sepsis should be removed. Radiant heat and massage are very useful for 
restoring the movements of a crippled joint. 
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OBESITY 


Obesity is a condition in which there is an excessive amount of body fat. 

Etiology.—Certain races are more prone to become fat than others, e.g. 
the Dutch, South Germans, South Italians, Maltese, Hebrews, the natives 
of India and Ceylon, and some African races. A clear history of heredity was 
obtained by Futcher in 60 per cent. of his cases. Obesity may develop at 
almost any age, but it is more likely to occur at certain ages: in babies, in 
children at puberty, in men after the age of 40, and in women during preg- 
nancy or after the menopause. It 1s commoner among females than males. 

Pathology.—The deposit of fat indicates that the caloric value of 
the diet is in excess of the individual’s needs. This may be due to the 
large amount of food which is eaten, or to a small energy consumption in 
the body. Some fat people have a very large appetite and eat much 
more than is necessary to satisfy their energy requirements. The amount 
of exercise which is taken has a great influence on the amount of fat which is 
deposited. Thus, a patient who is lying in bed will gain in weight on a diet 
which contains less caloric value than that which he eats when he is up 
and about. Although many cases of obesity are easily explained on the 
above grounds, there are many instances which cannot be explained so 
simply. 

he investigations of the basal metabolism help us to understand many of 
these cases. The amount of oxygen which is burnt depends on the state of 
the patient. More combustion of oxygen takes place when the patient is 
taking exercise than when he is at rest, and when he has a meal than after a 
short fast. The metabolism of the resting, fasting individual is termed the 
basal metabolism. This is expressed in cubic centimetres of oxygen per 
minute per square metre of body surface. The basal metabolism (p. 403) is 
lower for adults than for children, and gradually decreases with each decade. 
It is lower for females than males. The basal metabolism can be altered by 
prolonged undernutrition and by the influence of the ductless glands. One of 
the results of underfeeding is a lowering of the basal metabolism, but the 
oxygen consumption of such a patient during exercise is unaltered. The action 
of the thyroid gland on the basal metabolism has been carefully ‘studied, as 
there are two clinical conditions in which the thyroid plays an important 
part, namely, (1) in hypothyroidism, and (2) hyperthyroidism. In the first, 
the patients, among other symptoms, tend to increase in weight, and the basal 
metabolism in these cases 1s much lower than usual. In the second, one of 
the prominent complications is the rapid loss of weight which occurs, and the 
basal metabolism is much increased in these cases, and can be increased b 
giving thyroid extract and decreased by removal of large portions of the gland. 
When the basal metabolism is low, it 1s clear that the patient will tend to get 
fat, although he is eating less food than a patient whose basal metabolism is 
high. These experiments help us to understand many cases of obesity. 

The action of the other ductless glands is not so well understood. When 
the posterior lobe of the peaery gland is damaged by a tumour, considerable 
changes take place in the metabolism. The patients grow fat, and the fat 
is deposited in the characteristic feminine situations, t.e. the breasta and 
hips in male and female patients (Frohlich’s syndrome). When the anterior 
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lobe is removed in dogs there is an increase in the weight of the animal 
(Cushing). 

The sex glands have a considerable influence on the metabolism. When 
the glands develop at puberty there may be an increase or decrease in the 
fatty deposits. The female lays down fat around the breasts and hips, 
and assumes the characteristic feminine form. Removal of the testicles, as in 
eunuchs, usually causes an increase in the body-weight. During a pregnanoy 
women often grow stout long before they have to restrict their normal 
activities, while after the pregnancy is terminated, the patient may lose 
weight, and recover her figure. At the menopause many women tend to 
become stout. 

In obesity the fat is deposited in the subcutaneous tissues, the great 
omentum, mesentery, and around all the organs, such as the heart and 
kidneys. 

Ssymptoms.—The presence of large deposits of fat limits the activities of 
the patients and destroys their good looks. Many of the patients feel well, 
but some complain of difficulty in moving about, because of their great bulk. 
Others complain of shortness of breath on the least exertion. Some of the 
patients are anemic. Eczema may occur on those parts of the skin which 
touch each other. 

Treatment.—Dvretetic._—If the patient has only gained a little weight, 
moderate restriction of the carbohydrate and fat of the diet, together with 
an increase of exercise, may be sufficient. This is the basis of the well- 
known Banting cure. When the obesity is considerable, more drastic 
treatment is necessary if the patient really wishes to lose weight. The 
treatment may be started in two ways. (1) With a fast day, when the 
patient should stay in bed. Tea and coffee, with milk and sugar, and gravy 
soups may be taken in any quantity. The fast day will often cause an 
initial drop of 1 or 2 lb. in weight and also a reduction in the size of the 
patient’s appetite. The fast day should be repeated once a week, and after 
a few times the patient need not stay in bed. (2) With a fruit day. A 
sufficient amount of fruit and vegetables is taken to provide 80 g. of 
carbohydrate (see Food-Tables, p. 426). The fruit day causes less dis- 
comfort than a fast day, partly because of the bulk of the food eaten and 
partly because the carbohydrate maintains the blood sugar at the normal 
level, and so prevents the formation of acetone bodies. The patient will 
be more willing to repeat a fruit day than a fast day once or twice a week. 

The three components of the diet, t.e. fat, carbohydrate, and protein, 
should be reduced in different proportions. The fat should be reduced as 
much as possible, because it has a very high caloric value and the patient 
has already an excess of fat in his body. Butter, cream, the fat of meat, 
and especially that of ham and bacon, should be avoided. Chicken is better 
than mutton or beef, as it contains less fat, while white fish contains no fat. 
The carbohydrates should be considerably reduced, but this must be done 
cautiously ; for many patients are made miserable, complaining of lassitude 
and extreme hunger. This is probably due to the blood sugar being too low, 
since these be toms occur as a result of an overdose of insulin (p. 419). 
The protein should be reduced least of all, for its combustion causes an Increase 
in the metabolism of the body—the specific dynamic action of proteins. 
The total caloric value of the diet may have to be reduced to 1500 calories 
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(carbohydrate (C), 150 g.; protein (P), 70 g.; fat (F), 64 g.); 1000 calories 
(C, 100 g.; P, 70g.; F, 32 g.); 500 calories (C, 60g.; P,40g.; F, 10g.) (see 
Table of Food Values) before the patient begins to lose weight. The weight 
should not be decreased too rapidly. When the fat in the diet is small in 
amount the patient will suffer from a lack of vitamins A and D. This should 
be given in the form of radiostoleum, or adexolin, min. 3 once daily. A 
decrease of 1 to 2 lb. a week and 7 to 8 |b. a month is sufficient. The treat- 
ment should be persevered with until the patient’s weight is about the average 
for the height and age. The patient A a be encouraged to take more 
exercise, but this should stop att of inducing undue shortness of breath. 
Physical drill and massage are of considerable assistance in increasing the 
energy needs of the body. Care should be taken not to eat more than usual 
after exercise, for this will neutralise any good effects of the exercise. 

Thyroid has been used in the past rather indiscriminately, as it increases 
the basal metabolism. If the patient has a low metabolic rate (B.M.R.), 
it should be prescribed ; but if the B.M.R. is already normal, it may cause 
harm. The usual dose is 1 to 2 gr. twice daily. A careful watch should be 
kept for the onset of tachycardia, tremor, sweating, and glycosuria. When 
the B.M.R. is raised, more insulin has to be provided, and an elderly patient 
with a low sugar tolerance may develop glycosuria and have the symptoms 
of diabetes mellitus as the result of the adininistration of thyroid. 


LIPODYSTROPHIA PROGRESSIVA 


This is a rare condition, in which the subcutaneous tissues of the upper 
part of the body lose their fat, while those of the lower half remain un- 
saa ve 

tiology.—Females are affected more often than males. The cause of 
the condition is quite unknown. 

Symptoms.—The patient feels perfectly well, but complains that the 
‘appearance of the face has altered, having become much thinner. The 
arms and trunk may also be similarly affected. The condition starts in the 
face and gradually descends to the arms and trunk. The legs are usually 
unaffected. On examination, the skin can be picked up easily and it is 
obvious that there is no fat in the subcutaneous tissues. The malar bones 
are very apes The whole appearance of the patient suggests a severe 
wasting disease. The breast and mons veneris in females are usually 
unaffected. 

Course.—The condition progresses slowly. 

Diagnosis.—This is made by comparing the subcutaneous tissues of the 
upper half of the body with those of the lower. The presence of a severe 
wasting disease must of course be carefully excluded. 

Treatment.—Nothing is known which has any effect on the condition. 
The patient should be assured that no serious disease is present. 


THE LIPOMATOSES 


Localised deposits of fat may occur in many situations. Various types with 
special] symptoms have been prescribed, but it is probable that they are only 
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variations of a common morbid process. The main types of the disease 
are : 

1. Adtposis dolorosa (Dercum’s disease).—See p. 480. 

2. Nodular ciroumscribed lipomatosis—The lipomata may be few in 
number or very numerous, symmetrical or asymmetrical, large or small. 
Most of them are painless, but some are very tender and painful. Asthenia 
and mental changes, such as occur in adtposis dolorosa, may be present. 

3. Diffuse symmetrical lipomatosts of the neck—This condition occurs 
chiefly in males, and the tumour usually ae after the age of 20. The 
thyroid and pituitary glands showed pathological changes in two cases. 
The fatty tumour is diffuse and symmetrical. The common sites are beneath 
the chin, at the nape and base of the neck, and the pre- or post-auricular 
region, and occasionally on the trunk. The tumour bears no relation to the 
general obesity of the patient. It is usually complained of beeause of the 
disfigurement which is caused. Pain, asthenia and mental disturbances may 
be present. 

4, Neuropathic edema, pseudo-eedema, pseudo-lipoma.—sSwelling of the 
limbs may occur in patients with hysterical affections. This resembles at 
first sight an cedematous swelling, but it does not pit on pressure. It is 
due to a deposition of fat in the subcutaneous tissues. 

Treatment —This is very unsatisfactory. Thyroid gr. 1 t.d.s. has 
given the best results, but pituitary (posterior lobe) extract should be also 
given a trial. Aspirin may relieve the pain. 
GEORGE GRAHAM. 
1 Lyon, Arch, Int. Med., vi., 1910, p. 28. 


SECTION VII 


DEFICIENCY DISEASES 


VITAMINS 


A coMPLETE and balanced diet must contain a sufficiency of each of the 
vitamins as well as the correct amount and proportion of protein, fat, carbo- 
hydrate and mineral salts. In the absence of vitamins from the diet the 
so-called deficiency diseases, scurvy, rickets, beriberi and pellagra and other 
syndromes arise. Vitamins are present in only minute amounts in various 
foods and were simply described by the letters, A, B, ©, D, etc. Nearly 
all have been isolated, their chemical constitution established, and syn- 
thesised by chemists, and they have been more suitably named according 
to their properties and functions. The list of vitamins is as follows : 


Fat soluble. Water soluble. 
A =axerophthol B, = aneurine or thiamine (F). 
from carotene. 9 
= B, ;not yet identified. 
from 7-dehydrocholesterol. B; 
D, =calciferol 
from ergosterol. B, complez : 


D, =same as D. 


B, (G) =riboflavin. 
D, } from other sterols. B, —adermin (H). 
EK =a- and £-tocopherol. B, =nicotinic acid or amide. 
K = C =ascorbic acid or cevitamic acid. 


methyl phyty] naphthaquinone. P is doubtful. 


Viramin A orn AXEROPHTHOL 


The presence of an unknown substance in fats became obvious from 
the normal growth of rats on some fats, but not on others. Animal fats, 
except lard, and the fat of green leaves promoted growth, while vegetable 
fats extracted from seeds did not. The growth-promoting values of the 
fata were very different, the very high value of cod-liver oil being most 
striking. Green leaves were superior to butter. The vitamin A value of 
milk was low, and was derived from the green food of the animal. Green 
leaves, carrots, and other parts of plants contain the substance carotene, 
formed in the plant at the same time as chlorophyll. Carotene has also 

1 
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owth-promoting properties, and yet it is not vitamin A. The connection 

etween carotene and vitamin A was shown by Moore, who proved that 
carotene was converted in the liver into vitamin A. Three varieties of 
carotene are distinguished, a, 8, y, of very similar formule. #-carotene 
yields two molecules of vitamin A; the others only one. Other carotenoid 
pigments in plants are also precursors of vitamin A. The chemical formule 
of these pigments and of vitamin A show clearly how the latter is derived 
from the carotenoids. Vitamin A (as well as carotene) is stored in the liver ; 
body fat stores very little of it. Storage of vitamin A is helped by fat in 
the diet. Normal human liver contains 200 international units per gram of 
wet tissue: at birth, however, the liver contains very little vitamin A. 
Vitamin A,, a slightly different compound, is found in the livers of fresh- 
water fish. 

On account of the numerous precursors in plants and different forms in 
which vitamin A (an alcohol) may exist in animals, chemical methods of 
estimation of vitamin A values of foods are difficult. The estimation has to 
be made by feeding experiments. As standard, pure £-carotene is used ; 
0-6 microgram (millionth of a gram, jg.) is one international unit. One gram 
of axerophthol from fish livers equals 3,000,000 int. units. The approximate 
values of some foods are: halibut-liver oil, 16,000,000 ; cod-liver oil, average 
200,000 ; calf’s liver, 46,000; ox liver, 16,000; spinach, 13,000; cream 
cheese, 4600; butter, 2600; egg yolk, 3000; cheddar cheese, 5500; 
milk, 2300 international units per 100 grams or 34 oz. 

The daily requirements of adults are reckoned as from 3000 to 4000 ; 
of infants 2000 to 2500; and of older children and nursing mothers 4000 
to 6000 int. units. 

In the absence of vitamin A from the diet, young animals cease to grow, 
and as soon as stores in the body are exhausted become very susceptible to 
bacterial infections entering through the mucous membranes. The function 
of the vitamin is to keep healthy the moist surfaces of the epithelia and 
prevent hyperplasia, metaplasia, and keratinisation. If the supply of 
‘vitamin A is insufficient the fur of animals and feathers of birds become 
dry and ruffled, and the first visible symptoms are a peculiar and charac- 
teristic eye disease similar to xerophthalmia which had been observed in 
children. The eye disease is a special instance of keratinisation. The only 
treatment is vitamin A in cod-liver oil or other fish-liver oil. Local treat- 
ment is of no avail. Cases of xerophthalmia were described by Budd in 1842, 
recorded by the explorer Livingstone in Africa in 1857, and Bloch, 1917- 
1924, observed many cases in Copenhagen. 

After the eye symptoms, diets low in vitamin A lead to respiratory infec- 
tions and broncho-pneumonia. Abscesses at the base of the tongue, suppurat- 
ing glands, pus in the middle ear, septic nasal sinuses, and infections of the 
digestive and genito-urinary tracts are noticed in animals. They have also 
been clinically observed in man. Urinary calculi are common in experi- 
mental rats. In India, where stone is prevalent, McCarrison found that 
foods with vitamin A counteracted their formation. Toad skin is another 
symptom of vitamin A deficiency. 

he epithelium at the junction of the teeth and gums in dogs was shown 
by May Mellanby to become overgrown and infected with micro-organisms 
(pyorrhoea). Vitamin A is necessary for the formation of dentine and enamel. 
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Lack of vitamin A causes degenerative changes in the spinal cord and 
the medullary sheaths of the sciatic nerves, and to disturbance of the cstra] 
cycles and failure of ovulation. In puppies E. Mellanby has described bony 
overgrowth and deformity at the base of the skull, causing destruction of 
the divisions of the auditory nerve with production of deafness. 

Hemeralopia or night blindness is specifically due to lack of vitamin A ; 
visual purple is derived from axerophthol. This peculiarity forms a handy 
method, by means of the dark adaptation test, of examining individuals 
for their state of vitamin A nutrition. Harris and his colleagues have made 
a special study of this test, and point out that the technique must be carefully 
controlled. By night blindness tests 30 per cent. of children in an elementary 
school were deficient in vitamin A, and 39 out of 40 became normal after 
treatment. All children in a home where vitamin A was abundantly supplied 
were normal, 


Viramin D 


The early work of E. Mellanby showed that the fats preventing rickets 
were the same fats as those containing vitamin A, which suggested that 
vitamin A was the antirachitic substance. There were, however, several 
differences. McCollum found that cod-liver oil, after aeration at a high 
temperature, was still antirachitic but not anti-xerophthalmic. The anti- 
rachitic substance was stable to heat, and distinct from vitamin A. McCollum 
called the antirachitic substance vitamin D. The existence of two vitamins 
in fats was confirmed from experiments with spinach ; spinach was strongly 
growth-promoting and anti-xerophthalmic, but failed to prevent rickets. 
Spinach and green leaves contain vitamin A, but not vitamin D. Butter 
contains vitamin A, and very little vitamin D. Cod-liver oil contains 
vitamins A and D in large amounts. The irregular distribution explains 
the varied behaviour of fats. 

Mellanby later investigated the rickets-producing effect of cereals in 
the diet. It was counteracted by vitamin D. The addition of calcium salts 
was also compensatory. The rachitic substance in cereals is phytin. Phytin 
has no toxic action, but forms an insoluble calcium salt and so removes it 
from solution ; it has also an inhibiting action on the assimilation of calcium 
and phosphorus. The phosphorus of phytin is not available. Soluble 
phosphates are necessary in a low phosphorus diet. May Mellanby carried 
out parallel experiments on the teeth. Perfect teeth were produced with 
an ample supply of vitamin D in the diet. Decayed teeth were associated 
with too little vitamin D; and similarly, with cereals in the diet if the 
calcium, phosphorus, or vitamin D were too low. 

The physiological action of vitamin D is to regulate the absorption of 
calcium and phosphate from the food in the intestine so as to maintain 
these elements at disie proper and optimal level in the blood. In the diagnosis 
of rickets the estimation of calcium and of phosphate in the blood is of value. 
A better indication of incipient rickets, however, is the estimation of blood 
phosphatase, a high blood phosphatase being an early symptom of rickets. 

e curative action of sunlight upon rickets was well known, and could 
not be explained by the existence of a vitamin. The demonstration by 
Huldschinski, in 1920, of the curative action of ultra-violet light from a 
mercury vapour lamp made possible the experimental study of the action 
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of light. Hume and Smith, at the Lister Institute, made the first observa- 
tions leading to the explanation. Rats were kept in cages with sawdust 
as bedding. Some cages were exposed to ultra-violet light and others not 
so. Rats kept in the exposed cages did not get rickets, while the others did. 
The rats were seen to eat the sawdust. Light had produced in the sawdust 
an active substance having the effect of vitamin D. Next, foods known 
to be rachitic were exposed to ultra-violet light; they became antirachitic. 
The substance so activated was located in the fat, and traced to cholesterol 
and finally to an impurity in the cholesterol, later identified as ergosterol. 
Pure ergosterol from yeast on exposure to ultra-violet light is converted 
into active vitamin D. The new vitamin was isolated and called calciferol, 
and lettered D,, as it was not proved to be the same as that in cod-liver oil. 
Two factors were thus needed in the prevention of rickets—the one ergo- 
sterol and the other ultra-violet hight. Foods may contain the sterol or the 
activated sterol. The latter prevents rickets. The former is activated 
directly in the food, or indirectly after consumption in the fat under the 
skin. As a preventive measure against rickets the irradiation of foods is 
not altogether practicable. The food may become unpalatable and vitamin 
A is destroyed. Irradiated yeast is sometimes given to cows to improve 
the vitamin D value of their milk. Since calciferol has become a cheap 
commercial substance the best way of improving the vitamin D content 
of foods is by its direct addition in suitable quantity, as is carried out with 
dried milk and with margarine. Calciferol 1s iiaitable for medical use in 
various forms. Overdosage with calciferol must be avoided. The effect 
of high doses produces a big rise of calcium and phosphate in the blood, 
leading to abnormal deposits of calcium phosphate in the vascular system, 
spleen, kidneys,:liver and lungs. The best method of securing vitamin D 
is in ordinary foodstuffs with the sterol which is activated later by sunlight. 
The vitamin D content of foods is expressed in international units. The 
international unit of vitamin D is 1 mg. of olive oil containing 0-025 micro- 
ram of calciferol. One unit daily heals rickets in young rats in 8 days. 
oward and Morgan have given the following figures per 100 grams : halibut- 
liver oil, average 257,000; cod-liver oil, 12,700; butter, average, 100 to 
200; cream, 50; milk, 10 to 100; egg yolk, 150 to 400; canned salmon, 
600 to 800 international units. 
The daily requirement of vitamin D varies with the available sunlight, 
the amount of sterol in the food, and the proportions of calctum and phos- 
horus. The League of Nations Nutrition Committee recommends at least 
50, and for full growth and vigour 400-500. L. J. Harris advises for infants 
1500 units daily as preventive quantity, and 3500 as curative. A suitable 
supplement is 500 to 1000 units a day for a child or mother. A teaspoonful 
of cod-liver oil gives 300 units. 
Vitamin D,, or calciferol, is not identical with vitamin D in fish-liver oils. 
A sterol, 7-dehydrocholesterol, can be made from cholesterol by oxidation 
and activated by ultra-violet light into vitamin D,, which is as active as 
vitamin D,. The same substance has been isolated from fish liver oils, so 
it seems that vitamin D, and D are identical. Both D, and D, are equally 
active in preventing or curing rickets in rats and man; in chicks, however, 
vitamin D, is more active. The production of an active vitamin D from a 
sterol by ultra-violet light depends upon the structure of the sterol. Many 
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sterols have been examined, and several give active vitamins, D,, D,, etc. 
Many are present in various foods, and will serve as precursors of vitamin D. 
In skin the precursor is 7-dehydrocholesterol derived from fish in the food. 


VITAMIN E 


The failure of rats to reproduce on a diet containing cod-liver oil (vitamins 
A and D) and yeast (vitamins B, and B,), announced by Evans and Bishop 
in 1922 and corroborated many times, is due to the absence of another fat- 
soluble vitamin E. Rats do not need vitamin C. Vitamin E is found in 
the oil of lettuce and green leaves, and in the germ of whole cereals. Vitamin 
E has been isolated from wheat germ oil, identified and synthesised. Two 
varieties exist, known as o- and 8-tocopherol. Vitamin E resists oxidation, 
but is destroyed by contact with rancid fats or with iron salts. 

The failure of reproduction is “ resorption gestation,” ¢.c. death of the 
foetus in the uterus and its resorption into the maternal organism. Females 
recover after giving wheat germ oil, but in males the germ cells degenerate 
and sterility is permanent. The ordinary human diet contains enough 
vitamin EK, but an insufficiency may arise from diets having little green 
vegetable and too much white flour. Cases of habitual abortion in cattle, 
and a few cases of persistent miscarriage in women have been treated success- 
fully with wheat germ oil. Other effects of vitamin-E deficiency are de- 
generation in the kidneys, discoloration of the uterus, muscular dystrophy, 
and alimentary exudative diathesis. Synthetic «a-tocopherol prevents these 


symptoms. 


VITAMIN K 


A deficiency disease characterised by subcutaneous and intramuscular 
hemorrhages with delayed clotting of blood in chickens was described by 
Dam and Schonheyder, in 1934, and ascribed to lack of a fat-soluble thermo- 
stable vitamin K. Their results have been fully confirmed. Vitamin K is 
most abundant in hog’s-liver fat, and green leaves. Two natural substances 
vitamins K, and K, have been isolated and identified as 2, 3-derivatives 
of 1, 4-naphthaquinone. The simple 2-methyl-1, 4-naphthaquinone has 
similar properties. Clinically, injections of emulsions of vitamin K have 
produced a reduction in the clotting time of the blood of patients with 
obstructive jaundice, and hemorrhagic states in infancy have responded 
to treatment with the vitamin. 


ViTaMiIn B, 


Kijkmann’s observations (1897) that fowls on a diet of white rice suffered 
from a peculiar form of paralysis called polyneuritss gallinarum, very similar 
to the symptoms of beriberi in man, and the cure of both birds and man 
on being given whole rice or rice bran, were the foundation of investigations 
on deficiency diseases. Whole cereals, pulses, and nuts were also found to 
be preventive, whereas white cereals led to the disease. The idea that a 
disease was due to the absence of some unknown substance from the food 
is due to Grijns (1901). The idea was strengthened by Fraser and Stanton’s 
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extraction of the preventive substance by means of alcohol, and Funk’s 
isolation of an impure substance, vitamine, which cured polyneuritis in 
eons. 
it The occurrence of beriberi amongst our troops in the Dardanelles and 
Mesopotamia during the War of 1914-1918 stimulated further investigations. 
Numerous foods were tested for their anti-beriberi value by Cooper, and b 
Chick and Hume at the Lister Institute using the pigeon as test animal. 
Their data on the cure and prevention of polyneuritis in pigeons were so 
similar to those on the growth of rats on foods tested for water-soluble B 
that these two unknowns seemed identical, but there were some differences 
to cause doubt. Another difference was in the stability to heat. The anti- 
beriberi vitamin is destroyed by high temperatures, especially in presence 
of alkalis, but the water soluble growth vitamin is stable. The Vitamin 
Committee of the Medical Research Council adopted the view of two different 
vitamins. They called the anti-beriberi vitamin B,, and the growth-pro- 
moting vitamin B,. The irregularities in distribution were due to differences 
in amount: yeast contains both equally ; wheat germ has more B, than B,; 
egg white has B,, but not B,; and meat has more B, than B,. The com- 
oe vitamin B, values of most common foods were examined by Plimmer, 
osedale, Raymond, and Lowndes, but in the absence of a definite standard 
at that time the data were quoted in terms of dried yeast as 100. Their 
figures correspond in most cases with the figures by newer methods in terms 
of the international standard. Vitamin B, is most abundant in dried yeast, 
yeast extracts, germ of cereals, pulses and nuts, with very little in leaves 
and fruits. Liver, heart, kidneys, egg yolk and cod’s hard roe contain 
appreciable quantities, but lean flesh and fish flesh very little. 

The estimation of vitamin B, in foods is by the bradycardia method, 
developed by Harris and Birch. The rate of the heart-beat of rats on a 
diet deficient in vitamin B, falls from about 550 to 300, and is rapidly re- 
stored on giving food containing vitamin B,. The vitamin B, value of the 
food is estimated by determining the amount of the food which restores 
the heart-beat in comparison with a standard preparation made from rice 
bran or a standard quantity of pure vitamm B,. Many foods have been 
analysed in this way by Baker and Wright. A newer purely chemical 
method, in which the vitamin B, is extracted and depeemiiedl after oxidation 
to thiochrome is used by Pyke (1940). 

Vitamin B, was isolated from rice bran and yeast, and its chemistry 
fully established. The pure synthetical vitamin, called aneurine or thiamine, 
is available for medical use and other purposes. Aneurine hydrochloride was 
adopted in 1938 as standard of measurement. Three micrograms corresponds 
with one international unit. The amounts of aneurine in some common foods 
In micrograms yg. per 100 grams are: dried yeast, average 9000; yeast 
extract, marmite, average 6000; wheat germ, bemax, average 3900; whole 
wheat, average 900; whole wheat bread, 360; brown breads, 150 to 420; 
white bread, 30 to 60; oatmeal, 300 to 510; lentils, 630; haricots, 360 
to 480; fresh peas, 90 to 120; canned peas, 360; walnut, hazelnut, 450 
to 600; vegetables, 30 to 210; fruits, 30 to 120; potato, 90 to 120; lean 
meats, 90 to 150; pork, ham, lean, 660 to 960; fish, 90 to 120; milk, 70; 
cheese, 0 to 90 ; liver, kidney, 450 to 570; egg yolk, 420. 

Aneurine is closely connected with the metabolism of carbohydrate. In 
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the form of its pyrophosphoric ester it becomes co-carboxylase, which is 
concerned with the removal of pyruvic acid. In the absence, or with too 
little aneurine pyruvic acid accumulates in the blood, tissues and brain. 
The excess of pyruvic acid in the brain causes the head retraction, the 
symptom of polyneuritis, in birds, and is the cause of bradycardia. In man 
the heart beat increases in rate. The estimation of pyruvic acid in the 
blood is a possible means of detecting and confirming beriberi. 

Aneurine is excreted in the urine. It can be adsorbed on kaolin and 
determined by the bradycardia method. A better method consists in 
adsorbing it, extracting with butyl alcohol and oxidising to thiochrome. 
Thiochrome shows a marked fluorescence in ultra-violet light according to 
quantity. Harris suggested the estimation of aneurine in urine to ascertain 
the level of nutrition of vitamin B,. The resting level of the subject is deter- 
mined and a test dose of 1050 ug. is given. In normals about 25 per cent. 
is immediately excreted as estimated 3 hours later. If less is excreted, 
the body is not saturated and the subject is on too low a level. The normal 
excretion varies according to diet from 50 to 170 ug. in 24 hours; 90 yg. is 
subnormal. On the reputed daily requirement of 900 ug. the output is 
137 to 233 ng. On diets deficient in aneurine the output is 50 to 80 »g., in 
cases of beriberi almost 0. Women show lower values during and after 
pregnancy. 

The requirement of vitamin B, by man depends on body weight and 
energy metabolism. The amounts of vitamin B, in diets leading to beriberi 
were calculated by Baker and Wright to be 450 to 750 »g.: a 10-stone man 
consuming 3000 calories requires 900 »g. daily to protect from beriberi ; 
and a 14-stone man, 1125 »g. Other authors estimate a daily requirement 
of 900 to 2700 wg. The typical diet of white bread, butter, meat, sugar, 
and vegetables contains 600 to 1050 yg., and in the case of the poorer classes 
usually the smaller amounts. A large proportion of the Pop ation is con- 
sequently on a borderline diet. The effect of borderline diets, t.e. hypo- 
vitaminosis, can be judged from the numerous experiments on birds and 
rats, With very little, the animals soon die with typical symptoms; with 
larger but still insufficient amounts, life is longer; with still more, the 
animals live longer and die without showing the typical symptoms. Post- 
mortem examination shows enlarged heart, and intestines full of undigested 
food. McCarrison found these symptoms in the early stages of beriberi. 
The chronic enlarged heart and dropsical tissues were considered to be due 
to too little vitamin B,. M. J. Rowlands particularly studied the effects of 
too little vitamin B, on rats. He observed distension of the stomach and 
visceroptosis, and a slower evacuation of the bowels. Resistance to infection 
was weakened, and bacteria entered the body through the degenerated mucous 
membranes of the intestinal walls and infected other parts of the che 
Drummond, Baker, and Wright (1938), in continuation of Rowlands’ work, 
found that rats had a shorter duration of life, smaller litters, and a greater 
incidence of gastro-intestinal lesions, especially ulcerations. Constipation, 
ulcers, and cardiac troubles may thus in many cases be attributed to dieta 
low in vitamin B,. 

The nature and functions of vitamins B,, B,, and B,; which are associated 
with vitamin B, are uncertain. 
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ViramMin B, Compiex 


Vitamin B, is composed of several factors, B,, B,, B, and at least one 
more, the filtrate factor or pantothenic acid. The main medical interest 
of the vitamin B, complex is in B, or nicotinic acid, which cures the chief 
symptoms of pellagra. Adermin, B,, and riboflavin, B, are also required. 

enerally, but not invariably, associated with a maize diet, pellagra 
occurs in parts of S.E. Europe, Egypt, and in southern districts of U.S.A. 
It was first described by Pedro Casals in 1707 under the name of mal de la 
rosa, and attributed by him to a poor diet. Goldberger in U.S.A. eliminated 
the disease in parts of U.S.A. with an increase of animal foodstuffs. Hence 
pellagra was attributed to lack of animal protein, or more specifically to 
absence of one or more amino acids not present in the proteins of maize. 
Experimental work did not support this idea. As dried yeast, beef, liver, 
salmon were highly curative but not casein, Goldberger concluded that 
there was a special pellagra preventing or PP factor. Its distribution in 
foods was so similar to that of water soluble B, or vitamin B,, that he thought 
the two were identical, especially as rats on a synthetic diet containing a 
preparation of B, suffered from a dermatitis seemingly analogous to the 
dermatitis of pellagra. The substance flavin, or lactoflavin, or more correctly 
riboflavin, was next isolated from egg white, milk and liver. It cured the 
rat dermatitis. Pure synthetical riboflavin, however, did not have the 
same result, and so it was assumed that an impurity, B,, in the isolated 
riboflavin was the curative vitamin. Preparations of vitamin B,, free from 
riboflavin, cured the dermatitis, but the animals failed to grow. Growth 
was restored with riboflavin. For rats the two vitamins are thus essential. 
Rats on a pellagra producing diet of maize and other cereals do not experience 
the dermatitis. The cereals contain vitamin B,. Vitamin B, is not the 
PP factor, and rat dermatitis is not analogous to pellagrous lesions in man. 
Rats are not suitable animals for the study of pellagra. Vitamin B, was 
subsequently isolated and synthesised, and called adermin. 

It was known that dogs on a pellagra-producing diet suffered from sore 
mouth and tongue—* black tongue ’—and were cured by diets with yeast, 
beef, liver, etc. One of the best curative materials of both black tongue 
and pellagra is liver extract. Elvehjem (1937) isolated from liver extract 
a substance resembling nicotinic acid. On testing pure nicotinic acid on 
dogs with black tongue, they were cured. Four cases of pellagra were treated 
by Fonte e al., and were cured, and later eleven cases were cured by Spies 
et al. with intravenous injections of 30 to 100 mg, daily. Doses of 50 to 
1000 mg. have been given to man without harm, but large doses give a 
sensation of heat with flushing of the face, chest and back and tingling of 
the skin. Martin, Chick e¢ al. found that pigs on a pellagra-producing diet 
suffered from lesions similar to pellagrous lesions in man, and again nicotinic 
acid was curative. Rats differ from man, dog, pig and monkey in not 
requiring nicotinic acid, but all need riboflavin and adermin. In man not 
all the symptoms of pellagra are cured by nicotinic acid. The absence of 
riboflavin leads to scaliness and inflammation of the lips, and cracks at 
the corners of the mouth—“ angular stomatitis.” Chick, Macrae and 
Worden have discovered that rats on a prolonged deficiency of adermin suffer 
from epileptic fits, also previously observed in pigs. For the prevention of 
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eines 


cance of adermin is not clear. 

Harris and Raymond devised a method of estimating nicotinic acid 
applicable to urine and have used it to determine the level of nutrition of 
this vitamin. The average excretion is 4 to 5 mg. a day. It is higher on 
diets with more nicotinic acid, such as yeast extract, and the output varies 
with the intake. In animals with a deficiency of nicotinic acid the output 
sinks almost to 0. : 


Vitamin C 


In the Middle Ages it was recognised that fresh fruits and vegetables 
cured and also prevented scurvy, that dried fruits and vegetables had no 
effect, and that among fruits the orange and lemon were the best anti- 
scorbuties. A daily ration of not less than 1 oz. of lemon juice was used to 
prevent scurvy in the Navy; this quantity is man’s minimal daily re- 
requirement. 

Holst and Froélich’s discovery that the guinea-pig on a diet without fresh 
fruit or vegetable suffered from scurvy made it possible to compare the 
antiscorbutic values of fruits and vegetables. These tests, first made by 
Chick and Hume in 1914-1918 for Army use, were extended to ascertain the 
effect of cooking and the addition of soda and of citrate to milk. Fruits 
and vegetables vary considerably in antiscorbutic value. Orange, lemon, 
tomato, and cabbage have a high value; grapes, beetroot, and turnip a 
low one. These findings became of practical use in feeding infants to prevent 
infantile scurvy. Orange or swede juice is given instead of grape juice. 

Cooking is destructive of vitamin C; rapid cooking being less harmful 
than long slow cooking. The heating of vegetables a second time destroys 
the vitamin. Cooking with soda is destructive, as also is bicarbonate and 
the use of citrate with milk. Vitamin C is very sensitive to heat in the 
presence of air, and still more so with alkali. There is, however, little or no 
destruction of vitamin C in the canning of fruits and vegetables by modern 
methods in the absence of air. Jams and marmalade produced by long 
boiling do not contain vitamin ©. Condensed and dried milk made by 
processes in which air is excluded retain their vitamin C value. Mulk is low 
in vitamin C. Orange juice can be similarly concentrated and combined 
with dried milk. A most important source of vitamin C is sprouted peas, 
beans and grains of wheat or oats. Sprouted seeds are very valuable when 
fresh fruits and vegetables are scarce, and on long expeditions far from a 
base, though in these cases synthetical ascorbic acid is now taken. 

Vitamin C was isolated from lemon juice by Waugh and King, and found 
to be identical with a hexuronic acid -obtained from suprarenal gland by 
Szent-Gyorgyi. The best natural source is fresh paprika. Its chemistry 
is established, and the synthetical product is known as ascorbic acid or 
cevitamic acid. 

Ascorbic acid is a reducing agent, and decolorises 2, 6-dichlorophenol- 
indophenol. This reaction, discovered by Tillmanns, was employed to 
distinguish lemon and fresh fruit juices from artificial and boiled juices. 
This reducing property has become (under praperly controlled conditions) 
the standard method of estimating ascorbic acid in fruits and vegetables. 
The amounts of ascorbic acid in mg. per 100 grams in some common fruits 
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and vegetables are: orange and lemon juice, 60; apple, 3; banana, 15 ; 
grapes, 3; cabbage, 100; spinach, 40; potato, new, 20; old, 8; lettuce, 
5; human milk, 6; cows’ milk, 2. 

Vitamin C or ascorbic acid is excreted in the urine, and is estimated in 
acid solution by the reduction of 2, 6-dichlorophenolindophenol. The daily 
excretion varies from 15 to 30 (mean 20) mg. on a diet with plenty of fruit 
and vegetable, and from 5 to 11 mg. on diets with little antiscorbutic food. 
Many of the body tissues contain considerable quantities of ascorbic acid, 
especially the suprarenal, intestinal mucosa, liver and eye lens. In scurvy 
in guinea pigs these organs have little or even none. Harris and Ray devised 
the saturation test for assessing the level of nutrition of the individual. 
The test consists in feeding a large dose, 700 mg. or more, of ascorbic acid 
as such or as orange juice and ascertaining if the output rises above that 
previous to the dose. If there is no rise, the body is unsaturated, but if 
50 per cent. of the dose is excreted in 24 hours the body is saturated. A 
considerable number of people so tested were unsaturated. A simpler but 
less reliable test which serves as a guide is Gothlin’s capillary resistance test. 
A pressure band is applied above the elbow. Bending the elbow produces 
increased pressure, and minute re aaet appear if the capillaries are 
weak. Many children tested in Sweden had a low antiscorbutic intake, and 
improved on being given more. Ascorbic acid can also be estimated in 
blood : 0-7 mg. in 100 ml. is normal ; 0-4 to 0-69 is subnormal. 

Man’s minimal requirement of ascorbic acid to prevent scurvy is 1 oz. of 
lemon juice, or 20 mg. ascorbic acid. Héjer found that the teeth of guinea 
pigs rapidly degenerated with too little vitamin C, and that at least twice 
the minimal quantity was needed for prevention. Man would thus require 
40 mg. Saturation tests have shown that 60 to 70 mg. are daily required. 
Babies are said to require 10 mg. daily. It is easier to give the figures as 
1 mg. per kilo for man and woman; and 2 mg. per kilo for babies, pregnant 
and nursing mothers, and preferably also for older children. 

A marked drop in the urinary excretion of ascorbic acid is observed at 
times of influenza or feverish cold. Patients with acute rheumatism, or 
tuberculosis, or osteomyelitis, or rheumatoid arthritis excrete less than non- 
infected control subjects. Such patients are in a state of lower saturation. 
In infections there is increased use or destruction of ascorbic acid in. the 
body. There is no connection between ascorbic acid and antitoxin forma- 
tion, but a connection has been traced with complement. The special action 
of ascorbic acid is, according to Wolbach, the production and maintenance 
of intercellular material, cementing the individual cells into a tissue. This 
explains the weakness of the blood vessels allowing hemorrhages, and the 
lack of tone in skeletal muscles. The general disintegration of the tissues 
begins before the appearance of pain and the acute symptoms of scurvy. 


VITAMIN P 


It has been supposed that the fragility and permeability of the capillary 
walls to plasma proteins is due to a separate vitamin P, but this has not 
been verified and is the result of too little ascorbic acid. 


R. H. A. Poummer. 


SCURVY 451 


SCURVY (SCORBUTUS) 


sebeald belongs to the group of “ deficiency ” diseases, being due to the 
absence from the diet of a aa ie of a specific “ accessory food factor ” 
or vitamin. It consists in a general disorder of nutrition, characterised 
by debility, mental apathy, anwmia, sponginess of the gums, ulceration 
of the mouth, and a tendency to hemorrhage. 

fEtiology.—The theories, long entertained, that scurvy is the result of 
poisoning by a ptomaine or of a deficiency of potassium salts or alkaline 
compounds in the blood, have now been abandoned, and it has been abund- 
antly proved by the experimental work of Holst and Frdéhlich and their 
successors that the disease results from a deficient intake of the anti-scorbutic 
vitamin C (ascorbic acid) (see Vitamins, p. 449). Bad hygienic conditions 
appear to favour a development of the disdaes, but as a rule it seems to 
require an exposure of from 4 to 8 months to scorbutic conditions before it 
appears. 

‘ Pathology.—The pathological changes are: (1) An increased permea- 
bility of the capillaries to the red cella. This is responsible for hemorrhages 
into the skin, subcutaneous tissues, under the periosteum, into the joints, 
and sometimes into the pleura and pericardium. (2) An interference with 
the normal growth of the erythrocytes. This produces an ansmia, which 
is usually orthochromic and normocytic, but may be microcytic and, on 
rare occasion, macrocytic. (3) A change in the bone, the result of unorganised 

rovisional bone, which occupies a wide area at the growing ends of the 

ones. This bone is very friable. 

Symptoms.—Scurvy is a disease of insidious onset. The earliest 
symptoms are weakness and lassitude, dizziness on standing up, and bruising 
or bleeding from the gums on slight provocation. Pains in the lower limbs 
are often complained of, and there may be a characteristic hardness of 
the calf muscles. Follicular keratosis is an early sign (Wiltshire), and in 
appearance is similar to the hyperkeratosis of follicles met with in other 
malnutritional states. Meanwhile the patient looks ill, The face 
becomes sallow and drawn, and the eyes lustreless and encircled by dark 
rings. 

Such symptoms may precede by a few days, or even weeks, the more 
characteristic signs. Among these the most striking, though not necessarily 
always present, are the changes in the mouth. The gums begin to swell, 
especially around stumps or carious teeth, and as the process goes on the 
swelling may become so great as to amount to a veritable hypertrophy, so 
that the teeth become buried in a mass of soft fungous tissue of a bluish or 
purplish tint. Ulceration quickly follows along the margins, the process 
being accompanied by the discharge of & sanious fluid which imparts great 
fetor to the breath. Finally, the teeth become loosened. in their sockets 
and may fall out, while necrosis of the alveolar edges ensucs. 

Equally characteristic and constant are hemorrhages into the skin and 
subcutaneous tissue, which assume the form either of petechia or of ecchy 
moses, The former occur as small red or purple spots resembling flea bites, 
which appear first around the hair follicles of the lower extremities, and 
impart, by the elevations which they produce, a slight feeling of roughness to 
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the skin. They remain for about a week, and then gradually fade into 
greenish spots, which soon disappear; their disappearance being followed 
by a slight degree of desquamation. The production of the petechie is 
determined by the slight irritation caused by the friction of the clothes, and 
hence they are always to be found first on the outer surface of the leg, and 
the outer and anterior aspects of the thigh. Here and there the petechie 
may coalesce into larger areas or macule. In severe cases the slightest 
pressure on the skin is sufficient to cause ulceration, the ulcers having thick 
edges and bleeding surfaces with offensive discharge. Such ulcers may 
7 pei rapidly and invade surrounding tissues, giving rise in some cases to 

ngerous, and even fatal hemorrhage. Ecchymoses, the other character- 
istic surface lesion of scurvy, are produced by hemorrhage into the subcu- 
taneous or intermuscular tissue. They may occur spontaneously or as the 
result of injury, and vary greatly both in size and extent, being commonest 
in the lower extremities, where they may form quite large swellings. The 
part affected by them is brawny, tender, and pits on pressure, the indentation 
persisting longer than it does in ordinary oedema. The skin over them is 
red, shiny and hot. Such effusions are common, also, in the popliteal space 
and in the bend of the elbow, as well as in the loose tissue around the malleoll, 
and beneath the muscles of the jaw. In these situations they form indurated 
swellings which fill up the natural hollows of the part, and greatly interfere 
with the movements of the adjacent joint. Where such effusions occur 
over the shins they are apt to be mistaken for syphilitic nodes. There is no 
marked tendency to bleeding from the internal organs; but hamorrhages 
may take place from the mucous surfaces. Of such hemorrhages, epistaxis 
and bleeding from the mucous membrane of the mouth are commonest. 
Bleeding may also occur from the mucous membrane of the intestine when 
there is a coexisting diarrhoea. Hemoptysis, hematemesis and hematuria 
are rare. Hemorrhagic effusion into the pleura and pericardium has also 
been described. Not uncommonly hemorrhage occurs under the con- 
junctiva, and may be so extensive as appreciably to raise the ocular layer, 
eaving the cornea at the bottom of a pit surrounded by swollen and red 
conjunctival membrane. 

As the disease progresses anzemia becomes a marked feature, though its 
degree has no constant relation to the extent of the ecchymoses. The blood 
picture is that of a secondary anemia, the red cells being sometimes reduced 
to 2 millions per c.mm, or less. Poilkilocytosis and anisocytosis are common, 
nucleated forms rare. The hemoglobin is reduced roughly in proportion to 
the red cells, but the colour index may be less than 1-0 and on rare occasions 
over 1-0. Observers differ as to the white cell count. Some have described 
a leucopenia ; others a moderate lymphocytosis. All are agreed that poly- 
nuclear leucocytosis is not present unless inflammatory complications coexist. 
Apparently the coagulability of the blood is not diminished, and the serum 
is not hemolytic ; but although the presence of a diminished alkalinity has 
ae alleged our knowledge of the chemical changes in the blood is still 

imited, 

Alimentary pow aac may be absent. oe pa is not necessarily 
impaired; but dyspepsia may be present, as the result of the dietetic 
conditions which produce the disease. Constipation is the rule; but 
the conditions in which scurvy develops often favour the production of a 
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dyspeptic type of diarrhea with sanguineous discharge. The urine may 
be albuminous. 

Complications—Gangrene of the lung is one of the most frequent and 
dangerous of the complications. Bronchitis and bronchiolitis also occur. 
Night blindness is met with not unfrequently, and is due to an associated 
deficiency of vitamin A. 

Diagnosis.—If all the characteristic symptoms are present, and if the 
diseasé arises simultaneously in a number of subjects in circumstances 
known to favour its development, the diagnosis is easy. Difficulty only 
occurs when one has to deal with sporadic cases, such as those of land-scurvy, 
met with in ill-fed individuals. 

The disease which perhaps most closely resembles it is purpura hesmor- 
rhagica (morbus maculosus of Werlhof) ; but in this the affection of the gums 
is absent, and the hemorrhages have not, as they have in scurvy, an in- 
flammatory character. Mercurial cachexia, which in many points closely 
simulates scurvy, is now but rarely seen, and an inquiry into the history will 
usually lead to a correct conclusion. Acute lymphatic leukemia, which is 
so often marked by ulceration in the mouth, can be distinguished by an 
examination of the blood. 

Prognosis.—This, except in the severest cases, is favourable, provided 
that proper treatment is adopted. The outlook i ce less upon the 
severity of the local lesions than upon the condition of the mternal organs, 
and the presence or absence of complications. Extensive bronchitis or 
severe diarrhoea is of grave omen, and gangrene of the lung nearly hae hi 
proves fatal. Even in uncomplicated cases, sudden death may be brought 
about by severe hemorrhage or heart failure. In the most favourable 
circumstances convalescence is apt to be protracted, and when recovery is 
otherwise complete there may still be results left behind in the shape of 
cicatrices in the skin or partly anchylosed joints. 

Treatment.—PRorHyYLaxis consists of a diet containing from 25-50 mg. 
of ascorbic acid (500-1000 international units), for this will prevent scurvy. 
(For details see p. 449.) 

If the disease develops, a sufficiency of ascorbic acid should be adminis- 
tered at once. This can be given either as pure ascorbic acid, or in the form 
of the juice of a lemon, orange, or of grapefruit, or blackcurrants, all of 
which are rich in ascorbic acid. The patient will recover most quickly if 
1000 mg. of pure ascorbic acid is. prescribed daily for 3 to 5 days. 
After this, at least 100 mg. of ascorbic acid should be given in the form of 
eta juice until complete recovery has occurred. - It is usually unnecessary 
to administer iron, since the anwmia recovers rapidly, but it is advisable to 
prescribe an adequate amount of the other vitamins, because the patient 
may also be suffering from a lack of these. Local treatment for the gums is 
advisable, the teeth should be scaled, and the gums sponged with hydrogen 
peroxide. ; 


Tue Sus-Scurvy State 


Recent work has shown that many people are in what is termed the sub- 
scurvy state as the result of diets containing very little ascorbic acid. The 
onions are latent until an individual is wounded or operated on. Then 
e wounds heal very slowly and the operation wounds are apt to break 
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open. Again, ulcers are liable to bleed. In such cases the diet should always 
be considered, and if found to be unsatisfactory, 2000-3000 mg. of ascorbic 
acid should be given. In cases of pyloric stenosis 300 mg. should be 
administered intravenously for 3 days prior to operation, and the usual dose 
immediately after it. 
Rosert HvurTcHison. 
GrorGE GRAHAM. 


INFANTILE SCURVY 


Infantile scurvy—known on the Continent as Barlow’s disease—is 
identical in its pathology with the adult form of the disease, its special 
clinical features being due to the anatomical and physiological peculiarities 
of early life. 

fEtiology.—The disease usually appears between the eighth and twelfth 
months — both sexes being equally affected. As in adult scurvy, the 
essential cause is the absence from the dietary of a sufficiency of anti- 
scorbutic vitamin. Any heating of milk reduces the amount of vitamin C 
present. Certain commercial processes in condensing or drying milk may 
completely destroy the vitamin. Pasteurisation is the least harmful process. 
In any case the addition of vitamin C to the diet is so easy that. it is better 
to make milk a safe food by some heating process rather than to rely on it 
as a source of anti-scorbutic vitamin. A few cases have been recorded in 
which the child had been fed on the breast only ; it is probable that in these 
the mother’s diet had been deficient in fresh constituents. 

Pathology.—The chief changes are in the neighbourhood of the bones. 
A section made across a limb at the site of a swelling shows that the peri- 
osteum is hyper-vascular, thickened and separated from the subjacent bone 
by a layer of partially organised blood clot. There is no sign of inflammation, 
and no hard bone is formed in the periosteum, except in very long-standing 
cases; in which circumstances the muscles surrounding the bone may be 
infiltrated with blood or serum, and look sodden. The bone exhibits rare- 
faction, and may be fractured. There may be hemorrhagic effusions into 
the joints or serous cavities. The organs exhibit no characteristic change. 

Symptoms.—The onset is gradual, the first symptoms noticed being 
often a refusal of food, along with fretfulness and restlessness. There is a 
tendency for the child to resent being handled. Meanwhile the general 
nutrition is usually unimpaired, and the child’s colour is often fresh and 
healthy looking. After a variable period the more prominent symptoms 
appear. The most striking of these is extreme tenderness of the legs, which 
causes the child to scream loudly when touched or even when approached. 
In a well-marked case some swelling will be found, usually of the lower end 
of the femur or upper end of the tibia. Involvement of the arm bones is 
much rarer. The skin over the swelling is often tense and glossy, and may be 
slightly cedematous ; but there is no local heat. Soft crepitus may be elicited 
on handling the limb, indicating a fracture or a separation of the epiphysis. 
In some cases hemorrhage takes place into the orbit, giving rise to proptosis 
and ecchymosis of the eyelid. Rarer sites of hemorrhage are around the 
ribs, clavicles or bones of the skull. | 
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Changes in the gums are not nearly so pronounced as in adult scurvy, 
and are not usually present, unless some teeth have been cut; in that case 
the gum around them is usually swollen and of a purplish colour. Petechizs 
and subcutaneous ecchymoses are very rare in infantile scurvy, and hemor- 
rhage from mucous membranes is not common. Hematuria, however, is not 
infrequent, and red blood cells, in microscopical examination, are near! 
always present. Fever is not a conspicuous feature, but may be present if 
extensive hemorrhages have taken place ; it rarely exceeds 102° F. Phe blood 
changes are the same as have been described in the adult form of the disease. 

Diagnosis.—This is easy in a well-marked case, provided the leading 
features of the disease are known to the observer. The screaming of the 
child on examination, the swelling and tenderness of the legs, and the con- 
dition of the gums leave no doubt as to the nature of the affection with which 
one has to deal. All cases, however, are not so pronounced in type. Not 
infrequently one encounters mild or incipient forms which it is easy to over- 
look. In these, tenderness when the child is handled, or when it is put in 
the bath, may be the only symptom. In other cases again, slight sponginess 
around the incisor teeth may also be present, or one may have to deal with 
an apparently causeless hematuria. In any case in which there is doubt 
two points will help. One is the nature of the feeding. If this has been of 
such a kind as is known to favour the development of the disease the diagnosis 
will be greatly strengthened. The other point is the application of the 
therapeutic test. If the symptoms present are really due to incipient scurvy 
then they will certainly disappear rapidly so soon as appropriate treatment 
is begun; if they fail to do this, then some other condition must be 
thought of. 

Infantile scurvy may be mistaken for rheumatism, although the mistake 
should not occur if it be remembered that acute rheumatism is hardly ever 
seen below the age of 2. The distinction between scurvy and suppurative 
periostitis or epiphysitis is much more difficult, especially if the gum changes 
are absent. A very high temperature and much constitutional disturbance 
are against scurvy. The nature of the diet will also be of weight in the 
diagnosis. A skiagram will be of great assistance In coming to a conclusion. 
In scurvy the shadow due to subperiosteal hemorrhage, and a sharp dark 
epiphyseal line, are characteristic. 

The absence of swelling in the affected limb and of the other symptoms 
of scurvy should distinguish those cases of infantile paralysis in which there 
is much tenderness of the paralysed leg, and the blood examination should 
enable one to differentiate a case of acute leukeemia or chloroma. 

Prognosis.—This is quite favourable, provided the disease is recognised 
in time and proper treatment adopted. Nothing in therapeutics is more 
striking than the rapidity with which such patients improve on a change 
of diet, although some degree of thickening of the bones may persist for a 
long time. Death, when it occurs in the more severe cases, is usually the 
result of intercurrent disease, such as broncho-pneumonia and chronic 
diarrheea, although sudden hemorrhage, cardiac failure or exhaustion may 
occasionally lead to a fatal issue. 

Treatment.—The first step is to bring the disease under control by 
administering vitamin C in concentrated form as ascorbic acid. This can be 
given in tablets by mouth, crushed just before use, in a dose of 50 to 100 
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mg. daily for 2 or 3 days for an infant of 9-10 months. During this period 
dietetic changes can be made, such as the introduction of orange juice or 
tomato juice, the institution of mixed feeding (baked potato is particularly 
valuable), and a change from any over-heated milk or milk product to plain 
milk just brought to the boil for safety. In very severe cases ascorbic acid 
can be given intravenously. Iron is useful if there is aneemia present. 

Scorbutic infants should be handled carefully, and the clothing so made 
that it can be easily taken off and on. If it is necessary to move the child 
about it should be carried on a pillow. The affected limb should be steadied 
by light splints or wrapped in wet towels, which, if allowed to dry in position, 
afford considerable support. In mild cases a covering of cotton-wool secured 
by a light bandage is sufficient protection. 


RICKETS 


Definition.—Rickets is 2 disease of nutrition occurring in early child- 
hood. It mainly affects the growth of the bones, but may be accompanied 
by tetany in some cases. Associated nutritional disorders produce anemia 
and a tendency to catarrh of the mucous membranes in many instances. 

fEtiology.—Various theories have been held in the past as to the cause 
of rickets, but it is now clear that it is essentially due to absence of vitamin D 
in sufficient amounts to promote adequate calcification of growing bones. 
The fault is usually dietetic and not only because of deficiency of 
vitamin D containing foods but also because excess of carbohydrate pro- 
motes more rapid growth than calcification can cope with. The ultra- 
violet rays of sunshine can manufacture vitamin D in the skin. Hence all 
those conditions which prevent the free access of unfiltered sunshine to the 
skin of the growing infant may be regarded as predisposing to rickets. 

Pathology.—The chief changes are in the bones. Section through 
the end of a long bone shows that ossification, instead of proceeding in an 
orderly way, is greatly disorganised. In the zone of proliferation of the 
cartilage the cells show excessive multiplication, and are arranged irregularly 
instead of in columns. A broad bluish area results, which is the cause of the 
thickening of the epiphysis. In addition to this, calcification between the 
cells is defective, the affected area shows excessive vascularity, and the new 
bone formed is soft and deficient in lime. The whole process has been summed 
up in the statement that ‘“‘ there is an excessive preparation for ossification 
and a defective accomplishment of it.” In addition, the vascular layer of 
the periosteum is thickened and the marrow congested. 

Chemical analysis shows that the bones contain only from 30 per cent. to 
50 per cent. of calcium, instead of the normal 60 per cent. or more. They may 
show signs of old or recent fracture. Other organs show no characteristic 
change. 

Symptoms.—The disease can rarely be recognised before the sixth month. 
Amongst the earliest indications to attract attention are restlessness and 
irritability, sweating about the head, especially when asleep, and a tendenoy 
on the part of the child to kick off the bedclothes at night. There is no 
birt 7 indeed the infant may be abnormally fat, though usually flabby 
and pale, The appetite is capricious. 
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As the disease progresses, it will be found that dentition is delayed, and 
that changes in the bones become manifest. They first show themselves in 
the epiphyses of the ribs, which enlarge and form a row of knobs down the 
sides of the chest (the rickety rosary). Enlargement of the epiphyses of the 
bones of the limbs then takes place, being most conspicuous at the lower end 
of the radius. 

The softening of the bones leads to various deformities. The chest 
sinks in at the line of junction of the ribs and cartilages, so that a broad groove 
forms, running downwards and outwards towards the axilla (Harrison’s 
sulcus). The bones of the limbs bend, the femur curving forwards and 
outwards, and the tibia bending sharply forwards and often also out- 
wards at its lower third; there may also be a curving of the upper part, 
leading to “ bow-leg.” The humerus and bones of the forearm may become 
bent in an outward direction, as the child sits supporting itself on the hands, 
and the clavicle may show a sharp kink at the junction of the inner and middie 
third. The pelvis becomes flattened. Greenstick fractures of the limb 
bones are not uncommon. 

The skull shows striking changes. It is usually somewhat enlarged, 
elongated and flattened on the vertex (box head), the anterior fontanelle 
remaining widely open long after the normal period of closure at the eighteenth 
month. There may be pronounced thickening of the frontal and parietal 
eminences, leading to the so-called “ hot-cross bun ”’ or bossed head, especially 
in cases complicated by ansmia with enlarged spleen. Areas of defective 
ossification in the parietal and occipital bones in the neighbourhood of the 
occipital suture (cranio-tabes), which yield on pressure a characteristic parch- 
ment-like sensation, are not uncommon, especially in young infants, even 
before six months of age. 

The muscles are often so weak and flabby that paralysis is simulated, 
and the ligaments may be so lax that the limbs can be bent into almost any 
position (“acrobatic rickets’). In consequence also of the laxity of liga- 
ments, kyphosis often develops in the lower lumbar region (rickety spine). 

The blood usually shows a varying degree of anemia of the hypochromic 
type, and in a few cases the changes are so profound as to resemble those 
met with in chlorosis. 

The digestive system is usually deranged. Chronic diarrhoea with pale, 
offensive stools is not uncommon. The abdomen is distended so that the 
‘child has a pot-bellied appearance. In the production of the distension, 
muscular weakness, intestinal fermentation, and the pushing down of the 
diaphragm by the sinking in of the chest all play a part. The edge of the 
liver can often be felt at a lower level than normal, partly from displacement 
and in part from enlargement through fatty change. The spleen is also 

alpable in a considerable number of cases, although this is due more to its 
being pushed down than to actual enlargement. 

In the respiratory system bronchial catarrh is very often present, and not 
uncommonly results in broncho-pneumonia. In the nervous system the 
disease shows itself by general nervousness and irritability, and in some cases 
by the development of laryngismus striduius, tetany, or even convulsions, 
of all of which rickets is a strong predisposing cause. 

Diagnosis.—In a fully developed case the diagnosis is easy. Early 
cases, and those in which the rickety element is overshadowed by some 
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complication, such as broncho-pneumonia or diarrhoea, are more apt to be 
overlooked. The suggestive points will be delayed dentition, an open 
fontanelle, and the presence of the rickety rosary. A skiagram will show 
some cupping of the diaphysis ; the epiphyseal line will be irregular and ill- 
defined, and the epiphysis itself poorly ossified. There will also be a tendency 
to osteoporosis ehroushout the whole bone. The appearance of the epiphyses 
of the carpus and tarsus may be retarded. 

The rickety head is apt'to simulate hydrocephalus, but in the latter con- 
dition the skull is more globular, and bulges above the ears, the fontanelle is 
tense, and the eyeballs, in marked cases at least, pushed downwards. The 
kyphosis of rickets may be mistaken for spinal caries ; but in the former the 
bend straightens out as a rule when the child is held up by the armpits. In 
severe cases this may not happen, and a radiograph may be required to settle 
the diagnosis. If the muscular weakness is pronounced infantile paralysis 
may be imitated; but the history, the retention of the reflexes, and the 
presence of other signs of rickets should prevent mistakes. 

Prognosis.—Rickets is not fatal per se, and usually passes off spon- 
taneously after the second year, although the deformities of the bone may 
persist for a long time. Even these, however, have a wonderful way of 
righting themselves without any special treatment. On the other hand, 
rickets is @ very serious complication of other diseases, especially of broncho- 
pneumonia and diarrhea, and adds greatly to their fatality if present, so that 
the dictum of Sir William Jenner that “in its indirect results rickets is one 
of the most fatal diseases that peculiarly affect childhood ”’ is still perhaps 
true. 

Treatment.—Rickets can be prevented if the child is properly fed and 
cared for. Breast-feeding for the first 9 months is the best safeguard, pro- 
vided that the mother’s diet is satisfactory ; but it must always be remem- 
bered that the disease is apt to develop in children who are kept too long on 
the breast. After weaning, the premature and excessive use of starchy foods 
must be avoided. Care should be taken that the diet contains an aieaikes 
amount of animal fat. Plenty of fresh air, sunlight and exercise are also 
a aor factors in prophylaxis. It is tag that all infants in temperate 
and cold climates require a daily supplement of cod-liver oil (4 to 14 tea- 
spoonfuls) between six months and two years of age. 


If the disease has already developed, the diet should be altered in accord- 
ance with the requirements rdicated’ above, the most important point usually 
being to increase the allowance of cow’s milk, which should not fall below 
1} pints per diem during the second year of life. Yolk of egg is also a valuable 
food. Cod-liver oil and halibut-oil (or one of the artificial substitutes con- 
taining vitamin D) are most useful, having a specific influence on the disease ; 
but iron may also be given with advantage if there is anemia. It is wise 
to start with a pure vitamin D concentrate in adequate dosage for about a 
month to bring the disease under control. Sun-baths or exposure to the 
rays of the mercury-vapour lamp have a definitely curative effect. 

To prevent bending of the legs, long splints may be applied, projecting 
beyond the feet, so as to make standing impossible. Orthopedic treatment 
may be required for the more permanent deformities. Alimentary and respira- 
reed complications should be treated by the measures appropriate to 
them. 
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Late oR ADOLESCENT RICKETS 


This term is applied to a disease apparently identical with ordinary 
rickets in its bony changes, but which sets in much later, usually between 
the ninth and fourteenth years. The patient may have been the subject of 
ordinary rickets in earlier childhood—hence the use of the term “recrudes- 
cent rickets ”—or the disease may have appeared at the later age for the first 
time. Nothing is known of its causation, but in some cases it is associated 
with fibrosis of the kidneys (renal rickets) or with coeliac disease. 

The manifestations of the disease are practically confined to the skeleton, 
the long bones being particularly affected. The epiphyses become much 
enlarged, and aaa deformities ensue as the result of bending. The 
skull escapes almost entirely, and there is no tendency to any disease of the 
internal organs, except in the renal cases, or to complications, 

The disease is not dangerous to life; but the deformities may be lasting. 
The general treatment is the same as that of ordinary rickets; but most 
cases will require the help of the orthopedic surgeon. 

“* Fostal ” and ‘‘ congenital ” rickets are ambiguous terms which have been 
loosely used to cover several distinct pathological conditions, amongst which 
are achondroplasia, mollities ossium, and osteogenesis imperfecta. They 
are best avoided. So-called ‘‘ scurvy-rickets’”’ and ‘‘ acute rickets” are 
identical with infantile scurvy, although rickets often coexists with the latter, 
seeing that both are due to faulty feeding. 

RosBext HvurTcuison. 
Atan Moncrierr. 


BERIBERI 


Synonyms.—Polyneuritis Endemica ; Hydrops Asthmaticus; Kakke ; 
Barbiers. 

Definition.—A dietetic disease or group of diseases especially related to 
deficiency in vitamin B,, occurring frequently in tropical regions where 
polished rice constitutes the main article of dietary. It is characterised by 
neuritis of the peripheral nerves and vagus. Several different clinical types 
are described. 

fEtiology.—The rice-eating populations of India, Japan, Malaya, the 
Dutch East Indies and Philippine Islands are mainly affected, but the 
disease is also endemic in Newfoundland and Labrador, where the population 
eat chiefly white wheaten flour. Though the disease is specially rife amongst 
people eating polished rice, rice per se is not essential, any dietary deficient 
in the antineuritic vitamin B, bemg a potential source of danger. Parboiled 
and undermilled or husked rice are not deficient in vitamin B,. During 
milling the husk, pericarp and germ, which are rich in protein, fat, phos- 
phorus and vitamin B, (see p. 445) are removed, leaving the white polished 
Tice poor in these constituents. Milled rice, white flour, breakfast cereals, 
macaroni, spaghetti and cane sugar contain practically no vitamin Bj. 
This vitamin, known also as “‘ aneurine ”’ or “ thiamine,” was synthesised in 
1937 in crystalline form (1 mg. = 300 international units), and is now available 
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for therapeutical purposes. It is mainly found in yeast, marmite, whole 
seeds, the germ of cereals, pulses and nuts. Aneurine is a precursor of cocar- 
boxylase, which removes, by oxidation, an important intermediary product of 
carbohydrate metabolism—pyruvic acid—from the tissues and blood. The 
chemical tests for the estimation of pyruvic acid and aneurine are dealt with 
on p. 447. Excess of pyruvate can be demonstrated in the blood in beriberi, 
the value rising from 4 normal of 0-4-0-6 mg. to 1-7 mg. per 100 c.c. The 
quantity normally present in the cerebrospinal fluid is also increased. When 
no complicating factor is present, 5 mg. of vitamin B, will restore the blood 
to a normal value in 10 to 15 hours. | 

Pathology.—Cases of so-called ‘“‘ dry beriberi’’ rarely come to autopsy. 
In ‘‘ wet beriberi ” there is an acute congestion of the mucosa of the duodenum 
and lower end of the stomach, sometimes associated with pin-point 
hemorrhages. The peripheral nerves show a Wallerian degeneration, with 
possibly an axonal degeneration of the neuron involved. The sheath of 
Schwann may exhibit multiplication of its nuclei and invasion by leucocytes. 
The vagus and sympathetic system may present stigmata of degeneration, 
and sometimes the anterior-horn cells of the spinal cord and the nuclear 
connections of the vagus in the floor of the fourth ventricle are said to be 
implicated. The cardiac muscle may show cedema and degenerative changes, 
while the naked eye appearances are those of fatty degeneration associated 
with dilatation and hypertrophy, especially involving the right side. Nutmeg- 
liver, oedema of the soft tissues and effusions into the serous cavities are 
common. Adrenal hypertrophy, similar to that described by McCarrison 
in avian polyneuritis, has been recorded in man. In experimental animals 
the process underlying the nervous manifestations is a dysfunction and 
non-inflammatory ; it has in consequence been suggested that the term 
“neuropathy ” is more accurate than “ polyneuritis.” In long-term de- 
ficiency, however, damage to tissues may ensue which cannot be repaired 
merely by correcting the vitamin deficiency. 

Symptoms.—There is generally a latent period of some two to three 
months before deficiency symptoms become manifest. Typically the onset 
is gradual, being characterised in the initial stages by epigastric discomfort, 
nausea and perhaps vomiting and diarrhceea. Later, polyneuritis, with 
palpitation, shortness of breath and weakness develop, the subsequent 
clinical picture varying according to involvement of the peripheral nerves, 
the vagus, or the sympathetics. The disease runs an afebrile course, except 
possibly in its early stages. Several different types are described : 

(1) LaRvaL on AMBULATORY CasEs.—There is numbness of the legs 
with patchy anesthesia and diminution of knee-jerks, all of which quickly 
disappear if the condition is recognised and a more varied diet containing 
vitamin B, be given. 

(2) OnpINARY BeEriseRi.—(a) Wet form.—Prodromata include par- 
sesthesias and heaviness of the limbs. The knee-jerks are at first exaggerated 
and then lost. Tenderness of the calf muscles, blunting of sensation, and 
patches of hyperesthesia and anesthesia appear. The patient becomes 
weak, and cannot rise from the squatting position. Varying grades of 
cedema, at first involving the subcutaneous tissues over the tibie, appear and, 
later, effusions into the serous cavities with water-logging may develop. Short- 
ness of breath, dyspnea and tachycardia indicate involvement of the cardiac 
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nerves. There are manifestations of dilatation of the heart, especially the right 
side (see pp. 867 and 956). Several factors may contribute to the codema : 
(1) intracellular cedema associated with failure of cell nutrition ; (2) cardiac 
failure or an increased tension of the capillaries; (3) decreased plasma 
dels and (4) secondary renal insufficiency. When the nervous mani- 
estations are slight and the patient can still do muscular work, cedema is 
more hkely to develop. Sudden death may occur without clinical evidence 
of cardiac involvement. (b) Dry form.—This is similar to the above except 
that cedema is absent and the disease runs a more chronic course. The 
onset is insidious, gastro-intestinal disturbances may be absent, the dominant 
features being wasting and weakness of the muscles, associated perhaps 
with cardiac irritability. Wrist drop and the high-steppage gait may be 
resent, but though the patient walks unsteadily there is no true ataxia or 
mbergism. Clinically, the disease closely resembles alcoholic neuritis 
and that encountered in pellagra, both of which are now regarded as being 
due to a deficiency in B,. Wet beriberi may develop at any time, but this 
is less likely if the neuropathy is sufficiently severe to keep the patient 
resting. 

(3) Acure Futminatinc Beriseri.—Cardiac symptoms may pre- 
dominate from the onset, or suddenly supervene in either the wet or dry 
forms. Cardiac decompensation of the congestive variety (see p. 856) 
rapidly ensues. Alteration of the voice or aphonia resulting from pressure 
of the dilated right auricle on the recurrent laryngeal nerve has been reported. 
The diaphragm also may be paralysed. Owing to renal insufficiency there 
may be a scanty urine containing albumin and casts, and a high blood urea 
which falls as the output of urine increases with treatment. Death may 
supervene in a few hours to a few days. 

(4) INFANTILE BERIBERI.—This disease occurs especially in the Philippine 
Islands and Japan, where it is responsible for many deaths in breast-fed 
infants whose mothers are affected with latent or clinical beriberi. More 
than 50 per cent. of cases show symptoms between the third and fourth 
weeks of life. The disease occurs in both acute and chronic forms. In the 
latter gastro-intestinal features like anorexia, vonMiting, diarrhoea or con- 
stipation occur, associated with wasting, pallor, oadema, mainly involving 
the face and extremities, dyspnoea, and other evidences of cardiac insufficiency. 
Aphonia is often striking, and loss of knee jerks is present in 75 per cent. 
of cases. In the acute form death may occur with great rapidity, the infant 
developing convulsive attacks, suffering severe pain and presenting cyanosis, 
dyspnoea and muscular rigidity. eos foe ees 

(5) OrneR CrinicaL Types.—These include ship’s beribert, which is now 
rare amongst sailors, and pellagroid beriberi, in which there is a mixed de- 
ficiency, the skin and mucosa membrane lesions being cured with nicotinic 
acid and the neuritic manifestations with vitamin B,. Secondary beribert 
may be associated with (1) gastro-intestinal diseases leading to defective 
absorption of vitamin B,, (2) chronic alcoholism, or (3) pregnancy, diabetes, 
febrile states, or diseases increasing metabolism which lead to a relative 
deficiency by increasing the demand for B,. 

Epidemic Dropsy, which is met with in India and other parts of the 
tropics, occurs in epidemics amongst rice eaters and is often classified as a 
type of beriberi. Gastro-intestinal features, especially diarrhosa, are common, 


462 DEFICIENCY DISEASES 


Some degree of fever is, however, generally present, progressive anwmia is 
frequent, a vascular mottling of the skin over the tibia and inner side of the 
thigh is not uncommon, as well as a tendency to hemorrhages involving 
the mucous membranes. Clinical evidence of neuritis is not obvious; the 
knee jerks are generally normal, and cutaneous anzsthesia and deep hyper- 
sesthesia of the muscles absent. Some hold it is due to toxic substances 
developed in degenerating or diseased rice; others that it is caused by 

oisons in mustard oil. Its relationship to nutritional cedema in which there 
is a lowering of plasma proteins, does not appear to have been adequately 
investigated. Though simulating wet beriberi in some respects, there are 
obvious clinical differences, and the disease is probably not a pure B, 
deficiency. 

Diagnosis.—Wet beriberi has to be diagnosed from cardiac failure, 
nephritis and severe ancylostomiasis, while the dry form has to be differ- 
entiated from alcoholic and arsenical neuritis, tabes dorsalis and progressive 
muscular atrophy. The dietetic history is important, and multiple cases of 
neuritis, especially if associated with oedema, should always suggest beriberi. 
Vitamin B, is greatly decreased or practically absent from the urine in cases 
of -beriberi, and this test (p. 447) may determine the diagnosis in doubtful 
cases. Volhard’s diuresis test may also be helpful, since there is water 
retention in beriberi. 

Prognosis.—This depends on the institution of appropriate treatment 
at a reasonably early stage of the disease. Aneurine promptly cures the 
early neurological manifestations of “dry ”’ beriberi, and relieves many of 
the advanced cases. It improves the saplieeasbalas disturbances in “ wet ”’ 
beriberi, and is often a life-saving measure in acute fulminating beriberi 
with cardiac failure, provided it be given intravenously in adequate dosage. 
If the patient survives the first two weeks and an adequate maintenance 
dosage of B, be continued, recovery is probable. Cases which return to 
their previous polished rice diet are liable to relapses and sooner or later 
die of the disease. 

Treatment.—Propryy.actic.—Prophylactic measures consist in providing 
a balanced dietary adeqtate in B,, t.c. 1-2 mg. daily. In institutions where 
polished rice or white bread is the main article of dietary, under-milled or 
parboiled rice and whole-wheat flour should be substituted. The addition 
of cooking soda to vegetables should be avoided, since boiling in the presence 
of alkali destroys B,, though heat alone does not. 

Curative.—Dietary is an all important factor in recovery, and the intro- 
duction of crystalline vitamin B, (aneurine) has revolutionised treatment. 
In moderate cases 5 mg. of aneurine hydrochloride (thiamine hydrochloride, 
U.S.P.) should be administered daily in tablet form, but in acute fulminating 
beriberi intravenous injections are essential. Initially, injections of from 
5 to 50 mg. may be necessary in severe cardiac cases, followed by daily 
injection of 5 mg. until symptoms are well controlled ; subsequently, the 
aneurine can be given orally. Careful nursing and absolute rest in bed are 
necessary, and where there 1s cardiac failure small feeds containing marmite 
are given 2 hourly; later, a dry, low carbohydrate diet rich in vitamin B, 
and containing such articles as yeast, marmite, oatmeal, lentils, haricot 
beans, meat, eggs, liver, ham and heart muscle is advisable. Milk, butter 
and cream should also be included but rice is contraindicated. If there is 
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right-sided cardiac failure venesection is of great value. In infantile beriberi, 
artificial should be substituted for natural feeding or a healthy wet-nurse 
employed. Extract of rice polishings have proved effective therapeutically, 
in 2-hourly feeds, and toddy made from coconut milk fermented by yeast 
has been used with great benefit in certain Pacific Islands. Vitamin B 
(aneurine hydrochloride) in adequate dosage should now be prescribed i 
available. 

When there is polyneuritis, a cradle should be put over the feet and 
fuel: may become necessary to prevent muscular contractures. After 
the acute symptoms have disappeared, massage and electricity to the limbs 
will help to restore the circulation and muscle tonus. 

Mild cases of dry beriberi may be treated on a rice-free diet, low in 
carbohydrate and high in vitamin B, ; aneurine tablets in a dosage of 5 mg. 
daily should be given. Muscular work must be avoided as this is liable 
to precipitate wet beriberi. 

When the plasma proteins are found to be low, intravenous serum or 
reconstituted plasma should assist in dispersing the cedema, as it does in 
the disease known as nutritional oedema. 


PELLAGRA 


Synonyms.—Mal de la Rosa; Mal del Sole ; Maidismus; Malattia della 
Miseria ; Asturian Leprosy ; Alpine Scurvy. 

Definition.-—Pellagra is a chronic relapsing disease occurring especially 
in maize eaters, due to a deficiency in certain proteins and factors contained 
in the vitamin B, complex. Clinically, it is characterised by buccal and 
gastro - intestinal disturbances, psychical and nervous features, and a 
symmetrical eruption especially affecting areas of skin exposed to the sun’s 
rays or to friction. 

fEtiology.—Pellagra (pelle, the skin; agra, rough) prevails endemi- 
cally in the Southern States of the U.S.A., lower Egypt, Turkey, Roumania, 
the Balkans, Spain and Italy, and has been reported from India, China, 
Japan, parts of Africa, Mexico, West Indian Isliids, etc. People of any 
race, age or sex are susceptible, and the malady is more common amongst 
the poorer classes. The incidence of the disease is greater in the spring. 
It occurs particularly amongst maize eaters, and in poorer communities 
living on cereals containing a low protein content or protein of low biological 
value. Following the work of Elvehjem on canine black tongue, nicotinic 
acid (B,) and its amide have been found to clear up the early dermal changes 
and mucous membrane lesions in pellagra and to relieve many symptoms 
referable to the central nervous system. Certain coenzymes contain nicotinic 
acid amide (Warburg and von Enler), and severely ill pellagrins usually 
have a low coenzyme content in the blood (Vilter and Spies). It has been 
suggested that an interference with general cellular metabolism may result 
from a deficiency of available respiratory enzymes. When infection or 
hyperthyroidism increase the oxidative activity of the body and when the 
enzymes which facilitate such activity are wanting owing to a deficiency 
of their precursors, a deficiency syndrome follows. Other factors in the B, 
complex, ¢.e. riboflavin (B,) and adermin (B,), as well as proteins, are also 
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essential in preventing ee and probably have a closely inter-related 
function (see p. 448). Sporadic cases of true pellagra occur in alcoholics 
or are secondary to disease of the alimentary tract. They arise from mal- 
absorption of pellagra-preventing factors or from deficiencies in the dietary 
prescribed. Irrespective of whether the development of pellagra follows 
poverty, erroneous dietary habits, dietary idiosyncrasies, organic disease, 
chronic alcoholic addiction, or some combination of these factors, the lesions, 
symptoms and methods of treatment are essentially the same (Spies). 

athology.—Emaciation is marked and the internal organs, including 
the heart and spleen, are small and atrophic. Skin lesions consist of an 
initial erythema involving the superficial layers, terminating later in a true 
exfoliative or exudative dermatitis. Stomatitis and gloasitis with ulceration 
of the tongue, denudation of its epithelium and ultimate atrophy may ensue. 
The jejunum is congested and atrophic, and small round ulcers invoiving 
the jejuno-ileum, colon and rectum are described. The mesenteric glands 
may be enlarged. Demonstrable pathological changes in the nervous system 
are generally slight but there may be a subacute combined degeneration of 
the cord involving the posterior and lateral tracts, and especially Clarke’s 
column (Wilson). Degeneration of the anterior-horn cells in the lumbar 
region, and subacute inflammation of the ganglion cells in the posterior roots 
are described, while Briauchi recorded meningeal thickening and adhesions, 
atrophy of the cerebrum, and hydrops of the ventricles and subarachnoid 
space. More than 50 per cent. of pellagrins show achlorhydria which is 
histamine-fast, but Castle’s intrinsic factor appears to be secreted normally 
by the pyloric glands and megalocytic anemia is rare. The total white 
count is generally normal in uncomplicated cases, there is often a lympho- 
cytosis, and some degree of secondary anemia is common. The cerebro- 
spinal fluid exhibits no abnormality. 

Symptoms.—The exact incubation period is unknown, and it should be 
realised that prodromal symptoms may recur over long periods before the 
classical oral or dermal features develop. In this stage a definite history 
is most important in making a correct diagnosis. Generally there is a history 
of having lived for a long period on a diet high in fat and carbohydrate, 
and poor in proteins and vitamins, such articles as red meat, eggs, milk, 
fish, fresh vegetables and fruit being lacking. 

Prodromal Symptoms.—These include anorexia, loss of weight and 
strength, dyspepsia, flatulence, vomiting, sensations of burning or discomfort 
in the epigastrium, constipation or diarrhcea, insomnia, headache, pal- 
pitation, vertigo, numbness, forgetfulness, nervousness, mental irritability 
and mental confusion. Later, characteristic involvement of skin, alimentary 
tract and nervous system may supervene, but all three systems are not 
necessarily affected in any one pellagrin, while the sequence and the severity 
of the symptoms show considerable variation in individual cases. 

Alimentary features——The glossitis and stomatitis which usually appear 
early in the disease are diagnostic. In the early stages the tip and sides of 
the tongue are red and swollen; later the whole organ becomes fiery red 
(beet tongue) and inflamed, with lateral indentations from the teeth. Deep 
ulcers may develop on the sides and tip, while the dorsum becomes covered 
with a thick grey membrane, containing Vincent’s organisms. A similar 
condition may involve the buccal mucous membrane, palate, gums and the 
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muco-cutaneous surface of the lips. Hot, spiced and acid foods increase 
the pyeee and the burning sensations felt in the tongue, pharynx, 
cesophagus and stomach. Other symptoms include nausea, vomiting and 
abdominal discomfort, flatulence and distension, especially after food. 
The bowels may act normally or be even constipated in the early stages, 
persistent diarrhoea being characteristic only of the advanced cases. In 
the latter the stools are non-fatty in type, diarrhoea occurs at all hours, and 
is often associated with colicky pain and tenderness. Sigmoidoscopy may 
reveal a proctitis. Associated vaginitis and urethritis are not uncommon. 

Skin Venoee Thee distribution is on the back of the hands, wrists and 
forearms, the dorsum of the feet, the face, neck, upper part of the chest, 
under the breasts and in the perineal regions—in short, over those areas 
directly exposed to the sun’s rays or friction, Commencing as an erythema 
resembling a severe sunburn, there is redness, swelling and tension of the 
skin, followed by itching, burning and possibly bleb formation, while later, 
a deeper dermatitis develops with desquamation and exfoliation. Pigmenta- 
tion and thickening of the dermis result, but finally atrophy supervenes, 
the skin becoming wrinkled, inelastic and thinned. Pathognomonic features 
of pellagrous eruptions are their absolute symmetry and their sharply 
demarcated pigmented borders—the hyperkeratotic border of Merk. 

Nervous system.—The early mental symptoms, which are often regarded 
as functional, imclude depression, apprehension, irritability, headache, 
insomnia, and bilateral burning sensations involving the extremities or 
other parts of the body. Later these mental symptoms are accompanied 
by rigidity, tremor of the tongue, coarse tremors of the limbs and head, 
athetoid movements and cramp; while numbness and paralysis of the 
extremities are common. The reflexes which at first are generally increased, 
later become decreased, and finally are often entirely absent. The gait may 
be spastic or ataxic, and cord involvement or peripheral neuritis due to 
associated B, deficiency may be factors in the production of the neurological 
picture. If improperly treated, insanity often results. Retardation of growth 
occurs in children, but fortunately neurological complications are not common 
in them. 

The course of the disease is generally afebrile and characterised by 
definite attacks alternating with remissions extending over many years 
unless a proper diet be maintained. 

Diagnosis.—In classical pellagra the glossitis, stomatitis and the char- 
acteristic skin lesions make the diagnosis easy, but these features occur 
only in the well-established disease and it is the subclinical cases or those 
presenting vague prodromal manifestations which are so important to recog- 
nise early. A reliable history of dietary deficiency is all important in this 
regard. The urinary test for nicotinic acid excretion devised by Harris and 
Raymond (p. 449) may clinch the diagnosis in doubtful cases. Pellagra sine 
pellagra may be confused with sprue or ergotism, while erythema multiforme 
and dermatitis venenata may cause difficulty (Stitt). 

Prognosis.—In endemic pellagra if patients receive modern treatment 
and a maintenance diet adequate in vitamin B, complex and good biological 

rotein, the mortality should be low. In the past, about 40 per cent. have 

n estimated to develop mental trouble, and many of these died in asylums. 
Fever 1s an antavouable sign, and in the absence of intercurrent bee 
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occurs either as a terminal event or in the fulminating form known as typhoid 
pellagra, which is characterised by intense prostration, tremor, muscular 
rigidity, convulsions and death. In secondary pellagra, the prognosis depends 
on rectification of a faulty diet and treatment of the underlying alimentary 
trouble. 

Treatment.—PropHyLactic.—The addition to a pellagrin’s diet of red 
meat, milk, eggs and substances rich in vitamin B, complex, e.g. brewer's 
yeast and marmite, will prevent the disease. 

CuraTIVE.—Rest in bed, a high calorie, nutritious diet low in carbohydrate 
but rich in protein, and foodstuffs containing vitamin B, complex are desir- 
able. The diet should include fresh milk, lean scraped red meat, liver, 
canned salmon, tomato juice, fresh fruit and vegetables. Articles which 
have been found to possess curative value when given in large dosage include 
Brewer’s yeast (75-100 g. daily), marmite (30-60 g. daily), wheat germ 
(250-300 g. daily), ventriculin (200 g. daily) and liver extract (75-100 g. 
daily). The discovery of the curative effects of adequate doses of nicotinic 
acid on many of the manifestations of pellagra has revolutionised the treat- 
ment of the disease. The drug is administered by the mouth, in tablet form 
and in divided doses, the daily dosage ranging from 200-1000 mg., 500 mg. 
being generally effective. After 10 days the dosage may be decreased. 
Flushing, burning and itching, nausea, vomiting and colic may follow, 
especially if the drug is given in large dosage on an empty stomach. Nicotinic 
acid also stimulates gastric activity and acid secretion, and is liable to elicit 
a mild histamine-like type of reaction. The mucous membrane lesions, 
including pellagrous glossitis, stomatitis, vaginitis, urethritis and proctitis, 
are healed and bowel function restored to normal, the early erythematous 
lesions are blanched, while the early and late mental relapse symptoms are 
greatly benefited. The chronic skin lesions, however, are not cured by 
nicotinic acid therapy. Associated symptoms of peripheral neuritis are 
not relieved by nicotinic acid, but both pain and numbness disappear after 
daily injections of 50-100 mg. of crystalline vitamin B, (Spies). 


TROPICAL MACROCYTIC ANAMIA 


Synonyms.—Nutritional Macrocytic Anemia; Tropical Megalocytic 
Aneemia. 

Definition.—A severe nutritional anemia, megalocytic in type, especially 
affecting pregnant women in the tropics and subtropics, and responding 
specifically to marmite or liver extract therapy. Non-hemolytic and 
hemolytic types are encountered. 

fEtiology.—The disease affects both sexes but is especially common 
in women during the child-bearing period owing to the superadded nutri- 
tional demands of pregnancy and lactation; it develops during the latter 
half of pregnancy. It has been reported from India, China, Africa and 
Macedonia. The malady is found in rice-eaters in the southern half of India, 
where it affects all communities and grades of society (Wills). In Macedonia, 
it is prevalent in the refugee population, whose diet is poor in animal proteins 
and fat. Castle holds that lack of extrinsic factor in the diet is responsible, 
but Wills and Evans believe it is due to deficiency in a new hemopoietic 
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factor contained in crude liver and autolysed yeast. The factor concerned 
has not been identified with any constituent of the vitamin B, complex. 
Most frequently the condition is associated with chronic malanal male: 
megaly, which introduces a superadded hemolytic factor through excessive 
phagocytosis of red cells by a hypertrophied and pathological reticulo- 
endothelial system resulting from repeated malarial infections over many 
years (Fairley). 

Pathology.—In uncomplicated non-hemolytic cases the organs are pale 
and may show fatty infiltration secondary to the anemia. In fatal cases, 
there may be cardiac dilatation associated with fatty changes in the myo- 
cardium, a congested enlarged liver, cedema and other evidence of cardiac 
decompensation. Megaloblastic hyperplasia of the red marrow is found, 
and Ehrlich polychromatic megaloblasts are demonstrable in smears or 
sections. In cases of hemolytic type associated with splenomegaly, there is, 
in addition, a generalised hypertrophy and hyperactivity of the reticulo- 
endothelial cells, which may contain malaria pigment and phagocytosed red 
cells, fine hemosiderin deposits in the parenchyme cells of the liver and 
spleen, and a decrease of lymphoid tissue in the latter organ in which the 
Malpighian bodies may have disappeared. Hemorrhages may be found in 
the skin and serous or mucous membranes. The bone marrow shows general 
hyperplasia of the myeloid cells, with increase in the activity and numbers 
of hwmocytoblasts and erythroblasts. Basophilic and polychromatic megalo- 
blasts are common, but ripening sufficient to produce a really pink cytoplasm 
in a cell with a finely stippled primitive nucleus is a rarity. Pathological 
changes in the precursors of the white cell series are common, and mega- 
karyocytes are liable to be atypical or scanty. 

The condition is one of panmyelopathy in which some more primitive 
cell type than the megaloblast must be implicated. The reticulo-endothelium 
lining the marrow sinusoids is the ultimate source of erythrocytes, leucocytes 
and platelets, and it appears not improbable that the deficiency factor no 
less than malaria itself is exerting its deleterious influences on primitive 
reticulo-endothelium. 

Symptoms.—In the uncomplicated non-hemolytic type the symptoms 
are essentially those associated with a grave anemia. The patient often 
first seeks advice for cardiac palpitations, giddiness, shortness of breath, 
weakness on walking and physical fatigue. Sore tongue, anorexia, vomiting, 
flatulence, abdominal distension and diarrhoea may be complained of, and 
fever or cough may or may not be present. Physical examination generally 
reveals a well-nourished patient with pale mucous membranes, a low blood 
pressure and rapid pulse, and often hemic cardiac murmurs. Later frank 
congestive cardiac decompensation (see pp. 853-857) may ensue. The blood 
picture resembles that of pernicious anemia with megalocytes and often 
nucleated red cells present in the blood smears. Red cell counts of between 
500,000-1,000,000 erythrocytes per c.mm. are not uncommon. The colour 
index generally exceeds unity. The mean corpuscular volume is increased, 
and the Price-Jones curve shows a shift to the right, and an increased varia- 
bility and mean corpuscular diameter. Leucopenia is common, the reti- 
culocytes are not increased, the serum bilirubin values are normal and the 
fractional,test meals show that, unlike pernicious ansmia, the oxyntic cells 
retain their power of secreting HCl after the administration of histamine. 
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In the hamolytic type of tropical macrocytic anzmia, certain features are 
superadded. The spleen is invariably enlarged and hard but not tender. 
Petechial eruptions involving the skin, epistaxis and bleeding gums or bleeding 
from other mucous membranes occur in about 25 per cent. of cases, and 
are invariably associated with thrombocytopenia. An icteroid tinting of 
the skin or conjunctive is not uncommon, while hyperbilirubinemia and 
dark brown stools are characteristic findings. The blood picture resembles 
in many respects the megalocytic anemia already described, but reticulo- 
cytosis is the rule, and megalo-spherocytosis may be found which is not the 
case in the non-hemolytic type. Leucopwnia and thrombocytopmnia are 
frequent findings. Apart from cardiac decompensation, the more common 
complications include uterine sepsis in the ari? aa B. colt infections 
of the genito-urimary tract, and respiratory infections; the last is pre- 
disposed to by the increased pressure on the diaphragm exerted from below 
by the pregnant uterus and greatly Sean Ae spleen, which so many of these 
patients present. Typical paroxysms of malarial fever at this late stage 
are rare, and parasites are not demonstrable between attacks. 

Diagnosis.—An adequate hematological investigation is essential in 
diagnosis. The non-hemolytic type has to be distinguished from other 
megalocytic ansemias. It differs from pernicious anemia in that HCl is 
secreted in response to histamine injections, and nervous manifestations 
are absent, while the atrophic, distended abdominal parietes, marked loss 
of weight and the bulky pale fatty stouls so characteristic of tropical sprue 
are not observed in tropical macrocytic anemia. The hemolytic type clini- 
cally resembles acholuric family jaundice, but there is no family history, 
the corpuscular fragility is not increased to hypotonic saline solutions, and 
the ansmia is of an entirely different type in the two diseases. 

Prognosis.—Balfour estimated the death-rate as 40 per cent. before 
the introduction of liver therapy. With modern treatment and in the 
absence of complications patients whose condition is diagnosed at a reason- 
ably early stage should recover completely. The non-hemolytic type 
responds more readily than the hemolytic type, in which very large doses 
of liver parenterally may be necessary. 

Treatment.—PRorHYLactio.—Prevention depends on the adoption of a 
well-balanced diet containing adequate amounts of protein of good biological 
value and vitamin B, complex. 

Curative.—Uncomplicated cases of non-hemolytic type generally respond 
to marmite (Wills) in a dosage of 30 grammes daily, to liver extract by the 
mouth equivalent to 1 Ib. of fresh liver daily, or to daily injections of 2 c.c. 
of injection of liver (campolon type). Maximal reticulocytosis develops about 
the seventh to ninth day, and provided treatment is maintained satisfactory 
blood regeneration follows. 

In the hemolytic variety, or where complications exist, much larger 
daily doses of marmite (60 grammes) or preferably of parenteral liver ex- 
tract (6-8 c.c.) are necessary, and in severely ill patients, it is often advisable 
in addition to parenteral liver therapy to give an immediate blood trans- 
fusion (20 fi. oz.) in order to tide the patient over the critical few days 
before specific therapy initiates the heemopoietic response. Bucsenstal 
termination of labour and the cessation of lactation decrease the nutritional 
demands on the body and may result in spontaneous cure, but it is important 
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to remember that skilled medical and nursing attention during the puer- 
perium, and the daily examination of the patient for the onset of complica- 
tions such as cardiac failure and pulmonary infections may result in saving 
the patient. Throughout treatment a nutritious diet containing meat, eggs, 
milk, and foods rich in vitamin B, complex is desirable. 


G. CARMICHAEL Low. 
N. Hamitton Fairey. 


SECTION VIII 
DISEASES OF THE ENDOCRINE GLANDS 
DISEASES OF THE PITUITARY GLAND 


THE pituitary, a small gland, 0-5 gm. in weight, is situated in the sella turcica 
in close relation to the optic nerve, and connected to the base of the brain 
by the infundibular stalk. It is 13 mm. broad, 9 mm. from back to front, 
and 6 mm. high. Apart from its own special functions, it has a stimulating 
effect on most of the other ductless glands, which latter tend to atrophy 
after removal of the pituitary gland (hypophysectomy). The influence, 
however, is reciprocal and hyper- or hyposecretion of the other endocrine 
glands influences the activity of the pituitary. The hypothalamus, on either 
side of the third ventricle, contains many nerve nuclei which are connected 
with the pituitary gland. They provide the mechanism for an intimate 
relationship between hypothalamic stimuli and pituitary function. 

The anterior lobe of the pituitary gland arises from an upgrowth of the 
buccal ectoderm (Rathke’s pouch) ; and the posterior part is a downgrowth 
from the floor of the third ventricle, continuity with the latter being main- 
tained by the infundibular stalk. In the foetus, a cleft appears in the posterior 

art of the anterior lobe, separating off a few layers of cells which, lying 

tween the anterior and posterior lobes, are termed “ pars intermedia.” 
The cleft tends to disappear in adult life. A tongue-like projection of the 
anterior lobe towards the tuber cinereum is called the pars tuberalis. The 
anterior lobe is composed chiefly of three kinds of cells, classified according 
to their staining properties: cells which absorb but little stain are termed 
chromophobe (60 per cent.) ; those taking eosin, eosinophil cells (29 per cent.) ; 
and those taking a basic dye, basophil (11 per cent.). It is neobabls that the 
chromophobe cell can give rise to both eosinophil and basophil cells. The 
relative proportions of the different types of cells varies with physiological 
conditions, such as pregnancy or the climacteric, and with experimental 
conditions, such as castration or adrenalectomy. 

The posterior lobe secretes two hormones, pitressin and oxytocin. The 
former has a vaso-pressor action, is anti-diuretic, and produces an increased 
urinary excretion of chloride. The latter, oxytocin, produces contraction of 
the pregnant uterus. Recently, it has been shown that pitressin causes con- 
traction of the non-pregnant uterus. The pars intermedia secres the 
melanophore expanding hormone, which produces dilatation of the pigment 
spots of the frog; and probably also the specific katabolic factor of Collip, 
which has not yet been separated from the melanophore-expanding hormone. 
This Collip katabolic factor raises the metabolism, even in the absence of 
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the thyroid gland; and it also appears to have a ketogenic, diabetogenic 
and glycotrophic action, and can antagonise the hyperglycemic effect of 
adrenaline. 

The anterior pituitary gland appears to secrete 10 or more hormones, 
but it is uncertain whether they are all distinct chemical substances. It 
has been postulated that one hormone may have different actions under 
varying physiological circumstances. Description is facilitated by assuming 
the existence of separate hormones : 

1. Growth-producing hormone. 

2. Lactogenic hormone. This initiates and maintains mammary secretion. 

3. Thyrotrophic hormone (thyrotrophin). This produces (a) hyperplasia of 
the thyroid gland and byperseoretion of thyroxine ; and (6) exoph- 
thalmos, even after thyroidectomy. 

4. Gonadotrophic hormone (gonadotrophin). This factor has been chemic- 
ally separated into two components, Prolan A and Prolan B, which 
under certain conditions produce different gonadotrophic reactions. 
Thus, Prolan A stimulates development of the Graafian follicles 
and of the spermatic tubules ; whereas Prolan B produces luteinisa- 
tion of mature follicles, or of the theca of immature follicles, and 
hyperplasia of the interstitial cells of the testis or ovary. Some doubt 
the absolute qualitative differentiation, and, with large doses over 
long periods, the actions of both factors can be obtained with an 
extract thought to represent only one factor. 

5. Diabetogenic hormone. This hormone produces hyperglycemia, 

lycosuria and ketonuria. The effect appears after 2 or 3 daily 
injections, and owing to the appearance of anti-bodies cannot 
be sustained ordinarily for more than a few weeks. If, however, 
the daily dose of hormone is progressively increased, permanent 
diabetes results even when injections cease, and the islets of the 
pancreas are then seen to have undergone degeneration. The 
diabetogenic hormone can act in the absence of the adrenal glands ; 
but their presence augments the diabetogenic effect, since they 
undergo cortical hyperplasia (associated adrenotrophic hormone) and 
this itself tends to produce hyperglycemia. A diabetogenic effect 
is best seen on the hypophysectomised depancreatised dog (Houssay 
dog). Secretion of the diabetogenic hormone may be eee by 
electrical stimulation of the ventro-medial nuclei of the hypo- 
thalamus. 

6. Glycotrophic hormone. A glycotrophic factor of anterior pituitary 
extracts can antagonise, or prevent, the hypoglycemic action of 
insulin without, however, having the power to produce hyper- 
glycemia. It is part of, but can be separated from, the diabeto- 
genic complex, and it is probably more correct to refer to it as a 
factor rather than a hormone. It is also closely associated, but not 
identical, with prolactin. The glycotrophic factor acts by preventing 
glycogen formation by insulin. it does not depend upon the presence 
of the adrenals or thyroid glands for its efficacy. 

7. Ketogenic hormone. This produces ketonemia, ketonuria and an 
increase of liver fat. It can be separated from diabetogenic anterior 
lobe extracts. 
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8. Pancreatotrophic hormone. This produces h sia of the islets of 
Langerhans, and increased secretion of insulin. Its separate entity 
is not certain, and the initial action of the diabetogenic hormone 
in certain species appears to be pancreatotrophic. 

9, Adrenotrophic hormone (adrenotrophin). This produces hyperplasia of 
the adrenal cortex. As with other tropic fewrnoied, Ae effect 1s 
best demonstrated after the hypoplasia, or atrophy, of the adrenal 
cortex that follows hypophysectomy. It is associated with but 
can be separated from the thyrotrophic factor. 

10. Parathyrotrophic hormone (parathyrotrophin). This has been described 
but its existence is not firmly established. 

It is not always possible to classify diseases of the pituitary gland into 
hyperfunction and hypofunction of its various components. If one attempts 
to do so it would appear that gigantism, acromegaly and Cushing’s baso- 
philism syndrome are due to hyperfunction of the anterior lobe ; infantalism 
and dwarfism (certain types) and Simmonds’s cachexia to hypofunction of the 
anterior lobe ; diabetes insipidus to hypofunction of the pars posterior and 
intermedia ; and diabetes tenuifluus to hyperfunction of the pars posterior 
and intermedia. Froéhlich’s syndrome is probably due to hypofunction of 
the anterior lobe (but adiposity is also associated with hyperfunction of the 
anterior lobe, as in Cushing’s syndrome). An attempt to correlate the various 
disorders with the types of cells can only be completely successful, since 
there are 10 known functions and only 3 types of cells. Fortunately 
there are well-known clinical syndromes which will form a basis for the 
subsequent considerations. 


ACROMEGALY 


Definition.—Acromegaly is a condition due to a hypersecretion of the 
growth hormone of the anterior pituitary gland. It is characterised by 
enlargement of the hands and feet, and of the bones and cutaneous tissues 
of the face, and by splanchnomegaly. It is frequently superimposed on 
gigantism. 

fEtiology.—The disease occurs at any age but usually before 40, and in 
both sexes. There is a mild familial type. The immediate cause is an ex- 
cessive secretion of the growth hormone. 

Pathology.—There may be an adenoma of the pituitary gland consisting 
of eosinophil cells, or merely a relative hyperplasia of these ceils. There may 
be enlargement of the adrenal cortex, the thyroid and the parathyroids. 
The testes and ovaries are usually atrophic. The islets of the pancreas may 
be hyperplastic or atrophic. Diffuse lymphoid hyperplasia is frequent. 
All the viscera are enlarged. 

Symptoms.—The patient may first seck advice because of increasing 
size of the hands and feet, or of a blunting and distortion of facial features, 
or visual disturbance due to a pituitary tumour. The latter is associated 
with optic atrophy, bitemperal hemianopia, progressive loss of vision and 
severe headaches. Ocular palsies may result from pressure on the third, 
fourth or sixth nerve. 

The enlargement of the extremities is partly due to bony enlargement 
and thickening, but there is also overgrowth of the soft tissue. The vault 
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of the skull may be somewhat thickened, but considerable bony overgrowth 
is. More common in the base of the skull and in the facial bones. The over- 
growth of the lower jaw leads to prognathism and spreading of the teeth. 
The vertebree undergo changes, and kyphosis and scoliosis are common. 
The soft tissues of the face, nose, and lips undergo hypertrophy, which together 
with the bony changes, may transform the facial appearance. The skin and 
subcutaneous tissue are thickened, and the sebaceous and sudoriferous 
glands hypertrophied, producing a greasy perspiring skin. The hair too is 
thick and greasy, and may be abundant over the trunk. Enlargement of 
the tongue leads to difficulty in articulation, and enlargement of the larynx 
produces a deep voice. Speech is also sluggish and memory poor. The general 
behaviour may be characterised by apathy and lack of initiative. Generalised 
muscular hypertrophy may initially be associated with great strength, but 
later weakness and atony result. The heart is enlarged, but hypertension or 
hypotension may occur. 

Complications and Sequelz.—1. Thyroid—exophthalmic goitre rarely 
complicates acromegaly. More commonly there is an increased basal meta- 
bolic rate without other features. The thyroid gland is diffusely enlarged in 
some 50 per cent. of cases, but this is not necessarily associated with thyroid 
symptoms or even with a raised metabolism. Sometimes myxcoedema 
follows hyperthyroidism or may be produced initially. 2. Adrenals. Virilism 
in the female and increased hirsutism in the male may be prominent features, 
suggesting adrenal hyperplasia resulting from an adrenotrophic stimulus. 
3. Diabetes Mellitus. This disorder is present in a small proportion of 
patients; but some degree of intermittent or chronic hyperglycemia with 
glycosuria, in the absence of diabetic symptoms, may be detected in some 
50 per cent. The pituitary diabetogenic hormone is probably responsible. 
4, Diabetes Insipidus or Diabetes Mellitus. There may be in different 
patients, or in one patient in different phases of the disorder, evidence of 
deficiency or excess of the anti-diuretic hormone. 5. Mental Changes. De- 
pression, irritability, negativism, melancholia, mania and delusional insanity 
are oa complications. 

rognosis.._The course is gradually progressive, with intermittent 
phases of apparent arrest of the pituitary hyperfunction. These phases may 
be prolonged over many years. As myxcedema may follow exophthalmic 
goitre, so hyperactivity of the pituitary may be succeeded by hypoactivity, 
with secondary hypofunction of the thyroid and adrenal glands. 

Diagnosis.—The increase in size of hands and feet, and thickening and 
blurring of the facial features, with prognathism, makes diagnosis easy, 
especially if gigantism is already present. Ostertis deformans is a bony 
disorder which distorts the vault of the skull and does not affect the facial 
bones. In acromegaly, radiographic examination may reveal an enlargement 
of the sella turcica, which if associated with optic atrophy or bitemporal 
hemianopia, indicates a pituitary tumour. 

Treatment.—If there is progressive involvement of the optic nerves, 
with danger of complete blindness, the treatment is surgical removal of the 
pituitary tumour. Otherwise deep radiation of the pituitary region should 
be tried first, and relief results in some 560 per cent. If sight is not threatened, 
and there appears to be an arrest of pituitary hyperfunction, treatment is 
symptomatic, including hormone substitution where indicated, e.g. thyroid 
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for myxcedema, testosterone for ee and cestrone for amenorrhea. 
Exophthalmic goitre may be treated by radiation of the thyroid, or thy- 
roidectomy. True diabetes mellitus will need dietetic regulation and insulin, 
but symptomless glycosuria can be ignored. 


GIGANTISM 


This is a condition of rapid and excessive growth of bone resulting, among 
other manifestations, in a height above normal. Like acromegaly, it is due 
to excessive secretion of the growth hormone by the eosinophil cells of the 
anterior pituitary (hyperplasia or tumour), but this hypersecretion operates 
in childhood, or adolescence, before the epiphyses of the long bones have 
united. If the hypersecretion persists, acromegaly will be superimposed on 
the gigantism. In uncomplicated gigantism, there is no sharp dividing line 
between normal tall people and pathological giants, and the characteristic 
of tallness is probably a familial and racial] feature dependent upon con- 
stitutional hyperactivity of the anterior pituitary. Eunuchoid individuals, 
as well as pre-pubertal castrates, are often excessively tall. This may be 
due to two factors: (1) growth hormone acting over a longer period, since 
the union of the epiphyses is delayed; and (2) hyperactivity of the anterior 
pituitary secondary to failure of gonadal function, assuming the latter to be 
primary. 

The treatment of pathological gigantism is the same as for acromegaly, 
namely, radiation of the pituitary gland, or surgical removal of a pituitary 
neoplasm. Inhibition of pituitary activity by large doses of testosterone, 
or cestrone, may be of some benefit. 


CUSHING’S BASOPHILISM SYNDROME 


Synonyms.—“ Multiglandular syndrome of the fat-bearded diabetic 
woman’; Achard-Thiers syndrome. 

Definition.—A condition of virilism in females (or of feminisation in 
males) associated with adiposity, hypertension, diabetes mellitus, plethora, 
and softening of the bones. 

ZEtiology.—The disease is commonest in the second and third decades, 
but may occur at any age. It is much more common in females than males. 
The immediate cause is a hypersecretion of the anterior pituitary (especially 
of the basophil cells), and an associated hyperplasia of the adrenal cortex. 

Pathology.—Cushing found the essential feature to be an adenoma of 
the basophil cells of the anterior pituitary. It is now established that the 
complete chemical picture may result from a neoplasm or hyperplasia of the 
adrenal cortex, or more rarely from a neoplasm of the thymus gland, or even 
from a chromophobe adenoma of the anterior pituitary. Although a basophil 
adenoma is not always present, hyalinisation of the basophil cells of the 
anterior pituitary 1s a common feature. Crooke believes that it is responsible 
for all features of the syndrome except virilism or feminisation. The latter 
two features are very probably resultants of the hyperactivity of the adrena) 
cortex, which in some cases is primary and in others secondary. 
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Symptoms.—Virilism is shown by cessation of menstruation, loss of 
hair of the head, and growth of hair on the face and body, as in the male ; 
feminisation is indicated by testicular atrophy and impotence, and bymammary 
development. For a fuller description the reader is referred to the sub- 
section on Diseases of the Suprarenal Glands. In all cases the adiposity is 
diffuse, but it is especially noticeable on the face, trunk, and upper arms 
and thighs. It is occasionally a painful adiposity. Where the skin has been 
stretched by fatty deposits, e.g. in lower abdomen, thighs, breasts, and axille, 
there are linea distenss, which are not white but of a deep red colour. The 
face is plethoric and of a dusky tinge, suggesting a polycythemia basis, 
which is not necessarily substantiated by a red cell count. The anterior 
aspects of the legs show bluish mottling with contrasting patches resulting 
in a marble appearance, from which is derived the dermatological name, 
cutis marmorata. 

The bones are rarefied (seen in X-ray photographs) and softened, so 
that the vertebrae are compressed, and the patient develops kyphosis and 
round shoulders, with a diminution in height. Lordosis helps to accentuate an 
adipose pendulous abdomen, and may give rise to troublesome backache. 
The bleed pressure is raised, and there may be a secondary ischemic nephritis. 
In a few patients, fatal malignant nephrosclerosis has been recorded. Diabetes 
mellitus may be present in varying degrees of severity, and those patients 
who manifest no diabetic symptoms invariably show a delayed fall in blood 
sugar in the carbohydrate tolerance test. Pigmentation of the orbits and 
nipples may be present. Migrainous headaches are not infrequent, but changes 
in the optic nerves or visual fields are rare, since basophil adenomas are 
usually microscopic in size. The thyroid gland may be enlarged, but there is 
rarely evidence of hyperthyroidism, 

Complications.—The patients are liable to intercurrent infections, 
especially staphylococcic. 

Diagnosis.—Adipose corpulent women with plethoric faces, rounded 
shoulders, and hirsutism, suggest the diagnosis. Radiograms may show 
osteoporosis, but the sella turcica is usually not enlarged. Glycosuria and 
hypertension are additional features. Hirsutism is of male distribution, but 
quite frequently not excessive. The possibility of an adrenal tumour is 
suggested by considerable hairiness, gross enlargement of the clitoris, and a 
gross excess of androgenic hormone in the urine (e.g. more than 300 capon 
units daily). In doubtful cases, iodoxy] (pyelectan, uropac, uroselectan) radio- 
graphic examination, or perirenal insuftlation, or even laparotomy is called 
for (see adrenal section). Thymus tumours can be excluded by radiographic 
examination of the chest, and ovarian tumours (a rare cause) by bi-manual 
examination. The urinary calcium excretion may be increased, but the 
serum calcium is not raised, as in the case of hyperparathyroidism. 

Mild and incomplete forms of Cushing’s syndrome are not at all un- 
common, and are often familial. They do not necessarily call for any special 
treatment. It is questionable whether they are more correctly regarded as 
variants of normality than as pathological. 

Prognosis.—In the absence of treatment, the course is usually pro- 
gressively downhill, but only gradually so. As with acromegaly, there may be 
spontaneous arrest of the process for many years. If an adrenal tumour is 
removed surgically, in the absence of malignant recurrence the patient may 
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return to complete normality. In the case of basophil adenoma, deep radia- 
tion applied to the pituitary gland may be followed by remarkably good 
results, with disappearance or considerable amelioration of most symptoms, 
including the diabetes mellitus. 

Treatment.—An adrenal tumour should be removed surgically. A 
thymus neoplasm is malignant and deep radiation of the thymus area is 
unlikely to prove of more than temporary benefit in such cases. In the 
absence of proof of any primary lesion outside the maar th gland, a basophil 
adenoma is assumed, and deep radiation applied to the pituitary gland. 
Unilateral adrenalectomy for a supposed bilateral hyperplasia of the adrenal 
cortex is Ulogical, and cannot produce appreciable amelioration. 


DWARFISM 


Synonym.—Infantilism ; Levi-Loraine Syndrome; Brissaud’s In- 
fantilism. 

Definition.—By dwarfism is meant a failure to grow, resulting in sub- 
normal height, and due to a deficient secretion of growth hormone by the 
anterior pituitary gland. It may or may not be accompanied by other 
endocrine stigmata. Infantilism is a variety of dwarfism, implying a degree 
of growth and also of sexual development not qualitatively abnormal but not 
commensurate with the age of the individual. The term was first used by 
Loraine in 1871 in connection with a case of infantilism associated with 
tuberculosis. It was later applied by Levi (1908) to hypopituitarism beginning 
in childhood. Brissaud extended the term to include infantilism associated 
with hypothyroidism (Brissaud’s infantilism). | 

4Etiology and Pathology.—In both dwarfism and infantilism there 
may be a pituitary tumour, usually chromophobe adenoma, or a para- 
pituitary tumour. In most cases, however, there is no gross lesion. One can 
postulate a hypoplasia of the eosinophil cells, since these secrete growth 
hormone. In colonies of congenitally dwarfed mice there is a relative 
diminution in the proportion of eosinophil cells. Dwarfism may be part of 
the Fréhlich syndrome, or of cretinism. In pathological sexual precocity, 
and in some otherwise normal people, dwarfism appears to be due to premature 
closure of the epiphyses. Inadequately treated diabetic children fail to grow 
at the normal rate. 

Non-endocrine causes are rickets, renal rickets, fragilitas ossium, coeliac 
disease, pancreatic disease, von Gierke’s glycogen disorder, vitamin deficiency, 
and achondroplasia. There is no evidence of an endocrine basis for achon- 
droplasia. 

ymptoms.—In the majority of cases, the only features are a failure to 
grow at the normal rate and (or) a cessation of growth at an early age. Nor- 
mally the epiphysis of the lower end of the femur closes at 18 or 19, but that 
of the head may close as early as 15 or as late as 18. The majority of normal 
boys continue to grow after puberty, but some 30 per cent. of girls cease to 
grow after menstruation has commenced. In the latter cases, there may be 
premature union of the epiphyses. Failure to grow adequately is not usually 
associated with that of sexual development, Put the latter is an essential 
feature of Levi-Loraine infantilism. Failure to attain an average height is 
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often familial, and one family may have both very tall and very short members, 
their numbers determined by Mendelian laws. The mechanism, however, 
as with congenitally dwarfed mice, is through the anterior pituitary gland. 

Diagnosis.— With simple failure of growth, or in infantilism, the relative 
proportion of arms, legs and trunk is normal. In achondroplasia, the arms 
and legs are short compared with the body (human dachshund), and the 
nose is broad and flat. It is important to radiograph the epiphyseal junctions, 
since growth hormone cannot act after epiphyseal union. 

Prognosis.—Growth hormone is not effective in all cases of subnormal 
growth. It is obviously useless if the epiphyses have prematurely united. 
It may be equally so in endocrine dwarfism if not applied until adult life, 
even when the epiphyses remain ununited. This is in beeping with the 
observation that growth hormone fails to be effective in the hypophysecto- 
mised animal if its use is too long delayed. Growth hormone is sometimes 
ineffective in cases where one might expect good results and there is probably 
an important genetic factor to be considered. Nevertheless therapy with 
growth hormone is worth trying and good results are obtained. 

Treatment.—The essential treatment of deficient growth is anterior 
pituitary growth hormone, 100 to 200 rat units weekly, in two or three divided 
doses, administered intramuscularly in the buttock. There may be painful 
local reactions which, however, tend to diminish with repeated injections. 
As an anti-growth principle develops m the blood, injections should not 
be continued for more than 6 weeks, but may be repeated after an interval 
of 2 months. Thyroid extract, 4 gr. to 1 gr. daily, is valuable, especially if 
there is some evidence of thyroid deficiency, but even in other cases. There is 
no reason to believe that anterior pituitary tablets by mouth are efficacious. 
In infantilism, the question of hastening sexual maturity by gonadotrophic 
hormone arises, but some feel that this effect might produce union of the 
epiphyses and prevent growth. On the other hand, most boys continue to 
grow after the sexual maturity of puberty. 


SIMMONDS’S DISEASE 


Synonyms.—Pituitary Cachexia ; Hypopituitarism. 

Definition.—A disorder due to destruction or atrophy of the anterior 
pituitary gland, and manifested by cachexia, anorexia, subnormal metabolism, 
and hypogonadism. 

ZEtiology.—The disease is more common in women since the commonest 
cause is atrophy of the anterior pituitary resulting from a local vascular 
lesion during the puerperium. Multipares are especially prone. It may, 
however, occur at any age and in either sex associated with a pituitary or 
parapituitary tumour. 

athology.—Simmonds’s original case showed atrophy and fibrosis of 
the anterior pituitary gland as a result of an embolus in the main artery in 
a fatal case of puerperal fever. The vascular lesion is, however, morecommonly 
thrombosis. Suprasellar cystic tumours and chromophobe adenomata are 
other important causes, and rarely malignant metastases, tuberculosis, 
syphilis, and xanthomatosis. An unusual but important setiological occurrence 
is simply diminution in the relative number of eosinophil cells. As in the 
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case of hypophysectomy, the gonads, thyroid and adrenal cortex are hypo- 
plastic or atrophic. The viscera are diminished in size in contrast to the 
splanchnomegaly of acromegaly. 

Symptoms.—Weakness, wasting, and anorexia are cardinal features, 
but of equal importance is the invariable failure of sex function. Thus, in 
the female, amenorrhcea is associated with a hypoplastic or infantile uterus, 
and, in the male, the gonads and penis fail to develop or, if already adult in 
size, they undergo atrophy. In both sexes the secondary sexual character- 
istics, e.g. pubic, facial and axillary hair, are lost, and the eyebrows and 
hair of the scalp also become thin and lustreless, or disappear. The skin is 
pale and dry, and may become wrinkled, giving a senile facies, known as 
progeria, The lower jaw may become atrophic (opposite of prognathism), 
and the teeth decay and fall out. The low metabolism, e.g. —40 per cent., 
is manifested by a subnormal temperature and hypersensitivity to cold. 
Bradycardia and hypotension are usual features. The blood sugar is also 
subnormal and the carbohydrate tolerance usually increased. Spontaneous 
hypoglycemic attacks occur, and may be fatal. Anemia and a relative 
lymphocytosis, with perhaps some degree of eosinophilia, are not uncommon. 

If the disorder commences in childhood, the lack of growth hormone 
results in failure to grow, although the epiphyses remain ununited in adult 
life. The latter is probably associated with failure of sexual development. 

Complications.—Pulmonary tuberculosis may follow prolonged in- 
anition. Apathy and inertia are characteristic but may progress to melan- 
cholia, with disorientation of time and place. Optic atrophy results from 
tumours. 

Diagnosis.—The well-developed syndrome cannot escape recognition if 
the disorder is kept in mind. Minor and incomplete manifestations are mor 
easily missed, but not if the possibility of the disorder following a puerperiun 
in which there is severe hemorrhage and (or) infection is remembered. 
Migrainous headaches can occur even in the absence of a pituitary or para- 
pituitary tumour, but radiographic examination of the sella turcica and 
examination of the fundi for optic atrophy should not be omitted. 

There are many features in common with Addison’s disease, but pigmenta- 
tion in Simmonds’s cachexia is either absent, or very slight, and is never 
present in the mucous membranes. Anorexia nervosa in the late stages may 
show all the features of Simmonds’s cachexia, and it is probable that there 1s 
an inhibition of pituitary activity via the hypothalamus. The initial and 
fundamental cause of anorexia nervosa is, however, psychogenic. It usually 
occurs in young adults, more often in females, and it is possible to elicit a 
history of psychic trauma, shock, disappoitment, or emotional upset. In 
contrast to the apathy of Simmonds’s cachexia, these patients are restless 
and perform feats of activity far beyond their apparent strength ; the loss 
of sexual hair is rarely extreme and may not occur; in contrast, the trunk 
and perhaps the face is covered by diffuse downy hair. 

Prognosis.—There is usually progressive deterioration, but patients with 
minor manifestations following pregnancy may recover spontaneously. 
Treatment is only moderately beneficial. 

Treatment.—The only rational treatment is substitution therapy, and 
this can only be of a limited nature, Cortin, or desoxycorticosterone, will 
help as replacement therapy for adrenal cortical function. It produces an 
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increase in strength and weight. Gonadotrophic hormone and cstrone, or 
testosterone, may establish or to some extent replace sex function, but has 
no Influence on the general asthenia. Thyroid is rarely beneficial and may be 
harmful even although the metabolism is low. Glucose counteracts hypo- 
glycemia. Treatment in well-developed cases is rarely entirely satisfactory, 
and optimistic reports of complete success raise the query of accurate diagnosis. 
In the milder forms following pregnancy, the question of the advisability 
of another pregnancy must be considered, “oad the latter prove & possi- 
bility. It 18 established that some patients may thus make a complete 
sn? since the uninjured part of the anterior pituitary undergoes hyper- 
plasia during pregnancy. If, however, the subsequent parturition is com- 
licated by severe hemorrhage or infection, further thrombosis may occur 
in the pituitary and the patient may die. 


FROHLICH’S SYNDROME 


Synonym.—Dystrophia Adiposo-Genitalis. 

Definition.—A combination of adiposity and hypogonadism, usually 
occurring at or before puberty, and resulting from pituitary hypofunction, 
or dysfunction. 

tiology.—The condition occurs in both sexes, and may be familial. 
Frdéhlich’s original case was a boy of 14 with a craniopharyngioma. 

Pathology.—A small proportion of cases are due to a parapituitary 
tumour (cranio-pharyngioma), or more rarely to a chromophobe adenoma 
of the anterior pituitary. The majority, however, are not associated with a 
gross pathological lesion, and autopsies are rare. The lesion is sometimes 
in the hypothalamus rather than in the pituitary, e.g. encephalitis, meningitis, 
syphilis, and hydrocephalus. 

Symptoms.—Adiposity and hypogonadism are the two essential features, 
but to these may be added in some cases a failure of growth hormone and 
dwarfism. The fat is deposited in girdle and symmetrical fashion, on the 
abdomen, shoulders, thighs, upper arms, mammary region, mons veneris, 
face and neck. The adiposity may be fee from early childhood, although 
the syndrome is at its maximum at puberty. The legs and forearms are thin 
and graceful, and the fingers are usually narrow, delicate and tapering, but 
occasionally short. The deposition of fat is of femimine type, so that the 
bodily configuration of the affected male resembles that of the female. There 
is often a pad of fat over the lower cervical vertebre. The skin over the 
outer aspect of the upper arms, thighs and buttocks shows a blueish-red 
mottling. 

Hy pocodsdiam in the male is shown by minute testicles, one or both of 
which may be undescended, and by a-subnormal penis. There is little or no 
hair over the axille and pubis; and, if present in the latter site, it is of 
feminine distribution, being limited horizontally and not extending upwards 
to the umbilicus. The skin of the face 1s smooth, delicate and hair-free, and 
the complexion good. The voice is high-pitched and does not break. The 
walk is feminine, and the buttocks tend to sway from side to side as in the 
female. The feminine habit of resting the hand on the waist or kmee is not 
uncommon. In the female the uterus 1s infantile, and amenorrhea, or scanty 
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menstruation at long intervals, is usual. The breasta are large, but this is 
caused by fat, and not by glandular tissue. A tendency to sleepiness, like the 
fat boy m The Pickwick Papers, and a craving for sweet things are other 
features. The basal metabolic rate is normal. The mental and emotional 
colouring of the personality is characteristic. Periods of depression and 
introspection alternate with joyousness, high spirits, and euphoria. The 
patients are excellent company, and very popular with their sehool friends. 
They are usually musical and imaginative, with intellectual ability often 
above normal. | 

Complications.—Rarely the syndrome is complicated by the additional 
features of retinitis pigmentosa, mental deficiency, polydactylism and familial 
incidence. It is then called the Laurence-Moon-Biedl syndrome, and the 
patient is usually of the Hebrew race. 

Diagnosis.— Unless definite hypogonadism is present, the diagnosis of 
Frohlich’s syndrome is not justified, but is nevertheless frequently made. 
This is because of lack of supplementary nomenclature. Puberty adiposity 
may occur with normal genital development, or even with some degree of 
sexual precocity, or with some features of Cushing’s syndrome. [In all cases 
it is probably endocrinological. A parapituitary tumour is indicated by optic 
atrophy and enlargement or distortion of the sella turcica, as seen in radio- 
grams. 

Prognosis.—The disease may be transitory, the adiposity decreasing 
with belated sexual development. More often it is chronic, with phases of 
accentuation and amelioration. 

Treatment.—Gonadotrophic hormone, 500 units twice weekly for 6 weeks 
or more, will tend to produce sexual maturation but rarely mfluences the 
adiposity. The latter may be modified by restricted diet and thyroid. It 
is irrational to employ the latter in doses greater than 1 gr. of the dried 
gland daily, since the basal metabolism is not subnormal. The adiposit 
is ublikely to be fundamentally altered by any therapy at present employed. 
Parapituitary tumours may call for surgical removal if sight is threatened. 
Deep radiation of the pituitary region may be of benefit. 


ADIPOSITY 


Definition. Adiposity is an excessive deposition of fat in the subcutaneous 
tissue. 

Etiology and Pathology.—There are four mam groups: (1) Exogenous 
—eating of excessive food. (2) Associated with endocrine syndromes: (a) 
Frohlich’s; (6) Cushing’s; (c) Adrenogenital; (d) Dercum’s disease— 
adiposis dolorosa ; (e) following castration or the menopause; and (f) Hyper- 
insulinism (pancreatic tumour or hyperplasia). (3) Hypothalamic lesions, 
e.g. encephalitis, tabes, hydrocephalus. (4) Idiopathic constitutional. 

The eating of an excessive amount of food may be due to habit, greed, 
or anxiety, but there is also a centre in the hypothalamus, a lesion of which 
appears to produce pathological hunger, as is seen in certain brain tumours. 
This may also operate in apparent idiopathic adiposity. The mere eating of 
an abundance of food is probably not the only factor, for anxiety states 
producing excessive appetite may nevertheless be associated with leanness 
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and an inability to put on flesh and fat. On the other hand, the majority 
of cases of idiopathic adiposity cannot be ascribed to food intake and it 
cannot be doubted that of two people on similar diet, or of two children of 
the same family on similar diet, one of each can be fat and the other thin. 
I am of opinion that it is probable that in both exogenous and idiopathic 
constitutional adiposity there is an underlying disturbance of the hypothalamic 
pituitary mechanism. . 

Symptoms.—Whatever the stiology, the fat is usually deposited on 
the face and neck, breasts, abdomen, suprapubic area, buttocks, upper arms 
and thighs. Linea distense, which are white, except in Cushing’s syndrome, 
when they are dusky red, appear in the overlying skin which has been 
stretched. Many of the idiopathic types of adiposity display in minor degree 
features of endocrine syndromes, e.g. hirsutism, scanty or infrequent menstrua- 
tion, and impaired carbohydrate tolerance. Diabetes mellitus of middle age 
igs more frequent among the adipose, and adiposity is therefore said to pre- 
dispose to diabetes. It is more probable that both are due to a common 
pituitary lesion. It is interesting to note that when amenorrhea is associated 
with adiposity, dietetic measures alone, if successful in reducing weight 
appreciably, may sometimes produce a return to normal menstruation. Fat 
is also deposited in the viscera, especially the liver and heart, and sudden 
heart failure does occur in extreme cases. In adiposis dolorosa, symmetrical 
deposition of painful fatty deposits is associated with an unstable weeping 
temperament. 

Complications.—Diabetes mellitus, cholelithiasis, heart failure, arthritis, 
varicose veins, and flat feet are some complications. 

Diagnosis.—In the majority of cases it is impossible in the present 
state of knowledge to define the underlying lesion, and therefore the vague 
terms idiopathic or pituitary adiposity are used, not without some justifica- 
tion. The recognition of the more obvious endocrinopathies presents no 
difficulty but minor manifestations may escape recognition. 

Prognosis.—The condition tends to be chronic, with periods of ameliora- 
tion and relapses. 

Treatment.—This is most unsatisfactory. We have no direct attack on 
the essential dysfunction, neither do we know as yet whether it is essential 
hypofunction or hyperfunction. Ifthe latter be true, as suggested by Cushing’s 
syndrome and by adrenal cortical syndromes, it is useless to seek substitution 
therapy. Thyroid to the point of tolerance as judged by pulse rate is of 
limited value, as one might expect on account of the basal metabolism in 
adiposity being already normal or above normal. More toxic accelerators of 
metabolism, such as dinitrophenol, have now been abandoned. Oollip’s 
pituitary katabolic factor may prove useful, since the resulting lowering of 
the respiratory quotient suggests a specific attack on fat metabolism. 

Low calorie diets, e.g. 1000 calories daily, will produce a reduction in 
weight, if strictly adhered to. It is rare, however, for the patient to enjoy 
good health and well-being on such a diet over a long period, and any minor 
departures from a food intake well below normal will produce increase in 
weight. The basis of such diets is the avoidance of fatty, sweet and starchy 
foods, and their substitution by green vegetables, salads and non-fatty meat. 
Alcohol, especially beer, should be avoided, as it tends specifically to adiposity 
in some patients apart from its caloric value. Salt-free diets and injections 

10 
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of mercurial diuretics for a hypothetical salt water-retention type of adiposity 
have been advocated, but it is rare to find such an uncomplicated type of 
adiposity and the effects can only be temporary. Massage and exercise are 
helpful but not fundamental measures. 

Since with the present available therapeutics it is difficult, if not impossible, 
to change fundamentally a constitutional fatty type, it is important to attempt 
to counteract any associated hypersensitivity by a psychotherapeutic 
approach and a philosophical evaluation. 


DIABETES INSIPIDUS 


Definition.—Diabetes insipidus is a disturbance of water balance, char- 
acterised by polyuria and polydipsia, but due to a destructive lesion of the 
posterior or intermediate lobe of the pituitary gland, or of the adjacent part 
of the diencephalon. 

fEtiology.—The condition is sometimes familial. It may occur at any 
age and in either sex. It is due to a deficient secretion of the anti-diuretic 
hormone by the posterior lobe of the pituitary. This results from destruc- 
tion of the lobe, or any interruption of its normal connection with the supra- 
optic nucleus of the hypothalamus. Such a lesion is followed by degeneration 
of the pars nervosa, but not of the pars intermedia. The anterior pituitary 
lobe must be present for diabetes insipidus to result, and it probably has 
a diuretic action by an indirect effect on metabolism. It is doubtful if the 
anti-diuretic hormone of the pars nervosa has been separated from the vaso- 
pressor hormone. In addition to decreasing the amount of urine excreted, 
this hormone also increases the amount of chloride excreted in the urine. 

Pathology.—The lesion in the hypothalamic-pituitary mechanism may 
be traumatic, vascular, syphilitic or tuberculous meningitis, primary or 
metastatic brain tumour, acromegaly, or Hand-Schiiller-Christian’s disease. 
The condition may also follow shock, via the hypothalamic mechanism. In 
the majority of cases, there is no obvious cause (idiopathic). 

Symptoms.—The symptoms are polyuria and polydipsia, with the 
passage of large quantities of urine, e.g. 12 litres in 24 hours, of pale colour, 
and low specific gravity, e.g. 1002. The polyuria leads to disturbed sleep 
and anxiety. The patient loses weight cca strength, and may become very 
emaciated and even bedridden if untreated. 

Diagnosis.—Hysterical polyuria may be difficult to differentiate apart 
from the hysterical background. There is a tendency in this condition, 
however, for the polyuria to be more marked during the daytime and the 
patient may sleep throughout the whole night, whereas the polyuria of 
diabetes insipidus is most troublesome at night. The hysterical patient 
remains in reasonably good health in spite of the polydipsia and polyuria. 
Some individuals have a familial hypersensitivity to caffeine diuretics and, if 
much tea or coffee is drunk, they have polyuria and frequency. Diabetes 
mellitus is easily distinguished by hyperglycemia and glycosuria. In chronic 
nephritis the urine may be voluminous and of constantly low specific gravity, 
but it contains some albumin and renal casts. A Wassermann reaction to 
exclude tertiary syphilis is always advisable. A radiogram of the skull, and 
examination of the optic disks and visual fields should exclude pituitary 
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and parapituitary tumours. The Hand-Schiiller-Christian disease is con- 
genital and familial and characterised by exophthalmos, large liver and 
spleen, yellow-tinted skin, and irregular patches of xanthomatous infiltration 
of the skull (radiogram). 

Prognosis.—The disease is protracted, and if treatment is inadequate 
the patient becomes emaciated and dies from intercurrent infection. 

Treatment.—It is illogical to attempt to restrict the intake of fluid 
severely, for experimental evidence shows that the primary disorder is the 
polyuria, and the polydipsia is a secondary attempt to compensate for the loss 
of fluid. Pitressin should be injected, 10 to 20 units subcutaneously three 
or more times in 24 hours. Some patients react allergically at the site of 
injection. Other commercial brands may then be tried, but if local reactions 
persist, the treatment will not be effective even if continued, as the hormone 
tends to be destroyed at the site of injection. Nasal insufflation of the dried 
powder is effective, and is carried out from a curved glass tube with two open 
ends or with a rubber pressure bulb attached. The patient learns to know 
the optimum amount of powder and frequency of application. Nasal jelly 
and application of the fluid on cotton wool in the nostrils are other methods. 
As with insulin, the dose of pitressin must be increased during periods of 
infection, e.g. influenza. : 


DIABETES TENUIFLUUS 


Definition.—A condition of supernormal secretion of the posterior 
pituitary antidiuretic hormone, manifested by diminution in the volume of 
urine excreted and an absence of thirst. Tenuifluus means “flowing slenderly,”’ 
and the condition is the opposite of diabetes insipidus (tasteless urine). 
The latter condition might be better termed diabetes multifluus (copious 
urine—flowing greatly). 

Etiology and Clinical Features.—The malady is due to excessive 
secretion of the anti-diuretic hormone of the pars nervosa of the pituitary. 
It is probable that the condition occurs rarely as an uncomplicated entity, 
as does diabetes insipidus, although in the comparatively few occasions that 
it has been sceseed it has appeared to be part of a pituitary syndrome. 
It may be found with pituitary or parapituitary tumours, with Fréblich’s 
syndrome, and with other varieties of pituitary adiposity. Acromegaly may 
be associated either with diabetes insipidus, or with diabetes tenuifluus, and 
one may give place to the other according to the phase of the disease. In 
one such case of the latter, Ellinger, Hare and Simpson observed, for the 
first time, that there was an excess of anti-diuretic hormone in the cerebro- 
spinal fluid. The daily intake of fluid was small, and the output of urine 
even smaller, the difference apparently being explained by an obviously 
excessive perspiration, in contrast with the dry a of djabetes insipidus. 
It is interesting to note that radiation of the pituitary gland resulted in a 
normal and balanced fluid intake and output, and a disappearance of excessive 
ae dale and of the excess of antidiuretic hormone fea the cerebrospinal 

uid, 


The mechanism of perspiration may not always compensate for a dis- 
crepancy between intake and output of fluid, and fluid may be retained, 
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with a resulting increase in weight, at any rate for a time. This may explain 
the premenstrual gain of weight, which may occur with normal women, but 
which is much greater in women with pituitary obesity. The subsequent 
post-menstrual loss of weight is associated with a diuresis. A disorder of 
water balance is also one factor in certain types of pituitary obesity, as is 
suggested by the response to merourial diuretics, or sometimes to the mere 
ancien of the prone position. 

omplications.—H. I. Jones recently described a syndrome, in a man of 
26, which he attributes to hyperactivity of the posterior lobe of the pituitary 
gland. The main features were hypertension, hyperchromic anemic, 
achlorhydria, and impaired carbohydrate tolerance. Melano hore-expanding 
vasopressor, and antidiuretic substances were present in the urine (Noble 
and others). 

Diagnosis.—An abnormally small daily excretion of urine in the absence 
of cardiac or renal disease suggests diabetes tenuifluus, especially if accom- 
panied by excessive perspiration for which no ordinary cause is obvious. 

Treatment.—Radiation of the pituitary gland appears beneficial. 


ANTIHORMONES 


Collip’s observation that parathormone gradually lost its effect on repeated 
injection first drew attention to the possibility of anti-hormones or anti- 
hormonic substances being produced in the human body by the injection of 
hormones. Since then anti-hormones have been discovered for most of the 
pituitary “ trophic’ hormones, their action being especially well studied in the 
case of the thyrotrophic, gonadotrophic and diabetogenic hormones. Thus, if 
thyrotrophic hormone (thyrotrophin) is injected into guinea pigs, the thyroid 
gland undergoes hyperplasia, thyroxine is secreted in excess, and the basal 
metabolic rate increases by, say, 50 per cent., attaining a maximum in 
7 to 10 days. After this, even when injections are continued, the basal 
metabolic rate falls to normal or even subnormal, and the thyroid again fills 
with colloid, as in the resting phase. This development of refractoriness to the 
thyrotrophic stimulus is due to the production of anti-thyrotrophic hormone 
which neutralises the activity of the thyrotrophic hormone. This can be 
proved by injecting the serum of a guinea pig in a refractory phase into a 
normal guinea pig, and thus rendering the second animal immediately re- 
fractory to thyrotrophic hormone. All this 1s equally true of man and 1s an 
obvious stumbling block to therapy, even though experimentally the resist- 
ance can be overcome by progreasively increasing the dosage of “ trophic ”’ 
hormone. 

The term anti-hormone does not necessarily indicate that the substance 
is a hormone and not merely a chemical anti-body or precipitin, Collip regards 
a hormone—anti-hormone linkage—as a normal condition, but there 1s no 
evidence that these “ anti” substances are produced in the endocrine glands. 
It has been shown in man, as in the experimental animal, that gonadotrophic 
hormone of the same species (pregnancy urine) does not produce anti-hormone, 
whereas gonadotrophic hormone: from another species (e.g. sheep’s pituitary) 
does. This suggests that the mechanism is a precipitin one, but this is not 
always so and anti-bodies can be formed from protein-free extracts. 
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The practical point is to remember that if the hormone is derived from a 
species other than man, therapy may be ineffective after some weeks, and 
this especially refers to parathormone, growth hormone, thyrotrophic hormone, 
and some gonadotrophic hormones. Antihormones tend to disappear after 
several weeks, when therapy may be resumed intermittently. 


S. L. Simpson. 


DISEASES OF THE THYROID GLAND 


In the absence of convincing evidence as to the existence of dysthyroid- 
ism, @ division of thyroid disorders into hypersecretion and hyposecretion is 
at present acceptable. In the case of both, the age incidence may influence 
the clinical features. The essential hormone of the thyroid gland is usually 
considered to be thyroxine, the p-hydroxyphenyl ether of tyrosine. The 
colloid of the gland is thyroglobulin, a protein to which iodine is attached. 
On hydrolysis this yields the a-amino acids thyroxine and diiodotyrosine. 
Harington believes that the true active secretion contains thyroxine: and 
diiodotyrosine linked to form a peptide. The activity of thyroglobulin is 
proportional to its total iodine content and not to the thyroxine contained 
therein. The relative insolubility of thyroxine, and the latent period after 
its intravenous injection, also make it difficult to accept thyroxine as the 
essential hormone; but even so, for the sake of convenience, this term will 
be used in the text. 

Unfortunately a clinical classification of thyroid diseases has not a clearly 
defined morbid anatomical basis. This is not unrelated to the fact that 
hyperplasia of the gland, in the absence of sufficient iodine, may be present 
with the clinical manifestations of hyposecretion rather than hypersecretion. 
According to Marine, the thyroid gland is a very labile tissue, with a single 
definite morphological cycle influenced by the balance between the need for 
iodine and its availability. An absolute or relative deficiency of iodine leads 
to hypertrophy and hyperplasia of the thyroid epithelium and loss of colloid. 
A subsequent adequate jee of iodine produces involution to a resting 
epithelium and much colloid. This cycle can repeat itself, but a prolonged 
iodine deficiency may lead to irreversible atrophy of the gland. Experi- 
mental evidence indicates that iodine can prevent any thyrotrophic or goitro- 
genic agency from being effective. 

A simple clinical classification is as follows : 


Graves’s Disease. 
Hyperthyroidism—<—— 
Secondary Thyrotoxicosis, 


Myxcedema. 
Hypothyroidiem << 


Cretinism. 
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GRAVES’S DISEASE 


Synonyms.—Hyperthyroidism ; Exophthalmic Goitre; Parry’s Disease ; 
Basedow’s Disease. 

Definition.—Hyperactivity and hypersecretion of the thyroid gland, 
usually manifested ‘By tachycardia, tremor, loss of weight, nervousness, 
exophthalmos, enlargement of the thyroid, and raised basal metabolic rate. 

ZEtiology.—The disease is more common in females than males, in the 
ratio of 6 to 1. This is probably associated with the greater lability of the 
endocrine system in the former, as indicated by the not infrequent physio- 
logical transient enlargement of the thyroid at puberty, at menstruation, 
and the menopause. The malady is commonest in the second and third 
decades, but it may occur in childhood or old age. Puberty or the menopause 
may be periods of initiation. 

Mental stress, anxiety, shock and sexual neurosis are often precursors of 
the disease, but a constitutional vulnerability of the thyroid to such stimuli 
is probable. The latter is also indicated by a familial predisposition. In- 
fection aggravates pre-existing hyperthyroidism, and sometimes appears to 
initiate the disease. 

Pathology.—The cuboidal epithelial cells undergo hypertrophy and 
become columnar. They also divide and multiply (hyperplasia), and may 
project in folds into the follicles, giving a lace-like pattern. The follicles 
are almost emptied of colloid unless iodine has been given. Adenomata may 
be present. There is a generalised lymphatic hyperplasia and lymphoid 
infiltration of the thyroid itself. The thymus is usually enlarged. The liver 
may show areas of necrosis or atrophy, and is often depleted of glycogen. 
Experimentally, pituitary thyrotrophin will produce similar pathological 
changes and a raised B.M.R. in guinea-pigs and man. Nevertheless, it has 
not been possible to demonstrate such a hormone in the blood of patients 
with hyperthyroidism. 

Symptoms.—The excessive secretion of thyroxine has wide systemic 
effects, and also disturbs the nervous stability of the patient. Many of the 
symptoms appear to result from overactivity of the sympathetic nervous 
system. 

Cardio-vascular system.— Tachycardia in some degree is invariable, and is 
usually associated with palpitation. Extra-systoles may be present, and if 
the disease is of long standing or in people over 40, auricular fibrillation is 
not infrequent. Capillary pulsation may be seen, and vaso-motor instability 
is evidenced by a tendency to blush or the appearance of a characteristic 
patch of redness over the neck and upper sternum. The carotid and brachial 
vessels pulsate visibly and forcibly. The systolic pressure is slightly raised 
and the diastolic js normal or diminished, resulting in an increased pulse 
ier It has been suggested that hyperthyroidism may be a cause of 

ypertension, but the evidence is not convincing, and thyroidectomy has not 
been shown to produce any effect on the hypertension itself, although associ- 
ated tachycardia or angina may be favourably influenced. 

Nervous system.—There is a characteristic tremor of the hands, noticeable 
on being asked to hold out the hands, or in writing, or in lifting a cup. An 
anxiety neurosis is a frequent and almost invariable accompaniment of hyper- 
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thyroidism. The patient is also restless and unstable, and finds it difficult 
to remain in one position for any length of time. Conversation too is desultory 
and, although there is often a hyperacuity of perception and conception, 
this is offset by an inability for sustained effort or concentration. Increased 
sensitivity and sensibility trouble the patient and her associates or family, 
and emotional distress is common. Occasionally psychotic manifestations 
develop, especially paranoia and acute mania, with suicidal tendencies, but 
rarely does this happen in the absence of a constitutional predisposition. 
Sweating is often excessive, manifested by the hot, moist handshake, and it 
may be soaking undergarments or bedclothes. Considerable muscular wasting 
and weakness may be features, simulating acute bulbar palsy, or progressive 
muscular atrophy, or very rarely familial periodic paralysis, but they are 
thyrotoxic myopathies A not neurogenic in origin. 

Gastro-intestunal_—The paradox of an insatiable and voracious appetite 
with progressive loss of weight is a source of wonder and concern to patient 
and relatives. The explanation is a raised metabolic rate. Excessive thirst 
is an effort to compensate for loss of fluid by profuse perspiration. Attacks 
of dyspepsia occur, sometimes with vomiting, and this may be due to hepatic 
disturbance, but achlorhydria and hypochlorhydria are not infrequent. 
Achlorhydria, or vegetative nervous irritability, may explain attacks of 
diarrhcea, which if severe or inadequately controlled may result in dehydration. 

Ocular signs.—Exophthalmos 1s said to be present in 70 per cent. of cases, 
but if minor degrees are included the incidence is much higher. The condition 
is usually obvious, but early stages may be indicated by a glint in the eye, 
or a restless coquettish look. Although characteristically bilateral, one eye 
may be affected before the other, or in lesser degree, presumably because of 
anatomical differences. The exophthalmos is not usually associated with 
dilatation of the pupil. It is interesting to note that pituitary thyrotropin 
will cause exophthalmos, experimentally, even after paralysis of the cervical 
sympathetic, or after thyroidectomy. The latter fact explains why exoph- 
thalmos sometimes persists after an adequate thyroidectomy. The classical 
signs of exophthalmos associated with historical names have no practical 
significance, and are only included for examination purposes. Thus: 
Dalrymple’s sign is the wide palpebral fissure ; von Graefe’s sign 1s lagging 
of the upper eyelid on looking down ; Stellwag’s sign is absence of blinking ; 
and Joffroy’s sign is absence of wrinkling of the forehead on looking up. 

Brain has described a condition of exophthalmic ophthalmoplegia in 
people usually over 40, in which there is mechanical paralysis of ocular 
movement in one plane. One eye is ae | always more affected than the 
other, and diplopia is frequent. Although this severe condition may be 
associated with mild thyrotoxicosis, or adie after thyroidectomy, he regards 
it as a separate entity. Nevertheless, in both conditions, there appears to be 
a thyrotrophic stimulus, contractions of the orbital smooth muscle, venous 
compression, oedema, and ultimately swelling and degeneration of ocular 
muscles. 

Thyroid gland.—This is almost invariably enlarged, although the degree 
is by no means proportional to that of the thyrotoxicosis. The enlargement 
usually affects both lobes, and not infrequently the isthmus. The swellings 
are smooth and roughly symmetrical, but one lobe may be larger than another. 
Small degrees of enlargement may be missed unless the proper technique 
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of palpation is observed. The thumb should compress the site of one lobe 
of the thyroid against the trachea, and the opposite lobe then becomes 
palpable to the thumb or fingers of the other hand. A systolic bruit over 
the thyroid may be heard on auscultation. 

Metabolism.—The thyroid gland controls metabolism, and the increased 
basal metabolic rate in thyrotoxicosis is a fundamental feature. Modern 
mechanical apparatus which records oxygen absorption permits the estimation 
in 10 minutes, and is a valuable arithmetical method of measuring the severity 
of the disease and its subsequent progress. There is a negative nitrogen 
balance, and excessive creatinuria indicates a pathological breakdown of 
muscle tissue. The fat depots of the body tend to disappear, and the serum 
cholesterol is low, e.g. 80 compared with normal 180. 

The liver is depleted of Sona. and transient or persistent glycosuria 
may appear. This rarely indicates true diabetes mellitus, which is not more 
common among thyrotoxic patients than among the rest of the population. 
Nevertheless, thyroxine is antagonistic to insulin. In thyrotoxic glycosuria, 
the resting blood sugar level is normal, but following 50 grams of glucose 
there is a high and prolonged blood sugar curve. In the absence of gastro- 
intestinal symptoms, or partial starvation, ketosis does not occur. There 
may be a negative calcium balance and, although the serum calcium is not 
raised, as in hyperparathyroidism, the renal excretion of calcium is not 
infrequently excessive. There results a decalcification of the bones, which 
rarely may reach a severe degree. The negative calcium balance is not 
apparently proportional to the basal metabolic rate, and is not always cured 
by thyroidectomy, even when the latter is otherwise successful. There is a 
negative iodine balance, with a raised blood iodine and increased urinar 
excretion of iodine. Unless iodine is given, the thyroid gland in thyrotoxi- 
cosis contains appreciably less iodine than the normal gland, because thyroxine 
is rapidly secreted and not stored. 

ther features.—Relative impotence may be present in the male, and 
amenorrhcea or scanty menstruation is common in females. Pigmentation 
is not uncommon in the orbital region, but may be more diffuse. Premature 
whitening of the hair sometimes occurs. No characteristic blood changes 
are met with, but a lymphocytosis may be present. Crises are an alarming 
feature of thyrotoxicosis, sometimes precipitated by infection, or diarrhea, 
but often apparently without cause. There is an acute exacerbation of the 
condition, with manifestations predominantly cardiac, cerebral, or gastro- 
intestinal, and the patient may die. Occasionally abdominal pain may be 
severe enough to simulate an acute abdomen, and on laparotomy acute 
congestion of the pancreas has been observed. 

iagnosis.— When the classical features of tachycardia, exophthalmos, 
enlarged thyroid, tremor of the hands, and loss of weight are present the 
diagnosis usually offers no difficulty, and a raised basal metabolic rate is 
confirmatory evidence. 

“ Masked ” forms of hyperthyroidism, or “‘ formes frustes,” in which the 
resenting feature appears to indicate some other disease, may offer difficulty, 
ut awareness of the possibility of hyperthyroidism usually prevents a mis- 

taken diagnosis. Thus, cardiologists are always on the look out for a possible 
thyroid basis in cases of auricular fibrillation, and it would seem that the 
latter may occur in paroxysmal form before the clinical picture of hyper- 
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thyroidism js well developed, while occasionally fibrillation may supervene 
some years after the disease is apparently arrested. 

I have been impressed by the number of patients with wasting as the 
presenting feature, the thyroid basis being ndingnoee for some time. In 
some of these cases, diabetes mellitus may be suspected, especially if gly- 
cosuria and hyperglycemia are present ; but, when the carbohydrate disturb- 
ance is due to thyrotoxicosis, the fasting blood sugar is not raised, and the 
glycosuria is often intermittent and independent of diet. The muscular 
wasting and weakness of hyperthyroidism may simulate the myopathies, or 
myasthenia gravis. The latter is an extremely rare complication of thyro- 
toxicosis, and is differentiated by the selectivity for groups of muscles and 
the response to prostigmine. Some patients are treated for an associated 
neurasthenia before the thyrotoxicosis is recognised. An overactive sym- 
pathetic nervous system at the climacteric may produce many features simu- 
lating thyrotoxicosis, but only a small proportion of such patients have a 
true thyrotoxicosis. Neuro-circulatory asthenia may simulate hyperthyroidism, 
and the thyroid gland is often somewhat enlarged, but in the former the 
tachycardia is more dependent upon emotion and change of position, and the 
pulse rate at rest or when sleeping is usually not raised. 

Course and Prognosis.—'The natural course of the disease, in the absence 
of treatment, is progressively downhill, but waves of remission and exacerba- 
tion occur. Nevertheless, some patients spontaneously recover, or even 
become myxeedematous. The chief dangers afe cardiac failure, intercurrent 
infection, and mental disorder. 

Treatment.—It should be noted that the treatment of Graves’s disease 
is always medical, even although more often than not an essential part of 
treatment is surgical removal, or radiological destruction, of the greater part 
of the hyperactive thyroid gland. Some patients respond to medical treat- 
ment alone, and in early or mild cases this should always be given a fair 
trial. Rest and quiet, together with sedatives, are obvious indications. 
Quinine hydrobromide is sometimes used, in dosage of 10 gr. t.d.s., the 
thyrotoxic patient having an increased tolerance for this drug. It is usual 
to advise some form of psychotherapy, such as reassurance and suggestion, 
and, if the anxiety-neurotic symptoms are predominant, more specialised 
skill in this field may produce excellent results. 

The diet should be a full one, and there are no grounds for curbing the 
patient’s appetite except in so far as fatty foods may not be well tolerated, 
while rapid gulping of food results in discomfort. Catabolism of carbo- 
hydrate, protein and fat is excessive, and the body has need of their replace- 
ment. Insulin (e.g. 10 units t.d.s. after meals) may help to increase weight, 
and sometimes has a beneficial effect on the symptoms. Similar anabolic 
effects result from testosterone propionate, 50 mg. intramuscularly three times 
a week, but there is a danger of virilisation in the female if this therapy is 
prolonged. Cortical extract (cortin) or desoxycorticosterone acetate is also of 
some value. Fluids should be drunk freely to satisfy thirst, and in the presence 
of diarrhcea and vomiting it may be necessary to give saline and 5 per cent. 
dextrose by continuous drip intravenously, if rectal or subcutaneous methods 
prove paar a 

It is usually held that iodine should be restricted to pre-operative use, since 
the patient becomes refractory or even worse after 2 weeks. In my experience, 
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however, smal] doses of iodine, such as 3 minims of Lugol’s iodine once daily, 
may be continued for months or years with benefit. It is not curative, but 
it appears to enable the disease to run its course at a lower level of thyro- 
toxicosis and has a favourable influence on all the symptoms. The gland 
itself, however, may become larger and more tense as the vesicles become 
distended with colloid. Lugol’s iodine is usually taken in an ounce or two of 
milk after a meal. It may be replaced by diiodotyrosine, 10 mg. or more 
daily, but this drug has no obvious advantage. Simple tachycardia is un- 
influenced by digitalis, which should only be employed when the condition 
is complicated by auricular fibrillation or cardiac failure (see Heart section). 

Sepsis frequently produces an exacerbation of thyrotoxicosis, and removal 
of septic foci an amelioration. Nevertheless, tonsillectomy or even dental 
extraction may be followed by a severe crisis endangering the life of the 
patient, and when the thyrotoxicosis is of any severity it 1s more prudent 
to resort to radiation or thyroidectomy before removing the septic foci. 
Pregnancy tends to aggravate thyrotoxicosis, although temporary benefit is 
sometimes observed ; and the incidence of miscarriage, premature and still- 
births, is high. Thyroid radiation or thyroidectomy within the first few 
months is the best treatment. 

Surgical Treatment.—When medical treatment has failed to control the 
disease, or in those cases in which the malady is advanced when first seen, 
and still more so when auricular fibrillation has supervened, there should be 
no undue delay before resorting to surgery. The worse the cardiac condition, 
the more urgent the need. It should be remembered that total thyroidectomy 
is sometimes advocated for cardiac insufficiency even in the absence of 
thyrotoxicosis ; and that auricular fibrillation or cardiac failure associated 
with thyrotoxicosis tends to be refractory to digitalis or quinidine unless 
thyroidectomy is performed, The use of pre-operative iodine and the im- 
provement in anesthesia and surgical technique have reduced the mortality 
to 1 per cent. 

Lugol’s iodine is given in doses of 10 minims t.d.s. for 10 days before 
operation. Bromethol (avertin), 0-1 gram per kilo weight, preceded by 
morphia, 4 gr., in nervous patients, is administered per rectum. The patient 
is usually drowsy or asleep after 30 minutes and can then be taken to the 
operating theatre. Gas and oxygen, but no ether, supplement the anesthesia, 
and many surgeons also use local infiltration with 0-5 per cent procaine 
hydrochloride (novocaine). After operation, restlessness is controlled by 
sedatives by the mouth or perrectum. Morphine should be used sparingly, as 

yanosis is best avoided. In the presence of cyanosis, or even merely with 
exacerbation of general symptoms, an oxygen tent or room is of great value. 
The Lugol’s iodine is continued as before operation, and after a week the 
dose is gradually reduced to 5 minims daily, which is continued for 3 months. 
This is thought to prevent recurrence of thyrotoxicosis, but large doses of 
iodine may encourage the onset of myxcedema if the thyroidectomy has been 
extensive. The pulse rate and temperature are usually raised for some days 
after operation, after which there is a gradual return to normal. A crisis 
may, however, follow operation, with a rising pulse rate, gastro-intestinal 
symptoms, restlessness, and perhaps coma. Lugol’s iodine must then be 
administered in large doses, e.g. 100 minims in 12 hours. If not retained by 
mouth, or by duodenal tube, or per rectum, it is given intravenously, in a 
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litre of saline and glucose, and it may even Le better to use this route without 
delay. Auricular fibrillation may appear for the first time after operation, 
but frequently disappears spontaneously after a few days. If not, quinidine 
sulphate is employed, 3 grains on the first day, increasing up to 3 grains five 
times a day. If no effect after 40 grains, digitalis is given. If fibrillation is 
terminated by quinidine, the rhythm will frequently remain regular on dis- 
carding the quinidine (see also Cardiac Section). It is advisable for the 
patient to endeavour to lead a quiet, unworried life for some months after 
operation. Some 60 per cent. of patients are cured, and the remainder 
improved in varying degree. 

Radiation —Until the last 5 years the results in this field were variable, 
and complicated by skin burns. With the employment of deep X-ray, how- 
ever, they are much better, and it may be that those of some technicians 
equal surgical results. Unless the case is of great severity or complicated by 
auricular fibrillation, in my opinion deep radiation is justifiable therapy, 
and is unlikely to interfere with subsequent surgery should such prove 
necessary. 

Treatment by radium surface application or the insertion of radon seeds 
is not generally considered to be as efficacious, although advocated by some. 
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Synonyms.—Toxic Adenoma ; Nodular Goitre with Hyperthyroidism. 

Definition.—Hypersecretion of the thyroid gland superimposed upon a 
previously symptomless goitre, or associated from the first with a clinically 
nodular goitre. 

According to many observers there is no essential difference between 
Graves’s disease and secondary thyrotoxicosis, either on clinical or morbid 
anatomical grounds. It is true that every grade of transition from one to the 
other is clinically met with, and that the pathologist is unable to say with 
certainty from a study of sections of bhyraid glands to which clinical group it 
belongs. Small multiple adenomas occur in Graves’s disease, and areas of 
hyperplasia said to be characteristic of Graves’s disease may be present in 
nodular goitre. Nor is there any conclusive evidence in favour of Plummer’s 
hypothesis that in Graves’s disease there is a qualitative abnormal as well 
as excessive secretion by the thyroid gland, and that in toxic adenoma there 
is simply a quantitative hyperthyroidism. 

Nevertheless, olinigally the following points of differentiation from Graves’s 
disease are worthy of note. Exophthalmos is absent, or only present in minor 
degree ; nervous excitability is less intense, associated anxiety neurosis 
uncommon, and psychosis extremely rare; the brunt of the disease appears 
to fall on the cardio-vascular system and auricular fibrillation is more frequent, 
_the latter fact being associated with the greater age incidence, since the 
majority of cases are over 40, The response to iodine may be inadequate in 
some 30 per cent. of cases, but the operative mortality is less than 1 per cent., 
and recurrence of thyrotoxicosis is rare. 

The greater part of what has been written in the section on Graves’s 
disease is applicable to toxic adenoma, but the need for surgery is much 
greater and little time should be lost on other methods of therapy. The 
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response to radiation is also less satisfactory than in Graves’s disease. It is 
rarely possible to deal effectively with the auricular fibrillation, or cardiac 
insufficiency, of toxic adenoma prior to thyroidectomy, and the sooner the 
operation is performed the better. 

With toxic adenoma, even more than with Graves’s disease, there are 
masked forms in which the presenting features are cardio-vascular and the 
other constitutional symptoms slight. This is especially true in the case 
of elderly people, and some cardiologists urge the diagnosis of thyrotoxic 
auricular fibril ation in the presence of goitre even when the basal metabolic 
rate is normal. 


MYX@DEMA 


Synonym.—Hypothyroidism. 

Definition.—A primary condition of hypothyroidism, associated with 
low basal metabolism, and manifested by sensitivity to cold, mental hebetude, 
loss of hair, and mucoid infiltration of the skin and subcutaneous tissue. It 
does not include hypothyroidism secondary to pituitary hypofunction, as in 
Simmonds’s cachexia. 

ZEtiology.—Myxcedema usually occurs sporadically and without obvious 
cause, although there is occasionally a history of preceding infection. It is 
more frequent in women than men, in the ratio of 8 to 1, and is most common 
in middle age. Perhaps the condition in women is comparable to the cessa- 
tion of ovarian function, which also is met with in the fourth decade. The 
disease, however, may have its onset in old age, or even in childhood—when 
it is known as juvenile myxedema. There would also appear to be a con- 
stitutional predisposition, as several cases in the same family may be met 
with. Myxcedema may follow partial thyroidectomy for thyrotoxicosis, or 
complete thyroidectomy for non-thyroid cardiac disease, the term cachexia 
strumipriva sometimies being given to post-operative myxcedema. Apart 
from operation or excessive radiation, myxcedema may spontaneously follow 
chronic thyrotoxicosis. Another group of myxcedematous cases occur 
endemically and usually with goitre, the etiology being a relative or absolute 
iodine deficiency. 

Pathology.—The thyroid is atrophic, and the secreting epithelium is 
largely replaced by fibrous tissue. The skin and subcutaneous tissue are 
infiltrated with a mucoid-like material, which was wrongly thought to be 
mucin, and hence the name myxcedema. There is an abnormal accumulation 
of extra-cellular and extra-vascular protein, the osmotic pressure of which 
leads to a transfer of saline from plasma to interstitial tissues. The mucoid 
infiltration may be widespread and implicate the nasal, pharyngeal, buccal 
and auditory mucous membrane, salivary glands, the larynx, and the ceso- 
phagus. The kidneys are sometimes extensively involved, and there may be 
deposits in the vulvo-vaginal region. The heart and coronary vessels not 
infrequently show atheromatous changes, with some cardiac dilatation, but 
contrary to general belief, actual mucoid infiltration is a rarity. 

Symptoms.—The onset is usually insidious, and at least half the patients 
have had the disease for some years before it is recognised. The general 
condition is comparable to hibernation, all the physical, metabolic and 
mental processes being sluggish and reduced much below the normal. 
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Integument.—The facies is pale and puffy, with baggy eyelids and a 
characteristic malar flush. There is thinning of the outer half of the eye- 
brows, and the hair of the head is dry and lustreless and falls out, sometimes 
with resulting patchy alopecia. The skin is dry and rough, and gives a 
swollen cedematous appearance, especially in certain regions, e.g. face, neck, 
supraclavicular areas, hands, legs and feet; but there is no pitting on 
pressure. In contrast to hyperthyroidism, obvious sweating is minimal 
or absent. 

Cardio-vascular—The pulse rate is characteristically slow, e.g. 50, but 
there may be tachycardia with cardiac insufficiency. The blood pressure 
may be raised but not necessarily so. Angina sometimes occurs. Radio- 
graphy usually shows enlargement of the heart, and the electrocardiogram a 
flattened or inverted T wave, etc. (see Cardiac Section). 

Mental changes.—Apart from the psychoses, especially melancholia, 
which may complicate advanced or chronic cases, there are characteristic 
abnormalities of behaviour. The intellectual processes appear dimmed, 
and memory is poor. There is a noticeable latent period before questions are 
answered, and speech is slow, thick, indistinct and rather toneless. The 
whole attitude is apathetic and lethargic, with a tendency to somnolence. 

Metabolic.—The basal metabolic rate is usually of the order of —40, the 
temperature is subnormal, and the patient hypersensitive to cold, being especi- 
ally intolerant of the winter months. There is an almost constant hyper- 
cholesterolemia, e.g. value of 400 mg. Per cent., compared with a normal 
of 180; the cause of this is uncertain. The fasting blood sugar is frequently 
low, and the flat carbohydrate tolerance curve shows an apparently increased 
tolerance. Spontaneous hypoglycaemia is rare, but there is hypersensitivity to 
insulin. Occasionally the opposite condition of decreased carbohydrate 
tolerance is met with, but in these circumstances it would appear likely that 
there is a coincident atrophy of the pancreas. 

Blood.—There are three types of ansemia found in myxcedema : (1) Hypo- 
chromic low colour index anwmia. This variety responds to iron. It differs 
from other iron deficiency ansemias, however, in the absence of microcytosis. 
(2) Hyperchromic megalocytic high colour index anemia. This responds to 
liver, and is comparable to Addisonian anemia. (3) Simple hypochromic 
macrocytic high colour index anemia. It differs from Addisonian anwmia 
in the absence of megalocytosis and failure to respond to liver. Neither does 
it respond to iron, but thyroid has a specific effect, although a gradual one. 
The three types may be associated with achlorhydria, which 1s not uncommon, 
but type (3) is a specific thyroid deficiency anwmia. Hither of the first two 
types may, on treatment with iron or liver respectively, change into the last 
type (simple hyperchromic). It is generally assumed that thyroid is a direct 
hemopoietic agent essential for maturation of red cells, but the partial 
atrophy of the erythron in hypothyroidism may be an adaptation to the 
diminished need of the tissues for oxygen. 

Other features.—Constipation 1s common, in contrast to the diarrhwa of 
thyrotoxicosis. Similarly, appetite and thirst are diminished. Deposits of 
mucoid material may impair hearing, smell, taste and swallowing. There 
may be amenorrhoea or menorrhagia, and in the male relative or absolute 
impotence is not infrequent. Vague generalised pains may be a feature, 
but it is difficult to conjecture a specific relationship. 
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Diagnosis.—Even though well-developed myxcedema presents a char- 
acteristic clinical picture, it is perhaps the most frequently missed endocrine 
disorder, and this is certainly true of the early or slight cases. The best 
method of avoiding this is to constantly bear in mind the existence of the 
disorder, especially when dealing with menopausal multipara. Sluggish 
mental response, with thick, dry skin and loss of hair, failure of memory, 
and sensitivity to cold are characteristic. 

Many patients will first be seen by the psychiatrist, although the disease 
must have been present for some time. Others will present themselves to 
the gynecologist on account of menorrhagia. Again, the appearance of the 
patient may lead to the diagnosis of anemia, confirmed by biced examina- 
tion, but the other features should not be missed. The pale, puffy face with 
baggy eyes also resembles the facies of parenchymatous nephritis, and albu- 
minuria may complicate myxcedema if the kidneys are involved in the 
mucoid infiltration; a further resemblance between the two conditions is 
the high blood cholesterol. Myxcedema may be difficult to differentiate from 
hypothyroid features in Simmonds’s cachexia (which see), both having a 
low B.M.R. and sensitivity to cold. In the latter condition, however, mucoid . 
infiltration of the skin is rare, the skin being thin and wrinkled, and the 
patient has lost much weight. 

Localised myxcedema may paradoxically be a complication of hyper- 
thyroidism, usually in a recurrent or post-operative phase. The B.M.R. may 
have changed from above to below normal, but is sometimes stillraised. Thick 
cedematous plaques appear on the front of the shins, or the whole leg may be 
thickened. The overlying skin is often wrinkled and hairy, and the skin 
may itch or burn. Nodular lesions may also involve the face, arms, back or 
scrotum. The pathogenesis of localised myxcedema is uncertain, for the 
response to thyroid is poor. 

Course and Prognosis.—In the absence of specific treatment the 
course is slowly but progressively downhill, and many patients end in the 
asylum. The response to treatment, however, is usually excellent though 
by no means necessarily so if a psychosis has already developed. 

Treatment.—The specific treatment in myxcedema is thyroid. The 
drug is best given in the form of thyroideum, B.P. The maintenance dose 
for the average patient 1s about 3 grains daily. It is, however, prudent to 
commence with smaller doses, e.g. 1 gr., especially because of the extra strain 
that may be thrown on the heart by the increase in metabolism and the 
rate of circulation. A heart that was previously adequate may be unable 
to meet the extra demand, and cardiac failure or even angina may supervene 
if the initial dosage is too large. In the long run, however, thyroid in appro- 
priate dosage has a beneficial influence on the cardio-vascular system. If 
an untreated myxcedematous patient is first seen with some cardiac in- 
sufficiency and a rapid pulse (in contrast with the usual bradycardia), there 
may be hesitation to give thyroid; but in small and gradually increasing 
dosage the drug has a beneficial if paradoxical effect, the cardiac rate 
diminishing as the heart and coronary circulation improve. With the more 
usual bradycardia, thyroid has the effect of increasing the pulse rate, and 
should this rise above 76 the dose of thyroid should be reduced. More exact 
criteria of dosage may be obtained by estimations of the basal metabolic 
rate or the blood cholesterol. It is useful to remember that thyroid, even 
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if administered intravenously as a single dose of thyroxine, requires 24 to 
48 houra to begin to act, has its maximum effect at the end of a week, and 
continues to act for several weeks. There is therefore no point in giving 
thyroid more often than once daily, and a cumulative effect may be guarded 
against by missing one week in four. Thyroxine has no advantage over the 
dried gland, and its intravenous administration is not without danger as 
the initial reaction may be alarming, e.g. nausea, vomiting, angina, pyrexia, 
aching muscles, loss of hair and peeling skin. 

Dinitropheno] raises the basal metabolic rate to normal but has no 
beneficial effect on the symptoms, and is only of scientific interest. Pituitary 
thyrotrophin has no influence on myxcedema, since the thyroid is incapable 
of responding to such a stimulus. It has, however, a beneficial and specific 
effect in hypothyroidism secondary to pituitary hypofunction, but this does 
not persist for longer than 3 weeks, owing to the development of anti- 
thyrotrophic substances. It is therefore of no clinical value. 

Hypochromic anemia is treated with iron; simple hyperchromic anemia 
with thyroid; Addisonian anemia with liver. hatever the appropriate 
indication, thyroid will not be withheld except for scientific investigation. 
If exact hemopoietic investigation is not available, most anemias met with 
in myxcedema will respond to iron and thyroid, true Addisonian anemia 
being very rare. 


CRETINISM 


Definition.—This is a condition of hypothyroidism beginning in foetal 
life. In contrast, childhood myxcedema is superimposed on a normal infancy. 
The disorder may occur endemically or, more rarely, sporadically. 

fEtiology.—The endemic form occurs in goitrous areas, the mother 
usually having a goitre. Iodine deficiency of the soil and water, and other 
theories are discussed in the Goitre section.2 No cause for the sporadic form 
is known. The sex incidence in both varieties is about equal. 

Pathology.—In the endemic form, the goitre is usually the nodular 
adenomatous variety (see Goitre). In the case of sporadic cretinism, a goitre 
is rare, the thyroid being atrophic, with flattened irregular epithelial cells, 
small alveoli, and connective tissue overgrowth. 

Symptoms.—The untreated cretin 1s mentally deficient, apathetic and 
somnolent, and tends to lead a vegetative existence. All the processes and 
stepping stones of childhood development are retarded, the fontanelles 
remain open for years, centres of ossification appear late, and the epiphyses 
remain ununited for long periods. Growth, however, is always deficient and 
cretinism is a variety of dearer: The facies is characteristic, being pale 
and pasty, and having a thick skin, wrinkled forehead, a broad nose with 
depressed bridge and big nostrils, and thick lips separated by a protruding 
enlarged fissured tongue. The hair on the head is dry and scanty, and the 
eyebrows and eyelashes frequently deficient. The body is characterised by a 
protruding, pendulous abdomen, with umbilical hernia, supraclavicular pads 
of fats, and some degree of scoliosis and lordosis. The hands are spatulate, 
with square finger tips, and the limbs lack muscular tone. Deafness is not 
infrequent, and speech is often impaired. Genital development is always 
retarded, and ultimate sexual maturity a rarity. Asin the case of myxcedema, 
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there is a low basal metabolic rate, subnormal temperature, sensitivity to 
cold, a low blood sugar, sensitivity to insulin, and constipation. —_. 

Course.—If untreated, cretins remain semi-idiots and incapable of self- 
sufficiency. Intercurrent infection in childhood or adolescence is a common 
termination. 

Diagnosis.—To those who have seen the characteristic appearance, the 
diagnosis of cretinism rarely offers difficulty. In contrast, a Mongol has 
mongoloid eyes, with epicentric folds, a good skin and complexion, fine but 
profuse hair, and a restless, bright manner. 

Treatment.—Prophylactic treatment in endemic areas consists of small 
doses of iodine (see Goitre). ) 

Treatment of the individual patient is specific, namely thyroid. One to 
three grains daily of thyroideum, B.P. may be required, as judged by the 
general effects and the cardiac rate. If given in infancy or early childhood, 
an approximation to normal may be attained, but sometimes a harmless, 
apathetic idiot is merely changed into a mischievous, truculent semi-idiot. 


GOITRE 


Definition.—A goitre is a pathological enlargement of the thyroid gland, 
which may be endemic or sporadic, symptomless or associated with hyper- 
thyroidism or hypothyroidism. The contour of the gland may be smooth 
or nodular. 

fEtiology.—Endemic goitre occurs in many regions throughout the 
world, including certain areas in this country, e.g. Derbyshire and Somerset. 
In Switzerland, where earlier investigations were undertaken, one factor 
found to be common to goitrous regions was a deficiency of iodine in the water 
and soil. This is not always the case in other parts of the world, and goitro- 
genic agents in an infected water supply have been implicated, although the 
deleterious effect may be obviated if the iodine content. of the water is higher. 
Vitamin deficiency and a preponderance of calcium over iodine are other 
possible factors. 

The etiology of sporadic goitre is obscure. Apart from a possible relative 
lodine deficiency, a familial predisposition is sometimes apparent. The 
increased demands of the body for thyroxine at puberty may be indicated 
by a transient physiological thyroid enlargement, but this sometimes persists 
as a puberty goitre. Endemic goitre is usually obvious in childhood, and 
its peak incidence is at puberty. This is also true of sporadic goitre, which 
may however be met with at all ages. The sex incidence of goitre is about 
equal in childhood, but, after puberty, females are more often affected than 
males—about 8 to 1. 

Pathology.—The smooth diffuse goitres may be divided into the parenchy- 
matous and the colloid, although both histological features are not infre- 

uently present in the same gland. The parenchymatous goitres often show 
egenerative changes in the epithelial cells, and areas of fibrosis, The colloid 
contain low cuboidal epithelium lining vesicles, filled with colloid. 
Nodular goitres usually contain multiple capsulated adenomas, which may 
show cystic or hemorrhagic changes. Occasionally there is a single adenoma, 
which may be of colloid type or of parenchymatous type. In the latter case, 
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it is thought by some to arise from solid masses of embryonic cells that may 
be seen in normal glands, and for this reason is termed “ Foetal adenoma.” 

The above pathological changes occur both in endemic and sporadic 
goitres. 

Symptoms. —When goitre is associated with hyperthyroidism, the 
symptoms may be those either of Graves’s disease or of secondary thyrotoxi- 
cosis (which see). When associated with hypothyroidism, the clinical picture 
is that of cretinism or myxcedema. 

In all varieties of goitre, including those which are endocrinologically 
inactive, pressure symptoms may be the major manifestations, especially so in 
the case of nodular goitres, and when goitres are low down in the neck or 
behind the sternum (intra-thoracic), pressure symptoms may be the only 
indication apart from that given by radiological examination. Pressure on 
the trachea may produce difficulty in breathing, irritating cough, alteration 
in voice, and stridor. For mechanical reasons, the dyspnoea is worse on 
lying down, and attacks of dyspneea with cyanosis may be fatal. The voice is 
also affected by paralysis of the recurrent laryngeal nerve, this, however, being 
rarely bilateral. Pressure on veins may produce dilatation of those of the 
head and neck, with cyanosis, and in the case of intrathoracic goitre, dilated 
veins may be ‘evident over the chest. (Esophageal pressure and resulting 
dysphagia are rare, as also are bradycardia due to vagus involvement, and 
mydriasis and sweating from cervical sympathetic stimulation. 

Complications.—Malignant change is said to supervene in 1-6 per cent. 
of all goitres, and in 2-7 per cent. of nodular goitres. It is usually only after 
some years that malignancy develops, and clinical indications are a rapid 
increase in size and hardness of the goitre over a period of weeks or months, 
and sometimes with fixity to the trachea. In cases in which malignant 
changes supervene, 35 per cent. are correctly diagnosed before operation, 
30 per cent. at operation, and the remainder only on histological examina- 
tion. The capsule of the adenocarcinoma is frequently intact, but histology 
shows, in places, solid masses of columnar cells invading blood vessels. Occa- 
sionally a malignant goitre is so small as to be unsuspected, and the first sign 
is multiple metastases, especially in bones. 

Course. —A goitre may remain symptomless and innocent throughout 
life, but at any time toxic symptoms of hyperthyroidism or hypothyroidism 
may become manifest. 

Diagnosis.—This is usually obvious on inspection. Intra-thoracic 
goltre may be simulated by thymus or mediastinal tumours. Sometimes 
auricular fibrillation in a middle-aged or elderly person may draw attention 
to a small pre-existing goitre which has been symptomless for years. Pressure 
symptoms on the trachea may simulate asthma, perhaps with the complica- 
tion of bronchitis, and some of these cases are not diagnosed for years. 

Treatment.—In Switzerland the addition of iodine to ail salt sold, 
1 part in 100,000, has enormously reduced the incidence of endemic goitre ; 
but in Derbyshire the results of a similar experiment have not been so con- 

In areas of endemic goitre in France, 1 minim of Lugol’s iodine 
er been employed, and in America iodised salt, 1: 10,000, both with 
varying and on the whole satisfactory results. As might have been antici- 

pated, the results are best if iodine has been administered to the mother 
sliroakeut the pregnancy, but even when first given in childhood, the in- 
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cidence of goitre is considerably reduced. It is to be pointed out that in the 
case of symptomless endemic goitre, especially of the nodular variety, the 
use of jadins is not free from the danger of inducing thyrotoxicosis. This is 
also true in the case of sporadic goitre, although the writer believes that in 
simple diffuse goitre the risk is insignificant. At the same time, it is to be 
remembered that some symptomless endemic goitres become hyperactive 
apart from any treatment. Marine advocates, as an alternative to iodine, 
the use of thyroideum, B.P. 1 to 2 gr. daily, for simple sporadic goitre. This 
method of treatment, while logical and safe, is rarely curative. 

Radiation therapy is beneficial in smooth goitres but less so in nodular 
ones. When in nodular goitre there are pressure symptoms or toxic mani- 
festations, early operation is advisable. 

If in goitre hypothyroid symptoms are present, thyroid is, of course, 
indicated. (See Cretinism, Myxcedema.) 

S. L. Sumpson. 


DISEASES OF THE PARATHYROID GLANDS 


The parathyroids are four in number, and are usually situated symmetric- 
ally in the posterior aspect of the thyroid gland. They secrete a hormone, 
parathormone, which gives protein colour reactions, is soluble in water and 
80 per cent. alcohol, but insoluble in ether or acetone. The chief function 
of the glands is the regulation of calcium and phosphorus metabolism. 
Kixcess of the hormone leads to the clinical entity of osteitis frbrosa diffusa, 
and deficiency to tetany. 


HYPERPARATHYROIDISM 


Synonyms.—Generalised Osteititis Fibrosa Cystica; Von Reckling- 
hausen’s Osteitis Fibrosa ; Osteitis Fibrosa Diffusa. 

Definition.—A disease due to the excessive secretion of parathormone, 
and manifested clinically by hypercalcemia, negative calcium balance, 
muscular atony, weakness and wasting, and decalcification of bones resulting 
in deformities and fractures. 

4Etiology.—The disease, which is rare, is due to a neoplasm or hyper- 
plasia of the parathyroid glands. The latter may be secondary to a pituitary 
stimulus, but parathyrotrophic hormone has not been demonstrated in the 
blood. The malady affects women twice as frequently as men. The average 
age incidence 1s about 40, but it also occurs in childhood and old age. 

Pathology.—A circumscribed adenoma of one parathyroid gland is the 
commonest lesion, the remaining three glands being normal or hypoplastic. 
There may, however, be general hypertrophy and hyperplasia of “al glands, 
which is usually obvious to the naked eye, and may even be of extreme 
degree, ¢.g. one weighing 5 grams compared with a normal of 60 mg. 
The cause of the hyperplasia is usually indeterminate ; but occasionally 1+ 
appears to be secondary to chronic renal disease and associated phosphorus 
‘retention. In the latter case there is a diffuse hyperplasia, without gross 
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ee a of the cells, whereas in idiopathic hyperplasia the cells are 
greatly enlarged and the cytoplasm is highly vacuolated. The essential 
skeletal changes are softening, replacement of bone marrow by fibrous 
tissue, rarefaction of the cortex, and the presence of numerous osteoclasts 
and osteoblasts, with osteoclastic giant oalle and cyst formation. Deposits 
of calcium as fine granules may be present in all the viscera, especially the 
kidneys, lungs and arteries. 

Symptoms.—These are all the direct or indirect result of excessive 
calcium mobilisation and excretion. The long bones may be bent and de- 
formed, with perhaps osteoclastic tumours, and in some cases pathological 
fractures. The vertebrae are compressed, and not infrequently height is 
diminished by several inches. Osteoclastic swellings may deform the jaw. 
The shape of the skull is rarely distorted clinically. The bones and osteo- 
clastomatous swellings are often tender, especially on pressure. The teeth 
are not decalcified. The muscles show atony, fatigueability, and atrophy. 
Gastro-intestinal symptoms are nausea, vomiting, constipation, abdominal 
pains and cramps. Polyuria and polydipsia are associated with the increased 
calcium excretion. Urinary symptoms are common. The calcium may 
be deposited diffusely, giving rise to the presence of chronic nephritis and 
renal insufficiency, or even multiple renal calculi, the latter consisting chiefly 
of calcium and phosphorus. Renal colic and pyelocystitis are complications. 

Metabolic changes.—The calcium and phosphorus are mobilised from the 
bones, and excreted in excess in the urine and to a much Jess extent in the 
feeces. The serum calcium is usually raised, e.g. 15 mg. per cent. (normal 
10 mg.), and the plasma phosphorus is diminished, eg. 2 mg. per cent. 
(normal 3-5 mg.). In the presence of advanced renal disease, however, there 
may be phosphorus retention and a raised serum phosphorus. The plasma 
phosphatase is raised, e.g. 10 units compared with a normal of 2 units, and is 
a measure of osteoclastic activity. There is also an increased excretion of 
sodium and chloride. 

Diagnosis.—Radiography shows generalised osteoporosis, with granular 
mottling in the skull. Rarely, bone changes may not be present until a later 
stage, and diagnosis may then depend on the raised serum calcium and 
increased urinary calcium excretion. In the absence of bone changes the 
serum phosphatase will not be raised. Some undoubted cases of primary 
hyperparathyroidism, cured by removal of a parathyroid adenoma, have had 
normal serum calcium values, but the urinary calcium has always been 
considerably increased. If the kidneys have been severely damaged by 
ocue deposition, the plasma phosphorus may be raised instead of being 
ow. 

When urinary symptoms are prominent, the underlying primary hyper- 
parathyroidism may be unsuspected in the absence of metabolic investigation. 
Rarely, hyperparathyroidism of severe degree occurs secondary to chronic 
nephritis of long standing, and, in such patients, although the total urinary 
and feecal calcium excretion is above normal, the serum calcium is normal or 
slightly less than normal and the phosphorus raised. Nevertheless, apart 
from the time sequence, ultimate diagnosis may depend upon histological 
examination of the parathyroid glands (see pathology above). 

Gout and arthritis may be simulated, especially if there are tender de- 
posits of calcium in the joints, and some patients are treated for vague 
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rheumatic pains or lumbago. In Paget’s osteitis deformans, a disease of 
middle or old age, there is great deformity of the skull, normal calcium and 
phosphorus metabolism, but an increased serum phosphatase. Osteomalacia, 
or adult rickets, is very rare in England and America, and is due to deficient 
intake of vitamin D or lack of sunshine. The bones are soft and deformed, 
the plasma phosphatase is raised, and the plasma phosphorus is low, but the 
serum calcium is never above norma! and 1s often below. 

Albright has described a syndrome of multiple bone cysts and areas of 
rarefaction, segmentally distributed in relation to nerve roots, with corre- 
sponding patches of pigmentation. The disorder is found mostly in girls and 
in them is associated with sexual precocity, a feature not present in the 
male. There are no metabolic changes. 

Prognosis.—In the absence of surgery, the course of the disease is pro- 
gressive deterioration, and death occurs within a few years. Weakness, 
wasting and deformities compel the patient to take to bed. Intercurrent 
respiratory infection may terminate life, while others die from uremia or 
pyelonephritis. 

Treatment.—Primary hyperparathyroidism can only be adequately 
controlled by removal of a parathyroid adenoma or, in the case of hyperplasia, 
of two or more parathyroid glands. Deep radiation is usually ineffective, 
and a high calcium and phosphorus diet is only mildly beneficial and not 
without danger in the presence of renal insufficiency. If at operation no 
adenoma is discovered, the exploration should be continued above and below 
the thyroid region, behind the cesophagus and into the upper mediastinum, 
for a parathyroid tumour is sometimes found in such aberrant positions. 
Tetany, sometimes of severe degree, may occur within a few days after 
operation but is sometimes delayed for some weeks. It may be avoided by 
removing five-sixths of a large adenoma instead of the whole, the problem 
here being analogous to thyroidectomy in Graves’s disease. If tetany does 
occur and can be controlled medically for a period of weeks or months, it 
often disappears completely, probably due to subsequent hyperplasia of the 
remaining parathyroid glands. The detailed treatment of tetany is discussed 
under that heading, but post-operative tetany is more logically treated by 
intravenous, intramuscular or oral calcium than by solution of parathyroid, 
U.S.P. (parathormone), as the bones are already dangerously decalcified. 
Following parathyroidectomy, the general symptoms, e.g. pains, weakness, 
anorexia, improve almost at once, but the bones may take several months 
to become normally calcified. The serum calcium immediately falls to normal 
or below normal, but the phosphatase tends to remain high for some months, 
being an indication of osteoblastic activity. The sudden change from high 
to low serum calcium may cause transitory visual and mental disturbances 
with some degree of apprehension. 


HYPOPARATHYROIDISM 


Synonym.—Parathyroid Tetany. 

Definition.—A disease characterised by an irritability of the neuro- 
muscular system due to a subnormal concentration of serum calcium, the 
latter being the result of deficient secretion of parathormone. Al] forms of 
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tetany are due to subnormal concentrations of calcium, or of ionised calcium, 
in the serum, but this is not necessarily the result of parathyroid hypofunction. 

fEtiology.—Idiopathic hypoparathyroidism occurs sporadically, as does 
myxcedema, and may do so at any age, but it is a rarity. Most cases follow 
thyroidectomy when the surgeon has removed some or all of the parathyroid 
glands at the same time. Other cases follow removal of a parathyroid tumour 
and the remaining glands appear to be temporarily hypoplastic ; or when 
two or more hyperplastic parathyroid glands are removed in osteitis fibrosa 
diffusa. Parathyroidectomised animals show decreased urinary phosphorus 
excretion and rise in plasma phosphorus before changes in calcium meta- 
bolism are apparent. Later, however, there is a fall in serum calcium and 
a decreased excretion of calcium, with resultmg tetany which may be fatal. 
Parathormone injections will prevent or correct the initial changes in phos- 
phorus metabolism and the later calcium ones. Tetany occurs in conditions 
other than hypoparathyroidism if the concentration of calcium in the blood 
falls below normal. Thus in rickets, osteomalacia and steatorrhoea there is 
a deficient absorption and utilisation of calctum. The increased demands for 
calcium in pregnancy and lactation may render a latent tetany manifest. 
Tetany may be found in alkalosis, the total serum calcium being normal, 
but the ionised fraction below normal; alkalosis may result from excessive 
vomiting, hysterical hyperpnea, or alkaline medication. 

Pathology.—In idiopathic hypoparathyroidism, the parathyroid glands 
may be atrophic ; in post-operative parathyroid tetany, too much parathyroid 
tissue has been removed. 

Symptoms.—Following thyroidectomy and parathyroidectomy, symptoms 
may appear within the first 48 hours or may be delayed weeks or months 
There is often a general irritability, nervousness and apprehension in addition 
to weakness. Parssthesias, and muscular cramps and stiffness are common 
in the hands, especially on the ulnar aspect, but may also occur in the feet. 
These symptoms may be followed by, or from the first be associated with, 
muscular contractions of the hands and feet, giving the classical picture of 
carpo-pedal spasm. ‘I'he so-called obstetric hand is produced by flexion at 
the metacarpo-phalangeal joints, extension at the interphalangeal joints, 
and adduction of the thumb. Spasm of the laryngeal muscles may produce 
hoarseness and stridor, and, if the bronchial muscles are also involved, re- 
spiratory distress and cyanosis result, sometimes with fatal convulsions or 
coma. Tetanic muscular spasms are not infrequently painful and may cause 
the patient to cry out in distress. 

n chronic cases, ectodermal defects become apparent, e.g. brittleness 
and ridging of the nails, loss of hair, transverse ridging of the decalcified teeth. 
Blurring of vision, perhaps leading to blindness, is due to opacity of the lens 
(cataract), and minor degrees of the latter may be detected by slit lamp 
technique even in the absence of ocular symptoms. Muscular spasm may 
involve ocular muscles. . 

Diagnosis.—Although in most cases diagnosis is obvious, mild degrees 
of hypoparathyroidism with general irritability, weakness and paresthesias 
and only slight ectodermal deficiencies, may be unsuspected. e following 
classical signs may be of diagnostic value. Chvostek’s is the production of 
contraction of facial muscles by tapping the facial nerve below the zygoma ; 
Trousseau’s is the production of carpal spasm by a sphygmomanometer band 
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on the arm at a pressure just above systolic ; Erb’s is an exaggerated muscular 
contraction in response to minimal electrical stimuli. The failure to elicit 
one or more of these signs does not exclude the diagnosis. Biochemical 
evidence is often conclusive. In hypoparathyroidism the serum calcium is 
always below the normal value of 10 mg. per 100 c.c. (e.g. 6 mg.) and the 
plasma phosphorus is above the normal 3-5 mg. (e.g. 7 mg.); there is de- 
creased urinary excretion of phosphorus and calcium. In a doubtful case, 
an experimental high phosphorus diet will depress the serum calcium and 
produce neuro-muscular symptoms, but this does not occur with normal 
parathyroids. It is interesting to note, however, that in cattle there is a 
form of tetany, which is the result of excessive phosphorus in the diet. 
Treatment.—The logical treatment of hypoparathyroidism is solution of 
parathyroid, U.S.P. (parathormone), which acts by primarily increasing the 
excretion of urinary phosphorus and secondarily mobilising calcium from the 
bones and raising serum calcium. This form of treatment, however, has 
several disadvantages. Thus, it is useless in acute tetany because sub- 
cutaneous or intramuscular injections may take 8 or more hours to be effec- 
tive and are variable in time and degree of effect. While intravenous injec- 
tion is quicker it takes a few hours to act and, moreover, by this route there 
is a danger of a protein shock like reaction in some patients. Four hourly 
injections of 1 c.c solution of parathyroid (20 units) intramuscularly or sub- 
cutaneously may, however, be effective after the initial latent period ; and, 
rarely, overdosage results in nausea, vomiting, diarrhea, failing circulation, 
dehydration, increased viscosity of blood, coma and death. With controlled 
serum calcium estimations, however, overdosage is a rarity and it is more 
probable that 40 units daily may not be adequate to control the disorder. 
Even when solution of parathyroid is effective at first, a refractory state 
sets in after some weeks. The latter is probably not due to the production 
of anti-hormonic substances in the blood, as in the case of other hormones, 
but to local tissue immunity since an intravenous injection of solution of 
parathyroid may be still effective. Nevertheless, this refractory state renders 
prolonged therapy with solution of parathyroid an impracticable scheme. 
The immediate treatment of acute tetany is the intravenous or intra- 
muscular injection of calcium gluconate, 20 c.c. of a 10 per cent. solution, 
the effect being rapid and dramatic, but only lasting some hours. The in- 
jections must be administered slowly, but a little leakage from a vein has not 
the local deleterious effects of calcium chloride. It is obviously necessary 
to follow this emergency injection by large doses of calcium gluconate or 
lactate by mouth, e.g. 12 gms. daily in divided dosage. Calcium chloride is 
less pleasant to take, and in practice the theoretical value of the resulting 
acidosis is not appreciable. This is perhaps less true of the addition of 3 gms. 
of ammonium chloride, daily, in 1 gm. capsules. In many cases calcium 
gluconate or lactate by mouth is sufficient to control the tetany. If not, 
there should also be given vitamin D, which acts by increasing calcium 
absorption from the intestine and secondarily by increasing phosphorus 
excretion in the urine. The dosage of vitamin D, or calciferol, should be 
high ; 50,000 to 200,000 units daily may be required. In severe cases these 
measures may still be ineffective, and then a derivative of irradiated ergosterol, 
called dihydrotachysterol, or A.T. 10, is of great value. It is not antirachitic, 
probably because it also causes considerable excretion of phosphorus from the 
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urine, but it produces a great increase in calcium absorption from the intestine 
and a rise of serum calcium to normal or above normal. Like vitamin D 
it is of no use in emergency, the effect not being produced for some 24 to 
48 hours. It is, however, cumulative in action, and the dosage should be 
controlled by periodic serum calcium estimations if hypercalcemia (nausea, 
vomiting, calcium deposition in kidneys, albuminuria, etc.) is to be avoided. 
The urinary test of Sulkowitch is a useful indication of dosage, apart from 
serum calclum. The reagent consists of oxalic acid and ammonium oxalate 
in glacial acetic acid, and equa] amounts of urine and reagent are mixed. 
If no precipitate occurs, the serum calcium is probably below 7-5 mg. per 
100 c.c., as the renal threshold for calcium varies between 7°5 and 9; if 
there is a fine white cloud, the serum calcium values are probably normal, 
about 10; if the precipitate looks like milk, the values are pathologically 
high. Using this technique Albright gives 3 c.c. of dihydrotachysterol a 
day by mouth until calcium appears in the urine, after which 1 c.c., 3 to 5 
times a week is usually adequate. Dihydrotachysterol is prepared in an oily 
solvent containing 5 mg. of the drug per c.c., and is administered by the 
oral route. . 

Diet in hypoparathyroidism is a matter of some controversy. High 
calcium diets (milk, cheese, egg yolk) have the serious disadvantage of also 
being high phosphorus diets. It is better, therefore, to have a normal diet, 
or preferably a low phosphorus diet, and supply the extra calcium as calcium 
lactate or gluconate. The keynote of a low phosphorus diet is to eat less of 
milk, cheese, egg-yolk, meat and nuts, and more of fruit, vegetables, carbo- 


hydrates, fats, and white of egg. 
S. L. Suveson. 


DISEASES OF THE SUPRARENAL GLANDS 


The suprarenal glands consist of two parts, cortex and medulla, which 
are separate organs in the lower species. The cortex is of mesoblastic origin, 
while the medulla is ectodermal. The cortex is composed of lipoid containing 
epithelial cells, arranged from without inwards in three zones, zona glomerulosa, 
z. fasciculata and z. reticularis. The inner portion of the latter is char- 
acterised by brightly staining granules (pigment zone). The medullary cells 
have an affinity for chromic acid stains, and are termed chromaffin cells. 
The adrenal glands are supplied by sympathetic nerves from the splanchnic 
and coeliac ganglia, but they are cholinergic. 

The medulla secretes adrenaline (orthodioxyphenylethanomethylamine), 
and although this substance is hag see ucametens and, on injection, can produce 
vasoconstriction, an increase of blood pressure, cardiac rate, blood sugar, 
and of the basal metabolic rate, and dilatation of the coronary arteries, and 
of the bronchial tubes, etc., the medulla is not essential to life, and in animals 
may be destroyed by cautery without obvious changes resulting. . Further, 
it is even doubtful if there is a continuous secretion of adrenaline in normal 
circumstances, although certain that it is secreted under abnormal circum- 
stances, e.g. exposure to severe cold, during fright or emotion, during infec- 


tions, and in hypoglycemia. 
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The adrenal cortex is essential to hfe, and bilateral adrenalectomy results 
in death within 7 to 10 days. The following hormones have been isolated 
from the cortex: androsterone (androgenic), estrone, progesterone, cortico- 
sterone, and desoxycorticosterone. he last appa to be an essential 
life-saving hormone, and has been synthesised from cholesterol. Cortico- 
sterone has only a fraction of the activity of desoxycorticosterone but this also 
is life-maintaining. The other hormones have no such action. Their sex 
influence is manifested under certain pathological, or experimental, conditions, 
although whether so under normal conditions is less certain. It is thought 
that the androgenic hormone is secreted by special cells which constitute a 
broad inner zone at birth, but soon after undergo involution, although they 
may become hyperplastic in virilism and pseudo-hermaphroditism. The 
zone has been termed the androgenic zone, and stains deeply with the Ponceau- 
fuchsin dye. 

The chief function of desoxycorticosterone is the regulation of sodium 
metabolism, with an associated influence on water balance, chloride and 
potassium metabolism. After bilateral adrenalectomy, there is an increased 
excretion of salt and water, with a retention of potassium, and a correspond- 
ing fall in the serum values for sodium and chlorine, and a rise in serum 
potassium. (The normal values are sodium 320, chlorine 355, potassium 
20 mg. per 100 c.c.) There is also a shift of fluid from the plasma to the 
viscera, especially the liver, and the muscles. The blood becomes viscous, 
and the plasma volume is seriously decreased. Desoxycorticosterone injec- 
tions will produce a return to normal. The action of desoxycorticosterone 
on carbohydrate metabolism is, however, feeble compared with that of 
cortical extract. The latter will completely correct the depletion of hepatic 
glycogen and fall of blood sugar that occur in the adrenalectomised animal. 
Corticosterone is even more potent than cortical extract in its influence on 
carbohydrate metabolism. 


ADDISON’S DISEASE 


Synonym.—Hypocorticalism. 

Definition.—A disease due to destruction and hypofunction of the 
adrenal cortex, and manifested by pigmentation, weakness, myasthenia, 
anorexia, loss of weight and hypotension. It was first described by Thomas 
Addison in 1849. 

fEtiology.—The disease is found among all races, and in all climates. 
Males and females are affected about equally. It is commonest between 
the ages of 20 and 40, and rare in childhood and old age. Tuberculosis 
is the most frequent cause, but any infection or toxicosis may be 
etiological. 

Pathology.—In the case of tuberculous lesions, both the medulla and 
cortex are usually destroyed, except for small islets of surviving tissue. 
‘The gland is replaced by fibro-caseous tuberculous tissue, with areas of fibrosis, 
giant cells and lymphocytes. There may be associated tuberculosis elsewhere, 
rarely pulmonary. A history of gland or bone tuberculosis in childhood or 
am other members of the family is not uncommon. The next most frequent 
cause is atrophy of the cortex, of unknown origin, the medulla being scarcely 
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affected. The cortex is almost entirely replaced by connective tissue and 
dilated capillaries, with infiltration of lymphocytes, plasma cells and leuco- 
cytes. The picture is more like a toxic necrosis than a simple atrophy. Rare 
causes are syphilis, amyloid disease, hemorrhage, infarction, and malignant 
growth. The last may apparently produce the disease even when it involves 
the sympathetic nerve supply only, and not the actual glands. 

Symptoms.— Weakness, loss of appetite, loss of strength, and pigmenta- 
tion are the usual presenting features. 

The onset is often gradual. Occasionally the patient may not be seen 
by a physician before a grave crisis has developed. This is especially so 
when pigmentation is not a conspicuous feature, in which connection, it is 
to be noted that pigmentation may be even absent in fair-skinned people 
and in acute cases. Usually the patient complains of feeling not as es a 
vague sort of way. He (or she) may be languid, lacking in strength, and 
easily tired. Appetite is poor, and there may be a special aversion to fatty 
foods. In more severe insufficiency, nausea and even vomiting are distressing 
features, while abdominal pain, rarely sufficiently severe to simulate an acute 
abdomen, is occasionally present. Pain and tenderness may be limited to 
the loin region above and internal to the kidney, or pain may be referred to 
the scapula or shoulder region as the result of irritation of the diaphragm by 
the diseased suprarenal. The absence of any pain is quite sompatible with the 
disease, and in fact is even more usual. Constipation is common, but there 
may be intermittent attacks of diarrhea, either spontaneous or following 
purgatives, and these may precipitate a crisis. Hiccups and yawning are 
symptoms which may be very intractable, and which indicate incipient 
deterioration. There is progressive loss of weight, myasthenia and general 
weakness. 

Generalised pigmentation, usually involving the mucous membranes as 
well as the skin, is a classical sign of the disease. The pigment deposited on 
the mucous membranes and skin 1s the normal pigment, melanin. Cutaneously, 
it is deposited in the basal layer of the epidermis, but in amounts greater than 
normal. Brown patches and streaks may be found on the inner aspects of the 
cheeks, the soft palate and posterior portion of the hard palate, the sides of 
the tongue, the gums, and the mucous surface of the lips, especially at the 
corners of the mouth. The distribution of skin pigmentation is partly deter- 
mined by exposure to light and irritation. Thus, it is most marked on the 
face and neck, dorsum of the hands and forearms, waist-line, garter area, 
axillary folds and vulva, and in areas of skin overlying bony prominences, 
e.g. knuckles, ischial tuberosities and ankles. The palms show no evidence 
of increased pigmentation, except in the interphalangeal creases. Occa- 
sionally there are scattered cutaneous pigmented spots on the face and body. 
The nails of the hands and of the feet may be pigmented and striated. A 
leucodermic pattern of pigmentation is rare but authentic. Although pigmen- 
tation is a classical sign of Addison’s disease, it may be inconspicuous or even 
absent in fair-skinned people, or when the onset is acute. 

There is considerable variation as to interference with sex function. In 
some there is none, while in others there is amenorrhea or impotence. Hypo- 
gonadism is certainly not an essential feature. Many patients feel the cold 
badly, especially in more severe insufficiency. The body temperature may 
be normal or subnormal, with perhaps intermittent pyrexia, and the basal 
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metabolism is rarely appreciably lowered, except in crisis. The systolic 
blood pressure is characteristically below 100 mm. of mercury, but this does 
not necessarily give rise to symptoms, and a normal blood pressure may 
persist for some time. Although in some patients the fasting blood sugar 
and carbohydrate tolerance curves may be normal, in others there is a 
chronically low blood sugar and clinical attacks of hypoglycemia may even 
be fatal if unrelieved by glucose or adrenaline. There is an increased 
sensitivity to infections, shock, surgical trauma, hemorrhage and drugs. 
Conjunctivitis is a minor manifestation, usually denoting inadequate 
therapy. 

In crisis, the patient is collapsed, cold and restless. The latter feature 
may be intermittent, and stupor may be more characteristic. There is con- 
siderable irritability and intractability. The patient tends to curl up deep 
in the bed beneath the covering, and to resent interference. The pulse is 
rapid and of poor volume, and the blood pressure tends to fall acutely. 
Nausea, vomiting and diarrhcea may be persistent, thus adding to the de- 
hydration that has resulted from the increased loss of salt and water through 
the kidneys. The veins are collapsed and the blood viscous on account of 
anhydremia. Ultimately urine becomes scanty in amount, and terminally 
may contain casts and albumen. 

Complications.—Addison’s disease may be complicated by thyrotoxi- 
cosis or by diabetes but these are rarities. Other tuberculous lesions or 
intermittent infections, such as pneumonia, are not uncommon. 

Diagnosis.—Clinically, this depends upon the classical features of 
pigmentation, weakness, wasting, anorexia and hypotension. Cutaneous 
pigmentation may also occur in other conditions, including hemochromatosis, 
Hodgkin’s disease, exophthalmic goitre, pernicious answmia, arsenical poison- 
ing, malignant cachexia, ochronosis, argyria, parasitic irritation, leucodermia 
and pregnancy. In Simmond’s cachexia, a condition which has many features 
in common with Addison’s disease, pigmentation is usually absent and is 
never diffuse, or marked. It is important to note that pigmentation of the 
mucous membranes is practically pathognomonic of Addison’s disease. It is 
said by some to occur very rarely with pernicious anemia, malignant cachexia 
and arsenical poisoning. Of the first, I wish to record that two authorities 
on pernicious anemia have never met with pigmentation of the mucous 
membranes in this disease. In people of the negro race, or in those with an 
antecedent negroid admixture, pigmentation of the mucous membrane may 
occur normally. 

If the serum sodium and chlorine are in low concentration (¢.g. 295 and 
330 compared with normal 320 and 355 mg. per 100 c.c. respectively), the 
diagnosis of Addison’s disease is confirmed. Normal values at any one time 
on the other hand do not contraindicate the diagnosis. The serum potassium 
is rarely raised above the normal, 20 mg. per 100 c.c., except in an incipient 
crisis. A raised blood urea or low blood sugar is supporting evidence, but 
both of these may be normal. The Cutler diagnostic test consists in measur- 
ing the renal excretion of sodium chloride on a low salt diet, with the addition 
of potassium citrate in a daily dose of 42 mg. per pound body weight. On 
the first day, unrestricted fluids are given; on the second, 40 c.c. fluid per 
kilo body weight ; and on the third, 20 c.c. per kilo body weight. The urine 
collected from 8 a.m. to 12 noon on the third day is assayed for chlorine. In 
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normal subjects an average of 50 mg. of chloride per 100 c.c. of urine is 
excreted, whereas in Addison’s disease at least 200 mg. of chloride per 
100 c.c. were excreted. The results, however, are not always so un- 
equivocal, and Dryerre finds that the urinary sodium values are a better 
indication. 

When tuberculous lesions of the adrenal glands have become calcified, 
radiology may be of diagnostic help by revealing calcareous shadows in the 
corto-vertebral angle. 

Prognosis.—In the absence of treatment, there is progressive deteriora- 
tion and death within months or years. With adequate substitution therapy, 
life may be prolonged, but the sensitivity to intercurrent infection is always 
a danger. Occasionally there is a spontaneous recovery sufficient to permit 
the cessation of substitution therapy. 

Treatment.—As in other hormone deficiencies, the essential treatment is 
substitution. Until recently cortical extract (cortin, eucortone, eschatin) 
was employed, usually by intramuscular injection, and the daily dosage 
varied between 5 c.c. and 20 c.c. The most severe cases, however, required 
30 c.c. or even 40 c.c, daily, and in these circumstances cost and mechanical 
difficulties rendered the maintenance of life precarious and painful. The 
cortin was standardised on adrenalectomised dogs or rats. A considerable 
advance was made by Loeb’s discovery of the value of salt therapy. The 
dosage of sodium chloride is 3 teaspoonfuls, or some 12 grams, daily, 
taken in water, milk, porridge, or lime-juice, according to taste. In some 
patients the salt treatment produces nausea and vomiting as in the case of 
normal people, so that it must be discontinued, but others can tolerate it 
quite well. Mild cases need no other special treatment, but in the more severe 
cases cortin must be administered as well, though the salt permits a reduction 
in the dosage of cortin. 

More recently Reichstein has isolated from the adrenal cortex and also 
syuthesised from cholesterol a substance called desoxycorticosterone, which 
appears to be an essential hormone of the adrenal cortex. It is prepared in 
ampoules of 5 mg. in 1 c.c. sesame or arachis oil (doca, percortin, cortiron), 
and is injected intramuscularly. It would appear that 5 mg. of desoxycortico- 
sterone is equivalent to 10 or more c.c. of cortical extract, and the acetate 
of desoxycorticosterone is normally employed for a more gradual action. 
Usually the injections are painless but some patients react with red hot 
lumps at the site of injections, and owing to a local tissue immunity they 
fail to do well with the synthetic hormone. There are, however, alternative 
methods of using desoxycorticosterone acetate. Thus, 100 mg. tablets may 
be inserted in the subcutaneous fat, under local anesthesia. Four to 8 
such tablets are necessary, according to the severity of the disorder, and the 
effect lasts from 4 to 6 months, or even longer, and the treatment may then 
be repeated. The tablets are sterilised at 100° C. in an autoclave. Desoxy- 
corticosterone acetate is also effective by cutaneous inunction when dissolved 
in benzyl alcohol (20 mg. in 1 c.c. being equivalent to 5 mg. by injection), 
but this preparation is not yet on the market. Whatever route of administra- 
tion of desoxycorticosterone is employed, cases are occasionally met with in 
which the response to treatment does not appear to be as satisfactory as 
with cortical extract. In such cases, the latter should be used instead of, 
or as supplementary to, desoxycorticosterone therapy. Whether cortical 
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extract or desoxycorticosterone acetate is used, it is important to remember 
that infection always calls for increased dosage. This is also true of the inserted 
subcutaneous tablets, since the rate of absorption does not vary with needs, 
but depends upon physical laws. It is doubtful whether a low potassium 
diet is worth the bother of preparation, although some report favourable 
results. 

In crisis the treatment is on similar lines but more intensified. Thus, 
20 c.c. cortin or 10 mg. desoxycorticosterone acetate would be given intra- 
muscularly every 4 hours. It is rarely necessary to administer intravenous 
saline and dextrose, as was previously advocated, and, moreover, this procedure 
is not infrequently followed by allergic reactions and rigors. If, however, the 
patient is ‘“‘ in extremis,” it is justified and such risk may be taken. Rectal 
saline by drop method is an adjuvant but not essential. 

The treatment of the underlying tuberculosis, when the presence of such 
is established, is carried out on general lines, but the writer has not seen 
appreciable benefit resulting from tuberculin injections. Injections of the 
adrenotrophic hormone of the pituitary gland have been advocated, but here 
too the writer’s experience has not been favourable. A graft of the adrenal 
glands of an infant, born dead because of mechanical difficulties and from 
healthy parents, can be effectively grafted into the rectus abdominis. If 
the graft is successful, beneficial effect will result, but the glands are gradually 
absorbed and rarely does the benefit last more than 6 months. It is not a 
method of treatment which can rival modern chemical therapy. 


ACUTE SUPRARENAL DEFICIENCY 


Apart from Addison’s disease, there is some clinical and pathological 
evidence that acute adrenal insufficiency occurs with certain infections, such 
a8 meningococcal septicemia, diphtheria, typhoid fever, and pneumonia. 
At autopsy, the suprarenals may show congestion, odema, hemorrhage, 
and necrosis. The onset is sudden. Malaise, restlessness, headache, vomiting, 
fever, cyanosis, scattered peteche, and stupor or coma, are characteristic 
features of the malady. When the underlying lesion is acute bilateral supra- 
renal hemorrhage, the term Waterhouse-Friderichsen syndrome has been 
applied to the clinical condition. This syndrome is usually associated with 
meningococcal septicemia, and is more frequently met with in infants 
than in adults. 

Acute suprarenal insufficiency may also complicate surgical shock and 
severe burns, the biochemical changes in the blood resembling those found 
in the more severe phases of Addison’s disease. 

Diagnosis.—The diagnosis of acute suprarenal insufficiency as a com- 
plication of infections, surgical shock, and burns, is often a matter of assump- 
tion, based on experimental evidence. That of the Waterhouse-Friderichsen 
syndrome is only occasionally made in life. 

Treatment.—Treatment is similar to that described for Addison’s 
disease, and there is some evidence that crude extract of suprarenal gland 
is more efficient than the synthetic desoxycorticosterone. Experimentally, 
the synthetic hormone corticosterone is of greater value than desoxy- 
corticosterone. 
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HY PERCORTICALISM 


In speaking of hypersecretion of the adrenal cortex one usually refers to 
hypersecretion of those cells concerned with sex function, but in some types | 
of sexual precocity the abnormal muscular strength of the individual suggests 
also a hypersecretion of the life-maintaining hormone desoxycorticosterone. 
The sex hormones elaborated by the adrenal cortex in hypercorticalism 
are androgenic and cegtrogenic hormones. The clinical conditions resulting 
are virilism, feminisation, pseudo-hermaphroditism and sexual precocity. 
The pathological basis is neoplasm or hyperplasia of the adrenal cortex, but 
in the two last conditions the hyperplasia may be a concomitant rather than 
a primary cause. As sexual precocity is frequently due to causes other than 
adrenal cortical hyperfunction it is considered in the gonad section. 


VIRILISM 


Synonym.—Adreno-genital Syndrome ; Cushing’s Syndrome (part of). 

Definition.—Virilism is said to occur when a female at any time after 
puberty fails to menstruate and also develops a male distribution of hair. 
Adiposity is often a third feature of the triad of the adreno-genital syndrome. 
(For Cushing’s syndrome, see Pituitary Section.) 

ZEtiology.—The immediate cause is hypersecretion of androgenic hormone 
by the adrenal cortex. There appears to be a greater incidence among Jewish 
and Mediterranean people. There is, however, no sharp dividing line between 
milder cases of the disorder and accepted normality. 

Pathaology.—The lesion is an adenoma, a carcinoma, or a bilateral 
hyperplasia of the adrenal cortex. The cells have an affinity for the ponceau- 
fuchsin stain, and are thought to arise from the inner androgenic zone of 
the cortex. There is also a general lymphoid hyperplasia, and a large thymus. 
The ovaries tend to be atrophic. 

Symptoms.—The changes usually begin at or soon after puberty, but 
may not become prominent until the ts teens, or sometimes in the twenties, 
or later. The essential feature is an excessive growth of hair on the side of 
the face, the upper lip and chin, the forearms, thighs and legs and on the 
trunk. The last may be only slightly affected in the form of a linear growth 
of hair extending from the usual feminine horizontal upper limit of pubic 
hair upwards along the linea alba to the umbilicus; or the hair may cover 
the abdomen and chest, and tufts of hair surround the nipples. Menstrua- 
tion may cease altogether, or may be only scanty and at long intervals. 
Sometimes menstruation is normal in the presence of a high degree of hirsutism, 
but such cases do not strictly come within our definition. The uterus may 
become small or may fail to develop, but more usually there is no gross 
change in its size. The clitoris may be normal or appreciably enlarged, 
sometimes resembling a small penis. The breasts may be atrophic or un- 
developed, but with adiposity this fact is obscured. An increase of weight 
due to adiposity is usual, fat being deposited on the face and neck, breasts, 
abdomen and pubis, and upper parts of the arms and thighs; the legs and 
forearms may be quite thin and graceful. There is a group of cases character- 
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ised by absence of fat, and with considerable muscular development and 
strength, and broad shoulders and narrow hips, as in the masculine build. 

There may be other features approximating to the Cushing syndrome 
(which see), and intermediate types are met with. 

Complications.—Some degree of pigmentation around the eyes is common 
and less frequently other features of Addison’s disease are met with, while 
even death from adrenal insufficiency has been recorded. It would appear 
that hyperplasia of the ‘‘ sex cells’ in the adrenal cortex encroaches upon 
and destroys the cells that secrete desoxycorticosterone. Psycho-neurosis and 
psychosis, with loss of heterosexual desire and homosexual tendencies, may 
be complications. A complete feminine mentality, however, may be associ- 
ated with virilism, and the fear of sex conversion and of feminine inadequacy 
is poignant. 

Diagnosis.—A combination of hirsutism and amenorrhea makes 
diagnosis obvious. A tumour should be suspected if the disease has started 
after the twenties in a person hitherto quite normal, and in no case can be 
excluded without investigation. Considerable enlargement of the clitoris is 
more common with a tumour, but may be present with hyperplasia. Intra- 
venous injection of uroselectan combined with radiography may demonstrate 
a neoplasm. A more certain method, though not without danger, is perirenal 
insufflation of 450 c.c. of air, the neoplasm being shown surrounded by air 
in the radiogram, Ovarian tumours (arrhenoblastoma) may produce virilism ; 
they are not always palpable on vaginal examination, and may be revealed 
by laparotomy. 

Androgenic hormone is usually secreted in excess in virilism. Normally 
some 40 international units per diem are found in the urine, but with an 
adrenal tumour ten times this amount may be present. It is rare, but not 
unknown, for such large amounts to be met with in hyperplasia; more 
commonly, however, 100 to 150 units are present. The assay is done by 
measuring comb growth enlargement in injected capons. ; 

Prognosis.—In the case of hyperplasia the condition may be stationary 
or only slightly progressive for many years. Sterility is the rule, but one 
child may be born. The successful removal of an innocent tumour may 
produce a reversion to normal. Carcinoma of the adrenal cortex is very 
malignant, and metastases or recurrences are the rule. 

Treatment.—A tumour should be removed surgically. It is important 
to give cortin or desoxycorticosterone for a few days before and after the 
operation, since the opposite adrenal may be atrophic and the patient may 
die from acute adrenal insufficiency before this adrenal has had time to 
undergo hypertrophy. For bilateral hyperplasia, unilateral adrenalectomy 
is advocated, but although the operation may be followed by some return of 
menstruation it is, in the writer’s experience, rare for the hirsutism or the 
adiposity to be appreciably affected. Large doses of cestrin by injection or 
by local inunction have been indicated, but here too the writer’s experience 
is disappointing. X-ray treatment of the hirsutism has various disadvantages 
(burns, scars). This is jens true of electrolysis, which may be helpful. 

There are many instances of hirsutism without any disturbance of 
menstruation. In such cases, also, it is very important to try and give some 
philosophical or psychological comfort, though not an easy task. Since in 
actual fact we are here dealing with a variety of normality, it is to be 
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wondered to what degree intersexuality will ultimately be commonly 
accepted by the non-medical world. It is, after all, a reality. 


FEMINISATION 


This condition is a rarity compared with virilism. It is due to a tumour 
of the adrenal cortex in the male, usually malignant. There is a loss of 
libido and sexual potency, with a general increase in fat deposition and a 
hyperplasia of the glandular tissue of the breasts. The latter become enlarged, 
the nipples pigmented and the superficial veins dilated. There may even be 
some secretion, which can be expressed from the nipples as in incipient 
lactation. The patient usually dies from malignant metastases, but in one 
case successful removal of the tumour led to a return to normality. The 
testes on section show atrophy. 


PSEUDO-HERMAPHRODITISM 


Definition.—Pseudo-hermaphroditism is a condition in which there is 
only one type of gonad, testis or ovary, but in which the external genitals 
are a mixed representation of male and female characteristics, or character- 
istic of the opposite sex to the gonads. Strictly the term should be applied 
only to those cases in which the condition is present from birth, and not to 
those instances of virilism or feminisation which appear in later life. It is 
also not intended to include under this heading sexual precocity in the 
female due to an adrenal tumour and associated with hirsutism. Classifica- 
tion according to the type of gonad is the simplest, 1.e. testicular pseudo- 
hermaphroditism and ovarian pseudo-hermaphroditism. 

fEtiology and Pathology.—Gross hyperplasia of the adrenal cortex 
occurs in only 14 per cent. of pseudo-hermaphrodites, but it may well be 
that hyperplasia of the sex cells (androgenic zone) could be detected in a far 
greater proportion by the ponceau-fuchsin stain. It is certainly possible to 
produce symptoms of pseudo-hermaphroditism in the experimental animal 
(rat, guinea-pig, fish) by injecting large doses of androgens or cestrogens into 
the young animal or into the pregnant mother. Nevertheless, it is probable 
that the hyperfunction of the adrenal cortex is a mechanism, essential or 
concomitant, but primarily determined by genetic or chromosomal factors. 

The seminiferous tubules are not completely developed, and spermato- 
genesis is usually absent, but the interstitial cells may be normal or hyper- 
plastic. The ovaries are hypoplastic, fibrotic or cystic. 

Symptoms.—(A) TEsTICULAR PsrUDO-HERMAPHRODITISM.—The com- 
monest and most easily understood type is the male in whom the formation 
of the external genitals is incomplete, the two scrotal folds remaining un- 
united (cf. hare lip), and enclosing a vagina-like cavity, one or more inches 
in depth. The penis may be incomplete, or hypospadias of varying degree 
may be present, or the penis may be so inadequately developed as to represent 
a clitoris. The patient is then brought up as a girl, until the gr ea of 
masculine hair at puberty and the failure to menstruate lead to further 
investigation, The ia is found to be false, the uterus absent, and the 
gonads testicles. The last, being retained in the abdomen, have the char- 
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acteristics of cryptorchid testicles, namely, absence or destruction of the 
spermatic tubules, and increase in the interstitial cells. Nevertheless, the 
secretion of male hormone may be deficient, and the patient be of eunuchoid 
type. Chapple has described the case of a young, beautiful woman, with 
no hirsutism, with a female figure, well-developed breasts, and normal 
feminine libido, who in spite of a short vagina had satisfying intercourse with 
males. She came under observation for painful lumps in the groin, which 
were found to be testicles. No uterus could be detected. It is more usual, 
however, for the testicular pseudo-hermaphrodite to have hirsutism and 
other secondary male sexual characteristics. Although the testis secretes as 
much cestrone as the ovary (and the female about as much testicular hormone 
as the male), it is difficult to understand why, of two pseudo-hermaphrodites 
with testes and female external genitals, one should have male hair and 
bodily form, and another be a beautiful female. Obviously the genetic 
factors may be more important than the endocrine. As regards the sexual 
organs other than the gonads there is a considerable variation, with the 
following possibilities in the case of a testicular pseudo-hermaphrodite : 
hypospadias only; with a vagina; with a vagina and Fallopian tubes ; 
with a vagina, uterus and tubes. The testes may be in the pelvis, the inguinal 
canals, the labia, or in the scrotum. 

(B) Ovarian PsEUDO-HERMAPHRODITISM.—The female pseudo-herma- 
phrodite possesses ovaries, but has a masculine configuration, with the external 
genitals simulating those of the male. The basis of the condition is difficult 
to explain unless it 1s assumed that it is comparable to the adrenal virilism 
of the adult, and due to hyperfunction of the adrenal cortex commencing 
in foetal life. Although to be within our definition such cases should show 
abnormalities at birth, these may not be gross until later childhood and may 
be further accentuated at puberty. The psychic and sexual behaviour of 
the pseudo-hermaphrodite varies in different individuals, and is often in- 
dependent of the physical or endocrine basis. Thus the hirsute, testicular 
pseudo-hermaphrodite may be essentially feminine in outlook and libido, 
and capable of functioning to complete satisfaction of herself and partner in 
coitus. Some are ambisexual. Apart from indisputable pseudo-hermaphro- 
dites, it is obvious that a number of people have the physical characteristics 
(apart from genitals), emotional reactions and libido.of the opposite sex. 

Diagnosis.—The recognition of the condition of pseudo-hermaphroditism 
is not difficult, although it may not become evident to the lay person until 
late childhood or puberty. The elucidation of the underlying pathology 
may, however, be impossible unless laparotomy is undertaken. Many 
patients present themselves with lumps in the inguinal canal, and it is only 
after removal and section of these gonads that the real sex can be determined. 

Prognosis.—From the nature of the disorder it is unreasonable to expect 
a fundamental improvement, with or without treatment. The latter may 
ameliorate the condition. 

Treatment.—If help is not sought before adult life, treatment should 
depend upon the sexual inclinations of the patient. If these are female, the 
clitoris should be amputated and, if necessary, the vagina enlarged. The 
removal of testes will diminish the hirsutism. In the child the removal 
of testes would prevent hirsutism, but in view of some testicular pseudo- 
hermaphrodites having beautiful feminine configuration without hirsutism 
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and the fuct that the testis does secrete oestrogens, it is considered by some 
better to wait until puberty gives an indication of what is likely to develop. 
When the outlook end libido are masculine, a plastic operation can repair 
or create a scrotum and abolish the hypospadias. With ovarian pseudo- 
hermaphroditism the question of nvilateral adrenalectomy arises, or the 
more drastic procedure of two-thirds resection of both adrenal glands, 
Good results have been reported, but the value of the procedure is still ste 
qudice, Laparotomy may reveal that an apparent instance of pseudo- 
hermaphroditism was in fact the rarer condition of true hermaphroditism. 
Experience shows that it is unwise to speculate too much in the absence of 
laparotomy. 


HERMAPHRODITISM 


True hermaphrodites have both male and female gonads, namely, one 
testis and one ovary, or an ovo-testis in one organ. They are extremely 
rare, and it is probable that up to the present time not more than 20 cases 
have been described. Hermaphroditism is normal for some of the lower 
species, e.g. the worm, and is not a rarity among pigs and goats. In the 
hen, the right gonad is rudimentary, but if the left ovary is removed the 
right gonad becomes a testis and the hen growsacomb. Further, any remnant 
of the left ovary that is left behind may grow into testicular tissue, since the 
medulla of the ovary is the homologue of the testis. The change of sex in 
the hen may be so complete that the mother of chicks may become the father 
of chicks. In man the external genitals may give no indication of the internal 
genitals. Young, in 1933, described what he regarded as the twelfth case of 
true hermaphroditism on record. A young “ male,” tall and athletic, with 
sear and scrotum, and masculine hair, came to operation for undescended 
eft “testicle.” On opening the left inguinal canal, it was found to contain 
a uterus, Fallopian tube and functionary ovary. A portion of the right 
gonad in the scrotum was excised, and a section showed normal testicular 
tissue. 

Although the adrenal cortex is frequently hyperplastic in true herma- 
phroditism, there is no evidence that this is’ the principal etiological factor. 
On the contrary, the cause of true hermaphroditism would appear to be genetic, 
and the inherent mechanism gonadal. The importance of the genetic factor 
is well illustrated by the bullfinch, which may have a testis on the right and 
an ovary on the left, with masculine plumage on the right half of the body 
and feminine plumage on the left half. Huggins, Cohen and Harden reported 
another type of true hermaphroditism in which the patient was brought up 
and behaved as a woman, and one gonad was a testis and the other an ovo- 
testis, both removed from the inguinal canal and examined histologically. 
The patient was athletic and slightly hirsute. She had a normal vagina and 
uterus, and began to menstruate at the age of 14, at which time the clitoris 
became grossly enlarged and assumed the size of a small penis. 


TUMOURS 


Tumours of the cortex and of the medulla of the suprarenal gland are 
met with. They may be benign or malignant. Endocrine manifestations 
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are usual but not invariable. Tumours of the adrenal cortex may produce 
virilism, or the complete Cushing’s syndrome (see above). 

Tumours arising from the chromaffin cell of the suprarenal medulla are 
termed pheochromocytomas or paragangliomas. Such a tumour contains 
large quantities of adrenaline, and the latter is secreted into the blood 
paroxysmally, producing hypertensive crises. Thus, a previously healthy 
young adult may develop attacks of hypertension, palpitation, pallor, nausea, 
vomiting and cyanosis of the extremities ; the systolic blood pressure may 
rise from 130 to 300 mm. of mercury, the change in the diastolic usually 
being much smaller. During the temporary rise of blood pressure, the patient 
may complain of agonising headache, and a sense of constriction in the 
chest with, perhaps, angina-like pain. There may be transitory hyper- 
glycemia and glycosuria, and albuminuria. The pallor and coldness of the 
skin, especially of the extremities, may be associated with, or followed by, 
profuse perspiration. Shivering, cramps of the calf muscles, mydriasis and 
pyrexia are other features. 

These paroxysmal attacks may recur at increasingly frequent intervals, 
and the symptoms of hyperadrenalism may persist in lesser degree between 
the paroxysms. 

Hypertrophy and degeneration of the arterioles are found in the more 
chronic cases, and the kidneys may show ischemic fibrosis. 

Removal of a medullary tumour wil] result in abolishing the symptoms, 
if the operation is done early enough. 

Occasionally, bilateral tumours are met with. 


THE SEX GLANDS 


The testis secretes a hormone, testosterone, which has been isolated 
and synthesised, and is available commercially for substitution therapy. 
It is excreted in the urine in a slightly modified form, as androsterone. The 
ovary secretes two hormones, cestradiol and progesterone. The former can 
be obtained from ovarian follicular fluid, and the latter from the corpus 
Juteum. Both hormones have been isolated and synthesised, and are avail- 
able commercially for substitution therapy. (Kstradiol is excreted in the 
urine as cestrone, and progesterone is excreted as pregnandiol. The action 
of both testosterone and cestradiol is prolonged by their esterification, so 
that, in practice, the propionate and benzoate respectively are employed. 
It is to be aera that the sex hormones do not stimulate the gonads 
to increased activity, but they produce the same hormonal effects as the 
normal gonads do. Thus, testosterone produces increased libido, penile 
erections, growth of the immature penis and of the scrotum and prostate, 
hair on the face, and deepening of the voice. (Kstradiol therapy results in 
growth of the mammary duct tissue, and a proliferative hyperplasia of the 
uterine mucous membrane. Progesterone has a further effect on the uterus, 
producing a secretory, or pre-gestational, mucous membrane. It thus 
i ari the uterus for the imbedding of the fertilised ovum, and therefore 
a deficient secretion results in sterility, or abortion. Progesterone also 
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reduces the hypersensitivity of the uterus to the posterior pituitary stimulus 
to uterine contraction. 

The failure of gonadal function may be primary, or secondary to pituitary 
insufficiency. It has already been noted (see Pituitary Section) that there 
are two pituitary, or pituitary-like, gonadotrophins, A and B. The former 
stimulates the seminiferous tubules of the testis, and produces follicle matura- 
tion in the ovary. The latter acts on the interstitial cells of the testis, and 
produces luteinisation of the ovarian follicles. These physiological effects 
can be demonstrated in rats and rabbits, but not in man. Nevertheless, 
such experimental results constitute the basis of therapy. 


THERAPEUTICS OF TESTOSTERONE PROPIONATE 


The preparation may be given intramuscularly, the dose being 25 to 
50 mg., three times a week. It may also be administered by inunction, the 
dosage by this route being four times as much. 


A.—IN THE MALE 


1, HunucHIsmM anp EKunucHoIDIsm.—Testosterone propionate will produce 
an increase in the size of the penis, scrotum and prostate, increased libido, 
and increased growth of hair on the face, on the pubis, and in the axille. 
Potency will be restored to normal. In the complete castrate, however, 
there is little or no ejaculatory fluid at the time of the orgasm, and spermatozoa 
are absent. There is a gain in muscular strength and weight ; and a retention 
of fluid and of nitrogen. 

2. ImpoTeNcE.—In the majority of cases, impotence is psychogenic and 
does not respond well to testosterone therapy. The latter, however, is very 
effective in organic hypogonadism. 

3. Mate CuiimactTeric.—The existence of a male climacteric is not 
generally accepted. Nevertheless, some men over fifty do complain of hot 
flushes, anxiety, inability to concentrate, and loss of libido, and all these 
symptoms may disappear with testosterone therapy. 

4, ENLARGED PRostaTE.—Testosterone has no effect on the objective 
signs produced by an enlarged prostate, but it does appear to ameliorate 
symptoms. Such benefit, however, has also been obtained by injections of 
inert oil. 

B.—IN THE FEMALE 


Testosterone propionate has been used with success in menorrhagia, 
with or without fibroids, in chronic mastitis, and also to stop lactation. If 
the therapy is continued for more than a few weeks, it may result in a growth 
of hair on the face, deepening of the voice, enlargement of the clitoris, and 
acne. These untoward effects tend to disappear after ceasing therapy. 


THERAPEUTICS OF G@STRADIOL BENZOATE 


This may be administered in the form of intramuscular injections of 
] c.c., contaming 50,000 units, twice weekly, or as tablets by mouth, 1000 to 
10,000 units daily, or by inunction. 
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1, AmENoRRHa@A.—In primary amenorrhea, uterine bleeding may be 
roduced by one million units, given over a pied of 4 weeks, and repeated 
if necessary. The effect is more physiological if the oestradiol is followed by 
20 mg. progesterone. The resulting menstruation, or pseudo-menstruation, 
will not recur if therapy ceases. In secondary amenorrhea, or in scanty 
menstruation, the normal rhythm and quality of menstruation may be 
restored after a few months’ therapy, and may then continue normally 
without further treatment. 

2. DysmENoRRH@A.—When this is due to poor development of the 
uterine musculature, cestradiol benzoate may be beneficial. It is best pre- 
scribed in the first 2 weeks after each menstruation. 

3. Sreritiry.—Cstradiol benzoate will cause an infantile uterine 
musculature to develop. It also produces hypertrophy of the Fallopian 
tubes, and increases the patency of these tubes when they have been previously 
occluded. Pregnancy may follow such treatment. 

4, CLIMACTERIC.—The climacteric in the female is a definite clinical 
entity, of which the menopause is only one feature. Although the constitu- 
tional disturbance in some patients is negligible, others suffer from nervous- 
ness, anxiety, hot flushes, general pruritus, pruritus vulve, vulval kraurosis 
and other symptoms. (Kstradiol benzoate has a remarkable beneficial 
effect, but it may be necessary to continue this specific therapy over a period 
of months or years. The dosage varies with different individuals, and may 
be as little as 1000 units daily, or as much as 50,000 units daily. 


THERAPEUTICS OF PROGESTERONE 


1. ABorTION.—Progesterone may be administered prophylactically 
during the first 4 months of pregnancy, 5 mg. twice weekly by intramuscular 
injection. In threatened abortion, 5 mg. is given daily until all bleeding has 
stopped, and then twice weekly. 

2. MENoRRHAGIA.—Progesterone is sometimes useful in menorrhagia, 
5 mg. being given daily for 5 days before menstruation is anticipated. It 
can also be administcred during the bleeding if the latter is severe or unduly 


prolonged. 


THERAPEUTICS OF GONADOTROPHINS 


1. UnpEscenpepD Txsticte.—If there is no mechanical obstruction to 
the descent of the testicles, this condition will respond to gonadotrophin B. 
The dose is 500 units twice weekly, for 2 to 3 months. Since a large pro- 
portion of undescended testes migrate to the scrotum spontaneously at 
canal therapy is often delayed until the age of 11 years. Some children, 

owever, develop an inferiority complex if the condition is left untreated. 

2. MaLe Steriuity.—If spermatozoa are absent or scarce, gonadotrophin A 
sometimes increases their number, but it is rare for fertility to result. 

3. MENORRHAGIA.—Menorrhagia, especially at’ puberty or at the climac- 
teric, may respond to gonadotrophin B, 500 units given twice weekly, or, if 
the condition 1s severe, daily. 
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HORMONE TESTS FOR PREGNANCY 


The Ascheim-Zondek test and its Friedman modification depend upon the 
fact that there is a large amount of luteinising gonadotrophic hormone in the 
urine of pregnant women. It is usually positive within a week of a missed 
period. A morning specimen of urine is injected, in divided doses, into mice 
(Ascheim-Zondek) or rabbits (Friedman). A positive test is indicated by the 
resulting formation of blood spots, or of corpora lutea, in the ovaries. 


SEXUAL PRECOCITY 


Synonyms.—Pubertas Preecox ; Macrogenitosomia. 

Definition.—The attainment of sexual maturity in childhood some 
years before the normal time of puberty. 

Etiology and Pathology.—Sexual precocity may be due to a variety 
of causes, which ultimately belong to one of three groups, primary gonadal ; 
or primary adrenal; or primary pituitary or hypothalamic-pituitary. Thus 
the underlying lesion may be an adenocarcinoma of the testis, a granulosa 
cell tumour of the ovary, an adenoma or adenocarcinoma of the adrenal 
cortex, a pineal tumour (which probably acts by stimulating the hypothalamic- 
pituitary mechanism), encephalitis, internal hydrocephalus, or a third 
ventricle tumour. There is also an idiopathic familial type of sexual precocity. 
Whatever the mechanism, the result is a hypersecretion of androgenic or 
cestrogenic hormone. 

Symptoms.—In boys, the sexual precocity is shown by enlargement of 
the penis and sometimes of the testicles, development of hair on the pubis 
and to 8ome extent on the face, and often considerable strength. The latter, 
vividly described as the Hercules type, was thought to be characteristic of 
adrenal tumours, but may also occur with hypothalamic or third ventricle 
tumours. The boys will show obvious sexual behaviour, even running after 
and attacking adult women, masturbating against their legs, which they 
may clasp with great strength and may bite with anger if frustrated. Seminal 
emission is rare, and fertilisation not recorded. The precocity may begin in 
very early childhood. 

With girls, there are clinically two main types. When the condition is 
due to ovarian hyperactivity, either primary or secondary to a hypothalamic- 
pituitary stimulus, it is manifested by qualitatively normal sexual develop- 
ment, pubic hair, well-formed breasts, menstruation, and even pregnancy, 
the last having been recorded as early as 6 years of age. With adrenal tumours, 
menstruation is usually absent, the clitoris is enlarged, the voice is deep, 
and hirsutism occurs on the face and body, as in virilism. These manifesta- 
tions are due to the secretion of androgenic hormone by an-adrenal tumour. 

In both sexes, the sexual maturity is associated with premature dentition, 
and early union of the epiphyses. Rapid growth occurs, both with pituitary 
and adrenal tumours, suggesting that in the latter case the pituitary must 
also be involved (growth hormone). Although the instincts may be adult, 
the intellectual activity is usually infantile. 

Diagnosis.—In girls, an enlarged clitoris and hirsutism suggest an 
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adrenal tumour, whereas homosexual precocity suggests an ovarian tumour. 
In both sexes, but especially in boys, the cause of the sexual precocity is 
often obscure. Radiograms of the adrenal area, after uroselectan or perirenal 
air insufflation, and abdominal laparotomy are justifiable. Pineal tumours 
are associated with ocular palsies, disturbance of vision, somnolence and 
increased intracranial pressure. The skull should always be radiographed. 

Prognosis.—Idiopathic or familial sexual precocity may proceed to a 
normal adult state. Adrenal and testicular tumours are usually malignant, 
whereas ovarian tumours are generally not so. Intracranial lesions may be 
mechanically fatal. Removal of adrenal or gonadal tumours tends to produce 
a reversion to normal in the absence of metastases. 

Treatment.—Surgical removal of the adrenal or gonadal tumour is 
indicated. In the former case, desoxycorticosterone is given for 1 week 
before and for 2 weeks after operation. Intracranial lesions offer technical 
difficulties. Unilateral orchidectomy is not helpful, and complete castration 
should not be lightly undertaken. 


PRESCRIBING AND ADMINISTRATION OF 
HORMONE PREPARATIONS 


The increasing number of commercial firms producing hormone prepara- 
tions and the variety of trade names employed tend to create a state of chaos. 
In my opinion, the only solution is prescribing the hormone by its scientific 
name and, if so desired, writing the name of the manufacturing firm in 
brackets after it. It is to be noted that the esters of the hormones are 
employed to give a more prolonged action. 


(GSTRADIOL BENZOATE 


This cestrogenic hormone is the one usually used, and it is prepared by 
the conversion of crystalline oestrone, obtained from pregnant mare’s urine, 
into cestradiol benzoate by hydrogenation and esterification. It can be given 
by intramuscular injection, by mouth, by cutaneous inunction, or in the 
form of vaginal or rectal suppositories. By injection the dosage is about 
one-fourth of that required by the other routes. For injection, estradiol 
benzoate is prepared in ampoules of 1 c.c. oily solution containing 1000, 
10,000, 20,000 or 50,000 international units. One mg. of cestradiol benzoate 
is equivalent to 10,000 international units. Tablets are prepared in strengths 
of 1000, 3000 and 10,000 international units. Vaginal or rectal suppositories 
contain 1000 and 10,000 international units (7.e. 0-1 mg. and 1 mg. respectively). 
Ointment containing 0-5 mg., 1 mg. or 2 mg. per gram, is put up in tubes 
of 18 or 25 grams. Standardisation of cestrogenic hormones is now ie weight. 
Biological assay is by the production of cestrus in ovariectomised rats and 
mice. 

Céstradiol is a natural occurring hormone obtainable from ovarian follicular 
fluid, but other cestrogenic hormones, which do not occur naturally, can be 
synthesised. Of these, stilboestro] is prepared in 1 c.c. ampoules of oily 
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solution, containing 1 or 5 mg., and in tablets of 0-1,0°5, land5mg. One mg. 
is equivalent to 10,000 international units. Stilbcestrol is cheaper than 
cestradiol and equally efficacious, but it has the disadvantage of producing 
nausea and vomiting, and even skin rashes, in a small proportion of patients. 
Hexeestrol, a similar preparation, used in comparable doses, is apparently 
less toxic. Stilbcestrol ointment is also available in concentration of 0-1 mg. 
per gram of lanoline base. 


PROGESTERONE 


This hormone can be obtained from the corpus luteum, but is now generally 
prepared by synthesis. One mg. of progesterone is equivalent to 1 inter- 
national unit. It is usually given by intramuscular injection, and is prepared 
in 1 c.c. ampoules of oily solution containing 1, 2, 5 or 10 mg. A further 
synthesis produces a compound of progesterone active by mouth, but the 
dosage by this route is four times that by injection. It is called anhydro- 
hydroxy-progesterone, or pregneninolone, and is prepared in 5 and 10 mg. 
tablets. Standardisation is now by weight. Biological assay is by the 
production of secretory endometrium in young rabbits. 


TESTOSTERONE PROPIONATE 


Testosterone can be obtained from the testes, but it is prepared com- 
mercially by synthesis from cholesterol and subsequent esterification to the 
propionate. It is available for intramuscular injection in ampoules of 1 c.c. 
of oily solution containing 5, 10 and 25 mg. (1 mg. 1s equivalent to 50 inter- 
national units). It is also effective by subcutaneous inunction (four times 
the intramuscular dosage), and for this purpose is prepared in tubes of 
25 grams of ointment containing 2 mg. per gram, or in more concentrated 
form in tubes of 2 grams of ointment containing 25 mg. per gram. Methyl 
testosterone in 5 mg. tablets has been employed experimentally by the 
oral route, but is not yet available commercially. The dosage is some four 
times that by injection. Standardisation is by weight. Biological assay 1s 
by measurement of the increase of comb growth in capons. 


GONADOTROPHIC HORMONE 


The problem of scientific prescribing offers some difficulty in the case of 
the gonadotrophins, since the essential hormones have not been isolated, 
crystallised or synthesised. Gonadotrophin A is obtained from pregnant 
mare’s serum, and its preponderate action in lower animals is follicle ripening ; 
Gonadotrophin B is obtained from human pregnancy urine, and its preponderate 
action is that of luteinising. Both are given by intramuscular injection and 
are prepared in ampoules containing powder to be dissolved in 1 c.c. solvent, 
with the exception of one preparation, antuitrin S, which is in liquid form. 
Standardisation is by measuring the increase in weight of the ovary of im- 
mature mice, or by the production of cestrus in immature rats. 
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Gonadotrophin A: Antostab (Boots), 100 units perc.c.; Gestyl (Organon), 
400 units per c.c.; Gonadyl (Roussel), 40 units per c.c.; Prolan (Bayer), 100, 
500 and 2000 units per c.c.; Serogan (B.D.H.), 200, and 1000 units per c.c. 

Gonadotrophin B: Antuitrin 8 (Parke, Davis & Co.), 100 and 500 units 
per c.c.; Gonan (B.D.H.), 100 and 500 units per c.c.; Physostab (Boots), 
100 units per c.c.; Pregnyl (Organon), 100, 500 and 1500 units per c.c. 


ADRENAL CORTEX HORMONES 


The essential hormone, desoxycorticosterone acetate, is prepared by 
synthesis from cholesterol, and is available for intramuscular injection in 
1 c.c. ampules of oily solution containing 5 mg. One c.c. ampoules of benzyl 
alcohol, containing 20 mg. of desoxycorticosterone acetate, may be used for 
cutaneous inunction, but are not yet commercially available. Cortical 
extracts are also prescribed as solutions for intramuscular injection, and are 
labelled in rat units, dog units, or according to the weight of crude cortex. 
Generally speaking, they do not differ from one another in relative potency. 
Such preparations are Cortin (Organon), Eschatin (Parke, Davis & Co.), and 
Eucortone (Allen & Hanburys, Ltd.), usually prescribed in rubber-capped 
bottles of 10 c.c. They are standardised by their maintenance of adrenalec- 
tomised rats, or dogs, or by measuring the muscular contraction of the 
gastrocnemius muscle of adrenalectomised rats, before and after the injection 
of the cortical extract. 


GROWTH HORMONE 


This is prepared by Parke, Davis & Co., and called Antuitrin Growth. 
It is available in rubber-capped bottles of 10 c.c., each c.c. containing 
10 rat units. Organon have a similar preparation (Crescormon) in powder 
and solvent ampoules, each containing 120 rat units. Growth hormone is 
standardised on hypophysectomised rats by measuring the increase in body 
weight and the increase in length of the tail vertebree seen radiologically. 


PROLACTIN 


This lactogenic hormone is presented in 15 c.c. rubber-capped vials con- 
taining 60 Riddle units per c.c. (Physolactin-Glaxo) ; or 30 Riddle units per 
c.c. (Prolactin-Organon). It is standardised by the increase in weight of 
the crop gland of an injected pigeon. 

8. L. Simpson. 


SECTION Ix 
DISEASES OF THE DIGESTIVE SYSTEM 


DISEASES OF THE MOUTH 


ORAL SEPSIS } 


ORAL sepsis is the condition in which excessive bacterial activity occurs in 
the mouth. Apart from actual infection associated with the teeth and gums, 
it develops whenever insufficient attention is paid to the cleanliness of the 
mouth. Thus particles of food may stagnate between the teeth, under 
bridges, and in connection with badly fitted dental fillings, crowns and plates 
which are not removed and washed with sufficient frequency. 

The mouth should be thoroughly examined in every patient, from what- 
ever condition he may be suffering, but with special care in all digestive dis- 
orders and in those conditions which will be presently described as possible 
sequels of oral sepsis, even if the patient says he has never suffered from 
toothache and that he regularly visits his dentist. In patients who wear 
tooth-plates the mouth should be examined both before and after their 
removal. Each tooth and the gum surrounding it should be carefully in- 
spected. The presence of tartar and red swollen gums indicates that some 
infection is present. In doubtful cases the patient should be sent to a dentist 
for an expert opinion, and if no obvious disease is found, radiographs should 
be taken, as they alone can show with certainty the existence of septic foci 
under apparently well-fitting crowns and fillings and at the roots of teeth 
which are otherwise perfectly healthy, and they make it possible to determine 
with great accuracy the extent of any periodontal infection. 


DentaL HYGIENE 


Dental sepsis does not occur if the teeth are always kept free from food 
between meals. The teeth should be thoroughly cleaned every morning 
and evening by brushing in one direction only—from the gums towards the 
teeth. 

Normally the gums completely fill the spaces between the teeth, but 
when they begin to recede, as in pyorrhoea, the spaces are no longer filled 
and food collects between the aii As this food cannot be removed by a 
tooth-brush, the brushing must be followed at night by the use of a metal 
tooth-pick, bent at an angle so that it will pass readily between the molar 
teeth. Patients with inflamed gums or pyorrhea should also massage the 
gums with the forefinger and thumb from the gum towards the teeth after 

1 I am indebted to Mr. A. L. ppencer i eyce for help in revising this section. 
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using the brush, and the dried gum margin should be painted with tincture 
of iodine applied on a small swab of wool held by curved dental tweezers. 

Artificial teeth should be kept in antiseptic at night, and should be thor- 
oughly scrubbed with a brush and soap and water, if possible after every meal. 

Children should be given some food at each meal which requires thorough 
mastication. Soft food, which can be swallowed without chewing and with 
the production of little or no saliva, is likely to cause stagnation of sticky 
carbohydrate material between the teeth. Mouth-breathing should be 
corrected by direct treatment of nasal obstruction and by respiratory 
exercises. 

At the end of every meal some fluid should be drunk, or some fresh fruit, 
the acid of which excites the flow of saliva, should be eaten in order to keep 
the teeth clean. 

The dentist should be visited twice a year, even when there is no reason 
to suppose that anything is abnormal, so that tartar can be removed, early 
caries dealt with, and pyorrhea alveolaris recognised and treated in its 
earliest stage. 


(1) Pvornraa@a ALVEOLARIS; Curonic PERIODONTITIS 


Etiology and Pathology.—Stagnation of food mixed with pyogenic 
organisms between the teeth leads to inflammation of the edge of the gums 
—marginal gingivitis, The attachment of the muco-periosteum to the neck 
of the tooth is destroyed, and a pocket develops between the tooth and the 
gum. The margin of the alveolar process is then slowly eroded as a result 
of rarefying osteitis, until it may finally be replaced by granulation tissue. 
Stagnation of infective material in the pocket leads to gradual extension of 
the disease and aggravation of the gingivitis. Pus is produced, the condition 
at this stage being commonly known as pyorrheea alveolaris. 

Symptoms.—In marginal gingivitis the edge of the gum of one or more 
teeth is red and swollen and bleeds with abnormal ease when brushed, the first 
part to be affected being usually the interdental papille. When pyorrhea 
alveolaris has developed, pockets are present round the teeth, and pus can 
generally be seen exuding from the edge of the gum; even when none is seen 
on first examining the mouth, beads of pus appear if the edges of the gum 
are pressed. In chronic cases the teeth are often loose. Reflex salivation 
occurs, and an excessive quantity of mucus is secreted by the small mucous 
glands of the mouth. This is a common cause of aérophagy. The accumula- 
tion of decomposing food, debris and pus in the pockets round the teeth 
produces an unpleasant taste in the mouth, most marked on waking in the 
morning, and is a common cause of foul breath. There is no pain, and the 
slight discomfort which may be present is generally insufficient to induce the 
patient to consult a dentist. 

Treatment.—In early cases the disease can be arrested by sealing and 
treatment of the pockets with strong antiseptics. When the supporting bone 
has been destroyed to more than half the depth of the root, extraction is 
necessary. In intermediate cases the gum should be cut away in order to 
eradicate the pockets. This should be followed by correct brushing, and 
massage by the fingers of the outer and inner surfaces and by wooden tooth- 
picks between the teeth. 
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(2) DentaL CaRIEs 


fEtiology and Pathology.—Foods containing a relatively high content 
of vitamin D promote the calcification of teeth, whilst cereals, especially 
oatmeal, contain a substance which hinders calcification. When vitamin D 
is abundant in the diet its calcifying power is strong enough to counteract 
the effect of cereals and of a relative deficiency of calcium. Dental caries 
occurs when the diet 1s deficient in vitamin D, especially when this is associated 
with excess of cereals or deficiency in calcium. The organic acids produced 
by fermentation of carbohydrate foods is an additional factor. 

Symptoms.—Carious teeth are tender, and their presence renders mastica- 
tion painful. The patient therefore avoids using the affected teeth, and 
this favours the deposit of tartar and the stagnation of food. If many teeth 
are affected the food is bolted, so that indigestion is likely to occur owing to 
insufficient mastication, quite apart from possible infection of the alimentary 
canal caused by swallowing septic material from the mouth. The irritation 
produced by the decomposition of stagnant food around the teeth gives rise 
to marginal gingivitis and pyorrhcea alveolaris. Oral sepsis produced in 
this way is of much more importance than that caused by the caries itself, 
as the quantity of decomposing material and bacteria swallowed from dental 
cavities is comparatively small, and no local absorption of toxins or bacteria 
can occur so long as the pulp cavity is not reached. When the latter becomes 
infected, absorption of toxins is likely to lead to enlargement of the cervical 
glands, especially in children, and the chronic inflammation produced in this way 
is & common precursor of tuberculous infection of the panes and probably also 
predisposes to lymphadenomatous changes. Inflammation of the pulp spreads 
to the periodontal membrane and may finally produce an alveolar abscess, 

Dental caries is the most common cause of toothache, and pain is often 
referred to various situations more or less remote from the teeth. 

Treatment.—“ A relatively high vitamin D content of the food can do 
much to diminish the incidence of caries in children if the vitamin is given 
during the development of the teeth; a beneficial effect may be obtained 
if it 1s given at a fairly late stage of development ; and even when it is given 
after the eruption of the teeth the onset and spread of caries is delayed.” ! 
The chief source of vitamin D is milk, and, when necessary, cod-liver oil or 
synthetic vitamin D (calciferol) should be given in addition. 

Dental cavities produced by caries should be filled at the earliest possible 
moment, but if this cannot be efficiently done the teeth should be extracted, 
as tender teeth which prevent proper mastication are a much greater source 
of danger than the absence of teeth, even in very young children. Removal 
of all the milk-teeth in children may cause narrowing of the dental arch and 
consequent crowding of the permanent teeth, but this can be easily remedied 
by treatment, whereas the septic condition of the mouth caused by extensive 
caries may lead to permanent ill-results. 


(3) ApicaAL INFECTION 


Etiology.—Infection of the apex of the root of a tooth can occur only if 
the pulp is dead, except in rare cases of extensive caries. . 


1 Medical Research Council, Special Report, No. 211, 1936. 
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Symptoms.—Apical infection may be acute or chronic. In the former 
an alveolar abscess forms; this gives rise to the usual symptoms and signs 
of inflammation. Chronic apical infection, on the other hand, frequently 
gives rise to no pain or discomfort, and no signs recognisable on ordinary 
examination. It can then be recognised only in a good radiograph. 

Treatment.—In cases of only moderate severity the pulp canal should 
be opened and sterilised with ammoniacal silver nitrate followed by formalin, 
or by ionization with zinc chloride, and the root should be filled to its apex 
with an impervious material. In more advanced cases, and in all in which 
secondary symptoms are present, extraction should be performed without 
delay and the socket should be curetted. 


RESULTS OF ORAL SEPSIS 


The inflamed condition of the gums often leads to general stomatitis and 
sometimes to chronic pharyngitis and tonsillitis. Infection of teeth in the 
upper jaw may spread directly to the antrum and lead to sinusitis. Inhala- 
tion of septic material from the mouth may lead to infection of the bronchi and 
lungs, the danger of pulmonary complications after general anesthesia being 
greatly increased if the mouth is in a septic condition. Chronic bronchitis 
and bronchiectasis often improve rapidly when oral sepsis is overcome. 

Most of the pus which is constantly forming round the teeth in pyorrhcea 
alveolaris is swallowed ; the amount is often considerable, as the ulcerated 
area round each tooth may be as an as half a square inch. During the 
day the infected pus is so diluted by what is eaten and drunk that it 
cannot do much damage, most of the bacteria being destroyed by the hydro- 
chloric acid in the stomach. During the night, however, when no hydro- 
chloric acid is secreted and nothing is eaten or drunk, the pus and organisms 
which are constantly swallowed with the saliva may infect the stomach and 
intestines. Pyorrhcea alveolaris is thus an important factor in the production 
of chronic gastritis, especially in individuals with hypochlorhydria and achlor- 
hydria. In those with constitutional hyperchlorhydria it may help to prevent 
the healing of a chronic gastric or duodenal ulcer. The danger of infecting 
the small intestine and, through it, the colon, and of ascending infection of the 
gall-bladder and appendix is greatly increased in the absence of the normal 
bactericidal action of the gastric juice in achlorhydria. 

The local reaction in pyorrheea and in peigal infection may be sufficient 
to prevent the passage of toxins and organisms into the circulation. In many 
cases, however, toxins are absorbed. Non-hemolytic streptococci are found 
in the blood immediately after the extraction of teeth in 75 per cent. of cases 
if chronic gum infection is present, and less frequently with apical infection. 
The trauma caused by “ rocking ” a tooth during its removal increases the 
hability to a severe degree of bacteriemia. The bacteriamia generally lasts 
only ten minutes, but occasionally subacute streptococcal septicemia follows, 
and, if the heart valves are already abnormal, subacute infective endocarditis 
may develop. 

Apart from bacterismia the toxemia caused by chronic dental infection 
may give rise to general ill-health, which may be accompanied by septic 
anemia and slight chronic pyrexia. Predisposed individuals may develop 
rheumatoid arthritis, fibrositis, neuritis, and less frequently iridocyclitis. 
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Other forms of joint disease, such as gout and osteoarthritis, may be aggravated 
by the toxins resulting from oral sepsis. Various disorders of the skin, such 
as chronic eczema, urticaria, rosacea and erythema, may also occur, and 
angioneurotic cedema is generally secondary to dental sepsis. The causal 
connection between these conditions and dental sepsis is shown by their 
temporary aggravation after an overdose of autogenous vaccine and in some 
cases after extracting the teeth. 

Treatment.—When dental extraction is required in patients with old 
valvular disease of the heart, great care should be taken to eliminate gross 
infection as completely as possible before the operation, and manipulation 
of the infected teeth during the extraction should be reduced to a minimum, 
In any case teeth should not be extracted until pockets have been thoroughly 
cleansed or sterilised by the electric cautery. With more local infection and 
in the presence of general disease the patient should be desensitised by giving 
two or three doses of an autogenous vaccine, the last about five days before 
the first extractions. If many teeth are infected, two or three should be 
extracted at intervals of about five days in order to reduce the risk of a severe 
reaction. 

Although the masticatory power of artificial teeth is only about one-fifth 
of that of normal teeth, indigestion is unlikely to result if care is taken to 
avoid tough meat and hard food. Even in the absence of artificial teeth no 
disturbance of digestion follows if only soft food is eaten. 

The removal of the teeth does not result in the complete eradication 
of the disease unless care 1s taken to remove at the same time the diseased 
parts of the supporting alveolus, as radiograms may still show small areas 
of rarefying osteitis, from which it is possible to obtain cultures of strepto- 
cocci, which continue to give rise to general symptoms. Curetting the 
diseased bone after incision of the gum, followed by the use of an autogenous 
vaccine, is the most satisfactory treatment for such residual foci of infection. 


STOMATITIS 


CATARRHAL STOMATITIS 


ZEtiology.—Catarrhal stomatitis is common in ill-nourished children 
during dentition and in association with gastro-intestinal disturbances. In 
adults it may result from excessive consumption of alcohol or highly-seasoned 
food, or excessive smoking. It is sometimes present in the specific fevers, 
and may also be caused by septic teeth and a dirty or badly-fitting plate. 
It develops rapidly in very ill people whose mouths are not kept clean, 
especially if they sleep with the mouth open. ; 

Symptoms.—The gums and lips are often affected alone ; in other cases 
the whole mouth, including the tongue, is involved. The mucous membrane 
is red and dry, but excess of mucus may be secreted by the small buccal 
glands. The tongue is swollen and furred. 

The mouth is uncomfortable, and occasionally actual pain is present, 
especially on mastication. The patient complains of a nasty taste, especiall 
on waking, and fetor oris may be present. The general health is unaffected. 

Treatment.—The teeth should be cleaned with special care, and the 
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tongue kept as free as possible from fur by scraping. A mouth-wash should 
be used after each meal, and glycerin of borax should then be applied to 
the inflamed parts. 


ULCERATIVE STOMATITIS 


ZEtiology.— Ulcerative stomatitis is not a specific disease, but is, like 
catarrhal stomatitis, produced by the action of various irritants. It can 
develop from neglected cases of catarrhal stomatitis, and is a prominent 
symptom of mercurial poisoning and scurvy. The following are special 
varieties of the condition : 


(2) REcuRRENT ULCERATION IN ADULTS. 


Single or multiple superficial ulcers may occur on the mucous membrane of 
the cheeks, lips, tongue and gums. They have a grey surface with a red, but 
not raised, border, and the intervening mucous membrane is generally healthy. 
In severe cases, however, the ulcer is deeper and its base bright red. Hach 
ulcer generally lasts only a few days, but a patient may have one or more in 
his mouth for months, or even years, without an interval. They are often 
very painful, especially on chewing, and it may be impossible to take any 
acid food. Their etiology is most obscure ; the condition is aggravated by 
oral sepsis and ill-fitting plates, and some ulcers may begin as abrasions pro- 
duced by the careless use of a tooth-brush, but it appears to depend primarily 
upon some obscure constitutional defect. It is not associated with any dis- 
turbance in digestion or with any special form of gastric secretion. The saliva 
is not acid and the ulcers do not appear to be infective in origin. 

No treatment beyond scrupulous attention to oral hygiene and the 
application of silver nitrate to each ulcer as it appears is, as a rule, of any 
use. A severe recurrent case, associated with colitis, in a girl of seven, com- 
pletely recovered after adding liver to the diet. 


(Lb) ApHTHOUs (oR VESICULAR) STOMATITIS. 


fEtiology.—Aphthous stomatitis occurs especially in children under 
three, either alone or associated with some febrile or digestive disorder. 

Symptoms.—The aphthe consist of small slightly raised vesicles, each sur- 
rounded by a red areola. Within 24 hours the vesicles rupture, leaving grey 
ulcers, 2 to 4 mm. in diameter, with bright red margins. The ulcers heal 
rapidly. They occur especially on the inner surface of the lips, the edges of 
the tongue and the inside of the cheek; im severe cases the pillars of the 
fauces may be affected. 

The mouth feels sore, and the child is unwilling to take food. Salivation is 
frequently present. 

Treatment.—The mouth must be carefully washed after meals with 
potassium chlorate solution (10 grs. to 1 fl. oz.). In severe cases the ulcers 
may be treated with silver nitrate. 


(c) Fotticutar Stomatitis. 


Etiology.—Follicular stomatitis may occur at any age, but especially in 
nursing women. 


Symptoms.—The mucous follicles of the lips and cheeks become inflamed 
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and swollen ; the epithelium over them breaks down, and ulcers, 3 to 5 mm. 
in diameter, result. They may cause no trouble, but.jore commonly they 
give rise to a considerable amount of pain on taking food and to reflex 
salivation. | 

_ Treatment.—The ulcers heal rapidly after being touched with silver 
nitrate. 


(2) Mercurrat SromatIris. 


Etiology.—Stomatitis may occur when large doses of mercury are taken, 
especially in individuals already suffering from oral sepsis. Some people are 
especially susceptible to mercurial poisoning and develop stomatitis after 
taking a comparatively small dose. 

Symptoms.—The gums become sore, red, swollen and finally ulcerated ; 
mastication is painful. Salivation occurs, and the salivary glands may be 
enlarged, tender and painful. The tongue is swollen, and the neighbouring 
lymphatic glands are often enlarged. The breath is foul, and the patient 
complains of a metallic taste. Formerly, when mercury was given for syphilis 
more frequently and with less care than at present, the teeth often became 
loose and the pharynx affected, but these complications are now rare. 

Treatment.—The administration of mercury should at once be discon- 
tinued. The bowels should be wel Jopened by giving salts in order to facilitate 
the elimination of the mercury present in the body. 


(ec) Utcero-MEemBranous SToMATITIS. 


fEtiology and Pathology.—Severe ulcero-membranous stomatitis is a 
contagious disease, which occurred in epidemic form among the troops in 
England and France during the War of 1914-1918, and it is by no means rare 
in civilians. It appears to be caused by infection with the same spirilla and 
fusiform bacilli which cause Vincent’s angina. 

Symptoms.—aAll parts of the mouth and pharynx may be involved, but 
the margins of the gums are specially liable to be affected. The stomatitis 
is similar to that caused by mercury, and the gums may be so swollen and 
bleed so readily that scurvy is simulated. The breath has a characteristic 
fetid odour, and the tender gums may make mastication painful. - 

The disease is sometimes acute, but more often runs a chronic course afd 
is often followed by pyorrhcea alveolaris. It generally gives rise to but little 
constitutional disturbance. 

Treatment.—The pockets and interdental spaces should be packed with 
a paste of zinc oxide and cloves on strands of cotton-wool, which is left for 
at least a week. After removal the teeth should be scaled and any suspicious 
areas treated by leaving liquor arsenicalis in contact for 15 minutes. Sodium 
perborate should be used as a tooth-powder and hydrogen peroxide as a 
mouth-wash. Treatment must be maintained for at least a fortnight after 
all signs of stomatitis have disappeared. 


(f) Ganarenous SromarITIs. 


Synonyms.—Cancrum oris ; Noma. 
ZEtiology.—This rare disease occurs in children, especially girls between 
the ages of two and five, who live under very insanitary conditions. It 
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generally develops during convalescence from an acute fever, especially 
measles, and less frequently scarlet and typhoid fever. It also forms part of 
the clinical picture of agranulocytosis (p. 800). 

Symptoms.—A sloughing ulcer develops in the inside of the cheek or on 
the gums; it rapidly spreads and leads to brawny induration of the akin of 
the cheek. Occasionally it heals spontaneously, but more frequently it 
perforates the cheek or spreads to the tongue, chin, jawbone or eyelid 
and eye. 

Cancrum oris is accompanied by severe constitutional symptoms, the 
patient being prostrated with a high temperature and rapid pulse; diarrhoea 
or broncho-pneumonia frequently follows, and death generally occurs between 
seven and ten days on the onset. 

Treatment.—The only adequate treatment for cancrum oris in children 
is to destroy the diseased part as completely as possible with the cautery. 
For the treatment of agranulocytosis vide p. 801. 


THRUSH 


Etiology.—Thrush is most common in weak, emaciated infants with 
gastro-intestinal symptoms, who have been fed with an unsuitable diet, 
and whose mouths have not been kept clean. Acid fermentation of food 
remnants leads to catarrhal stomatitis, and this is likely to be followed by 
thrush. Thrush occurs in epidemic form in badly-managed institutions, being 
spread by dirty feeding-bottles. The disease may also occur in enfeebled 
adults in the late stages of tuberculosis, cancer and diabetes, and in severe 
febrile infections. 

Pathology.—Thrush is caused by infection with Ozdewm albicans—a 
fungus, the filaments of which form a dense felt-work in the superficial 
epithelial layer of the mucous membrane. 

Symptoms.—Thrush generally appears first on the tongue, and then on 
the cheeks, lips, hard palate, tonsils and pharynx. In rare cases the entire 
buccal mucous membrane is covered, and the infection may even spread to 
‘the vocal cords, esophagus and stomach. It begins as slightly raised, pearl- 
white spots, which gradually grow and then coalesce. The white material 
can be readily detached, leaving either intact mucous membrane, or, in more 
severe cases, a bleeding and ulcerated surface. 

Diagnosis.—Adherent milk curds may superficially simulate thrush. 
In aphthous stomatitis the white patches are at first vesicles and then 
definite ulcers, and salivation is present in contrast to the dry mouth 
in thrush. A definite diagnosis can be made only with the aid of the 
microscope. 

Treatment.—Thrush should be prevented by keeping the mouth clean 
and babies’ bottles sterilised. It is important to improve the patient’s general 
health as well as to give local treatment. The mouth should be washed with 
sodium sulphite solution (60 grs. to 1 fl. oz.), after which the fungus can be 
easily scraped off. 
Artuur F. Horst. 
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DISEASES OF THE SALIVARY GLANDS 


PTYALISM 


fEtiology.—The flow of saliva is increased by reflexes originating in the 
mouth and also in more distant situations. Thus all pathological conditions 
in the mouth and its neighbourhood, such as stomatitis, epithelioma of the 
tongue and carious teeth, especially if associated with pain, are accompanied 
by salivation. Trigeminal neuralgia, whatever its cause, is frequently associ- 
ated with a reflex flow of saliva. Mechanical irritation of the cesophagus 
caused by the passage of a tube into the stomach or by the impaction of a 
foreign body causes salivation, which is a common symptom in achalasia of 
the cardia and in simple and malignant ulceration of the esophagus. Reflex 
salivation is the cause of waterbrash associated with the hyperchlorhydria 
of duodenal ulcer. 

The salivation which may occur during menstruation and in the early 
months of pregnancy is also probably reflex in origin. Salivation is a common 
and sometimes very distressing symptom of paralysis agitans and post- 
encephalitic parkinsonism. Ptyalism may result from excessive smoking. It 
is also caused by the specific stimulating action of certain drugs, such as 
pilocarpine, and by drugs such as the iodides and mercury, which are partially 
excreted by the salivary glands. 

Salivation due to any of the causes already described may be exaggerated 
or perpetuated by auto-suggestion (hysterical ptyalism). 

Symptoms.—Every time saliva is swallowed some air passes with it into 
the stomach, which may therefore become distended with swallowed air. 
In neurotic individuals with ptyalism a spitting or swallowing tic may develop ; 
the latter is always accompanied by aérophagy and the patient consequently 
complains of severe flatulence (p. 574). Excessive salivation may also cause 
waterbrash (p. 572). 

Treatment.—In order to cure ptyalism the primary cause must be dis- 
covered and removed. As purely symptomatic treatment, belladonna should 
be given: 5 minims of the tincture, taken three times a day, half an hour before 
meals, is sufficient in the majority of cases, but occasionally much larger doses 
are required. The drug has the additional advantage of diminishing the 
secretion of gastric juice when gastric hypersecretion is the primary cause. 
Hysterical ptyalism can be cured by psychotherapy. 


XEROSTOMIA 


fEtiology.—The dry mouth, which is constantly present in fevers, 
is due mainly to deficiency in the psychical, chemical und mechanical stimuli 
to salivary secretion. The associated toxemia probably also exerts some 
direct inhibitory action on the gland-cells. Depressing emotions and the 
loss or perversion of taste, which may occur when the tongue is furred, result 
in diminution in the psychical secretion. The paralysis of tha secretory 
nerve-endings produced by belladonna, stramonium and their alkaloids 
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sets the limit to the dose of these drugs which can be administered. The 
secretion of saliva is also diminished when excessive quantities of fluid are 
lost by other channels, as in severe diarrhoea. Diseases of the salivary glands 
themselves, such as mumps, result in diminished secretion. Severe xcrostomia 
occasionally develops without any obvious cause. Xcrostomia is also a 
common result of sleeping with the mouth open. 

Symptoms.—Deficient secretion of saliva causes the mouth to become dry 
and septic, as particles of food remain between the teeth, where they undergo 
bacterial decomposition. The tongue is furred and there is often an unp!easant 
taste in the mouth. It is difficult to chew food sufficiently, and the appetite is 
impaired as a result of the condition of the mouth and the difficulty in tasting. 
The insufficiently chewed food is likely to irritate the stomach. In severe 
cases dysphagia occurs and speech becomes difficult. The loss of the digestion 
of starch by the ptyalin of the saliva is of no importance owing to the amylo- 
lytic activity of the pancreatic juice. 

Treatment.—A diet should be chosen which stimulates the flow of saliva ; 
acids are most active, then salt and bitters, whilst sweet substances have 
very little action. The food should be given in as appetising a form as possible 
and masticated very thoroughly. If the saliva is only slightly deficient, 
dry biscuits should be taken at each meal. The taste of a bitter mixture 
taken immediately before meals may directly stimulate the flow of saliva, 
and pilocarpine may be tried, but it is rarely of much use, as a dose sufficiently 
large to increase the flow of saliva generally produces unpleasant symptoms, 
such as excessive sweating. It is, however, valuable in the treatment of 
paralysis agitans and post-encephalitic parkinsonism, as it counteracts the 
xerostomia (and also the paralysis of the intrinsic eye muscles) often caused 
by hyoscine and stramonium, without diminishing their effect on the tremor 
of paralysis agitans and the rigidity following encephalitis. Great care should 
be taken to keep the tecth clean, and the mouth should be washed after cach 
meal, 


SPECIFIC PAROTITIS (MUMPS)—(see p. 163) 


PAROTITIS 


“:tiology.—Parotitis is almost always due to infection ascending 
Stenson’s duct from the mouth. This is particularly apt to occur in the 
acute parotitis that not infrequently follows operations on the alimentary 
tract, when the mouth has become septic owing to dehydration, the absence 
of chewing and normal salivation. It may follow obstruction by a stone in 
Stenson’s duct. Subacute parotitis commonly occurs without obvious cause 
in persons with healthy mouths. Infection presumably ascends in these 
cases from the mouth, but may occur by direct spread from the tonsils, 
through the lymphatics draining an infected middle ear, or possibly by blood 
stream infection. This subacute or recurrent type of infection is relatively 
common in children and occurs more frequently in women than in men. 
An ascending infection may he limited to Stenson’s duct, not involving the 
gland itself, and therefore giving rise to a condition of sialodochitis. 

Symptoms.—In acute parotitis following operation both glands are 
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generally affected, except in mild cases when the condition is often unilateral. 
The glands are enlarged and tender, the skin over them stretched and shiny. 
In severe cases suppuration takes place, the neighbouring lymphatic glands 
enlarge, the temperature is high and constitutional symptoms are present. 
The mouth is dry and difficult to keep clean; the tongue is covered with a 
thick, dry fur. The mouth of Stenson’s duct is everted and forms a small, red 
nodule from which a bead of pus can sometimes be squeezed. In milder cases 
the inflammation gradually subsides ; rarely the condition becomes chronic, 
the parotid glands remaining permanently enlarged and secreting no saliva. 

In the subacute form swelling of one or both glands may occur on a single 
occasion or repeatedly at intervals of wecks or months, sometimes over a 
period of many years. The swelling usually lasts for several days, but may 
persist for months. Fluctuation in the size of the swelling takes place, an 
increase usually accompanying or following mastication. The inflamed gland 
is painful to touch and the overlying skin may be reddened and hot. orien 
pressure over the gland often causes expulsion of pus or turbid saliva from 
the reddened orifice of Stenson’s duct. In recurrent cases the saliva is clear 
and free from debris between attacks. X-ray examination of the ducts after 
injection of lipiodol frequently shows bead-like dilatation of the terminal acini. 
In severe cases there may be irregular dilatation of the main and branch ducts. 

Microscopical examination of the parotid saliva shows degenerated 
leucocytes, epithelial cell debris, and organisms. Streptococci and pneu- 
mococcl are most commonly found. 

Treatment.—The mouth should be kept clean with the greatest care 
and the flow of saliva promoted by means of chewing gum. In the acute 
cases, if suppuration occurs, the gland must be incised. In subacute cases, 
firm massage over the partoid swelling from the ear towards the angle of the 
mouth, especially at meal times, assists drainage. Local application of 
heat relieves pain and congestion. In chronic cases, the injection of 1 per cent. 
mercurochrome into the duct has proved helpful. Deep X-rays are also of 
value in chronic cases, but should be employed with care in the case of 
children. 


NON-INFECTIVE RECURRENT SWELLING OF THE PAROTID 
GLANDS! 


Etiology.—This condition may occur at all ages. Its pathogenesis is 
unknown, but the frequent association with conditions, such as asthma, 
hay-fever and eczema, in the patient himself and in his relatives has led 
to the suggestion that in some cases an allergic process may be responsible. 
This theory is supported by the presence of eosinophil cells in the parotid 
saliva of some cases. 

Symptoms.—Eating may precipitate attacks, especially when the food 
is acid in character, and in some patients the parotid glands become swollen 
whenever they take food over a period of years. Exposure to cold sometimes 
has the same effect. The swellings are more often bilateral than unilateral. 
They develop rapidly and are present for a short time only, often subsiding 
within half an hour and seldom persisting for more than 24 hours. Single 
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isolated attacks may occur, but owing to their brief duration and the absence 
of after-effects such cases are seldom seen, and cases presenting themselves for 
treatment are usually recurrent. Signs of inflammation are absent, the 
parotid saliva contains no pus, and the swellings are seldom painful. 

In some patients it is impossible to obtain saliva by pressure during 
attacks. In others the saliva differs from normal parotid saliva, as it contains 
globules of jelly-like mucus which obstruct Stenson’s duct and may be 
expressed from it, to be followed by a flow of 2 or 3 c.c. of clear saliva. It 
is in this type of case that eosinophil cells are sometimes observed both in 
the mucous plugs and the pent-up saliva; the saliva is always sterile, but 
secondary infection may occur. 

Sialography often reveals no abnormality, but it may show changes 
resembling those seen in the infected cases. Gross fusiform dilatations of 
the main and branch ducts are found in long-standing cases of mucous 
obstruction. Infective parotitis, and a stone in Stenson’s duct, a rare con- 
dition, must be excluded before a definite diagnosis is made. 

Treatment.—Massage over the gland is of value, especially when mucous 
obstruction is present. In some cases injection of adrenaline subcutaneously 
leads to subsidence of the swelling. 


UVEO-PAROTID SYNDROME (HEERFORDT’S DISEASE)? 


Definition.—Heerfordt drew attention in 1909 to the association of 
enlargement of the parotid glands with uveitis and facial paralysis, sometimes 
with lesions of other cranial nerves and a slight intermittent pyrexia. 

Pathology.—The uveo-parotid syndrome is probably a special expression 
of that form of reticulo-endotheliosis, known as sarcoidosis. Cases have been 
described in which the uveo-parotid syndrome has been found associated 
with the skin, pulmonary and bone lesions characteristic of sarcoid. The 
tuberculin skin reaction 1s frequently negative, but a number of cases have 
come to autopsy in which miliary tuberculosis has been the cause of death. 
Sections of the parotid gland and iris removed during life show granulation 
tissue of fibrosing type with epithelioid and giant cells but little or no tendency 
towards caseation. The appearance of the nodules which occur on the iris 
in about a third of the cases is said to be characteristic of tuberculosis if 
syphilis and leprosy are excluded. It seems certain that at least one group 
of these cases is definitely tuberculous. 

Symptoms.—The essential features are swelling of the parotid glands and 
inflammation of the uveal tract. In about half the cases there is in addition 
facial paralysis on one or both sides. Swelling of the lachrymal, submaxillary 
or sublingual glands is sometimes present, lymph glands may be generally 
enlarged, and the spleen may be palpable. Peripheral neuritis with loss of 
vibration sense, parssthesia, anesthesia, weakness of the limbs, and absent 
knee and ankle jerks, and paralysis of the cranial nerves other than the seventh 
have been described. Some fever is frequently present. 

The parotid swellings are almost invariably bilateral, though one side 
may precede the other. They are firm and painless, often nodular, and 
sometimes confined to one part of the gland. They do not vary in size with 
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the secretion of saliva. The orifices of Stenson’s ducts and the sialographic 
appearance of the ducts are normal. The parotid saliva is clear, but may be 
diminished, leading to dryness of the mouth. The uveal lesions most com- 
monly take the form of iridocyclitis, but choroido-retinitis and optic neuritis 
may be present; vitreous hemorrhages have been described, and glaucoma 
and cataract may develop. Skin lesions, including erythematous rashes, 
indurated erythematous patches on the extremities, and erythema nodosum 
occur in approximately 20 per cent. of cases; some of these lesions are 
almost certainly due to skin sarcoid. 

Diagnosis.—In the presence of bilateral uveitis, with swelling of one or . 
both parotid glands, the diagnosis is not difficult. In some cases, however, 
the uveitis or parotid swellings may precede one another by an interval of 
some weeks. In the latter case subacute parotitis can be excluded by the 
absence of tenderness over the gland and of pus cells in the parotid saliva. 
Cases in which there is swelling of the lachrymal glands fall into the group 
included in the Mikulicz syndrome. A radiograph of the thorax occasionall 
reveals evidence of tuberculosis, or the nodular deposits of sarcoid. The small 
bones of the hand may also show the radiological appearance (“ shot holes ”’) 
of the latter. 

Prognosis.—The parotid swelling, uveitis and nerve palsies usually 
undergo apparently spontaneous cure in the course of some months or even 
after a period of two years. Recurrences may occur, either of the original 
lesion, of sarcoid elsewhere in the body, or of frank tuberculous infection. 
The uveitis is often followed by the development of posterior synechie, and 
vitreous opacities giving rise to impairment of vision are not uncommon. 
The facial palsy almost invariably recovers completely. In a small proportion 
of cases death resulted from tuberculosis. 

Treatment.—General treatment as for tuberculosis, and the usual treat- 
ment of uveitis should be adopted. Tuberculin injections are dangerous on 
account of the severe focal reactions that may follow. Deep X-ray treatment 
of the parotid glands has been employed successfully. 


Artur F. Hurst. 


DISEASES OF THE TONSILS 
ACUTE TONSILLITIS 


Tonsillitis has been classified as superficial, follicular or lacunar, and paren- 
chymatous, according to the degree in which the various parts of the gland 
bear the brunt of the inflammation; the distinction, however, is not a 
definite one, as the entire organ is necessarily inflamed. 

Etiology.—The disease is rare in children below the age of 5 or 6, and after 
middle age ; and it is commonest in spring and autumn. It is predisposed to 
by general ill-health, overwork and a polluted atmosphere; the escape of 
sewer-gas from defective drains is a probable cause, and the infection may be 
carried by water or milk. It occurs as a regular symptom of scarlet fever, 
measles and diphtheria. There is a very close connection between rheu- 
matism and tonsillitis, and it was formerly believed that tonaillitis was of 
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rheumatic origin; but it is now generally recognised that both acute rheumatic 
fever and chronic rheumatic pains in joints and muscles are frequently 
caused by septic infection through the tonsils. Unhealthy conditions of the 
tonsils due to previous inflammation strongly predispose to further attacks 
by causing adhesions in the crypts or supratonsillar foss@, and between the 
tonsils and the pillars and plicse, thus promoting the retention of secretion ; 
previous partial removal acts in the same way. 

Symptoms.—The symptoms are those of a feverish attack, together with 
a sore throat ; the former often appears before the latter, and only examination 
of the throat reveals the cause of the disturbance. The temperature may rise 
to 103° or 105° F., and there is a variable degree of malaise, backache, head- 
ache and pain in the limbs. ‘The soreness of the throat radiates to the ear, 
and is increased by attempts to swallow ; the voice becomes thick, the breath 
foul, and the submaxillary and upper cervical glands are tender and swollen. 

The tonsils are swollen, and their purple-red colour extends to the pharynx, 
palate and uvula—the latter frequently being cedematous. The surface of 
the tonsils is usually spotted over with yellowish masses of secretion which 
have exuded from the crypts; sometimes this secretion becomes confluent 
on the tonsils and occasionally, though rarely, it spreads beyond their 
surface—it is soft and readily wiped away. ‘The tongue is coated, and the 
fauces covered with tenacious mucus. There is usually constipation, and 
the urine is scanty and high-coloured, but not ordinarily albuminous. Albu- 
minuria is, however, an occasional complication, as are pericarditis, endo- 
carditis and suppurative otitis media. 

Diagnosis.—The diagnosis from diphtheria is important, and sometimes 
difficult. The latter is more gradual and asthenic in onset, with less pain, 
less fever and a more rapid pulse, and the urine frequently contains albumin. 
The membrane of diphtheria is greyish-white rather than yellowish, and 
frequently spreads to the pillars and soft palate; whereas the exudation of 
tonsillitis rarely spreads, and never to any great extent, beyond the surface 
of the tonsils. The diphtheritic membrane is adherent and, when detached, 
leaves a raw bleeding surface, while that of tonsillitis is readily removed and 
more often discrete. In cases of doubt a bacteriological examination should 
always be made, and an injection of antitoxin should be given while waiting 
for the result. 

Treatment.—The patient should be kept in bed in a warm well-ventilated 
room, an initial dose of calomel, 2 to 4 grains, should be administered and 
followed by a saline aperient. Externally, warmth is usually more comfort- 
ing than cold, and a hot fomentation applied to the neck and covered by a 
large pad of cotton-wool gives some relief. Internally, especially if the 
fauces are clogged with tenacious mucus, a warm alkaline lotion, such as 
Dobell’s solution (see p. 1086), may be used with advantage, either by means 
of a SS or a rubber ball-syringe ; but, if the inflammation is so severe 
that the patient is unable to open the mouth without pain, the lotion should 
only be used as a mouth-wash ; gargling is, of course, only possible in mild 
cases. Lozenges containing potassium chlorate, guaiacum or formalin may be 
employed. Of internal medication, sodium salicylate holds the favourite 
place in doses of 15 grains every 3 hours, and later three times a day; or 
aspirin, 10 grains, may be used instead; potassium chlorate in 15-grain 
doses, three or four times daily, appears to be helpful, especially in the 
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follicular variety; and guaiacum, in the form of mistura guaiaci, was at 
one time in high repute. The patient must be encouraged to absorb as much 
nourishment as his dysphagia permits, and he will usually find that soft semi- 
solids are easier to swallow than liquids; there is room for ingenuity and 
resource in the provision of a suitable diet, such as junket, baked custard, 
ice-cream, meat jellies and soups thickened with corn-flour or arrowroot. 
An iron and quinine mixture may be given when the acute symptoms have 
subsided. 


PERITONSILLAR ABSCESS OR QUINSY 


ZEtiology.—This is an acute affection due to the formation of an abscess 
outside the tonsil caused by septic secretions in the supratonsillar fossa or in 
the depths of a crypt bursting through the thin capsule of the tonsil into the 
surrounding loose areolar tissue. This process is favoured by adhesions 
obstructing the mouth of the supratonsillar fossa or the crypts, and. therefore, 

revious tonsillitis and imperfect surgical removal are predisposing causes. 
he abscess is usually situated above and external to the tonsil, but in rare 
cases is behind it. 

Symptoms.—The affection is unilateral; but sometimes the opposite 
side is attacked as the first recovers. It begins with a feeling of malaiae, 
fever, often a rigor, and severe pain radiating from one side of the throat up to 
the ear and into the neck; the cervical glands ure enlarged and tender, and 
the neck stiff. Dysphagia is intense, the tongue thickly coated, and the 
breath foul. The mouth cannot be opened widely, and a good light is re- 
quired for examination, when the typical large deep-red swelling is to be seen 
bulging one side of the soft palate. Pus forms in 2 to 4 days and, if left alone, 
will eventually burst, usually through the soft palate; relief is then imme- 
diate, but occasionally the opening closes prematurely and the abscess refills. 

Complications.—Although one of the most painful and distressing of acute 
diseases, complications are uncommon, and death is very rare ; it has occurred 
from rupture of the abscess, and inspiration of the pus, during sleep. Severe 
hemorrhage may take place after spontaneous or surgical evacuation of the 
abscess when, as the blood may come from the internal carotid or from a 
branch of the external carotid artery, ligature of the common carotid 1s 
called for. The swelling has been known to spread to the larynx, and to 
necessitate tracheotomy. Suppuration of the cervical glands is a rare com- 
plication, as are pneumonia, septicemia and pyemia. | 

Treatment.—The general treatment is the same as that of severe acute 
tonsillitis, and the pain sometimes calls for an occasional injection of morphine. 
Pus is probably present as soon as the swelling has assumed a well-defined 
sounded’ form, still more so if there is a boggy area inthe centre. The abscess 
should be opened without delay, for this cuts short the attack and diminishes 
the risk of complications; but it does not always give immediate complete 
relief when there is marked cellulitis of the surrounding tissues. After the 
application of cocaine, a narrow sharp-pointed knife is introduced with the 
cutting edge upwards and the blade held in the sagittal plane; it is made to 

uncture the swelling at its most prominent part, and to enlarge the incision 
y cutting upwards as it is withdrawn. The knife should not be passed to a 
depth seeeoting about ? inch ; if pus is not struck, a sinus-forceps is intro- 
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duced into the wound and pushed backwards until the pus is found, when it 
is opened widely to assist the evacuation. After the disease has subsided, 
removal of the tonsil is advisable, in order to prevent recurrence. 


CHRONIC TONSILLITIS 


Chronic inflammation of the tonsils may, from the clinical point of 
view, be divided into two groups: Chronic Parenchymatous Tonsillitis or 
“* enlarged tonsils,” and Chronic Follicular Tonsillitis. 


CHRONIC PARENCHYMATOUS TONSILLITIS 


Enlarged tonsils in children are nearly always associated with adenoids ; 
but adenoids are often found in children whose tonsils are not enlarged. 

ZEtiology.—This is similar to that of adenoids. The condition occurs 
chiefly in children between the ages of 5 and 15; but it frequently persists 
into adult life, although normal healthy tonsils atrophy about puberty and 
hypertrophy seldom takes place de novo after that age. The affection may 
be the result of repeated colds or a sequela of scarlet fever, diphtheria, measles 
or whooping-cough. 

Symptoms. —The symptoms are not easy to separate from those caused 
by the concomitant adenoids, but it is certain that chronic inflammation of 
the tonsils can affect the ears, and that gastro-intestinal disturbances and 
appendicitis are produced by the septic secretion squeezed out of the tonsils 
during deglutition. Recurrent attacks of acute tonsillitis are common; and 
the cervical glands are frequently enlarged, may break down and suppurate, 
or may become tuberculous. 

The objective appearances are very various, and it is extremely difficult 
to estimate the healthiness of a tonsil by inspection. Slightly enlarged 
tonsils may be prominent and may readily meet on gagging, while big tonsils 
are often largely buried in the palate or hidden beneath the plica triangularis 
—in which case a bulging can be seen at the side of the soft palate correspond- 
ing to the site of the upper pole. 

Treatment.—For children with slight degrees of tonsillar hypertrophy, 
palliative measures may be tried ; an open-air, country life, preferably at the 
seaside, with cod-liver oil, malt, or iodide of iron, and a nasal lotion for the 

accompanying adenoids ; paints are of doubtful utility, Mandl’s solution 
(iodine, grs. 6, potassium iodide, grs. 12, peppermint oil, min. 3, glycerin, 
1 fl. 02.) is perhaps the best. 

The tonsils should be removed when there have been repeated attacks of 
tonsillitis, after a quinsy, with any affection of the middle ear, when there 
is chronic enlargement of the cervical glands, and when rheumatic fever or 
chorea has occurred. When chronic cervical adenitis is present, and is not 
due to some other obvious cause, such as pediculosis or dental caries, the 
tonsils should be removed whether they appear diseased or not; in these 
cases about one-third of the tonsils are tuberculous, and this latent tuber- 
culosis cannot be recognised by inspection, many of these tonsils, indeed, 
being quite small. 

The reader is referred to surgical works for details of the operation, but 
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it may be said here that, if a tonsil requires removal, it must be removed 
completely in its capsule, for the deeper portion of a diseased tonsil is quite 
as unhealthy as the superficial; trouble in the remaining portion is very 
common, and the previous operation only adds to the surgeon’s difficulties. 
In cases where operation is inadmissible, the tonsils may in adults be treated 
by diathermy, or by application of a caustic, “‘ London Paste,” which consists 
of equal parts of caustic potash and unslaked lime made up into a stiff paste 
with absolute alcohol. A general anesthetic is not required, but repeated 
treatments are necessary, which are not free from pain, and all the tonsillar 
tissue can only be extirpated by unusual perseverance. 


CyHronic Fo.uicutAR TONSILLITIS 


In older subjects, when fibrosis has followed the hypertrophy, the stenosed 
crypts become filled with yellowish-white caseous masses. The patient 
complains of an offensive taste, foul breath, often of recurrent attacks of sore 
throat, and of gastric disturbances. Not infrequently various forms of chronic 
toxemia, such as fibrositis or osteo-arthritis, are induced by absorption from 
these septic foci. In many cases the tonsils are quite small; they may look 
healthy, but pus can be squeezed out of the crypts on applying pressure at 
the anterior pillar by means of a flat instrument. 

Treatment.—The treatment in the more marked cases is removal. There 
are, however, a good many patients who have only a few unhealthy crypts in 
the tonsils ; these may often be cured by passing a fine galvano-cautery point 
down to the fundus, several applications being usually necessary. The patient 
may also be shown how to clean out the secretion with a cotton-wool mop on 
a sare wooden applicator, and to paint the inside of the crypt with Mandl’s 
solution. 


VINCENT’S ANGINA 


fEtiology.—This affection is believed to be due to two organisms, the 
bacillus and spirillum of Vincent growing in symbiosis ; these organisms may 
be found in many ulcerative conditions of the mouth and throat, but their con- 
stant presence in this affection points to their specific character. The invasion 
of the throat is frequently secondary to periodontal infection of the gums. 
It occurs especially in debilitated persons and under insanitary conditions 
and, though rather rare in civil life, was common during the War of 1914- 
1918 in some camps and barracks. 

Symptoms.—The attack begins insidiously, with malaise, general pains 
and a temperature of 100° to 101° F. The pain in the throat is slight, but the 
glands on the affected side become enlarged and tender, and the breath is 
usually offensive. The affection is nearly always unilateral. 

At first there is a patch of soft, yellowish detachable membrane on the 
affected tonsil which, in a day or two, comes partially away, exposing an ulcer 
with a well-defined margin. By the end of a week the membrane ceases to 
form, and the ulcer begins to heal. The ulceration may be quite deep in 
severe cases, but is ordinarily limited to the tonsil, and very seldom spreads 
to any distance from it. 

Complications are very rare. 
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Diagnosis.—The disease is particularly interesting by reason of its 
liability to imitate diphtheria in its early stage, and syphilitic ulceration later. 
In both cases the discovery of numerous spirilla and fusiform bacilli in smear- 
preparations—they are difficult to cultivate—will help the physician to the 
correct diagnosis ; but these organisms may also be found in tertiary ulcera- 
tion, and the Wassermann reaction is occasionally positive in Vincent’s 
angina. The subacute onset, the raised temperature and the tenderness of 
the glands aid the differentiation from syphilis; and from diphtheria the 
milder constitutional symptoms, the extremely localised lesion, the soft friable 
character of the membrane and the absence of the Klebs-Loeffler bacillus. 

Prognosis.—Death hardly ever occurs. 

Treatment.—Topical application of weak solution of iodine was recom- 
mended by Vincent. Liquor arsenicalis and vinum ipecacuanhe in equal 
parts, or neoarsphenamine in the strength of 20 grains to the ounce, are 
effective ; these should be firmly applied on a swab, with due regard to their 
poisonous nature. Intravenous administration of one of the arsphenamine 
group of drugs is a valuable measure in the more severe cases. Attention 
should be paid to the condition of the gums and teeth. 


HAROLD S. BARWELL. 


DISEASES OF THE PHARYNX 
DIVERTICULA (see p. 550) 
ACUTE CATARRHAL PHARYNGITIS 


This is not a very well-defined affection, and is usually accompanied by 
acute rhinitis on the one hand, and by laryngitis on the other; the tonsils 
also often participate in the inflammation. 

fEtiology.—The affection is generally due to catching cold; it is also 
caused by traumatism of any kind and by the irritation of hot fluids, corrosives 
or chemical vapours, and it forms a part of various acute infectious fevers, such 
as measles, German measles, scarlet fever, influenza and typhoid. 

Symptoms.—The discomfort varies from a tickling sensation, or the feeling 
of a lump in the throat, to severe dysphagia. The voice is husky and thick, 
and the cervical glands tender and somewhat enlarged. There is slight fever 
and general malaise. 

The pharynx is to a varying degree red and swollen, especially at the sides 
behind the posterior faucial pillars, where the swelling forms the so-called 
“lateral bands.” The palate is swollen and relaxed, and the uvula elon- 
gated. The posterior wall is often covered by a film of tenacious mucus. 

Treatment.—The patient should stay in a warm room and avoid the irrita- 
tion of smoking, talking, alcohol or irritating foods. Calomel, 2 to 4 grains 
should be given, and followed by a saline aperient. Aspirin, or sodium 
salicylate, is helpful, and, as the naso-pharynx is involved, the nose should be 
syringed with a warm saline lotion which may also be applied to the pharynx 
as @ spray. 
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ACUTE SEPTIC PHARYNGITIS 


This term includes a series of severe infective inflammations, erysipelas 
of the throat, oedematous, phlegmonous and gangrenous pharyngitis and 
laryngitis, and angina Ludovici. Any classification must necessarily be a 
clinical one, based on the severity of the symptoms and their localisation, 
for they can be produced by a variety of micro-organisms, though they are 
usually caused by a streptococcus. These severe inflammations are for- 
tunately uncommon, and most often, though by no means invariably, occur 
in debilitated or alcoholic persons. 

Symptoms.—These vary greatly with the severity of the infection, which 
ranges from a mild inflammation to the most severe septic intoxication. 
They include malaise, sore throat, dysphagia, hoarseness and dyspnoea. The 
temperature in some cases rises to 105° or 106° F. ; but in many of the worst 
cases it is hardly raised at all, and may be subnormal. Pleurisy, pneumonia 
and pericarditis may ensue, or death may result from asphyxia; but the 
worst cases die from general toxemia and heart failure, even within 24 hours 
of the onset of the disease. 

The objective appearances, also, are very vuriable. The pharynx and 
palate are of a deep purplish-red, and there may be sloughy patches or pseudo- 
membrane. The entire mucosa may be enormously swollen, and the oedema 
may involve the upper aperture of the larynx and produce asphyxia. The 
sublingual region is sometimes occupied by a peculiar brawny swelling, of 
a hardness like wood, which spreads downwards into the neck to a variable 
extent, and is known as “ angina Ludovici.”’ 

Treatment.—The patient must be in bed and well nursed, and every care 
must be used to ensure that he takes as much nourishment as possible. Poly- 
valent anti-streptococcic serum is sometimes very successful, and should be 
given early in a large dose (40 to 50 c.c.). Hot fomentations to the neck 
and inhalations of steam are comforting. Cidema of the upper aperture 
of the larynx should be treated promptly by scarification; free incisions 
should be made with a curved bistoury guided by the finger, and tracheotomy 
under local anzsthesia must not be delayed, if dyspnoea be severe or not 
relieved by scarification. For angina Ludovici a deep incision should be 
made in the middle line, as all anatomical landmarks have disappeared, 
and an attempt should be made to find pus with the finger or a director. 
Sulphanilamide, or one of its congeners, is now indicated in this as in other 
forms of streptococcal infection. 


RETRO-PHARYNGEAL ABSCESS 


There are two forms—(1) Acute, and (2) chronic. 

1. The acute form occurs in children up to the age of 3 or 4, but is far 
more frequently met with in the first 12 months. It is due to suppuration 
in the prevertebral glands, situated behind the posterior pharyngeal wall, 
which retrogress and disappear in later life. The abscess results from 
absorption of sepsis from the nares, naso-pharynx, or fauces, and is some- 
times secondary to an infectious fever. 
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Though rare, the condition is an important one, for it may easily remain 
unrecognised in a young infant, and it is usually fatal if left unopened. The 
symptoms are fever and restlessness, a hoarse cry and croupy cough, with 
difficulty in swallowing and dyspnea. Such symptoms should arouse a 
suspicion of retro-pharyngeal abscess, which may be seen on inspection as a 
rounded swelling of the posterior pharyngeal wall. The abscess is often very 
large, and must be freely opened in such a way as to avoid aspiration of the 
pus, without an anesthetic, and with the child firmly held, either on the 
side with the face directed somewhat downwards, or on the back with the head 
hanging almost vertically. Recovery is rapid, and no after-treatment is 
required beyond attention to the enfeebled general health. 

2. The chronic form, also, is found most frequently in children, but 
generally after the third year. It is of tuberculous origin, and is due either 
to tuberculosis of the prevertebral glands, or to caries of the cervical spine. 
The latter should be carefully excluded, for this abscess should on no account 
be opened through the mouth, as septic infection of the diseased bone will 
occur. The chronic glandular abscess, however, may be successfully opened 
and curetted by this route, though some surgeons prefer to treat them all 
by an incision behind the sterno-mastoid. 


CHRONIC PHARYNGITIS 


(PHARYNGEAL HYPERASTHESIA) 


The symptoms of discomfort in the throat in the conditions grouped as 
chronic pharyngitis bear little relationship to the intensity of the changes 
seen on examination. Many people, especially heavy smokers, complain of 
no discomfort, in spite of showing decided chronic inflammation ; whereas 
others, in particular dyspeptic or anzemic women or those at the menopause, 
suffer great discomfort, with no apparent local abnormality. Indeed, in 
‘many cases the condition is better described as pharyngeal hyperssthesia. 

fEtiology.—The causes of chronic pharyngitis are most often found in 
nasal disease, which produces inflammation of the pharynx by causing mouth- 
breathing, and by the irritation of discharges; incorrect production of the 
voice is an important factor which is often in its turn dependent on nasal 
obstruction. Unhealthy conditions of the teeth or tonsils are further causes, 
as are the inhalation of irritating dust and vapours in various occupations, 
tobacco smoke and over-indulgence in alcohol. A long list of constitutional 
affections is active in the etiology, such as gout, rheumatism, dyspepsia, 
anemia, cardiac disease, cirrhosis of the liver, chronic bronchitis and pul- 
monary phthisis. 

Symptoms.—The discomfort may take the form of aching, fullness, or 
feeling of a lump, a hair, or a pricking. The voice has a dead tone, and there 
is usually much hawking and frequent swallowing. The sufferer often be- 
comes depressed, and fears that he has cancer of the throat. The unpleasant 
sensations are markedly lessened after a meal. 

The mucosa of the pharynx and palate is thickened, and there is a loss 
of the finer modelling of the faucial pillars; the uvula is elongated, often 
slightly edematous at its edges and tip, and fails to retract on phonation. 
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The posterior wall is covered by a film of mucus, which puckers up and be- 
comes more obvious on touching it with a probe or swab. The wall of the 
pharynx is traversed by enlarged venules, and sometimes it is set with slightly 
raised pink lenticular nodules of lymphoid tissue, constituting a variety 
known as granular pharyngitis. In other cases two elongated masses of 
lymphoid tissue appear behind and parallel to the posterior pillars ; these 
are the “ lateral bands,” and this form is called lateral pharyngitis. Pharyngitis 
stcca is a dry glazed condition usually dependent on rhinitis sicca or atrophic 
rhinitis, and occasionally the crust formation of the latter disease extends to 
the pharynx, causing a genuine atrophic pharyngitis. 

Treatment.—The most important part of the treatment consists in the 
detection and alleviation of the cause, and should begin with a careful exam- 
ination of the nasal passages. Cases of pharyngeal hyperssthesia without 
obvious local changes are often harmed, rather than helped, by local treat- 
ment which directs attention to their trouble. Tobacco should be given 
up, and alcohol in concentrated forms, indeed the latter should be abandoned 
completely in plethoric patients and where the pharynx is congested ; condi- 
ments and highly seasoned food should be avoided ; this type of patient is 
benefited by a morning dose of sulphate of soda or magnesia, a teaspoonful 
in a glass of hot water while dressing, or by one of the natural mineral waters. 
When the pharynx js dry, or covered with tenacious mucus, an expectorant 
mixture gives relief, such as tinctura ipecacuanhe, min. 12, vinum anti- 
moniale, min. 5, potassium iodide, grs. 3, syrup of tolu, min. 60, water, 1 fl. oz., 
three times a day. The throat may be sprayed with a warm alkaline saline 
lotion, and the same may be, with greater advantage, syringed through the 
nostrils. Of local applications in the form of paints, iodine is the most 
generally useful, and may be applied daily by the patient as Mand1’s solution ; 
lodine, grs. 6, potassium iodide, grs. 12, peppermint oil, min. 3, glycerin, 
1 fl. oz. ; a 5 to 10 per cent. solution of resorcin in glycerin may be employed, 
or, if a more astringent effect is desired, iron-alum gr. 60, in glycerin, 1 fl. oz. ; 
or the physician may himself apply, once or twice a week, nitrate of silver, 
grs. 10 to 30 to the ounce of water. In many cases, the galvano-cautery is of 
great value; it acts as a counter-irritant and astringent, and should be 
applied lightly and with caution. Prominent granulations may be destroyed 
and enlarged venules obliterated by this means, but deep eschars should not 
be produced, and only a few applications should be made at one sitting. 


KERATOSIS PHARYNGIS 


In this condition a number of sharply defined projecting white or yellow 
nodules occupy the surface of the tonsils ; they also occur, though less pro- 
fusely, scattered over the lingual and naso-pharyngeal tonsils and on any 
lymphoid granules in the pharynx. They occur at any age after childhood, 
and usually in persons in a poor state of health. The causation is unknown ; 
the nodules consist of heaped-up epithelium and detritus containing numerous 
micro-organisms of the kind ordinarily present in the mouth. They some- 
times disappear quickly, in other cases they remain for many months, or they 
may frequently recur. They produce no symptoms, or at most a slight dis- 
comfort, and are of interest chiefly because they are frequently mistaken 
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for the exudation of chronic follicular tonsillitis. Once seen they can, how- 
ever, be recognised at a glance, for they are hard and adherent, discrete and 

rominent, and occur beyond the limits of the tonsils, on the pharynx and 
bass of the tongue. They are usually discovered accidentally by the patient, 
who is naturally alarmed at their appearance. They are quite harmless, and 
local treatment is useless, for they are removed with difficulty and usually 
recur ; it is wise to reassure the patient by telling him these facts and, if any 
treatment be required, to trust to attention to the general health, a holiday 
and change of air. 


SYPHILIS 


The primary chancre occurs on the fauces, occasionally on the pillars, 
palate or pharyngeal wall, but usually on the tonsil. In this situation the 
disease is apt to pass unrecognised, for the symptoms are usually slight and 
the lesion masked by the general inflammation of the tonsil; the typical 
induration is often absent, but there is always a characteristic bubo behind 
the angle of the jaw. 


SECONDARY SYPHILIS 


Secondary manifestations in the fauces are a part of the normal course 
of the gencral disease and are intensely contagious. 

Symptoms.—The subjective disturbances are usually limited to dryness 
and discomfort. Objectively there are two types of lesion, erythema and 
mucous plaque. The former is a patchy, dusky red rash, with well-defined 
margins, somewhat symmetrical, and affecting especially the anterior pillars 
and soft palate. It is particularly associated with the early secondary symp- 
toms; whereas the mucous patch may be present at the same time or may 
be found later, together with tertiary manifestations. The mucous plaque 
occurs on the soft palate, tonsils and pillars; in appearance it is a dusky, 
slightly-raised patch, with a sharply defined red margin, the surface is covered 
by a delicate milky-white layer of superficial necrosis resembling a “ snail- 
eer ” or, if rather thicker, looking as if it had been touched with nitrate 
of silver. 

Diagnosis.—The appearances just described are so characteristic that 
they are of great help in the diagnosis of the general affection; if their 
nature should be misinterpreted, other secondary symptoms nearly always 
co-exist to establish the correct diagnosis. 

Treatment.—General treatment quickly cures these secondary lesions, 
though they may reappear during the first two or three years. Of local 
treatment, abstinence from tobacco and alcohol is important, as are the 
careful use of a tooth-brush after every meal and the employment of a mouth- 
wash, such as peroxide of hydrogen or potassium chlorate. 


TerRtTraRy SYPHILIS 


Tertvary lesions usually occur about the third or fourth year after infection 
but may rarely be found within a few months or may make their appearance 
at any later time throughout the patient’s life. 
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Symptoms.—Two principal forms may be described—(1) superficial 
ulcer, and (2) gumma. 

1. The superficial ulcer may attack any part of the fauces, the posterior 
wall, tonsils, pillars or palate, a favourite site being the junction of the uvula 
with the edge of the soft palate. It has a flat base, with a smooth yellowish 
necrotic surface and a well-defined red margin, devoid of swelling or infiltra- 
tion, and has a peculiar “ serpiginous”’ contour as though marked out by 
segments of a series of circles. 

2. A gumma is a localised infiltration which rapidly breaks down and 
exposes a deeply excavated circular ulcer covered with a thick yellow slough. 
One favourite site is on the posterior pharyngeal wall above the level of the 
palate, and another on the upper surface of the soft palate; in the latter 
situation nothing is seen from the mouth except a general dusky swelling 
of the palate until perforation suddenly occurs and irremediable damage 
has been done. After severe gummatous ulceration the resulting cicatricial 
contraction may bind the palate to the pharyngeal wall and partly or com- 
pletely shut off the naso-pharynx from the mouth. 

Of subjective symptoms, dysphagia may be very severe ; nasal obstruc- 
tion is present when the naso-pharynx is occluded by swelling or scarring ; 
the voice is altered to a dead tone when there is nasal obstruction, or to the 
characters of a cleft-palate articulation if a perforation of the palate has 
occurred. 

Diagnosis.—From an ulcerating malignant growth the diagnosis may be 
a matter of difficulty, especially as in syphilis the dysphagia may produce 
marked cachexia and loss of weight. The gummatous ulcer is excavated, 
covered by a dirty yellow adherent slough, its margin only moderately 
thickened, often overhanging, and surrounded by an area of deeply congested 
mucous membrane; the base of an epitheliomatous ulcer presents a nodular 
“ cauliflower ” aspect, and its edge is thick and everted ; palpation with the 
finger is of great value, for the peculiar hardness of an epithelioma is highly 
characteristic. The superficial tertiary ulcer is usually easily distinguished 
from lupus, the ulcerations of which are surrounded by and dotted over with 
the characteristic granules, and the lesions of which occur on a pale mucous 
membrane, while manifestations of lupus are to be found elsewhere. 
Tuberculous ulceration of the fauces is superficial, but is more intensely 
painful than the superficial syphilitic ulcer, and is a terminal event in 
advanced pulmonary tuberculosis. Vincent’s angina may closely resemble 
syphilitic ulceration of the tonsil, but is distinguishable by its more acute 
onset, raised temperature and tender glands. Actinomycosis, when it 
attacks the region of the tonsil, closely resembles an ulcerating gumma, 
especially as it improves under administration of iodides; the detection of 
the characteristic yellow granules will lead to their microscopical examination 
and recognition. 

Treatment.—The most energetic general treatment may be called for 
to prevent perforation of the palate or severe cicatricial deformity. Local 
treatment consists chiefly in the use of antiseptic mouth-washes and gargles. 
Orthocaine (orthoform) by insufflation is helpful when there is dysphagia. 
The daily application of 3 grains of calomel, sublimed by a spirit-lamp and 
insuffated from a glass tube, is to be recommended in severe cases of 
ulceration. 
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LUPUS AND TUBERCULOSIS 


Lupus occurs most frequently in young women. It usually shows evi- 
dence of having spread from the nasal passages, and attacks first the uvula 
and soft palate, whence it spreads to the faucial pillars. It appears as a 
patch made up of minute reddish nodules, each containing the typical 
‘ apple-jelly ”’ centre; the surrounding mucosa shows no sign of inflamma- 
tion. A progressive superficial ulceration gradually occurs, and may cause 
destruction of the uvula and part of the soft palate, while elsewhere scarring 
becomes evident and may anally result in considerable deformity. The 
subjective symptoms are limited to a feeling of stiffness and discomfort. 
The diagnosis is generally easy from the characteristic appearance, the 
chronicity, and the presence of lupus in the nares and on the sli. Syphilis 
is more rapid and does not spare the bony palate, which is never attacked 
by lupus. Lupus in the pharynx is far more amenable to treatment than in 
the nose, and may be expected to improveunder the general anti-tuberculous 
régime of good food and open air; arsenic in full doses is very valu- 
able, beginning with 5 minims of liquor arsenicalis three times a day, and 
increasing the dose gradually to 15 minims. Tuberculin has proved 
disappointing. Of local measures multiple puncture with a fine galvano- 
cautery point is most useful, and massive patches of infiltration may be 
curetted. 

Apart from the latent tuberculosis of the tonsils associated with cervical 
adenitis, which has been referred to under chronic tonsillitis, tuberculous 
disease of the pharynx is a rare affection ; it occurs as a late ‘and terminal 
complication z advanced consumption. The onset is acute; the affected 
parts, especially the soft palate and faucial pillars, are covered with numerous 
tiny grey tubercles on a bright red mucosa which soon break down to form 
multiple superficial ulcers with a flat greyish-yellow base. Pain is intense 
and swallowing becomes well-nigh impossible; treatment must be directed 
to alleviating the distress with insufflations of orthocaine, lozenges of cocaine 
or morphine, hypodermic injections of morphine or diamorphine, and saline 
and nutrient enemata. 


INNOCENT TUMOURS 


Pamillomata are fairly common on the uvula, soft palate and faucial 
pillars and tonsils. They are small pedunculated warty growths and are 
easily removed. A flat sessile papilloma in this region must be regarded 
with suspicion as a possible early epithelioma and should be promptly excised 
by an elliptical incision around the site of origin. 

Angiomata occur in the soft palate. Removal by the knife is a formidable 
matter and must be performed by incisions wide of the tumour. Diathermy 
excision, electrolysis, or cautery or diathermy puncture are preferable 
methods of treatment. 

Dermond cysts, teratomata and mixed tumours, resembling those found in 
the parotid, are occasionally observed. 
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MALIGNANT TUMOURS 


Epithelioma attacks the tonsils, soft palate or pharynx ; the lower pharynx 
behind the cricoid plate is often affected in females and at a younger age 
than is usual in cancer. Sarcoma usually originates in the tonsil and the 
cervical glands are secondarily involved, though generally somewhat late in 
the disease. In the earlier stages, malignant tumours of the tonsil resemble 
simple hypertrophy and may easily escape attention ; in many cases enlarge- 
ment of the cervical glands is the first symptom, and in such the tonsil 
should always be remembered as a possible site of the primary disease ; 
palpation with the finger is of great service in its detection, the firm hard 
feel of a tumour distinguishing it from simple enlargement. Very early 
malignant tumours of the tonsil and palate may be removed through the 
mouth, and tumours situated low down in the pharynx may be reached by 
the operation of lateral pharyngotomy. The cervical glands should be 
cleared out. The final results of surgical extirpation of cancer of the tonsil 
are very bad, and radiotherapy may now be said to offer a better prospect of 
cure, Of palliative measures, diathermy may be used to remove the mass of 
the tumour, check fungation, and relieve symptoms. Oral hygiene, including 
the removal of all unhealthy teeth, antiseptic sprays and insufflation of 
orthocaine and benzocaine (anesthesine) for dysphagia, will do much to 
relieve the severity of the symptoms. Palliative tracheotomy or gastrostomy, 
if required, should not be too long deferred. 

Haroitp 8. BarRwE Lu. 


DISEASES OF THE C&SOPHAGUS 


DYSPHAGIA 


Dysphagia, or difficulty in swallowing, is generally the first symptom 
in diseases of the cesophagus. Owing to the fixed position of the esophagus 
localisation of abnormal sensations is very accurate, and a patient generally 
points to the exact level of obstruction. In some cases, however, reflex 
achalasia or spasm occurs at the pharyngo-cesophageal sphincter simultane- 
ously, so that the patient experiences difficulty in initiating the act of swallow- 
ing as well as feeling the obstruction in the passage down the cesophagus 
caused by the primary disease. 

The causes of dysphagia can best be considered according to whether 
the difficulty is experienced at the upper extremity, near the middle, or at 
the lower extremity of the cesophagus ; the last is the most common. 

(a) Pharyngo-wsophageal dysphagia.—This is most commonly a result of 
neuro-muscular inco-ordination associated with atrophy of the glosso- 
pharyngeal mucous membrane and with anemia (Paterson’s syndrome). 
A similar inco-ordination is the cause of hysterical dysphagia, and difficulty 
in the initiation of the act of swallowing may occur in progressive bulbar 
paralysis, myasthenia gravis, and in the paralysis of the soft rei caused 
by diphtheritic neuritis. In comparatively raze cases epithelioma may 

I 


546 DISEASES OF THE DIGESTIVE SYSTEM 


develop in this situation, and still more rarely dysphagia at the upper end of 
the cesophagus is caused by a pouch. 

(b) Mid-wsophageal dysphagia.—This is almost always caused by epithe- 
lioma. External pressure by an aneurysm or mediastinal tumour rarely 
causes dysphagia. This is the situation of congenital strictures and strictures 
following injury caused by the impaction of foreign bodies, and I have seen 
mid-cesophageal strictures caused by cicatrisation of an ulcer following 
broncho-pneumonia and by syphilis. 

(c) Lower wsophageal dysphagia.—Dysphagia at the lower end of the 
cesophagus is most frequently caused by achalasia of the cardia and by epitheli- 
oma of the cesophagus. Next most frequent is the dysphagia caused by spasm 
secondary to peptic esophagitis and cesophageal ulcer, and by carcinoma of 
the fundus of the stomach. Lastly, the dysphagia may be due to cicatricial 
stenosis secondary to peptic ulcer or to the phlegmonous cesophagitis resulting 
from the swallowing of boiling water or corrosive poisons. 


Uprer DySPHAGIA WITH ANEMIA 
(PATERSON’S (SO-CALLED PLUMMER-VINSON) SYNDROME) 


Pathology.—In the voluntary initiation of swallowing the food is thrown 
to the back of the pharynx. The sphincter formed by the lower division of 
the inferior constrictor muscle of the pharynx (the “ crico-pharyngeus 
muscle ’’) at the junction of the pharynx and cesophagus, which 1s normally 

es closed, then opens and allows 


Y the bolus to enter the ceso- 
phagus, along which it is carried 
by active peristalsis. In this 
syndrome, which occurs almost 

Zs exclusively in middle-aged 
aa : women, there is inco-ordina- 


tion of the muscles concerned, 
y and the sphincter fails to relax 


(achalasia) and may even con- 

tract spasmodically. As it is 

always associated with atrophic 

inflammation of the mucous 

cs membrane of the tongue, which 

s ee Po spreads to the upper end of 


the cesophagus, it seems reason- 
Fic. De nae re on of aoa eralowns: me GO: able to suppose that the inflam- 
1 - 81 CesslV . y * ° : 
wsophagus ; "3, bolus, "ok food CC, cardiac mation involves the ca enteric 
sphincter; DD, diaphragm; 8, spine; H, (Auerbach’s) plexus in_ the 
heart; F, gas-containing fundus of stomach. _region of the sphincter, exactly 
analogous to what occurs in 
achalasia of the cardia. Both the atrophy of the mucous membrane and the 
ansemia are probably nutritional in origin, as most of the women affected have 
for long periods been living on an insufficient diet. 
Symptoms.—The patient, who is generally an edentulous woman who 
has been in poor health for a long period owing to the presence of simple 
microcytic anwmia (vide p. 775), gradually finds difficulty in initiating the 
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act of swallowing, especially of solids. Sometimes, however, the dysphagia 
begins quite suddenly, and it may occur intermittently. It is frequently 
so slight that its presence is discovered only on cross-questioning a patient 
suffermg from the other symptoms of the syndrome. The dysphagia 
is associated with atrophic inflammation of the mucous membrane of the 
tongue, which extends back to the entrance to the oesophagus. An atrophic 
condition also involves the lips, which are thin and inelastic with cracks 
at the angles of the mouth. Achlorhydria is frequently, but not always, 
present, and the spleen is enlarged in about 20 per cent. of cases. The nails 
are often thin, brittle and spoon-shaped (koidlonychia). 

The X-rays reveal no abnormality, and the wsophagoscope shows nothing 
more than an atrophic inelastic condition of the mucous membrane in the 
neighbourhood of the pharyngo-cesophageal sphincter. 

The atrophic glosso-pharyngitis predisposes to epithelioma. About 
50 per cent. of women with cancer of the mouth and a still larger proportion of 
those with cancer of the hypopharynx and upper end of the cesophagus give 
a history suggestive of the syndrome. The fact that the latter is almost 
confined to women probably explains why 80 per cent. of cases of cancer of 
of the upper end of the cesophagus occur in women, whereas at least 80 per 
cent. of cases of cancer of the middle and lower end occur in men. 

Treatment.—A mercury bougie should be introduced into the cesophagus 
and passed from time to time until the dysphagia disappears. The anemia 
responds to treatment with large doses of iron ; liver is without effect, except 
in the rare cases in which it is Addisonian. The atrophic condition of the 
mucous membrane also responds to iron therapy even if there is no anemia. 


ACHALASIA OF THE CARDIA (S80-CALLED CARDIOSPASM) 


fEtiology.—Achalasia of the cardia may begin at any age, but most 
commonly in adults, and males . ) | 
and females are equally affected. 
Pathology.—The hypertrophy 
of the muscular coat of the ceso- 
phagus, which is always present (7 
in this condition, indicates that * 
violent efforts must have been 
made to overcome some obstruc- 





tion. As no organic obstruction 
is ever found after death it was 
at first thought that the spasm of 
the cardiac sphincter was present 
and the condition was called 
cardiospasm. As the symptoms 
may be present without inter- 
mission for many years before 
death, a considerable degree of 
hypertrophy of the cardiac 
sphincter would result from the 
long-continued spasm. 


(a) (b) (e) 


Fig. 15.—Drawings from a case of dilated ceso- 


phagus secondary to achalasia of the cardiac 
sphincter. (a) Dilated csophagus filled 
with a 7-inch column of opaque food; 
sphincter closed. (6) Opaque food passing 
into stomach through sphincter which has 
opened after additional food has raised 
column in csophagus above 7-inch height. 
(c) Return to condition of (a) after excess 
of food over the 7-inch column has entered 
stomach. 


In very few autopsies, however, has there been 


any hypertrophy, and in several cases in which the cardiac sphincter, 
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which is normally about one inch long and corresponds with the whole of the 
abdominal cesophagus, was exposed by operation, the muscle was found to be 
unusually thin. I believe that the obstruction is caused not by spasm but by 
achalasia (a, not; xaAdw, I relax), or absence of the normal relaxation of the 
cardiac sphincter, which should occur when each peristaltic wave reaches it 
(Figs. 14 and 15). Food stagnates in the oesophagus, which dilates as more 
se more collects in it; the distension of the cesophagus acts as a powerful 
stimulus to peristalsis, which is excessively violent and continues at intervals 
throughout the day. This is the cause of the hypertrophy. 

Further evidence that the condition is due to achalasia and not to spasm 
is afforded by the fact that, although strong peristaltic waves are unable 
to overcome the obstruction, the weight of an indiarubber tube filled with 
mercury is sufficient to cause it to drop through the cardia into the stomach, 
the actual passage through the cardia being often inappreciable to the hand 
which holds the mercury bougie, which can be withdrawn with equal ease ; 
it Is not gripped, as the finger is gripped when it enters or is withdrawn 
from a spasmodically contracted anal sphincter. 

The achalasia is a result of degenerative changes in the myenteric 
(Auerbach’s) plexus between the circular and longitudinal muscular coats of 
the lower end of the cesophagus (Rake). The vagi themselves are unaffected. 
The degeneration is a sequel of inflammation, which spreads from the mucous 
membrane from a primary cesophagitis, or results from blood-borne infection 
or toxzemia and possibly from vitamin-deficiency. 

The dilated cesophagus may be able to hold as much as two pints, and 
its circumference may exceed 6 inches. 

Symptoms.—<Achalasia of the cardia generally develops gradually, a 
slight attack, lasting for a day or two, being followed by a period of freedom 
for a few days or even several weeks or months. Attacks then occur at 
gradually shorter intervals, until finally the condition becomes permanent. 
The patient feels as if the food “ sticks.” He often recognises that the 
obstruction is beneath the lower end of the sternum, but sometimes the 
sensation is felt in the upper part or middle of the chest. Sometimes actual 
pain is produced. Salivation occurs in every case. 

As a rule the patient voluntarily relieves his discomfort within a few 
minutes of finishing a meal by bringing up the greater part of what he has 
eaten mixed with saliva. He realises that this comes from his chest and not 
his abdomen, and, unlike true vomiting, it is not associated with nausea. 

The weight of the column of food in the dilated cesophagus after a meal 
is sufficient to force a small proportion of the fluid present through the 
cardia as a very narrow stream; but as soon as the height of the column 
falls below a certain point, generally about 7 inches, or the individual lies 
down, the pressure becomes insufficient and the flow ceases (Fig. 15). Conse- 
quently, stagnating food mixed with mucus is always present in the esophagus, 
and a considerable quantity can be removed from it even after a fast of 24 
hours. No regurgitation occurs on lying down as the pharyngo-cesophageal 
sphincter is always, as in normal people, closed except during the act of 
swallowing. 

The cesophagoscope shows that the entry to the cardiac sphincter, which 
ig generally at the level of the diaphragm but may be within the thorax or 
within the abdomen, is completely closed. The mucous membrane may be 
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normal, but it is often red and inflamed, especially in the lowest part of the 
cesophagus, and there may be superficial erosions, which are secondary to 
the stasis. 

The general health at first remains good in spite of the fact that weight 
is rapidly lost. After a certain amount of weight is lost, a condition of 
equilibrium develops; though extremely small quantities of food reach the 
stomach, the patient loses no more weight, and though he is less strong than 
ined he may continue to live in this condition for many years and attain 
old age. 

Diagnosis.—The patient’s description of his symptoms is generally so 
characteristic that a diagnosis of cesophageal obstruction can be made with a 
considerable degree of probability. This is confirmed by means of an X-ray 
examination, which must in the early intermittent stage be made during 
an attack, when the situation of the obstruction at the cardiac sphincter 
is at once apparent. It is next necessary to ascertain whether this is due 
to achalasia or to cancer, or to spasm associated with cesophagitis or a simple 
cesophageal ulcer, which may also give rise to a fibrous stricture. The inter- 
mittent character of the early attacks, the absence of serious constitutional 
symptoms in spite of rapid loss of weight, the comparatively early age at 
onset with many patients, and, in cases in which an early diagnosis has not 
been made, the long duration of the illness and enormous dilatation of the 
cesophagus point to achalasia rather than to growth. Occult blood is present 
in the stools in cancer, but never in achalasia of the cardia. In achalasia the 
shadow of the dilated cesophagus narrows abruptly and ends at the entry into 
the sphincter, either on a level with the diaphragm or a short distance above 
or below it. As each additional quantity of food is swallowed, a narrow and 
uniform channel is seen for a moment to join the cesophagus with the stomach 
before the sphincter closes again. In simple ulcer of the lower end of the 
cesophagus the sphincter remains open, but a narrowing is seen just above as 
a result of spasm with or without cicatricial contraction, and the round crater 
of the ulcer may be recognisable. In the cicatricial obstruction which follows 
caustic poisoning the obstruction extends for some inches upwards instead of 
being confined to the sphincter. In carcinoma the lumen of the cardiac 
sphincter is replaced by an irregular channel which extends a varying distance 
up into the esophagus, the unaffected part of which is rarely as dilated as in 
achalasia. Further evidence pointing to achalasia is the ease with which a 
mercury tube passes through the cardia in contrast with the complete 
obstruction offered to its passage by a growth. 

Prognosis.—If the condition is recognised at the onset of symptoms, 
a permanent cure often results from treatment, but if treatment is instituted 
only after the obstruction has become continuous and the cesophagus greatly 
dilated, cure as distinct from mere relief of symptoms is less likely to be 
obtained. In the absence of treatment death has occurred at an early stage 
in very acute cases; but more often the patient survives for a considerable 
period, even for 40 years. In rare cases a diverticulum may form in the lower 
end of the dilated cesophagus or cancerous degeneration of a wart developing 
on the chronically inflamed mucous membrane may occur. 

Treatment.—The simplest and most effective treatment is by means 
of a series of mercury bougies, the smallest of which is 24- and the largest 
34-gauge. They are made of rubber tubes closed at the top and with a 
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rounded lower end, and are half-filled with mercury. The whole series 
can generally be passed at the first sitting, which should be done with the 
guidance of the X-rays. Afterwards only the largest bougie which the 
patient can himself pass should be used. It drops easily through the cardia 
and requires no pushing. It is kept in position for a quarter of an hour on 
each occasion at first, but later it can be withdrawn directly after it has 
entered the stomach. The patient feels relieved and realises that “ the 
passage is clear’ a8 soon as itis withdrawn. It should be passed immediately 

efore meals ; the food then enters the stomach without difficulty. In very 
early cases the tube may only need to be passed once. Generally, however, 
the tube has to be passed before each meal at first, then once a day, and 
gradually less often, till finally it is only used at rare intervals when the 
patient feels that some slight obstruction is returning. In chronic cases, 
which are always associated with secondary cesophagitis, the diet for the 
first 2 or 3 weeks of treatment should consist of nothing but a pint of milk 
taken three or four times a day immediately after the passage of the bougie ; 
half a pint of water should be drunk 10 minutes later. In the very rare cases 
in which a mercury bougie cannot be passed owing to the kinking caused 
by great elongation in addition to dilatation of the cesophagus, the cardiac 
sphincter should be stretched by the fingers inserted through an opening 
made in the stomach after laparotomy. 


DIVERTICULA OF THE PHARYNX AND GSOPHAGUS 


Etiology and Pathology.—Diverticula may develop from the anterior 
wall of the middle third of the cesophagus by the traction resulting from 
adhesions between inflamed glands near the bifurcation of the trachea and 
the wall of the csophagus; these “traction diverticula” are generally 
less than an inch in depth and rarely give rise to symptoms. 

A diverticulum, which has given rise to no symptoms, 1s occasionally 
discovered at the lower end of the cesophagus during a routine X-ray examina- 
tion. Its origin is generally obscure, but in one of the three cases I have 
seen it was associated with achalasia of the cardia. 

Pressure diverticula are rare, but of considerable clinical importance. 
They occur only in adults, especially elderly edentulous men who habitually 
swallow lumps of unchewed food. They develop at the muscular gap on 
the posterior wall of the pharynx between the upper and lower divisions of 
the inferior constrictor of the pharynx at the level of the cricoid cartilage. 
They are really diverticula of the pharynx and not of the esophagus, though 
they are generally described as oesophageal. The lower division of the 
inferior constrictor of the pharynx (the crico-pharnygeus muscle) forms a 
sphincter surrounding the entrance to the esophagus. It is closed at rest, 
but opens during each act of deglutition the moment the food reaches it. 
When, as a result of a neuro-muscular inco-ordination, it fails to open 
(achalasia), the food is forced against the weak spot on the posterior can of 
the pharynx immediately above the sphincter. A pouch of mucous membrane 
may thus be formed; it becomes progressively larger towards one side, 
generally the left, owing to the accumulation of food in it, until it may finally 
measure as much as 5 inches in depth and be large enough to contain over a 
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pint of fluid, in which case it may extend into the posterior mediastinum. Its 
wall is formed of mucous membrane and submucous tissue without any 
muscular covering. 

Symptoms.—Diverticula of the pharynx sooner or later cause pro- 
gressive dysphagia, but this may be preceded by irritation of the throat 
and increased secretion of mucus. The patient complains of obstruction in 
the neck when he swallows, and a small quantity of food is regurgitated at 
varying intervals after meals, As the sac increases in size, the symptoms 
become more marked owing to obstruction of the cesophagus by the dis- 
tended diverticulum, which finally forms a prolongation of the pharynx, the 
cesophagus opening as a transverse slit in its anterior wall. Increasing 
quantities of food are brought up, mixed with a large amount of mucus, 
and food eaten several days before may be recognised. The patient becomes 
steadily more emaciated. Distension of the sac often causes pain, which 
is relieved when it is emptied. An irritable cough is often present, and 
dyspnoea may result from pressure on the trachea. A large diverticulum 
containing food may form a visible tumour in the neck, generally on the 
left side, which can be emptied by pressure, the food returning into the 
pharynx, but in most cases there is no palpable tumour. 

The size, shape and exact position of the diverticulum can be recognised 
with the X-rays after a barium meal. 

Treatment.—The only satisfactory treatment is excision. Whilst waiting 
for operation the patient should be fed through a catheter, which is introduced 
over a string swallowed when the sac is empty ; if no fluids are taken for F 
or 6 hours the string always reaches the stomach. 


(ESOPHAGITIS 


Two distinct forms of cesophagitis occur, both of which may be either 
acute or chronic. In one the irritants which cause it are either hemato- 
genous or swallowed. In the other form, which, unlike the first, is often 
associated with ulceration, the essential factor is the presence of acid gastric 
juice in the cesophagus. 


A. SIMPLE C{sopHaGITIS 


(a) Acute 


fEtiology.—Acute simple (non-acid) cesophagitis is a rare complication 
of various acute infections and toxemias, such as scarlet fever. It may 
also complicate cancer of the cesophagus and spread from acute pharyngitis. 
In 5 per cent. of fatal cases of diphtheria the inflammation spreads from 
the fauces into the cesophagus, and in very rare cases the membrane extends 
as far as the cardia. The impaction of a foreign body in the esophagus 
may cause local suppuration. Acute inflammation results from swallowing 
boiling water or corrosive poisons, taken by accident or in attempted suicide ; 
owing to the obstruction to the passage of the cesophageal contents caused 
by the narrow cardiac sphincter the lower end is the part most affected, 
the upper extremity being next most: seriously injured. 
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Symptoms.—In mild cases there may be no symptoms, but more or less 
dysphagia is generally present; in severe cases deglutition is so painful 
that the patient may be afraid to swallow his saliva or relieve his urgent 
thirst by drinking. There may also be constant pain beneath the sternum. 
Attempts to swallow often prove unsuccessful owing to reflex spasm and 
the food is immediately rejected. Mucus is expectorated, together with blood 
and pus in severe cases. 

Treatment.—In severe cases nothing should be given by mouth, but 
saline solution must be injected into the rectum or intravenously. Morphine 
is required for the pain. When the pain begins to subside a tablespoonful of 
olive oil followed by 5 oz. of milk can be given in every 3 hours. Solid food 
should not be given until swallowing no longer causes pain. Complete obstruc- 
tion necessitating gastrostomy is likely to occur in severe cases following 
corrosive poisoning. 


(6) Chronic 


Etiology.—Chronic cesophagitis results from the constant swallowing 
of irritants, the most important of which are strong alcoholic drinks, and 
from septic conditions of the teeth and nasopharynx. It is also a common 
sequel of the stasis of food in the dilated cesophagus in achalasia of the 
cardia (p. 548). 

Symptoms.—As the condition is frequently associated with chronic 
pharyngitis and gastritis, it is generally impossible to isolate the symptoms 
of one of these from the others. The morning vomiting of alcoholics is to 
a great extent caused by cesophageal catarrh. 

Treatment.—The cesophagitis quickly disappears when the sources of 
irritation are removed, The patient should become teetotal, and all septic 
foci in the mouth and pharynx should be treated. 


B. Actp CisorpHAGITIS AND ULCER 


(a) Acute Acid Gsophagitis and sophageal Ulcer 


fEtiology and Pathology.—Acute peptic oesophagitis and cesophageal 
ulceration occur at all ages; the latter is one of the causes of fatal hamate- 
mesis and melena in infants. It is always a sequel of severe vomiting in 
an enfeebled individual with low resistance. The acid gastric contents are 
retained in tlre oesophagus just above the closed cardiac sphincter, where 
their irritant action gives rise to inflammation, the lower end of the oesophagus 
being generally alone involved. In most cases the acute cesophagitis is associ- 
ated with the presence of one or more acute ulcers just above the sphincter. 

The majority of cases follow post-operative vomiting. Less frequently 
they result from the vomiting caused by pyloric obstruction secondary to 
a chronic gastric or duodenal ulcer. In one of my patients acute cesophagitis 
followed prolonged sea-sickness. 

Symptoms.—The most common symptom of acute cesophageal ulcer is 
hematemesis. It may begin between 24 and 48 hours after an operation 
which has been followed by severe vomiting. Heartburn and occasionally 
a burning pain may be felt behind the lower end of the sternum, especially 
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on swallowing. The symptoms rarely persist for more than 10 days after 
an operation, but in other cases they may continue for long periods, though 
it is doubtful whether a chronic ulcer ever develops from this condition. 
Death may occur from hemorrhage or from perforation of an acute ulcer 
into the pleural cavity, sometimes without any warning symptoms. 

Treatment.—The patient should be kept in the erect position and given 
small feeds of citrated milk every 3 hours. Five minutes after each feed he 
should drink a few ounces of water. 


(b) Chronic Acid Hsophagitis and Gsophageal Ulcer 


fEtiology.—Simple chronic ulcer of the cesophagus was formerly regarded 
as little more than a pathological curiosity, but a recognition of its clinical 
features has in recent years shown that it is not uncommon. Since I became 
familiar with the clinical picture in 1929 I have seen about 20 cases in private 
patients in comparison with some 350 cases of duodenal] and 70 of gastric 
ulcer. The incidence is greater among men than women; the majority of 
cases occur between the ages of 50 and 70. 

Pathology.—(sophageal ulcers have all the anatomical characteristics 
of chronic gastric and duodenal ulcers. In fatal cases heterotopic gastric 
mucous membrane has sometimes been found in the esophagus ; it probably 
secretes acid gastric Juice, which collects in the lower end of the esophagus 
immediately above the closed sphincter, and in course of time an erosion and 
finally a chronic ulcer develops. The condition is then analogous with the 
ulcers occasionally found in Meckel’s diverticulum, which are always associated 
with the presence of ectopic gastric mucous membrane. In the majority of 
cases, however, the ulcer is associated with that form of diaphragmatic 
hernia of the stomach which is the result of congenital shortness of the 
cesophagus. For some unknown reason the cardiac sphincter is always 
relaxed in this condition, and consequently regurgitation of the acid contents 
of the stomach occurs on lying down and on increasing the intra-abdominal 
pressure by leaning forward. 

Symptoms.—Discomfort or pain, often of a burning character and some- 
times described as heartburn, occurs under the lower third of the sternum 
whilst eating solid food. The pain may also occur on leaning forward and 
shortly after lying down. It often radiates to the back and occasionally to the 
left shoulder or left side of the neck. At first the pain lasts for only a few 
minutes and is relieved by alkalis, but later it is prolonged and the patient may 
become frightened to eat. The food sometimes appears to stick at the lower 
end of the cesophagus before passing into the stomach. The spasm which 
causes the dysphagia sometimes leads to effortless regurgitation of sour 
material. The pain is relieved by alkalis and can generally be completely 
prevented by taking only fluid food. Progressive emaciation and anemia 
are common in chronic cases. As with chronic gastric and duodenal ulcer, the 
symptoms at first occur for periods of varying duration with intervals of 
complete freedom. 

ccult blood is always present in the stools. Hematemesis, which may 
be severe but is rarely fatal, is a common complication and may be the earliest 
symptom. Perforation into the mediastinum, pericardium or peritoneum is 
rare, but it is a more common cause of death than hemorrhage.. In very 
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chronic cases a fibrous stricture may develop and lead to more or less complete 
obstruction. 

Hyperchlorhydria is generally present. The clinical picture may be 
confused by association with a gastric or duodenal ulcer. Excessive salivation 
is common. This may lead to aerophagy, which occasionally causes severe 
pain in the left hypochondrium owing to inability to expel the excess of gas 
from the stomach on, account of esophageal spasm (aérogasirie bloquée). 

An X-ray examination during the swallowing of a barium emulsion 
generally shows no abnormality, though the emulsion may be held up by 
spasm at the lower end of the esophagus. The cesophagus may be slightly 
dilated, but there is never anything approaching the characteristic mega- 
cesophagus caused by achalasia of the cardia. When a semi-solid opaque 
meal is swallowed, or if the opaque emulsion is swallowed whilst the patient 
is lying down, a characteristic picture is obtained. This consists of a narrow- 
ing caused by spasm near the lower end of the cesophagus ; below this is a 
rounded shadow corresponding with the crater of the ulcer, and below this 
again is the normal cardiac sphincter, in which two or three longitudinal 
folds can often be recognised, passing to the stomach, a small portion of 
which is frequently above the diaphragm and separated from the rest of the 
stomach by a narrow neck. 

It is sometimes advisable to confirm the diagnosis by cesophagoscopy, 
though occasionally the ulcer itself cannot be reached owing to the spasm 
just proximal to it. If there is any doubt about the nature of the ulcer, a 
fragment of its margin should be removed for microscopical examination. 
The ulcer is always associated with inflammation of the mucous membrane 
of the lower third of the cesophagus. 

Diagnosis.—The diagnosis of peptic cesophageal ulcer must be made 
from a consideration of the symptoms, as the condition is generally missed 
in a routine radiological examination. The latter, however, serves to exclude 
achalasia of the cardia and cancer of the cesophagus, which might be regarded 
as the cause of the dysphagia, though substernal pain and heartburn are 
never present in achalasia. 

Ulcer of the cesophagus is clinically indistinguishable from acid ceso- 
phagitis affecting the lower end of the cesophagus; the latter may be 
associated with spasm, but no actual ulcer can be recognised either with 
the X-rays or the esophagoscope. I have seen two cases in which the cso- 
phagus was divided into three distinct segments by a constant spasm at 
three different points, which was, however, insufficient to prevent the easy 
passage of an cesophagoscope. 

Treatment.—A patient with cesophageal ulcer should be given a pint 
of citrated milk and 4 oz. strained orange juice 4 times a day without any of 
the thick feeds which can be safely used in cases of gastric and duodenal 
ulcer. He should sit up all day and have the head of his bed raised by blocks 
so as to peevent stagnation in the lower end of the cesophagus, and he should 
drink a few ounces of water a quarter of an hour after each feed so as to wash 
its remains into the stomach. Maximal doses of atropine and a tablespoonful 
of olive oil should be given a quarter of an hour before each feed in order to 
overcome spasm. The treatment should be continued until not only all pain 
and dysphagia have disappeared, but also until the X-rays show no trace 
of a crater and the occult blood has disappeared from the stools. If the ulcer 
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does not heal within a couple of months, or if, when first seen, much cicatricial 
narrowing with secondary stasis in the oesophagus is present, a gastrostomy 
should be performed without further delay. When the ulcer has completely 
healed, any stenosis which may be present should be treated by dilatation 
with graduated bougies (infra). 

In peptic Sin Youn without ulceration the spasm can generally be 
quickly overcome by the passage of graduated mercury bougies. The patient 
should be dieted as if he had an cesophageal ulcer, but much less prolonged 
treatment is required. 


NON-MALIGNANT STRICTURE 


fEtiology.—Stricture of the esophagus is in rare cases congenital ; the 
middle part of the cesophagus may be represented by a fibrous cord, or the 
lower part may open into the trachea or into one of the bronchi. It may 
also be a sequel of the acute cesophagitis resulting from caustic poisoning 
or the impaction of a foreign body and of the healing of a chronic ulcer just 
above the cardiac sphincter. 

Treatment.—Fibrous strictures must be dilated by the passage of bougies 
of gradually increasing size. They should be guided into the stomach by a 
piece of string, previously swallowed, threaded through a metal slide at their 
lower end. There is a constant tendency to recur, so a mercury bougie must 
be passed at regular intervals. In acquired cases in which the origin is 
obscure, the Wassermann reaction should be tested; if it is positive, anti- 
syphilitic treatment may produce much improvement, though dilatation 
by bougies is generally required as well. 


CANCER OF THE GSOPHAGUS 


ZEtiology.—Cancer of the cesophagus occurs with about one-third the 
frequency of cancer of the stomach. Over 70 per cent. of all cases occur in 
men, but 80 per cent. of upper cesophageal growths occur in women (p. 547). 
Among 100 cases of cancer occurring in the alcohol trades (barmen, cellarmen, 
waiters and brewers) about 15 affect the oesophagus compared with 7 in men 
working in other trades, showing that the chronic cesophagitis caused by 
excessive indulgence in alcohol is a predisposing cause of cancer of the 
cesophagus. 

athology.—Most growths of the cesophagus are epitheliomata, They 
are most common in the lower end and then at the level of the bifurcation of 
the trachea, these being the narrowest parts, the mucous membrane being 
consequently most subjected to friction by coarse food. Less frequently they 
occur at the upper end of the cesophagus ; it is then impossible to say whether 
an epithelioma is a primary growth of the pharynx, from which it has spread 
into the esophagus, or a primary growth of the esophagus which has spread 
into the pharynx. Ulceration occurs at an early stage. Accumulation of food 
in the wsophagus above the obstruction leads to progressive dilatation, and 
the efforts of the cesophageal musculature to overcome the obstruction results 


556 DISEASES OF THE DIGESTIVE SYSTEM 


in hypertrophy, but the dilatation and hypertrophy are comparatively slight 
except in cancer of the lower end, as when the obstruction is higher up, 
vomiting occurs so quickly that very little food can accumulate. 

Symptoms.—Dysphagia is almost always present, and is the first symptom 
in a large majority of cases. Most frequently a patient in perfect health 
one day experiences a slight discomfort on swallowing; soon he notices 
that his food seems to stick for a moment before passing on into his stomach. 
The difficulty becomes slowly but steadily more marked, with rare inter- 
missions lasting for a few meals or at most for a few days. The patient often 
manages to swallow his food by chewing more thoroughly, by taking smaller 
mouthfuls, and by drinking after each mouthful ; but more and more effort 
is required, until after a period, which is generally between 1 to 4 months 
but may be as long as a year, solid food ceases to pass at all and is regurgitated 
into the mouth a few seconds later. The patient generally localises the position 
of obstruction correctly, but owing to a protective reflex spasm or achalasia 
of the pharyngo-cesophageal sphincter he sometimes thinks that it is in the 
upper end when it is really in the lower third. The difficulty in swallowing 
continues, until after an average of 8 months there is complete obstruction 
to the passage of fluids as well as solids. 

Pain occurs in only 40 per cent. of cases; it is most frequently absent 
when the growth is in the lowest third of the cesophagus. It occasionally 
begins a few days before or simultaneously with the dysphagia, but more 
commonly it is not noticed until the latter has been present for 1 or 2 months. 
The pain may be present only during deglutition, disappearing as soon as the 
food passes the obstruction. It is situated at the level of the obstruction and 
often passes through to the back. 

Regurgitation of food almost always occurs sooner or later; it gener- 
ally begins between | and 2 months after the onset of symptoms and is rarely 
delayed as long as 6 months. When the growth is situated in the upper 
third of the cesophagus the food is violently ejected out of the mouth or 
even from the nose after a coughing effort. When the middle or lower 
third is involved, the food regurgitates without effort into the mouth, often 
immediately after meals. If the cesophagus is dilated, food may be regurgi- 
tated any time up to 2 hours after being swallowed. The food is completely 
undigested and always contains mucous saliva, often in considerable quantity. 
Regurgitation of saliva alone occurs when the obstruction is cient to 
interfere with the swallowing of fluid as well as of solid food. Salivation 
may be continuous. The regurgitation of the contents of the dilated 
cesophagus gives relief to any discomfort or pain which is present at the 
time. The regurgitated material sometimes contains blood and pus, and 
may be very foul; occasionally several ounces and, in rare cases, a large 
quantity of blood is vomited. 

Progressive emaciation occurs owing to the small amount of food which 
is taken, and when obstruction is complete the loss of weight is very rapid. 
The appetite may remain good, and hunger may be very distressing in the 
early stages, but this becomes less marked as the disease progresses. Severe 
thirst with dryness of the mouth is sometimes present, and fetid breath 
is common when there is extensive ulceration. In the late stages small hard 
glands are often felt in the neck, especially just above the inner end of the 
clayicle and beneath the lower jaw. 
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The vagus or recurrent laryngeal nerves, especially of the left side, may 
be involved, and one, or rarely both, vocal cords may consequently be 
paralysed. Pressure on the cervical sympathetic may cause contraction 
of the pupil with slight enophthalmos and narrowing of the palpebral fissure 
on the affected side. Compression of the trachea or the main bronchi by 
the tumour or by secondary glands may cause hoarseness, coughing and 
dyspnoea. Perforation into the trachea or a bronchus gives rise to a paroxysm 
of coughing and dyspncea whenever food is swallowed, and death from 
broncho-pneumonia or gangrene of the lung is likely to occur. Perforation 
into the pleural cavity may produce an empyema, but a serous pleural 
effusion may develop without perforation. 

Diagnosis.—In a large proportion of cases it is possible to make a definite 
diagnosis from the history and from the information obtained with the 
X-rays, which should always be used without delay in cases of dysphagia. 
Before giving the opaque meal the thorax should be examined from every 
direction in order to exclude an aneurysm, although in the very rare cases 
in which this causes dysphagia other more characteristic symptoms generally 
make the diagnosis clear. Occasionally a growth of the csophagus or 
secondary glands throw a shadow with the X-rays, but this is rarely obvious 
until the symptoms have been present for a considerable time. With an 
opaque meal the X-rays show the position and length of any narrowing of 
the lumen of the cesophagus, the degree of dilatation above the obstruction 
and the amount of obstruction, but the latter may be in part caused by 
spasm. In the earliest stages, when the lumen is not much reduced, the semi- 
fluid opaque meal may pass down without revealing any abnormality. Some 
ordinary food which is known to cause pain or difficulty should then be 
swallowed with the opaque fluid; spasm is induced and the position and 
extent of the growth can be clearly recognised. 

The diagnosis of a growth of the cardia from achalasia has already been 
considered (p. 549). The presence of hard glands in the neck makes the 
diagnosis of cancer extremely probable. In the rare cases in which the 
history and the X-rays leave the diagnosis in doubt, and especially in early 
cases, an examination should be made with the cesophagoscope, by means 
of which the nature of the obstruction can generally be recognised, and a 
fragment removed for biopsy, though failure to detect malignant disease in 
the excised fragment docs not exclude the possibility of cancer. 

There may be considerable difficulty in diagnosing between an epithe- 
lioma of the lower end of the cesophagus, which spreads upwards, but very 
rarely downwards into the stomach, and a primary carcinoma of the fundus 
of the stomach, which almost invariably involves the cardiac orifice sooner 
or later. With the former the dysphagia is the first symptom; with the 
latter anorexia, pain after food, loss of weight and strength, vomiting and 
increasing pallor may appear before the dysphagia, but this is not always 
the case, as dysphagia may be the only symptom. When the tumour is gastric 
in origin the X-rays show a filling defect, together with irregularity of the 
folds of mucous membrane and encroachment on the transparent arc which 
is normally formed by the gas in the fundus, and sooner or later a mass can 
be felt high up under the left costal margin. 

Prognosis.—Death occurs between 24 months and 24 years after the 
onset of symptoms, the most common period being between 6 and 12 months. 


558 DISEASES OF THE DIGESTIVE SYSTEM 


It is most frequently due to broncho-pneumonia, exhaustion from starvation 
being the next most common cause. 

Treatment.—The radical treatment of cancer of the cesophagus by 
excision of the growth has very rarely been successful. In recent years 
great advances have been made in treatment by radiotherapy. Though 
I have not seen any cases which could be regarded as cured, dysphagia has 
completely disappeared and the patient has been able to eat ordinary food 
and lead an active life for many months. Two different methods may be 
tried, and in some cases when the symptoms return after one the other can 
be safely used. The first is by means of maximal doses of deep X-rays given 
from different angles. The usual dosage is much too small, but when only just 
insufficient to produce anemia and burning of the skin is given, rapid im- 
provement follows. The other method is by the direct implantation of radon 
seeds through an wsophagoscope. When the growth is so long that the lower 
end cannot be reached, additional seeds can be implanted from below through 
an cesophagoscope introduced through an opening in the stomach. 

With the modern forms of radiotherapy it is now rarely necessary to 
insert tubes, but if obstruction in the middle of the esophagus is not over- 
come, a spiral metal tube should be introduced through an cesophagoscope, 
if necessary after preliminary dilatation of the stricture by bougies. ite 
lower end reaches beyond the growth, whilst the upper funnel-shaped end 
rests on its proximal margin. The tube can be left an situ until the end, 
but it sometimes leads to so much dilatation that it passes through the 
obstruction and is expelled per anum. 

So long as any obstruction is present the food should be semi-fluid or 
fluid, and should be taken in small quantities at frequent intervals. Some 
patients are able to swallow raw eggs whole. As large a dose of atropine as 
possible short of producing unpleasant symptoms given half an hour before 
each feed and a dessertspoonful of olive oil just before often help its passage 
through the stricture. 

Gastrostomy is required only in the comparatively rare cases in which 
sudden complete obstruction occurs before there has been time for radio- 
therapy to be applied and a tube cannot be introduced owing to the growth 
being at the upper or lower extremity of the oesophagus. 


ARTHUR F. Hurst. 


DISEASES OF THE STOMACH 


INTRODUCTION 
I. FUNCTIONS OF THE STOMACH 


Until recently little attention was paid to any of the functions of the 
stomach except that concerned with the digestion of proteins. It is now 
realised that several other functions are of equal or even greater importance 
from a clinical point of view. 
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(a) Digestton.—The pepsin of the gastric juice digests proteins in the 
presence of free hydrochloric acid. Its activity rapidly falls when the amount 
of free acid present sinks below 0-08 per cent. until it finally ceases in 
complete achlorhydria, even if hydrochloric acid is still present in organic 
combination. In spite of this digestion of proteins remains unimpaired in 
achlorhydria, as the trypsin of the pancreatic juice is capable by itself of 
digesting all the proteins consumed in ordinary meals. An increase in the 
free hydrochloric acid above the average normal does not lead to any increase 
in peptic activity. 

(6) Protection of the small intestine from ingury.—An important function of 
the stomach is to protect the small intestine from thermal, chemical and 
mechanical irritants. Very hot and very cold food and drink are brought to 
the body temperature; the gastric juice dilutes chemical irritants, such as 
alcohol, and softens hard particles, and the churning movements in the 
pyloric vestibule break up lumps of insufficiently chewed food. At the same 
time the stomach, like al other mucous membranes, attempts to protect its 
own mucous membrane from damage by secreting mucus in response to 
stimulation by chemical and mechanical irritants. 

(c) The antiseptic acid barrier of the stomach.—The free hydrochloric acid 
of the gastric juice is a very efficient germicide and rapidly destroys strepto- 
cocci swallowed from the mouth, throat and nose, as well as organisms 
ee in contaminated food and drink, such as those of typhoid fever and 

acillary and ameebic dysentery. It also helps to keep the reaction of the 
small intestine at a level which prevents its invasion by B. cols from the lower 
ileum and colon. 

(2) Influence on the blood and spinal cord.—The gastric juice contains an 
enzyme, hemopoietin, the “ intrinsic factor”’ of Castle, which acts on some- 
thing present in protein food, the ‘ extrinsic factor,” to produce a substance 
which is stored in the liver and is the normal stimulant for the formation 
of red corpuscles by the bone marrow. It is produced by the glands of the 
pyloric end of the stomach and the duodenum, but not by those of the body 
of the stomach, the chief and parietal (oxyntic) cells of which secrete pepsin 
and hydrochloric acid respectively. The gastric juice also contains an enzyme, 
neuropoietin, which is produced by the same glands and acts in the same way 
as hsemopoietin to form a substance which 1s essential for the nutrition of 
the central nervous system. 

The presence of free hydrochloric acid helps the conversion of the iron 
contained in food into a form in which it is easily absorbed so as to become 
available for the production of hemoglobin. 


Il. GASTRIC DIATHESES 


The anatomy and physiology of the stomach of 80 per cent. of healthy 
people are so well adjusted to the exigencies of ordinary. life that they are 
likely to reach old age without ever suffering from any chronic gastric dis- 
order. Of the remaining 20 per cent. approximately one-half are born with 
a hypersthente gastric diathesis, and most of the other half are born with a 
hyposthenic gastric diathesis, both of which are often familial. The former 
have hyperchlorhydria, which is often, though not invariably, associated 
with a short, high, rapidly emptying stomach. The latter have hypochlor- 
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hydria, which is generally associated with a long, low, slowly emptying 
stomach. Both constitutions are compatible with perfect health, but under 
unfavourable conditions each predisposes to the development of special 
symptoms and special organic diseases. The hypersthenic stomach is capable 
of secreting very little mucus compared with the hyposthenic stomach, whether 
in response to mechanical, thermal and chemical irritants or as a result of 
gastritis. 

Complete achlorhydria is present in about 3-5 per cent. of healthy children 
and young adults of both sexes, but it is still uncertain whether this is con- 
genital and a result of an inborn error of secretion—a true constitutional 
achylia, or whether it is acquired as a sequel of gastro-enteritis or some 
general infection in infants or young children with an extreme degree of 
constitutional hypochlorhydria. 


Ill. CAUSES OF GASTRIC DISORDERS 
A.—ORrGaANIC 


(i) Mechanical, chemical and thermal irritants—The mouth acts as the 
first line of defence in protecting the alimentary tract from damage by 
swallowed irritants. Food and drink are brought to the body temperature, 
chemical irritants are diluted, lumps of food are broken up by chewing 
and are intimately mixed with saliva, which softens hard particles and coats 
insoluble ones with mucus. A man with good and sufficient teeth, who takes 
the trouble to use them and avoids grossly indigestible food and excess of 
alcohol, need not swallow anything until its thermal, chemical and mechanical 
properties have been so altered that it will cause no irritation when it comes 
into contact with the gastric mucous membrane. But many people bolt 
their food before it has been thoroughly masticated, whilst others have 
insufficient teeth and inadequate dentures, with the result that the stomach 
is daily subjected to mechanical, chemical and thermal irritants. It is also 
often damaged by excessive indulgence in alcohol, and especially by taking 
cocktails and spirits whilst fasting, when even a small quantity acts as a 
powerful irritant. Strong tea and coffee, mustard, pepper, curry, pickles, 
and excess of totally indigestible raw vegetable matter, taken in the mistaken 
idea that plenty of ‘‘ roughage ”’ is good for the health, may have the same 
effect. The stomach is frequently irritated by the unconscious swallowing 
of the “juice” of tobacco smoked in excess, especially when the stomach 
is empty. Many people injure their gastric mucous membrane by taking 
drugs, often quite needlessly, for supposed constipation, rheumatism, and 
other self-diagnosed complaints, quite apart from those used in the treatment 
of definite chronic maladies, such as aspirin, bromides, iodides, digitalis, 
mercury, creosote and quinine. The contents of the duodenum act as irritants 
when introduced into the stomach; gastritis is consequently a frequent 
sequel of gastro-jejunostomy and partial gastrectomy. 

I have already described how the stomach acts as a second line of defence 
for protecting the small intestine from mechanical and chemical irritation. 
But it is itself liable to suffer in the attempt in spite of the mucus it secretes 
with the object of protecting itself from damage, especially if the first line 
of defence is deficient owing to bolting of food or inadequate teeth. In the 
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80 per cent. of people with an average type of stomach it generally proves 
successful. In the 10 per cent. with constitutional hypochlorhydria and 
achylia the second line of defence is deficient ; they are consequently very 
likely to develop gastritis and in most cases the hypochlorhydria sooner or 
later gives place to achlorhydria. In the 10 per cent. with hyperchlorhydria 
there is ample protection against mechanical irritants, and also against 
chemical irritants if taken when the stomach is full. But as hyperchlorhydria 
is generally associated with rapid evacuation, the stomach is empty for a 
much larger proportion of the cm and night than in the average individual, 
so that there is more opportunity for the mucous membrane to be damaged 
by alcohol, tobacco and drugs. When gastritis has once developed in an 
individual with constitutional hyperchlorhydria, the abnormally vulnerable 
mucous membrane is likely to be further irritated by the excessive acidity 
of the gastric juice, which is completely without effect on the normal gastric 
mucous membrane. 

(u) Infectton.—Infected material is constantly swallowed by people with 
rts alveolaris, infected tonsils, chronic pharyngitis and sinusitis, and 

y children with adenoids. In achlorhydria the antiseptic acid barrier of 
the stomach is lost, and streptococci from the mouth invade the stomach and 
iitant toxins are likely to form in the gastric contents. When gastric 
Juice is secreted in normal or excessive quantities, and even when it is deficient 
in hypochlorhydria, swallowed bacteria are rapidly destroyed. When 
hyperchlorhydria is associated with a rapidly emptying stomach, the uncon- 
scious swallowing of infected material from the mouth, nose and throat 
may infect an erosion or ulcer of the gastric or duodenal mucous membrane 
during the many hours in which it is not protected by the presence of gastric 
juice. 

(ili) Hamatogenous irritants.—Many acute infections may be accompanied 
by acute gastritis, which is often followed by chronic gastritis. The gastritis 
is due mainly to the direct action of bacterial toxins conveyed in the blood 
to the gastric mucous membrane, which perhaps makes an attempt to excrete 
them. Possibly the toxins produced in the body tissues themselves in acute 
infections may be in part responsible, just as the toxins of uremia and those 
produced in the skin in extensive burns may cause gastro-duodenitis and acute 
ulcers. The abdominal symptoms in gastric influenza are the result of acute 
gastritis, and acute ulcers and erosions are common in the stomach and 
duodenum in fatal cases of a great variety of infections. 

The causes of gastritis are so numerous and so common that few people 
can pass through life without being subjected to one or more of them. The 
80 per cent. of individuals with the average normal stomach are so well 
protected that they are less liable to develop gastritis as a result of these 
insults, but probably few of those with constitutional hyperchlorhydria and 
constitutional hypochlorhydria escape. 


B.—FuUNCTIONAL 


Exhaustion from physical or mental overwork, insufficient sleep, prolonged 
residence in the tropics, insufficient food, and from the toxemia of chronic in- 
fections, such as phthisis, and acute infections, such as influenza, has a depres- 
sing effect on all bodily functions and at the same time it tends to increase the 
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irritability of the visceral nervous system. This favblesse irritable gives 
rise to symptoms in an organ, the physiological and anatomical functions 
of which are less efficient than the average. Consequently it is only individuals 
with the hypersthenic and hyposthenic gastric diatheses who are likely to 
develop gastric symptoms as a result of exhaustion. Their symptoms are 
then very similar in character to those produced by the organic diseases which 
may be associated with these diatheses. 

Depressing emotions and the psychological factors concerned in the 
production of the anxiety neuroses may also give rise to similar gastric 
symptoms in the predisposed. They may also be important factors in the 
actual development of organic diseases, especially gastric and duodenal 
ulcer. Anxiety is a common cause of recurrences and of the sudden increased 
activity of ulceration which may result in hemorrhage or perforation. 


C.—REFLEX 


Disorders of other abdominal organs may give rise to reflex gastric 
symptoms in individuals with the hypersthenic gastric diathesis and, less 
frequently, in those with the hyposthenic gastric diathesis. Thus chronic 
cholecystitis, recurrent subacute appendicitis, diseases of the colon and even 
simple constipation may give rise to reflex gastric symptoms. 


IV. EFFECT OF GASTRITIS ON GASTRIC SECRETION 


The functional activity of an organ is always reduced when it is inflamed. 
At the onset of acute gastritis no gastric juice 1s secreted. In chronic gastritis 
the secretion is reduced to an extent which varies with the severity and the 
duration of the inflammation, the actual amount of free acid present in the 
stomach in a test-meal depending upon the constitutional type of stomach 
in each individual. Thus the hyperchlorhydria of individuals with the 
hypersthenic gastric diathesis becomes less extreme or may be replaced 
by a normal curve of acidity or even, in exceptional cases, by hypochlorhydria. 
This is well seen in the gastritis accompanying chronic ulcer: when medical 
treatment has resulted in the healing of the ulcer and the disappearance 
of the gastritis, the acidity is almost always higher than it was before. 

The hypochlorhydria of individuals with the hyposthenic gastric 
diathesis is in most cases eventually replaced by complete achlorhydria, 
which can generally be overcome by treatment (p. 585). The reduction in 
acidity in these cases is mainly due, as it is in hyperchlorhydria, to the effect 
of the inflammation on the activity of the secreting glands, but it is increased 
as a result of the excessive secretion of mucus which accompanies the inflam- 
mation. The mucus acts partly by its mechanical action in blocking the 
mouths of the secreting tubules and partly by its chemical action in combining 
with some of the free acid. The neutralising effect is, however, slight and due 
almost entirely to the sodium bicarbonate it contains and not to its own 
buffer action, as it almost completely disappears after the salt has been 
separated by dialysis. When free acid does not return as a result of treatment 
the gastritis has presumably led to a profound degree of atrophy of the gastric 
mucosa. 

It is clear that gastritis associated with high or normal acidity, so-called 
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acid gastritis, is not an early stage of gastritis associated with achlorhydria, 
nor is the former a result of prepyloric gastritis and the latter of fundus 
gastritis. Both are due to the same causes, the amount of free acid present 
depending upon the constitution of the individual concerned. 


V. RESULTS OF HYPERCHLORHYDRIA 


I have already pointed out that hyperchlorhydria tends to protect the 
stomach from irritation when the first line of defence 1s inadequate. But the 
deleterious effect of friction on the mucous membrane of the distal half of 
the stomach when hard or large pieces of food are swallowed continues, and 
irritation by alcohol, tobacco and drugs may occur during the many hours in 
which the stomach is empty. If even a mild degree of gastritis is produced 
as a result of this, the mere presence of hyperchlorhydria is likely to aggravate 
it, as, although hyperchlorhydria is not itself a pathological condition, the 
excessive acidity of the gastric juice is a potential danger. The healthy 
mucous membrane is always bathed in gastric juice and is neither digested 
by its pepsin nor irritated by its free hydrochloric acid. After death, however, 
the mucous membrane is rapidly digested. During life localised necrotic 
areas may also undergo digestion, and this may perhaps also occur in areas 
in which the circulation 1s temporarily arrested or very deficient before 
actual necrosis has occurred. As peptic digestion is no more active with 0:3 
per cent. than with 0-08 per cent. free hydrochloric acid, such digestion is 
not specially likely to occur in the presence of hyperchlorhydria. But 
although the living mucous membrane even when abnormally vulnerable as a 
result of gastritis can never undergo peptic digestion, it is very likely to be 
damaged by free hydrochloric acid if present in a strength greater than the 
average. The likelihood of this is still greater when the hyperchlorhydria 
is associated with hypersecretion, as unusually strong acid continues to be 
secreted in the absence of food, which under ordinary conditions dilutes it 
and partially neutralises it. In the extreme forms of constitutional hyper- 
chlorhydria the stomach secretes acid throughout the night, so that undiluted 
gastric juice comes into contact with the mucous membrane of the stomach 
and duodenal bulb for 9 or 10 hours. Moreover, owing to the deficient power 
of secreting mucus, which is a characteristic of the hypersthenic stomach, 
the protection against damage afforded by a layer of mucus in the hyposthenic 
stomach is absent. In the conditions already described, in which the failure 
of the first line of defence gives rise to chronic gastritis, the excessive acid 
in hyperchlorhydria gives the gastritis certain characteristics which are 
absent from that associated with hypochlorhydria and achlorhydria. Biopsies 
and gastroscopic investigations have shown that it is very frequently associated 
with minute erosions, some of which may develop into acute ulcers, which 
may in turn become chronic ulcers. The condition may therefore be called 
ulcerative gastritis. When the hyperchlorhydria is associated with the 
rapidly emptying, short, high stomach, which is often a feature of the hyper- 
sthenic gastric diathesis, the duodenal bulb is equally involved, the condition 
thus being one of ulcerative gastro-duodenitis, in which a chronic ulcer is 
most likely to develop in the duodenum. When, on the other hand, the 
hyperchlorhydria is associated with a long, low, slowly emptying stomach, the 
main stress falls upon the stomach: the gastritis is likely to be more severe 
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and a gastric ulcer may develop, whilst the duodenum is spared. At the 
same time the gastric stasis leads to more prolonged contact of the entire 
gastric mucous membrane with any irritants it may contain, so that, although 
the distal half of the stomach is still the part most severely inflamed, 
the fundus is more affected than with a rapidly emptying stomach. 
Consequently the power of secreting acid by the fundus glands may be 
directly impaired and their stimulation may be reduced owing to the deficient 
production of the gastric hormone by the antral mucous membrane in response 
to chemical stimulation. In gastric ulcer the hyperchlorhydria which is at 
first present thus tends to be more or less reduced, and in very chronic cases 
hypochlorhydria, and in rare cases even achlorhydria, may result. With 
treatment, however, the acidity always rises, though sufficient permanent 
damage may have taken place to prevent a return to the original hyper- 
chlorhydria. 

Owing to the familial incidence of the hypersthenic gastric diathesis, it is 
common for gastric or duodenal ulcers to occur in several members of the 
same family. 

Chronic gastric or duodenal ulcers or scars of such ulcers are found in 
about 10 per cent. of all autopsies, this being also approximately the number 
of healthy young adults with hyperchlorhydria. It would appear, therefore, 
that an individual with the hypersthenic gastric diathesis is almost certain 
sooner or later to develop an ulcer. It is true that hyperchlorhydria may 
no longer be present when a test-meal is given, especially in the case of a 
gastric ulcer, but it was probably present when the ales first formed, perhaps 
many years earlier, and has since been masked by the coexistent chronic 
gastritis. 


VI. RESULTS OF HYPOCHLORHYDRIA AND ACHLORHYDRIA 


The incidence of achlorhydria among healthy people rises from 4 per 
cent. at the age of 20 (Bennet and Ryle), to 8 per cent. in the 30-39 period, and 
12 per cent. in the 40-49 period, but in the next three decades taken together 
there is a further rise of only about 4 per cent. It can thus be concluded that 
all or very nearly all of the individuals with the hyposthenic gastric 
diathesis as well as a few with normal acidity eventually develop achlorhydria 
as a result of gastritis. 

Gastritis with achlorhydria generally gives rise to no gastric symptoms, 
though it may occasionally produce a mild form of chronic indigestion, and 
it Is a not uncommon cause of nausea. 

In achlorhydria the excess of mucus is a poor substitute for gastric juice, 
and the consequent loss of the second line of defence leads to irritation of 
the smal] intestine, so that duodenitis and enteritis develop in addition to 
the gastritis. The mechanical and chemical irritation of the intestines 
explains why achlorhydria is a common cause of chronic and recurrent 
diarrhoea. 

Swallowed bacteria flourish in the alkaline contents of the stomach and 
pass into the duodenum, which is normally sterile, but now swarms with 
bacteria. The increased alkalinity of the intestinal contents allows bacteria 
which are normally confined to the colon to ascend the small intestine as far 
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as the duodenum and stomach, both of which contain colon bacilli from the 
large intestine even more frequently than streptococci from the mouth. 

Chronic cholecystitis is generally a result of a B. colt infection which 
ascends from the duodenum by way of the common bile duct and cystic 
duct to the gall-bladder. This is especially likely to occur when achlorhydria 
is present. As gall-stones are generally secondary to cholecystitis, it is not 
surprising that achlorhydria occurs in about 50 per cent. of cases. 

Achlorhydria is also a very important predisposing cause of intestinal 
infections, such as typhoid and paratyphoid fever, bacillary and ameebic 
dysentery and cholera, the organisms of which are rapidly destroyed by the 
normal gastric juice, and its presence is therefore a constant source of danger 
in individuals residing in tropical countries. 

The toxzemia which follows the intestinal infection resulting from achlor- 
hydria is one factor in about 35 per cent. of cases of rheumatoid arthritis 
and in some cases of asthma, skin diseases and other conditions associated 
with allergy, especially in children. Flushing of the face during meals is 
common in achlorhydria, and achlorhydria or hypochlorhydria is generally 
present in rosacea. 


VII. EFFECTS OF GASTRITIS ON HAMATOPOIESIS AND THE 
NUTRITION OF THE CENTRAL NERVOUS SYSTEM 


The absence of free acid from the gastric contents in achlorhydric chronic 
gastritis and the enteritis with which it is often associated may interfere with 
the assimilation of the iron in food, so that in individuals who take a diet, 
in which there is only just enough iron for the needs of the body under the 
most favourable conditions, a simple achlorhydric anemia develops, which 
differs from pernicious anemia in occurring almost exclusively in women 
and in being curable by large doses of iron, whilst liver and stomach extract 
are entirely without effect. 

Achlorhydria is found in about 99 per cent. of cases of pernicious anemia 
and of subacute combined degeneration of the spinal cord, though it is not 
the actual cause of it, the absence of hydrochloric acid from the gastric 
secretion being associated with the absence of the hemopoletin and neuro- 
poietin, required for the production of the natural stimulant of hematopoiesis, 
and of the substance required for the normal nutrition of the central nervous 
system respectively. The gastritis is the primary condition; there 1s con- 
sequently often a history of chronic diarrhcea or other symptoms to 
which it has given rise dating from months or years before the onset 
of anemia or nervous symptoms, and in several cases the achlorhydria 
has been known to exist during this time. The frequent occurrence of per- 
nicious anemia and subacute combined degeneration of the cord in more than 
one member of a family is due to the familial occurrence of constitutional 
achylia gastrica and hypochlorhydria, which may depend. upon a primary 
atrophy of the gastric mucosa. Moreover, achylia is often present without 
any abnormality of the blood or central nervous system in relatives of patients 
with these diseases. 

The first function of the gastric mucous membrane to suffer in gastritis 
is the secretion of hydrochloric acid. Consequently in the majority of 
cases of achlorhydria pepsin is still secretc.l in normal quantity, the secretion 
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of mucus is actually increased, and the production of hemopoietin and 
neuropoietin is unimpaired. If the exciting cause of the gastritis continues 
to be at work when complete achlorhydria has developed, the gastritis 
becomes progressively more severe. After a time the damage to the secreting 
tubules is so severe that they can never recover their power of secreting 
acid, even if all active inflammation ceases, and at the same time the secretion 
of pepsin becomes more or less impaired. The mucus-secreting cells take 
part in the general atrophic changes of the mucous membrane, so that mucus 
disappears from the test-meal, its absence being a sign of the severity of 
the process and not an indication that no gastritis is present. In this 
advanced stage of gastritis the production of the intrinsic factors required 
for the normal activity of the bone-marrow and nutrition of the central 
nervous system, hemopoietin and neuropoietin, may cease to be formed, 
and pernicious anemia or subacute combined degeneration of the cord 
develops. In a small number of cases this function of the mucous membrane 
is impaired at an earlier stage ; thus in three of my cases of pernicious anemia 
the secretion of free acid returned as a result of treatment of the gastritis, 
and in | per cent. of cases pernicious anemia and subacute combined degenera- 
tion of the cord develop whilst free hydrochloric acid is still being secreted. 
The hematopoietic and neurotrophic functions of the gastric mucous 
membrane are occasionally destroyed suddenly by an exceptionally severe 
attack of acute gastritis, the symptoms dating from an attack of food 
poisoning or an acute infection. Complete and partial gastrectomy, and very 
rarely the gastritis following gastro-jejunostomy, may have the same effect. 


EXAMINATION OF THE STOMACH 


I. Moror Functions 


(a) Size, shape and position.—Inspection of the abdomen may reveal 
the outline of the stomach in thin patients, especially is pyloric obstruction 
has led to excessive peristalsis. By palpation under similar circumstances 
the lower border of the stomach can often be felt. Palpation may also 
reveal the presence of a tumour, the size, shape, position and mobility of 
which should be estimated. Percussion may give some idea as to the quantity 
of gas in the stomach, but it cannot help in the determination of its size, 
shape or position. Auscultatory percussion and friction have been shown 
by means of the X-rays to be quite valueless for examining the stomach. 

The size, shape and position of the stomach can be readily and accurately 
determined, both in the vertical and horizontal position, by means of the 
X-rays after a meal of strained gruel containing 4 ounces of barium sulphate. 
By palpation during the screen examination its mobility can be investigated 
and the presence of adhesions and areas of tenderness recognised. 

(6) Z'one.—Splashing and succussion can be obtained in an individual 
with relaxed abdominal muscles and a stomach with normal tone. They 
give no information as to the presence of deficient tone. 

Owing to the adaptation of the stomach to the volume of its contents, 
there is little difference in the upper level of the semi-fluid chyme as seen with 
the X-rays in the erect position whether the volume is 5 ounces or 2 pints, 
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and the greater curvature is only slightly depressed as the stomach is 
gradually filled. When the stomach is hypotonic, this adaptation to the 
volume of its contents does not occur; the food drops to the most dependent 
part, the upper level of the contents slowly rising and the greater curvature 
becoming more dependent as the volume increases. It is important to dis- 
tinguish this condition from the distension without hypotonus caused by the 
constant presence of fluid or fluid and food in the stomach when the pylorus 
is obstructed. The opaque meal then appears to fall to the bottom of a large 
stomach, but closer investigation shows that it is really falling through a 
large quantity of fluid already present in the stomach, the upper limit of 
which can be recognised at the normal distance below the diaphragm. If 
the examination is repeated after emptying the stomach by means of a 
stomach tube, its tone and size are found to be normal. 

(c) Peristalsis.—In unusually thin women normal peristalsis is occasionally 
visible, but in the majority of cases the presence of visible peristalsis indicates 
organic pyloric obstruction. The patient should be examined immediately 
after a meal; in doubtful cases peristalsis can be rendered more obvious by 
massage. At a stage preceding that in which peristalsis is visible, it may 
sometimes be felt as a periodic hardening if the hand is kept for some time 
gently pressing upon the right side of the abdomen a little above the 
umbilicus. 

In pyloric obstruction the peristaltic waves can be seen with the X-rays 
to arise in the fundus instead of in the centre of the stomach and to be unusu- 
ally deep at a period considerably earlier than that in which they become 
visible through the abdominal wall. Reversed peristalsis generally indicates 
organic pyloric obstruction, but 1 have seen it in cases of lesser curvature 
ulcer with gastric stasis but no obstruction. Irregular peristalsis, and especi- 
ally peristalsis which begins in the normal position but disappears and perhaps 
aed a as it passes along the greater curvature before the pylorus 1s 
reached, is very suggestive of malignant infiltration. 

(d) Rate of evacuation.—If splashing can be produced by palpation over 
the stomach at a time when it should be empty, gastric stasis is probably 
present. But there are so many possible fallacies that this is of very little 
value compared with the accurate results obtained with the stomach tube and 
X-rays. Nothing should be eaten or drunk during the 12 hours preceding a 
test-meal, The stomach should be completely emptied after the tube has been 
swallowed before the meal is given. In normal individuals it is uncommon 
for more than 25 c.c. of colourless or bile-stained gastric juice to be found ; 
the reaction for starch is negative, no gross food residue is present, and even 
microscopically no meat fibres and only occasionally a little vegetable debris, 
together with a few leucocytes and bacteria derived from the mouth, are seen. 
In chronic gastritis a small quantity of thick alkaline fluid, consisting of 
gastric mucus with swallowed saliva and pharyngeal and cesophageal secre- 
tion, 1s present. In the continuous secretion which results from an ulcer 
near the pylorus, even in the absence of organic obstruction, a varying 
quantity of very acid fluid without any food residue is found. When an 
ulcer has led to organic obstruction, starch granules and vegetable debris, 
but no meat fibres, are present, in addition to some acid fluid containing 
starch ; the quantity of fluid is much increased if the ulcer is still active, 
as hypersecretion then occurs in addition to stasis. In malignant obstruction 
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the gastric contents are thicker and contain debris of both vegetable and 
animal food; free hydrochloric acid is absent, and lactic acid, together with 
many bacteria, are present. 

If the test-meal is completely evacuated in less than three hours, no 
organic obstruction can be present. If starch is still present in the 3-hour 
fraction, the stomach should be completely emptied: a further estimate of 
the degree of gastric stasis can be made from the volume of starch-containing 
fluid obtained. 

Careful examination with the X-rays before the opaque meal is given may 
show that a considerable quantity of fluid is present in the fasting stomach ; 
its upper horizontal level can be seen under the gas in the fundus, and splash- 
ing can be observed if the patient shakes himself. If the shadow of the 
stomach is still visible 6 hours after a barium meal, nothing having been 
taken in the interval, stasis is present; after 9 hours it is probably, after 
12 hours it is almost certainly, due to pyloric obstruction. 

It is important to remember in connection with both the test-meal and the 
X-rays that if the patient has a severe headache at the time, any delay in 
evacuation may be due to the complete cessation of peristalsis which occurs 
during an attack of migraine. 


II. CoemicaL FuncrTions 


The chemical functions of the stomach can only be adequately investigated 
by means of a test-meal. The old-fashioned test-breakfast is less satisfactory 
than the modern fractional test-meal, which provides information respecting 
quantity and character of the resting-juice and post-prandial secretion, the 
secretory response throughout the period of gastric digestion, the secretion 
of mucus, the regurgitation of bile and duodenal contents. The patient, 
who should have taken no food since the previous night, swallows the tube 
(the best form being Ryle’s modification of that introduced by Einhorn) 
in the morning. The resting-juice is withdrawn and measured, its bile and 
‘mucus content noted, and the free and total acidity determined ; the presence 
of gross food residue or a positive starch reaction is diagnostic of pyloric 
obstruction. After withdrawal of the resting-juice the patient arate one 
pint of oatmeal gruel, and small specimens of gastric contents are withdrawn 
with @ syringe at intervals of a quarter of an hour until the stomach is empty. 
If starch is still present at the end of three hours the stomach is emptied, the 
volume obtained is measured, and the tube is withdrawn. The free and total 
acidity in each specimen is estimated. Topfer solution and phenolphthalein 
being the respective indicators customarily employed. The time of disappear- 
ance of the starch, which may precede complete emptying, is determined by 
adding iodine to the successive samples. The free and total acidity are 
plotted as curves upon a chart. 

If achlorhydria is present, the resting-juice may be examined for lactic 
acid by Uffelman’s reagent (30 c.c. 1 per cent. carbolic acid with a few drops 
of ferric chloride solution), which it changes from blue to a canary yellow. 
An ethereal extract of the gastric contents must be used, 5 c.c. of gastric 
contents being shaken with 30 c.c. of ether. 

Microscopical examination of the resting-juice may reveal the presence of 
red corpuscles. The discovery of leucocytes is only of importance if their 
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number is obviously in excess of the number present in a specimen of spittle 
obtained at the same time, or if they reappear without squamous epithelial 
cells half an hour after thorough lavage. True excess of leucocytes indicates 
the presence of severe gastritis or carcinoma. When the resting-juice or some 
or all of the fractions of a test-meal are pink or red owing to the presence of 
blood, a bleeding ulcer or carcimona is present. Specks of blood in otherwise 
blood-free specimens may be due to accidental contamination, but more 
frequently they indicate an abnormal vulnerability of the mucous membrane 
such as is present in chronic gastritis. 


III. Gastroscopy 


The introduction of the flexible gastroscope has removed the dangers 
from gastroscopy. The instrument can be passed without difficulty in a 
patient who has been prepared by a preliminary injection of morphine and 
aneesthetising his pharynx. All parts of the gastric mucous membrane can 
be inspected with the exception of the fundus and the lesser curvature of 
the pyloric vestibule. 

The chief value of gastroscopy is in the recognition of the different forms 
of gastritis and of erosions and acute and subacute ulcers, which may cause 
hemorrhage, but are never recognisable with the X-rays. It is often helpful 
in diagnosing the cause of post-operative symptoms when radiology has 
failed to show anything abnormal, and it affords the only reliable evidence of 
complete healing of a gastric ulcer (p. 593). It occasionally affords valuable 
evidence in the early diagnosis of cancer. 

ArtHur F. Hurst. 


FUNCTIONAL DISORDERS OF THE STOMACH 


HYPOTONUS: ATONIC DILATATION 


The diagnosis of atonic dilatation of the stomach, which is still frequently 
made, is a survival from pre-radiological days, when it was supposed to be a 
common sequel of acute infections, malnutrition and neurasthenia. In a 
hundred consecutive cases of abdominal disorders examined with the X-rays 
hypotonus was present in six, and in only one of these, in which it was asso- 
ciated with an unusually long stomach, did it have any direct or indirect 
connection with the symptoms. In no case was it associated with infections, 
neurasthenia or malnutrition, and in all but one of 15 cases of extreme wasting 
due to anorexia nervosa (not included in this series) the tone was normal. 
Severe hypotonus never. occurs except as a result of exhaustion of the hyper- 
trophied musculature of the stomach in organic pyloric stenosis. 


VOMITING 


fEtiology.—(a) CenrraL VomiTinc.—Vomiting is only rarely under the 
control of the will. But a person who has vomited a number of times owing 
to some central, reflex or toxic cause, may suggest to himself that certain 
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circumstances will invariably cause him to vomit. The hysterical vomiting 
which results is a common sequel of vomiting due to other causes (p. 578). 

Various emotions, especially those of disgust and fear, may result in 
vomiting, srt in neurotic individuals, It may occur as a result of 
incidents which subconsciously revive the memory of an emotion which on 
some particular occasion caused vomiting. Thus a woman who, on one 
occasion vomited as a result of terror in a railway carriage, subsequently 
vomited whenever she travelled in a train and after a time in any vehicle, 
and even in closed places, such as a church, from which she could not readily 
escape. The vomiting was associated with a vague feeling of fear, but not 
consciously with the incident which was the primary cause. 

Certain organic nervous diseases, such as cerebral tumour and meningitis, 
are frequently accompanied by vomiting, which may also occur in compression 
and in concussion caused by injury. This is generally due to increased intra- 
cranial pressure, and in cerebral tumour the relief of intracranial pressure by 
trephining often leads to cessation of vomiting. A mid-cerebellar tumour 
may give rise to vomiting as a result of direct pressure on the vomiting centre 
in the floor of the fourth ventricle long before any other symptoms develop. 

The vomiting in migraine is also of central origin. The cyclical vomiting of 
children is generally associated with a family history of migraine and is often 
followed by true migraine in adult life, but biochemical factors may play 
an important part in its pathogenesis, as it is generally controlled by the 
administration of glucose. 

Attacks of vomiting, with or without nausea, but unaccompanied by any 
pain or discomfort in the abdomen, are generally of central origin. This is all 
the more likely to be the case if they are associated with hendache 

(6) Rertex Vomitine.— Vomiting may result from a local or central reflex. 
The former is the most common of all causes of vomiting. It occurs when 
the gastric mucous membrane is irritated by poisons, whether introduced 
in the food or resulting from bacterial decomposition. Gassing was a common 
cause of vomiting in the War of 1914-1918, some of the irritant gas being 
dissolved in the saliva, which was secreted in excess and then swallowed. 
Overdistension with food, especially if it occurs rapidly, as when a big meal 1s 
bolted, or if it continues for an abnormally long period as a result of pyloric 
obstruction, has the same effect. In all these cases more or less relief to 
the local symptoms results from vomiting. 

Painful stimulation of any afferent uerves, but particularly those of 
abdominal viscera, such as occurs in attacks of pain associated with gastric 
ulcer, in biliary and renal colic, in Dietl’s crises, and in intestinal obstruction, 
often causes vomiting as a result of a central reflex. Tickling the fauces is a 
common method of inducing vomiting. 

Sea-sickness and air-sickness are caused by a reflex arising from excessive 
stimulation of the semicircular canals. The vomiting in diseases of the ear 
in which the semicircular canals are directly or indirectly involved, as in 
Méniére’s syndrome, is of similar origin. The vomiting of early pregnancy 
is probable reflex; when persistent, it is, I believe, always hysterical and 
curable by psychotherapy (p. 579). 

(c) Toxic VomiTinc.—Some emetics, such as apomorphine, cause vomiting 
by direct irritation of the vomiting centre. Other emetics, such as warm 
water containing salt; and copper and zinc sulphate, act reflexly from the 
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stomach and are consequently only effective when they are swallowed, whilst 
tartar emetic, tpecacuanha and general anesthetics, act in both ways. 

Poisons produced in the body, as in uremia, hyperthyroidism and Addison’s 
disease, may irritate the vomiting centre. In uremia, however, the action 
is partly reflex owing to the excretion into the stomach of toxins which 
should be excreted by the kidneys and partly a result of increased intracranial 
pressure. The bacterial toxins in acute infections, especially gastric influenza, 
often excite vomiting by their irritant action on the gastric mucous membrane. 
Toxic vomiting differs from central vomiting and some cases of reflex vomiting 
in being almost invariably preceded by nausea. 

The consumption of certain foods to which a predisposed individual is 
sensitised may give rise to attacks of ‘‘ abdominal allergy,” in which vomiting 
is often a prominent symptom (vide p. 751). 

Treatment.—The proper treatment of vomiting is to remove the cause. 
In toxic cases and in those due to reflexes from the stomach itself, complete 
evacuation by a stomach tube gives relief. As purely symptomatic treat- 
ment, the most useful drugs are dilute hydrocyanic acid, 3 to 6 minims of 
which should be given in 60 minims of water, and chlorbutol, 5 grains of which 
can be given in a cachet and repeated, if necessary, three or four times at 
intervals of 2 hours. Sea-sickness and air-sickness can generally be prevented 
by taking 2} grains each of phenacetin and soluble barbitone half an hour 
hefore and again shortly after starting on the journey. 


REGURGITATION, HEARTBURN AND WATERBRASH 


Recureiration.—Regurgitation of unaltered food mixed with more or 
less saliva occurs with pharyngeal diverticula and in cesophageal obstruction 
resulting from achalasia of the cardia and simple and malignant stricture. 
Regurgitation of small quantities of partially digested food into the pharynx 
and less often into the mouth without effort and without nausea occurs in 
various forms of dyspepsia; its acidity produces a scalding sensation in 
the pharynx. Regurgitation is frequently associated with flatulence due to 
aerophagy, the unsuccessful efforts made by the patients to bring up wind 
when no excess is present in the stomach resulting in regurgitation of some 
of its fluid contents. The regurgitation may later give place to vomiting, 
both the regurgitation and vomiting being to a great extent under voluntary 
control. 

HEARTBURN.— When the indigestion which gives rise to regurgitation 18 
a result of some swallowed irritant such as excess of condiments, alcohol, 
tobacco or drugs, the gastritis, which is the cause of the indigestion, is 
likely to be associated with cesophagitis. Apart from this, constant 
regurgitation of acid food through the cesophagus into the pharynx or 
mouth leads to cesophagitis. In whichever way the cesophagitis is caused, 
the cesophageal mucous membrane, which is normally insensitive to dilute 
hydrochloric acid, becomes sensitive, so that the acid gastric contents 
produce a sensation of burning behind the sternum when regurgitation 
occurs. This burning sensation is known as heartburn, and may occur with 
or without regurgitation into the pharynx and mouth. 

WaTERBRaSH.-——Waterbrash may occur in any of the conditions which give 
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rise to ptyalism (p. 529), but most commonly with duodenal ulcer. At a 
certain interval after a meal, which varies in different cases, but is fairly con- 
stant for each individual, an uncomfortable sensation of constriction, which 
may amount to severe pain, is felt deeply beneath the lower end of th sternum. 
This may be accompanied by profuse salivation, which is sometimes accom- 
panied by pain in the jaws from the rapid swelling of the parotid glands. 
Relief occurs on bringing up a few mouthfuls of clear fluid, which is generally 
described by the patient as being like water, though it sometimes contains 
a good deal of mucus. The fluid rises into the mouth with little or no effort 
and without nausea. It comes from the cesophagus and not from the stomach, 
as even when the previous meal was large and finished less than an hour 
before, no food is present in the regurgitated material, which is alkaline in 
reaction and has all the characters of pure saliva. When the flow of saliva is 
excessive, it runs down the cesophagus without the patient’s knowledge 
and without the aid of actual swallowing ; the cardiac sphincter being closed, 
the fluid collects in the lower end of the cesophagus. 

The morning vomiting of alcoholic individuals is the result of a similar 
process, though it is accompanied by more violent vomiting efforts. In this 
case the fluid consists of saliva with a considerable proportion of pharyngeal 
and cesophageal mucus, secreted as a result of chronic pharyngitis and 
cesophagitis. 

Treatment.—No special treatment is required for regurgitation, heart- 
burn and waterbrash beyond that of the primary condition. The momentary 
discomfort caused by regurgitation and heartburn can be overcome by 
drinking water or sodium bicarbonate solution, or by chewing and then 
swallowing an alkaline tablet. 


ANOREXIA 


Anorexia, or loss of appetite, occurs in a small proportion of cases of 
chronic gastritis and in the majority of cancer of the stomach, in which it 
may be the first symptom, but never in uncomplicated gastric or duodenal 
ulcer. It is common in toxsemic conditions, a3 as acute fevers and tuber- 
culosis. It is often present when for any reason the tongue is dry or furred. 


ANOREXIA NERVOSA 


fEtiology.—Anorexia nervosa occurs in adolescents and young adults 
of both sexes, but much more commonly in females than males, There is 
rarely any family history of psychoneuroses or psychoses. The anorexia 
ig In most cases at first the visceral expression of some emotional disturbance, 
often an unhappy love affair. Sometimes the diet is voluntarily reduced with 
the object of overcoming a real or imaginary tendency to get fat, or on account 
of some fanciful ideas concerning the effect of food in stimulating sexual 
activity. Whatever the origin of the condition may be, the restriction of 
food results in the gradual disappearance of the appetite until the patient 
loses all desire for food. After the anorexia has continued for some time its 
origin, which is never recognised by the patient without explanation, recedes 
into the background, and it often remains after the psychological difficulties 
which gave rise to it have disappeared. 
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The constant presence of amenorrhcea has led to the idea that the condition 
is the result of endocrine disorder. But there is no good evidence for this 
theory, and complete recovery always follows simple psychotherapy without 
accessory treatment of any kind. There is also no justification for comparison 
with Simmonds’s disease, a very rare condition, caused by degeneration 
of the anterior lobe of the pituitary gland; this is not necessarily 
associated with either anorexia or emaciation, and is uninfluenced by 
psychotherapy. 

Symptoms.—The patient has a great repugnance for every kind of food, 
and as even small quantities have to be forced down, they give rise to a 
sense of complete repletion and distension and sometimes nausea. He 
may learn to vomit at will, and as he realises that he can overcome his dis- 
comfort by this means, it may occur after every meal. The small intake 
of food leads to increasingly severe constipation, and the aperients used 
for its treatment increase the abdominal discomfort. 

The patient rapidly loses weight and in time becomes extremely emaciated, 
almost all the subcutaneous fat disappearing. At first physical and mental 
activity are unabated, the restless energy and absence of fatigue being in 
striking contrast with the wasted appearance of the patient, but in the later 
stages the patient becomes weak and lethargic, and finally may lie in bed 
unable to move a limb or raise his head. In girls amenorrhea is a constant 
symptom ; it develops at an early stage and persists for many months after 
recovery is complete in all other respects. It is probably of psychical origin 
and not a result of malnutrition, as it develops at an early stage and may 
persist long after the patient has returned to a normal diet. An abnormal 
growth of hair is a common symptom ; this is a direct result of malnutrition, 
as it is constantly observed in times of famine. 

The pulse aad temperature are normal. The X-rays show no abnormality 
in the alimentary tract, the constipation being due solely to the insufficient 
quantity of food residue, and gastric secretion is unaffected. The extremities 
and the nose and cars are cold and blue, the skin dry and scaly. The urine 
is normal. 

If proper treatment is not instituted, death may result from inanition, 
extreme atrophy without any organic visceral lesion being found post 
mortem. 

Treatment.—Ilixcept in the eurliest stages, it 18 essential to remove the 
patient from his home surroundings and to allow only infrequent visits from 
his relations. The nature of the symptoms is explained to him, and he is 
made to understand that he can recover and return to his home and to a 
normally active life only when, us a result of eating a proper quantity of 
ordinary food, his weight and strength have returned, and that though this 
may entail some discomfort at first, his appetite is certain to return when 
more food is taken. It 1s essential to be present during the first meals after 
treatment is begun, and to be prepared to spend a very long time arguing 
over every mouthful until the meal is at last finished. As resistance almost 
invariably breaks down under these conditions, the task of supervising sub- 
sequent meals can be left to a food nurse, who must at first never leave the 
patient, as otherwise food is likely to be hidden or thrown away. The 
patient should from the first day of treatment be given a full diet without 
restrictions of any kind, and should be induced to eat everything he is given. 
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With tact, explanation and persuasion this is always possible. The psycho- 
logical origin of the trouble should not be discussed until the patient has 
greatly improved ; even then such discussion is not always necessary, and 
it is rare for anything more than simple psychological explanation without 
any deep analysis to be required. Special diets, organotherapy, including 
gonadotrophic and pituitary hormones and the use of insulin to stimulate the 
appetite, and the administration of vitamins are of no use in the treatment 


of anorexia nervosa. 


NAUSEA 


Nausea most commonly precedes vomiting and is relieved when the 
stomach is empty. When associated with headache it is generally a result 
of migraine. It may occur as an independent symptom in chronic achlor- 
hydric gastritis, chronic cholecystitis and in the earliest stage of carcinoma 
of the stomach. It is sometimes the most prominent symptom in early 
tuberculosis and at the commencement of pregnancy. It may occur in 
nephritis and infections of the urinary tract, and in men it may result from 
prostatic disease; in these conditions it is generally an indication of the 
onset of uremia, of which it may be the first symptom. All these possi- 
bilities should be excluded before regarding it as of nervous origin, but there 
is no doubt that it is occasionally an hysterical symptom and due to the 
perpetuation by auto-suggestion of nausea which originally resulted from 
the emotion of disgust, although the actual exciting incident may have 
been forgotten. 

Nausea may be constant or periodic. It may be specially associated 
with the consumption of fatty food or less frequently of meat, but it is often 
quite independent of the kind or nature of the food taken. The patient 
may wake up with severe nausea, which makes it difficult for him to eat 
any breakfast. He often thinks it 1s due to some disease of the stomach, 
and he consequently reduces the amount of food he takes; severe loss of 
weight may result. Nausea is often increased by emotional disturbances 
and may be less troublesome when the mind is fully occupied. 


GASTRIC FLATULENCE: AEROPHAGY 


Flatulence, or the presence of excess of gas, may occur simultaneously 
in the stomach and the intestine, but in many cases it 1s confined to the 
stomach or to some part of the intestines. 

Etiology.—Gastric flatulence may be caused by (a) excessive production 
of gas by fermentation or putrefaction ; (b) the introduction of excess of air 
by aerophagy ; and (c) deficient elimination. 

(a) Achiothydeia may be associated with the formation of a small quantity 
of gas by bacterial activity, but this is very rarely sufficient to cause dis- 
comfort. In pyloric carcinoma, achlorhydria 1s associated with severe 

tric stasis, and & considerable excess of foul gas may be produced. 

(b) Aerophagy is the commonest cause of flatulence. It is often associated 
with functional dyspepsia, but it is equally common in organic diseases, 
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especially cholecystitis and less frequently gastric and duodenal ulcer, and 
the pain in angina pectoris frequently causes aerophagy. The patient feels 
discomfort in the stomach, which he thinks is due to ‘‘ wind,’’ and which he 
imagines he can “ disperse’ by eructation; as there is really no excess of 
gas present, the attempt proves unsuccessful and results in the swallowing of 
air. After half a dozen or more attempts have been made without success, 
air being swallowed on each occasion, the stomach becomes distended with air, 
which is noisily expelled. The excessive salivation, which often occurs in 
gastric disorders associated with hyperchlorhydria, and in septic conditions 
of the mouth and naso-pharynx, also leads to flatulence, as air is swallowed 
with each mouthful of saliva. The severest cases of aerophagy occur inde- 
pendently of dyspepsia in intensely neurotic women; the symptom is then 
hysterical. A little saliva with a large quantity of air is swallowed until the 
stomach is distended, when it is noisily pumped backwards and forwards 
between the stomach and cesophagus by spasmodic movements of the dia- 
phragm, and is periodically expelled with a loud report. 

(c) Deficient elimination of gas occurs when absorption is diminished 
owing to chronic gastritis with much secretion of mucus or to the obstruction 
of the portal circulation which occurs in cirrhosis of the liver and heart failure ; 
swallowed air and the gases produced by fermentation are insufficiently 
absorbed and severe flatulence results. 

Symptoms.—Gastric flatulence gives rise to a sensation of fullness in the 
epigastrium, which may extend under the left costal margin. The accumu- 
lation of gas in the stomach pushes up the diaphragm; this may cause 
palpitation and attacks of dyspnoea in individuals who are predisposed by 
such conditions as asthma and cardiac weakness. Flatulence may also be 
the immediate cause of an attack of true angina pectoris, though more fre- 
quently the angina is the cause of the aerophagy. 

In rare cases a valvular mechanism is set up at the cardia, which does 
not impede swallowing but prevents the passage of gas in the opposite direc- 
tion. This aérogastrie bloquée may result from spasm of the lower end of 
the cesophagus associated with an cesophageal ulcer, or from a kink caused 
by the dislocation of the stomach from the pressure of a distended splenic 
flexure in intestinal carbohydrate flatulence or a distended pelvic colon in 
megacolon. An enormous quantity of gas may collect in the stomach, the 
distension of which causes great pain, which is relieved by lying down, when 
the gas passes on into the duodenum, or instantaneously by the passage of 
a stomach tube. 

Diagnosis.—When a patient complains of “ flatulence,” it 1s first: neces- 
sary to ascertain whether excess of gas is really present. This can be done 
most readily and accurately by means of X-rays, as it is often difficult to 
distinguish by percussion whether an accumulation of gas is in the stomach 
or in the splenic flexure of the colon. 

Pseudo-flatulence is generally due to the patient misinterpreting the 
sensation of fullness which is caused by the increased intragastric pressure 

roduced by sudden distension of the stomach, especially if it is of the short, 
high form, with excess of food and drink which have been too rapidly con- 
sumed. There is no abdominal swelling or increase in gastric resonance, and 
the patient is unable to bring up any gas, but the condition is often compli- 
cated by aerophagy. The eructation of swallowed air may relieve the discom- 
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fort which prompted the aerophagy ; this is probably due to the increased 
intragastric pressure overcoming the resistance of a pyloric sphincter closed 
as a result of achalasia or spasm at the same moment as the resistance at the 
cardia is overcome. 

Excess of gas in the splenic flexure in intestinal carbohydrate dyspepsia 
and in the pelvic colon in megacolon often gives rise to a feeling of fullness 
in the left hypochondrium, which is mistaken by the patient for gastric 
flatulence and may lead to aerophagy. 

Pseudo-flatulence may also be caused by hysterical spasm of the diaphragm. 
This may occur as an independent condition or as a complication of some 
organic disorder, such as gastric ulcer or colitis, or after a blow on the abdomen. 
It is also the cause of the abdominal distension in pseudocyesis, in which 
pregnancy is simulated. The spasm may be continuous and last for weeks 
or months. More frequently it occurs in attacks; a sensation of great dis- 
tension is experienced and the abdomen becomes so protuberant that the 
clothes have to be loosened. The “ distension ’’ disappears as suddenly as 
it comes without eructation or passage of flatus. It often leads to a mistaken 
diagnosis of intestinal obstruction, and laparotomies have been performed 
in spite of the fact that the distension disappears under an anesthetic. The 
lower ribs are drawn in as a result of the pull of the contracted diaphragm, 
and firm manipulation of the abdomen causes the abdomen to become flat and 
the diaphragm to rise. The absence of excess of gas in the stomach and 
Intestines can be recognised with the X-rays, which also show the very low 
position of the diaphragm and the shallow respiratory movements. The 
patient should be taught to breathe properly with his diaphragm, but im- 
provement is often very slow. 

The gas expelled in aerophagy is odourless; when caused by purte- 
faction in pyloric obstruction it is offensive, and this is occasionally the first 
symptom of a growth, though it may also occur in non-malignant obstruction. 
Aerophagy is probably present if eructation is frequently repeated; the 
diagnosis 1s certain if it occurs several times in rapid succession, as fermenta- 
tion cannot give rise to such a large quantity of gas. Eructation occurring 
before breakfast in the absence of pyloric obstruction is always due to aero- 
phagy, as there is nothing in the stomach from which gas could be produced. 
The diagnosis can be confirmed by means of the X-rays, with which it is easy 
to watch the whole process of aerophagy. 

Treatment.—The treatment of flatulence due to excessive fermentation 
consists In removing the cause. When flatulence is due to aerophagy, it is 
generally only necessary to explain to the patient the cause of his trouble 
in order to cure him. He should be told not to eructate, however much he 
may desire to do so. If he finds it very difficult to restrain himself, he should 
open his mouth or clench his teeth upon a cork, whenever the desire is very 
strong, as it is then difficult to swallow air, though any excess of gas in the 
stomach can be expelled. When aerophagy is secondary to dyspepsia, this 
requires appropriate treatment. Momentary relief, sufficient to help the 
patient to forego eructation, can generally be obtained by sipping hot water 
or chloroform water, or by taking a few drops of a carminative, such as oil of 
cinnamon or penperuny on a lump of sugar, but the use of spirits for this 
purpose should be prohibited. 
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NERVOUS DYSPEPSIA 


Etiology.—-Most neurasthenic patients suffer from indigestion, partly 
as a result of their abnormally irritable nervous system and partly as a result 
of chronic toxemia, depressing emotions, mental and physical overwork, 
and the other factors concerned in the production of neurasthenia, as these 
tend in themselves to inhibit the motor and secretory functions of the 
stomach. 

Anxiety neuroses are often accompanied by visceral symptoms. The 
nature of the latter depends upon the patient’s past history and physical 
make-up. If he has suffered from indigestion in the past or if he has an 
organ inferiority in the form of the hypersthenic or hyposthenic gastric 
diathesis, nervous dyspepsia is likely to develop. 

Symptoms.—The gastric symptoms in nervous dyspepsia are characterised 
by their extreme irregularity, the patient feeling very ill one day and com- 
paratively well the next without any obvious reason for the change. The 
most constant complaint is of vague abdominal discomfort, which rarely 
amounts to actual pain. It is generally worst in the morning and improves 
towards evening, but in some cases the symptoms increase when the patient 
becomes more fatigued towards evening. The discomfort is aggravated by 
meals, a sensation of fullness being felt as soon as a small quantity of food has 
been eaten, but it may be present to a less extent before breakfast. It has 
little relation to the amount or the kind of food, differing in this way from 
the discomfort of organic gastric disorders. It is increased by worry and 
excitement, while some new interest, whether it be a change of surroundings, 
a game, a conversation, a new medicine or a new doctor, leads to its temporary 
disappearance. Nausea sometimes occurs, but vomiting is unusual. Many 
patients complain of flatulence, which is generally due to aerophagy, but 
may be nothing more than the result of misinterpreting the sensation of 
fullness, no excess of gas being present (see p. 574). The appetite is always 
diminished, though it varies considerably from day to day. As insufficient 
food is taken, the nervous system becomes more depressed; this reacts 
again on the digestion, a vicious circle being produced. 

Physical and radiological examination of the stomach very rarely shows 
any abnormality. Evacuation of the gastric contents may be slightly delayed 
owing to periods of inertia alternating with periods of normal peristalsis. 
The secretion of gastric juice may be temporarily diminished. If nervous 
dyspepsia develops in a patient with the hypersthenic gastric diathesis, the 
symptoms are likely to simulate those of duodenal ulcer. Constipation is 
almost always present. The abdominal muscles may be tense so that examina- 
tion is difficult, but there is never any great degree of tenderness, and what 
is present is diffuse and variable in position rather than localised and constant. 
In other cases the abdominal muscles are weak, and symptoms resulting 
from this may be added to those resulting from the neurasthenia or anxiety 
neurosis. 

The gastric symptoms are always associated with other nervous symptoms, 
such as headache, backache and insomnia, and the anorexia leads to pro- 
gressive loss of weight and strength. The abdominal discomfort may be 
accompanied by flushing of the face, palpitation and coldness of the ex- 
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tremities. The patient is generally depressed and pessimistic; he pays 
great attention to all his bodily functions, constantly looking at his tongue 
taking his temperature and examining his stools. His account of his 
symptoms is full of details, and he often has some theory to account for them, 
believing himself to be suffering from some mythical disorder such as acidity, 
a dropped stomach or colon, mucous colitis or intestinal auto-intoxication, 
and not infrequently he fears he has cancer. He may seek advice for 
dyspepsia on its own account or because he thinks that it is the cause of 
his purely nervous symptoms. 

Treatment.—The patient’s confidence can be gained only after a very 
thorough examination. He can then be told that he has no organic disease, 
and that with perseverance he will get well. The general neurasthenic 
condition first requires attention : for this mental and physical rest, followed 
by graduated exercise, and sufficient food to overcome the inanition are the 
chief indications. Congenial surroundings, cheerful companions and appetis- 
ing food are of great importance, and consequently strict isolation is not 
required. For the anxiety symptoms psychotherapy, preferably of a simple 
kind, is essential. The dyspepsia itself generally requires no special treat- 
ment, as it disappears with reassurance that there is no organic abdominal 
disorder and with successful treatment of the underlying nervous condition. 


HYSTERICAL GASTRIC SYMPTOMS 


When symptoms such as vomiting, anorexia, nausea and abdominal pain 
have been caused by emotional disturbance or by gastritis, gastric ulcer, 
appendicitis or other organic cause, they may continue or recur as the result 
of suggestion after the original cause has disappeared. They are then 
hysterical symptoms. Hysterical digestive symptoms are always curable by 
daa denlale tf In severe cases it is essential to remove the patient from his 

ome surroundings. In the majority of cases explanation, persuasion and 
re-education effect a cure without recourse either to gross suggestion or to 
elaborate psycho-analysis., 


HYSTERICAL VOMITING 


Hysterical vomiting occurs during or immediately after meals. It is 
effortless and generally unaccompanied by nausea, so that a patient may vomit 
meat and vegetables, and immediately afterwards be ready to eat a sweet 
which he retains without difficulty. The stomach is generally only partial] 
emptied, so that nutrition is preserved, but in rare cases nothing is tained. 
and severe emaciation, together with the changes in the urine which follow 
starvation and have erroneously been ascribed to toxemia, results. The 
diet has often no effect, vomiting being as frequent with milk alone as with 
a full diet. 

When the vomiting of early pregnancy, which is probably reflex in origin, 
occurs after every meal instead of only in the morning, and when it persists 
after the eighth week, it is often called the pernicious vomiting of 
pregnancy. It has generally been regarded as toxic on account of certain 
changes in the urine and associated symptoms. I am convinced, however, 
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that it is always hysterical, as in my experience it can invariably be cured 
by psychotherapy with great rapidity. The changes in the urine—excess of 
organic acids and a rise in the ammonia index (the proportion of nitrogen 
present as ammonia compared with that as urea) are entirely secondary to 
the starvation and dehydration which result from persistent vomiting. 
However marked these changes may become—and I have known the ammonia- 
index rise from the normal 5 to 28—and however severe the so-called toxic 
symptoms may be, such as a dry, black tongue and a pulse as rapid as 160, 
they all disappear within 24 or 48 hours with psychotherapy in the form of 
explanation and persuasion without either suggestion or drug treatment. 
The condition must of course be distinguished from the vomiting, which 
begins in the later stages of pregnancy and is only one symptom of some 
obviously toxic condition, such as eclampsia or acute necrosis of the liver. 

Hysterical vomiting was a common sequel of the acute gastritis caused 
in the War of 1914-1918 by gassing, when some of the irritant gas was dissolved 
in saliva and swallowed. The vomiting persisted without any other symptoms 
after the gastritis had disappeared. It was always rapidly cured by simple 
psychotherapy. 

Treatment.—A patient with hysterical vomiting should be kept in bed 
and isolated. After the exciting cause has been discovered and the reason 
for the continuation of the vomiting has been explained to him in language 
suited to his intelligence, he should be made to realise that now that the 
primary cause is no longer operative, his stomach has simply developed a bad 
habit, which it must be educated to give up. Full diet should be given 
from the onset. It is always desirable to be present whilst the patient takes 
his first meal under the new regime in order to encourage him to suppress 
his desire to vomit. After one meal has been eaten without vomiting complete 
recovery is generally very rapid. 


HAMATEMESIS AND MELANA 


Etiology.—Hematemesis results most frequently from a chronic ulcer 
of the stomach, duodenum or csophagus, or of the jejunum after gastro- 
jejunostomy. It occurs generally in smaller quantities, in cancer of the 
stomach. The term gastrostaxis was at one time applied to the hemorrhage 
which was supposed to occur in the absence of any organic lesion; but 
gastroscopy and examination of fresh specimens removed at operation have 
proved that very small rapidly healing and often multiple erosions or acute 
ulcers, which readily escape detection both on external examination during 
an operation and at autopsy, are present in such cases in association with 
gastritis. Hemorrhage may occur in susceptible people from areas of the 
mucous membrane which become congested and hemorrhagic on contact 
with fragments of aspirin. There is no evidence that vicarious menstruation 
from the stomach ever occurs, although hematemesis is rather more common 
during menstruation than in the intervals. The varicose veins which develop 
in the cesophagus in cirrhosis of the liver may bleed, and hemorrhage may 
also occur from the congested gastric mucous membrane in cirrhosis and 
heart failure. Bleeding from the stomach is a common symptom of splenic 
anemia, even in the early stages when the liver is still comparatively healthy. 
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It may also occur in the hemorrhagic diathesis, which is in most cases associ- 
ated with a reduction in the number of blood platelets and delayed bleeding 
. time (thrombocytopenic purpura) ; it is then generally preceded and accom- 
panied by purpura and often by hemorrhage from the nose, kidneys or other 
organs, but in some cases it may be the sole manifestation of the condition. 
In rare cases hematemesis is caused by bleeding from multiple telangiectases 
of the gastric mucous membrane in patients with familial telangiectasia ; 
it is then almost invariably associated with epistaxis. Finally, blood from the 
naso-pharynx, mouth, cesophagus and lungs may be swallowed and vomited. 

Diagnosis.—Direct examination of the nose, gums and pharynx excludes 
the possibility of the blood coming from these sources. Hematemesis may 
be distinguished from hemoptysis by the fact that in the former the blood is 
generally dark, partly coagulated and mixed with more or less food, whereas 
in the latter it is bright red, frothy and unclotted ; in the former the symptoms 
may point to gastric disease, in the latter to disease of the lungs or the heart ; 
melzna is present in most cases and occult blood in all cases after hemate- 
mesis, and the hemorrhage is not often repeated, whereas in hemoptysis the 
stools contain no blood, and the patient generally continues to expectorate 
blood-tinged sputum for several days. In chronic ulcer and carcinoma of 
the stomach a history of other gastric symptoms can almost always be 
obtained, though in chronic ulcer they may be very mild in character and of 
short duration. In cirrhosis of the liver, symptoms of alcoholic gastritis 
are often present, and the liver is generally hard and enlarged. When 
hematemesis occurs without other symptoms, gastritis with an acute ulcer 
or erosion is generally present, if splenic anemia can be excluded by the 
absence of splenomegaly and leucopenia, the hemorrhagic diathesis by 
absence of purpura or bleeding from other mucous membranes and the 
presence of a normal number of blood platelets and normal bleeding time, 
and familial telangiectasia by absence of epistaxis and telangiectasia of the 
face. The possibility of an idiosyncrasy to aspirin should always be con- 
sidered when a patient is in the habit of taking the drug frequently, especially 
— if he swallows tablets whole and apart from meals. 

Prognosis.—The mortality among patients with hemorrhage from an 
ulcer is about 1-5 per cent. in general practice. As the incidence of hemorrhage 
in cases of gastric, duodenal and anastomotic ulcer taken together is about 
25 per cent., the mortality from hemorrbage in all cases of ulcer, whether 
they have previously bled or not, is about 0-4 per cent. The mortality of 
cases of ulcer admitted into Guy’s Hospital under my care on account of 
hemorrhage is 4-8 per cent.; the mortality from hemorrhage in patients 
with a history of hemorrhage from ulcer or admitted for ulcer is under 
2-5 per cent., and the mortality from hemorrhage of all cases of ulcer, includ- 
ing those which have never bled, is about 1 per cent. 

Treatment.—The patient should be kept completely at rest without 
transportation to a nursing home or hospital. He should be kept in the supine 
position, and should not leave his bed even to micturate or defwcate until 
there has been no hemorrhage for 48 hours, In order to keep him completely 
at rest and to allay anxiety it is generally advisable to inject morphine. 
Nothing should be given by mouth for 24 or 48 hours; small quantities of 
dilute citrated milk may then be drunk aud the quantity rapidly increased so 
that within a while the patient is on the ordinary strict ulcer diet (p. 594) 
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with 5 oz. hourly feeds. The so-called Meulengracht diet has nothing to 
recommend it for use in England. The improved results following immediate 
feeding recorded by Meulengracht were due to the prolonged starvation and 
deprivation of fluids formerly practised in Denmark. In England death is 
almost always a direct result of hemorrhage from a large hole in a sclerotic 
artery and not from starvation or dehydration. Normal saline solution, 
4 to ? pint, should be given four hourly by rectum until sufficient fluid is 
taken by mouth. Constipation requires no treatment, as the bowels generally 
open spontaneously on the third day after one of the saline injections. 

If the hemoglobin falls below 30 Oer cent., the patient should be trans- 
fused. Not more than 10 oz. of blood should be given and the transfusion 
should not be repeated unless the hemorrhage recurs. Transfusion is required 
to prevent a patient from dying from anwmia; it is not required for the 
restoration of the blood to the normal level, as an average gain of 1 or 2 per 
cent. of hemoglobin per diem occurs when 30 grains of iron and ammonium 
citrate, which 1s always well tolerated, are given three times a day. Clotting 
ig most likely to occur when the circulation is at a low ebb with the blood 
pressure low and the patient collapsed. A rapid rise in blood pressure may 
lead to recurrence of hemorrhage, which would not take place if the rise 
in hemoglobin is as gradual as it is with the administration of iron. If the 
hemorrhage is gastric and not duodenal in origin and continues to a dangerous 
extent, a stomach tube attached to Senoran’s evacuator should be passed ; 
the stomach is emptied and then washed with successive half-pints of iced 
water until the latter is no longer tinged with blood, when 60 minims 
of solution of adrenaline hydrochloride (1 in 1000) may be left in the 
stomach. 

For surgical treatment vide p. 596. 


ORGANIC DISEASES OF THE STOMACH 
ACUTE GASTRITIS 


(a) ACUTE CATARRBAL GASTRITIS 


ZEtiology.—Acute catarrhal gastritis is caused by severe irritation of 
the mucous membrane of the stomach. A large indigestible meal and excess 
of alcohol are common causes, especially if the patient is already suffering 
from chronic gastritis. In many cases the irritant is a toxic product of 
bacterial activity in food, several individuals being often simultaneously 
affected. The symptoms of gastric influenza are due to acute gastritis pro- 
duced by the influenza toxin, and the toxins of scarlet fever, septicemia 
and other acute infections and those of uremia may also be excreted into 
the stomach and give rise to gastritis. The swallowing of saliva in which 
irritant gases were dissolved often resulted in the production of acute gastritis 
during the War of 1914-1918, but the symptoms were generally overshadowed 
by the more serious pulmonary symptoms ; in some cases the occurrence of 
hematemesis indicated the severity of the lesion. Recovery was always 
rapid, and when vomiting persisted it was always hysterical. 
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Symptoms.—The symptoms start acutely soon after the entrance of the 
irritant into the stomach, but they may be postponed for several hours 
when the attack is due to a toxin produced by bacterial activity within the 
stomach. A sensation of fullness and discomfort is felt in the epigastrium ; 
heartburn is common, and in severe cases there is acute pain. Tenderness 
is diffuse and generally only moderate in degree, but in serious cases it may 
be extreme. The abdomen may be distended. The appetite is completely 
lost, but thirst is excessive. The tongue is covered with a thick dirty fur, 
and there is an unpleasant bitter taste in the mouth. The patient constantly 
eructates, and the gas brought up may be foul-smelling. Vomiting, preceded 
by nausea, almost always occurs, and gives more or less relief to the dis- 
comfort and pain. The food eaten at the previous meal, mixed with mucus 
but with little or no gastric juice, is first rejected; subsequently mucus 
with saliva, which is generally secreted in excess, bile and occasionally small 
quantities of blood are vomited. Severe constipation is present unless the 
irritant also acts upon the bowels and causes diarrhcea. The vomited 
matter contains no free hydrochloric acid, but is generally acid in reaction 
owing to the presence of lactic, butyric and other fatty acids; the 
saliva and mucus present may, however, give it an alkaline reaction. 
Microscopically, leucocytes, epithelial cells, and sometimes blood are 
found. 

The patient is pale and prostrated and complains of headache. These 
symptoms are most marked in infective cases, when the patient may also 
be drowsy and even delirious. The temperature is generally slightly raised, 
but it may be high, especially in children, and the pulse is rapid. Leucocytosis 
is common, even in the absence of pyrexia. The urine is concentrated and 
may contain a trace of albumin. Herpes labialis is sometimes present. 
Contrary to what might be expected, a test-meal given 12 to 24 hours after 
the onset shows that the initial paralysis is followed by increased motor 
activity and the acidity tends to ‘3 high rather than low, though it subse- 
quently falls, as a second test-meal given a week later shows that hypo- 
chlorhydria gives place to achlorhydria and an average acidity to hypochlor- 
hydria. Mucus, leucocytes and epithelial cells are present in excess. 

Diagnosis.—In severe pyrexial cases the symptoms may simulate the 
onset of an acute infection, such as typhoid fever, but the rapid improvement 
soon makes the diagnosis clear. I have seen cases in which the pain, tender- 
ness and rigidity were so severe that considerable doubt was felt at first 
whether a gastric ulcer might not have perforated. 

Prognosis.—Recovery generally takes place within 24 or 48 hours, but 
in toxic and infective cases the acute symptoms may persist for several days, 
at the end of which they may suddenly disappear. The condition often 
passes into chronic gastritis, which may remain completely latent, though 
the stomach is often abnormally irritable for a considerable time. 

Treatment.—The patient should be kept warm in bed with hot applica- 
tions tothe abdomen. Ifthe stomach is not spontaneously emptied, vomiting 
should be induced by drinking half a pint of warm water, in which 60 grains 
of sodium bicarbonate has been dissolved; when this fails, the stomach 
should be washed out. 

Chloroform water often relieves the nausea. Castor oil, followed, if 
necessary, by a saline aperient, should be administered if there is constipa- 
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tion. No other drugs need be given except in the rare cases in which very 
severe pain persists after the stomach is empty, when an injection of morphine 
may be required. Nothing but water, which may be flavoured with tea, 
should be taken until all the acute symptoms have disappeared ; sweetened 
arrowroot made with water may then be given, and, as the appetite returns 
and the tongue cleans, dilute citrated milk, farinaceous food, eggs, and 
lastly, fish, chicken and meat can be added to the diet. A test-meal should 
be given when the patient is convalescent, as if chronic gastritis, with or 
without achlorhydria, has developed, appropriate treatment may prevent the 
onset of various complications at a later date. 


(6b) Acute SupruraTivE GASTRITIS 


Etiology.—This very rare disease is-due to the invasion by streptococci 
or less frequently pneumococci, staphylococci or B. coli, of the submucous 
tissue through a carcinomatous ulcer, or still more rarely through a chronic 
ulcer or the wound left after an operation on the stomach. In exceptional 
cases the point of invasion cannot be recognised. The condition may also 
occur In pyemia, anthrax and smallpox. 

Symptoms.—Epigastric pain and tenderness are severe. Vomiting is 
always present. The vomitus may contain pus owing to the rupture of a 
localised abscess into the lumen of the stomach. Peritonitis generally super- 
venes In the course of 2 or 3 days. The general symptoms present are those 
common to severe infections. 

Prognosis.—A local submucous abscess may burst inwards and 
spontaneous recovery follows, but more commonly it ruptures outwards, 
producing general peritonitis. Diffuse suppurative gastritis always ends in 
peritonitis. 

Treatment.—In very rare cases a localised abscess has been treated 
successfully by operation. 


(c) AcuTz PRLEGMONOUS GASTRITIS 


fEtiology.—Phlegmonous gastritis results from the ingestion of irritant 
poisons, such as concentrated acids and alkalis, arsenic and antimony. 

Symptoms.—The local symptoms are similar to those of acute suppurative 
gastritis, except that the vomited matter frequently contains blood and 
sometimes sloughs. The patient is collapsed and may become comatose, 
the symptoms depending upon the nature of the poison. 

Prognosis.—Death frequently occurs from shock, general peritonitis or 
the effect of the poison on other parts of the body. If the patient recovers, 
achylia gastrica is almost always present as a result of atrophy of the mucous 
membrane, and pyloric obstruction frequently develops. A patient of mine 
vomited a complete cast of the pyloric half of his stomach a month after 
swallowing spirits of salts; recovery followed gastro-jejunostomy performed 
for the obstruction which ensued. 

Treatment.—An attempt should be made to dilute and neutralise the 
poison. When this is impossible the stomach should be washed out. Morphine 
should be injected to relieve pain and to keep the patient quiet. 
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CHRONIC GASTRITIS 


fEtiology.— Chronic gastritis is a very common condition. Its 
stiology and pathogenesis have been discussed in the Introduction 
(p. 558). 

Catarrh of the gastric mucous membrane is a frequent sequel of the 
congestion caused by diseases of the heart, lungs and liver. 

Symptoms.—Chronic gastritis, especially the atrophic form, is often 
completely latent. When symptoms occur, their nature depends upon 
whether the condition has developed in an individual with the hypersthenic 
gastric constitution—acid gastritis, or in one with the hyposthenic gastric 
constitution—achlorhydric gastritis. 

(a) Acid gastritus.—-Acid gastritis rarely gives rise to symptoms unless it 
is complicated by acute or chronic ulcer (g.v.). In the exceptional cases in 
which symptoms occur in the absence of a chronic ulcer they are indistin- 
guishable from those of duodenal ulcer, and a diagnosis can be made only 
when repeated X-ray examinations show that there is no constant gastric or 
duodenal deformity in spite of the presence of typical symptoms, tenderness 
and rigidity associated with hyperchlorhydria, and sometimes occult blood 
in the stools. Hamatemesis may occur from an acute ulcer or erosion, which 
gives no radiological signs of its presence, but which can be clearly demon- 
strated by gastroscopy, which generally shows the presence of the hyper- 
trophic form of gastritis. As the hypersthenic stomach is incapable of secret- 
ing much mucus, the absence of mucus from the fractions of a test-meal 
is no evidence against the presence of gastritis. 

The treatment is that of ulcer, but the period of bed and strict dieting 
need not be prolonged more than a week unless occult blood continues to 
be present in the stools. It is, however, essential that the patient should 
permanently follow the “ post-ulcer regime’ (p. 595), as otherwise an ulcer 
will almost. certainly develop sooner or later. 

(b) Achlorhydric gastritts.—In the Introduction it was pointed out that 
achlorhydria is almost certain to develop if chronic gastritis occurs in a 
patient with the hyposthenic gastric constitution. The symptoms are 
mainly due to the achlorhydria and the complications to which it gives rise, 
so that it is unusual for the condition to be discovered when there is still 
free acid in any fraction of the test-meal. 

The most common gastric symptom is nausea, although it is only present 
in a small percentage of cases. It occurs especially in the early morning, 
but may last throughout the day. When severe it leads to anorexia, which 
may also be present in the absence of nausea. The association is particularly 
evident in alcoholic gastritis, in which morning nausea with inability to eat 
any breakfast in spite of a good appetite for lunch and dinner is a char- 
acteristic symptom. 

Pain never occurs in uncomplicated achlorhydric gastritis, but slight 
epigastric discomfort, generally described as fullness, pressure or heaviness, 
is not uncommon. It follows immediately after meals, and may last several 
hours in the small group of cases in which evacuation is slow. It is often 
partially relieved by belching, but frequent attempts to eructate may result 
in aerophagy. In spite of the presence of achlorhydria heartburn and sour 


CHRONIC GASTRITIS 585 


regurgitation, which are relieved by sodium bicarbonate, may occur. Tender- 
ness is slight and ill-defined, and there is no rigidity. 

Vomiting occurs if nausea is severe, or if the epigastric discomfort is 
unusually prolonged. It is often to a large extent voluntary, the patient 
having discovered that it gives relief. The vomited material generally 
consists of undigested food mixed with mucus and often with bile, but the 
morning vomit of alcoholics is an alkaline, mucous fluid, composed of swallowed 
saliva and secretion from the inflamed pharynx and cesophagus. 

Constipation is generally present, but in one group of cases chronic or 
intermittent attacks of diarrhcea occur, and may persist for many years 
with little or no gastric symptoms which might suggest its gastrogenous origin 
(vide p. 623). 

The tongue is generally clean, but in alcoholic gastritis it is often furred 
and the patient complains of an unpleasant taste in his mouth. When 
achlothedeis gastritis is associated with ansemia, whether simple or Addisonian, 
atrophy of the filiform papille is often present, generally accompanied by 
recurrent attacks of subacute glossitis, in which the patient complains of 
soreness of the tongue. 

The size, tone and rate of evacuation of the stomach are generally normal, 
but evacuation is unusually rapid and the stomach short and high in some 
cases of complete achylia. In the achlorhydria following the gastritis of an 
acute infection it may be slow owing to the rapid exhaustion of peristalsis, 
the X-rays showing periods of complete inertia alternating with periods of 
normal activity. 

The test-meal gives some indication of the severity of the gastritis. 
In early cases a little free acid may be present in some of the fractions, but 
more commonly by the time the patient comes under observation achlorbydria 
is complete. In most cases mucus is present in the resting juice and in each 
fraction, and the curve of total acidity remains moderately high above the 
base line. In advanced cases, in which atrophy of the mucous membrane 
has occurred and involved the superficial mucus-secreting cells as well as the 
tubules, mucus is absent and the total acidity is much reduced. So long as 
mucus is present, treatment is likely to result in recovery of the power of 
secreting free acid, but this is very rare in the absence of mucus. In the 
former case, but not in the latter, an injection of histamine when fasting or 
at the end of the test-meal is generally followed by the secretion of free acid. 
It is, however, unnecessary to perform this test, as histamine never succeeds 
in producing free acid when treatment with lavage fails, and treatment is 
occasionally followed by restoration of secretion in histamine-refractory 
achlorhydria. 

Treatment.—All possible causes of gastritis should be removed as far 
as possible. The teeth should be put into perfect condition and artificial 
ones supplied when necessary. Septic tonsils should be enucleated, and 
nasal infections thoroughly treated. If the tongue is furred it should be 
frequently scraped, and sufficient dry food should be given to promote an 
adequate secretion of saliva. The food should be thoroughly chewed and 
eaten at regular times, the last meal at least two hours before going to bed. 
The patient should rest for half an hour after meals, and, if he is tired, for 
half an hour before meals. 

Alcohol should be entirely prohibited, and smoking limited to a few 
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cigarettes with plugs of wool in the mouthpiece after meals. Tea must be 
weak and freshly brewed, and coffee (unless caffeine-free) only drunk if mixed 
with at least an equal quantity of milk. Meat should be allowed at only 
one meal a day and should be very tender. Game and ripe cheese, coarse 
bread substitutes and oatmeal, skins and pips of fruit, salads, pickles and 
green vegetables, except as purées, should be prohibited. A purée of spinach 
is particularly useful, as it contains a histamine-like substance which is a 
powerful stimulant of gastric secretion, even when taken by mouth. In 
severe cases, especially if the stools contain occult blood, it is best to start 
with a diet similar to that required for the treatment of ulcer. 

If any mucus is present in the test-meal, the stomach should be washed 
out every morning with dilute hydrogen peroxide, beginning with 60 minims 
and increasing gradually to 240 minims to the pint. The nascent oxygen 
given off dislodges the mucus from the surface of the mucous membrane, 
and at the same time acts as an antiseptic and perhaps stimulates the secretion 
of gastric juice. The patient should learn to wash his own stomach out so 
that the lavage can be continued every day until no mucus is washed away ; it 
can then be given every other day, then twice a week, and finally once a week 
for some months. The test-meal should be repeated after the mucus has 
disappeared ; the secretion of acid returns in 80 per cent. of cases, often 
within a fortnight, but occasionally only after 4 to 6 weeks. If the original 
test-meal showed that no mucus was present, it is rarely worth while trying 
treatment by lavage, as the atrophy of the gastric mucous membrane is 
generally too far advanced for the secretion of acid to return. 

In old and debilitated patients, for whom lavage seems too strenuous 
a treatment, a teaspoonful of sodium bicarbonate in a glass of soda water, 
drunk whilst fasting first thing in the morning, has a similar though less 
powerful action. 

If treatment by lavage does not result in the return of secretion, and in 
all cases in which mucus is absent from the original test-meal, hydrochloric 
acid should be given. From 60 to 120 minims in 5 to 10 oz. of water to which 
sugar and the pulp and juice of an orange have been added, are drunk before 
breakfast and as a beverage with lunch and dinner; 5 grains of pepsin 
should be added to the two latter doses. 

In hypertrophic gastritis, in which free hydrochloric acid is still secreted, 
lavage with silver nitrate solution is the most satisfactory treatment. The 
stomach is washed out every morning with successive quantities of a 0-05 per 
cent. solution until no more white precipitate of silver chloride is evacuated ; 
when three clear washings have been obtained a final wash should be made 
with plain water. If the lavage causes no pain the strength of the solution 
should be increased successively to 0-1, 0-15 and 0-2 per cent. | 

The bowels should be kept regular by taking honey, fruit jelly, stewed 
fruit, from which pips and skins have been separated, and green vegetable 
purées. If necessary, liquid paraffin can be given, but irritating aperients 
should be avoided. 7 


GASTRIC AND DUODENAL ULCER 


fetiology.—A chronic gastric ulcer was found by Stewart in 2-2 per cent 
and a chronic duodenal ulcer in 3:8 per cent. of 4000 consecutive autopsies 


GASTRIC AND DUODENAL ULCER 587 


The scars of healed ulcers were found in the stomach in 2-3 per cent. and 
in the duodenum in 3 per cent. of the series. Chronic ulcers or scars were 
found in the stomach and duodenum of the same individual in 0-5 per cent. 
Thus a chronic ulcer, healed or unhealed, was found in 9-5 per cent. of post- 
mortems, and it may therefore be assumed that about 10 per cent. of all 
individuals suffer at some time in their lives from a chronic gastric or duodenal 
ulcer. Duodenal ulcers occur between three and four times as frequently as 
gastric ulcers in better-class practice, but gastric and duodenal ulcers are 
about equally common in hospital patients. 

Chronic gastric ulcer occurs with equal frequency in males and females, 
but duodenal ulcer is about four times more common in males than females, 

Chronic ulcer is rarely diagnosed in children, but the symptoms date 
from the age of 14 to 20 in about 12 per cent. of cases recognised later in 
life. It is rare for an ulcer to develop after the age of 50 in women, but in 
men the first symptoms not infrequently appear between 50 and 60 and 
occasionally even later. The average age of onset of gastric ulcer in women 
is 26 and in men 45; that of duodenal ulcer is 38 in both sexes. 

Chronic ulcer frequently occurs in several members of a family in one or 
more generation. The ulcer is generally either gastric or duodenal in all the 
affected members. In familial cases the symptoms tend to begin at an 
earlier age than usual, and there is a great tendency for anastomotic ulcers 
to form after operation. There is also a special tendency in some families 
for the ulcers to be complicated by hemorrhage. 

Pathogenesis.—The pathogenesis of chronic ulcer has already been 
discussed in the Introduction, and only certain points require further 
consideration here. The peculiar type of ulcer found in the stomach and 
duodenal bulb occurs nowhere else except in the part of the jejunum 
immediately distal to the anastomosis after gastro-jejunostomy and partial 
gastrectomy, in the lower end of the esophagus when relaxation of the cardiac 
sphincter allows gastric juice ro regurgitate, and also in association with 
heterotopic gastric mucosa in the lower extremity of the cesophagus and in 
Meckel’s diverticulum. The one common feature of these situations is the 
presence of acid gastric juice. 

Acute and chronic gastritis are frequently associated with localised loss 
of the superficial tissue, which varies in size from minute erosions only 
recognisable on microscopical examination to acute ulcers which are more or 
less easily recognisable with the naked eye. Acute ulcers occur in any part 
of the stomach, in the duodenal bulb, and in the region of the anastomosis 
after gastro-jeJunostomy or partial gastrectomy. The vast majority of 
erosions and acute ulcers heal rapidly, but if one occurs in an individual with 
the hypersthenic gastric diathesis it is likely to become chronic. Probably 
all chronic ulcers have this origin. The various conditions already described 
which give rise to gastritis can thus also be regarded as factors in the develop- 
ment of chronic ulcers. . 

The tendency to develop a chronic duodenal ulcer is increased by excessive 
smoking ; the nicotine apparently acts through the autonomic nervous system 
by exaggerating the already excessive motor and secretory activity of the 
stomach. 

One of the oldest theories of the origin of gastric ulcer was that the 
occlusion of smal] blood vessels led to local anszsmia of the mucous membrane 
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which allowed digestion by the gastric juice to occur. It seems not unlikely 
that vasomotor spasm may be one factor, as something of this kind could 
alone explain the undoubted influence of emotional upsets and to a less 
extent of sudden change of temperature in the production of relapses of 
gastric and especially of duodenal ulcer. 


Acute GASTRIC AND DuopENAL ULCER 


Symptoms.—An acute ulcer gives rise to no symptoms unless it causes 
hemorrhage, which is often profuse but very rarely fatal, or, in very excep- 
tional cases, perforation. Hemorrhage or perforation occurring without any 
previous indigestion is thus usually due to an acute ulcer. The gastritis, 
of which it is a complication, is often completely latent, but it may give rise 
to any of the symptoms described on p. 584. 

Acute duodenal ulcer is the most common cause of mel@na neonatorum. 
Less frequently it causes heematemesis, and it may also give rise to vomiting 
and marasmus without obvious hemorrhage during the first four months of 
life. 

Prognosis.—Acute ulcers can develop into chronic ulcezs, but the 
majority heal rapidly, leaving no trace of their presence. There is a great 
tendency to relapse, but the patient is able to take a full diet without dis- 
comfort between the attacks. 

Treatment.—For the treatment of the hemorrhage, see Hamatemesis. 
All possible causes of gastric irritation should be dealt with, the after-treat- 
ment being that of chronic ulcer. The patient should be kept in bed on a 
strict ulcer diet until no occult blood has been present in three consecutive 
‘stools. The diet can then be rapidly increased. 


Curonic Gastric ULCER 


Symptoms.—The onset is generally insidious, the symptoms first appear- 
ing after big or indigestible meals. The pain, which is often burning in 
character and may be very severe, is situated in the middle or slightly to the 
left of the epigastrium and may radiate upwards and to the back ; it is much 
increased by indigestible food and generally disappears with a milk diet. In 
ulcers situated near the cardia it begins almost immediately after meals, and 
in prepyloric ulcers two or three hours after, intermediate intervals indicating 
an ulcer on the lesser curvature. The pain generally disappears spontaneously 
after about an hour. It is completely relieved by vomiting and by alkalis, 
but as a rule only partially by food. Some relief may follow lying down and 
the application of warmth to the epigastrium. 

A small area of tenderness, the position of which is constant for each 
case, may be present in the epigastrium. It is more severe than in any other 

astric disease ; it is most marked in the presence of spontaneous pain. It 
18 associated with rigidity of the left rectus. 

With increasing pain vomiting appears; it occurs at the height of the 
ain, a small torent of acid fluid with a little well-digested food being 
rought up. en the pain is severe, vomiting is often induced by the 

patient and may eventually develop into a voluntary act. 
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Occult blood is almost always found in the stools and vomited material, 
but disappears slowly when the patient is dieted. In about 25 per cent. 
of cases obvious hematemesis occurs: when the blood is abundant it is 
bright in colour and the stools are tarry ; when less abundant it is coffee- 
coloured and mixed with food, and is recognisable in the stools only by 
chemical and spectroscopic examination. Melena may also occur without 
hematemesis, but much less frequently than in duodenal ulcer. 

The appetite is good at first and the tongue is clean, but fear of pain may 
lead to diminished intake of food with consequent loss of weight and weakness ; 
in some cases, however, the relief given by food encourages the patient to 
eat heartily. Constipation is commonly present. 

In uncomplicated cases there may be some delay in evacuation owing to 
reflex achalasia of the pyloric sphincter ; in rare cases of lesser curvature ulcer 
T have seen 12 and even 24 hours’ gastric stasis, probably the result of obstruc- 
tion by the associated gastritis. A spasmodic narrowing is sometimes 
observed with the X-rays in the centre of the stomach when the ulcer is 
situated on the lesser curvature (vide p. 601). Conclusive evidence as to its 
position is almost always obtainable by the discovery of a ‘“ niche’ formed 
by the crater of a chronic ulcer, which 1s filled with the opaque salt and is the 
site of the maximum tenderness. 

A test-meal gives no constant result, but hyperchlorhydria is much more 
common than in normal individuals. In very chronic cases hypochlorhydria 
and even achlorhydria may be present, but these are caused by the associated 
chronic gastritis, as a second test-meal given after the ulcer has healed shows 
a considerable increase in acidity and often hyperchlorhydria, the treatment 
having led to disappearance of the gastritis. 

Diagnosis.—A presumptive diagnosis of gastric ulcer may generally 
be made from the symptoms if hsematemesis has occurred, but in its absence 
it 1s impossible to be certain without the aid of the X-rays. If the latter do 
not reveal the presence of a niche, a chronic ulcer can generally be excluded, 
but gastroscopy occasionally reveals a small chronic ulcer which has escaped 
recognition with the X-rays. The diagnosis is confirmed by the presence of 
occult blood in the stools. For the diagnosis from other conditions causing 
hematemesis, vide p. 580. 

In cancer free hydrochloric acid is absent in 60 per cent. of cases; a 
chronic ulcer may give rise to a palpable tender tumour, but much less 
frequently than cancer, in which anorexia and wasting are also likely to be 
present. In chronic gastritis discomfort rather than pain is present; it 
generally begins directly after meals, and there is no localised tender- 
ness. For the diagnosis of esophageal and duodenal from gastric ulcer, wde 
pp. 554 and 691. The gastric symptoms associated with cholecystitis and re- 
current subacute appendicitis may simulate ulcer, but the relation of the pain 
to the nature and time of meals is less regular, and less relief is given by alkalis ; 
tenderness is present over the gall-bladder in addition to the epigastrium. 
It should be remembered that cholecystitis and appendicitis may be associated 
with gastric ulcer. With good technique it ought always to be possible to 
settle the diagnosis by means of the X-rays. 

Complications.—Perforation of an anterior ulcer leads to general peri- 
tonitis (vide p. 753). It is rare for a gastric ulcer to be situated sufficiently 
near the pylorus to cause obstruction on healing, but the swelling and odema 


590 DISEASES OF THE DIGESTIVE SYSTEM 


round a prepyloric ulcer together with reflex interference with the normal 
relaxation of the sphincter often result in temporary pyloric obstruction 
which disappears when the ulcer heals as a result of treatment. Recurrent 
cicatrisation over a period of many years of a large and very chronic ulcer 
in the body of the stomach in women may cause hour-glass constriction. 
Very chronic gastric ulcers, especially in the prepyloric region, occasionally 
become carcinomatous (p. 596), but such ulcers may form definite tumours 
without being malignant. The earlier onset, increased severity and absence 
of remission of pain should suggest the possibility of malignant degeneration. 


Curonic DuopENAL ULCER 


Symptoms.—The earliest symptom of duodenal ulcer is generally a sense 
of discomfort or fullness three hours after the largest meals. This is gradually 
replaced by pain, which occurs between 
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Fig. 16.—Fractional test-meal in 
case of duodenal ulcer, showing 
hyperchlorhydria and_ rapid 
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and early spring are generally more trying than winter. 


two and four hours after every meal, the 
interval being longer the larger the meal. 
It frequently wakes the patient in the early 
part of the night, particularly if the last 
meal was finished less than three hours 
before going to sleep. It is generally 
situated in the middle line rather nearer 
the umbilicus than the ensiform cartilage ; 
it may radiate to the right or be situated 
on the right side only; in rare cases it is 
on the left. The pain is often associated 
with a feeling of hunger and is relieved by 
taking food; it is therefore commonly 
known as “hunger pain.” It is also re- 
lieved by alkalis and when the stomach is 
emptied by vomiting, which is, however, 
rare in uncomplicated cases, though re- 
gurgitation of mouthfuls of scalding, very 
acid, fluid may occur when the pain is at 
its height. 

Constipation is almost always present. 
The appetite remains good, and the patient 
does not lose weight or strength. 

Periods of hunger pain lasting some 
weeks or months alternate with periods of 
more or less complete freedom from sym- 
ptoms. The attacks are more common in 
cold weather than in hot, but the autumn 
Attacks are 


liable to be brought on suddenly by worry, exposure to cold, an acute 
naso-pharyngeal or bronchial infection, an indigestible meal, and excessive 


smoking or drinking. 


In the large majority of cases occult blood is found in the stools. Severe 
hemorrhage occurs in about 25 per cent. of cases: it always results in melena 
and may also give rise to hematemesis. 


CHRONIC DUODENAL ULCER 591 


In early cases the X-rays show that the stomach is often of the short high 
type and empties itself with unusual rapidity. In more chronic cases reflex 
achalasia of the pyloric sphincter may lead to delayed evacuation and conse- 
quent increase in size of the stomach, the greater curvature of which then 
reaches below the umbilicus. Irregularity in the outline of the duodenal 
bulb, due partly to the deformity caused by the ulcer itself and partly to 
secondary spasm, is always found, and affords conclusive evidence that an 
ulcer has been present, but unless it is tender or a definite niche is seen, the 
deformity may be produced by the scar of a healed ulcer. The niche formed 
by an ulcer on the lesser curvature of the duodenal bulb can be recognised 
in the silhouette of the bulb; one on the anterior or posterior wall can only 
be recognised when a radiograph is taken whilst the bulb is being compressed. 
A test-meal generally shows hyperchlorhydria with a climbing curve and 
hypersecretion (Fig. 16); if a lower curve is obtained, this is generally due 
to associated gastritis, and is replaced by a high curve if the meal is repeated 
when treatment has resulted in healing of the ulcer and disappearance of 
the gastritis. 

Diagnosis.—When the symptoms have been present for a short time 
only, an actual ulcer is not as a rule present, but a pre-ulcerative duodenitis, 
which may be associated with a rapidly emptying duodenal bulb but no 
constant X-ray deformity and occult blood in the stools ; it is likely to result 
in ulcer if not adequately treated. Excessive smoking, over-fatigue and 
anxiety may give rise to almost identical symptoms in individuals with the 
hypersthenic gastric diathesis, but the X-rays show no abnormality and 
occult blood is absent from the stools. 

The diagnosis from gastric ulcer depends upon the later onset of pain, 
the greater relief on taking food, the rarity of vomiting, the greater frequency 
of a climbing hyperchlorhydric curve obtained with a fractional test-meal, 
the frequent situation of pain and tenderness to the right of the middle line, 
the more frequent periods of complete freedom from symptoms, and the 
results of X-ray examination, which occasionally, however, reveals the 
presence of an ulcer in the stomach as well as in the duodenum. Hematemesis 
without melena is much more common in gastric than in duodenal ulcer, 
and melena only is more common in duodenal ulcer. The symptoms may 
closely resemble those of cholecystitis, but in the latter condition the pain is 
much less regular in its time relations, the tenderness is over the gall-bladder, 
and evidence of gall-bladder disease is obtained by cholecystography and 
duodenal intubation. In rare cases cancer and syphilis of the stomach may 
produce similar symptoms, but the presence of achlorhydria and the X-ray 
examination should prevent a mistake in diagnosis. 

Complications.—The inflammatory swelling round a large ulcer may 
lead to obstruction, the first symptom of which is generally vomiting. In 
very chronic cases cicatricial obstruction may develop. 

Perforation may occur and lead to general peritonitis, or, much less 
commonly, to a localised abscess. Sub-diaphragmatic abscesses, due to 
duodenal ulcer, are always to the right of the suspensory ligament; unlike 
those secondary to appendicitis, they may contain gas. Duodenal ulcers 
differ from gastric ulcers in showing no tendency to become malignant, 

robably owing to the absence of the powerful peristaltic waves which rub 
bard particles of food aguinst an ulcer in the stomach. 
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TREATMENT OF CHRONIC GASTRIC AND DvuopENAL Utcer ! 


The patient should be kept warm in bed throughout the treatment, 
but he should get up every day to have a bath and to open his bowels, the 
difficulties with which are greatly reduced if a bed-pan can be avoided. No 
smoking should be permitted during the period of strict treatment. 

The object of dietetic and drug treatment is to reduce the secretion of 
gastric juice as much as possible, and to keep the hydrochloric acid in the 
stomach completely neutralised: The evidence is conclusive that free hydro- 
chloric acid delays the healing of an ulcer, whatever additional factors may 
have contributed towards its production in the first instance. At the same 
time as much food as possible is required to maintain the patient’s nutrition, 
especially when he has lost much weight, as is often the case with gastric, 
though rarely with duodenal ulcer. Finally, the food should be as unirritating 
in its mechanical and chemical characteristics as possible. 

Five ounces of milk, which can be flavoured with tea or cocoa, are given 
every other hour from 8 a.m. to 10 p.m., an equal quantity of custard, junket 
or other milky food, or white vegetable purée being given at the odd hours. 
To each milk feed 10 grains of sodium citrate are added. It is a valuable 
alkali, and by combining with the lime in the milk it prevents the formation 
of clots by the rennin of the gastric juice. An additional feed should be given 
each time the patient wakes during the night. Thin bread and butter, 
rusks and one or two coddled eggs can be safely added to the diet; they 
should be thoroughly chewed, and the fluid feeds should be slowly sipped. 
Apple or other fruit jelly may be used to flavour some of the feeds, and an 
ounce of strained orange juice should be given three times a day. Immedi- 
ately before three of the feeds half an ounce of olive oil is taken, and on 
aunce of cream is added to three of the other feeds. The oil inhibits the 
secretion of gastric juice; at the same time it supplies a digestible and 
unirritating food of very high nutritive value in a concentrated form. Im- 
mediately before two other feeds ;+y gr. of atropine sulphate is given in 60 
minims of water, and double the dose at night. The dose is increased by 
10 minims everyday till the maximum the patient can take without unpleasant 
dryness of the mouth or paralysis of accommodation. This varies in different 
individuals from gr. +45 and ~'; at night to s'y and ;', respectively. 

Thirty grains of magnesium trisilicate should be given half-way between 
meals and 60 grains last thing at night. It absorbs and neutralises acid so 
efficiently that on this regime very little free acid appears in the stomach 
except in the night. It does not, however, affect the reaction of the body 
fluids, and in contrast with all the usual alkalis it can, therefore, be given in 
unlimited doses without fear of causing alkalosis. Sodium bicarbonate and 
magnesia have the further disadvantage of stimulating the secretion of more 
acid after they have neutralised what is present in the stomach at the moment. 

if the ulcer is in the neighbourhood of the pylorus and is giving rise to 
any obstruction, continuous hypersecretion of gastric juice will occur through- 
out the night. It is then impossible for the ulcer to heal, and in the past it 
has been supposed that such cases require ‘operation. But the obstruction 
is generally due entirely or in great part to surrounding oedema and inflam- 
matory swelling and pyloric achalasia or spasm, and in such cases, if the ulcer 

' For the treatment of hemorrhage vide p. 580. 
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can be caused to heal, any scarring produced is insufficient to give rise to 
obstruction. No feed should be taken after 6 p.m., and at 10 p.m., immedi- 
ately before the last alkaline powder is given, the stomach is completely 
emptied by Senoran’s evacuator; if not more than 4 ounces of fluid are 
present on two consecutive nights this can be discontinued. A double dose of 
the atropine is then given in order to inhibit the further secretion of gastric 
juice. In most cases the continued nocturnal secretion is rapidly controlled 
by this treatment. 

Constipation can generally be prevented by the use of magnesia or liquid 
paraffin, but if the bowels are not opened on two consecutive days an enema 
should be given. 

The strict treatment should be continued until, for at least 2 weeks, 
the patient has had no spontaneous pain and no trace of tenderness or rigidity, 
no occult blood has been found in the stools, and the X-rays no longer show 
the presence of an ulcer crater. A gastric ulcer should not be regarded as 
cured until gastroscopy shows that healing is complete; the crater may be 
filled with granulation tissue so that no niche is seen with the X-rays a fort- 
night or more before it is replaced by mucous membrane. In no case should 
the strict treatment last for less than 4 weeks, and for large and chronic 
ulcers 8 or 12 weeks may be required. The pain generally disappears within 
48 hours ; the other signs of activity disappear considerably later, the exact 
time depending upon the size and age of de ulcer and its proximity to the 
pylorus. 

The diet can now be rapidly increased until at the end of a fortnight every- 
thing is taken with the exceptions I shall presently enumerate. It is not 
difficult to cause an ulcer to heal by suitable treatment in bed, but the pre- 
disposing causes are still present, and the exciting causes may still be opera- 
tive unless special precautions are taken to prevent a recurrence. It is 
advisable to give instructions in writing for the patient to follow (vide infra). 

From the beginning of treatment the swallowing of infective material 
should be kept in check as far as possible by careful dental hygiene, and as 
soon as the patient is convalescent thorough treatment of the teeth should 
be undertaken, and the patient should subsequently have his teeth put into 
good order at least twice a year. Any infective foci in the throat and nose 
should also be treated. 

The patient should eat slowly and masticate thoroughly. It is a good 
plan to give him solid food during the last days he remains under strict observa- 
tion, so that he may get into the habit of eating slowly, for when the habit 
is once acquired it 1s easy to continue in the same way. It should be im- 
pressed upon busy men that when they have no time to sit down to a proper 
meal it is better to drink some milk or eat some plain chocolate than to bolt 
some less digestible solid food. Tough meat, new bread and other articles of 
diet which cannot easily be chewed to a fluid consistence should be prohibited. 
The patient should avoid the pips and skins of fruit, whether raw, cooked or 
in jam, cake or puddings, and pickles, salads and all uncooked vegetables, such 
as celery ; green vegetables are best given as purées with butter, but spinach, 
which is a very powerful stimulant of gastric secretion, should be permanently 
avoided. No strong tea or coffee, no aerated drinks, and no alcohol should be 
allowed, except a little diluted whisky or light wine with meals for those who 
feel the need of it. Condiments, vinegar, and unripe and acid fruit, high game, 
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sausages and curry should be prohibited. The patient should be allowed 
to smoke only in strict moderation. He should remain on this regime until 
he has been free from symptoms for two years, and should follow it in a 
modified form for the rest of his life. 

The bowels should be kept regular; this can be done most convenientl 
by means of light oxide of magnesia, which should be given after each reel 
as it helps to neutralise the free acid in the gastric contents. The most con- 
venient way to take it is in a fluid preparation, containing 5 grains of magnesia 
to 60 minims, from 30 to 240 minims being required as a dose. Ifthe magnesia 
is insufficient to control the constipation, a tablespoonful of liquid paraffin 
may be given after one or more meals. 

The patient should continue to take a tablespoonful of olive oil half an 
hour before meals. He should for a time take a teaspoonful of magnesium 
trisilicate after meals and subsequently have some always available so as 
to be able to take just enough to keep himself perfectly comfortable at the 
slightest suspicion of heartburn or gastric discomfort. He should be warned 
of the danger of recurrence, and should be told to go to bed on a milk diet at 
the first indication of a return of symptoms. If he does this, treatment for a 
few days is often sufficient to ward off an attack. If, on the other hand, he 
waits until the symptoms become fully developed, a prolonged stay in bed 
will be required. The strict ulcer treatment and the post-ulcer regime can 
be summarised as follows. 


Strict Ulcer Treatment 


The patient should remain in bed on the strict treatment without alteration 
until healing 1s complete 


Every other hour from 8 a.m. to 10 p.m. 5 oz. of milk. This can be 
warm or cold and may be flavoured with tea. 

Every other hour from 9 a.m. to 9 p.m., a 5-oz feed which may be made 
of any of the following : 


(a) Arrowroot, farola, Benger, junket, custard. These can be made 
more appetising by the addition of a little red currant, apple or other 
fruit jelly, and the junket may be flavoured with chocolate. 

(0) At least two should consist of a thick soup or semi-solid purée 
of potato, artichoke, cauliflower or parsnip. 


During the night the patient should have citrated milk by his bedside, 
so that whenever he wakes he can take a feed. 

A rusk with butter should be eaten with three feeds. A “ coddled egg ”’ 
and some thin bread and butter may be taken once or twice a day by patients 
who can be relied upon to chew them thoroughly. 

Small quantities of water may be drunk between feeds. An ounce of 
strained orange juice should be taken with three of the drinks. 

One oz. of cream should be added to the 11 a.m., 1 p.m. and 5 p.m. 
feeds, and 4 oz. of olive oil should be taken before the 9 a.m., 2 p.m. and 
7 p.m. feeds. 

Ten grs. of sodium citrate in a teaspoonful of water should be added to 
each milk feed. 
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Sixty minims of atropine mixture (atropine sulphate, gr. +45, in min. 60 
water) before the 8 a.m. and 3 p.m. feeds, and 120 minims before the 10 p.m. 
feed. The dose should be increased by 10 minims every day until an un- 
pleasant degree of dryness of the mouth or paralysis of accommodation 
occurs ; the dose should then be reduced to that of the previous day. 

Thirty grains of magnesium trisilicate half-way between feeds and 
60 or last thing at night. 

ash the mouth out after each feed. 

No smoking during the strict treatment. 

The patient should be weighed once a week. If he is too thin and has 
not gained weight, as often happens with gastric ulcers, the feeds should be 
increased to 6 or 7 oz. If he is too fat and has not lost weight, as sometimes 
happens with duodenal ulcers, the feeds should be reduced to 4 or 3 oz. 


Post-Ulcer Regime 
To be followed permanently 


Avoid alcohol except, if desired later on, a small quantity of light wine 
or diluted whisky at meals. Avoid effervescing drinks and coffee. 

Avoid all pips and skins of fruit (raw, cooked or in jam, and raisins and 
lemon-peel in puddings and cake), nuts and all unripe fruit. An orange 
may be ae iee but not eaten. Currants, raisins and figs are particularly 
undesirable. 

Avoid all raw vegetables, whether taken alone (celery, tomatoes, 
cucumber, water-cress) or in pickles and salad; green vegetables must be 
passed through a sieve and mixed with butter in the form of a purée. Avoid 
spinach. Porridge is only allowed if made with the finest oatmeal. 

Avoid vinegar, lemon juice, sour fruit ; pepper, mustard, curry, chutney, 
excess of salt ; new bread ; cooked cheese ; fried fish; tough meat; pork ; 
high game; clear and thick meat soup. During the first six months after 
recovery from an ulcer it is best to avoid meat altogether. 

Take plenty of butter and cream, and a tablespoonful of olive oil before 
each meal. 

Eat slowly and chew very thoroughly. An adequate time should be 
allowed for meals; rest for at least a quarter of an hour before and after 
meals. Meals must be punctual. 

Do not smoke excessively ; cigarettes should have an absorbent plug in 
their mouth-piece. No smoking at all if any indigestion. 

A meal or feed (milk, plain biscuit or chocolate) should be taken at intervals 
of not more than 2 hours from waking to retiring, and again if awake during 
the night. 

A teaspoonful or two tablets of magnesium trisilicate should be taken 
an hour after meals and also whenever the slightest indigestion or heartburn 
is felt. If the curve of acidity is very high, the atropine mixture should be 
taken before meals. 

The bowels should be kept regular by means of magnesia and liquid 
paraffin, but no other aperients should be taken. 

Have your teeth attended to regularly every six months. 

Take no drugs in tablet form. Avoid aspirin in any form. 
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Special care should be taken to avoid chills. If you get a cold, sore throat, 
influenza or other infection, remain in bed on a very light diet until you 
have completely recovered. 

If you have the slightest return of symptoms, go to bed on a strict diet. 
Consult your doctor and do not wait for the symptoms to get serious. 


Surgical Treatment 
An operation should be advised under the following circumstances. 


1. At the earliest moment after a perforation. 

2. For pyloric obstruction without active ulceration. 

3. For pyloric obstruction with active ulceration, if it is still present 
after three weeks of rest, dieting and evacuation every night. 

4. For a gastric ulcer causing organic hour-glass contraction sufficiently 
severe to produce 3-hour stasis in the proximal segment. This is very rare. 

5. When the symptoms recur after one or more courses of thorough 
medical treatment followed by adequate after-treatment; the number of 
such courses which may be tried depends upon such circumstances as the 
social position, occupation and place of residence of the patient. Thus 
the better the social position of the patient, the less strenuous his occupation 
and the less important occasional absences from business, and the warmer 
and more equable the climate, the less urgent is the necessity for operation. 
In my experience recurrence after medical treatment is very unusual in the 
absence of pyloric obstruction if the ulcer has once completely healed, the 
teeth are in good condition and the after-treatment is conscientiously carried 
out. The results of surgery are least satisfactory when evacuation is rapid 
and in young people and are best when the stomach empties slowly and after 
the age of 50, especially in women. 

6. As it is rare for death to occur from hemorrhage, an operation is hardly 
ever indicated. It is required only when severe hemorrhage recurs more 
than once whilst the patient is under the strictest treatment, especially in 
patients past middle age with sclerotic blood vessels and a long history of 
ulcer. An attempt should then be made to excise the ulcer or, if this is 
impossible, to ligature the bleeding point ; failing this also, a series of sutures 
should be tied round the ulcer so as to cut off as much as possible of its blood 
supply. Gastro-jejunostomy alone is quite useless unless pyloric obstruction 
is present. The patient should be given a continuous transfusion to bring the 
hemoglobin up to 80 per cent. immediately before the operation. 

7. When for any reason, such as the persistence of pain or of occult 
blood in the stools whilst under strict treatment, it appears possible that a 
growth of the stomach is present, the abdomen should be explored, and unless 
a growth can be excluded with certainty, partial gastrectomy should be 
performed. 

8. As malignant degeneration occurs about ten times more frequently 
in the comparatively rare prepyloric than in the common lesser curvature 
ulcers, and as it is often impossible with the X-rays to distinguish a simple ulcer 
from an early malignant ulcer in the prepyloric region, partial gastrectomy 
should be performed in all cases of prepyloric ulcer which do not rapidly 
respond to medical treatment, but not a gastro-jejunostomy, as it is im- 
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ee to exclude early malignant changes even by inspection and palpation 
uring the operation. 

Partial gastrectomy is the only satisfactory operation for a gastric ulcer, 
wherever it is situated. Gastro-jejunostomy is the best operation for duo- 
denal ulcer producing obstruction. Partial gastrectomy has recently become 
popular as treatment for duodenal ulcer. But it leads to achlorhydria in 
only 50 per cent. of cases in contrast with almost 100 per cent. when per- 
formed for gastric ulcer, and in my experience it is no more uncommon for an 
anastomotic ulcer to develop in the remaining 50 per cent., in which hyper- 
chlorhydria persists, than after gastro-jejunostomy. As the mortality of the 
operation is considerably higher than for the latter, and as further surgery 
is almost out of the question when an anastomotic ulcer develops after partial 
gastrectomy, I am convinced that the operation should not be performed 
for duodenal ulcer. 

After an operation for gastric or duodenal ulcer the patient should follow 
exactly the same after-treatment as after medical treatment, or various ill- 
results, the most serious of which is the production of a gastro-jejunal or 
jejunal ulcer, may ensue. 


Post-OpERATIVE GASTRO-JEJUNITIS AND ACUTE AND CHRONIC GASTRO- 
JEJUNAL AND JEJUNAL ULCER; Gastrro-CoLio FistuLa 


fEtiology.—The incidence of gastro-jejunal ulcer and jejunal ulcer after 
gastric operations depends upon the acidity of the gastric contents following 
the operation. It is consequently much more common after gastro-jejunostomy 
performed for duodenal ulcer, occurring in at least 10 per cent. of cases, than 
when performed for gastric ulcer, and it never follows operations for carcinoma, 
It may occur after partial gastrectomy, especially when performed for 
duodenal ulcer or gastro-jejunal ulcer, as hyperchlorhydria persists in about 
50 per cent. of cases. It is especially likely to occur if septic foci are present 
in the mouth or naso-pharynx and if the patient does not follow a strict 
dietetic regime. In 20 per cent. of cases the anastomotic ulcer develops 
immediately after the operation and in the majority within 2 years, but I 
have known one develop after 21 years of freedom from symptoms. 

The condition begins with inflammation of the anastomotic area, the 
neighbouring gastric mucous membrane, and the first inch of the distal 
limb of jejunum. Acute ulcers, which may cause severe hemorrhage or 
perforate, follow; these may heal spontaneously or develop into chronic 
ulcers. Gastro-jejunal and jejunal ulcers are of equal frequency. 

Symptoms.—-The indigestion which follows gastro-jejunostomy is due 
in a large proportion of cases to an anastomotic ulcer. The commonest 
symptom is pain, which comes on soon after meals in contrast with its com- 
paratively late onset before the operation, and it is generally situated to the 
left of the umbilicus instead of at a higher level and in the middle line or 
to the right. Hematemesis, which is often the only symptom, occurs in 
about 50 per cent. of cases, and occult blood is always present in the stools. 
Perforation may also occur without warning. In about 5 per cent. of cases 
the ulcer becomes adherent to the colon, and a gastro-colic, gastro-jejuno- 
colic or jejuno-colic fistula develops. This may at first cause little or no 
change in the symptoms, but sooner or later diarrhcea, which is occasionally 
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fatty, and vomiting of fesculent material or eructation of foul gas occur. 
In rare cases the proximal part of the colon becomes obstructed and severe 
pain and distension from accumulated feeces results. 

A “ niche,” corresponding with an ulcer crater, can generally be recognised 
with the X-rays when a chronic ulcer is present, but in the frequent cases 
in which recurrent acute ulcers develop nothing abnormal can be seen. 
Gastroscopy has demonstrated the frequency of acute inflammation with or 
without erosions in the mucous membrane on the gastric side of the anastomosis 
in cases in which nothing abnormal is revealed with the X-rays, especially 
when hemorrhage is the only symptom. Direct pressure over the stoma or 
the jejunum just beyond it often gives rise to pain. Free acid is invariably 
found after a fractional test-meal if care is taken not to allow the tube to pass 
through the stoma; in the majority of cases there is hyperchlorhydria. An 
opaque meal can sometimes be seen to pass direct into the colon if a fistula has 
developed ; in other cases the fistula can be recognised only after an opaque 
enema, when some of the barium is seen to pass direct from the colon into 
the stomach. 

Treatment.—Prolonged treatment of exactly the same kind as that 
described for gastric and duodenal ulcer generally results in healing. The 
hypertrophic gastritis, which often occurs around the stoma in the absence of 
a chronic ulcer and which is a common cause of recurrent hemorrhage, 
responds to lavage with silver nitrate, as described on page 586. When 
medical treatment fails or when the symptoms recur in spite of following a 
careful regime after healing, the whole of the anastomotic area should be 
excised and the parts restored to their original anatomy unless pyloric or 
duodenal obstruction is present, in which case a partial gastrectomy must be 
performed. It should be remembered that no sign of the ulcer may be visible 
on external examination, and that it is useless merely to divide any adhesions 
which may be found, as they are never responsible for the symptoms. 


TUBERCULOSIS OF THE STOMACH 


Tuberculosis of the ‘stomach is very rare. In miliary tuberculosis the 
mucous membrane may be involved, but no symptoms are produced. In 
advanced pulmonary tuberculosis a tuberculous ulcer may form, generally 
near the pylorus. The symptoms are indistinguishable from the dyspepsia 
common in such cases, unless hematemesis occurs; this may, however, be 
due to the presence of a simple ulcer. I have seen one case of chronic gastric 
ulcer and one of carcinoma, in which microscopical examination of the speci- 
men removed at operation showed that secondary tuberculous infection had 
taken place. Both were associated with achlorhydria and had no distinctive 
symptoms, and the primary infection which was presumably present in the 
lungs was completely latent. 


SYPHILIS OF THE STOMACH 


fEtiology.—Syphilis of the stomach is apparently not uncommon in 
America and some Continental countries, but it is certainly very rare in 
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England. It occurs in males twice as frequently as in females. Its incidence 
is greatest between the ages of 30 and 40, and it may develop any time 
between 4 and 40 years after infection. 

Pathology.—Characteristic gummatous infiltration of the walls of the 
stomach, especially the pyloric end, has been found in specimens excised 
at operation and much less frequently at autopsy. In at least two post- 
mortem specimens spirochetes were discovered. 

Symptoms.—LEpigastric pain generally occurs immediately after meals ; 
less frequently it is delayed as in ulcer. Fluids and small meals give some 
relief. Vomiting is common, but nausea, anorexia and anemia are rare. 
The symptoms become steadily worse with increasing loss of weight and 
strength. Hemorrhage is very rare, and occult blood is only occasionally 
found in the stools. Achlorhydria is present in 85 per cent. of cases and hypo- 
chlorhydria in most of the remainder. The lesion is most frequently pre- 
pyloric, but pyloric incompetence owing to rigidity of the outlet of the stomach 
18 a8 common as pyloric obstruction, and less frequently an hour-glass contrac- 
tion is present. A tumour is only occasionally palpable. In 25 per cent. 
of cases other clinical signs of syphilis are found. 

The X-rays generally reveal a local or diffuse involvement of the walls, 
which lead to stiffening, diminished mobility and abnormal peristalsis. The 
stomach is generally small. Less frequently there is a filling defect and very 
rarely a niche. 

Diagnosis.—The possibility of syphilis should always be considered when 
symptoms suggestive of cancer are present ; even if there is no history or other 
evidence of syphilis the Wassermann reaction should be tested. The diagnosis 
would be confirmed by the rapid improvement with anti-syphilitic treatment 
in spite of the failure of other measures. In one case typical symptoms of 
duodenal ulcer were present, but no improvement had followed prolonged 
treatment of the usual kind. Achlorhydria was then discovered to be present 
instead of the hyperchlorhydria of duodenal ulcer, and there was no duodenal 
deformity ; the Wassermann reaction was positive, and rapid recovery with 
restoration of gastric secretion followed anti-syphilitic treatment. 

Treatment.—The usual treatment for syphilis should be given; it 
is generally very successful. In late cases a short-circuiting operation may be 
required for pyloric obstruction caused by cicatricial contraction if anti- 
syphilitic treatment has failed to give relief. 


CARCINOMA OF THE STOMACH 


fEtiology and Pathogenesis.—Carcinoma of the stomach is commonest 
between the ages of 45 and 65; but, when allowance is made for the number 
of people living at each age, it is found that there is a steady rise in the incid- 
ence throughout adult life. This is due to the fact that the exciting causes 
act very slowly and require a considerable fraction of the normal span of life 
before they become effective. 

Carcinoma never develops in a normal stomach, Clinical and patho- 
logical evidence shows that it occasionally develops from chronic gastric 
ulcer ; this happens much more frequently in the relatively rare prepyloric 
ulcer than in the common lesser curvature ulcer. In about 6 per cent. of 
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chronic ulcers excised by operation, which appear innocent to the naked 
eye, smal] areas are found in the margin which show microscopical evidence 
of malignant degeneration, and in about 16 per cent. of cases of obvious 
carcinoma there is pathological or clinical evidence that the disease followed 
a simple chronic ulcer (Stewart). Cases of ulcer-cancer generally give a 
history of ulcer and have free hydrochloric acid in the gastric contents. I 
believe that the remaining cases of carcinoma of the stomach, most of which 
are associated with achlorhydria or extreme hypochlorhydria, are a sequel 
of chronic gastritis, which was either latent or caused comparatively trivial 
symptoms (gastritis-cancer). Numerous cases have been observed in which 
carcinoma developed in a patient who was known to have achlorhydric 
gastritis, associated with digestive symptoms, pernicious anzemia or subacute 
combined degeneration of the cord, months or years before the first symptom 
of carcinoma appeared. The achlorhydria is not a result of the carcinoma, 
but of the primary gastritis which is always found involving the part of the 
mucous membrane not attacked by the growth. 

For the development of cancer two intrinsic factors, the individual 
constitutional susceptibility to cancer and a constitutional organ inferiority 
(the hypersthenic and hyposthenic gastric diatheses in the case of the stomach) 
are essential, but until an extrinsic factor in the form of chronic irritation 
is present the organ will escape disease. The first factor—the constitutional 
susceptibility to cancer—is constant, as the total incidence of cancer is 
approximately the same in both sexes, all social classes and all countries. 
But the incidence of carcinoma of the stomach differs greatly in the two 
sexes and in different classes and nations. It is more common in men than 
women, because so many women susceptible to cancer develop it in the 
breast or uterus, but the incidence in the stomach compared with the remain- 
ing organs is the same in men and women. Clinical and post-mortem 
statistics show that the stomach accounts for only 30 per cent. of deaths from 
cancer of the alimentary canal in England compared with 65 per cent. in 
Holland and Sweden, and cancer of the stomach occurs in England with 
double the frequency in the poor compared with the well-to-do, although 
the relative frequency of cancer in other organs is approximately the same in 
all countries and in all classes. These differences are almost certainly due to 
the third factor (extrinsic irritation) and not the second (organ inferiority). 

Carcinoma involves the pylorus in 66 per cent. of cases. The fundus, 
especially in the neighbourhood of the cardia, and the lesser curvature are 
next most frequently involved. 

Symptoms.—When an individual above the age of 40, who has hitherto 
had a good digestion, suddenly begins to suffer from gastric symptoms, the 
possibility of cancer should always be considered. The most common symptom 
is epigastric discomfort or pain immediately or soon after meals. After 
a time the pain, which is generally dull and distressing, but not very acute, 
becomes continuous, but it is still aggravated by meals. In a small pro- 

ortion of cases the pain begins 2 or 3 hours after meals and is sclisved: by 
ood, thus simulating duodenal ulcer, but there are never spontaneous re- 
missions of symptoms, and in these cases achlorhydria is always present. At 
an early stage the appetite diminishes, the patient having a special repugnance 
for meat, This may be the first symptom in achlorhydric cases, but in ulcer- 
cancer the appetite is often maintamed for a time. The anorexia may be 
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associated with nausea, which can also occur independently, occasionally as the 
earliest symptom. In about one-fifth of the cases there is a long history of 
symptoms suggestive of gastric ulcer, the pain having recently become 
more severe and continuous instead of intermittent. 

Though anemia is often present, the blood picture may remain normal 
even in very extensive and inoperable growths with much occult blood in the 
stools. The anemia is partly due to constant oozing from the ulcerated 
growth, but this has comparatively little effect unless actual hematemesis 
or meleena occurs ; anemia of this kind can be overcome by treatment with 
iron and, in severe cases, repeated transfusions. It is often of the simple 
achlorhydric type, which responds rapidly to treatment with large doses of 
iron, and occasionally it is Addisonian and responds to treatment with liver 
in spite of the presence of a growth. Flatulence is commonly present, the gas 
brought up being at first odourless, but subsequently foul. Vomiting is 
generally present sooner or later. In cancer of the cardiac end of the stomach 
dysphagia with regurgitation of food immediately after swallowing occurs, 
the symptoms being indistinguishable from those of a growth of the lower 
end of the cesophagus. Vomiting is commonly preceded by pain and nausea, 
both of which it temporarily relieves, but less completely than in gastric 
ulcer. The vomited matter contains blood more often than in gastric ulcer ; 
it often has the appearance of ‘‘ coffee grounds.” Hematemesis is rare, 
but in exceptional cases may be the earliest symptom. In a very large 
proportion of cases blood constantly oozes from the surface of the growth, 
so that one or more of the specimens obtained with a fractional test-meal 
may be obviously blood-stained, and all are likely to contain occult blood. 
The oozing is unaffected by diet, so that occult blood is present in every 
stool examined, however carefully the patient is dieted. The growth sooner 
of later involves the pylorus in two-thirds of all cases ; the special symptoms 
then present are described in the article on pyloric obstruction. 

The patient rapidly loses strength and weight, the emaciation being 
more than can be accounted for by the vomiting and diminished intake of 
food. In the late stages the disappearance of subcutaneous fat, loss of elas- 
ticity of the skin, edema of the abdominal wall, back and ankles, and anemia 
give the patient a characteristic cachectic appearance. 

In the earlier stages nothing abnormal is found on abdominal palpation ; 
but sooner or later a hard, moderately tender tumour is generally felt. It is 
often most easily palpable when the stomach is empty, but occasionally only 
becomes obvious after meals. When the fundus or body is involved the 
tumour is felt descending from under the left costal margin. In carcinoma 
of the lesser curvature and pylorus the tumour lies across the upper part of 
the epigastrium. 

The X-rays often show an irregular filling defect in the outline of the 
stomach, which coincides with the tumour if one is palpable, and often 
involves the greater curvature. The normal progress of the peristaltic waves 
is interrupted, sometimes before any obvious deformity is present. The first 
radiological sign may be irregularity in the arrangement of the folds of mucous 
membrane seen in a radiograph taken after swallowing one or two mouthfuls 
of a suspension of barium sulphate. In carcinoma of the fundus, the arc 
formed by the gas under the diaphragm is irregular in shape and reduced in 
size, and the growth itself may be faintly visible through the gas bubble. 


602 DISEASES OF THE DIGESTIVE SYSTEM 


If there is the slightest reason to suspect cancer a fractional test-meal 
should be given. The resting-juice often contains pus cells in excess of the 
leucocytes present in a specimen of spittle obtained at the same time, and 
even if the specimen is not obviously blood-stained, red corpuscles are generally 
found on microscopical examination. In 60 per cent. of cases complete achlor- 
hydria is present, and in at least another 20 per cent. there is hypochlorhydria ; 
in most cases secondary to ulcer free acid is present, sometimes actually in 
excess. If pyloric obstruction and achlorhydria are present, but not other- 
wise, the resting-juice generally contains lactic acid. It is, however, absent 
if the stomach is washed out thoroughly the previous evening. It is thus a 
product of the decomposition of stagnating food and is not a secretion of the 
growth. Moreover, the lactic acid is the inactive variety, and therefore of 
fermentative and not animal origin. Consequently lactic acid, though 
most often found in pyloric carcinoma, may also be present in other con- 
ditions, such as migraine, if achlorhydria and gastric stasis are present 
together. 

Secondary deposits frequently occur in the liver and in 5 per cent. of 
cases in both ovaries, and the symptoms they give rise to may be the most 
prominent clinical manifestation. Direct spread to the peritoneum and 
omentum is common, and irregular abdominal masses are often palpable ; 
ascites may occur as a result of the malignant peritonitis. A small gland 
just beneath the insertion of the left sterno-mastoid muscle is generally 
attacked before any other cervical glands, and less frequently deposits occur 
in the inguinal glands. The growth may spread along the urachus to involve 
the umbilicus, where a hard nodular mass can be felt. A rectal examination 
should always be made, as a deposit is not infrequently present in the recto- 
vesical or recto-vaginal pouch at a comparatively early stage. 

Perforation may occur, general peritonitis being usually prevented by 
the presence of old adhesions, so that a local abscess forms ; less frequently 
the colon becomes involved and a gastro-colic fistule results, the patient 
then rapidly dying from emaciation due to constant fecal vomiting and 
severe diarrheea. 

Other terminal complications are suppurative gastritis, pylephlebitis, 
suppurative parotitis, thrombo-phlebitis migrans, septic pneumonia, empyema 
and infective endocarditis. 

Diagnosis.—Apart from the history and the discovery of a tumour, the 
X-ray examination is the most important means of distinguishing a growth 
from other gastric disorders. Occult blood is present in the stools for pro- 
longed periods in many cases of ulcer, but achlorhydria is very rare; and in 
the few cases of very chronic lesser curvature ulcers in which there is no free 
acid, it generally reappears if the meal is repeated after washing out the 
stomach. Moreover, the characteristic X-ray appearance of an ulcer crater 
is quite different from the appearance produced by a growth. In gastric 
ulcer the pain begins only at an interval after meals, and if present when 
food is taken it is temporarily relieved, whereas in cancer the pain generally 
begins directly after meals and is rarely relieved by food. In the group of 
cases in which duodenal ulcer is simulated, the absence of periods of freedom 
from symptoms, the presence of achlorhydria and the X-ray appearance 
should prevent a mistake in diagnosis. Pernicious anemia may closely 
simulate a growth of the stomach ; the presence of occult blood in the stools 
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is distinctive of the latter and rarely occurs in the former ; the megalocytosis, 
high colour index, and positive indirect but negative direct van den Bergh’s 
test of pernicious anemia are in striking contrast with the absence of megalo- 
cytes, normal or low colour index and negative van den Bergh’s test of cancer, 
however severe the ansemia is. It should, however, be remembered that an 
extensive growth may be present even with a hemoglobin percentage of 100, 
and that in rare cases pernicious anemia may be associated with carcinoma 
of the stomach. 

Prognosis.—The average duration of life after the appearance of the 
first symptoms is a year. Temporary improvement and considerable gain 
in weight may occur as a result of rest and careful dieting. Death is most 
frequently due to exhaustion; in other cases it results from one of the 
complications already mentioned. 

Treatment.—Medical treatment is only palliative. In ulcer-cancer 
with free acid present, the post-ulcer regime (p. 595) with alkalis may keep 
the patient quite comfortable. In gastritis-cancer with achlorhydria a 
gastritis diet should be given; occasional lavage may give much relief, and 
an acid mixture may improve the appetite. Analgesic drugs, especially 
aspirin, are generally sufficient to control the pain, and it is only rarely 
necessary to give morphine, but when nothing else gives relief there should 
be no hesitation in giving very large doses. 

An operation should be performed in all cases in which there is no evidence 
of secondary deposits or involvement of glands beyond those in the im- 
mediate neighbourhood of the stomach, unless it 1s found impossible to 
improve the patient’s condition sufficiently to hold out any hope of success. 
If anemia is present it should be treated before operation with large doses 
of iron, and, if necessary, repeated transfusions until the hemoglobin per- 
centage is 80. When the pylorus is obstructed, the stomach should be washed 
out every morning and evening for a week before operation and large quantities 
of saline solution given by rectum. With proper preparation and bold and 
skilful surgery many apparently inoperable tumours can be completely 
removed. If secondary deposits make a radical operation impossible in 
a case of pyloric carcinoma, much relief follows gastro-jejunostomy. Small 
nodules in the liver are not a contra-indication of partial gastrectomy, as 
they may grow very slowly so that the patient remains quite comfortable 
for many months after the operation. 
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A gastric ulcer situated on the lesser curvature may give rise to spasm 
of the corresponding segment of circular muscle fibres, which leads to a 
depression or “incisura”’ on the greater curvature, like a finger pointing 
at the “‘ niche ” on the lesser curvature. The degree of spasm varies with the 
activity of the ulcer, but a slight spasm may persist after healing is complete. 
It never gives rise to sufficient obstruction to cause stasis or increased peri- 
stalsis in the proximal segment. It may disappear on vigorous massage or 
after strongly contracting the abdominal muscles and sometimes, but not 
always, after the administration of atropine. A less persistent spasm may 
occur as a reflex result of duodenal ulcer, disease of the gall-bladder and 
appendicitis. 
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Cicatrisation of a very chronic gastric ulcer may produce an hour-glass 
constriction. This hardly ever occurs in men, the large majority of cases 
being in women with such a high threshold of sensibility to pain that, though 
they may have had an ulcer for 20 or 30 years, they have never suffered from 
indigestion of sufficient severity to raise a suspicion of the presence of organic 
disease. The frequency of hour-glass stomach has steadily diminished during 
the last 25 ycars and the condition is now rare, probably owing to earlier 
diagnosis and better medical treatment. In 50 per cent. of cases found 
post mortem the ulcer has healed completely and is replaced by a scar. The 
comparatively rapid healing of a lesser curvature ulcer by medical treatment, 
however large the ulcer may be, never results in an hour-glass stomach, a 
ge of many years with alternating periods of activity and spontaneous 

ealing being essential for its development. The obstruction caused by an 
hour-glass contraction with a still active ulcer is always exaggerated by the 
atte of spasm, so that the narrowing found at operation is often much 
ess than would be suspected from the radiograph. 

One of the two hour-glass stomachs I have seen in men was caused by a 
band passing from an ulcer on the lesser curvature to the omentum; the 
constriction disappeared when this was divided. Hour-glass constrictions 
caused by cancer and syphilis are extremely rare. 

Symptoms.—In organic hour-glass stomach a history of comparatively 
slight indigestion occurring intermittently for many years, possibly with one 
or more hwmorrhages, can almost always be obtained. The symptoms are 
similar to those of pyloric obstruction due to ulcer, with the exception that 
the amount. vomited is generally less, and greater relief is obtained on lying 
down. There is no visible peristalsis unless the proximal segment is unusually 
large. The X-rays are the only reliable method of diagnosis ; the constriction 
can be seen whether the patient is standing or lying down, and in the former 
position the neck passes from a point above and to the right of the lowest 
part of the proximal segment. If an active ulcer is present, the niche produced 
by the crater is seen on the lesser curvature. 

Treatment.—If no niche is present and the upper sac of the stomach 
is empty within 4 hours, the patient often keeps perfectly well by following 
the “ post-ulcer regime ” (p. 595). If the ulcer is still active, surgery is in- 
dicated. When the constriction is sufficiently narrow to produce definite 
stasis in the proximal sac, a gastro-gastrostomy should be performed. If this 
is impossible for technical reasons, or 1f there 1s little or no stasis in the proximal 
sac, a partial gastrectomy should be performed. As an hour-glass constric- 
tion 1s occasionally associated with pyloric obstruction, the condition of the 
pylorus should always be investigated in case a gastro-jejunostomy is required 
in addition to a gastro-gastrostomy. 


PYLORIC OBSTRUCTION 


fEtiology.—Pyloric obstruction may be organic and incurable or functional 
and curable. Organic obstruction of the pylorus or duodenal bulb is caused 
by the contraction of fibrous tissue formed during cicatrisation of an ulcer in 
its neighbourhood, 85 per cent. being duodenal and 15 per cent. prepyloric. 
Two-thirds of all cases of carcinoma of the stomach involve the pylorus. 
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Pyloric obstruction occasionally results from chronic gastritis: this may be 
due to (1) a generalised sclerosis of the mucosa, submucosa and muscular 
coats. (2) simple muscular hypertrophy; and (3) swelling of the mucosa 
alone. Syphilis is a rare cause of pyloric obstruction. In infants, obstruction 
may result from hypertrophy of the pyloric sphincter (p. 606). 

External pressure very rarely causes pyloric obstruction, and simple ad- 
hesions between the pylorus and the neighbouring viscera do not as a rule 
interfere with the passage of food into the duodenum. In exceptional cases, 
however, cholecystitis may lead to such strong and extensive adhesions with 
the pylorus that a certain amount of obstruction results. Gastroptosis never 
causes pyloric obstruction (vide Visceroptosis, p. 746). 

The cedema and congestion round an active duodenal or prepyloric ulcer 
may cause severe obstruction, which disappears when the ulcer heals as a 
result of treatment. In such cases the obstruction is exaggerated by the 
presence of achalasia or spasm of the sphincter, which may also occur with an 
ulcer on the lesser curvature and with cholecystitis. 

Symptoms.—In the early stages attacks of severe pain may occur at vary- 
ing intervals after meals owing to the violent peristalsis of the stomach in its 
attempt to overcome the obstruction. Later, nothing more than an un- 
pleasant sense of fullness is experienced, especially after meals, but if frequent 
vomiting or treatment by lavage prevents the stomach from becoming much 
distended, attacks of pain are likely to persist. With an ordinary diet vomiting 
occurs regularly every day, but this characteristic symptom is less marked if 
the patient takes food which leaves little or no solid residue. The vomiting 
generally occurs at first in the afternoon or evening ; but in the later stages, 
when dilatation has supervened, large quantities are vomited several times a 
day and often during the night. Articles of food may be brought up which 
have been eaten many hours or even days before. The odour is sour in non- 
malignant and rancid in malignant cases. Excessive fermentation and putre- 
faction may give rise to very offensive eructation, and in rare cases this is 
the first symptom noticed by the patient, especially, but not exclusively, in 
malignant obstruction. Wasting is progressive, and the tissues become 
abnormally dry and inelastic. The patient has generally little appetite, but 
complains of great thirst. The urine is scanty, and obstinate constipation 
occurs. 

Pyloric obstruction occasionally gives rise to tetany and to symptoms 
simulating uremia, but although there is a considerable rise in the blood urea 
the condition is caused by chlorine deficiency and alkalosis and not renal 
insufficiency. 

In addition to the symptoms already enumerated, others depending upon the 
cause of the obstruction, such as ulcer or carcinoma, are of course also present. 

Pyloric obstruction leads to distension of the stomach. The signs of this, 
together with the distinctions between the malignant and non-malignant 
cases, are considered in the section on the examination of the stomach. 

Treatment.—The treatment of organic pyloric obstruction is surgical. 
It is useless to waste time in well-marked cases with lavage or other medical 
treatment, as the improvement which follows operation is immediate and 
progressive. The immediate mortality of the operation can, however, be 
greatly reduced by preliminary medical treatment for a few days. The 
stomach is completely emptied every night by Senoran’s evacuator. Small 
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uantities of custard, junket and similar soft easily digestible foods, but no 
fluids, are given during the day, saline solution being given by rectum. By 
this means the tone of the stomach rapidly improves, and the danger of severe 
intoxication due to alkalosis is overcome. 

When the obstruction is only partial and an active ulcer is present, the 
effect of medical treatment of the ulcer should be tried, as the obstruction is 
largely due to the surrounding inflammation, which disappears when the ulcer 
heals, and when healing is rapid the scar generally gives rise to no obstruction. 


Artuur F, Hurst. 


CONGENITAL HYPERTROPHY OF THE PYLORUS 


Synonym.—Hypertrophic Pyloric Stenosis. 

Definition.—This isa eee of early life, formerly believed to be a rarity, 
but now recognised as of not uncommon occurrence. It consists sssen tially 
in a great thickening of the pylorus, leading to gastric stasis, with all the 
symptoms that result from such a condition. 

ZEtiology.—The pathogeny of the disease is still obscure. The theory that 
it is simply a congenital malformation is not in harmony with the clinical 
facts, and the most generally accepted view is that it results from an over- 
action of the pyloric sphincter, the consequence of a lack of co-ordination 
between the gastric and pyloric mechanisms. There is some reason to 
suppose that the Anglo-Saxon and Teutonic races are more affected by the 
disease than the Latin, but it 18 exceptional to get a history of other cases 
having occurred in the family. Boys are affected at least four times as often 
as girls, and in a remarkably high proportion the patient is the first child of 
the family. 

Pathology.—The most striking change is an immense thickening of 
the pylorus, due to overgrowth of its circular muscle-fibres. The stomach is 
dilated, its muscular coat somew bat hypertrophied, and the mucous membrane 
in a state of catarrh. The other post-mortem appearances are those usually 
met with in inanition. 

Symptoms.—The child has usually been born at full time, after a natural 
labour, and in the majority of cases has been breast fed. For a week o: 
two or longer all goes well, and then vomiting sets in. The vomiting is “ pro- 
jectile’ in character, the stomach contents being violently shot out. The 
vomit is usually larger in quantity than the last meal, and is often mixed with 
mucus; the presence of any blood in it is very rare. Meanwhile the child 
steadily loses weight, but does not look really ill, and maintains his strength 
and activity. The bowels are obstinately constipated, and the motions small 
and dark. 

The most characteristic sign of the disease is the presence of visible gastric 
peristalsis. On inspection of the abdomen, waves of contraction can be seen 
sweeping across its upper part from left to right. Sometimes three such 
waves can be seen at once, each being about the size of a golf ball. The 
waves may not be seen unless the child has recently been fed, and if they 
are sluggish in appearing a little gentle stimulation below the left costal 
margin will often succeed in eliciting them. In most cases the overgrown 
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pylorus can be felt as a tumour by palpating deeply in the nght hypochon- 
drium. Sometimes, however, it is so tucked up under the liver that it cannot 
be felt. 

Complications and Sequelz.—-The complication most to be dreaded 
is the supervention of an infective diarrhoea, which in these cases is apt to 
prove fatal. Some degree of biochemical disturbance is also apt to develop 
in severe cases. There are no sequele of the disease ; if recovery takes place, 
it is complete and permanent, and indeed, many of the patients ultimately 
attain a degree of health and development beyond the average. The hyper- 
trophy of the pylorus disappears. 

Course.—The course of the disense varies greatly in different cases, and 
depends also to a large extent upon the treatment adopted, but unless 
operation is resorted to, it is always prolonged and recovery gradual. Even 
when the vomiting ceases, the weight may for long fail to mse, and the child 
may remain in a state of inanition, during which intercurrent disease may 
easily supervene. 

Diagnosis.—This should not be difficult, provided the existence of the 
disease is remembered. The vomiting is distinguished from that of indiges- 
tion by its projectile character, and the coexistence of constipation is char- 
acteristic. The great diagnostic, however, is the presence of the visible 
peristalsis, and in the absence of this it is unwise to conclude that the disease 
is present. Many experts maintain that the pyloric tumour is palpable in 
the majority of cases. Mild cases of pyloric spasm may simulate true stenosis, 
but in these the symptoms are less severe, and definite waves of peristalsis 
are absent, The patient is often a girl. Stenosis of the duodenum from 
congenital ‘malformation may simulate pyloric stenosis, but the symptoms 
in the duodenal cases date from birth, and bile is present in the vomited 
matter. An X-ray examination often helps i in tke diagnosis. 

Prognosis.—It is very difficult to estimate the chances of recovery or the 
relative merits of different forms of treatment statistically. Much depends 
upon the severity of the particular case, but in general it may be stated that 
no case 1s so severe that recovery is impossible. Cuses treated in private 
do much better than those seen in hospital. 

Treatment.—There are two methods of treatment—medical and surgical. 
Medical treatment consists in washing out the stomach once or twice daily 
with normal saline, and carefully regulating the feeding. If breast milk is 
not available, a half-cream dried milk with the addition of dextrimaltose 
is the best substitute, and should be given in quantities of one or two ounces 
every 2 or 3 hours, depending upon the degree of vomiting. Atropine 
(3 to 9 drops of a 1 in 1000 solution of the sulphate, half an hour before each 
feed) is sometimes used with alleged benefit, and recently atropine methyl 
nitrate (eumydrin) (0-5 mgrm. given seven times daily half an hour before 
each feed) has been recommended as less toxic than atropine. If under 
this treatment the vomiting ceases, and the weight begins to rise, good and 
well. If not, or if the symptoms have set in early and with great severity, 
operation should be had recourse to, Rammstedt’s plan of splitting the 
pylorus longitudinally being the procedure to be preferred. 


RosBert HvutcH ison. 
Auan MONCRIEFF. 
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ACUTE DILATATION OF THE STOMACH 


/Etiology.—After operations, especially for acute abdominal conditions, 
and much less frequently in the course of acute infections, especially pneu- 
monia, the stomach suddenly becomes greatly dilated owing to a complete 
loss of tone. The dilatation, which is often much aggravated by severe 
aerophagy, leads to complete obstruction of the duodenum by the mesentery at 
the point where the latter crosses it, and the dilatation then becomes extreme. 

Symptoms.—The abdomen is very distended, large quantities of dark 
but not fecal fluid are vomited, and the patient rapidly becomes very 
collapsed. ‘‘ Black vomiting” after operations is almost always due to 
acute dilatation of the stomach, and not to the intestinal paralysis with which 
it is often associated. 

Treatment.—The stomach should be kept empty by aspirating through 
a Ryle tube kept continuously in position, however ill the patient may be. 
Nothing should be given by the mouth, but saline solution should be injected 
continuously into a vein by the drip method. If recovery does not occur in 
two or three days, a jejunostomy should be performed, the patient being fed 
through the stoma till the stomach contracts to its normal size. 


CHRONIC DUODENAL ILEUS 


ftiology and Pathogenesis.—Just before the duodenum turns up- 
wards to end in the duodeno-jejunal flexure, it is crossed by the root of the 
mesentery. When the mesenteric vessels arise at a lower level than usual 
or the horizontal portion of the duodenum is situated unusually high, the 
slight anatomical variation from the average normal leads to some narrowing 
of the lumen of the duodenum where it is crossed. If the abdominal muscles 
are lax and the small intestines drop into the pelvis, they may be partially 
incarcerated there and the obstruction becomes more marked. In rare cases 
obstruction at the same point is caused by localised simple or tuberculous 
chronic peritonitis. The proximal part of the duodenum becomes dilated, 
and the violent peristalsis, which can be seen with the X-rays to give rise 
to backward and forward movements of its contents in its effort to pass the 
obstruction, results eventually in hypertrophy of its muscular coat. 

Symptoms.—The condition generally gives rise to no symptoms and is 
discovered accidentally during a routine X-ray examination, but it may 
cause right-sided discomfort, which sometimes simulates duodenal ulcer or 
gall-bladder disease. Paroxysmal attacks of bilious vomiting may be the 
only symptom, especially in neurotic women. In rare cases it is the cause of 
cyclical vomiting in children, which persists into adult life; in one such case 
the consequent malnutrition led to dwarfism. The duodenal stasis may be a 
factor in the development of duodenal ulcer and of cholecystitis, when 
chronic ileus is present in an individual who is already predisposed to these 
conditions. An anterior duodenal ulcer associated with ileus is specially 
liable to perforate. 

Treatment.—In most cases postural treatment gives complete relief. 
The patient should for a few wecks adopt a position for a quarter of an hour 
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every day in which the X-rays have shown that the obstruction is overcome. 
Lying on the right side or face downwards may be sufficient. In more severe 
cases the patient leans over the end of a couch with his head downwards, so 
that his trunk is perpendicular to the ground ; this allows the incarcerated 
small intestine to drop out of the pelvis, and complete and permanent recovery 
may follow. : 

In my experience the results of duodeno-jejunostomy have been satis- 
factory only when the obstruction is sufficient to cause considerable duodenal 
stasis. In neurotic women with paroxysmal vomiting the symptoms almost 
invariably recur after a short interval of freedom. 

When a duodenal ulcer is associated with duodenal ileus the danger of 
perforation calls for operation; gastro-jejunostomy is often successful, but it 
is sometimes followed by persistent vomiting, so that a duodeno-jejunostomy 
should probably be performed at the same time. 

ARTHUR F. Hurst. 


DISEASES OF THE INTESTINES 


INTRODUCTION 
I. THE FUNCTIONAL DIVISIONS OF THE INTESTINES 


i. The small intestines—In the duodenum the food is mixed with the 
pancreatic juice, which is essential for the digestion of protein and fat, and 
with bile, which promotes the absorption of the products of fat digestion. 
In its passage through the small intestines the chyme is mixed with the 
succus entericus, which contains enterokinase, which activates the pan- 
creatic ferments, and invertase, maltase and lactase. The chyme passes 
rapidly through the jejunum and greater part of the ileum, in the last 12 
inches of which it remains for a considerable time. The terminal ileum 
indeed forms an “ ileal stomach,” in which the greater part of the digestion 
of ‘protein, fat and carbohydrate takes place and the products of digestion 
are absorbed. 

i. The proximal colon.—Observations on patients with cecal fistulee 
show that about 350 g. of fluid chyme, containing 90 per cent. of water 
with very small quantities of sugar, fat, coagulable protein and of the soluble 
products of their digestion pass through the ileo-cxecal sphincter in a day. 
As the average weight of faces is 135 g. and they contain only 75 per cent. 
of water with no sugar, coagulable protein or soluble products of digestion, 
it is clear that much water and all the soluble constituents of the chyme 
which reach the cecum must be absorbed in the colon. This absorption 
takes place in the cacum, ascending colon and proximal half of the transverse 
colon, which may therefore be regarded as the “ colonic stomach.” 

iii. The distal colon.—The pelvic colon acts as a storehouse for feces, 
to which they are conveyed through the transverse colon, the descending 
colon and the iliac colon when digestion in the colonic stomach is complete. 
Here they remain until the time for defecation arrives. 

iv. The rectum.—The rectum has the important function of maintaining 

20 
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the regular evacuation of feces. It is empty except immediately before 
defeecation, and the distension of its walls when feces enter it is the normal 
stimulus to the defecation reflex. The same stimulus produces the sensation 
which prompts the individual to perform the voluntary acts which help in 
the efficient performance of the reflex. 


II. THE INTESTINAL MOVEMENTS 


The movements of the intestines have two main objects: (1) mixing 
the food with the digestive juices and bringing them into contact with the 
mucous membrane which absorbs the products of digestion and water; and 
(2) propulsion of its contents from the duodenum to the rectum, and of 
the indigestible residue of the food from the rectum. 

i. The small intestines—In the small intestines peristalsis and seg- 
mentation take place simultaneously, the former with the object of propelling 
the chyme into the “ ileal stomach,” and the latter with the object of mixing 
the food with the digestive juices and exposing it to as large an area of mucous 
membrane as possible. In the jejunum and greater part of the ileum peri- 
stalsis is the predominating motor activity, but when the ileal stomach is 
reached it ceases almost completely and segmentation becomes extremely 
active. After a varying interval peristalsis becomes active again, and as 
the ileo-cecal sphincter relaxes with the arrival of each peristaltic wave, 
the ileal stomach empties its contents into the cecum. 

il. The colon.—When the colon is examined after an opaque meal it 
appears to be completely immobile. In spite of this, both segmentation and 
peristalsis occur under normal conditions, but their character differs con- 
siderably from the corresponding movements in the small intestine. Peri- 
stalsis occurs only in the form of “mass movements” about three times a 
day: a single very powerful peristaltic wave travels slowly along a con- 
siderable part or even the whole length of the colon, pushing in front of it 
most of the contents. Deep segmentation movements, which are too slow 
to be visible with the naked eye, can be recognised by comparing radio- 
graphs taken at three-minute intervals and often in those taken at intervals 
of a single minute. Segmentation is the result of the ceaseless activity of 
the muscularis mucose, the normal “ haustration’”’ of the colon seen with 
the X-rays being produced by projecting folds of mucous membrane. As a 
result of the continuous segmentation in the colonic stomach much of the 
water and all of the soluble constituents of the food and the products of 
their digestion which have escaped the small intestine are absorbed. 

The chyme leaves the ileal stomach very slowly except during and im- 
mediately after meals, when as a result of a gastro-ileo-cwcal reflex frequent 
peristaltic waves pass down the terminal ileum to the ileo-cecal sphincter, 
which opens widely as each wave reaches it. The chief stimulus to mass 

eristalsis of the colon is a gastro-colic reflex. On comparing these events 
1t becomes clear that the ileal stomach passes its contents into the cecum 
when it is necessary that it should be empty for the reception of the food 
coming down from the stomach after a meal, and that the colonic stomach 
similarly evacuates itself to leave room for the reception of the contents of 
the ileal stomach. 
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III, DEFACATION 


During defecation the contents of the pelvic colon, together with any 
feeces which may be present in the descending and iliac colon, pass into 
the rectum; the distension of the rectum causes it to contract as a whole 
just like the bladder and at the same time causes reflex relaxation of the 
sphincter ani, so that the contents of the rectum are evacuated. Simul- 
taneously the contents of the cecum and ascending colon pass into the 
transverse colon, whilst the contents of the latter pass into the pelvic colon. 

Normal defecation depends upon a conditioned reflex. The infant is 
taught at an early age to empty his bowels directly he is placed on a chamber. 
The act quickly becomes a purely reflex one, and it continues to be so when 
he grows older and the chamber is replaced by the seat in the w.c. Break- 
fast by itself gives rise to a simple gastro-colic reflex ; sitting down on the 
familiar seat in the w.c. is, however, the starting-point of the more elaborate 
conditioned reflex, which produces the most efficient gastro-colic reflex of 
the day, in which the whole colon from the cecum to the rectum takes part. 
In the healthy adult defeecation remains to a great extent a conditioned reflex. 
It is enough to sit down in the accustomed place, perhaps with a pipe and a 
newspaper, for the reflex to begin, often without the “call to defscate ”— 
the perineal sensation produced by the entry of feces into the rectum, and 
without the voluntary stimulus produced by the increased intra-abdominal 
pressure caused by descent of the diaphragm and contraction of the abdominal 
muscles, though these, together with the final contraction of the levator ani 
muscles, are always brought into action to help in the complete expulsion of 
the feces. 

Failure to open the bowels on the first day of a holiday is not due, as is 
popularly supposed, to the “‘ hard water ’’ of the locality, deficient exercise 
in a train or on board ship, but to the unfamiliar w.c. and perhaps the unusual 
hour of getting up—or the absence of getting-up, such small changes being 
enough to upset for the moment the delicately adjusted conditioned reflex. 


EXAMINATION OF THE INTESTINES 


SIZE, SHAPE AND POSITION OF THE COLON 


The cecum and iliac colon are the only parts of the bowel which are 
always palpable under normal conditions. In very thin individuals and in 
patients with very lax abdominal muscles the whole colon except the splenic 
flexure and the pelvic colon can often be felt. Apart from these conditions 
the colon may become palpable when in a state of spasm or when filled with 
feces, and tumours involving it can often be recognised by abdominal examina- 
tion. In all intestinal cases a rectal examination must be made; by this 
means not only the rectum but also part of the pelvic colon can be palpated. 
For a thorough investigation of the size, shape and position of the whole 
colon in the erect as well as the horizontal postures an X-ray examination 
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after a barium meal is essential. The pelvic colon, and less frequently the 
descending and iliac colon, cannot always be seen satisfactorily, as they may 
be full only in the early morning, and defecation empties them completely 
before it is convenient to make an X-ray examination. In such cases a 
barium enema renders all parts of the colon easily visible; the artificial 
distension produces a considerable amount of distortion, the error due to 
which can be overcome by making an additional examination after most 
of the fluid has been allowed to escape. 


MOTOR FUNCTIONS 


(a) Paupatrion.—In every case of intestinal disorder an abdominal and 
rectal examination should be made. No medicine or enema should be given 
during the preceding 24 hours, but before this the colon should be emptied 
by whatever means the patient is in the habit of using. The quantity of 
feces present in each part of the colon varies greatly according to the time 
at which meals are taken and defecation occurs. With a normal individual 
whose bowels are satisfactorily opened after breakfast the whole of the 
colon is empty during the greater part of the morning, though a thin layer 
of soft faeces may cover the wall of the cecum and perhaps the ascending 
colon and so render them partially opaque to the X-rays if a barium meal 
was taken 24 hours earlier, and a small quantity of semi-solid feces may be 
present in the distal part of the transverse colon. Between 3 and 4 hours 
after breakfast the cecum begins to fill; the filling becomes much more 
rapid after lunch, so that in a short time the ascending colon also becomes 
filled. During the rest of the day palpation shows the cecum and ascending 
colon, and often the proximal part of the transverse colon, to be filled with 
soft feeces ; as a rule this can be recognised much more easily in the part of 
the colon in the right iliac fossa, owing to the solid background it affords 
than in the more distal part. The resonant note which is generally obtained 
on percussion over the right half of the colon in the morning is replaced by 
a dull note in the afternoon. 

In the early morning the rectum is empty, but the pelvic eolon can be 
felt through the anterior rectal wall to be filled with solid scybala, which 
sometimes extend upwards into the iliac and the descending colon. On 
getting up, but often only after breakfast, the pelvic colon empties some of 
its contents into the rectum, giving rise to the “ call to defecate ” ; from this 
moment until defecation has occurred is the only time in the day in which 
the rectum of a normal individual is filled with feces. At all other times 
it is completely empty, and a proctoscope shows that there is not even a trace 
of feeces adherent to the mucous membrane. In defawcation the whole of the 
colon beyond the splenic flexure empties itself. Consequently the descending 
iliac and pelvic colon are empty during the whole morning, except that 
feeces may be conveyed during defecation from the transverse colon into the 
lower part of the pelvic colon, and more may arrive from the proximal colon 
with the mass ea occurring after lunch. Apart from this, the pelvic 
colon is generally empty or almost empty until after tea or more commonly 
after dinner, when another wave of mass peristalsis fills it with the contents 
of the colon from the neighbourhood of the hepatic flexure and the proximal] 
half of the transverse colon. 


MOTOR FUNCTIONS 613 


The details of the movements vary greatly in different individuals, but 
the average conditions just described show how greatly the fullness of the 
different parts of the colon varies with the time of day, and how unjustifiable, 
for example, it is to diagnose cascal and ascending colon stasis because these 
parts of the colon are full of feces when examined in the afternoon. 

If the rectum is full of feeces and the patient has no desire to defecate, 
dyschezia can be diagnosed. If the feces are soft it is clear that there can 
have been no delay in the passage to the rectum, such as is likely to have 
occurred if it contains hand and dry scybala. When the rectum is empty 
but the pelvic colon can be felt through the anterior rectal wall to contain 
scybala, the form of dyschezia which is due to inability of the pelvic colon to 
empty its contents into the rectum is present, but this can be diagnosed with 
certainty only if the patient has made an effort to open his bowels after 
breakfast and the examination is made before lunch. In severe cases hard 
scybala may also be felt in the iliac and perhaps the descending colon. 

A full caecum and ascending colon are of significance only if the 
examination is made within three hours of breakfast; even then primary 
right-sided stasis can be diagnosed only if the rectum and pelvic colon are 
empty. 

(6) Taz Cuarcoat MretHop.—By giving two or three charcoal lozenges 
with some food 8 hours after defecation and observing after what interval 
black feeces are passed, the total time taken in their passage through the 
alimentary canal can be ascertained. If, for example, a patient’s bowels 
have been opened at 8 a.m., charcoal should be given at 4 p.m. the same day. 
If some of the charcoal is not passed at latest the second morning after being 
taken, the patient must be regarded as constipated. The method has, how- 
ever, the great disadvantage of giving no indication as to the part of the 
bowel in which stasis occurs. 

(c) X-ray EXaMInaTION.—i. Opaque meal.—The only reliable means of 
determining whether a patient is suffering from chronic intestinal stasis, and 
of ascertaining exactly what parts of the alimentary canal are at fault, is a 
series of examinations with the X-rays. Examination with the fluorescent 
screen gives more information than is obtainable from radiographs. If the 
bowels have not been spontaneously opened the morning before the opaque 
meal is to be taken, an enema should be given in the evening. It is very 
important to discontinue the use of all aperients for at least 48 hours before 
the first examination, as the intestinal functions might otherwise be observed 
whilst still under their influence instead of under natural conditions. No 
aperients and no enemata should be used till the examination is finished, but 
the patient should make an attempt each morning to open his bowels naturally. 
If the attempt is successful, the stools should be examined to ascertain 
whether any of the barium has been evacuated. The patient should follow 
his usual occupations and take his ordinary diet. An examination should 
be made in the morning and evening of each day until all or most of the 
barium has been passed in the feeces or has reached the rectum. 

ii. Opaque enema.—Although an opaque meal is the best means of obtain- 
ing information of the motor functions of the colon, an opaque enema 
generally gives earlier and more exact information concerning the possible 
presence of a stricture, especially in the iliac and pelvic colon, which often 
cannot be satisfactorily examined by the former method. A suspension is 
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made by adding 8 oz. of barium sulphate and 4 oz. of kaolin to a pint and a 
half of water. The patient lies on his back, and the fluid is run in from a 
container at a pressure of between 2 and 3 feet through a valveless Higginson’s 
syringe connected with a rubber tube introduced just within the rectum, 
the syringe being used, when necessary, to help the passage of the opaque 
mixture with light pressure. It often reaches the cecum in 2 minutes and 
almost invariably within 5 minutes. When the examination is complete, 
part can be run out through the tube, the rest being evacuated in the ordinary 
manner; a further inspection with the X-rays is then made. Additional 
information, especially as to the presence of polypi, can often be obtained 
by injecting air into the colon after the greater part of the opaque enema 
has been evacuated. 

An organic stricture of the colon generally obstructs the passage of the 
fluid, the shadow ending at the seat of the obstruction, which can be over- 
come ohly incompletely or not at all by waiting an additional 10 minutes, 
by increasing and decreasing the pressure of injection, by massage and by 
changes in posture. The flow of the enema is often prevented in cases of 
growth long before there is any clinical evidence of obstruction ; the bowels 
may still act normally or diarrhoea may be present, and an opaque meal may 
pass through the whole colon without delay. This is probably due to the 
occurrence of a spasmodic contraction of the bowel, which occurs at the seat 
of obstruction as soon as the enema reaches and distends the part immediately 
below it. 

An opaque meal or, more frequently, an opaque enema may show the 
presence of a filling defect in the colon caused by a growth. The latter 
also shows the exact length and position of fibrous strictures, and it is 
generally the most satisfactory way in which the presence of diverticula 
can be determined. 


EXAMINATION OF FACES 


The consistence, smell, colour and reaction of the stools when no aperient 
is being taken should be noted, abnormal acidity indicating excessive 
fermentation and abnormal alkalinity excessive putrefaction. The presence 
of mucus with solid stools is not in itself a sign of disease, but if it 1s mixed 
with blood or pus or present with feces which are unformed though no 
aperient has been taken, some organic disease is certainly present. The 
presence of mucus with hard scybala or with soft stools obtained after the 
use of an aperient is due to the normal reaction of the colon to a mechanical 
and chemical irritant respectively, mucus being secreted in order to protect 
the mucous membrane. Blood by itself may come from hwemorrhoids or 
a rectal por ; if associated with mucus or pus or both, inflammation or 
cancer of the anal canal, rectum or colon must be present. The larger the 
fragments of mucus and the brighter the colour of the blood the lower is 
their source. The presence of pus always indicates disease of the pelvic 
colon or rectum. 

Pale, bulky stools generally indicate the presence of excess of fat. It 
is important to ascertain whether this is ahiely in the form of neutral fat, 
as in pancreatic insufficiency, or in the form of fatty acids and soaps, as in 
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deficient absorption caused by jaundice, sprue, cceliac disease and obstruction 
of the lacteals with normal pancreatic digestion. This can generally be 
decided by microscopical examination, but in doubtful cases an accurate 
chemical analysis should be undertaken. 

Microscopic examination may reveal the presence of blood corpuscles, 
pus, amcebe or their cysts, and the ova of intestinal worms, in addition to 
fragments of animal and vegetable food which have escaped digestion. 

A bacteriological examination of the stools should always be made in 
cases of diarrhoea, with or without colitis. The presence of a relative excess 
of enterococci or B. coli communis, the normal inhabitants of the colon, or 
of strains of streptococci or B. coli which are not normally present, or of 
parenteric, enteric, dysentery and tubercle bacilli may be discovered. If 
& sigmoidoscopic examination is made, a swab should be taken for bacterio- 
logical examination from the mucous membrane; if any mucus or pus is 
seen, this should also be taken for examination. In doubtful cases the 
agglutinating power of the patient’s blood for abnormal bacteria isolated 
from the stools should be tested. 


OccuLt BLoop 


When blood is swallowed or is derived from an ulcer or growth in the 
cesophagus or stomach or an ulcer in the duodenum it is evacuated in the 
stools partly as acid hematin and partly as hematoporphyrin. Both also 
appear in the stools when the blood originates in the colon unless diarrhea 
is present, when the blood does not remain in the bowel long enough for 
the former to be converted into the latter. The chemical tests for ‘‘ occult 
blood ’”—traces of blood insufficient to produce any change in the appearance 
of the feeces—depend upon the conversion of a substance with little or no 
colour, such as guaiac Sebarteiling into a coloured substance when oxidised by 
hydrogen peroxide in the presence of a carrier, such as hematin. The guaiac 
reaction is preferable to the benzidine, as, unlike the latter, it does not give 
a colour-reaction when iron salts are given by mouth; it can, therefore, 
be used in patients with ulcer who are receiving iron on account of post- 
hemorrhagic anwmia. Hsmatoporphyrin, which contains no iron, gives 
neither reaction. A spectroscopic examination of the stools should also be 
made, as even considerable quantities of hematoporphyrin, which is occasion- 
ally present in the absence of acid hematin, would otherwise escape recog- 
nition. Moreover, a positive spectroscopic finding is valuable confirmation 
of a positive chemical reaction, as, although it is much less sensitive, there 
is less chance of error. 

Before the stools are examined the patient is given a hemoglobin-free diet. 
Chlorophyll should also be excluded, as it gives a feebly positive guaiac 
reaction, and its many-banded vee may cause confusion in the spectro- 
scopic examination. A charcoal biscuit is given with the first meal on the 
restricted diet, and the first and subsequent stools passed when the faces 
are no longer blackened by the charcoal are examined. For the guaiac test 
a small amount of feces is macerated with glacial acetic acid into a thin 
paste. An equal quantity of ether is then added to extract the pigment 
and the ethereal extract is poured off, some being kept for the spectroscopic 
examination. Two or 3 drops of tincture of guaiac are added to the re- 
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mainder ; a small quantity of ozonic alcohol is then poured in, and a change 
of colour is looked for at the junction of the two fluids, A “ positive ” 
reaction is one in which a deep blue colour rapidly appears; a “ feeble 
ositive ” reaction is one in which the colour is faint purple: bluish or greenish. 
f 1 c.c. of blood enters the stomach or intestines, the next day’s stool 
will give a faintly positive reaction. 

A positive guaiac reaction signifies the presence of occult blood. A 
negative guaiac reaction proves its absence, except occasionally at the end 
of a period of hemorrhage, when the spectroscopic test may alone be positive, 
as the traces of blood still present may then be completely converted into 
hematoporphyrin, which gives a characteristic spectrum, but does not give 
the chemical reaction. 

By the spectroscopic test of the stools one can recognise (1) the acid 
hematin, which also gives a positive guaiac and benzidine test, and (2) the 
other hemoglobin derivatives, ¢.e. porphyrins, which do not give a positive 
colour-reaction. The spectrum of acid hematin is so faint that it can be 
seen only in fairly concentrated solutions: the typical band of acid hematin 
(A 620) is found only when considerable quantities of blood are present in 
the stools. 

Small amounts of chlorophyll are easily discovered by the characteristic 
band in red on A 662, 1.e. left of 4 650, whereas the band of alkaline por- 
phyrin lies right of 4 650 on X 630. Moreover, on addition of HCl the bands 
of alkaline porphyrin immediately change to the acid spectrum (a narrow 
band in red (A 605-600) and a broad band in yellow (A 590-550)), whereas 
the chlorophyll spectrum remains unaltered. 

In the absence of hemorrhoids and rectal polypi (which may be quite 
latent) and of bleeding from the mouth, throat and nose, the presence of 
occult blood in the stools is strong evidence that an ulcer or growth is present 
in the cesophagus, stomach or intestines. It is occasionally found in gastritis, 
with gall-stones, diverticulitis and localised adhesions involving the alimentary 
tract. 


PROCTOSCOPIC AND SIGMOIDOSCOPIC EXAMINATION 


Wherever there is any possibility of organic disease of the pelvic colon 
or rectum a proctoscope and, if necessary, a sigmoidoscope should be passed 
after a preliminary digital examination. No special preparation is required, 
but the patient should endeavour to get his bowels emptied as completely 
as possible without the aid of aperients or enemata shortly before the 
examination. The instrument should be passed without an anesthetic in 
the knee-elbow position. 

The passage of a proctoscope requires little experience, whereas a sigmoido- 
scope should be used only by experts. As the rectum is involved from the 
onset and is the last part to recover in ulcerative colitis, proctoscopy gives 
all the information required, and it has the advantage of allowing examina- 
tion from a shorter distance. Moreover, the pelvi-rectal flexure, which is 
the commonest situation of cancer, is within its range. But when nothing 
abnormal is found with a proctoscope in suspected cases of malignant disease, 
it is essential to pass a sigmoidoscope. 


FUNCTIONAL DISORDERS OF THE INTESTINES 617 


FUNCTIONAL DISORDERS OF THE INTESTINES 


CONSTIPATION 


Definition.—Constipation may be defined as a condition in which no 
residue of the food taken during one day is excreted within the next 48 hours. 

Etiology and Pathology.—Constipation may be due to (1) the passage 
through the colon being delayed, whilst defecation is normal—colonic con- 
stipation ; (2) the evacuation from the pelvic colon and rectum being in- 
adequately performed, whilst the passage through the colon is normal— 
dyschezia ; and (3) insufficient formation of feeces. 

1, Cotonic ConstipaTion.—Delay in the passage of feces through the 
intestines is due to their motor activity being deficient, or to the force re- 
quired to carry the feces to the pelvic colon being excessive. The motor 
activity of the colon may be deficient owing to deficient reflex activity, in- 
hibition, or uncontrolled and irregular action. There is no evidence that it is 
ever due to actual weakness of the muscular coat. The reflexes which main- 
tain intestinal activity may be deficient owing to lack of mechanical and 
chemical stimulants in the food, or to some endocrine deficiency as in hypo- 
thyroidism. The inhibitory sympathetic nerves may be stimulated centrally 
by depressing emotions, and reflexly in painful diseases and injuries of any 
part of the body, but particularly of the abdominal and pelvic viscera. 

Constipation may result from painful spasm, induced reflexly by the 
presence of an irritant in the colon of a patient with an abnormally excitable 
nervous system (spastic constipation). The irritant which gives rise to the 
exaggcrated reflexes is in most cases hard feces, which may have been 
retained as a result of constipation caused by insufficient and unsuitable 
food and of dyschezia. Spasm may result from irritation by organic acids 
in intestinal carbohydrate dyspepsia, in which constipation may alternate 
with diarrhea. Spastic constipation is a constant symptom of diverticulitis. 
The reflex may also be excited by disease in other parts of the abdomen, 
especially the gall-bladder and appendix. Similar spasmodic contractions 
of the intestines occur as a result of excessive smoking and in lead poisoning. 

The work to be done by the intestinal musculature is excessive when 
the feeces are abnormally hard and dry owing to insufficient consumption 
of water or its excessive loss in the urime or sweat, and when there is a 
diminution in the intestinal lumen owing to organic stricture. 

2. DyscuEezia.—Dyschezia may be due to inefficiency of the defeecation 
reflex, to abnormally hard and bulky feces requiring excessive force for 
their evacuation, or an obstacle to efficient defecation, such as spasm 
or congenital or acquired strictures of the anal canal. Dsychezia due to 
inefficient defsecation is the most common cause of severe constipation. 
It often originates in neglect to respond to the call to defecate owing to 
laziness, insanitary condition of the w.c. or false modesty. The conditioned 
reflex upon which defecation normally depends is gradually lost. The 
rectum dilates so that an increasing quantity of feces is needed to produce 
the adequate internal pressure required to give the sensation of fullness 
which is the natural eal to defecation. Finally the sensation is lost com- 
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letely. But the patient is still capable of emptying his rectum if he tries. 
He has, however, by now often convinced himself that he cannot get his 
bowels to open unless he takes enemata or such enormous doses of aperients 
that the fluid feces practically act as enemata. He suggests to himself 
that his rectum is powerless to act by itself; the dyschezia is then in part 
hysterical. 

Dyschezia may be due to various other causes, such as weakness of the 
voluntary muscles of defecation, the assumption of an unsuitable position 
during defecation, and voluntary inhibition from fear of pain in diseases 
of the anal canal. But whatever the primary cause, the final result is the 
same. The conditioned defecation reflex is lost, and the incomplete evacua- 
tion of the rectum results in the accumulation of feces and consequent 
dilatation of the rectum. 

Careful training is required from earliest infancy in order to develop the 
defecation reflex. Neglect of this, together perhaps in some cases with a con- 
genital deficiency of the muscle-sense of the rectum, is the cause of the 
dyschezia of infants, in whom the slight additional distension produced by 
the introduction of a finger or a piece of soap into the rectum results in an 
adequate stimulus, 

The rectal muscle-sense is abolished or defective in diseases of the spinal 
cord in which the defecation centre itself or the fibres connecting it with the 
brain are involved. 

3. The third great class of constipation is due to the quantity of feces 
formed being insufficient to produce an adequate stimulus in the pelvic colon 
and rectum, and to a less extent in the rest of the colon. The insufficient bulk 
of feeces is due to an inadequate quantity of food residue reaching the colon 
as a result of anorexia or of esophageal or pyloric obstruction, or to unusually 
complete digestion and absorption of food, the result of a “ greedy bowel.” 

ymptoms.—Many eine regard themselves as ill if they do not have 
one action of the bowels a day ; but this 1s really nothing more than a question 
of convenience, being found ‘to suit the habits and diet of the majority of 
civilised people. Perfect health may be maintained by individuals who 
defecate regularly two or three times a day, and by others who obtain an 
evacuation once in two, three or more days. The latter, so long as defecation, 
when it does occur, 1s complete, can no more be regarded as diseased than those 
otherwise normal people, whose hearts beat only forty or fifty times a minute. 
The majority, however, although they may suffer no inconvenience for a con- 
siderable time, finally develop symptoms due to fecal accumulation, gradually 
increasing quantities of feces being retained. For practical purposes, 
therefore, an individual may be considered constipated if his bowels are not 
opened at least once in every 48 hours. A less frequently recognised variety 
of constipation is that in which insufficient feces are excreted, although the 
bowels may be opened every day—a condition analogous to retention of 
urine with overflow. 

It is important to distinguish the symptoms of constipation from those 
of the conditions which may give rise to it. There is no doubt that anxiety 
neuroses and hypochondriasis, epilepsy, asthma, nephritis, diabetes, painful 
pelvic disorders and many other discanes may be greatly aggravated by 
constipation. Apart from these conditions, headache, fatigue, anorexia and 
pigmentation of the skin may result directly from intestinal intoxication 
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and, with the exception of pigmentation, from the reflex effects of constipa- 
tion. Toxic symptoms never develop unless stasis occurs in the cecum 
and ascending colon, in which the feces are still soft, and then only if it is 
associated with impairment of the functional efficiency of the liver, which 
normally destroys intestinal toxins or renders them imnocuous, or of the 
kidneys, which normally excrete any toxins which have escaped the liver. 
Reflex symptoms, on the other hand, occur chiefly in dyschezia as a result 
of the pressure produced by hard feces. The latter differ from the former 
by their almost instantaneous disappearance on defecation. 

Fecal retention is a common cause of intestinal flatulence and colic. 
In rare cases a fecal tumour may form, generally in the pelvic colon, and 
give rise to obstruction. A fecal accumulation in the rectum may cause 
hemorrhoids, pruritus ani, catarrhal proctitis and neuralgic pains in the 
perineum, back and down the legs. Hard feces make defecation painful, 
and their passage may give rise to anal ulcers. 

Diagnosis.—It is comparatively rare for a patient to consult a doctor 
on account of constipation without having already attempted to cure himself 
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Fie. 17.—Dyschezia in a girl of 17, whose bowels had not been opened for 5 weeks when 
admitted to Guy’s Hospital. (First case of constipation examined with X-rays: 
May 1907.) 


with aperients. But no accurate diagnosis can be made until it has been 
ascertained whether he is actually constipated at all. The symptoms generally 
ascribed to auto-intoxication caused by intestinal stasis are often really pro- 
duced by purgatives, which lead to the excessive production of toxins by 
hastening the half-digested contents of the small intestine into the cecum, 
where fermentation and putrefaction are consequently increased. Purga- 
tives also cause the contents of the transverse, descending and pelvic colon 
to be fluid instead of solid, so that absorption of toxins continues throughout 
the whole length of the bowel instead of in the cecum and ascending colon 
alone. In spite of his probable I abe the patient is instructed to see what 
happens if no drugs are taken for three days, an effort being made to open 
the bowels each morning. In most cases he loses his abdominal pain and 
his so-called toxic symptoms. The bowels are often opened daily, in which 
case a diagnosis of hysterical eee can be made—hysterical 
because the patient had suggested to himself, as a result of faulty education 
combined with the reading of pernicious advertisements, that he was con- 
stipated and required aperients to keep himself well, whereas a little psycho- 
therapy, in the form of explanation of the physiology of his bowels and the 
origin of his symptoms and persuasion to try to open his bowels each morning 
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without artificial help, results in a cure. In some cases, however, the patient 
does not succeed in opening his bowels, although he may feel more com- 
fortable than when he was taking drugs. A second abdominal and rectal 
examination should then be made. If no sign of organic disease is present 
and the rectum is found to be filled with feeces, dyschezia can be diagnosed. 
In spite of this the patient has no desire to open his bowels; a normal 
individual would feel an urgent call to defecation under such conditions, 
but the rectum has dilated as a result of being constantly full of feces and 
the call to defecation is no longer felt. 

In severe cases it is advisable to investigate the motor activity of the 
intestines with the X-rays, a barium meal being given after the patient has 
discontinued taking aperients. Ileal stasis should be diagnosed only if no 
trace of barium has reached the cecum 6 hours after the opaque meal, or 
if a considerable quantity of barium-containing chyme is still in the end of 
the ileum 6 hours after evacuation of the stomach is complete. If most of 
the barium is still in the caecum and ascending colon at the end of 24 hours, 
stasis is present, even if a little has passed to the more distal parts of the 
colon ; but a faint shadow of the cecum is often visible in normal individuals 
even 3 days after the meal. If the splenic flexure is reached in 24 hours, 
and the greater part of the barium is in the transverse colon at the end of 
48 hours, there must be stasis in this part of the bowel. In dyschezia most 
or all of the barium has accumulated in the rectum in 24 hours (Fig. 17). 
In pelvic colon dyschezia a similar accumulation occurs in the pelvic colon, 
but the rectum remains empty. 

Treatment.— Under no circumstances should the patient fail to make an 
effort to open his bowels aftcr breakfast, even if he feels no desire to do so, 
and a call to defecation felt at any other hour in the day should be obeyed 
at once. Sufficient time should be spent over the act of defecation, and it 
is often advisable to pay two visits to the closet at short intervals, perhaps 
before and after breakfast. In order to prevent the temptation to hurry 
over defsecation, the closet should be clean, devoid of smell and properly 
warmed in winter. In dyschezia with weak abdominal muscles a footstool, 
9 inches lower than the seat, should be provided. In many cases of dyschezia 
no treatment is required beyond explaining to the patient the nature and 
cause of his condition, and persuading him to give up aperients and to make 
an effort to empty his rectum, which he must realise is quite capable of 
doing its work. By perseverance it is generally possible to re-develop the 
lost conditioned reflex upon which normal defecation depends. 

It is most important to see that sufficient food is taken, as constipation 
is often as much due to its insufficient quantity as to its unsuitable quality. 
The diet should contain an increased proportion of vegetable foods, especially 
those which contain much cellulose and organic acids. Fresh or dried fruit 
should be taken three times a day, and green vegetables or salad should be 
eaten at lunch and dinner. Stewed prunes taken at breakfast, the number 
being regulated according to the degree of constipation, are especially valuable. 
Porridge and cream and wholemeal brown bread are also useful. Sufficient 
fiuid should be drunk ; a glass of cold water taken on rising in the morning 
often helps the bowels to act after breakfast. 

The majority of cases of constipation can be cured without drugs if proper 
treatment is instituted at a sufficiently early stage. In dyschezia purgative 
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act only when fluid stools are produced, colic and toxic symptoms often 
resulting and a considerable quantity of fluid and nutritive material being 
wasted. In the treatment of diseases which are aggravated by co-existing 
constipation, purgatives should be regularly given. They are also useful 
for making the stools soft when straining at stool is accompanied by danger, 
as in patients with weak hearts or high blood pressure. In colonic con- 
stipation, when non-medical treatment proves insufiicient, purgatives must 
also be used, but an effort should be made to dispense with them at the 
earliest possible moment. The stool produced by an aperient should be 
normal in size and consistence; the dose should be so regulated that one 
stool is passed every day and the desire to defecate is felt immediately 
after breakfast. It should cause no pain or discomfort, and should not 
irritate the intestinal mucous membrane sufficiently to lead to the appear- 
ance of mucus in the stools, An infusion of senna pods in cold water is 
particularly useful, as senna acts on the colon alone, and the dose can be 
regulated from day to day by the patient; an attempt should be made at 
intervals to reduce the number of pods by one at a time, until finally none 
may be required. 

In constipation caused by a greedy bowel the bulk of the faeces must be 
increased by the administration of liquid paraffin or of an unirritating vege- 
table mucilage, such as isogel or coreine, which pass through the intestines 
without undergoing decomposition or absorption. These preparations are 
valuable when the feeces are hard and dry; they are therefore useful in 
other varieties of constipation besides that due to a greedy colon, as feces 
always become hard and dry as a result of their abnormal retention in the 
bowel. In dyschezia the soft stools which result from their use are expelled 
with less difficulty than ordinary feces. From 60 minims to 1 fluid ounce of 
paraffin or double the dose of a plain 50 per cent. paratiin emulsion should 
be taken immediately after one, two or three meals every day. Sixty grains 
of isogel or coreine, which absorbs water to form a bulky gelatinous mass 
which becomes intimately mixed with the feces, is taken with one or more 
meals in addition to or as a substitute for paraffin. 

The majority of cases of moderately severe constipation are more or less 
cumulative, excess of feces being always present in the large intestines. It 
is therefore necessary that the colon should be completely evacuated before 
other methods of treatment are adopted. This can best be done by washing 
the colon out with a pint and a half or two pints of warm water run into it 
from a douche-can or funnel at low pressure through a soft catheter inserted 
just beyond the anal canal. The regular use of enemata, Plombiéres douches 
and of continuous intestinal lavage with many pints of fluid are very harmful 
both from a physical and psychological point of view. 

It is essential in treating dyschezia to keep the rectum and pelvic colon 
empty, so that they may in time regain their normal tone and contractile 
power. This can be accomplished by the use of a l-ounce enema consisting 
of equal parts of glycerin and water every morning, if a prolonged attempt 
to defecate naturally has proved unsuccessful The strength of the enemata 
should be gradually reduced by replacing a drachm of the glycerin by water 
every other day until only water 1s used. As a rule the normal! defecation 
reflex and with it the tone and contractile power of the rectum slowly return. 

When dyschezia is due to inability of the pelvic colon to empty its contents 
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into the rectum, six ounces of paraffin should be injected on going to bed and 
retained during the night; the bowels are then generally opened without 
difficulty in the morning. If, however, they fail to act, a plain water enema 
should be given. 

When the sphincter ani is in a condition of spasm as a result of inflamed 
hemorrhoids or an anal ulcer, or when the anal canal is congenitally too 
narrow or a stricture has followed an operation for hemorrhoids, complete 
relief can be obtained by dilating the passage by means of diathermy applied 
locally through a conical electrode. 

Regular exercise in the open air is a valuable means of preventing con- 
stipation, especially in individuals who follow a sedentary occupation. When 
any of the voluntary muscles of defecation are weak, considerable benefit 
can be gained by the performance of remedial exercises every morning and 
evening. Special attention should be devoted to the levator ani muscles, 
especially in women in whom the pelvic floor has been injured during par- 
turition, and in cases in which there is any tendency to prolapse on straining 
at stool (see p. 750). Stasis in the proximal! part of the olen may be benefited 
by massage applied directly to the affected part. Its efficacy’ is greatly 
increased if the first treatment is given during an X-ray examination, as 
the masseur can then see the exact position of the colon and can find what 
manipulations have most effect upon it. 


DIARRH@A 


Definition.—Diarrheea is a condition in which unformed stools are passed. 
Defeecation generally occurs several times in the day, but mere frequency 
of defeecation is not diarrhoea, for this may even be associated with constipa- 
tion. The bulk of feces excreted in 24 hours is generally excessive, but this 
again may occur without diarrhoea, as excessive feces are occasionally formed 
when the passage through the alimentary canal is not ainonmally rapid. 
‘The one essential factor in diarrhcea is the abnormally rapid passage of the 
food residue through the alimentary canal. 

ZEtiology.—l. Excresstve Stimu,aTion oF Motor Activiry.—The 
most common cause of diarrhoea is the presence in the food of excess of the 
mechanical and chemical stimulants of intestinal activity. Thus over- 
indulgence in green vegetables, salads and especially unripe fruit is a 
familiar cause. Chemical irritants may also be swallowed in decomposing 
food, as in some cases of fish and meat poisoning, but food may also cause 
diarrhoea by giving rise to a bacterial infection of the intestine. Diarrhosa 
very frequently results from the habit of taking aperients, either in excess of 
what is required for the correction of chronic constipation, or even when the 
bowels left to themselves would act quite normally. Thus many of the 
symptoms often ascribed to constipation are really due to the diarrhoea 
caused by purgatives, as it results in the absorption of excess of poisons from 
the too fluid feeces. 

Chronic diarrhoea is a common sequel of the acute diarrhcea following 
infection with a pathogenic organism which gains access to the intestines 
in contaminated food or water, and it may follow acute general infections 
such as influenza. In both cases the subsequent diarrhoea may be gastrogen- 
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ous (vide infra) and associated with achlorhydria resulting from gastritis 
caused by the infection, and not the direct result of bowel infection. In some 
cases the infection is derived from a septic focus in the mouth, nose or pharynx, 
and in rare cases recurrent subacute appendicitis is the source of a chronic 
infection of the colon. Some infective bacteria, such as those of the parenteric 
group, act chiefly on carbohydrates and may lead to excessive fermentation. 
Others, such as streptococci and various anaerobes, act on proteins and lead 
to putrefactive diarrhoea. Severe intestinal carbohydrate dyspepsia (p. 644) 
my give rise to chronic diarrhcea or alternating constipation and diarrhea, 
and deficient digestion of proteins, resulting from either gastric or pancreatic 
insufficiency, may lead to a non-infective putrefactive diarrhea. Deficient 
digestion of fat and deficient ral of fatty acids and soaps give rise 
to fatty or soap diarrhcea respectively (vide, p. 626). 

Diarrhoea is often gastric in origin. This gastrogenous diarrhea may 
occur when the gastric juice is deficient or absent. An abnormal number of 
organisms reaches the intestines in these circumstances, as the partial pro- 
tection afforded by the bactericidal action of the hydrochloric acid in the 
stomach is lost. As in addition to the digestion of meat in the stomach the 
connective tissue of meat and the cellulose of vegetables are normally softened 
by the hydrochloric acid of the gastric juice, undigested lumps of meat and 
fragments of vegetable leave the stomach and pass through the smal! intestine 
to the colon, where they are hable to undergo bacterial decomposition. The 
irritation of the mucous membrane of the intestines by the insufficiently 
divided fragments of food and by the products of bacterial decomposition 
leads to diarrhoea, which may become aggravated by secondary enteritis or 
entero-colitis if the irritation is sufficiently intense or prolonged. Similar 
gastrogenous diarrhcea may occur after the performance of a gastro- 
jejunostomy or partial gastrectomy, the food leaving the stomach with such 
rapidity that the intestines are overwhelmed with undigested and irritating 
food. 

Lastly, chemical stimulants to intestinal activity may be produced in the 
body and excreted into the colon; this is the cause of diarrhoea in uremia, 
hyperthyroidism and septicemia. 

2. OVER-EXCITABILITY OF THE NEURO-MUSCULAR MECHANISM WHICH 
CONTROLS THE INTESTINAL MoOvEMENTS.—(a) Post-prandial dtarrhea.— 
Under normal conditions the entry of food into the empty stomach gives 
rise to a gastro-colic reflex, which is the chief stimulus to the movements 
of the colon. In most individuals this is followed by defecation only after 
breakfast, as the pelvic colon is then full, and the sudden passage of feces 
from it into the rectum gives rise to the call to defecation. Sometimes the 
gastro-colic reflex is abnormally active. This may manifest itself after 
breakfast ; a formed stool is passed first, but in the course of the next half- 
hour or hour one or more loose stools are passed in addition. In severer 
cases the bowels are also opened after dinner and less frequently after lunch, 
the stools again being often soft or fluid. 

(b) Nervous dtarrhea.—It 1s not uncommon for a fright to result in the 
immediate passage of a semi-fluid stool. In some patients, who are often 
not otherwise neurotic, attacks of diarrho2a occur whenever they are in any 
place where it would be awkward for them to relieve themselves. When 
this has once happened, it is likely to recur under similar circumstances, 
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largely owing to fear that it will do so. Post-prandial and nervous diarrhea 
are often associated together, a patient suffering from the former being 
particularly likely to feel an urgent desire to defecate if he is at a dinner- 
party or in a railway carriage without a lavatory. 

Diarrhoea, whatever its cause may be, tends to be worse after meals, 
especially breakfast, and it is occasionally also influenced by nervousness ; 
it 18 important, therefore, to exclude some other primary cause before diagnos- 
ing & case as one of pure post-prandial or pure nervous diarrhea. 

(c) Irritable bowel—When the mucous membrane of any part of the 
intestines is inflamed or ulcerated, mechanical and chemical stimulants are 
likely to produce an excessive reflex response, so that the diarrhcea which is 
probably already present is aggravated. Apart from this many people, 
who have lived in the tropics and have suffered there from dysentery or from 
diarrhoea due to some less defined cause, continue to be liable to diarrhea 
for many years after their return to a.temperate climate. 

3. Orcanic INTESTINAL DisrasE.—(a) Enteritis —The profuse, watery 
diarrhoea of acute food poisoning and acute infections such as abdominal 
influenza and septicemia is a result of acute enteritis, which is generally 
accompanied by acute gastritis, especially if vomiting is present, but the colon 
is often spared. The irritating products of the excessive bacterial activity 
resulting from the stasis in organic obstruction of the small intestine give 
rise to enteritis; consequently diarrhoea and not constipation is almost 
always present in chronic small intestine obstruction. In all these conditions 
the chyme from the stomach passes so rapidly through the small intestine 
that they are quite fluid and very bulky when they reach the cecum; they 
consequently act as an enema and are almost immediately evacuated, even 
if the colon remains quite healthy. 

(6) Colitts—Diarrhea is a constant symptom of acute inflammation of 
the colon, except in the rare cases in which it is confined to the proximal 
part. Thus it is always present in ulcerative colitis and bacillary dysentery, 
in which the disease begins and remains longest in the pelvic colon and 
rectum, but 1t may be absent in mild cases of amcebic dysentery in which 
the cecum alone is involved. Diarrhoea may occur in carcinoma of the colon, 
especially the distal part, before the lumen has been narrowed sufficiently 
to lead to fecal retention. The diarrhcea in these conditions is due to irrita- 
tion of the bowel by the products of bacterial decomposition of the albu- 
minous exudate of the diseased parts, and in colitis also to deficient absorption 
of fluid by the inflamed mucous membrane. 

Symptoms.—The chief and sometimes the only symptom of diarrhcea is 
the abnormally frequent passage of abnormal stools. In small intestine 
diarrhoea discomfort and colicky pain are often felt round the umbilicus. In 
severe cases of diarrhoea, whatever its origin, discomfort or even pain is felt 
over the whole of the lower part of the abdomen for a short time before the 
bowels are opened. It may be followed by a sensation of soreness, but the 
abdomen is neither tender nor rigid, and warm applications generally relieve 
it. Occasionally severe colic occurs, which may be temporarily relieved 
each time the bowels are opened or flatus is passed. The passage of a large 
and watery stool is often followed by a feeling of exhaustion and faintness, 
which may be accompanied by sweating and coldness of the extremities and 
occasionally even by syncope. 
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In severe cases of acute diarrhoea and in persistent cases of chronic 
diarrhoea the nutrition suffers and the patient loses weight ; sometimes an 
extreme degree of emaciation results. When the diarrhoea is associated with 
abnormal bacterial activity in the intestines, especially if this is of the putre- 
factive type, symptoms of intestinal toxemia may develop. 

Diagnosis.— When a patient complains of diarrhea, it is first necessary 
to ascertain whether the passage of feeces through the intestines is really taking 
place with abnormal rapidity. Many people think that frequent defecation, 
particularly if the stools are in part fluid, is sufficient evidence that diarrhoea 
is present, whereas this is by no means necessarily the case. The stools of 
every patient supposed to be suffering from diarrhoea should be examined ; 
if they are of a uniform semi-solid or fluid consistence, true diarrhea is 
probably present, whereas numerous stools, if they are small and solid, and 
fluid stools containing small solid fragments suggest a diagnosis of pseudo- 
diarrhoea. In a doubtful case, 2 or 3 charcoal lozenges should be given with 
some food immediately after the bowels have been opened in the morning ; 
each stool is now examined and the time which elapses before black feces 
are passed is noted. If charcoal is seen in the stools within 12 hours, true 
diarrhoea is present ; if in less than 4 hours, the small intestine must be in- 
volved as well as the colon. If no charcoal appears within 48 hours, constipa- 
tion and not diarrhoea is present. A series of X-ray examinations after a 
barium meal affords a more accurate method of determining the rate of 
passage through the alimentary canal, and it has the advantage of showing 
in what part of the bowel the rate is excessive. In small intestine diarrhoea 
the head of the opaque meal may reach the cecum within an hour or two ; 
Hane the colon alone is involved, it arrives after the usual interval of 3 or 
4 hours. 

The most common cause of pseudo-diarrhoea is dyschezia; although 
the. rectum is never properly emptied, the patient feels a constant desire to 
open his bowels, and as a result of his efforts a very small quantity of hard 
feces may be passed. The constant presence of feces in the rectum calls 
forth the secretion of clear mucus. In slight cases there may be nothing 
more than a thin layer of mucus over the hard lumps of feces; in severer 
cases a larger quantity of fluid mucus, which is often stained brown, 1s passed 
either alone or with hard particles of feeces. In all such cases the discovery 
of solid feeces in the rectum immediately after the bowels have been opened 
should remove any further doubt as to the diagnosis. A growth of the 
rectum or pelvic colon, and less frequently a growth in other parts of the 
colon, though rarely on the proximal side of the splenic flexure, may lead to 
pseudo-diarrhoea, feeces being retained above the growth, whilst the serous 
and often blood-stained exudation from its surface, mixed with mucus 
produced by the irritant action of the exudation on the mucous membrane 
below it, are passed at more or less frequent intervals, so that the patient 
regards himself as suffering from diarrhoea. The character of the stools 
should at once make it obvious that endoscopic and radiological examinations 
are required, even if nothing abnormal is felt on abdominal or rectal 
examination. 

When it is known that genuine diarrhea is present, it is next necessary 
to determine whether it is due to a functional or an organic cause. The 
history is often a great help. Post-prandial or nervous diarrhea of long 
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duration is generally gastrogenous. An acute onset suggests that the cause 
is some toxic or infective agent, whereas a more gradual onset of chronic 
diarrhoea in a middle-aged individual, who has hitherto been regular or con- 
stipated, suggests the possibility of a growth. A careful abdominal and 
rectal examination should be made in every case; the former may reveal 
the presence of a tumour or an abnormally dilated or contracted condition 
of the colon; by means of the latter the existence of ulcerative colitis may 
sometimes be recognised, as well as the presence of a growth in the rectum 
or pelvic colon. In doubtful cases an endoscopic examination should also 
be made before deciding that the diarrhea is functional in origin, as the 
mucous membrane of the accessible part of the colon is almost always in- 
volved when diarrhoea is due to some form of colitis. 

The examination of the stools is of the greatest importance, as it gives 
valuable indications for treatment as well as helping in diagnosis. In small 
intestine diarrhoea the stools are watery, whereas in colonic diarrhoea they 
are unformed but not fluid. The presence of mucus indicates active inflamma- 
tion, and blood with or without pus simple or malignant ulceration. Thus 
the watery diarrhoea caused by enteritis can be distinguished from that 
caused by excessive irritability or irritation of the small intestine by the 
presence of flakes of mucus floating in the fluid feces. In acute enteritis 
the mucus is often blood-stained and microscopical examination shows the 
presence of red corpuscles, degenerated epithelial cells and pus cells; as 
the inflammation subsides the mucus becomes cell-free and finally disappears. 
Similarly the unformed, but not watery feces of an irritable or irritated 
colon can be distinguished from the feces of colitis by the presence of mucus, 
pus and blood in the latter. 

The presence of excess of starch, meat fibres or fat indicates a small 
intestine diarrhoea. Excess of undigested starch is found on microscopical 
examination in fermentative diarrhoea, and of striated muscle fibres in 
putrefactive diarrhea. The feces are often frothy and have an acid smell 
and reaction when fermentation is excessive; they are alkaline and have a 
putrefactive odour when excessive putrefaction is present. 

The stools passed when fat is insufficiently digested or absorbed are easily 
recognised by their pale colour and increased bulk. If the excess is in the 
form of neutral fat, the stools are oily (fatty diarrhea), and pancreatic in- 
sufficiency can be diagnosed; striated meat fibres are also likely to be 
peeeee This condition is, however, rare in the absence of jaundice caused 

y obstruction of the common bile duct. More frequently most of the fat 
is present as fatty acid and soaps (soap diarrh@a), showing that pancreatic 
digestion is normal, but that absorption is deficient. This may result from 
absence of bile salts in obstructive jaundice, from the functional disorder of 
the small intestines which is the cause of caliac disease in children, and sprue 
and non-tropical sprue in adults. Soap diarrhma is also caused by obstruc- 
tion of the fasteals by tuberculous, simple inflammatory or secondary malig- 
nant disease of the mesenteric glands. In the case of the latter the stools . 
becomes perfectly normal on a fat-free diet, the oe of meat and 
vegetable food being unaffected. In soap diarrhwa almost all the calcium 
in the food combines with fatty acid to form calcium soap in these conditions ; 
the blood calcium is consequently diminished, and tetany may result. In 
children growth is greatly impaired, and deformities result from the softness 
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of the long bones. The inability of the intestines to absorb fat may be 
associated with deficient absorption of sugar, iron (causing microcytic 
anemia), heemopoietin (causing pernicious anemia), neuropoietin (causing 
subacute combined degeneration of the cord), and vitamins A, B, D, E and K. 

A bacteriological examination should always be made in the hope that 
the nature of any infection which is present may be discovered. 

Prognosis.—If thorough treatment is instituted from the onset, the 
pope of diarrhcea is good, unless it is due to some serious organic disease. 

f, however, it is neglected, strict treatment must be continued for a pro- 
longed period im order to be successful. This is particularly the case when 
the diarrhoea is infective in origin. 

The tendency to post-prandial and nervous diarrhoea often remains 
throughout life, though considerable improvement and even a cure can 
result from treatment. Unlike other forms of diarrhea, they rarely affect 
the general health, and are chiefly troublesome on account of the incon- 
venience they cause. 

Treatment.—Acute diarrhea.—The patient should be kept warm and 
at rest in bed until the attack has completely subsided. If it 1s due to food 
poisoning and he is seen within 12 hours of the onset, he should be given from 
4 to 1 ounce of castor oil to clear the irritant material out of the small as well 
as the large intestine, unless the diarrhoea is so severe that it appears probable 
that this has already occurred. No food should be given for 24 hours or 
even longer in severe cases, but the patient may drink as much water as he 
likes. Sweetened arrowroot made with water should then be given, but 
nothing else until the diarrhosa has ceased. Milk, junket, bread and butter, 
and milk puddings are next allowed, after which a gradual return should be 
made to an ordinary diet, the speed with which this is done depending on 
the severity of the case. The only drugs which are of real use in acute 
diarrhoea are kaolin and opium and its alkaloids. A tablespoonful of kaolin 
should be given three times a day. Ifthe diarrhoea shows no signs of abating 
after 24 hours, codeine should be given, the dose being regulated according 
to the severity of the diarrhoea and the general condition of the patient, 
but sufficient must be given to stop the diarrhcea in 48 hours. Ifthe diarrhea 
is accompanied by vomiting, a test-meal should be given about a month 
later, even in the absence of all symptoms, as the accompanying acute gastritis 
may have led to achlorhydria, which is likely to give rise to chronic diarrheea 
or other trouble later unless the underlying chronic gastritis is overcome. 

Chronic diarrhaa.—lIn all cases of chronic diarrhcea recovery occurs most 
rapidly if the patient remains in bed during the first few days of treatment. 
In many instances the diarrhoea, which may have been present for months, 
disappears in a few days, and the patient may even become constipated. 
Unless, however, other treatment is instituted, the diarrhea is very likely to 
return as soon as he gets up again. As the improvement which results 
from staying in bed is due in part to the rest and in part to warmth, it is 
important for the patient to avoid over-exertion and to keep his abdomen 
warm by means of a woollen binder for a considerable period after the 
symptoms have disappeared. Exposure to cold should be avoided as much 
as possible, and if the patient feels chilled at any time he should have a hot 
bath and go to bed at once ; by these means he is likely to prevent a recurrence. 
Patients who have recently suffered from chronic diarrhoea should never go 
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to the tropics, and they should even avoid visiting the southern parts of 
Europe, as a slight intestinal attack from bad food is likely to have much 
more serious results with them than in an individual who has not before 
suffered from any intestinal disorder. 

The successful treatment of chronic diarrhoea depends upon the recogni- 
tion of its cause. The treatment of diarrhoea which is secondary to organic 
disease of the intestines, such as colitis and cancer, is considered elsewhere. 

1. Excessive STIMULATION OF THE INTESTINAL MOVEMENTS.— Whatever 
the actual cause of the diarrhoea, it is important to avoid anything which 
could produce mechanical irritation of the colon. The food should be 
thoroughly chewed, and anything, such as new bread, cheese and tough 
meat, which is difficult to break up completely, should not be eaten. The 
patient must avoid all raw vegetables in salads and pickles, and cooked 
green vegetables are allowed only as purées. The pips and skins of fruit, 
whether raw, cooked or in jam, and currants, raisins and lemon peel in 
puddings and cakes must be avoided. 

For the treatment of fermentative diarrhea, vide Intestinal Carbohydrate 
Dyspepsia (p. 645). A lacto-vegetarian diet is most suitable for putrefactive 
diarrhea; no meat should be allowed until the diarrhoea has ceased for 
4 weeks, and high game and over-ripe cheese should be permanently avoided. 

Fatty and soap diarrhea stops at once on a fat-free diet. In severe 
cases, in which obstruction of the lacteals is present, it may be necessary 
for the patient to continue with this diet for the rest of his life. 

Gastrogenous diarrhea rapidly improves on the diet already described as 
suitable for putrefactive diarrhoea, but a relapse is certain to follow a return 
to an ordinary diet unless the achlorhydric gastritis is properly treated 
(vide p. 586). When the diarrhoea is infective in origin, a teaspoonful of a 
fresh liquid culture of B. acidophilus should be given fasting each morning. 

2. NERVOUS AND PosT-PRANDIAL DiaRRH@a.—Nervous diarrhea is often 
completely uninfluenced by diet, but drugs, which diminish the activity of 
the gastro-colic reflex either peripherally or centrally, are very effective. A 
mixture containing 5 grains of potassium bromide and 5 minims of tincture 
of belladonna taken immediately before meals is all that is required in mild 
cases ; in severer cases a small dose of codeine should be added. The exact 
dose of each drug must be varied to suit each patient, as different individuals 
react very differently to these drugs, especially to belladonna. When the 
diarrhea has been completely controlled, the quantity of each drug should 
be gradually reduced; then the doses before lunch and dinner, and finally 
that before breakfast, can be discontinued. In some cases it is advisable 
to allow the patient to have a pill containing belladonna and codeine always 
with him, so that he can take one before going to a dinner-party or on any 
other occasion when he fears that he will have diarrhoea. He soon learns 
to trust so thoroughly in his pill that it probably acts more by suggestion 
than in any other way, and the dose can accordingly be progressively reduced 
until it is infinitesimal. 

As in many cases of diarrhcea due to other causes the bowels act most 
frequently after meals, the treatment just described is often of use in con- 
junction with that required for the primary condition. 


ARTHUR F, Hurst. 
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EPIDEMIC DIARRHGA IN CHILDREN 


Synonyms.—Summer Diarrhcea; Infective or Infectious Diarrhea ; 
Acute Gastro-Intestinal Infection ; Acute Ileo-Colitis; Cholera Infantum. 

The form of diarrhoea here spoken of used to be one of the chief scourges 
of infant life, but is certainly much less common now than formerly. It 
prevails epidemically in institutions, although sporadic cases may be met 
with at any time, and in hot seasons may become widespread, especially 
in large towns. It chiefly affects children below the age of 5, but is most 
fatal in the first year. Boys are more susceptible than girls. 

ZEtiology.—It is generally agreed that the disease 1s caused by infection 
with micro-organisms ; but in spite of much research the bacteriology is by 
no means clear. It would appear that all cases are not due to the same 
organisms, and various members of the coli-typhoid-dysentery group have 
been blamed at different times. Recently particular attention has been 
paid to the Sonne strain of dysentery bacillus. 

Next in importance as an etiological factor must be put the influence 
of unhygienic surroundings, such as dirt, overcrowding, a contaminated milk 
supply, and want of cleanliness in feeding utensils. The infection is probably 
often conveyed by dust, and flies may act as carriers. 

Any digestive derangement in the child may predispose to infection, 
and bottle-fed infants are specially liable. The disease appears to be to 
some degree contagious, and if introduced into a ward is apt to spread to 
unaffected infants. The influence of age and sex have already been referred to. 

Pathology.—The changes found after death may be surprisingly slight, 
considering the severity of the disease, and vary materially in different cases 
and epidemics. As a rule the mucous membrane of the stomach and in- 
testines is in a condition of “ mucous catarrh.” There may also be areas of 
congestion, with here and there small petechial hemorrhages. The lymphoid 
tissue of the alimentary canal is often swollen, and in severe and protracted 
cases the solitary follicles in the colon and lower ileum may exhibit superficial 
ulceration. 

Other organs, such as the liver and kidneys, show fatty or parenchymatous 
degeneration, whilst the lungs are often congested and cedematous, with, in 
protracted cases, patches of broncho-pneumonia in the lower lobes. 

Symptoms.—The clinical picture is often very complicated, and if it is 
to be understood it is essential to realise that the disease is a general infec- 
tion and not merely a disorder of the alimentary canal. The supervention 
of dehydration, acidosis or nephritis, with their own clinical manifestations, 
tend still further to perplex the observer and make it impossible for him 
to decide to what extent the symptoms are due to the primary infection 
or to these secondary developments. 

The disease may start insidiously, with a gradually increasing diarrhea ; 
or the onset may be abrupt, with a rapid rise of temperature and early pro- 
stration. The diarrhcea is not necessarily a pronounced feature, and the worst 
cases are often those with fewest stools. The character of the motions varies ; 
but in the early stage they are usually green, slimy and ill-digested, becoming 
dark and watery later. In the choleraic cases they are of the profuse “ rice- 
water” type. When the colon is affected, visible mucus and blood may be 
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passed with much straining. The discharges are usually attended aL colicky 
ar and the passage of flatus. Vomiting is generally present at the onset, 

ut varies greatly in amount. The temperature is always elevated at some 
period of the disease, but the height, duration and course of the pyrexia are 
very inconstant. Hyperpyrexia may supervene towards the close in fatal 
cases. Prostration and circulatory failure are early features, and are shown 
by depression of the fontanelle, pallor, pinched features, an inelastic skin 
due to dehydration and coldness of the extremities. Where “ intoxication ”’ 
is a factor, consciousness becomes impaired, and the infant passes into a 
state of stupor, with intervals of restlessness, which may result in complete 
coma, sometimes terminating in convulsions. If acidosis is present, the 
respiration may show the characters of “‘ air-hunger.”’ 

The urine is scanty, highly acid and contains a little albumin and a 
few hyaline casts. Acetone bodies may be present. 

Course.—The course of the disease varies greatly. In the severest 
cases, especially those of the choleraic type, death may ensue within a few 
hours of the first onset of symptoms. In the milder forms the acute symptoms 
last for 2 or 3 days, and then gradually the prostration passes off and the 
stools assume a normal character. Only too often, however, the improve- 
ment is but partial, and the child lapses into a marasmic condition, with 
continued looseness of the bowels, from which recovery may only take place 
gradually. In all cases relapses, brought on either by re-infection, by 
meteorological conditions, or by injudicious feeding, are extremely common 
and apt to prove fatal. 

In children above the age of 2 the disease usually assumes a milder form 
—prostration is not so severe and the range of temperature lower. Vomiting, 
also, is a less prominent symptom than in infants. Complete recovery 1s 
more frequent, and relapses and the continuance of the disease in a chronic 
form are rare. 

In the special type of the disease commonly spoken of as “ cholera in- 
fantum ”’ the invasion is always abrupt, with a rise of temperature, followed 
by profuse vomiting and purging. Death usually ensues in a few hours, 
and is commonly attended by hyperpyrexia. 

Diagnosis.—The diagnosis has to be made from simple non-infective 
diarrhcea, and for the increasingly common forms of diarrhcea secondary 
to respiratory tract and middle-ear infections. At first the differentiation 
may be impossible, but continued high temperature, early prostration and 
failure of rapid improvement on stopping food point to an infective origin. 
Careful physical examination will exclude secondary types. Epidemic 
prevalence is in favour of the primary variety. The nervous symptoms 
may simulate those of meningitis, but in case of doubt a lumbar puncture 
will determine the diagnosis. Very acute cases in which the colon is much 
involved, may resemble intussusception, but in the latter the onset is more 
dramatically sudden, the vomiting, collapse and passage of blood greater, 
and fever less, whilst*in epidemic diarrhoea abdominal rigidity and tumour 
are absent. 

Prognosis.—It is impossible to give any estimate of the fatality of 
diarrhoea, as it depends greatly on the type of the disease, and on the age, 

eneral condition and surroundings of the child, besides varying greatly in 
Sifferent epidemics. The younger the infant, and the poorer its general 
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nutrition, the worse is the outlook. The existence of rickets also greatly 
aggravates the danger. The frequency of the stools is of less importance in 
estimating the chance of recovery in any given case than the amount of 
prostration and the degree of inelasticity in the skin. Cases with prolonged 
high temperature and those of the choleraic type usually do badly. Persist- 
ence of vomiting also is a bad sign. 

Treatment.—Unfortunately there is no specific treatment, and the 
principles to be aimed at are: (1) to stop the infection ; (2) to eliminate and 
neutralise toxins ; (3) to combat collapse; (4) to arrest the vomiting and 
purging. 

1. In attempting to stop further infection, general hygienic measures 
are of great importance. Whenever it is possible, the child should be 
removed from a town, and isolated in a large, airy and well-ventilated room. 
Napkins should be removed and disinfected as soon as they are soiled, and 
the greatest cleanliness should be observed in regard to the feeding utensils 
and the nurse’s hands. The collection of these cases in institutions should 
be avoided as far as possible. 

If the case comes under observation early, an initial purge of castor oil 
or, if there is much vomiting, of calomel should be given to clear away 
decomposed matter from the bowel. Milk, which is the vehicle of infection, 
should at once be stopped, and for the first day or two the diet should be 
limited to half-strength normal saline, barley-water, weak tea, rice-water, 
5 per cent. glucose, or weak broths, all of which may be given freely. 

2. In order to favour the elimination of toxins, the action of the skin 
and kidneys should be promoted as much as possible. To this end, if the 
skin is very inelastic, tepid packs are useful, and these may be continued, 
if necessary, for several hours on end. If the urine is scanty, fluids should 
be ae freely. 

n the early stages of the disease no attempt should be made to arrest 
the diarrhoea entirely, as the retention of poisons would then be favoured. 
In addition to the initial purge, irrigation of the colon is a valuable aid in 
removing toxic material. Normal saline administered at a temperature of 
100° F. through a rectal tube or large-sized red rubber catheter is the best 
solution to employ. 

3. Collapse has to be obviated by saline infusion and the use of stimulants. 
Four ounces of normal saline may be injected under the skin of the flank. 
every 6 hours, or saline and dextrose may be given intraperitoneally or into 
a vein. A continuous drip of normal saline is often life-saving. 

Of stimulants, one of the best is alcohol. Ten to 15 drops of brandy 
may be given in a little water every 3 or 4 hours, or oftener; it should not 
be added to the feeds. Camphor is useful, and nikethamide (coramine) and 
adrenaline are also of value. If the collapse is extreme, recourse may be 
had to the mustard bath. 

4. The arrest of the vomiting and especially of the diarrhcea is really a 
secondary object of treatment. For the vomiting, lavage of the stomach 
with normal saline is the best treatment, particularly in the early stages, 
and a poultice may be applied to the epigastrium. Drugs are of little help, 
but small repeated doses of calomel (e.g. 4 grain every hour for six oe) 
are sometimes useful. Chlorbutol in l-grain doses may also be us 
cautiously. 
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As has already been pointed out, no active steps should be taken to 
arrest the diarrhoea at the onset. If it continues, however, and seems to 
be contributing to the exhaustion, one may try to reduce the frequency of the 
stools. In the early stages, small repeated doses of castor oil are useful for 
this purpose, and later, when the tongue is clean, bismuth, chalk, catechu 
and other astringents, as in the case of simple diarrhcea, may be used. A 
powder composed of 5 grains of bismuth carbonate, with jth grain each 
of Dover’s powder and calomel, is also a frequent prescription at this stage. 
Opium should not, however, be given at the outset, and it is best withheld 
so long as prostration is marked and the temperature high. When pre- 
scribed, it may be given in the form of the tincture in the proportion of 
1 minim for every year of the child’s age. It is specially indicated when 
the motions are frequent and attended by colic and tenesmus. In cases 
of the choleraic type, with much vomiting and profuse purging, morphine 
may be given hypodermically with great advantage. The dose for a child 
of 1 year is ,/,th grain, with which ,7,,th grain of atropine may be combined. 
This may be repeated in an hour if the symptoms have not abated. 

“ Intestinal antiseptics ”’ are of little help, and may easily be injurious. 
The best are salicylate of bismuth, salol and resorcinol. If the stools are very 
watery, nitrate of silver is the most powerful astringent. 

After the acuter symptoms have passed off one must return very gradually 
to ordinary diet. Milk should be given at first malted or fully peptonised 
and freely diluted with lime water, or condensed or low fat dried milk, or one 
of the patent foods may be used in place of it. A feed may be given every 
4 hours, and water between if the child is thirsty. Any return of the vomiting 
or diarrhcea must be the signal for again giving up milk in any form. During 
convalescence change of air and mild iron tonics are of service in restoring the 
child to complete health. Relapses, which are frequent, must be guarded 
against with the greatest care. 

RosBerT HUTCHISON. 
ALAN MONCRIEFF. 


HILL DIARRHGA 


Definition.—A peculiar form of gastro-intestina] derangement occurring 
in Europeans living at high altitudes in India, Ceylon and elsewhere during 
the hot season, characterised by dyspeptic symptoms, abdominal flatulence 
and the passage of pale-coloured or white, frothy, fluid stools early in the 
morning. 

fEtiology.—The condition occurs in the Himalayan hill stations of 
India during the rainy season, and the highlands of Ceylon, Europe and South 
America, at elevations of 6000 feet or over. Europeans of both sexes and all 
ages are liable, and in some years the condition has affected a large portion 
of the hill population, as in the Simla epidemic of 1880. The cause has been 
variously attributed to the mica content of the drinking water, to its bacterial 
contamination, with resulting infection of the bowel, as well as to a physio- 
logical breakdown of the gastro-intestine under conditions of low barometric’ 
pressure and high humidity: the latter view is possibly correct. 

Pathology.—Little is known either of the clinical pathology or morbid 
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anatomy of the disease, the nature of which will remain obscure until it has 
been investigated along biochemical lines, such as has recently been done 
in sprue. : 

Symptoms.—The symptoms are flatulence and abdominal distension 
associated with morning diarrhoea. Defecation is urgent and generally first 
occurs about 5 a.m.; subsequently the bowels may be opened four or five 
times before noon, after which the patient is comfortable. The stools are 
copious, fluid, pale-coloured or white, frothy, and generally not objectionable 
in odour. Often the condition is transient, but if it persists considerable 
loss of weight may ensue. The stools are said to contain an excess of fatty 
acids, soaps, undigested food remnants and yeasts, while stercobilin as such 
is either decreased or absent. These findings are similar to those encountered 
in tropical sprue, and in view of the marked abdominal distension, intestinal 
flatulence and gaseous nature of the stools, it would appear that, as in 
tropical sprue, the intestinal breakdown is characterised by defective absorp- 
tion of certain food elements—especially fat and glucose. 

Prognosis.—This is generally quite good; the only danger is that the 
condition may develop into sprue, and Rogers states that 20 per cent. of his 
Calcutta cases commenced with hill diarrhea. 

Treatment.— Until more is known regarding the biochemical nature of the 
gastro-intestinal breakdown, treatment must remain empirical. An initial 
dose of oleum ricini (min. 240) and tinct. opii. (min. 15), rest, warm clothing 
and milk diet are generally advised, but probably a high protein, low fat, 
low carbohydrate diet, such as sprulac, would prove more valuable. Dilute 
hydrochloric acid in 60 minim doses after food may be tried, and pepsin has 
also been advocated. Crombie used to give 60 minims of liq. hydrarg. 
perchlor. 15 minutes after food. Should these measures not suffice the 
patient must return to the plains. 

G. CaRMICHAEL Low. 
N. HAMILTON FAIRLEY. 


CaELIAC DISEASE 


Synonyms.—This disease was first described by Gee in 1888 under the 
title of ‘‘ The Coeliac Affection.’”’ Cheadle redescribed it in 1903 as ‘‘ Acholia,”’ 
and Herter in 1908 as “ Intestinal Infantilism.” It is sometimes spoken of 
in America as “ Chronic Intestinal Indigestion,” but in this country the term 
‘* Coeliac Disease ”’ is now generally applied to it. 

Definition.—A wasting disease of childhood characterised by the passage 
of large, pale, offensive stools which contain an excess of split fat, and leading 
to emaciation and arrest of growth ; various complications due to avitaminosis 
may be superadded. 

fEtiology.—The cause is unknown. There is no hereditary element ; 
girls are more susceptible than boys, and no social class is exempt. The 
disease appears to be rarer in the Latin countries than in the Anglo-Saxon 
and Scandinavian. 

Pathology.—There is no characteristic morbid anatomy, the post-mortem 
changes being attributable to inanition or to intercurrent disease from 
secondary infection. The bones tend to show changes similar to those of 
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rickets and the blood chemistry is also similar. The essential pathogeny 
of the disease appears to be a failure in fat and carbohydrate absorption of 
obscure causation. The ordinary changes of enteritis are not found. 

Symptoms.—The disease begins insidiously between the ninth month and 
the end of the second year. The child loses appetite, fails to thrive, and has 
slight diarrhoea. Soon the characteristic stools appear. They are large, but 
not necessarily frequent, pale, extremely offensive and sometimes frothy and 
fermenting. On aieniead examination they contain from 40 to 60 per cent. 
of split fat instead of the normal 25 per cent., but the amount of unsplit fat 

resent is not altered. Meanwhile the emaciation progresses, the face being 

east affected by it and the buttocks most. The abdomen, by contrast, is 
prominent, doughy and distended. Along with these physical signs there 
is @ change in mentality. The child is often remarkably precocious, but is 
uritable, hysterical and “ difficult,” especially during the exacerbations. 

There is frequently a profound anorexia, and muscular weakness may be 
extreme. 

Complications.—Various deficiency symptoms are apt to appear as the 
result of avitaminosis induced either by impaired fat absorption or by the 
character of the diet which treatment demands. Rickets may show itself 
either early, or, after the age of 7, in the “late” form, with genu valgum 
as its main sign. Symptoms such as oadema and absence of reflexes may 
suggest beriberi and have been attributed to deficiency of vitamin B. Scurvy 
is not uncommon, and attacks of tetany may occur in association with a low 
blood calcium. 

Diagnosis.—At the outset the disease may be impossible to recognise, 
but when the characteristic stools appear diagnosis is easy. Arrest of growth 
is of great diagnostic value. The distended abdomen may suggest tuber- 
culosis, especially if distended, atonic bowel with fluid feeces mimics the 
signs of ascites. Cceliac disease presents many points of resemblance to 
sprue, but the latter is rare in childhood, and in ceeliac disease the blood 
shows a secondary anemia and not the megalocytic type characteristic of 
sprue. 

. Course and Prognosis.—The disease runs a prolonged course with many 
ups and downs and is peculiarly prone to relapse. It may last into adult 
life (cases of “ non-tropical sprue’ may be examples of unrecovered cceliac 
disease) but usually tends to recovery before puberty. The mortality may be 
put down at about 10 per cent., and death, when it occurs, is usually due to 
intercurrent disease. During the active phases of the disease growth is 
arrested, and even after recovery the patient may be permanently stunted 
(intestinal infantilism). 

Treatment.—Apart from general hygienic measures treatment is essen- 
tially dietetic. A diet high in protein, low in fat, and with no carbohydrate 
(at the outset at least) 1s the ideal to aim at. It may consist at first of a dried 
‘* protein ’’ milk with the addition of underdone scraped meat, white of egg, 
broth, jellies, etc. Later, small quantities of fat in the form of bacon and 
butter are added with carbohydrate mainly in dextrinised form (Mellin’s 
Food, grape-nuts, rusks, crisp toast, etc.). Over-ripe bananas often have a 
beneficial effect. Care must be taken to supply the necessary vitamins in 
order to ward off complications. Vitamins A and D may be given as radi- 
ostoleum ; B, as yeast extract ; C, as ascorbic acid, 25 mgm. daily. A small 
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dose of castor oil should be administered when abdominal distension is 
troublesome ; otherwise there ‘is no indication for drugs. 


RosBert HvutTcuHIson. 
ALAN MONCRIEFF, 


IDIOPATHIC STEATORRH@A 


Synonyms.— Adult Cceliac Disease ; Non-tropical Sprue ; Gee-Herter 
Disease ; Herter-Heubner Disease ; Gee-Thaysen Disease. 

Definition.—This is the adult form of coeliac disease (see above). With 
certain very rare exceptions it arises in childhood, though some cases remain 
unrecognised until adolescence or adult life is reached. The main features 
are: Fatty stools, with or without diarrhoea, and sometimes with dilatation 
of the colon; tetany; osteomalacia; anemia of various types; skin lesions ; 
and frequently infantilism. 

“Etiology.—This is unknown. Patients affected have not lived abroad, 
and the disease cannot be classed with sprue, though resembling it in many 
respects. The affection is neither familial nor congenital. It is slightly 
more common in females than in males. The disease has been described in 
the Scandinavian countries, Germany, Switzerland, France, Great Britain 
and America. 

Pathology.—The underlying disturbance is interference with the total 
function of the small intestine, and this may be referred to as chronic jejuno- 
ileal insufficiency. Attempts to demonstrate an anatomical lesion have 
failed even with the microscope. The symptoms develop in spite of an 
adequate diet, and the paticnt starves in the midst of plenty. Deficient 
absorption of various components of the diet explains many of the signs and 
symptoms. The fat, although split, cannot be digested and produces steator- 
rhea. On a low fat diet, the percentage of total fat in the stools forms on 
the average more than 25 per cent. of the total weight of the dried faces ; 
on a normal diet this figure reaches 40 to 60 per cent. The fats are mainly 
split fats, the figure for neutral fat not exceeding 3 per cent. 

Sometimes there is carbohydrate dyspepsia, with production of gas 
which distends the bowel. This arises from the bacterial hydrolysis of starch 
following the failure of amylolytic digestion by succus entericus. Sugar is 
poorly absorbed, and the blood sugar curve after glucose is much flatter 
than normal. Similarly, proteins are ill absorbed and the blood urea is 
often below normal. Poor absorption of salts is seen in the low figure for 
serum calcium, usually 8 mg. per 100 c.c., and the low or normal plasma 
phosphorus. The height of the plasma phosphatase coincides approximately 
with the degree of active change in the bones. Calcium balance estimations 
reveal high figures for fecal output, and very low figures for urinary output. 

Defective absorption of iron is followed by hypochromic anemia; and 
megalocytic anemia may appear, presumably because of failure to utilise 
the anti-pernicious anemia factor. Occasionally xerophthalmia and toad- 
skin appear, proclaiming vitamin-A deficiency. Sore tongue, cheilosis, 
anosmia and pellagra-like skin result from shortage of the vitamin-B com- 
plex. Osteomalacia occurs from deficiency of vitamim D. A tendency to 
sudden hemorrhages indicates vitamin-K deficiency. It is associated with 
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a prolongation of the coagulation time and a reduction in the blood pro- 
thrombin concentration. : 

Symptoms.—The presenting symptom is either diarrhcea, pain in the 
bones with deformity, or tetany. The stools are bulky and pale, though 
not always conspicuously frequent. The wasting and distended abdomen 
so constantly found in children with cceliac disease is not a noticeable feature, 
even though severe diarrhcea be present. The skin shows a dirty putty- 
coloured pallor, and the hair is fine, mud coloured and liable to turn grey 
at an early age. In 50 per cent. of cases a skin eruption is present on the 
limbs, and to a lesser extent on the trunk. The lesions are moist red abraded 
areas with scaly brown pigmented borders, resembling pellagra. In 60 per 
cent. of cases the fingers are clubbed. By means of the slit-lamp small flaky 
opacities are to be seen in the various layers of the lens. They never progress 
sufficiently to interfere with vision. 

All cases show some degree of skeletal deformity, including genu valgum, 
bending and bowing of the bones, distortion of the pelvis, beading of the 
ribs and spontaneous fracture. In 60 per cent. of cases there is dwarfism, 
but this is not necessarily associated with mental or sexual infantilism. 
The male genitalia are poorly developed, and the voice high pitched. In 
women the onset of menstruation is delayed. The disease is usually accom- 
panied by sterility, but should pregnancy occur there is often an acute 
exacerbation of symptoms. Pelvic deformity may interfere with the normal 
course of labour. Tetany occurs in almost all cases. Seventy per cent. of 
patients describe recurrent attacks of tinglings in the fingers and hands, 
followed by carpo-pedal spasms. These interfere with writing, piano-playing, 
and even with walking. In 30 per cent. of patients tetany is latent only, 
its presence being detected on eliciting the Trousseau or the Chvostek signs. 

The blood picture is either normal or shows (i) hypochromic anemia, 
(ii) hyperchromic megalocytic anemia, or (ii) erythroblastic anemia. This 
polymorphic character of the blood changes is frequently found when anemia 
is associated with gastro-intestinal lesions. Achlorhydria is uncommon, 
occurring in less than 20 per cent. of all cases and in only one-third of those 
with hyperchromic megalocytic anemia. This anawmia is therefore not 
Addisonian pernicious anemia, a fact confirmed by the observation that it 
yields to treatment by vitamin-B concentrates. Hemorrhagic phenomena 
are rare, even in cases treated for a long time by means of a low-fat diet. 
They include hematemesis, melzena, epistaxis, menorrhagia, hematuria, 
hemarthroses, subcutaneous hematomata and intractable bleeding from 
wounds. Scurvy is very rarely seen. 

In long-standing cases opaque enema examination shows dilatation of 
the colon, and sometimes this assumes the proportions of megacolon. In 
all cases radiographs of the skeleton reveal osteoporosis, and if the epiphyses 
have not united the translucent cup-like metaphyses of rickets are present. 
Many cases show fine transverse lines of increased density of bone immedi- 
ately to the diaphyseal side of the metaphyses of the long bones. Distortion 
of the limbs, spine and pelvis are common. 

Diagnosis.—A denial of residence in a country where sprue is endemic 
is enongh to rule out that disease. Chronic jejuno-ileal insufficiency has been 
observed in gastro-jejuno-colic fistula. Here the history of previous gastro- 
enterostomy simplifies the diagnosis. Rarely the syndrome of steatorrhea, 
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tetany and megalocytic anemia is produced by diseases which cause obstruc- 
tion of the lacteals. These include tuberculosis, lymphogranuloma and 
lymphosarcoma affecting the mesenteric lymph nodes. 

_ Prognosis.—The results of treatment are disappointing in the adolescent 
and adult cases compared to what is seen in children. Some respond satis- 
factorily and remain well under treatment. In the majority all that is 
accomplished is the alleviation of one or more symptoms and the temporary 
onset of the downward progress. It is none the less gratifying to see the 
great improvement in the anemia of many of the cases, and the recovery 
from the pain and disability of osteomalacia in others. Often there is a great 
change for the better in the mental outlook of the dwarfed, crippled, answemic 
patient as he is gradually relieved of his disabilities. Unfortunately one 
group of symptoms and signs may clear up completely, and yet the patient 
may die in inanition. Thus extensive, moist, red excoriated skin lesions may 
heal under treatment with marmite, yet relapses of diarrhcea and tetany 
may result in the death of the patient, the skin remaining normal. 

Treatment.—This presents great difficulties. While nothing can be 
done to remedy the primary defect much care can be given to mitigate as 
far as possible its consequences. The steatorrhcea must be controlled by a 
low-fat diet. No patient with this disease can be given the amount of fat 
found in the average diet without risking the occurrence of diarrhoea. The 
diet should be high in calcium content. The best way to secure a low-fat 
high-calclum intake is to use skimmed milk and preparations of calcium 
caseinate, such as casec or laitproto. The items of such a diet include meat, 
chicken, bread, a scraping of butter, oatmeal, potato, rice, tea, sugar, skimmed 
milk, cheese, jam, cabbage, apple, banana and tomato. These items can be 
arranged as follows: carbohydrate 325 gm., protein 90 gm., fat 30 gm. and 
calcium 2 gm. Sometimes gas formation from carbohydrate fermentation 
ig @ prominent symptom, and then the intake of starch should be strictly 
controlled, and the administration of diastase may be useful. 

When tetany occurs, calcium lactate should be given fasting in doses of 
5 gm. three times a day. In emergency 20 c.c. of a 5 per cent. solution of 
calcium chloride or gluconate may be injected into a vein, and if administered 
very slowly no ill effects are produced. Vitamin D should be given in every 
case in which there are clinical or radiographic signs of rickets, osteomalacia 
or osteoporosis. General ultra-violet irradiation is also of value. These 
measures may relieve bone pain, though any relapse of diarrhoea is lable to 
interfere with this good effect. Cod-liver oil, or any other form of vitamin D 
in an oily medium, is contra-indicated in view of the defective fat absorption. 
Vitamin D should be given in a solid medium—calcifero]l tablets two or 
more daily. 

Treatment of the anzmia must depend upon examination of the blood. 
When it is hypochromic or erythroblastic, large doses of iron should be 
prescribed until the hemoglobin figure reaches normal. This usually occurs 
with 30 gr. of Blaud’s pill or 6 gr. of ferrous chloride three times a day. When 
hyperchromic megalocytic ansmia is present, injections of an active liver 
extract should be repeated until the red cell count remains at 5 millions, 
The initial dose may be 1 to 4 c.c. daily, and the maintenance dose is often 
1 c.c. per week. Marmite by mouth may be used instead of liver extract, 
as much as 12 gm. daily usually being required. Whatever the forra of the 


638 DISEASES OF THE DIGESTIVE SYSTEM 


anemia, it is essential to remember the importance of adequate dosage. 
For one week in each month a prophylactic dose of vitamin K or its derivative 
should be given by mouth. A suitable dose is 30 mg. of methyl-naphtho- 
quinone. If hypoprothrombineemia has already led to hemorrhage the 
vitamin or its synthetic analogue should be administered by injection, double 
the above doses being used. 

Orthopedic treatment includes splinting or even osteotomy to correct 
deformities, such as genu valgum. A cork sole may be necessary, and 
kyphosis may demand the use of a spinal jacket. The pelvic deformity may 


necessitate Csesarean section. 
DoNALD HUNTER. 


SPRUE 


Synonyms.—Cochin-China Diarrhea; Psilosis; Ceylon Sore Mouth, 
etc. 

Definition.—Sprue is a disease of unknown etiology involving the 
gastro-intestinal tract, characterised by defects in gastric secretion and 
inability to absorb adequately fat, glucose, calclum and sometimes vitamins 
as well. Typically there is an apyrexial, morning diarrhoea with bulky, pale, 
gaseous, fatty stools, sore tongue, megalocytic, anemia, asthenia and wasting. 

fEtiology.—The disease is mainly confined to the tropics and sub- 
tropics, being especially common in parts of India (Bombay), China and 
Cochin-China, also in Ceylon, Java, the Federated Malay States and Porto 
Rico in the West Indies. Adult Europeans and people of mixed European 
blood living in endemic areas are prone to the disease. Except in Porto 
Rico, the native population is rarely affected. Both sexes are susceptible, but 
it rarely affects people under 20 years of age. A hot, damp climate, especi- 
ally on the seaboard, favours its development, while certain bungalows 
enjoy an unsavoury reputation in this regard. Various theories have been 
suggested to explain its etiology. The first infective agent was thought to 
be Strongyloides intestinalis. Later, Ashford and others held it to be a moni- 
liasis of the digestive tract due to Monilia psilosis, but the fungoid theory 
is now being generally abandoned. Scott suggested that there was a meta- 
bolic disturbance, resulting in a decreased ionic calcium due to parathyroid 
involvement. Elders regards sprue as a primary deficiency disease due to 
lack of vitamins A and B and amino acids, while Castle and his colleagues 
attribute it to dietary deficiency, t.e. an extrinsic factor contained in meat, 
eggs and whole germ. The difficulty in accepting such a view is the epi- 
demiological fact that sprue often affects the best-fed people in the com- 
munity, and that, in places other than Porto Rico, people living on a diet 
deficient in animal protein develop tropical macrocytic anemia. Finally, 
the conception of sprue as a primary physiological breakdown, due to 
climatic and other factors, does not explain its patchy geographical distribu- 
tion, nor its onset many ‘bigs after people have left the tropics. Deranged 
intestinal absorption is the fundamental basis of the sprue syndrome, and 
until more is known concerning the chemical factors controlling, or involved 
in, the absorption of such food elements as glucose, fat and calcium, the 
problem of sprue is likely to remain unsolved. If sprue be a primary deficiency 
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disease, the deficiency factor must be some unknown vitamin which 
controls or plays some important réle in the processes involved in intestinal 
absorption. 

Pathology.—Morbid anatomy.—At autopsy the essential lesions consist 
of an absence of fat, muscular wasting, a small heart, general atrophy of 
the viscera consequent on malnutrition, a megaloblastic hyperplasia of the 
red marrow of variable intensity, and atrophic changes in the tongue. 

Clinical pathology.—The anemia, which is by no means invariably 
present in the early stages, is megalocytic in type, resembling that seen 
in pernicious anemia. The Price-Jones curve is also similar. The colour 
index is usually 1-0 or higher. The blood picture shows numerous megalo- 
cytes associated with anisocytosis and poikilocytosis, and in the severer 
cases polychromasia, basophilic stippling and occasional normoblasts may 
be observed; megaloblasts are rare. Hypochlorhydria or achlorhydria is 
common, but 75 per cent. of cases Sapond to histamine by an increase in 
HCl secretion. Evidence is accumulating that the megalocytic ansmia has 
& gastrogenous origin due to defective production of Castle’s factor. The 
total fecal fat is definitely increased (30 to 70 per cent.), but splitting 1s 
adequate. The glucose tolerance test frequently shows a flat type of curve, 
or one presenting a retarded rise due to malabsorption, while the blood 
calcium is decreased for the same reason. The blood bilirubin is rarely 
increased to the extent seen in pernicious anemia. Malabsorption of fat 
accounts for the excessively fatty stool, while fermentation of glucose within 
the lumen of the bowel, consequent on defective absorption, underlies its 
acid and gaseous characteristics. The pallor of the stool 1s due to the trans- 
formation of stercobilin into colourless leucobilin. 

Symptoms.—The incubation period is unknown, but patients have 
occasionally developed sprue within a few months of arriving in an endemic 
area. Hill diarrhcea sometimes passes into sprue. Often the onset is 
insidious with (1) loss of energy, dyspepsia and flatulence ; (2) rapid loss of 
weight; (3) sore tongue or buccal aphthe; (4) diarrhoea or looseness of 
the bowels, especially in the early morning. It may be months before the 
bulky, pale, acid, frothy stools reveal the true nature of the malady. Apyrexia 
is the rule, and frequently the temperature is subnormal. Once seen, 
the fully developed picture of sprue makes an indelible impression. Such a 
patient is asthenic, emaciated, mentally taciturn and often severely ansemic ; 
the skin is parched, wrinkled and often pigmented over the forehead and 
malar eminences, while the nails are ridged and brittle; the tongue, which 
is invariably clean, may be patchily inflamed, ulcerated and atrophic, while 
the thin abdominal parietes scantily protect the attenuated coils of gas- 
distended bowel visible beneath. Physical examination also often reveals 
a decrease in the area of the liver dullness: this is partly attributable to 
atrophy and partly to intestinal distension. Hemic murmurs may be heard 
over the heart, which is small, while both systolic and diastolic blood pressure 
is invariably lowered. On questioning such a patient he often complains of 
sore tongue and aphthous ulcers made worse by spiced and hot foods, of 
characteristic early morning stools, and of abdominal distension and intestinal 
flatulence generally most marked towards evening and often related to the 
carbohydrate intake. (idema of the feet, cramps and tetany, associated 
with Chvostek’s and Trousseau’s signs, may occasionally be observed. 
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Paresthesias are often complained of, and tendon reflexes, especially the 
knee-jerks, may be absent. 

Complications.—Pyrexia should always arouse suspicion of some inter- 
current infection or complication, the commonest of which is a B. coli infection 
of the urinary tract. Often this infection is unassociated with fever, and in 
every case of sprue the urine should be examined for pus cells and cultured 
for bacteria. Unlike pernicious anemia, subacute combined degeneration of 
the cord is not encountered. Neuritic features are not uncommon, tetany 
with hypocalcemia occurs in about 2 per cent. of cases, and occasionally 
purpuric skin eruptions are seen. Aual fissure and hemorrhoids may hie 
while venous thrombosis, eczema and pneumonia are occasionally encountered. 
Ulcers in the smal] intestine have been noted in a few cases, and perforation 
of the bowel has been recorded. 

Course.—Sprue is a very chronic disease, showing spontaneous remission 
and exacerbations, with a tendency to natural cure if the patient leaves the 
tropics. The causes of death in inadequately treated cases are malnutrition, 
ansemia and intercurrent disease. 

Diagnosis.—The well-established case presents little difficulty, but in 
the initial stages and in atypical cases considerable clinical experience may 
be required to make a diagnosis. The differential diagnosis includes pellagra, 
pernicious anemia, tropical macrocytic anemia, gastric carcinoma, gastro- 
colic fistula, tuberculous adenitis and lymph adenoma involving the 
mesenteric glands, Addison’s disease, chronic pancreatitis and carcinoma of 
the pancreas. Biochemical and radiological investigations may be essential 
for their differentiation. 

Prognosis.—This largely depends on the co-operation of the patient 
and the institution of modern treatment which has greatly increased the 
expectancy of life. In the absence of intercurrent infection, patients 
recover, provided they are correctly treated, and it is permissible to let them 
return to the tropics if they are under 55 years of age, otherwise healthy and 
have been free from symptoms on a normal diet for 6 months without treat- 
ment. 

Treatment.—The essentials of treatment are: (1) The institution of 
alimentary rest by appropriate dietary ; (2) the treatment of megalocytic 
anemia if present ; (3) the reinforcement of demonstrable deficiencies by such 
means as hydrochloric acid, calcium salts, etc. Both in the primary attack and 
during relapses these asthenic, poorly nourished patients must be put to bed 
for 5 to 8 weeks under conditions that ensure mental as well as physical 
rest, while in Europe warmth and the avoidance of chill are essential. (1) 
Dietary.—Many different diets have been advocated, the best known being 
Manson’s milk treatment. The feeds were given in small quantities 2-hourly, 
commencing with 3} and increasing gradually up to 7 pints daily. Van 
den Burg advocated large quantities of pulpy fruit free from acidity, coarse 
seeds and fibres; ripe bananas, bael fruit, papaya and strawberries are 
popular, the latter being particularly favoured in Europe. The red meat 
diet of Cantlie commenced with 2-ounce feeds of lean, minced, underdone 
steak, which were gradually increased until 14 to 2 lb. were taken daily. 
As a result of observations on the defective absorption of fat and carbo- 
hydrate in this disease, Fairley introduced graded high protein, low fat, low 
carbohydrate diets, the ratios of the three fundamental foodstuffs being as 
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1-0: 0-3: 1-3 and the energy values varying from 600 to 3000 calories. Red 
meat is the main source of protein advocated, but more recently a defatted 
dried milk (sprulac), with similar food ratios has become available. A con- 
valescent high protein diet with fruit and vegetables is generally permitted in 
the fifth or sixth week, and subsequently the amount of fat and carbohydrate 
is gradually increased. (2) Anceemia.—The anemia of sprue is megalocytic¢ 
in type and almost invariably responds to adequate dosage of liver extract 
per os, provided appropriate dietetic measures are simultaneously instituted 
to conttol the disthoss. Maximal reticulocytosis occurs about the ninth day 
and the blood regenerates at a rate comparable to pernicious anemia. For 
the first month dried extract, equivalent to 14 lb. of fresh liver daily, should 
be given; generally in the second month the dosage can be reduced to the 
equivalent of 1 ib. daily, and in the third month to 3 Ib. In chronic cases, 
which have repeatedly relapsed, a maintenance dose of $ Ib. liver daily ma 
be advisable for 3 to 6 months after the blood has been restored to normal. 
Very rarely are refractory cases encountered in which reticulocytosis ia 
submaximal and blood regeneration inadequate. Here oral treatment can 
be reinforced by parenteral liver injections, hepastab (4 c.c. daily), pernemon 
forte (4 c.c. daily), campolon (6 c.c. daily), for a period of 2 to 3 weeks. 
In such cases intercurrent infection should be sought for. Unfortunately 
marmite, even in a dosage of 240 grains daily, is not a satisfactory sub- 
stitute for liver, since diarrhoea may be increased and the reticulocyte 
response is generally submaximal and associated with little or no improve- 
ment in the anemia; exceptionally cases respond dramatically with maximal 
reticulocytosis and rapid blood regeneration. Blood transfusion is rarely 
necessary nowadays, its only indication being to tide a dangerously anemic 

atient temporarily over the latent interval before a response to liver extract 
is obtainable. The anszmia in sprue is generally orthochromic or hyper- 
chromic, but in those rare cases where hypochromia is present, or in which 
there is an undue lag in the production of hemoglobin following liver extract 
therapy, intercurrent infection or intestinal ulceration should be suspected. 
Full doses of iron should, of course, be prescribed. (3) Treatment of Demon- 
strable Deficuencies.— Where acid secretion is defective, acid. hydrochlor. dil. 
in doses of 60 minims in diluted orange juice should be administered thrice 
daily after food. Tetany, with hypocalcemia, calls for the administration 
of calcium lactate (grains 30 thrice daily); even more important is a diet 
low in fat, since calcium cannot be satisfactorily absorbed when there is 
an excess of fat in the stools. Vitamin D in the form of calciferol or ultra- 
violet radiation may also be prescribed as an accessory measure, but is rarely 
necessary. 

B. coli infections of the urinary tract respond satisfactorily to sulphona- 
mide therapy. Proseptasine, in a dosage of 1-0 g. (2 tablets) every eight hours 
from 7 to 10 days, is well tolerated and generally eradicates the infection. 

Once the sprue patient has regained his health he should continue with a 
well-balanced diet adequate in vitamins and protein, avoiding alcohol, rich, 
spiced and sugary foods and condiments. Aperients should be taken with 
caution, and care exercised to avoid chill and respiratory infection. Sprue 
relapses may recut after many intervening years of perfect health. 

| G. CarmicnaELt Low. 
N. Hamitron Farruey. 
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MUCO-MEMBRANOUS COLIC 


Definition.—In nervous individuals constipation is sometimes associated 
with the constant or intermittent passage of membranes of coagulated mucus 
and with attacks of pain, the condition being known as muco-membranous 
colic. This name is preferable to muco-membranous colitis, as no true 
inflammation of the colon is present. 

ZEtiology.—Muco-membranous colic was formerly a common condition 
in women of the educated classes, and was occasionally also observed in men. 
For no obvious reason its incidence has greatly diminished since 1914, and 
well-marked cases are now rarely seen. 

Pathology.—Two predisposing factors are invariably present—con- 
stipation and an abnormally irritable nervous system. Retention of feeces 
in an individual with an abnormally irritable nervous system may result in 
reflex over-activity of the motor and secretory fibres of the colon, leading 
respectively to painful spasm and to excessive secretion of mucus. The 
former may occur alone ; the resulting spasm of the colon is analogous to pure 
spasmodic asthma, and, in contrast with muco-membranous colic, it is still 
comparatively common (p. 617). If the mucus is retained sufficiently long, 
coagulation takes place and a membrane forms. This is analogous with the 
formation of Curschmann’s spirals in asthma. The mucus contains no pus 
cells or red corpuscles and the sigmoidoscope reveals a perfectly normal 
mucous membrane. Some catarrh may be present if the condition has been 
injudiciously treated with irritating purgatives or injections. In rare cases of 
allergic origin large numbers of eosinophil cells, sometimes with red blood 
corpuscles, are present in the mucus. 

Symptoms.—In some cases the patient constantly suffers from abdominal 
discomfort and passes membranes. In others definite attacks, which are 
often emotional im origin, occur at intervals of weeks or months; the pain 
may be confined to the attacks, or there may be abdominal discomfort in 
the intervals. It is, however, not uncommon for the presence of membranes 
in the stools to be the only symptom. 

The pain is situated most frequently in the left flank and iliac fossa and 
just above the pubes; at the same time the descending and iliac colon are 
often tender and can be felt as a contracted cord, in which scybala can some- 
times be distinguished. Less frequently there is pain and tenderness in the 
cecum and ascending colon, which are felt to be more firmly contracted than 
usual ; the condition may then closely simulate appendicitis, but no relief 
follows appendicectomy. The passage of feces and membranes or of the 
latter alone, whether spontaneously or as the result of treatment, generally 
gives temporary relief. 

The constipation present in the intervals becomes much more severe 
during an attack. The stools consist of hard, small scybala, which 
may occasionally be moulded into thin or flat pieces as a result of anal 
spasm. 

The mucus is passed as very thin membranous shreds, which may form 
long tubular casts of the colon, which are sometimes rolled into a ball. The 
mucus may be transparent like ordinary mucus or opaque like fibrin and grey- 
white, but it is often stained by freces and rarely by blood. The membranes 
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may be passed alone or with scybala. They are sometimes mistaken for 
shreds of mucous membrane and for tape-worms. 

Various symptoms resulting from the associated neurasthenia or anxiety 
neurosis are generally present, and the patient always tends to become 
depressed and hypochondriacal. 

Intestinal Sand.—The passage of intestinal sand is generally associated 
with muco-membranous colic. Small quantities of sand, which would other- 
wise escape detection, can often be discovered by running water on the 
feces until the greater part is washed away. True intestinal sand must be 
distinguished from the sand formed of wood-cells, which is sometimes passed 
by individuals who have eaten a large quantity of pears or bananas. It is 
composed of pale yellow or reddish-brown granules, irregular in shape and 
never crystalline. Their most characteristic constituents are the insoluble 
calcium soaps of palmitic and stearic acids ; an approximately equal quantity 
of calcium da es is also present. 

Prognosis.—Muco-membranous colic is a very chronic condition. If 
treatment is begun at an early stage recovery generally follows, but when 
it has been present for many years the pasage of membranes is likely to 
persist even if the accompanying symptoms disappear as a result of treatment. 

Treatment.—A patient suffering from muco-membranous colic should 
be treated with the object of removing the two underlying factors—the 
abnormal condition of the nervous system and the constipation. The former 
calls for simple psychotherapy. The patient should be discouraged from 
making minute investigations of his stools ; she should be told to be satisfied 
if she feels better without looking to see how much mucus is passed. She may 
feel perfectly well in spite of the presence of mucus ; but she will often remain 
so only as long as she 1s unaware that she is passing it. 

The constipation requires treatment by diet, massage, drugs and enemata. 
The best results are generally obtained with a generous mixed diet con- 
taining a plentiful supply of those articles which have already been described 
as useful in uncomplicated constipation on account of their chemically 
stimulating properties, but excluding raw vegetables in salads and pickles, 
fibrous vegetables such as celery, and the skins and pips of fruit. Mustard, 
pepper and spices of all kinds should be prohibited. Smoking should be 
restricted, and in severe cases should be entirely prohibited. 

At the commencement of treatment any accumulation of feeces in the colon 
must be removed. This can best be done by an enema of 6 fluid ounces of 
paraffin given in the evening and retained during the night. Once the colon 
is empty, the reaccumulation of feces can often be prevented by the adminis- 
tration of liquid paraffin and isogel or coreine in order to soften the stools, 
If this does not result in the passage of a satisfactory stool each day, the 
further treatment depends upon whether the stasis is in the proximal part 
of the colon, in which case a mild aperient, such as infusion of senna pods, is 
required, or in the pelvic colon, when treatment by paraffin enemata without 
aperients is indicated. 

As in the case of uncomplicated colon spasm, belladonna is the most 
useful drug for combating the pain; small doses of bromide may also be 
given to diminish the irritable condition of the nervous system. 

Local treatment of the mucous membrane of the colon by Plombiéres 
douches should be used only in the exceptional cases in which other treatment 
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has failed to give relief. As the patients are always self-centred, it is of 
the utmost importance to avoid encouraging them to concentrate upon their 
bowels and their excreta by irrigating the colon unless this is absolutely 
necessary. Intestinal lavage can be given at home ; but it is generally more 
effective at one of the spas, such as Harrogate, Llandrindod Wells, Bath or 
Buxton, at which there are special facilities for carrying it out with the 
natural waters. Normal saline solution should be used if the treatment is 
given at home, and injections of soap and water, antiseptics and astringents 
should be avoided, as they tend to aggravate the condition by irritating the 
mucous membrane. 


INTESTINAL CARBOHYDRATE DYSPEPSIA 


Definition.—Intestinal carbohydrate dyspepsia is a condition in which 
discomfort results from the presence of excess of gas in the colon owing 
to the fermentation of carbohydrates which have escaped digestion in the 
small intestines. 

Pathology.— Under normal conditions starch is digested by the ptyalin 
of the saliva and the amylopsin of the pancreatic juice. The ptyalin is 
the less important, as it is rapidly destroyed by the first trace of free hydro- 
chloric acid with which it comes into contact in the stomach. It was formerly 
believed that the starch in vegetable food could be digested only when the 
cellulose had been broken up by cooking, or, if eaten raw, after 1t had been 
dissolved by the action of a hypothetical cellulose-splitting ferment in the 
small intestine or of bacteria in the colon. It is now known that the cellulose 
walls of vegetable cells are not broken by cooking, a cellulose-splitting ferment 
does not exist in the human alimentary tract, and bacteria do not normally 
take any part in the digestion of carbohydrates, which is almost confined 
to the upper part of the small intestine. Ferments penetrate the unbroken 
walls of vegetable cells and digest the starch within them, the sugars pro- 
duced passing out into the surrounding media, from which, owing to the 
absence of bacteria, they are absorbed without undergoing fermentation. 

Normally starch is completely digested in the upper part of the small 
intestines so that very little reaches the terminal ileum and none reaches the 
cecum. When the rate of passage through the small intestines is excessive, 
there is time for free starch and starch in cells with broken walls to be 
digested, but the starch in intact cells reaches the terminal ileum and cecum un- 
altered. Here the amylopsin penetrates the cells, and the sugars pass into the 
surrounding media, where they are attacked by bacteria, which are present 
in very large numbers, and undergo fermentation before there is time for 
much absorption to take place. The symptoms of intestinal carbohydrate 
dyspepsia are caused by the carbon dioxide and acetic and butyric acids 
produced by this fermentation. 

In most cases of intestinal carbohydrate dyspepsia there is a history of 
eee or of some intestinal infection which has caused enteritis. 
The latter may still be present, but more commonly it has given place to 
a functional irritability of the small intestine, which results in excessive 
motor activity. 
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Symptoms.—The chief symptom of intestinal carbohydrate dyspepsia 
is a widespread feeling of discomfort and fullness in the lower part of the 
abdomen, caused by distension of the colon with carbon dioxide. During 
the day gas often collects in the splenic flexure, which is the highest point 
in the colon: the discomfort produced in this way may be mistaken by the 
patient for gastric flatulence, and aerophagy often results from his attempt 
to relieve himself by belching. During the night the gas passes to the 
rectum, which is then as high as any other part of the colon; consequently 
the greater part is passed during the night and on waking in the morning. 
The discomfort is generally increased by meals as a result of exaggeration 
of the gastro-colic reflex. It is often greatest during the night, and is a 
very common cause of insomnia, which can be cured at once by a suitable 
diet. The excess of gas produces borborygmi, the noise of which may itself 
be enough to keep a patient awake. The irritation of the bowel caused by 
the gas and organic acids may cause spasm; the patient then complains 
of acute pain. Excessive quantities of odourless flatus are passed, and 
some relief is always felt after its escape. 

The abnormally rapid passage of the chyme through the small intestine 
can be demonstrated with the X-rays, even when the irritation of the colon 
is insufficient to cause any diarrhoea, and the X-rays show no change in the 
normal rate of passage through the colon. In severe cases attacks of mild 
diarrhoea are common, much gas being always paased with the stools, which 
are acid and have an unpleasant sour, but not putrefactive, odour when 
they are liquid. The diarrhceic stools always contain an obvious excess of 
undigested vegetable matter, and bubbles of gas may continue to form as 
a result of fermentation of the undigested starch they contain. 

A fresh stool should be examined whilst the patient is on his usual diet. 
Microscopical examination reveals the presence of large numbers of starch 
granules, which are still within their cellulose envelopes and stain blue with 
iodine. Few or none are present in normal feces. In contrast with the 
stools in pancreatic achylia there is no excess of fat or of striated muscle- 
fibres. The normal enterococci of the colon are present in considerable 
excess, but the number of B. coli is not increased and no pathogenic organisms 
are found. On giving a starch-free diet the excess of enterococci rapidly 
disappears ; it is clear, therefore, that the enterococcal excess is not the cause 
of the condition, but is the result of the excellent culture medium afforded 
by the excess of carbohydrates present in the colon. Ifa small quantity of 
fresh feeces is mixed with water and incubated for 24 hours, any gas given off 
being collected, the fermentation which has been taking place in the colon in 
intestinal carbohydrate dyspepsia continues in vitro. A considerable quantity 
of odourless gas is evolved are the feces become very acid, whereas no gas 18 
evolved from normal stools. If the examination of a stool is delayed for 6 
hours or more, all undigested starch may have disappeared and no further 
gas is evolved on incubation. In the much less common putrefactive 
diarrheea, which is due to insufficient digestion of meat, a smaller quantity 
of foul gas is evolved and the feces become strongly alkaline. 

Treatment.—All root vegetables (potatoes, carrots, onions, beetroot, 
artichokes, parsnips), green peas and lentils, bananas, rice, tapioca and sago, 
and porridge are prohibited. Bread, toast and biscuits, and puddings con- 
taining starch are allowed in small quantities, and there is no need to restrict 
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the intake of sugar. If diarrhoea is present, it is necessary to exclude all 
vegetables and fruit, whether cooked or raw. Within a week the excess of 
enterococci disappears from the stools, which no longer ferment on incubation. 
It may be necessary to avoid potatoes and other root vegetables for a con- 
siderable period ae | sometimes permanently. 

If a diastatic ferment of vegetable origin is taken with each meal, less 
restriction in diet is required, as in contrast with the amylopsin of pancreatic 
preparations it is very slowly destroyed by the gastric juice so that more 
digestion of starch can occur in the stomach. 

A tablespoonful of powdered activated charcoal may be given in a small 
quantity of water morning and evening to absorb any gas which is still 
produced, but this should be unnecessary if a sufficiently strict diet is ordered. 
It is much better to prevent the production of gas than to provide for its 
absorption, as the condition can be permanently cured only by curing the 
irritable condition of the small intestine, which is aggravated by the mechani- 
cal irritation of undigested vegetable matter and the chemical irritation of 
the products of bacterial activity on starch. 

n severe cases, especially those associated with diarrhcea, excess of 
gas may still be passed in spite of a strict diet and the use of vegetable diastase 
and charcoal. This can generally be overcome by giving sufficient codeine 
to reduce the rapid passage through the small intestine to the normal. A 
dose of } grain of codeine phosphate given three times a day before meals 
with 5 minims of tincture of belladonna is generally sufficient. 

As the excess of enterococci present is a result and not the cause of the 
condition, vaccine treatment is quite useless. I have seen many patients 
rapidly cured by diet alone after having undergone many months of treatment 
by inoculation without the slightest benefit. Colonic lavage, which is almost 
as popular a treatment, is, of course, equally futile. 


ORGANIC DISEASES OF THE INTESTINES 
ENTERITIS 


Acute ENTERITIS 


Acute enteritis forms part of the picture in most cases of acute food 
poisoning. Acute gastritis may be present alone when vomiting is severe ; 
more commonly gastro-enteritis occurs with diarrhea with or without 
vomiting. The poison is generally so diluted when the colon is reached and 
its evacuation is so rapid that the colon escapes and gastro-entero-colitis is 
consequently rare. cute enteritis may also accompany the gastritis of 
acute infections, such as gastric influenza; in such cases there is diarrhoea 
as well as vomiting. If the affected individual happens to be one of the 
10 per cent. of normal people with hypochlorhydria, the gastritis is likely 
to lead to achlorhydria, to which the symptoms caused by the enteritis are 
often erroneously ascribed. 
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Caronio ENTERITIS 


Chronic enteritis is a common sequel of acute gastro-enteritis caused by 
food poisoning and acute infections. It may follow infestation with worms, 
especially tapeworms. It is frequently caused by indigestible food, especially 
among people who take excess of “ roughage ”’ in the mistaken belief that 
it is good for their health. The small intestines are often irritated by food 
which reaches them without undergoing the normal preparation in the 
stomach in achlorhydria and after gastro-jejunostomy and partial gastrectomy. 
Chronic enteritis is frequently caused by irritation produced by the 
habitual use of aperients, psyllium seeds and drugs such as arsenic. The loss 
of the antiseptic acid barrier of the gastric juice in achlorhydria may lead to 
infection of the small intestines by swallowed bacteria when oral and naso- 
pharyngeal sepsis is present. Lastly, the stasis which results from chronic 
small intestine obstruction leads to a great increase in bacterial activity with 
the production of chemical irritants which cause severe enteritis. This 
explains why diarrha@a is commonly present instead of constipation in chronic 
obstruction of the small intestine, 

As the chief symptom of enteritis is diarrhwa, the diagnosis and treat- 
ment of which are considered on pp. 625, 627, it is unnecessary to give 4 
separate description here. 


REGIONAL ILEITIS 


Synonym.—Crohn’s Disease. 

fEtiology.—Regional ileitis is by no means rare. It occurs between the 
ages of 4 and 40 and is most common in young adults. Males are more often 
affected than females. 

Morbid Anatomy.—The terminal part of the ileum is generally first 
involved. The disease may spread into the cecum, and any part of the 
small intestine and colon may be attacked. The mucous membrane is 
inflamed and eventually ulcerates, and all the coats of the affected segment 
become thick, cedematous and rigid. Active inflammation is followed by 
fibrosis, and the lumen of the rigid bowel becomes progressively more 
narrowed. The mesentery is thickened and the lymphatic glands are enlarged. 
Adjacent parts of the bowel adhere together and fistule form between them 
and occasionally open on the surface of the abdomen. Microscopically 
acute, subacute and chronic inflammation are found with giant cells, so 
that the appearance closely simulates tuberculosis, with which it has generall 
been confused in the past. But tubercle bacilli are never found in the wall 
or lumen of the bowel, and animals inoculated with the tissue never develop 
tuberculosis. The condition is probably infective, but nothing is known 
as to the nature of the infection. 

Symptoms.—The symptoms are those of progressive small intestine 
obstruction. The patient complains of attacks of colicky pain of gradually 
increasing severity and frequence round the umbilicus and in the right lower 
quadrant of the abdomen, the whole of which is distended with gas. The 
attacks may be associated with watery diarrhooa and occasional vomiting, 
but constipation is often present in the intervals. The stools always 
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contain occult blood; when they are loose, shreds of mucus are 
present. 

The affected segment of the ileum may form a sausage-shaped tumour, 
which can be felt in the right iliac fossa. 

Mild pyrexia with slight polymorphonuclear leucocytosis is often present. 
After a time anorexia develops, and the patient loses weight and becomes 
anzmic. Occasionally, general symptoms such as lassitude and loss in weight 
may precede the intestinal symptoms by some months. 

An X-ray examination should be made hourly from 1 to 6 hours after 
an opaque meal. In addition to the evidence of small intestine obstruc- 
tion afforded by the presence of loops of dilated bowel containing fluid and 
gas, filling defects in the terminal ileum and sometimes in the cecum may 
be seen. Most characteristic is the “ string sign ’’—a thin, irregular linear 
shadow passing from dilated coils of ileum through the filling defect to 
the cecum. A better view of the terminal ileum is sometimes obtained 
after a barium enema, which runs through the incompetent ileo-cxcal 
sphincter. 

Diagnosis.—Pain in the right lower quadrant of the abdomen associated 
with distension, local tenderness, and possibly a tumour and pyrexia should 
always raise a suspicion of regional ileitis in addition to subacute appendicitis, 
ileo-cecal tuberculosis, carcinoma and, when fistule are present, actinomycosis. 

Treatment.—The affected segment of bowel should be excised. Simple 
short-circuiting is generally insufficient, as the disease tends to spread in 
both directions if it is not eradicated. Short-circuiting is, however, required 
when extensive lymphatic involvement at the base of the mesentery makes 
excision impossible and as a preliminary operation when fistule are’ present. 


COLITIS 


Inflammation of the colon may be general or localised to one segment. 
Thus inflammation of the cecum (typhlitis), cecum and ascending colon, 
pelvic colon, rectum (proctitis), or pelvic colon and rectum (pelvi-rectal 
colitis) may occur alone, but except in the case of the two last, localisation is 
rarely absolute. 

Although enteritis frequently causes secondary colitis, the reverse 
is very rare, as infective and irritating material from the ileum must pass 
along the colon before it is evacuated, whereas the ileo-cecal sphincter 
prevents the spread of infection from the cecum to the eum. 

The inflammation is generally limited to the mucous membrane and 
submucous tissue, but it occasionally involves the deeper tissues and may 
spread to the peritoneum (pericolitis). The inflammation may be catarrhal 
or ulcerative, and chronic or acute. 

The term mucous colitis should be abandoned, as mucus is passed in all 
forms of colitis; moreover, most cases so diagnosed are not suffering from 
colitis at all, the excess of mucus being the response of the mucous membrane 
of the normal intestines to irritation by purgatives or of that of the pelvic 
colon and rectum to irritation by scybala. The term muco-membranous colitis 
should also be replaced by muco-membranous colic, as it is a functional 
condition and not a form of colitis at all (p. 642). 
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: AcUTE CATARRHAL COLITIS 


Etiology.—Acute catarrhal colitis occurs most frequently as a result 
of food poisoning, either alone or associated with acute gastritis and enteritis. 
It may also be a symptom of specific fevers and various toxeemias, especially 
uremia. 

Symptoms.—The chief symptom is diarrhoea, the stools being frequent, 
fluid and offensive; they contain mucus, sometimes traces of blood, 
but no excess of food residue unless the small intestine is simultaneously 
affected. Abdominal discomfort is present, and paroxysms of colicky pain 
are frequent. In severe cases there may be well-marked general symptoms 
with ohio temperature and a rapid pulse. As a rule the condition rapidly 
improves, but it may develop into chronic colitis. 

Treatment.—The treatment is the same as that for Acute Diarrhoea 
(p. 627). 


CHRONIO CATARRHAL CCLITIS 


ZEtiology.—The most comnion cause of chronic catarrhal colitis is the 
habitual use of purgatives, which are frequently taken even in the absence 
of constipation. Infection of the bowels with pathogenic organisms, intro- 
duced in the food or water or coming from some septic focus in the mouth, 
pharynx or appendix, may cause a chronic infective, catarrhal colitis, which 
may also be the sequel of an attack of acute colitis or the colitis of some 
specific infection, such as amoebic or bacillary dysentery. 

Symptoms.— Diffuse discomfort and a sensation of fullness are commonly 
peace in the lower part of the abdomen. Slight attacks of colic may occur, 

ut in many cases there is no actual pain. The abdomen is often somewhat 
distended and tender. The discomfort is generally worse after meals and is 
relieved if the bowels are well opened. In infective cases and those following 
an attack of acute colitis, diarrhcea is generally present, mucus and occa- 
sionally traces of blood being found in the fluid stools, but there is no excess 
of food residue unless enteritis is also present. 

The presence of mucus in the stools is often regarded as sufficient evidence 
to prove that colitis is present. But it is a function of the healthy mucous 
membrane to secrete mucus to protect itself against mechanical and chemical 
irritants. Consequently the unformed, clear mucus passed with hard feces 
in constipation, and especially in dyschezia, does not indicate that colitis 
or proctitis is present, and the same is true of the mucus passed with fluid 
stools, when irritating aperients have been taken. Only if mucus is passed 
with soft feeces when no purgative has been given can it be regarded as of any 
diagnostic importance. On the other hand, pus and red blood corpuscles 
generally indicate the presence of either ulcerative colitis or carcinoma, 
though the possibility of hemorrhoids or polypoid adenoma as the source 
of the latter must, of course, be comanbeesd. 

Treatment.—The teeth should be put into good order and any other 
source of infection should be removed. The food must be thoroughly masti- 
cated and should be of an unirritating character. The use of purgatives should 
be avoided, though liquid paraffin or a vegetable mucilage sheuld be given 
if hard scybala are passed. in infective colitis a liquid culture of B. acidophilus 
should be taken, and an autogenous vaccine occasionally proves of value if 
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definitely pathogenic organisms, which are “2 aE by the patient’s 
serum, have been isolated from the stools. Belladonna should be given before 
meals with the addition, if diarrhoea persists, of codeine. | 


UxorraTiIve Co.riris 


Etiology.— Ulcerative colitis is a common disorder in England. Young 
adults are most frequently affected, and men and women with equal frequency. 

Pathology.—Bacillary dysentery, the ‘‘ bloody flux,” has always been 
endemic in Great Britain, and it still occurs sporadically and in small 
groups in country districts and in larger epidemics in asylums and other 
institutions, The epidemic summer diarrhoea of infants is also generally 
due to infection with a dysenteric organism. The many cases of chronic 
ulcerative colitis give a history of an acute onset with “‘bloody flux,” which may 
have lasted only a few days but recurred after intervals of varying length. 
In the only case in which to my knowledge.the stools were examined at the 
acute onset Flexner’s bacillus was isolated. It seems likely that the majority 
of cases are primarily the result of infection with a dysentery bacillus or 
some allied parenteric organism. The condition may become chronic owing 
to secondary infection with (1) the normal B. colt or enterococcus of the 
colon, which may develop toxic properties as a result of the excess of soluble 
protein and the blood and pus in the surrounding medium ; (2) parenteric 
organisms, such as Gaertner’s or Morgan’s bacillus or B. asiaticus, swallowed 
at the same time as the original B. dysenteria, or subsequently ; (3) streptococci 
from the throat as a result of an incidental attack of tonsillitis. The organism 
which caused the original infection often dies out just as it does in cases of 
chronic dysentery, which are clinically and pathologically indistinguishable 
from ulcerative colitis except for their known origin as acute bacillary 
dysentery. In 15 per cent. of my cases of ulcerative colitis and in many others 
of which I have knowledge, a dysentery bacillus was isolated from the stools, 
swabs from ulcers, or a scraping of the floor of an ulcer obtained with a sharp 
spoon. In a further 30 per cent. of my cases a parenteric organism has been 
isolated from the stools, and the patient’s blood has agglutinated it. 

Symptoms.—The onset is sometimes acute with severe diarrhoea and 
fever. More commonly it is subacute and insidious, the first symptom noticed 
being the pean of blood and mucus with or without diarrhea. Even in 
cases which appear to begin acutely a history can often be obtained of slight 
intestinal irregularity with the occasional passage of mucus or blood for 
many months or even several years before the onset of severe symptoms. 

Diarrhoea is always present ; as many as twenty stools, most of which are 
quite small, may be passed in the day. Blood, pus and mucus are passed with 
semi-fluid feces and also alone. In quiescent periods they may appear to be 
absent, but microscopical examination of the stools shows that this is not the 
case. Blood may be passed in large quantities by itself, but it is generally 
mixed more or less intimately with the mucus and pus. It is bright red, and 
never produces black tarry stools, such as are seen with gastric and duodenal 
ulcer. It is mostly fluid, but small clots are often present. The mucus is 
clear or opaque owing to the presence of pus; membranes are never passed. 
In most cases small collections of pus are easily recognised with the naked eye 
in addition to that mixed with the mucus and fluid foes: 
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Abdominal discomfort is often, but not always, present. Actual pain 
is rare except immediately before defecation, when colic may occur; this 
disappears as soon as the bowels are opened, especially if flatus is passed. 
Tenesmus is unusual and occurs only if the anal canal is involved. The 
abdomen is sometimes slightly distended, but in many cases it is retracted. 
Tenderness is often completely absent, even in severe cases, but pressure 
over the colon, especially in the left iliac fossa, may cause discomfort. If 
the tenderness is considerable, the inflammation has generally spread to the 
peritoneum and local peritonitis is present. A moderate degree of muscular 
rigidity is often found in severe cases, especially when there is any local 
peritonitis. 

Digital examination of the rectum is pal only when the anal canal 
is inflamed. The thickened mucous membrane and the ulcers can be felt 
with the finger when the rectum is involved. 

An examination should always be made with a long proctoscope ; in the 
rare cases in which the rectum is healthy a sigmoidoscope must be used. 
An anesthetic is never required, and if the instrument is carefully introduced 
under visual guidance without inflation and only as far as it goes without 
difficulty, there is no danger. The mucous membrane js bright red, thick 
and sometimes granular. It bleeds very readily when touched, and small 
submucous hemorrhages are frequently seen. Its surface is covered with 
blood-stained, purulent mucus, some of which should be removed on a 
sterile swab for bacteriological and cytological examination. Superficial 
ulcers are invariably present ; but in early cases they may be so small that 
they are difficult to recognise without a magnifying eye-piece if a 
sigmoidoscope and not a proctoscope is used. Later they are large, and 
are sometimes so extensive that only small islets of mucous membrane 
are left, which may feel like small, flat polypi on rectal examination, 
the floor of the confluent ulcers being mistaken for the surface of the 
mucous membrane. The ulcers are always superficial with irregular edges ; 
the thick mucous membrane may be undermined. The floor of the ulcers 
appears greyish-yellow when the blood and mucus are wiped from their surface. 

In acute cases, and in acute exacerbations of more chronic cases, irregular 
fever is generally present. Apart from this, the patient has generally a good 
appetite. The constant diarrhoea leads to progressive emaciation and 
weakness ; but in mild cases the patient may feel so well that he is unwilling 
to findergo treatment in bed. The loss of blood leads to secondary anwmia, 
which may be severe; the hemoglobin 1s often only 50 per cent. of normal, 
and may fall to 20 per cent. In such cases oedema of the ankles and ascites 
may develop. 

Complications.—In the course of healing, strictures, which may be 
multiple and of considerable length, may develop, especially in cases of long 
standing. The symptoms do not alter with the development of the strictures, 
as the stools are so fluid that they pass without difficulty through the narrowed 
bowel, A narrowing can sometimes be recognised with the sigmoidoscope, 
but the exact degree and localisation can only be discovered with the aid 
of the X-rays. A stricture does not require surgery unless it causes stasis, 
which can be recognised with an opaque meal, but not with an enema. The 
X-rays also give some idea of the extent of colon involved, as the normal 
“ haustration ” produced by the constant activity of the muscularis mucose 
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disappears when it is paralysed by inflammation spreading from the mucous 
membrane to the submucous tissue. In the majority of early cases 
the distal half of the colon or the pelvic colon and rectum are alone 
affected. . 

Healing may also be associated with the development of multiple small 
polypi. The majority of the “ polypi ” are tags of inflamed mucous membrane, 
but true adenomatous polypi, which may later undergo malignant degenera- 
tion, also occur. 

General peritonitis is a very rare complication, and is generally not due 
to perforation, but to direct spread of infection through the wall of the colon. 
Localised abscesses are still more unusual except in the perianal region, 
multiple fistule-in-ano being not uncommon ; if undiscovered, they may give 
rise to recurrence after apparent recovery. 

In rare cases non-suppurative multiple arthritis develops, as it does in 
bacillary dysentery. 

In advanced cases with much anemia and toxemia the malnutrition and 
vitamin deficiency, which result from an unwisely restricted diet, may give 
rise to severe trophic lesions in the skin and eyes which recover rapidly when 
an adequate diet is given. 

Diagnosis.—The association of blood in the stools with pus and mucus 
indicates the presence of ulcerative colitis or a growth of the pelvic colon 
or rectum. <A growth can be excluded by rectal and abdominal palpation, 
and by the sigmoidoscope. Even if the growth is too high to be reached 
by the instrument, its presence is rendered very probable when the accessible 
part of the colon appears normal, and blood, mucus and pus are seen coming 
from the inaccessible part. 

If the patient has been in the East the possibility of amcbic dysentery 
should be considered, though the absence of such a history does not exclude 
it, as I have seen several cases in people who have never been out of England. 
The endoscopic appearance is so distinct that a definite diagnosis can be 
made from this alone. Small, round, red elevations are seen on the otherwise 
normal-looking mucous membrane, corresponding with the collection of 
broken-down material in the submucous tissue caused by the invasion of 
Entameeba histolytica. In the centre of each elevation is a depressed yellowish 
ulcer, where the submucous abscess has broken through the mucous membrane. 

T have seen a case of thrombocytopenic purpura with only a few cutaneous 
petechiz, in which the passage of blood in the stools had led to a diagnosis 
of ulcerative colitis, but the sigmoidoscope revealed innumerable minute 
submucous hemorrhages without any actual inflammation. 

Prognosis.—Very acute ulcerative colitis may cause death in a few 
weeks. More commonly it becomes chronic with periodic acute exacerbations, 
and thus approximates to the ordinary form of ulcerative colitis, in which 
the onset is insidious and the course very prolonged. In private practice the 
mortality is about 10 per cent., but in hospital it is at least three times as 
great. Death is generally the result of exhaustion from prolonged diarrhea, 
anzmia caused by constant bleeding and toxemia. 

Relapses tend to occur with acute infections, especially tonsillitis, food 
isoning, dietetic indiscretions, exposure to cold and damp, worry, and 
tigue from mental or physical overwork. 

reatment.—The most important factors in the successful treatment 
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of ulcerative colitis are patience and perseverance on the part of both doctor 
and patient. Even in early cases several weeks of strict treatment are gener- 
ally required ; in chronic and late cases the patient may have to be in bed 
under continuous supervision for a year or more. He should be kept at rest 
in bed so long as there is any pyrexia and so long as more than two or three 
stools are passed in 24 hours. After that he may be allowed to get up for a 
warm bath and to lie on a couch during the day, if possible in the open air, 
but he must take no more exercise than is involved in walking from one room 
to another until recovery is complete. 

The small intestines are rarely involved in ulcerative colitis. It is, there- 
fore, quite unnecessary to make any restriction in diet beyond the avoidance 
of pips and skins of fruit and fibres of vegetables. Too limited a diet results 
not only in loss of weight and strength, but the food may contain insufficient 
iron to compensate for the loss of blood in the stools so that microcytic 
ansomia develops. The anemia and malnutrition, and particularly any 
deficiency in vitamins, aggravate the colitis and may lead to serious cutaneous 
and ocular complications, all of which respond rapidly to a change to a more 
liberal diet. Patients with ulcerative colitis often have quite a good appetite, 
and there is no reason for limiting their allowance of meat and other foods 
containing no indigestible residue. Fruit is best given in the form of strained 
juice and purées and green vegetables as purées. 

Except in the most acute stages local treatment is often useful. The 
fluid should be run in through a soft catheter introduced only just beyond 
the anal sphincter. The quantity injected depends upon the extent of the 
disease ag shown by X-ray examination. If the whole colon is involved a 
pint is needed ; when introduced slowly at a pressure not exceeding 18 inches 
of water, it reaches the cecum without difficulty and is almost as effective 
as if given through an appendicular stoma. If only the distal half 1s involved, 
half or three-quarters of a pint are sufficient, and the patient should remain 
in @ semi-sitting position so that the fluid cannot run into the more proximal 
part of the colon. The most useful solution is tannic acid, the strength of 
which is gradually increased from half to two grains to the fluid ounce; it 
should be retained, if possible, for half an hour. 

The most satisfactory method of giving local treatment in cases of hemor- 
rhagic proctitis, and of ulcerative colitis in which only the more distal parts 
of the colon are involved, is by injecting an emulsion of 5 grains of bismuth 
subgallate to the ounce of an unirritating vegetable mucilage made from 
isogel or coreine, which is neither affected by bacteria nor absorbed. The 
emulsion can generally be retained for several hours and should be given 
directly after the bowels have opened in the morning or at night. For proctitis 
4 fluid ounces are required ; when the pelvic colon is involved 6 or 8 fluid 
ounces should be injected. Some patients are able to retain 10 or 12 fluid 
ounces ; this quantity is often sufficient to spread through the whole colon, 
so that the treatment can be tried as a substitute for injections of tannic acid 
solution in all cases of ulcerative colitis. Occasionally water is absorbed and 
difficulty is experienced in evacuating the emulsion in the morning; in such 
cases one or two fluid ounces of paraffin should be incorporated in the 
emulsion. 

When the diarrhoea is severe the patient is likely to become exhausted 
by want of sleep. A dose of codeine sufficient to keep the bowels from acting 
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more than once in the night should be given at 10 p.m. and a smaller dose 
may be given before meals and immediately before the injection of a retention 
enema. In most cases the muscular coat of the colon is extremely irritable, 
and healing is retarded by its continuous activity. Tincture of belladonna 
should therefore be given every 4 hours, the dose being gradually increased 
from 5 minims to the maximum the patient can take without getting his 
mouth uncomfortably dry. 

Pain is not a common complaint in ulcerative colitis. Colicky pains 
may, however, occur owing to distension with gas, especially shortly before 
the bowels act, They can always be relieved by giving a tablespoonful of 
activated charcoal two or three times a day. 

Most patients with ulcerative colitis are more or less anemic; 30 grains 
of iron and ammonium citrate should be given three times a day till the 
hemoglobin is at least 80 per cent. If the hemoglobin percentage is less 
than 70, repeated small transfusions not only improve the patient’s general 
condition, but often greatly hasten the healing of the ulcers. 

The injection of polyvalent anti-dysenteric serum is occasionally followed 
by dramatic improvement, but in many cases little or no benefit follows. 
After preliminary desensitisation 20, 40, 60, 80 and 100 c.c. are injected 
intravenously on consecutive days. Alternatively 10 c.c. of serum can be 
injected intramuscularly daily for about 10 days; good results are some- 
times obtained, though less frequently than with intravenous injections. 
The great disadvantage of treatment with serum is the possibility of danger- 
ous anaphylactic reaction, which may occur during the injection but is 
occasionally delayed several hours. Prompt treatment with solution of 
adrenaline, 1 minim of which should be injected every half minute after an 
initial injection of 3 minims until complete recovery takes place, is almost 
always effective. Though the improvement which follows serum treatment 
is probably in part due to protein shock, especially in cases in which there is 
much general reaction, yet in some cases it appears to be specific. 

I have never seen the slightest benefit follow any form of vaccination, 
and in some cases the local condition has been definitely aggravated. Several 
American physicians have told me that they have been quite unable to 
confirm Bargen’s enthusiastic reports about treatment with the vaccine and 
serum (so-called “ ulcerative colitis serum ”’) produced from his diplostrepto- 
coccus, which is regarded by most bacteriologists as a non-pathogenic variant 
of the normal enterococcus of the colon. 

The danger of recurrence is much reduced if treatment is continued 
until endoscopy shows no trace of inflammation, even if symptoms have 
ey disappeared for some weeks. Associated conditions, such as oral 
and pharyngeal infections and anal complications, must be treated, as a 
relapse may follow an acute sore throat or the development of a peri-anal 
abscess or a fistula-in-ano. The patient should keep permanently on a 
roughage-free diet and, when necessary, take sufficient paraffin to keep his 
stools soft. 

As the whole of the colon can be satisfactorily washed out with 14 pints 
of fluid introduced per anum, and as in many cases only the distal half is 
involved, appendicostomy and cwcostomy are never indicated. There are 
three indications for ileostomy. (1) It gives the only chance of recovery in 
the very rare acute fulminating cases with high temperature and passage of 
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large quantities of pus and blood. The divided ileum can be rejoined some 
weeks later. (2) en continuous treatment under good conditions for nine 
months has led to no improvement, and (3) when fibrous strictures or polypi 
have developed, the terminal ileum should be divided and both ends brought 
to the surface. The ileostomy causes very little trouble and the patient is 
soon able to lead a life of normal activity. When there is no longer any anal 
discharge and washings through the colon contains no pus cells or red corpuscles, 
diluted feeces from the ileostomy should be injected into the colon in increasing 
strength. If there is no reaction, it is generally safe to rejoin the ileum unless 
strictures or polypi are present, in which case the colon should be excised u 
to about 9 inches from the anus. Some months later the ileum can be joine 
to the cut end of the pelvic colon after any polypi present have been destroyed 
and strictures dilated per anum. 


TUBERCULOUS ENTERITIS AND COLITIS 


ZEtiology.—Miliary tubercles may be present in the intestines in general: 
tuberculosis, but they have no clinical importance. Primary infection of 
the bowels from tuberculous milk is not infrequent in children, but is com- 
paratively rare in adults. Secondary infection from swallowing tuberculous 
sputum is very common, ulceration being present in 50 per cent. of fatal 
cases of pulmonary tuberculosis. The lower end of the ileum and the cecum, 
where the rapid passage of chyme along the alimentary tract is first arrested 
so that there is time for the muco-pus in which the tubercle bacilli of the 
sputum are enmeshed to be digested, are the parts most frequently affected. 

Symptoms.—In many cases no symptoms are present, although extensive 
ulceration may be found post mortem. Tuberculous enteritis should be 
suspected in children suffering from diarrhea with fever, abdominal disten- 
sion, enlarged glands, ansmia, wasting and weakness. It should also be 
suspected when pulmonary tuberculosis is associated with diarrhwa, especially 
if abdominal pain and tenderness are present and blood is found in the stools. 
Tubercle bacilli are often present as a result of swallowing infected sputum 
even with healthy intestines. In the absence of abdominal pain the diarrhea 
in advanced phthisis is sometimes due to the achlorhydria which is commonly 
present. 

Perforation of a tuberculous ulcer is rare owing to the adhesions which 
form between the coils of intestine. Cicatrisation of ulcers may lead to 
single or multiple strictures of the small intestines ; as these are incomplete 
and the contents of the bowel are fluid, obstruction is rarely produced. Ex- 
ternal adhesions and the formation of bands may, however, lead to acute 
intestinal obstruction. 

Tuberculous ulceration of the last few inches of the ileum may produce 
reflex dyspepsia. In such cases when the terminal ileum is visualised with 
the X-rays it is found to be tender ; its lumen may be irregular and thickening 
may be recognised on palpation. The X-rays may show a group of opaque 
glands in the ileo-czecal angle. The stools generally contain occult blood, and 
there is often mild intermittent pyrexia. At a later stage small intestine 
peristalsis may become visible, and palpable stiffening of a coil of ileum, 
which disappears with a gurgle, sometimes occurs, although the bowels may 


656 DISEASES OF THE DIGESTIVE SYSTEM 


remain regular until acute obstruction supervenes. In a case under my care 
multiple strictures of the colon were recognised with the X-rays; recovery 
followed partial colectomy, and the strictures were found to be caused by 
cicatrisation of tuberculous ulcers, 

What has been described in the past as hyperplastic tuberculosis of the 
cecum is probably a form of regional ileitis (p. 647) in which the cxeum is 
involved as well as the end of the ileum, It was always recognised that the 
condition was not associated with tuberculous foci elsewhere and tubercle 
bacilli were never found in the stools ; there was in fact no evidence that the 
condition was tuberculous in origin. 

Treatment.—The treatment is that of tuberculosis in general, com- 
bined with the dietetic restrictions required for non-tuberculous entero-colitis. 


POLYPI OF THE COLON: POLYPOSIS 


fEtiology and Pathology.—Solitary polypi of the colon are common, 
and cases with two to twelve are not infrequent. True polyposis, in which 
the whole or part of the colon is studded with innumerable polypoid adeno- 
mata, 18 very rare. 

The polypi generally begin as small flat patches of mucosal overgrowth 
which soon become polypoid. Exactly similar polypi may develop in the 
process of recovery from ulcerative colitis; they are generally present in 
small numbers, but occasionally a condition of generalised polyposis develops 
which is indistinguishable from the primary condition. 

Most cases of primary generalised polyposis are familial, several members 
of one or more generations of a family being affected. Less frequently single 
polypi are also familial. 

Males are more often affected than females, and the symptoms generally 
begin before the age of 30. 

Symptoms.—Recurrent passage of bright red blood, unmixed with 
mucus or pus, sometimes with and sometimes independent of feces, 1s gener- 
ally the first and often the only symptom. In adults internal hemorrhoids 
give rise to similar symptoms, but in children polypi are the only common 
cause, In polyposis diarrhoea always develops sooner or later as a result of 
secondary infection and inflammation, and the fluid feeces are mixed with 
mucus, pus and bright blood, being indistinguishable from those passed in 
ulcerative colitis. ‘The hemorrhage may lead to severe ansemia, and the 
diarrhoea to malnutrition and, when it begins in childhood, to infantilism. 
Tenesmus and abdominal pain are uncommon. 

The polypi can often be felt on rectal examination and can generally be 
seen with a proctoscope or sigmoidoscope, but occasionally they are situated 
too far from the anus, when the X-rays are the only means of making a 
definite diagnosis. Their exact extent can be estimated by means of an 
epaque enema which gives a characteristic picture, showing rounded semi- 
translucent. areas in the shadow of the colon. Sometimes they are best 
demonstrated by inflation of the colon with air after the greater part of the 
opaque enema has been evacuated. 

Polypi are the most common exciting cause of chronic intussusception. 

Both single and multiple. polypi show a. considerable tendency to: become 
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malignant, and the majority of patients with familial polyposis uHimately 
die of carcmoma. In most cases of carcinoma of the rectum and colon the 
jesion is probably grafted on a simple polypous adenoma. Thus in 75 per 
cent. of 33 specimens of carcinoma of the rectum and pelvic colon removed 
at operation simple adenomata were also present (Dukes), and in nearly all 
very early cases of carcimona the adenomatous origin can be recognised. 
Malignant degeneration may occur in more than one polyp either at the same 
time or after an interval. 

Treatment.—Single and multiple polypi in the rectum and pelvic colon 
can be removed with a diathermy snare or destroyed by a diathermy cautery 
through a proctoscope or sigmoidoscope. The patient should be re-examined 
every 4 months for at least 10 years, so that any new polypt which develop 
can be destroyed before they have time to undergo malignant degeneration. 
Multiple small polypi sometimes disappear when treated with deep X-rays. 
When the whole colon is involved, the terminal ileum should be anastomosed 
with the lower end of the pelvic colon, the rest of the colon being excised. 
The polypi present m the remaining part of the pelvic colon and in the rectum 
are removed or destroyed by diathermy. 


CANCER OF THE COLON 


fEtiology.—Primary columnar-celled carcinoma of the colon attacks 
men with slightly greater frequency than women. It igs most common 
between the ages of 40 and 65, although cases have been recorded in early 
childhood. 

Pathology.—Only a little over 1 per cent. of cases of mtestinal cancer 
affect the small intestine. Of the remainder 50 per cent. are in the rectum 
and at the pelvi-rectal flexure, and 25 per cent. in the iliac and pelvic colon ; 
thus 75 per cent. of cases occur in parts of the colon where the feces are 
solid. Nearly half of the remainder are in the cecum and ascending 
colon. 

The adenomatous origin of colonic carcinoma is discussed in the previous 
section. : 

Extension to the peritoneum and secondary deposits in the lymphatic 
glands, liver and other organs develop later and rather less frequently with 
eancer of the intestine than with cancer in most other situations, obstruction 
occurring In more than 50 per cent. of cases before the glands are involved. 
The prospect of a radical cure by operation, if an early diagnosis is made, 
is therefore comparatively good. The rectum has a moderate supply of 
lymphatics and gives operative results intermediate between gastric and 
colonic carcinoma. | 

Symptoms.—The possibility of cancer of the intestine should be con- 
sidered whenever an individual over the age of 35, whose bowels have 
previously been regular develops, without change of diet or habits, constipa- 
tion or diarrhcea, or when a patient of the same age, who is habitually con- 
stipated, becomes more so without obvious reason. Constipation occurs 
earliest in the common annular form of intestinal cancer, which narrows the 
circumference of the bowel while the actual size of the growth is still very 
small, Less obstruction is caused by papillomatous carcinoma, which forms 


658 DISEASES OF THE DIGESTIVE SYSTEM 


a friable and ulcerated mass, projecting into, but not obliterating, the in- 
testinal lumen ; eeniapeos is at first intermittent and relieved by purga- 
tives, which gradually become less effective and cause more pain. Hnemata 
are generally of use for a longer period, but they also finally fail to act. 
Sometimes, however, there is persistent diarrhoea from the start, especially 
when the growth is situated in the pelvic colon. More frequently the initial 
constipation is interrupted by seks of diarrhoea. In the majority of cases 
the constipation becomes steadily more severe until it ends in complete 
obstruction, which is sometimes hastened by the impaction of a hard mass of 
feeces in the narrowed lumen. 

The stools do not generally differ in shape from those seen in ordinary 
constipation. Occasionally thin pieces, resembling the feces formed in 
some cases of constipation associated with spasm, are passed, especially 
when the growth is in the pelvic colon or in the rectum; they sometimes 
owe their shape to spasm of the anal sphincter, produced reflexly by the 
growth or by the irritating discharge from its surface, but I have also seen 
ribbon-shaped feces appear through a stricture six inches from the anus 
during a sigmoidoscopic examination. The stools in cancer of the rectum 
and lower part of the pelvic colon generally contain obvious blood, pus and 
mucus. In rare cases the passage of a large quantity of bright red blood is 
the first symptom. The stools may closely resemble those of simple ulcerative 
colitis, but feecal matter is often absent and fragments of more or less solid 
fesces can sometimes be recognised, whereas in ulcerative colitis unformed feeces 
are almost always present. When the growth is proximal to the middle of 
the pelvic colon, blood and pus can rarely be recognised with the naked eye, 
but occult blood can always be found by the guaiac test. The spectroscope 
often shows that acid hematin as well as hematoporphyrin is present in 
contrast with the occult blood of gastric and duodenal origin, which 
gives the latter spectrum alone unless the quantity present is unusually 

eat. 

is Vague discomfort in the lower part of the abdomen is often present, 
sometimes without any irregularity of the bowels, and slight attacks of colic 
occur when constipation becomes severe, but they rarely reach any great 
intensity until the obstruction is almost complete. In some cases, especially 
in cancer of the cecum, hepatic flexure and splenic flexure, the pain may 
travel in a definite direction to a certain point, where the patient occasionally 
feels a rumbling sensation; this generally corresponds with the situation 
of the growth. When the pelvic colon is involved, the pain is always below 
the umbilicus and is often most marked on the left side. 

The over-activity of the colon above the obstruction leads to hyper- 
trophy of its musculature. When the obstruction becomes complete, failure 
of the muscle ultimately occurs and extreme paralytic distension results ; 
ulceration and perforation, especially of the csecum, may follow. 

When the obstruction 1s sufficient to give rise to severe colic, strong 
spasmodic contractions of the colon, but not peristaltic waves, are often 
visible and palpable. They never occur in the colic associated with lead 
yeti or colitis, and very rarely with obstruction due to simple impaction 
of feeces. 

In cancer of the cecum and ascending colon general symptoms, especially 
anemia, are often present for a considerable time before any change takes 
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place in the activity of the bowels. Severe anemia may indeed develop in 
the absence of any symptoms pointing to an abdominal disorder. 

In about 30 per cent. of cases when the patient is first seen, a tumour 
is palpable either on abdominal or rectal examination. In some of the 
remainder the growth is inaccessible to palpation owing to its situation at 
the splenic flexure; in others the tumour 1s too small to be palpable. It 
is often impossible to reach a growth in the lower end of the pelvic colon 
or at the top of the rectum either by abdominal or rectal examination, though 
it may be accessible to bimanual palpation. In such cases the sigmoidoscope 
alone makes an early diagnosis possible. If acute obstruction is not an 
early occurrence, the growth develops into a large and easily palpable 
tumour, which invades the neighbouring peritoneum and viscera. The 
tumour often varies in size from time to time, as it is formed not only by the 
growth itself, but partly by impacted feces or by thickened peritoneum and 
adherent coils of intestine, with perhaps a localised abscess. The disappear- 
ance of a tumour after treatment with purgatives or enemata does not there- 
fore mean that cancer is absent, even if its disappearance is associated with 
improvement in the symptoms. For a mass of feces can become impacted 
above a cancerous stricture and produce obstruction, which may be partially 
relieved when the feeces are removed. A diagnosis of cancer can only be 
excluded when the disappearance of the tumour is accompanied by complete 
and lasting cure of all the symptoms. The tumour produced by a growth is 
hard ; it is rarely very tender, unless complicated by local peritonitis. When 
situated in the ascending, descending or iliac colon it is generally fixed; in 
the cecum and transverse colon it is frequently very movable. 

The X-rays often afford considerable help in diagnosis. The shadow of 
the colon may be visible as far as the seat of obstruction unusually soon after 
the opaque meal ; little or no barium may pass beyond this point for a con- 
siderable time, but this may also occur in simple constipation. The passage 
of an opaque enema is often obstructed at a period in the disease when an 
opaque meal is not delayed. In most cases, especially when an enema is 
used, a filling defect caused by the tumour can be observed. When a tumour 
is present, the combination of abdominal palpation and X-ray examination 
shows whether any delay in the passage of feeces occurs in the neighbourhood 
of the tumour and whether the latter arises from some part of the alimentary 
canal. The X-rays may completely fail to give any svidenbs of a growth until 
some months have elapsed since the onset of symptoms, but with modern 
technique this should happen very rarely. 

In exceptional cases symptoms are produced by complications before the 
intestinal functions become affected. Thus secondary deposits in the brain 
may cause cerebral symptoms sufficient to overshadow everything else, and 
an abscess developing in connection with an ulcerated growth or a stercoral 
ulcer above the Shsteaction, or general peritonitis resulting from perforation 
of the ulcer may constitute the earliest clinical manifestation. I have seen two 
Pea in which no symptoms occurred until the development of a gastro-colic 

a. 

Diagnosis.—The diagnosis depends upon the history combined with the 
results of abdominal and rectal palpation, examination of the stools for 
visible or occult blood, sigmoidoscopy and the X-rays. A tumour in the right 
lliac fossa may be caused by an inflammatory mass developing round a 
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small chronic appendicular abscess, by regional ieitis and by actinomycosis 
of the cecum as well as by cancer. In the left iliac fossa confusion with 
diverticulitis is likely to occur. In the latter occult blood is often absent, 
and the diagnosis can generally be settled by means of the X-rays. The 
chronic obstruction caused by a local band of adhesions may simulate that 
caused by a growth, the difficulty being increased by the fact that the stools 
may contain occult blood. 

Prognosis.—Improved methods of examination have made it possible to 
diagnose the large majority of cases of cancer of the colon as soon as symptoms 
apvent and before any serious degree of obstruction has developed. As 
glandular involvement and secondary deposits in the liver and other organs 
occur comparatively late, in most such cases the growth can be completely 
removed, and many of my patients are still in perfect health several years after 
the operation. If operation be delayed until acute obstruction is present, 
the immediate prognosis is very bad, but in subacute obstruction a two-stage 
operation is often successful, 

Treatment.—Cancer of any part of the large imtestine proximal to the 
middle of the transverse colon 1s hae treated by the removal of all the colon 
up to three inches beyond the growth, an ileo-colostomy being simultaneously 
performed. Beyond this point resection of the growth and of a sufficient 
margin on each side with end-to-end anastomosis is more satisfactory. If 
the slightest obstruction is present, the operation should be performed in two 
stages, excision being only performed after the patient recovers from a 
preliminary colostomy. 


DIVERTICULOSIS : DIVERTICULITIS 


fEtiology and Pathology.—Diverticulosis, the presence of diverticula 
in the colon, occurs in about 5 per cent. of men acd women over the age 
of 40. They are especially likely to occur if aperients have been habitually 
used for many years. Owing to the edd ed of the muscular coat of the 
colon which occurs in old age, hoe om within produces diverticula 
more readily than in earlier life. The presence of fat diminishes the resistance 
of the intestinal wall, so that diverticula are especially likely to occur in the 
obese and they often form in the appendices epiploice. 

The diverticula increase in muraber and size as the lower end of the pelvic 
colon is approached, but they are very rare in the rectum owing to the thick- 
ness of its muscular coat. A large number are generally present ; some are 
so small that they are barely visible to the naked eye, whilst others attain a 
diameter of half an ich. They very rarely become larger than this, as 
secondary pathological changes interrupt their growth. In the walls of the 
smaller diverticula all the coats of the bowel are Se rae As they grow 
larger the muscular layer gradually disappears and the mucous membrane 
frequently becomes atrophied. 

ymptoms.— Diverticulosis, the simple presence of diverticula of the colon, 
ig @ very common condition and gives rise to no symptoms. Inflammation 
of diverticula, diverticulitis, occurs in about 15 per cent. of cases. Most 
frequently the patient complains of discomfort in the lower part of the 
abdomen and, after a time, attacks of colic, which gradually increase in 
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severity and in frequency. The discomfort is generally most marked in the 
left iliac fossa. At the same time the constipation, for which the patient 
has taken aperients for many years, may become more severe. Aperients 
aggravate the pain, which is relieved to some extent by the passage of flatus 
or feeces. Mucus may be present in the stools, and pus cells can occasionally 
be discovered on microscopical examination, but obvious and occult blood 
is generally absent. 

The temperature is sometimes slightly raised, and in acute exacerbations 
it may be very high and accompanied by severe constitutional symptoms 
with polymorphonuclear leucocytosis. 

The bladder is often irritable, the patient having to pass urine with 
abnormal frequency. At a later stage adhesions with the bladder may 
develop and jead to cystitis, and in rare cases gas and feces are finally passed 
per urethram owing to the development of a vesico-colic fistula, diverticulitis 
and not cancer of the colon being the cause of the majority of cases of this 
condition. 

Diverticulitis, like appendicitis, may cause reflex gastric dyspepsia. 

Tenderness is most marked in the left iliac fossa and occasionally immedi- 
ately above the pubes. The rigidity of the abdominal wall over the tender 
area may make palpation difficult, but in most cases it is possible to feel 
the irregularly thickened and extremely tender iliac colon. Digital examina- 
tion of the rectum generally reveals nothing abnormal, but I have felt a 
mass suggestive of a secondary malignant deposit in Douglas’s pouch which 
was caused by thickening round inflamed diverticula of the pelvic colon. 
The sigmoidoscope often cannot be passed farther than the pelvi-rectal 
flexure or an inch or two beyond, the bowel at this point appearing to be 
abnormally fixed and its lumen narrowed. I have never been able to see 
the mouths of diverticula at the lower end of the affected portion of the pelvic 
colon. 

An opaque meal shows that there is generally little or no delay in the 
passage through the bowel till the iliac colon is reached. The presence of 
diverticula can often be recognised when the barium reaches the affected 
part, as some of it enters and remains in them after the rest has been evacu- 
ated. A barium enema should also be given, as whenever diverticula are 
present their number and localisation can be more accurately determined 
in this way thun by any other method. They may be discovered directly 
the enema is given, but more often only after it has been evacuated, a double 
row of small rounded shadows representing the diverticula being then seen, 
especially in the position of the iliac and pelvic colon. They often remain 
visible for several days. 

Diagnosis.—Discomfort and colicky pain in the lower part of the abdomen 
in middle-aged and elderly patients, especially if associated with increasing 
constipation, should raise the suspicion of diverticulitis. or a growth of the 
colon. If the pain is most marked in the left iliac fossa and if it 18 associated 
with bladder irritability, the former is the more probable diagnosis. A 
tender tumour in the left iliac fossa, associated with muscular rigidity is 
much more frequently due to diverticulitis than to cancer. An X-ray ex- 
amination after an opaque meal and an opaque enema generally settle the 
diagnosis. Divertiouh tu is not @ pre-cancerous condition, as the occasional 
association with cancer is no more frequent than can be explained by coin- 
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cidence, and the incidence of cancer in simple diverticulosis is as great as in 
diverticulitis. When cancer is present the stools contain pus and blood, 
whereas even occult blood is usually absent in uncomplicated diverticulitis, 
and an opaque enema reveals a filling defect in addition to the diverticula, 
which do not necessarily involve the same part of the colon. 

Treatment.—The accidental discovery of diverticulosis in the course 
of a routine X-ray examination indicates the necessity for keeping the stools 
permanently soft by means of paraffin or an unirritating vegetable mucilage, 
and the avoidance of pips and skins of fruit, pickles and salads, and cooked 
green vegetables except as purées. No aperients should be used, as they 
tend to force the fluid feces into the diverticula. In very mild diverticulitis 
the same treatment is effective. In more severe cases with pyrexia and 
abdominal rigidity the patient should be kept in bed till all signs of active 
inflammation have disappeared. The diet already mentioned should be 
given together with an ounce of paraffin three times a day. Belladonna in 
frequent and maximal doses may be required to control the secondary spasm. 
Six fluid ounces of paraffin should be injected into the rectum every evening 
and retained during the night. If the bowels do not act satisfactorily in the 
morning, water should be run into the rectum slowly and under low pressure 
in quantity insufficient to cause pain. By this means the accumulation of 
feces generally present is gradually evacuated, and the pain and inflammation 
subside. 

Very few cases require operation. Large inflammatory masses associated 
with a high temperature and leucocytosis often completely disappear with 
medical treatment, and a considerable degree of obstruction may be over- 
come. I have seen only one case requiring operation in the last fifteen years. 
Only if the symptoms become worse in spite of treatment, or if the condition 
is complicated by the development of an abscess, signs of spreading peritonitis, 
or intractable cystitis suggesting that a vesico-colic fistula is about to form, 
is an operation indicated. It is sometimes possible to excise or short-circuit 
the whole of the affected portion of the bowel, but more often a colostomy 
has to be performed. 


CHRONIC INTUSSUSCEPTION 


fEtiology.—Chronic intussusception is a rare disease occurring only 
in adults. Twenty per cent. are secondary to innocent and 15 per cent. 
to malignant tumours, most of which project as polypi into the lumen of the 
bowel. A case of mine was associated with chronic uremia in a man suffering 
from nephritis due to lead poisoning. 

For Acute Intussusception vide Acute Intestinal Obstruction, p. 671. 

Symptoms.—aA chronic intussusception may last for a month, a year or 
longer before it terminates in an attack of acute obstruction or of general 
peritonitis from perforation. It may finally reach the anus, from which it 
may project for some inches without preventing the passage of faces. The 
onset is generally insidious ; occasionally it is acute, but the severity of the 
ele generally diminishes and the subsequent progress of the case is 
chronic. Only about half of the cases are accompanied by constipation, 
diarrhoea being present in the majority of the others. The most prominent 
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symptom is colic, occurring in attacks which steadily increase in frequency 
and severity, and which may be brought on by taking food or by aperients ; 
ame Ber is present during the attack, and blood and mucus may be 
passed at frequent intervals in entero-colic and colic, but not in enteric, 
intussusceptions. A palpable tumour is present in half the cases ; it becomes 
harder and longer during an attack of colic, and appears to recede in the 
intervals. Severe attacks are accompanied by vomiting, especially in the 
enteric form. Visible peristalsis and dilatation may occur in the intestines 
above the intussusception. An opaque enema, given for suspected chronic 
obstruction, may reveal the presence of an intussusception by the typical 
appearance produced when a small quantity of fluid penetrates between the 
intussusceptum and the intussuscipiens. 
Treatment.—The treatment is always surgical. 


ANAL ACHALASIA AND MEGACOLON (HIRSCHSPRUNG’S 
DISEASE) 


Definition.—Megacolon is a condition in which the rectum and pelvic 
colon and sometimes the whole of the large intestine are dilated and hyper- 
trophied, although no organic obstruction is present. 

The name Hirschsprung’s disease, which is generally used to describe 
megacolon in children, should be discarded, as von Ammon gave a good 
description of two cases in 1842, forty-four years before Hirschsprung, and 
no clear dividing line can be drawn between the megacolon of children 
and ae of adults, to which the name of Hirschsprung’s disease is never 
applied. 

Megacolon must be distinguished from a colon of abnormal length— 
dolichocolon. The pelvic colon varies greatly in length, but although a very 
long pelvic colon may predispose to volvulus, there is no reason to believe 
that it predisposes to megacolon. 

Etiology and Pathogenesis.—Megacolon in children is rare; I have 
seen only 10 cases compared with 36 in adults. Whereas in children it 
occurs almost exclusively in boys (9 out of 10 of my cases), the incidence is 
about equal in the two sexes in adults: there were 19 males and 17 females 
in my series. It is probable that the majority of cases observed in adult 
life do not date from childhood, as otherwise it would not occur so often in 
women, and the history of the onset of symptoms, though generally very 
vague, supports this view. There is, however, no doubt that many children 
with ‘‘ Hirschsprung’s disease” attain adult life, although the megacolon 
remains. 

I believe that the primary factor in the pathogenesis of almost all cases 
of megacolon is achalasia of the sphincter ani—absence of the relaxation 
of the sphincter, which normally occurs when the. rectum contracts 
during defecation. Simple absence of normal relaxation without any 
added spasm of the sphincter is sufficient to prevent the easy evacuation 
of feces, which are consequently retained. Under normal conditions gas 
can escape from the rectum by voluntary relaxation of the sphincter at 
any time; when achalasia is present voluntary relaxation is no longer 
possible, so gas as well as feces accumulates in the rectum and pelvic colon. 
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The pelvic colon and rectum attempt to overcome the resistance offered b 
the closed anal sphincter by increased peristalsis with the result that their 
walls gradually become hypertrophied. This is at first sufficient to prevent 
any serious accumulation of feces and gas, but after a time the amount of 
retention gradually increases. The thick walls of the fixed rectum give way 
less readily than the comparatively thin walls of the freely movable pelvic 
colon, so that the rectum does not show the same degree of dilatation as the 
pelvic colon, and in many cases it is only slightly enlarged. The distension 
of the pelvic colon results in an increase in its length as well as its diameter ; 
as it contains a great excess of gas the dilated and elongated loop rises during 
the day when the individual is in the erect position, and eventually its upper 
extremity generally reaches the left dome of the diaphragm. 

In adults the extreme degree of hypertrophy and dilatation does not 
as a rule extend beyond the pelvic colon, though some slight dilatation and 
hypertrophy are often present in parts or all of the rest of the colon. The 
same was true in most of the cases I have seen in children, but in only a 
third of the neglected cases which come to post-mortem is the extreme dilata-_ 
tion confined to the pelvic colon and rectum. 

Megacolon is the result of disturbance in the normal balance between 
the. sympathetic and parasympathetic nerve supply to the sphincter. This 
might theoretically be due to overactivity of the sympathetic, stimulation 
of which inhibits the movements of the pelvic colon and rectum and causes 
spasm of the sphincter ani, or to under activity of the parasympathetic, 
stimulation of which causes contraction of the pelvic colon and rectum and 
relaxation of the sphincter. The great hypertrophy of the muscular coat 
of the pelvic colon 1s clearly the result of overactivity and not of inhibition, 
which would tend to produce atrophy. Moreover, in the large majority of 
cases the examining finger meets with normal resistance on rectal examination, 
spasm being present only in exceptional cases. Long-continued spasm 
would lead to hypertrophy of the sphincter, but no hypertrophy can be 
recognised on palpation, and post mortem the absence of hypertrophy of the 
sphincter 1s in striking contrast with the hypertrophy of the wall of the pelvic 
colon and rectum. In all probability, therefore, the disturbed innervation 
which gives rise to megacolon takes the form of underactivity of the para- 
ag iat In most cases the parasympathetic deficiency is confined to 
the fibres supplying the anal sphincter with the production of achalasia ; 
the changes in the pelvic colon and rectum are a result of the obstruction 
offered by the closed sphincter. The parasympathetic deficiency is the 
result of inflammation, simple degeneration, or fibrosis of the myenteric 
(Auerbach’s) plexus, which have been found in several cases of megacolon 
both in children and adults. 

If, at the onset of dilatation of the pelvic colon, the fold of mucous 
membrane at the pelvi-rectal flexure is unusually prominent, the dilatation 
of the part immediately proximal to it may exaggerate the kink and prevent 
the passage of feces aed gas into the rectum. Although the primary con- 
dition is still the anal achalasia, the secondary obstruction caused by the 
kink at the pelvi-rectal flexure prevents the rectum from becoming distended 
with gas and feces. In spite of this it always appears much enlarged when 
an opaque enema 18 given, showing that it must hace been greatly distended 
at first, but that when the pelvi-rectal kink developed and gas and feces 
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ceased to accumulate in the rectum, it contracted down without, however, 
losing the abnormal distensibility caused by the earlier distension. 

In the majority of cases the sigmoidoscope can be passed its full length 
of 12 inches blindly without meeting any resistance, whereas in normal 
individuals it is very rarely possible to pass it beyond the pelvi-rectal flexure 
without having to withdraw the obturator and guide the instrument with 
the aid of direct vision. Endoscopy shows the end of the instrument in 
the centre of an enormous cayity. On withdrawing it no dividing-line can 
be recognised between the pelvic colon and rectum, the dilatation of which 
extends to the entrance of the anal canal. In some cases the rectum is 
only slightly dilated or is normal in size, and occasionally its walls have 
collapsed to obliterate the lumen. It is then difficult to pass the sigmoido- 
scope round the pelvi-rectal flexure into the pelvic colon. If, however, 
the window of the instrument is removed, the patient being in the knee- 
elbow position, air enters and the rectum dilates. No difficulty is now 
experienced in passing the sigmoidoscope into the pelvic colon. Nothing 
suggesting the presence of a pelvi-rectal sphincter, closed as a result of either 
achalasia or spasm, is ever observed.} 

In well-compensated cases and in patients under treatment the rectum 
is either empty or contains a small quantity of feces. Small, soft scybala 
or unformed collections of soft feeces are often seen sticking to the mucous 
membrane at different points in the enormously dilated pelvic colon. Pre- 
sumably they are propelled along the mucous membrane by the activity 
of the Hoacrirophied muscularis mucosee. 

Megacolon, secondary to spasm of the anal sphincter, is in rare cases 
associated with spasm of the sphincter of the bladder with dilatation and 
hypertrophy of the bladder and ureters. The lesion in such cases must be 
situated either in the central nervous system or in the large sympathetic 
plexuses, from which fibres pass to both the rectal and bladder sphincters. 

Symptoms.—In children with megacolon there is almost always a history 
of constipation dating from birth or from the first few months of life. At 
an early stage the bowels cease to act spontaneously, and drugs gradually 
lose their effect until an evacuation can be procured only by means of enemata. 
The stools are generally soft, but m early cases hard scybala may be passed. 
Soon after the onset of constipation the abdomen, which is normal in appear- 
ance at birth, begins to increase in size owing to distension of the colon 
with gas and feces, the size varying from time to time according to the 
extent to which the bowels are opened. Enormously dilated segments of 
colon can often be recognised through the stretched abdominal wall ; par 
are dull on percussion, and palpation shows that they are filled with so 
unformed feces. The rectum is generally much dilated and filled with soft 
feces or less frequently with a large solid fecal ball. If secondary obstruction 
has developed at the pelvi-rectal flexure, the rectum is empty and feces 
can be felt in the pelvic colon through its anterior wall.. With proper treat- 
ment the child can lead an ordinary life and has no symptoms of toxemia. 


1In most discussions on the pathogenesis of megacolon it is assumed that a sphincter 
exists at the pelvi-rectal flexure. Sigmoidoscopy and radiology in normal individuals 
show, however, that there is never any uniform constriction at the pelvi-rectal flexure 
such as would be produced by a sphincter, the lumen of the pelvic colon being separated 
from that of the rectum by the nppermost Houston’s fold and by nothing else. 
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If neglected, enormous accumulations of feces collect, and formerly, before 
the true nature of the condition was recognised, the bowels sometimes ceased 
to act at all and death occurred from chronic fecal obstruction. 

Megacolon in adults may give rise to no symptoms beyond a mild degree 
of constipation. The abdomen is often not obviously distended. 

The gas in the dilated pelvic colon is under considerable pressure. In 
small children it pushes the diaphragm up and the abdominal wall forward, 
but in older children and in adults the appearance of the abdomen is geet 
less abnormal and is sometimes quite normal, as the diaphragm, whic 
receives no support from above owing to the negative intra-thoracic pressure, 
gives way earlier than the abdominal muscles. The increase in the capacity 
of the upper part of the abdominal cavity produced in this way provides 
sufficient space for the greater part of the dilated colon. In spite of the fact 
that the diaphragm is almost completely out of action and that the capacity 
of the chest is much reduced, there is no complaint of dyspnea. Several 
of my patients were able to take strenuous exercise without difficulty, and 
the majority were physically well developed. In most cases the left dome 
of the diaphragm is alone involved ; it may reach the level of the third or 
fourth rib and is always higher than the right dome. In 2 of my cases 
the heart was pushed over to the right. In 5 the pelvic colon was so long 
and dilated that its upper extremity crossed the middle line after reaching 
the diaphragm on the left. side and passed upwards in front of the liver so as to 
intervene between its upper surface and the right dome of the diaphragm. 
Ite gas-containing cavity was seen with the X-rays to be in contact with the 
diaphragm on both sides. 

EVENTRATION OF THE DiapHRaGM.—As the diaphragm in megacolon is 
displaced into what is normally part of the thoracic cavity, the condition 
present might with justice be called eventration of the diaphragm. This 
name is, however, generally reserved for a condition in which the high position 
of the diaphragm is the result of a congenital defect in the musculature of 
the left half of the diaphragm, which is represented by a fibrous membrane 
containing only a few scattered muscle fibres. In deep respiration it moves 
passively up in inspiration and down in expiration—+.e. in the reverse direction 
to that taken by the normal right half of the diaphragm. When the high 
position of the diaphragm is secondary to megacolon there is a small move- 
ment in the normal direction. 

The eventration of the diaphragm which-results from maldevelopment of 
its musculature is very rare compared with that due to megacolon, as I 
have seen only 2 cases of the former compared with 42 of the latter. 

If the term “ eventration of the diaphragm ” is to be retained at all, it would 
be more logical to include all cases in which the diaphragm is abnormally 
high, instead of confining it to those in which it results fom a congenital 
defect in development. Cases would then be classified as follows: 

(1) Primary and due to maldevelopment of one-half of the diaphragm. 
This is always left-sided. 

(2) Secondary to atrophy following interference with the nerve supply. 

is may, of course, occur on either side. It is a result of (a) disease, most 
commonly secondary carcinoma, but occasionally poney carcinoma of 
the lung, tuberculosis, Hodgkin’s disease and aneurysm ; and (b) therapeutic 
division or avulsion of the nerve. 
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(3) Secondary to (a) sérogastrie bloquée (p. 575) and (6) agrocolie bloquée 
in megacolon. 

RapioLoaicaL ExaMINaTION.—LEvery X-ray examination should begin 
with an aps nda of the patient in the erect position before he has had an 
opaque meal or enema. The possibility of a megacolon is at once suggested 
by the discovery of eventration of the diaphragm. The abnormally high 
position of the left dome of the diaphragm presents such a striking appearance 
that it can hardly be missed. I have already pointed out that it is much 
more frequently caused by megacolon than by primary atrophy of the 
diaphragm, in which the left side moves upwards during inspiration while 
the right side moves downwards in the normal manner. It is generally 
possible in megacolon to recognise the outline of the enormously dilated air- 
containing loop of pelvic colon and to distinguish it from an abnormally large 
gas-bubble in the fundus of the stomach, which is always limited below by the 
horizontal upper border of the shadow of the gastric contents. When a gas- 
ae ing cavity is seen under the nght dome of the diaphragm, as well as 
the left, the diagnosis of megacolon is certain. 

An opaque meal does not help greatly in the diagnosis of megacolon, 
but it is a very valuable corrective for the false conclusions which are likely 
to be drawn fe an examination after an opaque enema. It shows how 
much of the colon is undilated, the degree of stasis present and where 
the stasis occurs. The small intestine is always normal, and in most cases 
the large intestine as far as the end of the iliac colon is normal in size and 
shows little or no stasis. When the barium passes beyond the iliac colon it 
is lost in the large cavity of the pelvic colon, small spots of opaque material 
being scattered over the whole of the enormous area it occupies. Stasis of 
varying degree is always present in the pelvic colon. In well compensated 
cases, in which the bowels are opened daily, there is no delay in the evacuation 
of the greater part of the opaque meal, but a small quantity generally remains 
scattered through the pelvic colon for many days or even weeks. 

An X-ray examination after an opaque enema gives the only means of 
recognising the exact anatomical condition present in megacolon. It is, 
however, essential to watch the fluid being run in, as it is otherwise impossible 
to interpret a radiograph owing to the large amount of overlapping of different 
segments of the bowel caused by the enormous dilatation of the pelvic colon, 
the uppermost loop of which is often mistaken for the splenic flexure. The 
fluid is seen to run straight upwards through a greatly dilated rectum and 

elvic colon to the left dome of the diaphragm. Even if the rectum is not 
found to be dilated on digital examination, it is always distensible and no 
resistance in the passage of the enema into the pelvic colon is encountered ; 
it is, in fact, often impossible to recognise where the rectum ends and the 
pelvic colon begins. After reaching the diaphragm, the fluid passes downwards 
again, but often not until it has made a more or less complicated loop, which 
may reach the right dome of the diaphragm in front of and above the liver. 
It finally reaches the left brim of the pelvis, where it passes upwards again 
along the iliac and descending colon to the splenic flexure and thence without 
difficulty to the cecum. The splenic flexure, together with that of most of the 
transverse colon and all of the descending colon and iliac colon, is entirely 
obscured by the pelvic colon, which lies im front of it. Very large quantities 
of fluid are required to visualise the whole colon, and the pelvic colon alone 
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may have a capacity of 6 to 12 pints. The colon m children may hold as 
much as 4 to 6 pints, and in babies 1} to 2 pints. 

The size of the colon, as shown in a radiograph taken after the injection 
of an opaque enema, is not an indication of its actual size nor a measure of 
its tonicity, but an indication of its distensibility. Even if the fluid is injected 
at a pressure insufficient to cause discomfort, the size of the various segments 
is often much greater than what it is when seen with the sigmoidoscope or 
after an opaque meal. The radiographic appearance after an opaque enema 
does not correspond with the condition present immediately before it is 
given, because the walls of the colon relax in order to allow more and more 
fluid to enter until the maximal size which has been present at any recent 
time is attained. This explains why the pelvic colon in a case of megacolon, 
in which more or less complete relief has followed treatment, often appears 
to be as large as ever when examined after an opaque enema, though any 
abdominal distension present before the treatment may have disappeared 
and an opaque meal and sigmoidoscopic examination show no abnormality. 

Prognosis.—Megacolon is compatible with perfect health. The majority 
of my patients came on account of nothing more than constipation, which 
was generally no more severe than that occurring in many individuals with 
no organic disease of any kind ; in four it was accidentally discovered in the 
course of a routine investigation on account of abdominal symptoms caused 
by some other condition. Toxic symptoms are rare unless aperients have 
been taken in excess. Only in exceptional cases, in which the X-rays show 
that severe stasis occurs in the cecum and ascending colon as well as in the 
pelvic colon, may true intestinal toxemia occur. As 16 out of the 36 private 
cases were over 50 and an additional 9 were over 40 when I first saw them, 
although the condition had presumably been present for many years, if not 
from infancy, megacolon does not as a rule shorten life. 

Only three of my patients died directly as a result of the intestinal con- 
dition—all after operation ; a fourth patient died after excision of a carci- 
noma, which had developed in the dilated colon. Of the three fatal cases 
a woman of 22 died after colectomy in 1912, and a boy of 5 died after ileo- 
sigmoidoscopy performed as a preliminary to colectomy in 1914. With our 
present knowledge of the condition both of these patients could have been 
relieved by non-surgical means. The third case was a man of 55, who died 
after an operation for volvulus of the cecum five years after I saw him. 

All the children I have seen since the war with megacolon are developing 
normally and appear to be none the worse either physically or mentally 
for having had a dilated colon. 

Complications.—Volvulus.—In a small proportion of cases the patient 
complains of sudden attacks of very severe pain with abdominal distension. 
Slight attacks, in which the pain is not very severe and the distension is 
slight, occur much more frequently ; they are probably of the same nature 
as the severe attacks and are caused by the twisting of a loop of the dilated 
pelvic colon. Both types of attack may last a few hours or a few days, 
and almost always subside spontaneously. 

Carcinoma.—In one of my patients—a man of 64—a carcinoma had 
developed in the dilated colon. 

Treatment.—The main object in the treatment of megacolon is to leasen 
the resistance offered by the closed anal sphincter to the passage of fesces 
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and gas. Rapid stretching of the sphincter is not as a rule effective, as it 
quickly contracts again to its original state. For a permanent result to 
be obtained the postural tone of the muscle fibres of the sphincter must be 
permanently reduced. This can best be attained by the use of a conical 
ebony bougie, which is passed every morning just after the first attempt 
to open the bowels has been made. The bougie is pushed slowly in as far 
as it will go without causing discomfort and kept in position for half an 
hour. Patients soon learn to pass it for themselves, and the mother or nurse 
can pass it for children. A second attempt to defecate is made immediately 
afterwards. At the end of about a week the bougie need be kept in position 
for only a quarter of an hour ; at the end of a month it is passed on alternate 
days, then once a week, and finally it is used only from time to time if a slight 
return of symptoms should occur. 

When a child with megacolon comes under treatment there is generally 
a large accumulation of feces in the pelvic colon and in about 50 per cent. 
of cases in the rectum as well. The latter cases are easier to treat, as when 
the rectum is empty and a secondary kink has developed at the pelvi-rectal 
flexure, treatment of the anal achalasia does not help until the pelvic colon 
has been kept comparatively empty for some time so that its contents can 
pass without difficulty into the rectum. In adults such an accumulation 
is less frequently found, though in neglected cases and in all of the com- 
paratively small number which have come to autopsy, huge quantities of 
feces are present. In both children and adults there is always a very large 
accumulation of gas in the dilated segment of bowel. Before any permanent 
improvement can be attained, the feeces and gas must be evacuated as com- 
pletely as possible. Aperients are quite useless, and enemas are not always 
effective, as a good deal of the water injected is often retained. In neglected 
cases in children the best results are obtained by evacuation under a general 
ansesthetic, partly by lavage with simultaneous abdominal kneading and 
partly by the finger. The feces are generally soft, but sometimes a amar 
cause of obstruction is present in the form of a solid ball of feces, whic 
acts as a ball-valve in the rectum and has to be broken up and removed bit 
by bit under an ansesthetic before the colon can be emptied. 

After the colon has been evacuated and the resistance offered by the 
anal sphincter reduced, the patient is generally able to get his bowels satis- 
factorily opened every day. No aperient should be given, but it is wise 
to prevent the feces from becoming hard by means of liquid paraffin. In 
many cases no further treatment is required. Sometimes, however, especially 
if the dilatation has been excessive, there is still a tendency for feces to 
accumulate in the pelvic colon in spite of the bowels being opened daily. 
It is then necessary to give an enema perhaps once a week or once a month. 
In some cases the best results are obtained with a very large enema, as much 
as 8 or 10 pints being run in under low pressure ; in others, most of the water 
is retained when large quantities are given, and quite satisfactory results 
are obtained with a single pint. 

When attacks of pain and distension, presumably caused by a partial vol- 
vulus, recur in spite of treatment, immediate relief can often be obtained by 
the passage of a long flatus tube with the patient in the knee-elbow position. 
If this fails and the pain is severe, morphine and atropine should be 
injected. Relief almost always follows, but if the attacks are frequent and 
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severe the dilated loop forming the volvulus should be excised in the free 
interval, 

Such operations as colostomy, ileo-sigmoidostomy and colectomy, which 
were formerly performed for megacolon, had a very high mortality and rarely 
led to any appreciable improvement, as the primary seat. of obstruction— 
the anal canal—was left untouched. Various operations on the sympathetic 
nervous system have been performed with the object of reducing the tone of 
the anal sphincter, but this object can be very much more simply attained by 
local treatment. The operation has the further disadvantage of being invari- 
cre tra in males by permanent loss of ejaculatory power and consequent 
sterility. . 

It oe recently been discovered that complete relief may follow spinal 
anesthesia, and it is probable that the good effects of sympathectomy were 
really the result of the anesthetic used for diagnostic purposes or for the 
operation. It seems likely that spinal anesthesia will in the future replace 
all other methods of treating megacolon. 

A. F. Horst. 


ACUTE INTESTINAL OBSTRUCTION 


Acute intestinal obstruction is a condition in which the passage of the 
contents along the intestinal canal is more or less suddenly obstructed either 
completely or in greater part. Only mechanical causes of intestinal obstruc- 
tion will be dealt with in this place, conditions of paralysis or spasm causing 
obstruction being considered elsewhere. 

fEtiology.—The causes of acute intestinal obstruction are numerous, 
and may best be considered under (1) causes within the lumen of the bowel, 
(2) causes in the wall of the bowel, and (3) causes outside the bowel, while 
there are two additional conditions—intussusception and volvulus—which 
do not come under any of these categories. 

1. Causes within the lumen of the bowel giving rise to acute obstruction 
are gall-stones, fecal accumulations, and, very rarely, true foreign bodies. 

Large gall-stones enter the intestine through a fistula between the gall- 
bladder and duodenum or, more rarely, some other part of the intestinal canal. 
Gall-stones are generally passed spontaneously ; when this does not occur the 
site of impaction is often the lower part of the eum near the ileo-cacal 
sphincter. 

Fecal accumulation is a common cause of an acute termination to a case 
of chronic obstruction, but even without any previous narrowing it may 
cause obstruction. In such cases the feecal mass may be enormous in size 
and of a stony hardness; it leads more frequently to the pseudo-diarrhwa 
of partial obstruction than to complete obstruction. 

2. Causes in the wall of the bowel give rise in most cases to chronic rather 
than acute obstruction; the commonest of such narrowings are those due 
to cancer. These conditions are discussed elsewhere, and it is only their 
liability to an acute termination which needs consideration here. Such a 
final catastrophe may result from the impaction of feeces, or acute paralysis 
of the intestinal wall with or without peritonitis may develop. Congenital 
stricture is a rare cause of acute intestinal obstruction in early infancy ; 
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apart from stricture of the rectum, the commonest site is in the duodenum, 
just above the entrance of the bile-duct, or in connection with Meckel’s 
diverticulum. 

3. The most common cause outside the intestine is strangulation of a 
portion of intestine by congenital or adventitious bands, diverticula or 
peritoneal adhesions. Such bands may result from old tuberculous or 
inflammatory disease, or may be a sequel to a laparotomy. They may be 
produced by the adherence of normal structures, such as the omentum, 
Fallopian tube or appendix to other abdominal organs, or may result from 
the presence of a persistent Meckel’s diverticulum. The latter may remain 
attached to the umbilicus, or its free end may become adherent. Such 
bands may obstruct by bridging across a portion of bowel, or a knuckle of 
bowel may become twisted round or under them, or, if the band is not long, 
mere kinking at its point of attachment may be sufficient to obstruct the 
lumen. Internal hernie may give rise to strangulation and intestinal obstruc- 
tion; their commonest sites are congenital or acquired slits or tears in the 
mesentery or omentum, one or other of the normal peritoneal fosse, or, 
more rarely, the foramen of Winslow or congenital or acquired apertures in 
the diaphragm. The peritoneal fosse into which such internal hernis may 
pass are situated in the neighbourhood of the duodeno-jejunal flexure, in 
the peri-ceecal region, and in the root of the pelvic mesocolon. 

4. Intussusception.—By intussusception is meant the passage of one 
segment of intestine into another immediately below. When this occurs a 
tumour is formed consisting of three layers, the outermost or intussuscipiens 
being the portion of bowel into which invagination is occurring, and the 
inner two constituting the intussusceptum, which therefore consists of an 
entering layer and a returning layer. Between these latter is the strangled 
mesentery, interference with the vessels of which speedily occurs and 
induces changes in the intussusceptum. The apex is the distal part of the 
intussusceptum, and the neck the narrow part where the returning layer 
turns to become the sheath or intussuscipiens. 

The chief cause of intussusception is undue enlargement of the intestinal 
lymphatic tissue producing irregular muscular action, aided no doubt by 
an unusually long mesentery, and by an atonic condition of the ileo-cecal 
sphincter. All these three factors, particularly the first, are most common 
in early childhood, and intussusception is consequently rare at other ages ; 
70 per cent. of cases occur in infants under a year old. In adults an intestinal 
polypug or carcinoma is often the starting-point of the invagination, which 
generally differs from that occurring in infants by being chronic instead of 
acute. | 

Various forms of intussusception occur, of which the ileo-cecal variety, 
with the ileo-cecal valve as its apex, constitutes about 70 per cent. Enteric, 
colic, leo-colic and multiple intussusceptions are less frequent. An intus- 
susception always increases at the expense of the ensheathing layer, its apex 
remaining constant. | 

5. Volvulus is a condition in which a coil of intestine becomes twisted 
on itself around its mesenteric axis, leading to interference with its circulation 
and with the passage of its contents. It occurs most frequently in the pelvic 
colon and the ileum, but may affect the cecum or any part of the intestine 
with a mesentery. It usually occurs late in life, is commonest in males, and 
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depends partly upon an abnormally shaped mesentery and partly upon 
loading of the loop from chronic constipation. The dilated coils above a 
chronic obstructidn are especially liable to become twisted and so bring 
about an acute termination to the case. 

Pathology.—In acute intestinal obstructions the conditions found fall 
mainly into two groups depending on (1) the occurrence of obstruction of 
intestine with a previously normal lumen, and (2) acute obstruction ter- 
minating a case of gradually increasing chronic obstruction. 

1. In most cases in this group a portion of intestine is strangulated in 
addition to the obstruction to the lumen of the bowel, and consequently the 
condition of the intestine must be considered in three regions—namely, above 
the obstruction, below it, and in the strangulated coil itself. An exception 
occurs in the acute obstruction produced by an impacted foreign body, 
where, of course, there is no strangulation. 

(a) The intestine above an acute obstruction is usually greatly distended, 
its walls are at first pale and thin, and later oedematous and purple in colour, 
and the extent of these changes rapidly increases upwards as the obstruction 
persists. The distended coils are full of fluid (partly the normal dammed- 
back secretion, partly an exudation of serum), and as the case progresses 
bacteria escape through the distended and paralytic coils, and lead to peri- 
tonitis. These changes are far more marked in small intestine obstruction 
than when the colon is affected. 

ae Below the obstruction the coils are, as a rule, empty, contracted and 
pale. 
(c) As a result of circulatory interference, the strangulated coil itself 
becomes distended with effused blood and gas, the latter mainly CO,, which 
cannot be absorbed. It is purple in colour, tense, oedematous and para- 
lysed, and it exudes bloodstained fluid both into its lumen and into the sur- 
rounding peritoneum. If the strangulation is sufficiently severe to obstruct 
arteries as well as veins the coil becomes gangrenous in less than an hour. 
Such a coil is grey and loses its peritoneal sheen ; it is flaccid and exudes free 
gas and stinking fluid into the peritoneum. This condition is, of course, 
irrecoverable, but in less complete strangulation the intestinal wall quickl 
returns to normal when the strangulation is released. A strangulated coil 
soon looses power to prevent the passage of bacteria, and if left alone its 
vessels inevitably become thrombosed, and its walls become gangrenous 
and ultimately perforate. The contents of an obstructed loop are pro- 
foundly toxic, the toxicity being greater the higher in the course of the 
alimentary canal the obstruction is situated. 

2. When acute supervenes on chronic obstruction, the bowel has already 
had time to accommodate itself in some degree to the presence of narrowing 
of its lumen. The final blockage of the passage is most frequently due to 
impaction of feces in the narrowed part, or kinking adhesion, volvulus or 
acute paralysis of the intestine above it. In such cases the already existing 
hypertrophy above the obstruction gives place to rapidly increasing disten- 
sion, and as a result the intestinal circulation is interfered with, and gas, bein 
no longer efficiently absorbed, collects within the bowel. The enteritis an 
ulceration usually present in some degree above a chronic obstruction rapidly 
increase, and perforation and consequent peritonitis speedily follow. 

Symptoms.—The symptoms of acute intestinal obstruction vary to a 
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certain extent with the particular cause of the condition, but some of them 
are present in all cases. Of the general symptoms, pain, vomiting, con- 
stipation and collapse are the most important. 

Pain is an early symptom and is very severe, in many cases a patient in 
perfect health being madenle seized with an acute abdominal pain which 
doubles him up and never remits. At first the pain is stabbing in nature, 
but later he complains of exacerbations which are colicky in character, and 
which occasionally serve to localise the obstruction. If the case is allowed 
to progress until peritonitis supervenes, the continuous pain and tenderness 
associated with that condition are present in addition. 

Vomiting, preceded by nausea and severe retching, usually comes on 
about an hour after the pain, but it may be delayed for 8 or 10 hours. Once 
it has begun it continues with increasing frequency, and from the second 
to the fourth day it becomes fecal in character. The higher the site of the 
obstruction is situated in the bowel, the greater the vomiting and the sooner 
it becomes feecal. Fecal vomiting is not due to antiperistalsis, but is caused 
by the stagnant and excessive secretions of the portions of bowel above the 
obstruction, gradually extending upward until they overflow into the stomach 
and cause vomiting. The fecal character is accounted for by the remarkable 
speed with which Bacillus coli and other organisms multiply in the stagnant 
contents. 

Collapse is early and severe. The patient is prostrated, anxious, and 
restless, the pulse is rapid, small and thready, the temperature subnormal, 
and the extremities a and clammy. The collapse is partly reflex from 
stimulation of the vagal and splanchnic nerve endings in the abdomen, and 
is partly due to loss of fluid from sweating and Sxcessive intestinal secretion. 
A very important part is also played by the toxic intestinal contents; the 
higher in the bowel the obstruction is situated the greater is the toxicity 
of the stagnating contents. 

Constipation is as a rule absolute, although the bowel below the obstruc- 
tion may empty itself shortly after the onset of the pain and vomiting. 
Neither feeces nor flatus are passed, and enemata after washing away any 
feacal material present in the bowel below are either retained or return slowly 
without force. 

In addition to these cardinal symptoms the patient presents certain 
other important signs. The tongue is dry and the teeth are covered with 
sordes. The abdomen at first is not tender to touch, and sometimes pressure 
may relieve the pain. It is often not distended, though in some conditions, 
such as volvulus, the distension may be extreme. If acute obstruction 
supervenes on chronic obstruction visible peristalsis may be present, and the 
coils can be felt to harden under the hand. Occasionally a tumour is felt 
in the abdomen, especially in intussusception, where a sausage-shaped mass 
can frequently be felt, On auscultation intestinal sounds are present in 
increased intensity, and are high-pitched in character. If the case goes on 
until peritonitis ge ag the symptoms of that condition develop and 
consequently the abdominal pie icture changes. In acute intestinal obstruc- 
tion the urine is scanty and highly coloured, and when the obstruction is 
low in the bowel it contains a great excess of indican. The viscosity of the 
blood is increased from loss of fa id; this probably accounts for the frequent 
cramp-like pains in the limbs. 

22 
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Diagnosis.—The diagnosis of acute intestinal obstruction is usually easy, 
but the further differentiation of the site and nature of the obstruction, 
though sometimes fairly simple, is often impossible before operation. The 
history is of importance in deciding whether the acute symptoms have super- 
vened on those of chronic obstruction, in which case similar but less severe 
attacks which were relieved by enemata or purgatives may have occurred. 
A previous history pointing to gall-bladder trouble, particularly if the onset of 
obstruction is somewhat less acute than usual, suggests gall-stone impaction. 

Inquiry should be made for evidence of abdominal attacks sug- 
gesting appendicitis, salpingitis, or other conditions, which might produce 
ban 

The presence in an infant of a sausage-shaped tumour, which can be felt 
to harden and is situated usually in the upper abdomen, with tenesmus and 
the passage of blood and slime, acute attacks of colic causing the child 
to scream and to draw up its legs, with occasional vomiting, forms a 
characteristic picture of intussusception, and enables a confident diagnosis 
to be made in many cases. In doubtful cases, examination under anesthesia 
ne be required, and rectal examination may enable the intussusception to 

e felt. 

In volvulus the onset is acute, but collapse may be absent. Vomitin 
is not frequent at first, but the characteristic feature is the rapid onset an 
extreme degree of distension. This distension may at first be localised and 
indicate the seat of the volvulus, but it soon involves the whole abdomen 
and may cause severe cardiac and respiratory embarrassment. 

Distension implies interference with the blood supply and consequent 
deficient absorption of gas from the bowel; it is thus a valuable indication 
as to whether strangulation has taken place as well as intestinal obstruction. 

The conditions from which acute intestinal obstruction has to be differ- 
entiated are numerous. The most important is hernia, and a careful ex- 
amination of the hernial apertures should always be made. In some cases 
of small femoral herniw in fat persons it is very easy to overlook the 
condition, and in the rare obturator hernia diagnosis is frequently only 
possible on opening the abdomen. Feecal impaction is another important 
condition to be considered, particularly in view of the grave results of 
laparotomy mistakenly undertaken for its relief. The history of chronic 
constipation and the presence of hard or putty-like masses in the rectum or 
pelvic colon should prevent errors. 

Peritonitis is often a source of difficulty. The extreme tenderness and 
rigidity, the absence of fecal vomiting, the partial nature of the constipation 
at first, as well as the temperature, history, and silence of the abdomen on 
auscultation are distinguishing features. Difficulty may arise from con- 
ditions causing acute stimulation of the sympathetic nerve, such as torsion 
of the testicles, ovary, or omentum, or the passage of a renal or biliary calculus. 
Careful inquiry of the history, the characteristic distribution of pain in the 
colics, examination of the scrotum and vagina and of the urine will usually 
lead to a correct diagnosis. Further, in these conditions enemata generally 
result in passing of flatus, and the course of the disease does not follow the 
usual sequence of cases of acute intestinal obstruction. In acute pan- 
creatitis the pain is localised in the epigastrium, while the constipation is 
usually not absolute. ; 
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Lead colic can be distinguished by the blue line on the gums, the history, 
the blood picture, the absence of feeculent vomiting, and the result of enemata ; 
while a routine neurological examination will distinguish tabetic crises. 

Rare conditions which may lead to mistakes are embolus or thrombosis 
of the superior mesenteric vessels. In embolus some cardiac lesion is usually 
Hai and in thrombosis there may be evidence of cirrhosis, gall-bladder 

isease or thrombosis of other veins, while hematemesis and melena are 
common in both conditions. 

Prognosis.—Spontaneous cure is remotely possible in all cases of intes- 
tinal obstruction, but in the majority of cases, if operation is not undertaken, 
death occurs at varying intervals, the average being after 6 days. Once 
the obstruction has been relieved by operation recurrence is uncommon, 
excepting perhaps in cases due to adhesions following operation. Even 
when operation is undertaken acute intestinal obstruction has a grave out- 
look, depending partly on the length of time elapsing before operation and 
partly on the nature of the lesion present. Other conditions materially 
affecting the prognosis are the age and general condition of the patient, 
and the presence of toxemia, septicemia, peritonitis, or complicating con- 
ditions elsewhere. 

Treatment.—Excluding cases of fecal impaction the treatment of all 
cases of acute intestinal obstruction is immediate operation. The object 
of the surgeon is to locate the seat of the obstruction, and to relieve it as 
quickly as possible with the minimum of handling and exposure of the 
abdominal contents. When the abdomen is opened a collapsed portion of 
gut is sought, as it helps to localise the seat of obstruction. When found, 
the obstruction must be relieved in the simplest possible manner, by reducing 
a hernia, dividing a band, reduction of an intussusception by manipulation, 
removing a gall-stone, etc. If, however, the obstruction cannot be relieved, 
or if the bowel is too severely damaged to return to the abdomen, it 1s wise 
simply to establish drainage above the obstruction and to wait till the acute 

eriod is passed before undertaking further measures. In cases with much 

istension, where the obstruction 1s obviously in the colon, and where an 
exploration would entail considerable handling, the proper treatment is 
undoubtedly to perform a blind cacostomy and to delay further procedures 
until the distension has been relieved. Apart from operation, saline solution 
should be given intravenously, by the continuous drip method to combat 
the loss of chlorides and fluid, and opium may be given to relieve pain once 
the diagnosis is established and operation agreed to. Gas-gangrene anti- 
toxin (B. welchir) is of value in combating toxemia, and helps to relieve 
distension. It should be given intramuscularly, the initial dose being 10,000 
units, followed by 4000 units on the two next successive days. 
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fEtiology.—The two sexes are affected equally. No age is exempt, but 
whereas acute appendicitis is more common in children, chronic appendicitis 
i8 More common in adults. 

The appendix may become infected either by organisms spreading from 
the lumen of the cacum or conveyed by the blood. In the former case, the 
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original infection may presumably come from infected food, but septic foci 
in connection with the teeth, tonsils and naso-pharynx are undoubtedly of 
more importance. The latter are also the chief sources of hematogenous 
infection. 

The commonest organism is the Bacillus coli communis ; next in order of fre- 
quency come streptococci and ae a The proteus, tubercle and 
actinomycosis organisms are rare. Congemital or acquired abnormalities are 
present in a considerable proportion of cases. In the former the appendix is 
not fully descended, is of the infantile variety, or is twisted on itself. In 
the latter, there are adhesions or kinks caused by previous inflammation 
either of the appendix itself or of neighbouring organs; and in many cases 
the bands resulting from chronic intestinal stasis lead to kinking of the 
appendix. Obstruction to its lumen from any of these causes produces 
stagnation of its contents, and provides the necessary conditions for bacterial 
invasion. Foreign bodies are another cause, but they occur less frequently 
than might be expected. Intestinal worms, pins, and fruit pips and stones 
have all been met with, but by far the commonest foreign bey is the so- 
called “ appendicular concretion,” formed of inspissated fecal material 
moulded into shape by the appendix itself. 


AcutE APPENDICITIS 


Pathology.—In catarrhal appendicitis the mucosa only is affected, but 
in the commoner diffuse type all the coats are involved, the organ being hyper- 
gemic, ngid, tense, and swollen, and the mucous membrane being frequently 
ulcerated. Later the lumen of the appendix becomes filled with pus, and 
if there is obstruction, empyema of the organ results. Later still, local or 
aoc gangrene occurs, the most frequent sites bemg the tip or the base. 

erforation is very liable to take place at any of these stages, leading either 
to a localised appendicular abscess or to generalised peritonitis. The chief 
factor in determining which of these two complications will occur is the viru- 
lence of the organism, since it requires time for the reaction of the peritoneum 
to come into play sufficiently to localise the results of perforation to the 
immediate neighbourhood. the lumen of the appendix is obstructed by 
a stercolith, acute appendicular obstruction results, and the tension of decom- 
posing fecal matter within its lumen leads to rapid gangrene and perforation. 
In milder cases the inflammation tends to resolve, and the appendix ma 
return to an apparently normal condition, but if the attack has been at al 
acute, either adhesions or narrowing of the lumen generally remain, leavin 
it far more liable to further attacks of inflammation. perforation an 
abscess formation occur and operation is not undertaken, spreading peritonitis 
results. Suppurative pylephlebitis may result from spread of infection along 
the mesenteric veins either with or without perforation of the appendix. 

Symptoms.—In nearly all cases the following symptoms are present, 
though they may vary in degree—(1) sudden abdominal pain, (2) pyrexia, 
(3) increased pulse rate, (4) gastro-intestinal symptoms, (5) local signs. 

1. Sudden abdominal pain.—The onset is usually sudden, the patient 
being seized with severe abdominal pain, often severe enough to produce 
collapse and vomiting, and often referred at first to the region of the um- 
bilicus, particularly in children. Later the pain becomes more or less local- 
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ised to the right iliac fossa, and may be of considerable intensity. In the 
obstructive type of case, colicky pain marks the onset, unassociated with 
fever or increase of pulse rate, and continues until perforation results, or 
operation is undertaken. In very severe cases, especially in children, and 
where early gangrene occurs, the pain may be comparatively slight after the 
initial onset, and in other cases the affection may progress to abscess forma- 
tion with relatively little pain. Such cases are, however, the exception, and 
the pain is usually a prominent symptom. 

2. Pyrexia is almost always present at some time during the attack, 
except in cases of the obstructive type, where its absence is apt to lead to 
mistakes in diagnosis, but its height is no measure of the severity of the lesion 
in the appendix. There is sometimes a rigor at the onset, and the temperature 
in an average case varies from 100° to 102°, rarely higher. A rise only to 
99° or 100° is not uncommon, but is important, as very few cases occur in 
which there has not been some pyrexia at some period of the attack. When 
a localised abscess has formed, and in very severe cases with perforation and 
generalised peritonitis, the temperature may be normal or subnormal 
throughout. 

3. The pulse rate is usually increased and tends to continue to increase as 
the disease progresses. In cases of appendicular obstruction there may be 
no increase in the pulse rate until perforation has occurred. 

4. Gastro-intestinal disturbances are almost invariably present. The 
tongue is furred and rapidly becomes dry. Vomiting is frequent. There is 
usually vomiting at the onset of the attack, and though this persists in the 
severe cases with peritonitis, it may pass off, but nausea usually continues. 
Constipation is the rule, and in the majority of cases is absolute. Diarrhoea 
is, however, by no means uncommon, indicating usually a pelvic position of 
the appendix, in which the inflammation spreads to and irritates the rectum. 
If the process is allowed to progress, complete constipation resulting from 
peritonitis and consequent paralysis of intestinal movements ensues. Hven 
before this stage has been reached, auscultation over the region of the cecum 
often reveals a complete absence of the usual intestinal sounds, which may be 
of considerable help in diagnosis. 

5. Local signs.—There is usually no distension of the abdomen at the 
onset of the attack, but on inspection it will be seen that the lower abdomen 
moves less freely than the upper on respiration, and the right side less than 
the left. There is frequently hypersesthesia of the skin in the nght iliac 
fossa, and occasionally some cedema can be discovered by loosely picking up 
the skin and subcutaneous tissues between the fingers and comparing wit 
the other side. There is great rigidity of the right rectus muscle, and this is 
probably the most important single sign; the rigidity is often too great to 
allow of any proper deep palpation. In addition to the rigidity there is 
great tenderness and pain on palpation, which has its maximum at Mac- 
Burney’s point, situated at the junction of the outer and middle thirds of 
a line drawn from the anterior superior iliac spine to the umbilicus. In 
children the maximum pain and tenderness are often in the region of the 
umbilicus. In some cases an ill-defined mass can be felt in the right iliac 
fossa, and the longer the history, the more likely is such a mass to be present. 
It is constituted mainly of adherent coils of intestine and omentum surround- 
ing the inflamed or perforated appendix. Rectal examination is often of 
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value, and in many cases a tender mass can be felt on the right side of the 
rectum, when none can be made out from above. Considerable irritability 
of the bladder may be present, especially with a pelvic appendix, and the 
urine, which is scanty, frequently contains albumin. 

A blood count is occasionally of value for purposes of differential diagnosis, 
and usually shows a leucocytosis of from 15,000 to 20,000. 

In many of the worst cases, some or all of these signs and symptoms may 
be absent, but with a careful examination and a clear history it is usually 
possible to reach a correct diagnosis. 

In some cases an abnormally situated appendix gives rise to characteristic 
symptoms. With a retro-c#cal appendix, local signs in the right iliac fossa 
may be absent, there being instead great pain and tenderness in the loin, 
and rigidity without great tenderness of the right rectus. These cases are 
specially apt to develop subdiaphragmatic abscess, and laterempyema. An 
appendix running down into the pelvis is apt to give diarrhea and bladder 
irritability, local rigidity may be slight and a mass can usually be felt per 
rectum. An appendix running directly inwards may occasionally give rise 
to left-sided symptoms. 

Course.— Where a correct diagnosis is made, early operation should be 
undertaken at once, for reasons to be discussed later, but if for any reason 
operation is delayed the case may take one of three possible courses. 

(a) Gradual recovery may ensue, and in first attacks this will occur in 
a large number of cases. Improvement begins about the second or third 
day and the acute symptoms generally subside in a week. In such cases the 
patient is extremely liable to have further attacks, a liability which is in- 
creased in proportion to the degree of change which has occurred in the 
appendix. 

(6) In many cases, as the result of ulceration or perforation of the appendix, 
the local symptoms not only do not disappear at the end of the first week, 
but persist and become aggravated. The temperature usually rises and 
there may be rigors, while at the same time a tumour becomes palpable in 
the iliac fossa. In some cases the abdominal wall may become cadematous 
and indurated, and the patient frequently begins to lose weight rapidly, to 
sweat profusely and to show all the signs of closed suppuration. If an 
operation be now performed, an abscess is found in connection with the 
appendix, having definite walls composed of adherent and matted intestine, 
omentum and parietal peritoneum. Such abscesses often contain large 
quantities of very foul-smelling pus, and if left alone may burst into the 
rectum or general peritoneum, or more rarely on to the surface, usually in 
the neighbourhood of the umbilicus. Spontaneous recovery may follow 
rupture into the rectum or on to the surface, but in the other cases death is 
almost certain to ensue. 

(c) The third result of an unoperated attack of acute appendicitis, and 
by far the commonest cause of death in this disease, is generalised peritonitis. 
This may occur either from perforation of the appendix before limiting 
adhesions have had time to form, as in cases of the obstructive type, or it 
may occur without any perforation at all. In the latter case bacteria pass 
through the wall of the inflamed appendix and set up suppuration in the 
neighbourhood ; if the resistance is poor, this involves the neighbouring 
peritoneum and ultimately leads to a generalised infection. In other cases 
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a localised abscess may form and later burst into the peritoneum, a result 
often precipitated by sudden exertion on the part of the patient, injudicious 
palpation, or the administration of aperients. The great danger of appendi- 
citis, and one that can only be met by immediate operation in all definite 
cases, is that general peritonitis may occur from the very beginning, and its 
symptoms may be indistinguishable from those of the acute appendicitis 
itself. In the hands of competent abdominal surgeons, operation in the early 
stages is one of almost absolute safety, and in these circumstances any delay, 
with the shadow of possible peritonitis menacing the patient at any time, 
ig quite unjustifiable. 

Diagnosis.—As appendicitis is by far the commonest acute in- 
fammatory condition occurring in the abdomen in people under middle 
age, it must always be thought of in the presence of acute abdominal disease. 
In a typical case, with acute onset of abdominal pain, generalised at first 
and later settling into the right iliac fossa, with vomiting, constipation and 
local rigidity and tenderness, the diagnosis is easy, but one or more of these 
signs may be absent, and in such cases it is well to remember that a single 
positive sign is worth several negative ones. The most constant single sign 
is tenderness on deep pressure in the iliac fossa, and if this is present even 
in moderate degree, the case must be carefully watched before a diagnosis 
of acute appendicitis can be safely discarded. 

Rectal examination may reveal bulging of the rectal wall by an abscess, 
particularly with a pelvic appendix, which, if palpable, is extremely tender. 

A general examination of the patient is essential in order to eliminate 
certain other conditions which sometimes lead to mistakes. Right-sided 
pneumonia may cause difficulty, as the onset is sometimes associated with 
considerable pain and rigidity in the right side of the abdomen, but as a rule 
the accompanying respiratory symptoms and signs, especially the rapid 
respiration, will prevent error. In children, contraction of the right psoas 
muscle with flexion of the hip may suggest an acute arthritis or even a psoas 
abscess, whilst a psoas abscess is occasionally mistaken for appendicitis. Of 
the abdominal lesions most likely to cause confusion the most difficult to 
differentiate is acute tubo-ovarian disease in women. In some of these 
cases, appendicitis coexists from spread of infection, and where doubt re- 
mains after a thorough pelvic examination it is safer to operate than to risk 
leaving a possible acute appendicular lesion. 

In perforation of gastric or duodenal ulcers, the general shock is more 
profound, the rigidity is more general and board-like, and the pain is diffuse 
and not localised; in biliary, renal, and intestinal colic, the nature and 
distribution of the pain usually suffice to aan mistakes. Twisting of a 
small ovarian cyst may be impossible to differentiate, but operation is called 
for in either case. In certain cases of typhoid fever the clinical picture may 
simulate appendicitis very closely. The relatively slower pulse and higher 
temperature, the constant headache, and the absence of any definitely acute 
onset, are of the greatest help in distinguishing, and a leucocyte count may 
be of considerable assistance, as leucopenia is present in typhoid fever in 
contrast with the leucocytosis of appendicitis. 

Prognosis.—lIf left alone a considerable proportion of cases of acute ap- 
pendicitis tend to recovery, but it is at present impossible to give an accurate 
prognosis of the course of any particular case within the first 48 hours. The 
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chief cause of death is peritonitis, and less often pylephlebitis, septicemia, 
or pulmonary embolism. Even if recovery from a first attack does ocour, 
the patient is left with a far greater liability to subsequent attacks, and is in 
some danger of acute or chronic obstruction from the adhesions which so 
frequently develop. Successive attacks of appendicitis tend to be more 
severe, and a patient who has had two is almost certain to have further 
trouble. 

With early operation the prognosis is extremely good, death being rare 
after operation within 36 hours. Even when operation is undertaken later 
in the attack, the prognosis is still good, unless general peritonitis has 
ensued, in which case the prognosis without operation is uniformly bad. 
A further great advantage of early operation is that drainage of the abdo- 
men can be avoided in these cases, whereas in later operations drainage is 
frequently necessary with a consequent increased risk of post-operative hernia. 

reatment.—In acute appendicitis operated on within 36 hours of the 
onset, the mortality in the hands of competent surgeons is negligible, and since 
it is quite impossible to determine the course which any particular attack is 
going to take, there can be no doubt that when the diagnosis is definitely 
established, operation should be undertaken at once. Some surgeons are of 
opinion that when the case is seen later than 48 hours from the onset and is 
tending to improve, medica] treatment should be undertaken until the attack 
has subsided, and the appendix should be removed during the quiescent 
period. Since operation in these cases is, with modern technique, very little 
more difficult or dangerous than in early cases, such a view has little to re- 
commend it, since it condemns the patient to two tedious periods of sickness 
instead of one, and there is, in addition, the risk of the patient’s natural 
objection to an operation, when he feels perfectly well, overcoming the advice 
he has been given and leaving him exposed to all the risks of a further attack. 
When peritonitis or localised abscess formation has occurred, there are no 
two opinions as to the necessity of operation. If, for any reason, operation 
is impossible or refused, the patient should be kept in the Fowler position, 
should have nothing but water by mouth, and may be given morphine to 
diminish both pain and intestinal movement, provided always that the 
question of operation has been finally and definitely decided. Under no 
circumstances should a purge be given, as there can be no doubt that in far 
too many cases purgation is the direct cause of perforation. 

Where an appendicular abscess has developed, it was formerly held that 
the abscess should be drained and the appendix removed subsequently. 
Modern surgical opinion is in favour of doing both at one operation, and in 
the hands of an experienced operator this procedure is ndou heed best, but 
where skilled surgical aid is not available, simple incision and drainage of the 
abscess meet the immediate emergency. 

HK. G. Siesinger. 


Reourrent Supacute APPENDICcITIS, CHRONIC APPENDIOITIS AND 
APPENDICULAR DYSPEPSIA. 


At one time I diagnosed chronic appendicitis with confidence, and 
i ae it a8 &@ common cause of abdominal symptoms. In recent years 
I have diagnosed it with less and less confidence, and am now doubtful 
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whether such a condition really exists. I have seen hundreds of patients 
who have had their appendix removed for “chronic appendicitis” without 
the slightest benefit, and I am inclined to think that there is no justification 
for performing appendicectomy unless there is a history of subacute attacks, 
however slight. A considerable proportion of patients suffering from colon 
spasm and muco-membraneous colic and other abdominal neuroses and 
abdominal allergy, as well as from chronic cholecystitis, have their appendix 
removed without benefit before a correct diagnosis is made. Perhaps five per 
cent. of the patients, who ten years ago would have had their appendix 
removed for “chronic appendicitis,” have recurrent subacute appendicitis 
and will benefit from appendicectomy. But there is no longer any excuse fot 
raps eben ale to a “long,” “ kinked,” “ obliterated,” “‘ adherent,”’ or 
“controlling ” appendix. Symptoms are not likely to disappear permanently 
after appendicectomy unless the appendix contains pus or shows other 
definite signs of inflammation on naked-eye examination. 

Symptoms.—A diseased appendix may give rise to gastric symptoms, 
accompanied by constant discomfort or short attacks of pain in the right iliac 
fossa. Moises pain, which may radiate downwards to the umbilicus or below, 
and occasionally towards the right iliac fossa, occurs after meals. The time 
of its onset is very irregular. Most commonly it occurs immediately after 
meals, but occasionally it may be delayed for 2 or 3 hours. It is at the 
most only slightly relieved by alkalis, and food rarely gives even momentary 
relief. It is aggravated by fatigue to a greater extent than is the case with 
the indigestion of gastric and duodenal ulcer and gall-bladder disease. The 
degree of discomfort varies from time to time; it is rarely completely 
absent and may sometimes be sufficiently severe for the patient to go to bed. 
Nausea is common and is often present in the absence of vomiting. Vomiting 
may occur, especially after food and when the pain is severe, but it gives much 
less relief than in gastric ulcer. Heartburn and acid regurgitation are un- 
common. Hematemesis may occur from an acute gastric or duodenal ulcer 
secondary to the appendicular infection, which is also occasionally associated 
with a chronic gastric or duodenal ulcer. I have several times seen lasting 
benefit follow the removal of the appendix after an acute attack in a patient 
with a chronic ulcer, which had presumably been kept active hitherto by the 
presence of latent disease in the appendix. 

Tenderness is generally more marked in the right iliac fossa than in the 
epigastrium, even when there is no spontaneous pain in the former situation. 
Occasionally the localised tenderness can be discovered only when pressure 
is exerted directly over the appendix after it has become visualised with the 
X-rays. In many cases pressure in the right iliac fossa leads to no local pain, 
but to discomfort in the epigastrium, sometimes with nausea, exactly simulat- 
ing the spontaneous symptoms. Constipation 1s commonly present. In 
rare cases there may be chronic diarrhcea, but more frequently a form 
of pseudo-diarrhcea, in which frequent small stools are passed owing to 
irritation of the rectum by a chronically inflamed appendix situated in the 
pelvis. Pelvic appendicitis may also lead to irritability of the bladder with 
frequent micturition, and in women to dysmenorrhea. 

An operation is not justifiable for chronic appendicitis, unless the diagnosis 
has been confirmed by means of the X-rays and, if possible, by Bastedo’s 
inflation sign. The appendix can be visualised m almost all normal individuals 
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and in about 80 per cent. of cases of appendicitis, and its discovery in the 
Nes or immediately under the liver may explain anomalous symptoms. 

en the appendix is inflamed, all or part of it, especially the base or the tip, 
is found to be the point of maximum tenderness, definitely more tender than 
the end of the ileum or the cecum. By manipulating the cecum so that the 
position of the appendix in the abdomen is altered, the tender point moves 
with it. In some cases pressure on the appendix produces epigastric dis- 
comfort, either with or without local tenderness. Indirect evidence of appen- 
dicitis is occasionally afforded by the presence of ileal stasis, and by the 
recognition of adhesions in the right iliac fossa, which are most commonly 
due to previous attacks of acute or subacute appendicitis. 

_ On inflating the colon with air through a tube introduced into the rectum 
generalised discomfort is felt in the lower part of the abdomen. Bastedo’s 
sign is the production under these conditions of localised pain in the right 
iliac fossa with increased tenderness, sometimes associated with or even 
entirely replaced by epigastric discomfort. This is present in a large propor- 
tion of cases, but never in salpingitis, ureteral calculus, gall-bladder disease 
or other conditions, which might simulate chronic appendicitis. The in- 
flation should be carried out during the X-ray examination, as it raises a 
San cecum and brings the appendix within reach of the palpating fingers. 

t also unravels confusing pelvic shadows and makes it possible to decide 
to what extent adhesions are present in connection with the terminal ileum, 
cecum and appendix. If inflation fails to raise a pelvic cecum and appendix 
into the abdomen, the X-ray examination should be repeated with a full 
bladder, which always brings them within reach of abdominal palpation 
except in the very rare cases in which they are fixed in the pelvis. 

If ai rani attempts fail to visualise the appendix it is probable that 
its mouth is obstructed ; in the presence of suspicious symptoms and tender- 
ness in the ileo-cecal angle the absence of an appendicular shadow favours 
the diagnosis of appendicitis, In such cases Bastedo’s sign is also negative, 
as it depends upon distension of the appendix itself, which is only possible 
when barium can enter it. 

Treatment.—Recovery should follow the removal of a grossly diseased 
appendix, but it is not infrequent for the symptoms to persist for a time or 
recur after the operation, especially if the disease is associated with some 
visceral neurosis or with chronic gastritis, gastric or duodenal ulcer, chronic 
typhlitis or chronic cholecystitis. Such associated conditions require attention 
both before and after the operation, and if the gall-bladder is diseased it should 
be removed at the same time. 

ARTHUR F, Hurst. 


DISEASES OF THE LIVER 


TESTS FOR HEPATIC FUNCTION 


_ The most practically useful tests for hepatic efficiency in cases of suspected 
liver disease with or without jaundice are the levulose tests, the hippuric 
acid test and the serum choline esterase test. For the levulose tests 50 g. 
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of levulose are taken in 100 c.c. of water on an empty stomach: the blood 
sugar is estimated immediately before and one and two hours later. Normally 
the first hour rise is between 0 and 20 mgrm. per 100 c.c.; at the end of the 
second hour the figure should fall within 5 mgrm. of the fasting figure. A 
combined rise of more than 25 mgrm. is suspicious, and of more than 30 mgrm. 
is certain evidence of hepatic insufficiency. If the fasting blood sugar is 
below 80 mgrm. or all the figures are above 120 mgrm., no definite conclusions 
can be drawn from the test. This test has recently been improved by sub- 
stituting the estimation of the levulose in the blood for that of the tota 
blood sugar. 

The hippuric acid test depends on the fact that in hepatic disease the 
power of the liver to conjugate benzoic and amino-acetic acids to form hippuric 
acid is reduced. The hippuric acid is estimated in the urine. 

In hepatic disease there is also a diminution in the serum choline esterase, 
an enzyme which destroys acetylcholine with the formation of choline and 
acetic acid. The esterase is estimated by measuring the amount of CO, 
liberated when acetylcholine is added to a mixture of the blood serum and 
Ringer’s solution; the bicarbonate of the latter reacts with the acetic acid 
formed to set free CO,. 

In considering the diagnosis of jaundice van den Bergh’s reaction for 
excess of bile-pigment in the blood will be described, and the direct investiga- 
tion of the bile obtained by means of a duodenal tube will be considered in 
connection with disorders of the gall-bladder and bile-ducts. 


JAUNDICE 


Definition.—Jaundice is the condition caused by the presence of bile- 
pigment in the blood, which manifests itself clinically by yellow coloration 
of the conjunctive and skin. 

Etiology and Pathology.—All cases of jaundice may be divided into 
three groups—hemolytic jaundice, hepatic jaundice and obstructive jaundice. 

(a) Hamotytic Jaunpice.—In hemolytic jaundice bilirubin is produced 
in excess from hemoglobin set free in the general circulation by the destruc- 
tion of red cells as a result of abnormal fragility, as in acholuric jaundice, or 
of the presence of hemolytic toxins in the blood. The hemoglobin set free is 
broken down, and bilirubin is formed by the action of the endothelial cells 
of the spleen, and to a less extent the similar endothelial cells of Kupffer, 
which lie along the portal capillaries adjacent to the bile capillaries of the 
liver, and the endothelial cells of other organs. The excess of bile-pigment 
iu the blood is thus formed quite independently of the glandular cells of the 
Iver. 

(6) Hepatic Jaunpicu.—This includes the toxic and infective jaundice 
described under the headings acute and subacute necrosis of the liver (p. 695) 
and infective hepatitis (p. 698) respectively. The jaundice is the result of 
damage to the liver cells which are unable to convey the bile-pigment from 
Kupffer’s endothelial cells into the bile capillaries ; the pigment consequently 
passes to the hepatic vein and thence into the general circulation. 

(c) OsstRUCTIVE JAUNDICE.—In obstructive jaundice bile excreted by 
the hepatic cells is reabsorbed by the hepatic blood capillaries, together 
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perhaps with the lymphatics, owing to the rise in pressure caused by obstruc- 
tion of the bile-ducts. The obstruction may occur (1) within the ducts, 
or it may be due to (2) changes in their walls or (3) pressure from without. 

1. Obstruction within the ducts.—This is almost always due to gall-stones. 
In very rare cases a hydatid cyst has ruptured into a duct, which becomes 
obstructed by a piece of membrane or a daughter cyst, or a round worm 
has entered the common bile-duct from the duodenum. 

2. Obstruction due to changes in the walls of the ducts Congenital oblitera- 
tion of the bile-ducts is a rare cause of icterus neonatorum (p. 688). An 
acquired stricture may result from accidental injury of the common bile- 
duct during operation. Catarrhal jaundice is due to the obstruction produced 
by inflammatory swelling at the mouth of the common bile-duct. Infective 
and suppurative cholangitis also lead to jaundice, but in some cases the 
obstruction to the ducts is associated with changes in the liver cells, which 
are in part responsible for the production of the jaundice. Primary carcinoma 
of the Hepatic and common bile-ducts and biliary papilla give rise to jaundice. 

3. Pressure on the ducts from without.—Malignant tumours of the liver 
and very rarely gummata and hydatid cysts give rise to jaundice by pressing 
on the intrahepatic branches of the bile-ducts; if some of the latter escape, 
bile still passes into the duodenum from other parts of the liver and the 
feeces remain coloured. The tumour may also project into the portal fissure 
and give rise to jaundice with colourless stools by pressing upon the hepatic 
ducts or common bile-duct. 

Enlarged glands in the portal fissure may cause jaundice by pressure 
upon the ducts. The most common cause is primary or secondary cancer 
of the liver, as these glands drain the liver, but not the other abdominal 
viscera or peritoneum ; for the same reason they rarely become tuberculous. 
They are very rarely enlarged in Hodgkin’s disease and never in syphilis. 

Jaundice may occur in cancer of the stomach, even when no secondary 
deposits are present in the liver or in the glands in the portal fissure. This 
is due to the pressure of glands in the neighbourhood of the head of the 
pancreas, or to direct spread of the growth into the lesser omentum, where 
it compresses the common bile-duct and may invade its walls. 

Jaundice is produced by obstruction of the common bile-duct when 
chronic pancreatitis occurs in an individual in whom the duct is embedded 
in the head of the gland. It is generally present in cancer of the head of 
the pancreas, but very rarely with a pancreatic cyst or calculus. 

Symptoms.—Jaundice appear first in the conjunctive and then suc- 
cessively on the face, neck, body and limbs. The mucous membrane of 
the lips and palate becomes yellow very soon after the conjunctive. In 
chronic obstructive jaundice the pigment in the skin becomes dark green. 
In a small proportion of very chronic cases xanthoma develops, but this 
condition is more common without jaundice (p. 1468). The patches consist 
of cholesterol, which the blood in jaundice contains in excess. In chronic 
jaundice there is a tendency for telangiectases to develop over the body and 
face; they may disappear at the same time as the jaundice. Purpura and 
hemorrhage from mucous membranes, especially the nose and gums, may 
occur. 

The urine becomes bile-stained before the conjunctive and skin, the 
interval being sometimes as long as 24 hours, but it generally returns to 
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normal before the yellow colour of the skin has disappeared. The urine may 
be yellow, olive, dark brown or even black. The colour can be distinguished 
from that in urobilinuria, hematuria and melanuria, and that produced by 
rhubarb, senna, santonin and chrysophanic acid by Gmelin’s test for bile- 
pigment. 

When obstruction to the bile-ducts is complete, no bile reaches the 
intestines and urobilin is absent from the urine; when the obstruction is 
incomplete, decomposition of the bile which reaches the intestines may occur 
and urobilinuria results. Bile-salts are only present in the urine for tHe first 
few days. Their disappearance is due to the fact that they are only produced 
in very small quantities, being constantly reabsorbed from the bowel and 
then cereretale when the bile-ducts are obstructed the kidneys rapidly 
excrete all the bile-salts present in the blood. In chronic obstructive jaundice 
bile-stained casts are almost always present in the urine, and less frequently 
albuminuria occurs. The urine often reduces Fehling’s solution owing to 
the presence of glycuronic acid. 

The feces are bulky and often extremely offensive. When the obstruc- 
tion is complete they are clay-coloured, owing partly to the absence of sterco- 
bilin and partly to the presence of excess of fatty acids and soaps which 
require the presence of bile for their complete absorption, and of neutral 
fat if the pancreatic duct is simultaneously obstructed (p. 688). Loss in 
weight results, and the excess of undigested food which reaches the colon is 
likely to cause excessive bacterial decomposition. This may lead to intestinal 
intoxication if the hepatic cells are damaged and their antitoxic action 
impaired. 

The sweat may contain bile, which is also sometimes present in the tears 
and in the milk; but the saliva, cerebro-spinal fluid and mucus of the ali- 
mentary canal are free from bile, although the salivary glands and other 
organs are deeply bile-stained. The sputum in pneumonia and the effusion 
in pleurisy and peritonitis contain bile-pigments. The blood plasma is tinged 
with bile. Coagulation is considerably delayed in obstructive jaundice owing to 
deficiency of prothrombin. This is a result of lack of fat-soluble vitamin K 
(“ Koagulation vitamin ’’), too little of which is absorbed when bile is absent 
from the small intestine. 

In jaundice of recent origin the pulse is slow as a result of the presence 
of bile-salts in the blood. Pruritus occurs in about 20 per cent. of cases, 
especially when the jaundice is deep; it may be very severe and interfere 
with sleep. It is not directly due to the jaundice, as it may occur before 
the jaundice appears and continue after its disappearance; when present 
before the jaundice, it may subside with the onset of the latter, and it has 
also been observed in association with gall-stones when no jaundice was 
present. 

The yellow vision or xanthopsia of jaundiced patients is less marked than 
that caused by santonin, and 1s rarely sufficiently obvious for the patient 
to mention is unless directly asked. 

Diagnosis.—(a) R=ECOGNITION OF JAUNDIOE: VAN DEN BeErcu’s 
Reaction.—Bilirubin is normally present in the blood. Just as the kidneys 
in diabetes do not excrete sugar until the concentration in the blood has 
reached the leakage-point, which is considerably higher than the normal 
concentration, so no bilirubin passes into the urine until the concentration 
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in the blood has risen from the normal of 1 in 250,000 to the leakage-point 
of 1 in 50,000. About the same concentration is required to cause jaundice, 
but the appearance of a trace of bile-pigment in the urine is easier to recognise 
with certainty than the first trace of pigmentation of the skin or conjunctiva. 
Moreover, the pigmentation is somewhat slower to develop, and it remains 
for a time after all pigment has disappeared from the urine. 

Hijmans van den Bergh has shown that excess of bilirubin in the blood 
can be recognised by a colour reaction, now commonly known as van den 
Bergh’s test, which is given by Ehrlich’s diazo reagent. The direct reaction 
may be “ prompt,” the maximum being reached within 30 seconds; it may 
be “delayed” for 1 to 15 minutes or be entirely negative; or it may be 
“biphasic,” giving a slight prompt reaction, followed after a delay by gradual 
deepening of the colour. The indirect reaction, obtained after precipitation 
with alcohol so as to bring the bile into alcoholic solution, is always prompt. 

With van den Bergh’s test it is possible to distinguish two different forms 
of bilirubin. The direct reaction is prompt when the bilirubin is reabsorbed 
into the blood after it has been excreted by the hepatic cells in cases of 
obstructive jaundice, but is negative or delayed when the excess of bilirubin 
is a result of over-production, as in hemolytic jaundice; it is negative, 
delayed or biphasic when the jaundice is due to inability of the hepatic cells 
to excrete it, as in toxic and infective hepatic jaundice. 

By means of van den Bergh’s test it is also possible to recognise latent 
jaundice. Thus the hyperbilirubinemia present in pernicious anemia gives 
a positive indirect reaction, although there is no jaundice except ‘in 
occasional acute hemolytic crises. Excess of bilirubin in the blood at a 
concentration below the leakage-point may also result from a very slight 
degree of biliary obstruction, such as may occur with a stone in the ampulla 
of Vater and in some cases of cirrhosis and of secondary carcinoma of the 
liver ; it is recognised by giving a positive direct van den Bergh’s reaction 
in spite of the absence of jaundice and of bile from the urine. In cases of 
progressive obstructive jaundice a positive direct reaction may be given at a 
stage before jaundice develops and bile appears in the urine, and still longer 
before any change is noticed in the stools. 

(b) DrrFERENTIAL DraGnosis OF THE CAUSE OF JAUNDICE. . 

1. Age, sex and history.—Transient jaundice is common in the newly 
born (p. 688). Obstructive jaundice may result from congenital obliteration 
of the bile-ducts (p. 734) and congenital syphilis (p. 713). Severe jaundice 
in infants may be familial (p. 688). Mild infective jaundice may occur 
sporadically or in epidemics among infants ; it is identical with the catarrhal 
jaundice of older children and adults. Epidemics of very fatal jaundice were 
formerly common in lying-in hospitals; sporadic cases still occur. The 
infection may enter by the umbilicus, which is red and swollen and may 
bleed, or by the alimentary tract ; jaundice appears about the fifth day and 
is accompanied by high fever and severe septic symptoms. Hemorrhage may 
occur from the alimentary tract or kidneys. 

Jaundice occurring in childhood or heroes the age of thirty is generally 
eatarrbal. After thirty gall-stones become a more common cause, especially 
in women, and after faite cancer is the most common cause in both sexes. 
Jaundice developing in pregnancy should raise a suspicion of acute necrosis 
of the liver. en more than one member of a family are affected, an 
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infection, such as spirochetal jaundice, or a toxemia is probably the cause 
in acute cases ; in chronic cases acholuric jaundice should be considered. 

In pu of obscure origin the possibility of a toxic origin should be 
remembered, and inquiries made whether the patient has recently received 
treatment with organic arsenical preparations, atophan, etc. 

2. Colour—In hemolytic anszemia the skin has a characteristic lemon- 
yellow colour, though the conjunctive are unaffected. In acute and sub- 
acute hepatic necrosis, such as the toxic jaundice caused by arsenobenzene, 
the skin assumes a very bright yellow colour, which is quite distinct from 
that of ordinary jaundice caused by obstruction of the bile passages. The 
former is probably produced by the form of bilirubin which gives only an 
indirect van den Bergh reaction, and the latter is produced by the form 
which also gives a positive direct reaction. A dirty yellow or greenish- 
yellow colour occurs only in chronic and more or less complete obstructive 
jaundice. 

3. Course.—Jaundice of short duration is generally catarrhal or due to 
the passage of a gall-stone. Obstructive jaundice, which progresses until it 
becomes extremely deep, suggests cancer or chronic pancreatitis, whilst 
chronic jaundice, which varies from time to time, and intermittent jaundice 
are generally due to a stone in the ampulla of Vater, but may also be due to 
cancer of the ampulla of Vater. 

4. Condition of the gall-bladder —Enlargement of the gall-bladder indicates 
obstruction of the cystic or common, bile-duct, though the former is not 
likely to be associated with jaundice. The enlargement is present in over 
90 per cent. of cases in which obstruction is due to causes other than gall- 
stones, but in only 20 per cent. of cases of calculous obstruction. This 
difference is known as Courvoisier’s law, and is due to the contraction of the 
gall-bladder caused by chronic inflammation in cholelithiasis, in which, 
moreover, the obstruction is often incomplete. 

5. Condition of the liver.—Jaundice associated with great enlargement of 
the liver is generally due to growth if it is irregular, and to chronic obstruction 
of the common bile-duct if the liver is smooth ; the irregular enlargement due 
to syphilis is less extreme, and, like that due to hydatid cysts or an abscess, 
is rarely associated with jaundice. The presence of ascites points to a 
growth or to cirrhosis, but the jaundice is generally more marked in the 
former. 

6. Examination of the stools—The presence or absence of stercobilin in 
the stools shows whether the common bile-duct is incompletely or completely 
obstructed. Slight excess of fatty acid and soap without any striated meat 
fibres or starch occurs in uncomplicated jaundice; excess of neutral fat, 
as well as fatty acid and soap, together with striated meat fibres, points to 
obstruction of the pancreatic duct. Complete absence of both bile and 
pancreatic a from the intestinal contents indicates obstruction of the 
common bile-duct by a growth. Incomplete obstruction of the bile-ducts 
without interference to pancreatic digestion points to gall-stones, catarrhal 
jaundice or chronic pancreatitis. 

7. Pain.—Constant pain suggests growth, attacks of pain gall-stones, 
and absence of pain catarrhal jaundice, acute or subacute necrosis, infective 
hepatitis or chronic pancreatitis; but many exceptions to this general 
statement occur. 
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8. Syphilis —Active signs of syphilis or scars of old lesions indicate 
the possibility of a syphilitic origin, or of poisoning oY an organic arsenical 

reparation which a patient may be having for syphilis without his own 
doctors knowledge. 

Treatment.—The treatment of jaundice is the treatment of the con- 
dition which causes it. The subject, therefore, requires no further con- 
sideration here, except for the pruritus and tendency to hemorrhage, which 
are results of the jaundice itself. Thyroid, 4 gr. three times a day, and 
fractional doses of calomel may give relief to the pruritus, which is also 
helped by a warm alkaline bath, or moistening the irntable parts of the skin 
with 1 in 40 carbolic acid, 1 in 50 ichthammol, or | in 70 solution of menthol 
in spirit. The tendency to hemorrhage can be controlled by the administra- 
tion of vitamin K and bile-salts by mouth. Calcium, which is present in the 
blood in normal amount, is without effect. 


SIMPLE JAUNDICE IN InFaNntTs (IcTERUS NEONATORUM) 


fEtiology.—Simple jaundice occurs in about 50 per cent. of infants, 
especially among the premature. 

Pathology.—The number of red corpuscles is high in the newly born, 
but quickly falls during the first few days of life. The excessive blood 
destruction is associated with an excess of bile-pigment in the blood, as shown 
by van den Bergh’s reaction, which gives a positive indirect but negative 
direct reaction in all new-born infants. The jaundice is therefore hemolytic, 
and when death occurs from some independent cause nothing abnormal is 
found in the liver or bile-ducts. 

Symptoms.—The jaundice generally begins on the second or third day 
of life ; 1t increases in intensity for 2 or 3 days and then gradually diminishes 
until it disappears after 1 or 2 weeks, but occasionally it lasts for a longer 
ee The jaundice begins on the face and spreads over the whole of the 

ody; unlike other forms of jaundice, the conjunctive are affected after 
the skin, and in mild cases they are not stained at all. 

Diagnosis.—lIf the jaundice is slight, its presence can be recognised only 
by pressing the blood out of the cutaneous vessels, when the normal redness 
of the infant disappears and the yellow colour remains. Its short duration 
and the absence of enlargement of the liver and spleen distinguish simple 
icterus neonatorum from congenital obliteration of the bile-ducts, and the 
healthy condition of the infant distinguishes it from the infective forms 
of jaundice. 

Prognosis and Treatment.—Rapid recovery always occurs, and no 
treatment is required. 


FamitiaL Icterus Gravis NEoNATORUM 


The jaundice, which affects successive members of the same family, 
though the first-born often escapes, begins within a few hours of birth. The 
colour rapidly deepens till the skin is deep bronze. The infants are drowsy 
and take the breast badly. The stools are normal in colour. The urine is 
dark and contains urobilin and often bilirubin in excess. The liver and 
spleen are generally enlarged. 
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The quantity of bilirubin in the blood at birth is greater than normal ; 
the blood contains no hemolysin, but the cells show a slight increased 
tendency to hemolysis. 

In fatal cases death generally occurs within a few days and almost 
always within 8 weeks: post mortem nothing abnormal is found. Hampson 
has shown that complete recovery follows the injection of 15 c.c. of the 
mother’s blood serum daily for 3 or 4 days into the infant’s muscles. 


ACHOLURIC JAUNDICE ! 


Synonym.—Chronic Splenomegalic Hemolytic Jaundice. 

fEtiology.—Acholuric jaundice is a familial disease, in which an hereditary 
abnormality of the red corpuscles is transmitted as a Mendelian dominant. 
It may occur in as many as four generations and may be transmitted through 
healthy parents. The abnormality presumably exists from birth, but the 
symptoms of the disease, though sometimes present from early infancy, 
may not manifest themselves till a much later age and may even remain 
in abeyance throughout life. It is often stated that there is a non-hereditary 
form of the disease, the so-called acquired acholuric jaundice, but it is probable 
that the familial nature of the condition could always be demonstrated if a 
sufficiently thorough investigation of the family were made. 

Pathology.—The essential abnormality is an increase in the fragility 
of the red corpuscles, which leads to excessive hemolysis with liberation of 
hemoglobin and the formation of excess of bilirubin, so that jaundice develops 
and thé patient may become anemic. There are no abnormal hemolysins 
in the blood, nor is there any evidence that the hemolysis is dependent on 
over-activity of the spleen. 

Symptoms.—The severity of the disease is extremely variable. There 
may be no symptoms at any time, the condition being recognised only on a 
routine examination of the blood. Most patients have a mild degree of 
jaundice, and give a history either that they have always been jaundiced, 
or that they have always been liable to attacks of jaundice. There is no 
pruritus. Irregularly recurring attacks or “ crises,’’ in which jaundice appears 
or in which an existing jaundice grows deeper, are characteristic of the 
disease. Such crises are usually mild, and apart from the jaundice the patient 
merely notices that he is slightly out of sorts. Occasionally they are more 
serious and are accompanied by the symptoms of an acutely developing 
severe anwmia; there is then often a high temperature with nausea and 
vomiting. Between the crises the jaundice and ansmia may be very slight 
or even disappear ; but in some cases they persist, and the anemia may be 
sufficient to interfere seriously with the patient’s mode of life. It not infre- 
frequently happens that a crisis spas | develops in an adult who Sives 
no history of previous jaundice; in such cases the crises are particularly 
lable to be severe. Crises may follow over-exertion or infection. 

Calcium bilirubinate gall-stones may develop as a result of the chronic 
bilirubinemia. These may give rise to attacks of biliary colic, which may 
be accompanied by an increase in the jaundice, which is quite independent 

1T am indebted to Dr. R. L. Waterfield, Clinical Pathologist to Guy’s Hospital, 
for this articte.—-A. F. H. : 
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of the hemolytic crises, An unexplained complication is chronic ulceration 
. the legs, which may be the chief and sometimes the only symptom of the 
ease. 

Splenomegaly is usually present; though occasionally extreme, it is 
commonly of moderate degree. The spleen may increase in size during a 
crisis, and may be painful and tender. 

The feces are normal in colour, and the urine, though dark as the result 
of the presence of urobilin, contains no bile. 

In normal fully oxygenated blood the red corpuscles show no hemolysis 
in a 0-50 per cent. solution and only slight hemolysis in a 0:45 per cent. 
solution of sodium chloride. In acholuric jaundice the fully oxygenated 
corpuscles show gross hemolysis in a 0:45 per cent. solution and lesser 
degrees of hemolysis in stronger solutions, sometimes even as high as a 
0-80 or 0-85 per cent. solution. The corpuscular diameter is usually dimin- 
ished and often very markedly so, but occasionally it is normal or even above 
normal. But the corpuscles are disproportionately thick, so that the cor- 
puscular volume and colour index instead of being diminished are normal 
or above normal ; they may be higher than in any disease except pernicious 
anemia. This discrepancy between corpuscular volume and colour index 
on the one hand and corpuscular diameter on the other occurs in no other 
disease and immediately distinguishes acholuric jaundice from pernicious 
anemia. In stained films there is gross irregularity in the size of the cor- 
puscles; the small ones tend to be deeply stained, while the large ones are 
feebly stained and often polychromatic. In shape they are of a remarkably 
uniform roundness, and stippled corpuscles are unusually scarce. Yet 
reticulocytes frequently constitute over 10 per cent. of the red corpuscles 
and are sometimes much more numerous. In severe crises large numbers 
of nucleated red corpuscles, mostly normoblasts, may appear. There is 
often a polymorphonuclear leucocytosis, which may reach 40,000 or more 
per c.mm., and among the cells there may be myelocytes and even myelo- 

lasts. As the jaundice is hemolytic the van den Bergh test gives only an 
indirect reaction. Occasionally, however, obstructive jaundice is present 
as well owing to the presence of a pigment stone in the common bile duct ; 
a direct reaction is then present as well. 

Diagnosis.—The diagnosis is suggested by the association of spleno- 
megaly with long-standing jaundice or recurrent attacks of jaundice. It is 
strengthened by a history of jaundice in other members of the family. Its 
confirmation depends on finding increased fragility of the red corpuscles 
and the characteristic blood picture, particularly the discrepancy between 
the corpuscular volume and diameter and the increased fragility. The 
blood picture distinguishes the condition from other hemolytic anewmias, 
from pernicious ansemia, chronic myelogenous leukemia and splenic anemia. 
Chronic ulceration of the legs should always call to mind the possibility that 
the underlying cause may be acholuric jaundice, even in the absence of 
jaundice and splenomegaly. Finally it must be remembered that attacks of 

iliary colic may occasionally be a complication of acholuric jaundice. 

Prognosis.—If in the early stages the symptoms are mild they do not 
generally become more severe at a later period, Even severe crises fd 
end spontaneously. Very rarely the anemia proves fatal, especially when 
severe crises occur in adults who give no previous history of the disease. 
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Treatment.—In mild or latent cases no special treatment is required, 
but patients should avoid undue exertion anid. treat with care any minor 
infection they may contract. When the anemia or other symptoms are 
sufficient to interfere with the patient’s activities splenectomy should be 
performed. At the same time the gall-bladder should be examined for 
calculi and any stones present removed, but there is no indication for 
cholecystectomy. In very severe crises transfusion may be necessary to 
prepare the patient for operation. The effects of splenectomy are dramatic : 
the jaundice and the anemia quickly disappear and the leg ulceration heals. 
The increased fragility persists, though it may be slightly lessened. The 
disproportionate thickness of the corpuscles and the resulting discrepancy 
between the corpuscular volume and the diameter remain, but the reticu- 
locytosis and leucocytosis, which are secondary to the anemia, usually 
disappear. 


CONGESTION OF THE LIVER 


fEtiology.— When the outflow of blood from the hepatic vein is impeded 
as a result of right-sided heart failure, following primary disease of the heart 
or obstructive pulmonary disease, passive congestion of the liver may result. 
It is also produced by thrombosis of the hepatic veins, which is a rare con- 
dition generally secondary to some neighbouring malignant, syphilitic or 
inflammatory disease. 

Pathology.—The sublobular and intralobular veins are dilated. The 
centre of each lobule thus appears as a dark spot, whilst the outer part is 
pale owing to fatty infiltration; the mottled appearance resembles the 
section of a nutmeg and has led to the name “ nutmeg liver.” 

Symptoms.—In addition to the symptoms of the cardiac or pulmonary 
disease, which has led to the right-sided heart failure, special symptoms 
result from the passive congestion of the liver. The capsule of the liver is 
stretched and pain results, especially if the enlargement is rapid. When 
the increase in size is more gradual, there is a feeling of fullness and weight 
in the right hypochondrium. The liver can be felt to extend considerably 
lower than normal, its size varying from time to time according to the condi- 
tion of the heart. It is firm and tender, especially if the congestion is recent 
and acute. Distinct expansile pulsation can sometimes be felt by placing 
one hand in the loin and the other just below the right costal margin; this 
corresponds with ventricular systole if tricuspid regurgitation exists and 
with auricular systole if there is tricuspid stenosis. It must be distinguished 
from the non-expansile pulsation transmitted through the diaphragm from 
the rpm amie et and iabouring right ventricle. 

The congestion of the liver leads in turn to congestion of the organs 
which are drained by the portal vein. Anorexia, discomfort immediately 
after food, flatulent distension of both stomach and intestines from deficient 
absorption of the gas swallowed with the food or produced by fermentation, 
and constipation are commonly present. The combination of slight 
jaundice with cyanosis produces a characteristic dusky green colour of the 
face. The jaundice, is, however, often latent, a positive indirect but negative 
direct van den Bergh reaction being obtained. 

Ascites is common, but is rare in the absence of general oedema, being 
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mainly due to the same causes; it is also in part a direct result of portal 
congestion and sometimes of chronic peritonitis. The spleen is very rarely 
enlarged in spite of the interference with the outflow of blood in the splenic 
vein by the hepatic congestion. 

Diagnosis.—When the heart disease is obvious, the diagnosis is easy. 
Sometimes, however, the most prominent symptoms are due to the conges- 
tion of the liver, and the diagnosis from cirrhosis may be difficult. In 
congestion of the liver the spleen is not enlarged, and the symptoms rapidly 
improve and the liver diminishes in size with rest and cardiac tonics; more- 
over, hsematemesis, though common in cirrhosis, very rarely occurs in 
passive congestion in spite of the congestion of the gastric mucous 
membrane. 

_ A history of alcoholism does not necessarily point to cirrhosis; if the 
heart is failing and there is no valvular disease, the enlargement of the liver 
is probably due to congestion and the heart failure in part to alcoholic poison- 
ing. The diagnosis would be confirmed if the ankle-jerks are lost, as latent 
neuritis is frequently associated with an alcoholic heart and congested liver, 
but rarely with cirrhosis. 

Treatment.—Apart from the treatment of the primary condition the 
local pain and discomfort are rapidly relieved by the application of six leeches 
over the hepatic region. Mild purgation with Epsom salts also helps to 
relieve the portal congestion. 


GLYCOGEN DISEASE (VON GIERKE’S DISEASE)! 


This rare disease, first described by Von Gierke in 1929, is characterised 
by an abnormal deposition of glycogen in the tissues, the liver being the organ 
principally affected. 

fEtiology.—Glycogen disease occurs in both sexes. It is congenital 
and may be familial. The relatively high incidence of cousin-marriages 
amongst the parents of affected patients suggests that the condition may 
possibly be inherited as a Mendelian recessive character. 

Pathology.—Deposition of glycogen in the liver, kidney, heart and other 
ofgans gives rise to distension of the individual cells and gross enlargement 
of the affected organs. The blood glycogen content (principally the Bycogen 
contained in the red cells) is also raised. Whereas glycogen normally di 
appears from the tissues rapidly after death, in glycogen disease it is peculiarly 
stable. Possibly this is due to an abnormal linkage with protein, but more 
probably to a congenital deficiency of a factor acting between the glycogen 
and the glycogen-splitting ferment. Pituitary dysfunction has been suggested 
as the underlying cause. The glycogen of the tissues can only be mobilised 
with difficulty during life, with the result that the fasting blood sugar is low 
and acetonuria occurs. This delayed mobilisation is demonstrated by the 
adrenaline test, the normal rise of blood sugar following the injection of 
adrenaline being absent or delayed. That there is usually some delay in 
g,yeogen storage also is shown by an abnormal glucose tolerance test. The 

lood cholesterol is raised. 


1 I am indebted to Dr. R. W. B. Ellis, Assistant Physician to the Department for 
Children’s Diseases, Guy's Hospital, for this article on Glycogen Disease—A. F. H. 
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Symptoms.—The most striking symptom is lack of growth and develop- 
ment, the older patients often showing well-marked infantilism. The large 
size of the liver causes abdominal distension, but seldom any discomfort. 
Obesity of local or generalised distribution has been described. Occasionally 
convulsions occur, which are probably attributable to the hypoglycemia, 
but may be associated with loos! depositions of glycogen in the brain. Whilst 
some of the patients are of low vitality with poor resistance to infection, 
others suffer very little disturbance of normal health and activity. Ina few 
instances the condition appears to have undergone spontaneous cure. In- 
ee of the heart (cardiomegaha glycogenica) may result in sudden 

eath. 

Diagnosis.—The presence of a large, smooth, non-tender liver, in the 
absence of splenic enlargement, jaundice or other evidence of cirrhosis, wi 
suggest the diagnosis, which is confirmed by the low fasting blood sugar, 
acetonuria and abnormal response to the adrenaline test. 

Treatment.—There is at present no method known by which glycogen 
mobilisation can be restored to normal in this disease. If hypoglycemic 
symptoms occur, the diet should be relatively high in carbohydrates. Injec- 
tions of combined anterior pituitary hormones have been tried, but the results 
have been disappointing. 


INFECTIONS OF THE LIVER 


Infection may be conveyed to the liver by (1) the hepatic artery, (2) the 
portal vein, and (3) the bile ducts. 

(1) Systemic blood infections—Hepatitis forms part of the clinical picture 
of yellow fever and spirochwtosis ictero-hemorrhagica, Infective hepatitis 
may also occur in malaria, in typhoid and paratyphoid fever and simular, 
but non-specific infections, and very rarely in influenza, streptococcal septi- 
ceemia, especially in association with erysipelas, and in lobar pneumonia. 
Acute hepatitis of infective origin may occur sporadically and give rise to 
both small and extensive epidemics (p. 694). 

(2) Portal infections.—Acute, subacute and chronic amebic hepatitis 
(p. 709) and suppurative pylephlebitis (p. 721) result from infection conveyed 
by the portal vein. 

(3) Ascending cholangitts.—Hepatitis may be caused by infection ascending 
the bile ducts when stasis is produced by obstruction to the common bile 
duct. Very acute cases, especially when associated with gall-stones, may 
result in suppurative cholangitis with formation of innumerable minute 
abscesses in the liver. In chronic cases perilobular (or “ biliary ”’) cirrhosis 
18 the final result (p. 698). 


CATARRHAL JAUNDICE 


Two separate conditions are commonly described as catarrhal jaundice, 
both of which may occur in sporadic and epidemic form. The term is correctly 
applied only to the first ; the second is more accurately called acute hepatitis 
(p. 698). 
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fEtiology and Pathology.—Catarrhal jaundice is more common in 
children and young adults than in older people. Single cases are quite 
common, but groups may occur in houses, institutions and villages, but large 
epidemics, such as that which developed in the autumn of 1915 in GajJlipoli, 
are rare. 

The majority of cases diagnosed in England as catarrhal jaundice are 
probably correctly labelled and depend upon obstruction to the flow of bile 
secondary to acute gastro-duodenal catarrh. The obstruction may be caused 
in various ways. (1) The swelling of the mucous membrane of the duodenum 
may itself be sufficient to obstruct the mouth of the common bile-duct. 
(2) The duodenitis is probably often associated with an ascending cholangitis ; 
the swollen mucous membrane of the mouth of the duct where it is surrounded 
by Oddi’s sphincter must increase the obstruction. (3) In most of the 
recorded autopsies the mouth of the common bile-duct was found to be 
obstructed by a plug of mucus and o aes debris. (4) The inflammation 
of the duodenum and terminal part of the common bile-duct would be likely 
to cause achalasia and in more severe cases spasm of Oddi’s sphincter and 
so add a functional element to the organic obstruction already present. 

Catarrhal jaundice is so rarely fatal that the number of recorded autopsies 
is very small. The following post-mortem report from the case of a girl of 
19, who died from an accidental injury at the height of an attack, is typical 
of the small number on record. The mucous membrane of the stomach 
and duodenum was swollen and showed submucous ecchymoses, and the 
papilla of Vater was unusually prominent; there was no bile pigment in 
the duodenal contents, but the common bile-duct, hepatic ducts and gall- 
bladder were moderately dilated and contained dark, sticky bile; the mouth 
of the common bile-duct was completely obstructed as a result of inflam- 
matory swelling of its wall with overgrowth of lymphoid tissue, and no bile 
passed into the duodenum on compressing the gall-bladder ; the liver and 
pancreas were macroscopically and microscopically normal (Eppinger). 

The liver is affected only in the comparatively rare cases, in which the 
jaundice persists for a considerable period, when the usual degenerative 
changes which follow obstruction to the flow of bile gradually develop. 

Symptoms.—The clinical picture of true catarrhal jaundice shows remark- 
ably few variations, and is exactly what might be expected with the patho- 
genesis just described. The initial symptoms are those of acute gastritis. 
The patient complains of epigastric discomfort, which rarely amounts to 
pain, with anorexia and nausea. Pressure in the epigastrium produces 
acute discomfort. If the patient attempts to eat he is generally sick. 
Diarrhoea may occur. He feels ill and his temperature is raised. In two 
or three days improvement sets in, but just when he thinks he has almost 
recovered his urine becomes dark, his stools pale, and his conjunctive: and 
subsequently his skin becomes jaundiced. His temperature falls, and by 
the time the jaundice has fully developed he feels nerently well, except that 
he is still likely to be nauseated or to vomit if he eats fatty food, especially 
if he does not remain in bed. At this stage examination shows chat the 
epigastric tenderness had disappeared, but that the liver is a little enlarged 
and slightly tender. The gall-bladder may be palpable—an important sign 
that the jaundice is obstructive and not of hepatic origin, and in severe 
cases the spleen is slightly enlarged. The jaundice generally begins to fade 


ACUTE AND SUBACUTE HEPATIC NECROSIS 695 


within a week, and by the end of a fortnight all symptoms and signs have 
disappeared. In epidemics mild cases occur in which no jaundice follows 
the initial symptoms caused by the acute gastro-duodenitis. 

In the majority of cases the levulose test shows no hepatic insufficiency. 
When, however, recovery is delayed, secondary hepatic degeneration occurs 
and the levulose test may show a moderate degree of insufficiency. In the 
early stages the material obtained through a duodenal tube contains excess 
of mucus and cells, but no flow of bile follows the injection of magnesium 
sulphate. As the jaundice decreases bile is obtained, and for a short time 
it contains leucocytes, epithelial cells and pigment granules. 

Diagnosis.—When jaundice, unaccompanied by pain and with very 
slight constitutional symptoms, develops in a patient with mild gastric 
symptoms of a few days: duration, catarrhal jaundice is the probable diagnosis. 
When the symptoms do not abate with the onset of jaundice and much con- 
stitutional disturbance is present, especially if the spleen is enlarged, the 
possibility of acute infective hepatitis, including spirochetosis ictero-hemor- 
rhagica, requires consideration. When the initial gastric symptoms are absent 
and the jaundice persists for more than a fortnight, peat Cnet es can be 
aeluded: When pain of any severity occurs, especially after the onset of 
jaundice, and when the gall-bladder is tender, fever persists or the jaundice 
recurs, gall-stones are probably present. 

Treatment.—The patient should be kept in bed on a plain diet containing 
as little fat as possible, and his bowels should be opened daily with Epsom 
salts, which at the same time promote biliary drainage. He should not be 
allowed to get up until the jaundice is beginning to disappear. 


ACUTE AND SUBACUTE HEPATIC NECROSIS 


Etiology.—Hepatic necrosis may be caused by a large variety of intrinsic 
and extrinsic toxins, of which the following are the most important. 

(a) Intrinsic toxins.—i. An unknown toxin which may develop in the 
later months of pregnancy, causing the toxic Jaundice of pregnancy. 

i. An unknown intrinsic toxin is probably the cause of the rare cases of 
acute necrosis in which no extrinsic cause can be found. 

(b) Extrinsic toxins.—1. Acute alcoholic poisoning. 

i. Delayed chloroform poisoning. This is probably the cause of most 
cases of death a few days after childbirth in the absence of sepsis, but an 
overdose during prolonged labour is much less common than it was twenty- 
five years ago. I know two anesthetists who developed a mild form of toxic 
jaundice as a result of inhaling chloroform in small doses day after day. 

iii. Delayed bromethol (avertin) poisoning. Bromethol is dangerous only 
if the liver is already damaged. 1 know of several cases in which death 
occurred a few days after an operation on a jaundiced patient from what was 
described as ‘‘ shock,”’ but which was, I believe, really the result of delayed 
avertin poisoning. 

iv. Carbon tetrachloride used in treatment of ancylostomiasis. 

v. Trinitrotoluene and tetrachlorethane, which caused an epidemic of 
jaundice in munition and aeroplane workers respectively during the War of 
1914-1918 (pp. 385 and 389). 
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vi. Arsenic: (i) acute in arseniuretted hydrogen poisoning ; (ii) subacute 
in poisoning with arsphenamine preparations used in the treatment of syphilis 
(p. 212). 

vii. Phosphorus poisoning. 

viii. Gold poisoning, a rare result of chrysotherapy for tuberculosis, skin 
disease and arthritis. It occurred in 8 per cent. of 1500 patients who were 
given gold for arthritis. 

ix. Cinchophen (agotan, quinophan, atophan) ; acetanilide. 

x. Mushroom poisoning (p. 390). 

Pathology.—Acute and subacute hepatic necrosis are caused by severe 
poisoning of the liver cells, the intracellular ferments of which are set free 
and produce autolysis. If necrosis is very extensive, death ensues within a 
few days (acute necrosis). The old name of acute yellow atrophy of the liver 
is unsuitable, as the pathological change is necrosis and not atrophy. Ifa 
certain amount of liver tissue withstands the toxic onslaught, the patient 
may survive for some weeks or months, and at autopsy the destroyed liver 
is found to have become replaced by cellular fibroblastic tissue, the sur- 
viving islets of parenchyma being in a state of active proliferation. This 
is the stage of subacute necrosis. Finally some cases survive for many months 
or years, as the regenerated liver tissue compensates more or less adequately 
for what has been destroyed. When death occurs in such cases from some 
intercurrent disease, the liver presents the appearance known as multiple 
nodular hyperplasia, with numerous rounded nodules of regenerated function- 
ing liver tissue separated by broad tracts of post-necrotic fibrosis. The 
stomach, duodenum and bile channels up to the smallest canaliculi are 
completely normal. 


Acute Hepatic NEcRosI8 
(AcuTE YELLOW ATROPHY OF THE LivER; IcTrERUS GRAVIS) 


Acute hepatic necrosis is a very rare and very fatal disease apart from 
the cases in which necrosis is the result of an extrinsic poison. It may occur 
at any age, but chiefly between 20 and 30. In adults females are affected 
twice as often as males owing to the fact that pregnancy is one of the chief 
exciting causes, but the proportion is reversed in childhood. 

Symptoms.—In the first stage jaundice is present with fever, malaise, 
vomiting, constipation and muscular pains. In about a third of the cases 
the patient suffers from general malaise for some time before the jaundice 
appears, and in rare instances jaundice is absent throughout. This first 
stage generally lasts for 5 or 6 days. 

The second stage, that of hepatic failure, begins suddenly with drowsi- 
ness, headache, photophobia, restlessness and delirium with characteristic 
maniacal shrieking and wailing. Muscular twitching and occasionally general 
convulsions follow, and the patient may become violent. Transient squint 
is sometimes present, the pupils are generally dilated, and there is often an 
extensor plantar reflex. Retraction of the head may be present, and a lumbar 
puncture may be required to diagnose the condition from meningitis. Severe 
vomiting occurs, and the vomited material may contain altered blood. The 
tongue is dry and tremulous. The pulse becomes rapid and feeble, but the 
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temperature 1s generally subnormal, though it often rises just before death. 
An erythematous rash is sometimes present, Purpura is common, and 
hemorrhage may also occur from the gums, nose, kidneys, uterus and 
alimentary canal, and in the retine. Coma finally develops with Cheyne- 
Stokes respiration and incontinence of urine and feces, the whole of the 
second stage lasting less than a week and often only 8 or 4 days. 

The liver is often enlarged and tender in the first stage, but at the onset 
of severe symptoms it rapidly diminishes in size, until the hepatic dullness 
disappears owing to the atrophied and flabby liver falling back and allowing 
the intestines to pass between it and the abdominal wall. The spleen is 
sometimes enlarged. Ascites is rarely detected during life, though it may 
be found after death. 

There is no anzemia, but moderate leucocytosis. 

The urine contains bile and albumin, and casts are often present. There 
is no glycosuria. The percentage of nitrogen excreted as ammonia increases 
from the normal of about 5 to 20 owing to the acidosis, which causes ammonia 
to be fixed by organic acids before there is time for it to be converted into 
urea. Rounded discs of leucin and needle-shaped crystals of tyrosin derived 
from autolysis of the liver cells may be deposited in the urine when it cools, 
but they are sometimes found only after concentration and may be absent 
altogether, though they are subsequently discovered in the liver. They are 
also occasionally john in the urine in typhoid fever, erysipelas, small-pox 
and leukeemia, so that their presence is not pathognomonic of acute necrosis 
of the liver. 

Diagnosis.—The diagnosis depends upon the occurrence of severe general 
symptoms and diminution in the liver dullness in association with jaundice. 


SuspacuTte Hepatic NEcrosis 


The toxic jaundice following arsphenamine poisoning, the symptoms of 
which are described on p. 212, may be ogarded as typical of the subacute 
hepatic necrosis caused by other known and unknown poisons. They do 
not, therefore, call for separate description here. 


TREATMENT OF ACUTE AND SuBacuTE Hepatic NECROSIS 


The patient should be given a lacto-vegetarian diet with abundant fluids, 
Half a pound of dextrose, dissolved in 15 ounces of lemonade, should be given 
as three 5-ounce drinks per diem, and if Seu follows, but not otherwise, 
5 units of insulin should be injected half an hour before each drink. In 
order to promote biliary drainage and the excretion of the products of the 
hepatic necrosis, sufficient Epsom salts should be taken each morning to 
keep the bowels well opened. With the same object in view, a tablespoonful 
of olive oil should be given three times a day before meals. 

If vomiting occurs or the patient is too drowsy to take sufficient fluid, 
salt solution should be given continuously into a vein by the drip method ; 
in addition 500 c.c. of 10 per cent. dextrose solution should also be given 
intravenously, 15 units of insulin being injected subcutaneously at the 
same time. | 
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ACUTE INFECTIVE HEPATITIS 


Widespread epidemics of a non-spirochetal acute hepatitis occurred in 
Sweden in 1926 and 1927, and small epidemics of a mild character are common 
in Great Britain, where they are generally confused with true catarrhal 
jaundice. The condition is infective and probably caused by a virus, which 
is transmissible from man to swine and swine to swine. 

It is clinically indistinguishable from the infective hepatitis which is a 
very rare complication of typhoid and paratyphoid fever and of influenza; in 
the former it generally appears about the third week and in the latter towards 
the end of the first week. 

Symptoms and Diagnosis.—In most cases there are no pre-icteric 
symptoms of any kind, in contrast with the indigestion which constantly 
precedes the onset of catarrhal jaundice. The patient first notices that his 
urine is becoming dark, then that his stools are pale, and finally that he is 
jaundiced. The onset of jaundice is accompanied by symptoms of general 
toxeemia—anorexia, headache and weakness, and occasionally vomiting and 
diarrhoea. The temperature is generally slightly raised. There is no epi- 
gastric tenderness, but the liver is tender and slightly enlarged, and the spleen 
is often palpable. The jaundice is generally less deep than in catarrhal 
jaundice, and bile is always present in the stools. The jaundice lasts anything 
between a week and 2 or 3 months, the average duration being greater than 
in true catarrhal jaundice. Instead of the rapid complete recovery which 
is characteristic of the latter, convalescence is often prolonged and the 
patient may become very weak and emaciated. In rare cases the jaundice 
persists and the patient becomes increasingly toxic, dying eventually with 
all the symptoms of acute hepatic necrosis. 

From the onset the lsvulose test shows the presence of well-marked 
hepatic insufficiency. This is occasionally present many years after clinically 
complete recovery, whereas true catarrhal jaundice leaves the liver quite 
undamaged. 

When the infective jaundice is secondary to some acute infection the 
primary illness runs its usual course, but instead of a normal convalescence 
after the former subsides, the above symptoms develop. The temperature 
is generally normal and the illness is mild in type, but the jaundice may last 
for several weeks. Symptoms of hepatic insufficiency rarely develop and 
complete recovery is the rule. 


CIRRHOSIS OF THE LIVER 


Cirrhosis of the liver is a condition in which the liver hardens as a result 
of the development of new fibrous tissue. Three entirely distinct forms 
occur. 

(1) Pericellular cirrhosis.—This is invariably the result of congenital 
syphilis (p. 712). 

(2) Pertlobular cirrhosis.—This is the late result of the chronic hepatitis 
caused by ascending infection of the bile ducts (cholangitis), and is therefore 
also known as ihary cirrhosis. It is always associated with jaundice, It is 
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generally the result of infection following chronic obstruction of the common 
bile duct by a gall-stone, cicatricial stenosis (resulting from an injury during 
cholecystectomy), chronic pancreatitis, or carcinoma of the head of the 
pancreas, the common bile duct or ampulla of Vater. Cellular infiltration 
and new fibrous tissue form around the bile ducts and between the lobules 
of the liver with the final production of perilobular cirrhosis. 

In these conditions the enlargement and hardness of the liver and the 
jaundice, which are primarily the result of retention of bile in the intra- 
hepatic ducts caused by obstruction to their outflow into the duodenum, 
may also be caused by the secondary perilobular cirrhosis. Consequently, 
if the obstruction is eventually relieved, the liver remains hard and large 
and the jaundice does not disappear. A measure of the degenerative changes 
in the liver can be obtained from the levulose test, which shows no hepatic 
insufficiency at the onset of obstruction but a slowly increasing insufficiency 
if the obstruction is not overcome. In the more acute cases changes similar 
A of subacute hepatic necrosis occur and death may ensue from hepatic 
ailure. 

A condition has been described as Hanot’s biliary cirrhosis, which is said 
to affect children and young adults, often several members of a family, and 
to be characterised by enlargement of the liver and spleen, with chronic 
jaundice and febrile attacks, but rarely ascites. I have never seen a case 
which answered to this description, and I am exceedingly doubtful whether 
such a clinical entity exists. Even in France, where it was first described, 
it is now said to be exceedingly rare. The term has probably been used to 
include the biliary cirrhosis described above and also cases of splenic anemia 
with cirrhosis and of acholuric jaundice. 


ALCOHOLIC HEPATITIS 
A. Pre-Cirrgotic ALtconoiic HEPATITIS 


Definition.—In the early stages of chronic alcoholic poisoning of the 
liver complete or almost complete recovery may take place if the patient 
becomes teetotal. Not only do the symptoms disappear, but the liver 
becomes smaller and softer, and the levulose test, which originally showed 
gross hepatic insufficiency, shows little or no abnormality and a positive 
van den Bergh reaction may become negative. Though there is no patho- 
logical evidence as to the exact condition of the liver before and after treat- 
ment, it is clear that actual cirrhosis cannot have taken place. It 1s there- 
fore reasonable to regard the condition as pre-cirrhotic and to call it alcoholic 
hepatitis. 

Etiology.— Whereas the fully developed picture of cirrhosis of the liver 
has become rare since the War of 1914-1918, alcoholic hepatitis has become 
increasingly common, especially among the well-to-do. Whilst the poor 
man’s beer is more expensive and weaker than it was before 1914, many 
people celebrate their newly acquired wealth by excessive indulgence in 
cocktails, champagne and whisky. Some have been drinking in obvious 
excess, though choy may never get drunk, but with others it is the concentra- 
tion of the alcohol and the fact that it is drunk when the stomach is empty 
rather than the total quantity consumed which are mainly responsible for 
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the damage done to the liver. Consequently alcoholic hepatitis is not at all 
uncommon among young adults of both sexes, though fully developed cirr- 
hosis is now, 88 it has always been, rare before middle age. In older patients 
a sedentary life is an important predisposing factor. 

The condition has iene been recognised as common among Europeans 
living in tropical countries, where the consumption of highly spiced food 
and. copeatad attacks of malaria, together sometimes with amosbiasis and 
enteric fever, are additional factors. 

Symptoms.—A feeling of discomfort, rarely amounting to actual pain, 
is felt in the region of the liver. Symptoms of alcoholic gastritis, especially 
morning anorexia and nausea, are often present with hypochlorhydria or 
achlorhydria and excess of mucus in every fraction of a test-meal. The 

tient’s complexion is sallow, and there is sometimes a slight degree of 
jaundice. The liver is hard, moderately enlarged and tender, and the spleen 
caf be just palpable. The patient says he is “liverish”’; he is irritable 
and depressed, and complains of a feeling of general unfitness, headache 
and drowsiness. Intestinal flatulence may occur as a result of deficient 
absorption of gas secondary to slight portal obstruction, which may also 
cause occult blood to appear in the stools, though actual hematemesis and 
melena are rare. 

Periods of comparative well-being may alternate with acute exacerba- 
tions or “‘ liver attacks,” which are generally caused by increased alcoholic 
excess and to a less extent by over-eating, and sometimes by exposure to 
cold. During such an attack the liver becomes larger and more tender, and 
the stretching of the capsule may cause acute pain. In rare cases hema- 
temesis occurs. With suitable treatment an attack generally subsides within 
a fortnight, and even in severe cases a month or six weeks is generally 
sufficient to restore the patient to good health. If he becomes teetotal 
complete recovery may occur; otherwise cirrhosis will eventually develop. 

Ascites never occurs in the pre-cirrhotic stage. 

Treatment.—The patient should be kept in bed on a dict of citrated 
milk until all the symptoms have disappeared and the liver is no longer 
tender. If gastritis is present, the stomach should be washed out every 
morning (p. 586). The diet can then be gradually increased, but the patient 
should continue on the diet described on p. 706 for several months. It is 
essential that he should become completely teetotal and should remain so 
for the rest of his life. It should be pointed out to him that his liver has 
become abnormally vulnerable, and that even a small quantity of alcohol 
is a poison for him. He should be warned of the danger of cirrhosis if he 
does not follow the advice given him. It is remarkable how easily the 
majority of such patients can become teetotal; fortunately they have none 
of the craving for alcohol experienced by dipsomaniacs, but only take it 
because they like it or for the sake of conviviality. 


B. Crrregosis oF THE LIVER 


Synonyms.—Portal or Multilobular Cirrhosis ; Laennec’s Cirrhosis. 

Definition.—The portal or multilobular form of cirrhosis of the liver is 
so much the most common that it is generally described shortly as cirrhosis 
of the liver. It is a disease in which degeneration of the hepatic cells occurs 
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in association with fibrosis spreading from the portal spaces to enclose various 
numbers of lobules. 

fEtiology.—Cirrhosis of the liver is generally fatal about the age of fifty, 
but a distinct group of cases occurs in childhood. It is three times more 
common in men than in women, but only slightly more so in boys than in 
girls. Cirrhosis is in very rare instances familial, presumably as a result of 
an inborn defect of the liver cells which renders them abnormally vulnerable 
to toxins and liable to premature degeneration ; this may then be associated 
with chronic lenticular degeneration (Wilson’s disease). It is more common 
in individuals who follow a sedentary occupation than in those who lead an 
active life, and among the poor than the well-to-do, though since the War 
of 1914~1918 it has become less common among the former and more common 
among the latter. 

A oy large majority of patients with cirrhosis of the liver have indulged 
excessively in alcohol; it is three times more common among people con- 
nected with the liquor trade than among the general public. Any condition, 
such as syphilis, amoebiasis and malaria, which can damage the liver pre- 
disposes to the development of alcoholic cirrhosis. Cases occur, however, 
especially in India, Egypt, and Dutch East Indies, and in children, in which 
alcoholic excess can be excluded with certainty. Thus cirrhosis is not 
infrequent among Brahmins, the majority of whom indulge in large quantities 
of ginger, cardamoms, red pepper and other spices, but never touch alcohol. 
I have seen a typical case with severe ascites in a lady of thirty, who was 
teetotal, had never suffered from malaria, and had always taken an ordinary 
diet. The multilobular cirrhosis which develops as a complication of splenic 
angmia as the result of the action of a poison produced in the spleen is almost 
indistinguishable pathologically from that associated with chronic alcoholism. 

Pathology.—Cirrhosis very rarely develops experimentally in animals 
as a result of chronic alcoholic poisoning, although fatty changes and occa- 
sionally necrosis with a slight degree of small-celled infiltration may be 
produced. It occurs in less than 3 per cent. of drunkards dying from the 
effect of alcoholism, and its geographical distribution does not correspond 
with that of chronic alcoholism, cirrhosis being rare, for example, in Scotland 
and Ireland; and when excessive indulgence in alcohol leads to nervous or 
cardiac symptoms, cirrhosis of the liver is rare. It is probable, therefore, 
that alcohol produces cirrhosis of the liver indirectly by leading to gastro- 
enteritis ; the poisons produced in the alimentary canal are absorbed and 
pass to the liver. As ordinary gastro-enteritis does not lead to cirrhosis, an 
additional factor must be present. This is probably the direct poisonous 
action of alcohol and occasionally of other toxins, such as that of malaria, 
on the liver cells, which thus become more liable to injury by gastro-intestinal 
toxemia. 

Cirrhosis of the liver may result from the action of poisons which reach 
it from the spleen. This is the cause of the cirrhosis of splenic ansmia, as 
the liver does not become affected if the spleen is removed at a sufficiently 
early stage. Ina typical early case under my oare a fragment of liver removed 
when splenectomy was saan showed no pathological rey ha 

It is probable that the poisons which cause cirrhosis of the liver lead both 
to degeneration of the hepatic cells and to irritative hyperplasia of the oon- 
nective tissue; the degeneration of the hepatic cella is increased by the 
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connective-tissue hyperplasia, which in turn is exaggerated by replacement 
fibrosis following atrophy of the hepatic cells. 

The size of the liver varies greatly ; it may be much smaller or much 
larger than normal. The large liver is due to compensatory hyperplasia of 
the liver cells and to a less extent to fatty degeneration. 

The surface of the liver is irregular. The projections may be as small 
as those of a granular kidney, but more frequently they give rise to a hob- 
nailed appearance. . 

The shee iann to the intrahepatic branches of the portal vein produces 
@ Tise in pressure in its tributaries ; this results in dilatation of the collateral 
circulation which normally exists between the portal and general venous 
systems. This compensatory circulation is carried out by the following 
groups of vessels. 

1. An anastomosis may develop within the liver between the branches 
of the portal vein and the intralobular veins. Large branches pass from the 
liver and its capsule to the phrenic and intercostal veins, where the liver and 
diaphragm are uncovered by peritoneum. Occasionally a single large vein 
passes from the liver in the faleiform ligament by the side of the obliterated 
umbilical vein to join the veins of the abdominal wall at the umbilicus ; the 
subcutaneous veins around and above the umbilicus are consequently dilated, 
and a large bunch of dilated veins may form at the umbilicus. 

2. The gastric veins anastomose with the csophageal veins, which open 
into the azygos veins; the veins in the lower end of the cesophagus may 
become greatly dilated. 

3. The inferior mesenteric vein communicates through the superior and 
middle hemorrhoidal veins with the inferior hemorrhoidal vein, which is a 
branch of the internal iliac vein; this might be expected to give rise to 
hemorrhoids, but they are hardly more common among patients with 
cirrhosis than in individuals with healthy livers. 

4. The veins of Retzius unite the radicles of the portal veins in the 
intestines and peritoneum with the inferior vena cava and its branches. 
These include the retro-peritoneal veins, which are often greatly enlarged, 
especially in the neighbourhood of the kidneys. 

Symptoms.—About 50 per cent. of patients with cirrhosis of the liver 
die from some intercurrent disease or accident. Such cases are generally 
described as latent; but in the majority symptoms due to the condition 
were probably present before death, and the fatal result of the intercurrent 
disease or accident was often due to the diminished power of resistance to 
toxemia which results from cirrhosis. In some cases, however, the disease 
may be genuinely latent, owing to compensatory hyperplasia of the liver cells 
and to the development of an efficient collateral circulation between branches 
of the portal vein and systemic veins. 

In a large majority of cases the symptoms caused by cirrhosis are pre- 
ceded by those of pre-cirrhotic hepatitis, which have already been described 
(p. 700), and alcoholic cesophagitis and gastritis have generally been present 
for many years. The patient habitually wakes in the morning with a feeling of 
nausea and no desire for breakfast ; violent retching often occurs, and he then 
vomits a small quantity of alkaline watery fluid, after which some bile-stained 
mucus may be Lae A sense of uncomfortable fullness is also felt in the 
epigastrium after other meals, and the nausea and vomiting may recur. The 
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appetite is poor, and there is a special repugnance for meat. When cirrhosis 
develops, the symptoms due to catarrh are exaggerated by the congestion of 
the gastric and intestinal mucous membrane caused by portal obstruction ; 
this leads to the secretion of still more mucus, and by preventing absorption 
of gas leads to flatulence, which aggravates the feeling of distension already 
present. Flatulence is a constant early symptom and is the earliest sign of 
portal congestion ; it is “ le vent avant la pluie.” 

The complexion is generally sallow and bloated with dilated capillary or 
arterial angiomata, especially over the nose and cheeks. In the later stages 
the face is drawn, the cheeks and eyes are sunken, and the conjunctive are 
congested and often slightly tinged with bile. The skin of the body is dry 
and inelastic ; numerous spider angiomata appear on the face, neck and 
back as the disease progresses, and red or purple areas of skin may be pro- 
duced by the uniform distension of small venules. Purpura and various forms 
of erythema may occur. 

The tongue is flabby and furred, the gums readily bleed, and pharyngitis 
is common owing to chronic irritation by alcohol. The breath is often 
offensive as a result of oral sepsis. 

The patient is generally constipated, but attacks of diarrhoea may occur, 
especially during the last few weeks of life. 

In a large proportion of cases the liver is enlarged. Its lower border 
can generally be felt below the costal margin in the right nipple line; but 
ascites and occasionally flatulent distension of the intestines or obesity may 
render it impalpable. It is always very hard; its edge can consequently 
often be felt even when it is not enlarged. In rare cases an enlarged liver’ 
can be observed to shrink as the disease progresses until it ceases to be palpable, 
and after death it may be found to be considerably smaller than normal. 
The irregular surface of the liver can occasionally be recognised by palpation, 
The liver is insensitive in contrast with its tenderness in pre-cirrhotic alcoholic 
hepatitis. 

Discomfort 1s often felt in the right hypochondrium, but pain only occurs 
if the disease is complicated by an attack of perihepatitis. 

In about 35 per cent. of cases jaundice occurs. It is generally slight and 
is often transient. In the absence of jaundice van den Bergh’s test may 
give a positive indirect reaction with a delayed or biphasic direct reaction. 

In 80 per cent. of cases the spleen is enlarged. Owing to its hardness 
it is easily felt unless it is obscured by ascites or intestinal flatulence. Dis- 
comfort or pain may result from stretching of the capsule if rapid enlargement 
occurs ; more frequently it is due to perisplenitis. When both the liver and 
spleen are much enlarged, the left lobe of the former may overlap the latter. 

Hematemesis occurs in about 25 per cent. of cases. It is generally an 
early symptom, and is often the first indication of the presence of serious 
disease, though it 1s ely preceded Y symptoms of gastritis. It is 
uncommon after ascites has developed. The hematemesis generally takes 
the form of a single large hemorrhage ; but sometimes a smaller quantity 
is vomited during the next few days. It is generally repeated only after a 
considerable interval. The blood collects slowly in the stomach and often 
passes into the intestine, causing melena without hematemesis. When a 
considerable quantity has collected in the stomach, the distension causes it 
to be Sonia ; small quantities are not brought up unless vomiting occurs 
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from some independent cause. The blood collects more slowly than in gastric 
ulcer and is therefore generally more clotted and darker, as there is more 
time for digestion to occur ; for the same reason fainting occurs less frequently. 
Death from hematemesis is very unusual in cirrhosis and accounts for less 
than 5 per cent. of the mortality. 

In the majority of cases the hemorrhage is a result of rupture of varicose 
cesophageal veins in the lowest 3 inches of the SOP nee ne, when they can be 
easily demonstrated with the X-rays. The bl runs into the stomach, 
though in severe cases it may well up directly from the cesophagus. Hemor- 
rhage may also occur from minute erosions secondary to acute gastritis, some- 
times associated with varicose veins, The erosions are very difficult to 
discover post mortem, and possibly in some cases there is no actual loss of 
surface, the hamorrhage corresponding with the bleeding which occurs from 
other mucous membranes as a result of the toxemia. In very rare cases 
meleena may result from thrombosis of the portal vein or one of its branches 
(ode p. 721). | 

Epistaxis is common. The hemorrhage generally comes from a point 
on the anterior part of the septum. In the late stages oozing from the nose 
may occur, as well as from the gums, lungs, kidneys and uterus, as a result of 
the toxemia caused by hepatic insufficiency, and small hemorrhages often 
occur under the skin. Hemoptysis, however, is generally due to the cirrhosis 
being associated with pulmonary tuberculosis. 

Ascites is present in most cases of cirrhosis which run their full course ; 
it is a late symptom in uncomplicated cases, and is often absent if the patient 
dies from some independent cause or from hamatemesis at a comparatively 
early stage. The onset is generally gradual, but it occasionally develops 
suddenly after a blow on the abdomen, a chill or an acute infection; it is 
also acute in portal thrombosis. It sometimes disappears spontaneously 
shortly before death. It is a result of portal congestion, as the intrahepatic 
branches of the portal vein are compressed, some being completely obliterated ; 
occasionally others are thrombosed, and in rare cases thrombosis of the fae 
vein itself occurs. This is not the sole cause of ascites, as the fluid may 
collect with extreme rapidity instead of part passu with the changes in the 
liver, and it is often absent when the portal pressure is high as shown by the 
occurrence of hematemesis. In many cases it is secondary to chronic 
peritonitis. 

The ascitic fluid is clear and sometimes slightly bile-stained. Its reaction 
is alkaline, its specific gravity between 1008 and 1015, and a large proportion 
of the cells it contains are endothelial. When the ascites is due to chronic 
peritonitis the specific gravity is greater than 1015, more albumin is present, 
flakes of fibrin may form on standing and polymorphonuclear cells are found. 
When 50 per cent. or more of the cells are Tymipanoytess tuberculous peri- 
tonitis is probably present. In rare cases the ascites is chylous or chyliform ; 
still more rarely it is hemorrhagic. 

(Edema of the ankles is frequent, but it is rarely very marked, though 
occasionally it speads up the legs to the abdomen and back. It often 
develops before or at the same time as the ascites, in which case it must be 
toxic in origin, but most frequently it follows it and is caused by pressure 
of the ascitic fluid on the inferior vena cava and the abdominal lymphatics ; 
it rapidly diminishes when the abdomen is tapped, 
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Muscular weakness and loss of energy may be the earliest symptoms : 
they are constant in the latc stages. The muscles are flabby and atrophied, 
and marked wasting of the whole body occurs. 

The rise in intra-abdominal tension caused by flatulent dyspepsia and 
later by ascites is frequently followed by the development of hernias. 

The urine is diminished in quantity and the specific gravity is high. 
It is very acid and high coloured, and a large deposit of urates generally 
forms on standing. It contains excess of urobilin, but even when slight 
jaundice is present bile-pigment is often absent. In the late stages the 
percentage of nitrogen excreted as ammonia increases at the expense of urea ; 
this is due to ammonia being required to unite with the excess of organic 
acids present, and not to inability of the liver to form urea, as ammonia 
given by the mouth is still excreted as urea. In the last days of life leucin 
and tyrosin are sometimes found. 

Albuminuria is occasionally present as a result of the hepatic toxemia, 
nephritis, or congestion of the kidneys from heart failure. Glycosuria is rare, 
as the glycogenic function of the liver is maintained to a certain extent even in 
advanced cases, but the lsvulose test for hepatic efficiency generally shows 
considerably impairment throughout the course of the disease, though owing 
to compensating hyperplasia this is often less than might be expected. 

The blood is generally normal, except when severe hamorrhages have led 
to secondary anemia. I have seen two cases in which the achlorhydric 
gastritis caused by chronic irritation of the stomach by alcohol led to the 
development of typical pernicious anzmia in patients with cirrhosis. 

The temperature is often raised in rapidly progressing cases apart from 
complications such as tuberculosis and infective endocarditis. 

n the late stages of cirrhosis the toxemia which results from hepatic 
insufficiency gives rise to restlessness, irritability, muttering delirium, and 
finally to coma. 

Nervous symptoms may also be present as a direct result of chronic 
alcoholism. Delirium tremens may follow a drinking bout and occasionally 
hematemesis ; slight mental disturbance and muscular tremor are not 
uncommon, but neuritis is a rare complication. 

Active tuberculous disease is found more frequently in patients dying 
with cirrhogis of the liver than with other diseases. This is probably due to 
the diminished resistance to tuberculous infection caused by chronic 
alcoholism. The lungs are most often affected, phthisis being the cause of 
death in 15 per cent. of cases of cirrhosis, and tuberculous pleurisy is not 
uncommon. Hither the cirrhosis or the phthisis may be completely latent 
and remain undiscovered until death. 

Tuberculous peritonitis is found in 10 per cent. of cases ; the accompany- 
ing ascites is often thought during life to be due to the cirrhosis. The lungs 
are generally also involved. The majority of cases of tuberculous peritonitis 
in adult males are associated with cirrhosis. ; 

Diagnosis.—A regularly enlarged, hard liver in an alcoholic individual 
is generally the result of cirrhosis. The occurrence of hamatemesis, enlarge- 
ment of the spleen, slight jaundice or a positive indirect van den Bergh 
reaction, makes the diagnosis still more probable. The enlarged hard liver, 
which is produced by chronic venous congestion in heart failure, may be 
difficult to distinguish from cirrhosis if the patient is seen when the heart is no 
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longer failing. A history of heart failure with pain in the hepatic region 
and any evidence of existing heart disease point to congestion. 

The diagnosis from syphilis and from malignant disease of the liver is 
discussed elsewhere (p. 714 and p. 719). 

Splenic anemia with hematemesis can be distinguished from cirrhosis 
by the much greater enlargement of the spleen and the presence of leuco- 
penia. It must, however, be remembered that cirrhosis of the liver always 
develops sooner or later in untreated splenic anemia. 

The symptoms in the last stages are often indistinguishable from those 
of uremia, and the diagnosis may be very difficult in the absence of a full 
history. But a much increased blood urea with high blood pressure, albumin- 
uric retinitis or the presence of a large quantity of albumin with casts in the 
urine would prove that uremia is present. 

Prognosis.—If an individual with cirrhosis permanently gives up 
alcohol in the pre-ascitic stage, there is a good chance that the disease will 
not progress and that his symptoms will disappear. Even the damage 
done to the liver can be repaired to some extent by hyperplasia of its cells, 
a large liver being therefore a favourable sign, and the danger of hwmate- 
mesis, together with the other ill-effects of portal congestion, may be over- 
come by a sufficient development of the anastomoses between the portal 
and general venous systems. 

Much, therefore, depends upon the patient’s character, as, if he is unable 
to control his desire for alcohol, the disease is certain to advance to a fatal 
issue. The younger the patient the more chance there is for functional 
compensation to occur, but the prognosis is always bad in children. How- 
ever completely latent the disease may become, much of the damage to the 
liver is of course permanent, and the patient’s power of resisting acute 
infections and all other diseases is materially reduced. 

Fever is a serious symptom, as it indicates rapid advance of the disease 
or the presence of some complication. When the patient becomes drowsy 
death is almost certain to follow rapidly, but I have seen complete restora- 
tion to health occur in a semi-comatose, tremulous, apparently moribund 
man, who had drunk champagne in great excess for many years but remained 
completely teetotal after recovery from the acute illness. 

n rare cases the disease runs a subacute course, death occurring within a 
few months of the onset of symptoms. Such cases are most frequent in 
comparatively young adults who are heavy drinkers. The liver is painful 
and tender, fever is present, emaciation is rapid, and multiple hemorrhages 
are likely to occur. Such cases, however, are really examples of subacute 
necrosis of the liver. 

Treatment.—Alcohol must be absolutely prohibited for the rest of the 
patient’s life, and no medicine containing sicohol should be prescribed. Curries, 
pickles, ginger, all highly-seasoned food, vinegar, mustard, pepper, high game 
and ripe cheese must be permanently avoided. 

Apart from these restrictions the diet in the early stages should be that 
required for the treatment of the associated chronic gastritis. In the late 
stage, when symptoms of hepatic insufficiency are present, the diet should 
consist entirely of milk, milk foods, vegetable purées and fruit, and even 
when improvement occurs very little animal food should be allowed. Half 
a pound of dextrose in a pint of lemonade should be given daily. 
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The bowels should be kept regular by means of Epsom salts. No other 
drugs are required in uncomplicated cases. The treatment of the gastritis, 
ascites and hematemesis is considered elsewhere. Recurrent severe hemor- 
rhage can sometimes be controlled by ligature of the coronary veins just below 
the diaphragm or by direct injection of varicose csophageal veins with 
sclerosing fluid through an wsophagoscope. 

The regular life led at a spa, such as Harrogate, combined with the use of 
a mild aperient water, is often very beneficial 

The treatment of the drowsy toxsemic condition of the late stage is the 
same as that of subacute hepatic necrosis (p. 697). 


HAMOCHROMATOSIS 


Synonyms.—Pigmentary Cirrhosis ; Bronzed Diabetes, 

fEtiology and Pathology.—Hemochromatosis is a very rare disease, 
in which large quantities of hemosiderin, an iron-containing pigment, are 
deposited in various parts of the body, especially the liver, upper abdominal 
lymph glands, pancreas, suprarenal glands and skin, but very little in the 
kidneys and spleen. The deposition of pigment is associated with ordinary 
multilobular cirrhosis of the liver and cirrhosis of the pancreas, and the latter, 
by involving the islands of Langerhans, may give rise to diabetes mellitus. 
It occurs in about 7 per cent. of cases of cirrhosis of the liver in males and 
hardly ever in females. There is no excessive hemolysis; the quantity of 
iron deposited is much greater than in hemolytic anzemias, in which the excess 
of iron is chiefly in the liver and kidneys, whereas in hemochromatosis it is 
chiefly in the liver, pancreas and abdominal glands, to which it passes from 
the liver and pancreas. 

The disease is extremely chronic. In advanced cases 30 grm. of iron may 
be deposited in the body compared with the normal of 0-3 grm.; as the 
ordinary daily intake of iron in the food is about 10 mgrms. it would take 3000 
days to accumulate, even if no iron were ever excreted. There must clearly 
be a failure in the elimination of iron, but it is unknown whether this is 
primary or the result of excessive deposition. Possibly the liver cells are 
affected by an unknown toxin responsible for the disease in such a way 
that they become incapable of dealing with the iron which comes to them in 
the food, which is consequently deposited in the cells of the liver and other 
organs as hemosiderin. It is, however, equally likely that the cirrhosis of 
the liver, like that of the pancreas and lymphatic glands, is secondary to the 
excessive deposit of iron pigment, which in any case must aggravate the 
cirrhosis. In support of this theory is the observation that a patient of mine 
with aplastic anemia developed typical hemochromatosis in the course of 
seven years during which he received 270 transfusions. 

Primary carcinoma of the liver occurs in hemochromatosis somewhat 
more frequently than in simple cirrhosis of the liver. 

Symptoms.—The symptoms are those of cirrhosis and diabetes associated 
with pigmentation. The liver and spleen becone progressively larger. 
Ascites may occur and the subcutaneous veins are sometimes enlarged. The 
skin is generally pigmented a slaty colour, especially in the exposed parts of 
the body. The lesion of the suprarenal cortex may give rise to symptoms 
of Addison’s disease, the pigmentation of the skin being sometimes due to 
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melanin and not to hemosiderin, and pigmentation of the buccal mucous 
membrane may occur. In the rare cases in which no pigmentation is present 
the nature of the disease is only discovered after death. In most cases 
symptoms of severe diahetes ath acidosis appear suddenly, but they may 
be absent to the end. 

Diagnosis.—The disease can only be diagnosed with certainty when 
pigmentation, diabetes and cirrhosis are associated together. When two 
of these conditions are present alone, a definite diagnosis is impossible. 
It can, however, be made with a considerable degree of robability if well- 
marked bronzing is associated with cirrhosis even in the absence of diabetes. 
In doubtful cases biopsy of a pigmented area of skin will settle the diagnosis. 

Prognosis.—So long as no diabetes is present the prognosis is not 
worse than that of uncomplicated cirrhosis, but the onset of diabetes is 
always a very grave event; with insulin treatment, however, a normal life 
can generally be led for several years, death being finally caused by the 
cirrhosis. 

Treatment.—The treatment is that of cirrhosis and diabetes. The latter 
requires large doses of insulin, with the aid of which the diet can be balanced 
without special difficulty. 


AMCEBIC HEPATITIS AND HEPATIC ABSCESS 


fEtiology.—Ameebic hepatitis is very rare before the age of 20 and is 
most common in the third and fourth decades. Amoebic hepatitis and amcebic 
abscess of the liver are invariably secondary to amoebic dysentery (vide p. 264). 
In 98 per cent. of fatal cases Rogers either obtained a history of dysentery 
or found amoebic ulcers or scars of ulcers in the large intestine. The patient 
had had dysentery in the past or was still suffering from it in about 75 per 
cent. of acute and subacute cases, and in an additional 15 per cent. there 
was a history of diarrhoea, which was doubtless a mild form of ameebic 
dysentery. In the remaining cases amcebic ulcers had probably been present 
in the cecum or ascending colon, situations in which they do not necessarily 
give rise to any symptoms. Dysentery may precede the development of 
an abscess by months or even years—in one of my cases by 16 years. When 
hepatitis develops during an attack of dysentery, the latter generally becomes 
less severe as the inflammation in the liver progresses. 

The geographical distribution of the disease is identical with that of 
amoebic dysentery, but as it may develop in chronic cases and long after 
the onset of dysentery, it is not uncommon, especially in the chronic form, 
among individuals who have returned to Europe from the tropics. Chronic 
alcoholism is an important predisposing cause. 

Pathology.—The amcebx, which collect in the thrombosed veins at 
the base of dysenteric ulcers, pass to the liver by the portal vein. Nothing 
more is known as to the pathology of non-suppurative ameebic hepatitis, as 
death does not occur unless an abscess forms, but the hepatic insufficiency, 
which is always found to be present by the levulose test, indicates that the 
infection is widespread and uniform through the liver. An abscess forms 
if a local accumulation of amcehe gives rise to thrombosis in a portal radicle. 
The circulation is obstructed and necrosis of the surrounding tissué occurs ; 
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at the same time pus is secreted as a result of the irritant action of the amcebe 
on the liver tissue. The wall of the abscess is at first formed by necrotic 
liver tissue, but the cavity gradually becomes limited by a fibrous capsule 
produced by the inflammatory reaction. In 70 per cent. of cases a single 
abscess is present; in nearly half of the others there are 2 abscesses, in a 
quarter there are 3, and in the remainder there are 4 or more. A single 
abscess is found five times as often in the right as in the left lobe of the 
liver. 

The contents of the abscess consist of necrosed liver cells, leucocytes, 
red corpuscles, fat droplets, and generally amosbe but no bacteria. In chronic 
cases all the amcebe may have died, but they can still be found in the material 
obtained by scraping the wall of the abscess. In rare cases an ameebic 
abscess becomes spontaneously sterile, and its dried remains have been 
found at a post-morten examination years afterwards. When an hepatic 
abscess reaches the surface, adhesions form between the liver and the adjoin- 
ing structures, so that the contents of the abscess may burst into the lung, 
stomach or bowel, or open externally without infecting the serous cavities. 


ACUTE AND Suspacutse Ama@pic Hepatitis AND Hepatic ABSCESS 


Symptoms.—About one-tenth of the cases of acute amcebic hepatitis 
occurring in India are of a fulminating type, m which the whole liver is 
riddled with small collections of pus with no fibrous tissue separating them 
from the surrounding liver substance—a condition which rarely, if ever, 
occurs outside the endemic areas. The liver rapidly increases in size; it is 
very painful and extremely tender. Slight jaundice may be present. The 
temperature is high with rapid remissions, the rise being often accom- 
panied by rigors and the fall by copious sweating. Leucocytosis is well 
marked. Death generally occurs between 6 and 18 days from the onset of 
symptoms. 

As most cases of subacute ameebic hepatitis subside completely with 
injections of emetine, it is clear that in the early stages no suppuration is 

resent. Discomfort and a sense of weight are felt in the right hypochondrium 
in the slighter cases, but in the more severe ones the pain may be so great 
that the patient is hardly able to move, and he is often unable to he on 
his left side owing to the dragging pain caused by the change of position. 
Pain may also be referred to the right shoulder and occasionally to the 
right arm, especially when the upper part of the liver is involved. The liver 
is enlarged and tender, but the rigidity of the abdomina] muscles may be so 
great that it is impossible to feel its edge. Pressure exerted on the lower 
part of the right thorax, with one hand behind and the other in front, gives 
rise to pain. Slight jaundice is occasionally present in the severer cases. 
The appetite is impaired or lost, and the patient rapidly becomes weak and 
emaciated. 

The temperature is generally remittent, varying between 100° in the 
morning and 103° or 104° in the evening. In severe cases it remains high 
with only small remissions, but in more chronic cases, especially when the 
abscess bulges through the capsule of the liver and the tension within its 
cavity consequently falls, the fever is less marked; it may then be low, 
continued or relapsing, and may finally disappear. Copious sweating is 
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common in the more severe cases. Moderate leucocytosis is always present, 
and the proportion of polymorphonuclear cells is considerably increased, 
especially when actual suppuration has occurred ; if the percentage is less 
than 70, simple hepatitis, and not an abscess, is probably present. 

The upper part of the liver is most frequently involved, and the main 
increase in dullness is then in the upward direction, but the lower border is 
also abnormally low. The lower ribs bulge, and the intercostal spaces become 
wider; the edges of the ribs become less clearly defined, and the skin may 
be oedematous even in acute hepatitis without suppuration. At an early 
stage the breath-sounds become feeble and the percussion note impaired 
at the right base; the X-rays show that the right side of the diaphragm is 
abnormally high, and when suppuration occurs its movements are dinnaishod 
and finally cease completely. If the diaphragm is perforated by an abscess 
of the liver, a pulmonary abscess, or less frequently an empyema, develops. In 
the former case large quantities of thick reddish pus are expectorated, and, 
if emetine is given, rapid recovery generally results. 

An abscess in the anterior and lower part of the right lobe produces a 
tender tumour in the right side of the epigastrium, the lower ribs become 

rominent, and the lower border of the liver can either be felt or is found 
ty percussion to be displaced downwards. A rub may be heard when an 
abscess reaches the surface of the liver, but it disappears on the formation 
of adhesions with the anterior abdominal wall. In advanced cases the skin 
becomes cedematous, fluctuation is present, and the abscess may open 
externally just below the costal margin. Less frequently the abscess reaches 
the under surface of the liver, when it may rupture into the duodenum or 
hepatic flexure. Pus is then passed by rectum, and the tumour suddenly 
diminishes in size. The general condition of the patient immediately im- 
proves, the temperature falls, and spontaneous recovery may follow. 

An abscess in the left lobe of the liver generaily gives rise to a tender 
tumour in the epigastrium. An abscess bulging from the lower or upper 
surface of the left lobe is less easily diagnosed; it may escape recognition 
till it ruptures respectively into the stomach, when the characteristic thick 
reddish pus is vomited, or into the left lung or pericardium. 

In some cases the X-rays show a localised increased density in the hepatic 
shadow, especially if the abscess is in the left lobe or if it is large and sur- 
rounded by a thick fibrous capsule. Localised subdiaphragmatic, subhepatic 
and retroperitoneal abscesses are uncommon complications, and general 
peritonitis rarely develops. 

Diagnosis.—The possibility of amcebic hepatitis or hepatic abscess 
should be considered whenever an individual, who has been in the East, 
is suffering from progressive deterioration in health with more or less pyrexia, 
especially if the latter is remittent and accompanied by chills and sweats, 
and if obscure abdominal symptoms are present. 

Subacute hepatitis is most commonly confused with malaria; but the 
rise of temperature in hepatitis is generally in the evening instead of during 
the day, and the liver is enlarged out of proportion to the spleen instead of 
vice versa, leucocytosis is present with a relative increase of polymorpho- 
nuclear cells and only 2 to 4 per cent. large mononuclear cells in contrast 
with the normal or pubaornial: count with 15 to 20 per cent. large mono- 
nuclear cells found in malaria; the malarial parasite cannot be found in 
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the blood, and the injection of emetine is followed by improvement, whilst 
quinine fails to influence the pyrexia. 

A localised tumour in the liver in a man who has been exposed to ameebic 
infection is generally an abscess and more probably amecebic than a sup- 
purating hydatid cyst. It is elastic or fluctuating, unlike the hard solid 
tumour formed by a gumma and a growth. 

Prognosis.— Until 1907 hepatic abscess was the second commonest 
cause of death in the British Army in India, but the incidence of the disease 
has become much smaller since amcebic dysentery has been treated by emetine 
injections, and the mortality has been greatly reduced since the necessit, 
for operation has become comparatively rare owing to the frequency vith 
which treatment is instituted in the pre-suppurative stage. 

Treatment.—In acute hepatitis without suppuration very rapid im- 
provement follows the subcutaneous injection of 1 grain emetine hydro- 
chloride on 12 or more consecutive days ; the hepatic tenderness diminishes 
within 8 hours of the first injection, and the temperature may fall to normal 
in 24 hours. As there are no definite signs which distinguish acute hepatitis 
without suppuration from hepatic abscess unless a definite tumour is present, 
no local treatment should be adopted until emetine injections have been 
given daily for a week without producing any improvement. Even a small 
abscess may be completely absorbed without aspiration after the amcba in 
its walls have been killed by subcutaneous injections of emetine. 

The most satisfactory treatment of an abscess is evacuation by aspira- 
tion, emetine being injected subcutaneously in order to kill the amcebe in 
the abscess wall and in any ulcers which are still present in the colon. If 
the pus reaccumulates, a grain of emetine hydrochloride dissolved in a fluid 
ounce of water should be injected into the abscess cavity after it has been 
aspirated. The results with this treatment are so successful that the open 
operation, which is frequently followed by prolonged convalescence or death 
owing to secondary infection, is required only in the comparatively rare cases, 
in which the situation of the abscess cannot be determined, or bacteriological 
exanination of the pus obtained by aspiration shows that the abscess already 
contains pyogenic bacteria. When an abscess has been opened or has 
ruptured into the lung, stomach or bowel, subcutaneous emetine injections 
should be continued until the temperature has remained normal for a week. 


Curonic AM@&BIC HEPATITIS 


Ameebic dysentery is almost always associated with hepatic insufficiency 
as demonstrated by the levulose test, although in a large majority of cases 
there is no sign of hepatic disorder. As acute and subacute hepatitis and 
hepatic abscess are common complications of amcebic dysentery, it seems 
reasonable to assume that the functional deficiency of the liver in these cases 
is caused by a mild and latent form of amoebic hepatitis. 

Symptoms.—It is not uncommon to find hepatic insufficiency in patients 
complaining of unfitness since returning from a country in which amebic 
dysentery is endemic. Some have had definite dysentery, but others have 
had nothing more than a few attacks of diarrhosa, and occasionally they have 
never had intestinal symptoms of any kind. 
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‘he patient complains of general unfitness and is easily fatigued. Very 
often he nightly describes himself as liverish. He generally suffers from a 
constant ache over the liver. His appetite is poor, and he is pale and sallow, 
though generally not anemic, and true jaundice is never present. There 
is no pyrexia, and the leucocyte count is normal. The whole of the exposed 
surface of the liver is tender, and the lower border is often more easily 
palpable than normal, but there is little or no enlargement. Ameebic cysts 
are very rarely found in the stools, but in a small proportion of cases, in 
spite of the absence of intestinal symptoms, the sigmoidoscope has revealed 
the presence of small but typical amoebic ulcers—raised red spots with a 
necrotic centre on a normal pink mucous membrane, very closely resembling 
boils on the skin. Not infrequently the cecum and ascending colon are 
tender, and the stools may contain traces of occult blood, presumably the 
result of chronic amcebic typblitis. 

Diagnosis and Treatment.—The diagnosis is quickly confirmed by the 
result of treatment. The injection of 1 grain of emetine hydrochloride every 
night for twelve nights results in the disappearance of all symptoms, and the 
levulose test shows that there is no longer any hepatic insufficiency. In 
one case, for example, the rise in the blood sugar was 55 mgrm. per 100 c.c. 
one hour after taking 50 g. of Isevulose and in two hours it had only fallen 
25 mgrm.; after treatment the one-hour rise was 6 mgrm. per 100 c.c., and in 
ae hours the blood sugar was the same as before the levulose had been 
taken. 

Further courses of six or more injections should be given 3, 6 and 12 
months later in order to prevent recurrence. This treatment is more efficacious 
and far less upsetting to the patient than the administration of the various 
other drugs which have been recommended for the treatment of ameebiasis. 


SYPHILIS OF THE LIVER 
CoNGENITAL SYPHILIS (PERICELLULAR CIRRHOSIS) 


fEtiology and Pathology.—The liver is affected in 50 per cent. of 
infants with congenital syphilis. This great frequency is probably due to 
the Spirocheta pallida passing through the placenta and the umbilical vein 
direct to the foetal liver, which is the first organ it reaches, and which is 
consequently found to contain it in larger numbers than any other organ. 

Congenital syphilis produces diffuse changes in the liver very different 
from the focal lesions of acquired syphilis, except in rare cases occurring in 
later childhood, in which caseous gummata are found. The liver is smooth 
and uniformly enlarged and is firmer and paler than normal. The changes 
are due to pericellular cirrhosis, the result of diffuse infiltration with embryonic 
connective-tissue cells between the individual liver cells. These may be 
associated with small collections of round cells, or miliary gummata, which 
resemble tubercles when seen by the naked eye. 

The spleen is generally enlarged and hard. Diffuse small-celled infiltra- 
tion or fibrosis may be found in the kidneys, pancreas, testes, suprarenal 
glands and lungs. 

Symptoms.—Symptoms pointing to disease of the liver are not often 
present in infants with congenital syphilis, but on examination the liver 
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and spleen are found to be enlarged and abnormally firm. The liver normally 
extends farther down in young children than in adults owing to its relatively 
larger size and the more horizontal position of the ribs. Only definite enlarge- 
ment and abnormal hardness of the liver can, therefore, be regarded as im- 
portant in the absence of other evidence of congenital syphilis. Jaundice is 
rare; it may be present from birth or, less frequently, it develops a few 
weeks later. 

Diagnosis.—The diagnosis is generally easy owing to the well-marked 
signs of congenital syphilis present in other parts of the body together with a 
positive Wassermann reaction. In the absence of such signs the diagnosis 
must be made from rickets, tuberculosis and gastro-intestinal infection, and, 
when jaundice is present, from the other more common causes of icterus 
neonatorum (p. 688). 

Prognosis.—The prognosis depends upon the general condition of the 
infant. The disease is less amenable to anti-syphilitic treatment if the liver 
and spleen are greatly enlarged, and if hemorrhages occur or jaundice is 
present. The prognosis in delayed congenital syphilis is less favourable 
than in acquired syphilis owing to the changes being generally more 
widespread. 

Treatment.—The treatment is that of congenital syphilis. 


ACQUIRED SYPHILIS 


1. Secondary Syphilis—Jaundice formerly occurred in about } per cent. 
of cases of syphilis at the same time as the roseola and enlargement of glands, 
but it is now almost unknown. Rapid recovery generally followed treatment 
with mercury, but occasionally death occurred from acute hepatic necrosis. 
It must, of course, be distinguished from the toxic jaundice caused by treat- 
ment with organic arsenical preparations (p. 212). 

2. Tertiary syphilis.—Etiology.—Gummata of the liver are found in 
only 0-3 per cent. of autopsies ; but in more than half of the cases in which 
other active syphilitic lesions are found the liver is affected. 

Syphilis affects the liver three times as frequently 11 men as In women. 
The disease is generally discovered between 10 and 20 years after infection, but 
In rare instances it has occurred within a year. 

Pathology.—In the early stages a mass of pink syphilitic granulation- 
tissue, sharply separated from the healthy liver, is found; necrosis soon 
occurs in the centre, which becomes yellowish-white. The caseous mass is 
later surrounded by a fibrous capsule; as this contracts, the liver becomes 
more and more deformed. The capsule of the liver in the neighbourhood 
of a gumma is thickened, and adhesions often develop between it and the 
adjacent organs, the diaphragm and anterior abdominal wall. Unless they 
are very large, gummata are slowly absorbed till they may finally be re- 
presented by nothing more than scars, from which fibrous tissue radiates 
into the capsule. Gummata are generally multiple ; much less often a large 
part of the liver is diffusely infiltrated. The condition is often associated with 
some degrec of diffuse syphilitic hepatitis, which produces cirrhotic changes in 
long-standing cases, especially if the patient is alcoholic or has been treated 
with arsphenamine derivatives for primary and secondary syphilis. 

Symptoms.—-Gummata and cicatrices are sometimes found after death 
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without having led to any symptoms, The nature of the symptoms they 
produce depends upon the size, extent and position of the lesions. Before 
any localising symptoms appear the patient often complains of general ill- 
health, which is often associated with gastro-intestinal symptoms. The 
first symptom pointing to disease of the liver is generally pain in the right 
hypochondrium, the result of perihepatitis over a gumma. The pain may 
radiate to the right shoulder and is sometimes associated with local tenderness. 

Irregularities on the anterior surface of the liver produced by gummata 
and by the contraction of cicatrices are easily palpable. The diagnosis 
from malignant disease can be made by the presence of a positive Wasser- 
mann reaction and the rapid disappearance of a gumma with anti-syphilitic 
treatment ; jaundice and ascites are much more common in malignant 
disease, in which the constitutional symptoms are generally more severe, 
and there may be evidence of a primary growth in some other situation. In 
hyatid disease the liver is smooth apart from the tumour itself, but in 
syphilis it is often irregular, owing to the contraction of cicatrices. The 
presence of eosinophilia points to hydatid disease. A gumma near the 
gall-bladder or in the left lobe of the liver may simulate a growth of the 
gall-bladder or of the stomach respectively. 

Irregular fever sometimes occurs. The general symptoms may simulate 
pylephlebitis, tuberculosis, typhoid fever or malaria, but they generally 
disappear under anti-syphilitic treatment. In rare cases an infected gumma 
may break down, when the symptoms and sequele do not differ from those 
of other forms of hepatic abscess. 

Jaundice is infrequent in syphilis of the liver, but it is occasionally pro- 
duced by the pressure of a gumma or of a syphilitic cicatrix ; in very rare 
cases this is associated with attacks of pain indistinguishable. from biliary 
colic due to gall-stones. 

Ascites is uncommon, and I have seen only one case in which it was 
severe and recurred rapidly after paracentesis. It may result from pressure 
of gummata or cicatrices on the intrahepatic branches of the portal vein or 
less frequently on the vein itself in the portal fissure, in which cases throm- 
bosis is likely to occur. 

When a gummatous liver is associated with lardaceous disease, the 
clinical aspects of the latter may be so prominent that the presence of a 
gumma is overlooked. The liver and the spleen are enlarged, ascites and 
cedema are present, and the urine contains albumin and casts, 

Diagnosis.—The possibility of syphilis should always be remembered in 
obscure hepatic disorders. Apart from a history of infection and the presence 
of other syphilitic lesions, the Wassermann reaction should always be tested 
in doubtful cases. As, however, infection with syphilis does not prove that 
every lesion present is syphilitic, the final proof of the nature of the disease 
is obtained only if great improvement or complete recovery results from 
anti-syphilitic treatment. The diagnosis from cirrhosis of the liver is 
suggested by the greater irregularity in the enlargement of the liver. 
Hemasemesis, dilated veins on the abdominal wall, jaundice and symptoms 
of gastritis are much more common in cirrhosis, and the nutrition suffers at 
an earlier stage than in syphilis of the liver. 

Prognosis.—The prognosis of syphilitic lesions of the liver is good if 
treatment is actively carried out at an early stage. In the rare cases in 
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which the symptoms are due to pressure exerted by cicatrices and not by 
gummata little or no improvement can occur. 

Treatment.—As soon as the possibility of syphilis is recognised, large 
doses of iodide should be given. Phage very rarely found ill results follow 
the administration of as much as 60 grains of potassium iodide every 6 hours ; 
a patient is more likely to suffer from iodism if the dose is gradually increased 
from a small quantity than if full doses are given at once. Mercury should 
also be given, but no organic arsenical preparation should be used because 
of the danger of hepatic necrosis occurring as a result of its action on the 
already damaged liver cells. 


HYDATID OF THE LIVER 


Etiology and Pathology.—Hydatid disease is produced by swallow- 
ing the ova of the echinococcus or hydatid worm (see p. 314). Food may 
be contaminated by the feeces of infected dogs, or infection may occur directly 
if an individual touches the tongue or muzzle of a dog which has been soiled 
with eggs from the feces or anus of another dog. The frequency of the 
disease thus depends upon the number of infected dogs in a district. It is 
most common in Iceland and in parts of Australia and New Zealand ; it also 
occurs in England, France and parts of Germany and Russia, but it is almost 
unknown in North America, except among foreigners. 

When the eggs are swallowed, the embryos set free by digestion of the 
egg-shell pass through the walls of the stomach or small intestine into the 
radicles of the portal vein, by which they reach the liver, where they are 
generally arrested. The embryo now forms a small cyst, with an internal, 
nucleated, protoplasmic layer (the endocyst) and an external ‘ cuticular 
membrane.” The reaction in the surrounding tissues results in the formation 
of a fibrous capsule. After a time a dozen or more buds project from the 
endocyst, and develop into daughter cysts, identical in structure with the 
mother cyst; these soon separate from the endocyst of the mother cyst and 
become free. 

The fluid in the cyst is clear or very slightly opalescent, with a specific 
gravity between 1-005 and 1-011. It contains chlorides, phosphates, traces 
of sulphates and succinates, and some unknown toxic substances, but only 
occasionally traces of albumin or sugar. Hooklets and less often hydatid 
heads may be found in the fluid. 

The liver is involved in 60 per cent. of cases of hydatid diseases in man ; 
a single cyst is generally present, but there are occasionally multiple cysts, 
or single ones may develop in more than one organ. 

Symptoms.—The patient remains in good health until the weight of the 
cyst, its pressure on surrounding parts, or the occurrence of a complication, 
such as rupture or suppuration, causes symptoms. A hydatid cyst of the 
liver may remain latent and be discovered only after death or in the course 
of a routine examination of the abdomen in a patient without abdominal 
symptoms. 

e increasing size of the liver may give rise to a sensation of weight and 
fullness in the right hypochondrium, and pain may be felt in the right 
shoulder. I have only once seen jaundice caused by pressure on the bile- 
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ducts and once cedema of the legs and scrotum by pressure on the inferior 
vena cava, but never ascites by pressure on the portal vein though this may 
occur in exceptional cases. 

A small cyst may rupture into the biliary passages: intense jaundice 
results, and the patient generally develops suppurative cholangitis. A large 
cyst may burst into the general peritoneal cavity, especially after a blow 
on the abdomen. Symptoms of an allergic character may result, especially 
severe urticaria, erythema and pruritus. Less frequently there may be 
diarrhoea and vomiting, and dyspnoea, sometimes of an asthmatic character. 
In rare cases convulsions, collapse and cardiac failure may occur and end 
fatally. Rupture into the stomach or intestines may lead to spontaneous 
recovery. 

The upper part of the right side of the abdomen and lower part of the 
thorax become prominent when the cyst is large. If the cyst reaches the 
front of the liver it becomes palpable in the hypogastrium. en it projects 
from the under surface, the liver is pushed forward and it may simulate a 
large gall-bladder or a renal tumour. A cyst near the convexity pushes the 
diaphragm upwards and may compress the lung and simulate a pleural 
effusion. In such cases the irregularity in the upper surface of the liver 
can be recognised with the X-rays. When deeply embedded in the liver, it 
produces a more general expansion and no local tumour is palpable. The 
tumour is generally tense and elastic. In rare cases, of which I have 
only seen two, percussion of the middle finger, when the left hand is placed 
flat over the cyst, produces a peculiar vibration—the hydatid thrill—which 
is almost pathognomonic. It does not, however, depend upon the presence 
of daughter cysts, as it has been observed in their absence and very 
exceptionally in other tense cysts. 

Bacteria may invade the fibrous capsule and multiply between it and 
the cuticular membrane, with the result that the nutrition of the hydatid 
is impaired and the parasite dies. Its death results in a change in the 
cuticular membrane, which, when healthy, is impervious to bacteria and 
leucocytes, but now allows them to pass into the fluid, which acts as an 
excellent culture medium and gradually becomes filled with pus cells. 
Symptoms of hepatic abscess are now present, and the abscess may finally 
rupture into the general peritoneal cavity, stomach or intestines. 

Diagnosis.—The discovery of a tumour of the liver should lead to a 
consideration of cancer, syphilis and hydatid cyst. The general health is 
greatly affected in the first, comparatively little or not at all in the second 
and third. In cancer and syphilis the tumour is likely to be irregular and 
multiple; in hydatid it is a uniform round swelling, and most frequently 
only one can be felt. The two former are hard and obviously solid, while 
the latter is elastic, and in rare cases the characteristic hydatid thnill can be 
felt. The Wassermann reaction is positive with a gumma and generally 
negative in the other diseases. Eosinophilia is frequent in hydatid, but in 
no other liver disease ; it was known to have been present for eleven years 
when a patient, who proved to have a hydatid of the liver, first consulted 
me. The proportion of eosinophil cells may be enormous. In the case of 
a boy of 18, in whom the cyst had grown very rapidly, they amounted to 
65 per cent. of 16,000 leucocytes per cubic millimetre ; the total and differ- 
ential counts fell to normal within 3 weeks of the removal of the cyst, I have 
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seen two cases of very large tumours of the right suprarenal, which produced 
a rounded protuberance on the anterior aspect of the displaced liver, closely 
simulating a hydatid cyst; the diagnosis was made more difficult by the 
presence of eosinophilia of 15 to 20 per cent. The intradermal injection of 
sterile hydatid fluid (Casoni’s test) produces a positive cutaneous reaction in 
90 per cent. of cases, and in one case of mine a pyrexial reaction lasting for 
three days. Once the skin has become sensitised it may remain so permanently 
in spite of removal of the cyst. The complement fixation and precipitin 
tests are less reliable. 

Prognosis.—A cyst may continue to grow for as long as 20 years, but 
the possibility of suppuration or perforation is a constant danger. When 
it dies, the cuticular membrane folds on itself and may become calcified ; 
its contents dry up and form a mass containing gritty material. It can then 
cause no further trouble. 

Treatment.—Propny.acric.—In places where hydatid disease is 
common, the drinking water should be boiled, fruit and vegetables should be 
cooked or washed with boiled water, and care should be taken not to convey 
infection from dogs to food by the hands. 

SurGicaLt.—Hydatid cysts were formerly treated by tapping, but such 
methods have now been completely superseded by an open operation, in 
which the fluid is evacuated and as much of the cyst wall as possible is 
removed. In some cases the latter is very loosely attached and can be pulled 
out intact. The operation should be performed whenever a hydatid cyst 
is diagnosed, even if it causes no symptoms, as there is always a danger of 
serious complications. 


CARCINOMA OF THE LIVER 


fEtiology and Pathology.—(a) Primary GrowrTss.—Primary carci- 
noma of the liver is found only about once in each thousand autopsies, and 
primary sarcoma is considerably rarer. Primary carcinoma may be derived 
from the liver-cells (hepatoma) or, much less frequently, from the bile-duct 
cells (cholangioma) ; 90 per cent. of the former and 50 per cent. of the latter 
occur in cirrhotic livers. Primary cancer occurs in about 7 per cent. of 
patients with cirrhosis, the incidence being fifty times as great as among 
patients free from cirrhosis, The incidence of primary carcinoma of the liver 
is very high in Dutch East Indies owing to the great frequency of non-alcoholic 
cirrhosis among the natives and to a special tendency of this form of cirrhosis 
to undergo malignant degeneration. Cirrhosis of the liver is a progressive 
lesion owing to the continuous action of the toxin, whereas in the fibrosis 
following subacute necrosis no further destruction of cells takes place after 
the original illness. Consequently the nodular hyperplasia of the latter never 
becomes malignant, whereas the progressive compensatory hyperplasia of the 
former may overstep the normal and take on the autonomous character of a 
new growth (cirrhosis carcinomatosa). 

Primary cancer of the liver readily invades the portal vein, along which 
it spreads in both directions from the point of entry, forming a tree-like cast 
of the affected part of the portal system. On section the growth-distended 
vessels give the appearance of a tumour of multicentric origin, and dis- 
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semination to other parts of the liver often occurs through the portal system. 
In 40 per cent. of cases extrahepatic metastases are present. Spread by 
lymphatics may involve glands in the portal fissure, which press upon the 
portal vein and bile-ducts, as well as lands elsewhere in the abdomen and 
chest, and malignant emboli may pass by the hepatic veins to the lungs. 
After death the cirrhosis is found to be universal and of long standing, whereas 
the carcinoma appears to be of recent origin. The liver contains numerous 
nedules of carcinoma, which often reach the surface, but are never umbili- 
cated. The symptoms may be indistinguishable from those of cirrhosis, the 
liver being normal in size or slightly enlarged. In the latter case, nodules 
can sometimes be felt on the surface. The spleen is often enlarged, and 
ascites is always present owing to portal obstruction. Pain in the right 
hypochondrium and jaundice are more common than in uncomplicated 
cirrhosis. 

(b) Seconpary GrowTHs.—Secondary carcinoma of the liver is about 
thirty times as common as primary carcinoma ; it is ten times as common as 
secondary sarcoma. 

Secondary malignant disease occurs most frequently after the age of 
50. It is more common in women than men because it frequently follows 
carcinoma of the breast and female genital organs, but it is rare in carcinoma 
of the lip, mouth and tongue, whick are much more common in men than in 
women. 

The most common seat of the primary disease is the stomach, and then 
in order the colon, cesophagus, pancreas and gall-bladder. It is a common 
sequel of cancer of the breast and uterus, and may occur when the primary 
disease is situated in any other organ. Cancer of the gall-bladder, 
extrahepatic bile-ducts and the stomach may invade the liver by direct 
continuity. 

Symptoms.—The liver is almost always palpable, as it is enlarged and 
abnormally hard. It becomes progressively larger until it may be so 
enormous that it appears to fill the whole abdomen, the right lobe being 
generally most affected. The liver is irregular in shape, and individual 
nodules of growth are often umbilicated or depressed in the centre. Deposits 
of growth may be felt at the umbilicus and in the falciform ligament near 
the linea alba. A rub is sometimes heard over part of the liver as a result of 
perihepatitis. 

Persistent pain is generally felt in the right hypochondrium and in the 
back; it may pass to the right shoulder and occasionally down the arm. 
It is in part due to stretching of the capsule of the liver, especially when 
it grows rapidly, but the most severe pain is due to perihepatitis. Occasion- 
ally deep-seated growths, especially if primary, give rise to no pain throughout 
the illness. 

Jaundice is present in 50 per cent. of cases owing to pressure on the 
main bile-ducts within the liver by the growth or on those in the portal 
fissure by glands. Jaundice is more frequent and more often severe in 
secondary than in primary growths, especially when the primary growth 
is in the stomach or gall-bladder, from which it has spread directly to the 
portal fissure. The feces sometimes retain their colour, as the jaundice 
may be due to pressure on the intrahepatic bile-ducts, one or more of which 
escape. The jaundice is progressive and persistent, but it occasionally 
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develops acutely with vomiting and pain, the symptoms being indistinguish- 
able from those of biliary colic due to gall-stones. 

Ascites is present in 50 per cent. of cases. It is most commonly due 
to malignant peritonitis or to perihepatitis. It may also be caused by pressure 
on the capillaries when, the liver is extensively infiltrated with growth and 
by portal thrombosis following mvasion of the portal vein. The fluid is 
generally serous, and when jaundice is present it is bile-stained. Extra- 
vasation of blood into a superficial nodule may cause it to be hemorrhagic. 
In rare cases it 1s chylous owing to obstruction of a main lymphatic, but more 
frequently it is chyliform. Perforation of the organ primarily involved or 
infection without perforation may cause it to become purulent. Cidema 
of the ankles is present in the late stages as a result of the toxemia and 
cardiac weakness. More widespread dropsy may be caused by pressure upon 
or thrombosis of the inferior vena cava or some other large vein. 

In the late stages the patient becomes rapidly weaker. The appetite 
is lost, and there is often a special distaste for meat. The body weight falls 
progressively, but occasionally the loss of weight due to the general emacia- 
tion is more than counterbalanced by the increase in weight of the liver 
and the accumulation of fluid in the abdomen. The skin is inelastic and 
sallow, and secondary anemia develops. It is often possible to see the liver 
mown up and down with respiration through the wasted abdominal 
wall, 

Fever is often present, especially in rapidly advancing cases, quite apart 
from the fever which may be caused by infection of the primary growth 
or of a necrotic secondary deposit. Suppurative cholangitis may be caused 
by the infection of ducts which have become dilated as a result of obstruction. 

The large liver and the ascites may push the diaphragm up and compress 
the bases of the lungs, which are then likely to become congested, but the 
main enlargement is always downwards, The growth may spread through 
the diaphragm and cause hiccough and cough; pleurisy generally develops 
and often gives rise to a blood-stained effusion, but empyema is rare. 

Finally the patient becomes somnolent and sometimes delirious. Coma 
is generally present during the last day or two of life; respiration becomes 
gradually more shallow, and death comes imperceptibly. 

Diagnosis.—A painful and irregular enlargement of the liver is most 
frequently due to a growth, and the probability is increased if general 
symptoms of malignant disease are present. If there is evidence of a primary 
growth elsewhere or a growth has been removed by operation within the last 
five years, the diagnosis can be made with certainty. 

The tumour produced by cancer of the liver must be distinguished from 
one produced by syphilis and hydatid of the liver. The shape of the liver 
often helps in the diagnosis, and umbilication of a nodule is conclusive 
evidence of cancer. The general health is much more impaired and tho 
patient is generally older in cancer than in syphilis and hydatid disease. A 
history of syphilis or evidence of its effects in other parts of the body points 
to a gumma, and unless a primary growth is discovered the Wassermann 
reaction should always be tested. Whenever hydatid disease is possible, a 
differential blood count should be made, as eosinophilia is frequently present, 
but not in the other conditions. When there is much ascites it may be 
impossible to diagnose between cirrhosis and cancer, especially if the patient 
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is slightly jaundiced. The abdomen should be tapped so that the liver 
can be palpated; the irregularities of the cirrhotic liver are so much less 
marked than those in cancer that they are rarely recognisable through the 
abdominal wall. The spleen is generally large in cirrhosis but normal in 
size in cancer, and the liver is rarely very large in cirrhosis. Pain 1s 
generally more marked in cancer, and jaundice, when present, is more 
profound. 

In secondary cancer of the liver the primary disease is often latent, 
especially when it is situated in the stomach, colon, tail of the pancreas, 
prostate and lung. But when a thorough investigation fails to reveal a 
primary growth elsewhere in the body, if jaundice and ascites are absent and 
emaciation is slight, a single, rapidly growing tumour of the liver is more 
likely to be primary than secondary. 

Prognosis.—Cancer of the liver is always fatal. The course of primary 
cancer is very rapid, as it rarely lasts more than four months, and death 
may even occur within four weeks of the onset of symptoms, The 
duration of the illness in secondary carcinoma of the liver depends upon 
the primary disease, death being often due to the latter. If the primary 
disease has been removed by operation or is latent, death may not occur 
for a year or even longer after the disease of the liver is discovered ; but 
most cases prove fatal within six months. The disease generally advances 
steadily, but it may remain almost stationary for a time and then rapidly 
progress to a fatal issue. 

Treatment.—It is never justifiable to operate when it is known that 
a growth of the liver is present; but if during an operation for cancer of 
the stomach or gall-bladder the liver is found to be involved only im its 
immediate neighbourhood, an attempt should be made to remove the affected 
part. Moreover, the presence of one or more small nodules in the liver does 
not contra-indicate partial gastrectomy or colectomy for the primary growth, 
as the operation may be followed by a period of a year or more of complete 
freedom from symptoms. 

The medical treatment of cancer of the liver is purely palliative, but 
by means of morphine the patient should be spared pain ‘iedaghout the 
illness. An injection of morphine should be given whenever pain is felt, and 
the dose should be increased as the disease progresses and the patient 
becomes accustomed to the drug. There is no reason to fear giving very 
large doses several times in the day, as with their aid patients often feel 
perfectly happy and comfortable up to the end. The bowels should be kept 
regular by drugs, the dose of which generally requires to be increased as more 
morphine is given. The patient should be allowed to eat and drink exactly 
what he likes, and no restrictions should be made on account of the supposed 
indigestibility of certain articles of food, nor should large quantities fs food 
be forced upon a patient who has no appetite. When the diagnosis has once 
been made with complete certainty, frequent examimations of the abdomen 
distress the patient without doing any good. If the distension produced by 
ascites gives rise to pain, the fluid should be removed. 

Arruur F. Hurst. 
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DISEASES OF THE PORTAL VEIN 


NON-SUPPURATIVE PYLEPHLEBITIS AND PORTAL 
THROMBOSIS 


Etiology and Pathology.—The stagnation of blood caused by cirrhosis 
of the liver accounts for about 30 per cent. of cases of portal thrombosis, 
but the latter is so rare that it only occurs in about 14 per cent. of cases of 
cirrhosis. Malignant disease of the liver, stomach or pancreas is the next 
most common cause; invasion of the veins of the affected organ leads to 
thrombosis, which spreads to the portal vein. Syphilitic changes in the 
walls of the portal vein and non-suppurative pylephlebitis caused by spread 
of infection from neighbouring parts may cause thrombosis. 

Portal thrombosis may extend throughout the vein and its branches, 
but more frequently it is localised to the main trunk and one or more intra- 
hepatic branches or extrahepatic tributaries. 

Symptoms.—In the presence of cirrhosis of the liver or intra-abdominal] 
growth, especially if ascites is present, there may be no indication that portal 
thrombosis has occurred. If, however, the patient is in comparatively good 
health, sudden occlusion of- the portal vein may lead to the rapid develop- 
ment of ascites, heematemesis and melena, and the spleen becomes enlarged. 
When the splenic vein is occluded, the splenic enlargement is rapid and con- 
siderable. When mesenteric veins are suddenly involved, hemorrhagic in- 
farction results and leads to intestinal paralysis with severe melena and 
early death. 


SUPPURATIVE PYLEPHLEBITIS 


fEtiology.—Suppurative pylephlebitis 1s almost always secondary to 
some intra-abdominal inflammatory disease, generally associated with the 
presence of pus under pressure. Acute appendicitis accounts for nearly half 
of the cases. 

Pathology.—The veins leading from the source of infection to the liver, 
together with the trunk and intrahepatic branches of the hepatic vein, may 
all be involved, but the disease is generally less extensive and may be confined 
by firm clots to a part of the portal vein or one of its branches. The affected 
veins contain pus and broken-down blood clots. Their walls are acutely 
inflamed and may give way, leading to the formation of abscesses. Thus a 
large abscess may develop in the mesentery or behind the pancreas. The 
liver is almost always involved by extension to the intrahepatic portal 
branches, or by secondary abscesses formed from infective.emboli from the 
part of the vein primarily affected. Innumerable minute abscesses are 
present, many of which may coalesce to form a honey-combed appearance 
or large abscesses, Superficial abscesses may rupture and lead to general 
or local peritonitis, which may also result from the primary disease. The 
infection is generally caused by B. col, streptococci or staphylococci, and 
very rarely Bact. typhosum or dysenterve. 

Symptoms.—The onset is generally sudden, the symptoms due to the 
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primary disease being complicated by the occurrence of a rigor or pain and 
tenderness over the liver. The clinical picture is eventually a composite 
one of the symptoms of the primary disease, sepsis and liver disease, with 
the frequent addition before death of pneumonia, pulmonary abscesses or 
empyema, generally on the right side. Evidence of portal obstruction is 
rarely present. The patient looks anxious and ill. He is sallow and in about 
half the cases is jaundiced. The jaundice is generally slight, but may be 
severe from associated cholangitis. Fever is continuous, intermittent or 
remittent, leucocytosis is present, and the pulse and respiration are rapid. 
Rigors with profuse sweating are common, especially in the early stages. 
Uniform enlargement of the liver occurs in about 60 per cent. of cases. Pain 
and tenderness are generally present, and a rub may be heard over the liver. 
The spleen is only occasionally enlarged. Vomiting is common and diarrhcea 
may occur. Blood cultures are generally sterile. 

Diagnosis.—The development of a septic state with rigors and enlarge- 
ment and tenderness of the liver in a patient with appendicitis or other 
intra-abdominal disease is suggestive of suppurative pylephlebitis, but a 
correct diagnosis is rarely made. In ameebic abscess of the liver there is 
generally a history of dysentery, the progress of the disease is less rapid, and 
there may be signs of a single abscess instead of a uniform enlargement of 
the liver. A history of gall-stones is much more common in suppurative 
cholangitis than in pylephlebitis, and jaundice appears earlier and 1s deeper. 
The diagnosis from a sub-diaphragmatic abscess secondary to appendicitis 
may be impossible, and the two may be present together. Acute infective endo- 
carditis with enlargement of the liver and spleen without cardiac murmurs 
closely simulates suppurative pylephlebitis. 

Prognosis and Treatment.—The diseasc is always fatal, and no treat- 
ment is of any avail. 

ArtHur F. Hurst. 


DISEASES OF THE GALL-BLADDER AND BILE-DUCTS 


CHOLECYSTITIS 


fEtiology and Pathology.—Cholecystitis results from infection of the 
gall-bladder, most frequently with B. coli, but also with Bact. typhosum and 
paratyphosus, streptococci and staphylococci. The mere presence of bacteria 
in the bile does not necessarily lead to cholecystitis, just as bacilluria may 
occur without causing pyelitis. The 2B. col, which normally inhabits the 
colon and lower part of the ileum, might theoretically gain access to the 
gall-bladder by four different channels. 

(1) Typhoid bacilli pass from the intestines by the lacteals to the mesen- 
teric glands, from which they are conveyed by the lymphatics to the thoracic 
duct and thence into the general circulation, a typhoid septicemia being 
thus produced. The bacilli are excreted from the blood in the bile by the 
liver and in the urine by the kidneys probably in every case, but cholecystitis 
and pyelitis develop in only a comparatively small proportion. There is no 
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doubt that B. colt can pass through the healthy bowel wall, but under 
ordinary conditions it gets no farther than the lymphatic glands, which act as 
a very efficient filter, and there is no evidence that cholecystitis is ever 

receded by a B. colt septicemia. Even in ulcerative colitis, in which the 
inflamed and ulcerated mucous membrane of the colon might be expected to 
permit the easy passage of bacteria into the general circulation, neither 
septicemia nor cholecystitis occurs. 

(2) The portal vein would seem a likely channel for the passage of B. 
colt to the liver and thence in the bile to the gall-bladder without gaining 
access to the general circulation. But the portal blood is normally sterile and 
remains so even when the wall of the bowel is damaged, and bacteria injected 
into the portal vein of animals are not excreted in the bile. 

(3) It has been suggested that cholecystitis is the result of infection with 
strains of streptococci having a special affinity for the gall-bladder, which are 
conveyed to it by the cystic artery from infected teeth, tonsils and other foci. 
But infection of the gall-bladder with streptococci is much less common 
than with B. coli, and later investigations have failed to confirm the 
experiments upon which this theory was based. 

(4) Most cases of cholecystitis are probably due to an ascending infection 
from the duodenum. The duodenum is normally sterile, but in achlorhydria 
large numbers of B. coli and streptococci are often present. Achlorhydria 
is found in about 30 per cent. of cases of gall-stones. In the acute gastritis 
which occurs in food poisoning and influenza and other infections achlorhydria 
is generally present, although it is only likely to persist in association with 
chronic gastritis in individuals with constitutional hypochlorhydria. But 
observations after perforation of gastric and duodenal ulcers show that the 
stomach and duodenum are invaded by organisms ascending from the colon 
within a few hours of the appearance of the achlorhydria caused by sym- 
pathetic inhibition of secretion following the perforation. It is clear, therefore, 
that the duodenum may be infected during the temporary achlorhydria 
resulting from acute gastritis, and the infection may last sufficiently long for 
ascending infection of the gall-bladder to occur. It is in fact not uncommon 
for patients with chronic cholecystitis to date their symptoms from an attack 
of food poisoning or an acute infection, which may have been accompanied by 
achlorhydria, even if the gastric secretion when the patient comes under 
observation is normal. As acute gastritis is very common and few people 
pass through life without having one or more attacks, it 1s easy to understand 
why cholecystitis is such a common disorder. 

Infection of the gall-bladder first leads to inflammation of the mucous 
membrane, the external appearance of the gall-bladder remaining normal. 
The inflammation subsequently spreads to the deeper tissues; the walls 
become thick and inelastic and the cystic lymphatic gland enlarged and 
nflamed. 

Cholecystitis may be acute, subacute or chronic from the onset. Acute 
and subacute cases may become chronic, and suppuration or gangrene may 
occur in a chronically inflamed gall-bladder if a stone becomes impacted in 
the mouth of the cystic duct. The contents may become purulent in the 
course of an acute infection without gall-stones, but necrosis is very rare in 
their absence. 
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AcuTf CHOLECYSTITIS ; EMPYEMA OF THE GALL-BLADDER 


fEtiology and Pathogenesis.— Acute cholecystitis occurs in about 
1 per cent. of cases of typhoid and paratyphoid fever. Apart from this it is 
rare unless the cystic duct is obstructed by an impacted gall-stone. Baile is 
generally present in the gall-bladder only if the contents are examined within 
a few days of the onset. The wall is thickened and obviously inflamed, and 
the cystic lymphatic gland is enlarged. When the cholecystitis is secondary 
to an impacted gall-stone suppuration or gangrene is likely to occur. Sup- 
puration leads to empyema of the gall-bladder : if adhesions have previously 
formed as a result of chronic cholecystitis the empyema may rupture into 
the duodenum or colon ; otherwise localised or generalised peritonitis results. 
Necrosis may be localised or general. When localised it is generally secondary 
to ulceration at the neck of the gall-bladder following impaction of a stone ; 
rupture into the duodenum or the production of a local abscess commonly 
féllowe: The whole wall of the gall-bladder may become gangrenous as a 
result of over-distension from obstruction of the cystic duct or less commonly 
of the common bile-duct, especially in elderly people in whom the blood supply 
is deficient; unless cholecystectomy is promptly performed, general peri- 
tonitis is then certain to develop. 

Symptoms.— Acute pain in the right hypochondrium is the most constant 
symptom. It often radiates to the angle of the right scapula and less fre- 
quently to the right shoulder. The gall-bladder may be felt as an extremely 
tender tumour, but more frequently the rigidity of the right rectus makes 
deep palpation impossible. Jaundice occurs only if there is a stone in the 
common bile-duct or the cholecystitis is part of a general infection of the 
biliary passages. Pyrexia with polymorphonuclear leucocytosis is always 

resent. 
: The défense musculaire often involves the right dome of the diaphragm 
as well as the right rectus, signs of oedema and congestion of the base of the 
right lung being present. 

In mild cases recovery takes place after a few days, but symptoms of 
chronic cholecystitis may develop at a later date. In suppurative or 
gangrenous cholecystitis fatal complications rapidly occur unless an early 
operation is performed. 

Treatment.—Mild cases subside with the physiological rest provide 
by a lacto-vegetarian diet, the patient being kept warm in bed. In more 
severe cases, especiall if there is a leucocytosis of more than 12,000 cells 

rc.mm., or if suppuration or gangrene is suspected, an operation should 
be performed without delay. 


CurRoniIc CHOLECYSTITIS 


Symptoms.—Chronic cholecystitis is a common cause of chronic 
dyspepsia. The patient complains of intractable indigestion of an 
irregular character, in striking contrast with the clock-like ey of the 
pain in duodenal ulcer. The time of onset and the severity of the pain va 
greatly from mea] to meal and from day to day ; it sometimes begins immedi- 
ately after food, and at other times it may not come until two or three hours 
after a meal, or it may only occur in the early part of the night. It is 
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unafiected or only incompletely relieved by taking food and by alkalis. In 
most cases the patient complains of what he calls flatulence, but this is really 
only a sensation of fullness, which is not associated with increased fermenta- 
tion, and with eructation only when it gives rise to aerophagy by causing the 
patient to make repeated but futile efforts to belch in the hope of relieving 
his discomfort. 

Nausea is common. It may occur on waking, when it is sometimes 
associated with vertigo, cold sweats or headaches, in which case migraine may 
be simulated, though the headache is not unilateral. It may be relieved by 
breakfast, unless eggs are eaten, when it is often aggravated. It is sometimes 
followed by vomiting, which gives much less complete relief than in ulcer. 

Patients with ulcer generally lose all their pain in two or three days if put 
to bed on a strict diet, but improvement is less likely to follow in cholecystitis ; 
the dyspepsia may, however, rapidly improve if yolk of egg and other fatty 
foods are prohibited. Constipation is generally present, but in some cases 
intermittent or continuous diarrhea of a mild grade occurs, and in rare 
instances profuse, watery diarrhcea heralds the onset of an acute exacerbation. 

If attacks of biliary colic, whether of the abortive or acute variety, occur 
in association with symptoms of cholecystitis, gall-stones are probably present. 

The discomfort after meals is generally in the mid-epigastrium, but it 
often extends to the right and may be confined from its onset to the right 
ah eater It is frequently associated with pain at the angle of the 
right scapula. 

Tenderness of the gall-bladder is the most characteristic sign of chole- 
cystitis. It is best elicited with the patient lying relaxed on his back; the 
fingers are then pressed beneath the right costal margin in the region of the 
gall-bladder. The pain is much increased when the fingers are brought 
into still more intimate contact with the gall-bladder by deep inspiration, 
which is then sharply arrested. The pain produced in this way is in striking 
contrast with the absence of tenderness when deep pressure is exerted under 
the left costal margin or a short distance to the inner or outer side of the 
gall-bladder under the right costal margin, though it is not uncommon for a 
slighter degree of tenderness to be observed over the whole of the lower border 
of the liver, especially in the immediate neighbourhood of the gall-bladder. 
Pressure on the gall-bladder may also cause nausea. 

The upper part of the right rectus abdominis muscle is often tender and 
rigid ; tenderness and rigidity of the lowest intercostal muscles may cause 
impeded respiration and a stitch in the right side of the chest. Tenderness 
is also sometimes present over the third to the tenth dorsal spines, the 
muscles to their immediate right and the end of the eleventh rib. 

In chronic cholecystitis there 1s generally no pyrexia, but occasionally 
the temperature rises to between 99° and 100° F. each evening or during 
exacerbations of the inflammation accompanied by more marked symptoms. 

The healthy gall-bladder can be visualised with the X-rays by Graham’s 
method (cholecystography). The patient is given a fat-free meal at 6 p.m. 
the evening before the examination, and at 9 p.m. he very slowly drinks 
a solution of phenoltetraiodophthalein in half a ne of water. During the 
following hour he sips water, but after that no further food or drink is allowed 


1 This sign was first described by Naunyn in 1892, but is often incorrectly ascribed 
to Murphy who described it ten years later. 
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until the first examination is made at the fifteenth hour. If the shadow is 
weak, another radiograph is taken at the eighteenth or twentieth hour. 
When a sufficiently clear picture has been obtained, a fatty meal, consisting 
chiefly of buttered eggs, 1s taken. If the gall-bladder has not filled at the 
eighteenth hour, an ordinary meal is given followed in six hours by a fat-free 
meal and a repetition of the whole procedure. Occasionally at the first 
examination the shadow of the gall-bladder is partially obscured by gas or 
undissolved dye in the colon; in such cases a normal saline enema should 
be given. The opaque dye is absorbed and excreted in the bile, in which it 
reaches the gall-bladder ; as no further meals are taken it remains there, and 
as a result of absorption of water by the mucous membrane it becomes 
sufficiently concentrated to throw a shadow of the gall-bladder, which can be 
seen on the screen, and a cholecystograph can be taken. A normal gall- 
bladder gives a homogeneous shadow with a regular outline ; it is not tender 
when directly palpated, and it is freely movable, being quite independent of 
the shadow of the duodenal bulb, which can be seen simultaneously by giving 
a small opaque meal. The normal gall-bladder is found to have contracted and 
evacuated the greater part of its contents an hour after the fatty meal. In 
simple cholecystitis the gall-bladder shadow is normal, but the visualised 
organ is found to be the seat of the tenderness previously discovered in the 
supposed position of the gall-bladder. Not infrequently the gall-bladder is 
found to be in an unusual position, and tenderness, which would not other- 
wise have been found, can then be elicited. If adhesions have formed, the 
outline may be deformed, remaining so even when contracted after a fatty 
meal, and it may be impossible to separate the shadow of the gall-bladder 
from that of the duodenal bulb. When the mucous membrane is severely 
damaged the shadow is either feeble or absent, though the latter is rare in the 
absence of gallstones, and when the muscular wall is involved both filling and 
emptying may be delayed. 

Whenever cholecystitis is suspected, an attempt should be made to 
obtain some of the contents of the gall-bladder for pathological examination 
(Melizer-Lyon test). A sterilised Einhorn tube is swallowed up to the 23-inch 
mark first thing in the morning before the patient has had anything to eat 
or drink. The stomach is emptied and washed out with sterile water. The 
tube is then slowly paid out up to the 283-inch mark, which allows sufficient 
length for the duodenum to be reached. Samples are aspirated every quarter 
of an hour until the comparatively abundant, acid, turbid and colourless 
fluid present in the stomach is replaced by the very small quantity of neutral 
or alkaline, clear and generally bile-stained fluid present in the duodenum. 
The pylorus is generally passed in less than half an hour, but if delay occurs 
the sphincter can be made to relax by the introduction of magnesium 
sulphate. The duodenum is washed out with sterile water, and 25 c.c. of a 
25 per cent. solution of magnesium sulphate are injected through the tube. 
This causes the gall-bladder and the bile-ducts to contract and the sphincter 
of the common bile-duct (Oddi’s sphincter) to relax. An abundant flow of 
pure bile, first pale from the common bile duct and then dark from the gall- 
bladder, rapidly appears; this is aspirated, and the tube is withdrawn. 
In the absence of disease the gall-bladder bile never contains any pus cells, 
epithelial cells, pigment granules or cholesterol crystals, but often a little 
mucus ; it is generally sterile, but a few bacteria may be present if the duo- 
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denum has not been sufficiently washed out, especially in cases of achlor- 
hydria, in which the duodenal contents generally swarm with bacteria. In 
cholecystitis the quantity of mucus is greater than normal, and degenerated 
columnar epithelial cells, pigment granules and, less frequently, pus cells 
are present ; the bile contains bacteria, most commonly an aberrant form 
of B. colt in pure culture, and rarely streptococci or staphylococci. In 
two cases of mine Bact. typhosum was isolated 23 and 10 years respectively 
after typhoid fever. The presence of a yellow liquid lipoid material in the 
gall-bladder contents suggests the presence of a strawberry gall-bladder. 
The combination of cholesterol crystals with pigment granules indicates the 
presence of gall-stones in 100 per cent. of cases. If large cholesterol crystals 
with the corners broken or rounded are found, gall-stones are almost certainly 
present, but small and perfect crystals are sometimes precipitated in the bile 
in the absence of stones. 

Treatment.—The majority of early cases of cholecystitis can be cured 
by medical treatment, and great improvement often occurs in very chronic 
cases. Hexamine is excreted by the bile; whereas it acts as an antiseptic 
only in acid urine which sets free formalin from it, the presence of bile 
salts makes it active in bile in spite of its alkalinity (Knott). As a maximal 
concentration of the drug is required, alkalis should be given simultaneously 
in sufficient quantity to make the urine alkaline; by this means the pro- 
duction of formalin in the urine is prevented, and large doses can be given 
without irritating the bladder. A mixture containing 80 grains each of 
sodium bicarbonate and sodium citrate in 2 fl. oz. of water is given three times 
a day, the first dose after breakfast, the second after tea, and the third after 
a glass of water or milk on going to bed. When the urine, which is tested . 
each time it is passed, has been constantly alkaline for 24 hours, 100 grains 
of hexamine are added to each dose of medicine. If the urine 1s not alkaline, 
the dose of alkali is increased. The patient should continue to take the 
300 grains of hexamine a day for about 6 weeks. Hexamine can be given for 
further periods of 6 weeks if the symptoms recur. An autogenous vaccine 
afopared: from the B, cols or other organism isolated from the bile may help to 
overcome the infection. 

Stasis of bile in the gall-bladder aggravates the infection. It is fortunate 
therefore that thorough drainage can be assured by the oral administration 
of magnesium sulphate in concentrated solution when fasting an hour before 
breakfast. The largest quantity should be given which the patient can 
take without getting diarrhoea when no other aperient is used. This causes 
the gall-bladder and bile-ducts to empty their contents into the duodenum 
through the relaxed Oddi’s sphincter. Olive oil in 240 minim doses should be 
taken three times a day half an hour before meals, as it has the same effect 
as magnesium sulphate on the gall-bladder. 

If cholesterol crystals or liquid yellow lipoid material are found in the bile 
from the gall-bladder, a cholesterol-free diet should be given. No eggs and 
nothing made from the yolk of eggs should be allowed. Butter must be used 
sparingly ; cream, cheese, kidney, liver, sweetbread, brain, duck, goose, 
suet and sausages are not allowed, and as little fat of meat as possible should 
be taken. 

If achlorhydria is present, gastric lavage should be practised in the hope 
that normal secretion will be restored. If this fails, hydrochloric acid should 
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be given before breakfast and with lunch and dinner, but not during a course 
of treatment with hexamine, as it makes it difficult to keep the urine alkaline. 
If hyperchlorhydria is present, belladonna should be given in addition to 
the olive oil before meals. 

If the appendix is diseased, it should be removed, and cholecystectomy 
should be performed at the same time, even if the external appearance of 
the gall-bladder is normal, as in many cases of chronic cholecystitis only the 
mucous membrane is obviously inflamed. Apart from this, the indication 
for surgery in chronic cholecystitis is the failure of medical treatment after 
it has been thoroughly carried out for an adequate time. If it is hkely that 
gall-stones are present, it is generally useless to delay operation. In all cases 
cholecystectomy should be performed in preference to cholecystostomy. 


GALL-STONES 


Synonym.—Cholelithiasis. 

fEtiology.—Clinically gall-stones occur about twice as frequently in 
women as in men, but they are found post mortem about five times more 
often in women than men. They are very rare before the age of 15; 75 per 
cent. of clinical cases occur between 30 and 60, 40 to 45 being the most common 
age. The incidence is greatest post mortem about 20 years later. Gall- 
stones occur in about 25 per cent. of all women and 7 per cent. of all men 
dying after the age of 25. 

Pathology.—(a) Infectson.—Infection of the gall-bladder leads to 
cholecystitis. The agglutinated bacteria, precipitated mucus and cellular 
debris may form the nucleus of gall-stones if excess of cholesterol or bile- 
pigment is present in the bile, especially if the flow from the gall-bladder 
18 less free than it should be. The nature and the path of infection have been 
discussed in the description of cholecystitis (p. 722). Stones may form very 
rapidly : 25 faceted cholesterol stones, between } and } inch in diameter, 
were removed from a suppurating gall-bladder in a patient of mine 68 days 
from the onset of an attack of typhoid fever; B. typhosus was isolated in 
pure culture from the pus and from the centre of the stones. 

When gall-stones have once formed, the infection frequently dies out, 
and the bile, stones and wall of the gall-bladder may be sterile, though the 
latter always shows signs of old inflammation. In other cases the organisms 
commonly found in cholecystitis are still present. 

(b) acess of Cholesterol in the Blood and Bile-—The majority of gall-stones 
contain a considerable proportion of cholesterol. Normal blood contains 
cholesterol, which comes from endogenous and exogenous sources. The 
endogenous cholesterol is produced by the constant activity of the cortex 
of the suprarenal glands, and by the periodic activity of the corpus luteum 
at each menstrual period. During pregnancy the corpus luteum produces 
a very large quantity of cholesterol, so that the percentage in the blood 
gradually increases to nearly double and that in the bile to four times the 
normal. The exogenous cholesterol comes from certain articles of diet ; 
it is abundantly present in eggs and to a less extent in cream, and in liver, 
kidney, sweetbread and brain. Tbe importance of hypercholesterolemia in 
the pathogenesis of gall-stones has probably been exaggerated. Accurate 
post-mortem statistics show that the greater incidence of gall-stones in females 


GALL-STONES 729 


is not due to pregnancy, as the proportion of women with gall-stones who 
have borne children to those who have not is the same as the proportion 
among those who have no gall-stones. There is, however, no doubt that 
a biochemical factor must be present to explain the development of the 
large, solitary, pure sholtesl stones, which are occasionally found in 
perfectly healthy and sterile gall-bladders. Moreover, many patients with 
gall-stones have an instinctive distaste for eggs and animal fat of all kinds, 
which may date from childhood, and they know that such articles of diet are 
exceedingly likely to promote a “ bilious attack.” It is probable that some 
constitutional peculiarity in connection with cholesterol metabolism is an 
important predisposing cause of gall-stones; this would explain why only a 
certain proportion of individuals develop stones under apparently similar 
conditions, 

(c) Buhary Stasis—A stone is especially likely to form in the presence 
of infection and excess of cholesterol in the bile if biliary stasis is also present. 
In some cases there appears to be a congenital or acquired abnormality of 
the anatomical relations or of the neuro-muscular mechanism of the bile 
channels, which impedes the evacuation of the bile (wde p. 684). Deficient 
exercise also leads to biliary stasis. 

By examining sections of gall-stones it is generally possible to get some 
idea of the history of their formation. Thus the centre of most is white and 
consists of pure cholesterol; only after the stone has reached a certain 
size 1s there as a rule any deposit of pigment and lime salts resulting from 
a period of infection. Then there may be a further layer of cholesterol 
caused by hypercholesterolemia, possibly the result of pregnancy; then 
another stratum of pigment and lime salts may form, and so on. A pure 
cholesterol stone corresponds to a pure oxalic acid or uric acid stone in the 
kidney, and the presence of pigment and of lime salts corresponds to that of 
phosphates in a urinary stone. Pure pigment stones are always the result of 
infection, except in cases of acholuric jaundice, when they are secondary to 
excessive production of bile-pigment by hemolysis. 

Symptoms.—Gall-stones may be completely latent. More frequently 
their development is preceded and accompanied by continuous or inter- 
mittent dyspepsia. These “inaugural symptoms” are sometimes referred 
to as gall-stone dyspepsia: they are really due to cholecystitis (p. 724) and 
not to the presence of stones. Abortive attacks of biliary colic may occur 
independently of or associated with gall-bladder dyspepsia. Typical attacks 
of severe colic are less frequent and are uncommon in the absence of previous 
symptoms. 

Many patients who suffer from gall-bladder dyspepsia and a few who have 
no such symptoms complain of short attacks of severe pain, which may occur 
at any time of the day or night without any obvious cause, such as an in- 
discretion in diet, although occasionally an attack is the direct sequel of a 
long railway journey, a drive in a motor-car on a bad road, or violent exercise. 
Attacks may occur daily or at long intervals, or there may be a series close 
together followed by a long spell of freedom. The patient may shiver during 
an attack, although his temperature never rises greatly and often does not 
risa at all. When the pain is acute, it is impossible to take a deep breath, the 
attempt producing a “catch” in the right side of the chest, which is very 
similar to that felt in pleurisy. 
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Attacks of biliary colic most frequently result from impaction of the 
stone in the neck of the gall-bladder close to or at its junction with the cystic 
duct. They often occur in the night. The attack begins with extremely 
sudden acute pain high in the epigastrium or in the region of the gall-bladder 
or both ; it may pass through to the angle of the right scapula. The violent 
pain is accompanied by great restlessness, in marked contrast with the 
motionless state of a patient with a perforated ulcer, acute appendicitis 
or coronary thrombosis. Some relief may be obtained by pressing upon the 
abdomen. The patient feels cold, but sweats profusely. ay ah inspiratory 
distress is common, but the presence of definite dyspnoea or faintness, when 
the pain is high in the epigastrium or still more so if it is substernal, should 
raise the suspicion of coronary thrombosis as an alternative diagnosis. 
Nausea almost always occurs; the presence of vomiting generally indicates 
that the stone has passed from the gall-bladder into the cystic or common 
bile duct. Aerophagy is generally present. The pain commonly disappears 
with absolute suddenness. The sudden onset and sudden cessation are 
specially characteristic of gall-stone obstruction in the cystic duct. The 
temperature may rise a degree or two during the attack, and there may be 
a slight temporary leucocytosis. Constipation is complete. 

Jaundice occurs only when a stone reaches the common bile-duct. Re- 
peated attacks without jaundice are generally caused by a stone of some 
size becoming impacted in the neck of the gall-bladder. Repeated attacks 
with jaundice, which may be very evanescent and sometimes completely 
latent and only recognisable by the temporary presence of a positive direct 
van den Bergh reaction, indicate the passage of small stones down the cystic 
and common bile ducts into the duodenum, numerous stones being generally 
still present in the gall-bladder. The slightest yellow tinge of the conjunctive 
or a trace of bile in the urine is strong evidence that an attack of pain of 
doubtful origin is due to gall-stones. 

If a small stone, having traversed the cystic duct and passed down the 
common bile-duct to reach the ampulla of Vater, remains there owing to the 
smallness of the lumen of Oddi’s sphincter, a special group of symptoms 
appears. In two-thirds of the cases one or more stones are still present in the 
gall-bladder. A stone in the ampulla acts as a ball-valve causing intermittent 
attacks of colic with incomplete jaundice. Pain is rarely absent ; it is occasion- 
ally the only symptom. Vomiting is common in the attacks, which are 
accompanied by fever with chills or severe rigors in 50 per cent. of cases. 
The jaundice is rarely complete and persistent ; it is occasionally absent, but 
in such cases van den Bergh’s test generally gives a positive direct reaction 
showing that hyperbilirubinemia is present ; 1m rare cases it is unaccompanied 
by pain. In the intervals between attacks the patient may appear to be 
quite well, though a slight degree of Jaundice or some residual pain in the gall- 
bladder region may be present. Sooner or later ascending sholsiiee is likely 
to develop; there is then constant pyrexia with repeated rigors and poly- 
morphonuclear leucocytosis. 

mall gall-stones are rarely recognised in the stools and larger ones are 
very rarely passed. It is important to distinguish gall-stones from concretions 
pron by drugs or by the administration of large quantities of olive oil. 

e majority of gall-stones consist of cholesterol and can, therefore, be 
recognised by being very light and inflammable. The rarest form of stone to 
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be passed is a very small rounded one, which has probably traversed the normal 
passages during an attack of colic; as it may be the only one, a cure may 
result. More frequently faceted stones are passed ; even if large numbers are 
found, it is very unlikely that all have left the gall-bladder. Lastly one, or 
less frequently two or three large stones, which may be formed by the agglomer- 
ation of several smaller ones, may be passed after traversing a fistulous com- 
munication between the gall-bladder and duodenum or colon. The fistula may 
develop very slowly without symptoms after chronic cholecystitis has led to 
the production of adhesions. More frequently the perforation appears to be 
sudden and takes place during or after an attack of colic. In other cases the 
fistula may be caused by the perforation of an empyema of the gall-bladder 
into the bowel. In rare cases a large stone may cause acute intestinal obstruc- 
tion, generally near the end of the ileum, Occasionally the pain in the neigh- 
bourhood of the umbilicus or the right iliac fossa disappears spontaneously 
as the stone passes onwards; pain may be subsequently felt below the 
umbilicus and finally in the rectum, from which it may have to be dislodged 
by the finger. The complete passage may take from 1 to 8 days. 

It is generally impossible to palpate the gall-bladder during an attack 
of acute pain owing to the rigidity of the abdominal muscles, but when the 
attack passes off the tenderness generally becomes localised to the gall-bladder 
itself. In some early cases the gall-bladder is found to be enlarged owing’ 
to distension with clear fluid, especially if the stone is impacted in the cystic 
duct. It gradually contracts on the stone or stones within it, probably after 
temporary dilatation, so that in long-standing cases it is rarely palpable. 
Even if a gall-stone passes into the common bile-duct, the gall-bladder does 
not often become enlarged ; thus a large gall-bladder in a case of chronic 
jaundice generally indicates chronic pancreatitis or a growth of the head of 
the pancreas or of the common bile-duct. 

Pure cholesterol gall-stones are never visible with the X-rays, but when 
much lime salts are present, especially in thin patients, they often throw a 
characteristic ‘ring’ shadow. The shadow must be distinguised from that 
produced by a renal calculus, a calcified tuberculous focus in a kidney, a 
calcified tuberculous gland or a calcareous deposit in a costal cartilage. This 
can now be easily done by means of cholecystography. This method also 
makes it possible to photograph transparent stones, as they are often seen as 
pale areas surrounded by the dark shadow formed by the dye filling the rest 
of the gall-bladder. Failure to produce a cholecystograph on two successive 
occasions, especially in the presence of a good shadow of the liver, which 
proves that the dye has been absorbed from the intestines, indicates that the 
cystic duct is obstructed, probably by an impacted stone, that the lumen of 
the gall-bladder is entirely occupied by stones, or that its mucous membrane 
is so damaged that it is incapable of absorbing water and so producing the 
concentration of the bile necessary for the production of a shadow. 

In doubtful cases valuable information can often be obtained by the 
Meltzer-Lyon method (p. 726). Failure to obtain dark bile on injecting 
magnesium sulphate into the duodenum would confirm a diagnosis of gall- 
stones suggested by absence of a gall-bladder shadow after cholecystography. 
The presence of large, broken cholesterol crystals with or without pigment 
granules is conclusive evidence of gall-stones, and other abnormal con- 
stituents may point to the presence of cholecystitis (p. 726). 
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Complications.—Cholecystitis is always present before gall-stones 
develop, except with the rare solitary sterile ainilesteral stone. If the mouth 
of the cystic duct becomes obstructed suppuration or gangrenous cholecy- 
stitis may develop (p. 723). In some cases inflammation may spread up the 
hepatic ducts or down the common bile-duct ; in the latter case the pancreatic 
ducts may become infected and chronic pancreatitis develops. In rare cases 
glycosuria or actual diabetes follows. Cancer of the gall-bladder or bile- 
ducts occurs in about 4 per cent. of people over 40 with multiple-faceted 
gall-stones compared with 0-4 per cent. of those with no gall-stones and with 
solitary cholesterol stones. The former are secondary to chronic cholecy- 
stitis, the latter to some metabolic disorder: the carcinoma is, therefore, 
presumably a result of the chronic cholecystitis, together perhaps with a 
direct chemical or mechanical carcinogenic action of the stones on the inflamed 
mucous membrane. 

Treatment.—During an attack of biliary colic the pain should be con- 
trolled by the injection of morphine (gr. }) with atropme (gr. 5). Slight 
attacks may be relieved by a tablet of glyceryl trinitrate (gr. +57) placed under 
the tongue. 

The early recognition and thorough treatment of cholecystitis can be 
regarded as a true method of prophylaxis of gall-stones. 

Treatment of cholecystitis may also result in the solution or washing 
away of cholesterol deposited on the walls of the gall-bladder and of minute 
agglomerations of crystals—the basis of what might later become gall-stones. 
Moreover, even when definite stones are present it may cause the accompany- 
ing indigestion, the so-called gall-bladder dyspepsia, which is really due to 
the cholecystitis, to disappear. However, if the symptoms point definitely 
to the presence of gall-stones, and especially if repeated attacks of severe 
biliary colic have occurred, an operation should be advised, unless on account 
of obesity or renal or cardiac complications the patient is a bad subject for 
operation. Myocardial discase is not, however, a contra-indication, as the 
cardiac condition frequently improves after cholecystectomy, and patients 
with impaired hearts often stand the operation remarkably well. Fat 
patients should be strictly dieted for 2 or 3 months in order to bring their 
weight down before operation. Except in urgent cases a short preliminary 
course of treatment with hexamine (p. 727) is always advisable etre operat- 
ing, and the liability to complications or the recurrence of symptoms is greatly 
reduced by the regular use of magnesium sulphate to prevent stagnation of 
bile after the operation. Whenever feasible cholecystectomy should be 
performed in preference to cholecystostomy, and the common bile duct 
should always be explored for stones even if there has never been any 
jaundice. 


BILIARY COLIC WITHOUT GALL-STONES 


It occasionally happens, especially in otherwise healthy young adults of 
both sexes, that typical attacte of slight or severe biliary colic, generally 
unaccompanied by jaundice, occur in i absence of gall-stones. During an 
attack and for a short time afterwards the gall-bladder is tender. The bile 
obtained through a duodenal tube from the gall-bladder is normal in every 
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way. Cholecystography occasionally reveals some abnormality in the cystic 
duct in the form of acute angulation with or without dilatation of the proximal 
segment, and pressure upon the visualised gall-bladder, especially in a direc- 
tion from its vertex towards its neck, causes pain; the gall-bladder is some- 
times unusually large. 

On abdominal exploration the gall-bladder looks healthy, but it may be 
tightly distended. Examination may show some abnormality in the anatomy 
of the cystic duct, or an accessory cystic artery may be present, which results 
in kinking when the gall-bladder is in certain positions. The condition is 
analogous to Dietl’s renal crises. Cholecystectomy is generally followed by 
permanent cure, though neither macroscopical nor microscopical examination 
shows any abnormality in its walls or contents. 

When no anatomical abnormality is discovered, the condition is probably 
identical with that which gives rise to attacks of biliary colic after cholecy- 
stectomy for gall-stones or cholecystitis, and which leads to the assumption 
that a stone has been left in the common bile-duct, though at operation no 
stone or other cause of organic obstruction is discovered. The attacks are, 
I believe, caused by a disturbance of the neuro-muscular mechanism of the 
biliary ducts and the sphincter of the common bile-duct—achalasia of Oddi’s 
sphincter. When the gall-bladder has been removed, the common bile-duct 
often dilates to form a reservoir, which to some extent takes its place ; this 
must be due to the resistance offered by the unrelaxed Oddi’s sphincter 
to the flow of bile, corresponding with the dilatation of the cesophagus follow- 
ing achalasia of the cardia. It may take a long time for the neuro-muscular 
mechanism of the common duct and its sphincter to adapt itself to the condi- 
tions present after cholecystectomy, ona during this period attacks of pain 
may result from temporary obstruction by the closed sphincter when the 
dilated common duct is attempting to empty itself. 

Diagnosis.—This condition can be diagnosed when typical attacks of 
biliary colic are associated with definite tenderness of the gall-bladder, cholecy- 
stography shows that no stone is present, and the bile obtained from the mall: 
bladder is normal. Between attacks the tenderness over the gall-bladder 
gradually disappears, whereas in cholecystitis it rarely goes completely. 
When several attacks of colic occur after cholecystectomy has been performed 
and the common bile duct explored for gall-stones by a competent surgeon, 
crises of this kind are the most probable cause. 

Treatment.—Regular contraction of the gall-bladder and ducts and 
relaxation of Oddi’s sphincter can be promoted by giving Epsom salts with 
belladonna when fasting in the morning and olive oil half an hour before 
meals. Before resorting to morphia, an attempt to relieve attacks with one or 
two glyceryl trinitrate tablets (gr. ,-,) placed under the tongue, failing this, 
the injection of a large dose (e.g. gr. ;\,) of atropine should be tried. If attacks 
persist the gall-bladder should be removed if this has not already been done, 
the bile ducts explored, and Oddi’s sphincter dilated. 


CARCINOMA OF THE GALL-BLADDER 


Carcinoma of the gall-bladder is a rare disease, which constituted only 
(+5 per cent. of the gall-bladders removed at the Mayo Clinic. It is 3 times 
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more common among women than men, and few cases occur before the age 
of 50. Calculi are present in about 75 per cent. of cases (p. 732). 

Symptoms.—In 70 per cent. of cases there is a long history of repeated 
gall-bladder attacks. This is followed by a short phase of constant pain, 
accompanied by progressive weakness, anorexia ae loss of weight, but no 
anemia. The pain is situated in the right hypochondrium and often radiates 
to the right scapular region. Flatulence, nausea and vomiting are common. 
A tumour can generally be felt ; it may at first be smooth, but later becomes 
hard and irregular. It is generally not very tender, and there is less 
muscular rigidity over it than is commonly the case with an inflamed 
gall-bladder. 

After a time secondary deposits lead to symptoms, and in some cases 
these are most prominent throughout, the primary disease remaining latent. 
Thus the liver is often large, hard and irregular from the presence of secondary 
deposits. Jaundice often occurs as a result of extension to the bile-ducts 
or compression by enlarged glands; it is occasionally remittent or inter- 
mittent, when it is generally due to cholangitis or a gall-stone in the common 
bile-duct. 

Ascites is present in about a quarter of the cases as a result of malignant 
peritonitis or pressure of glands on the portal vein. Septic complications, 
such as suppurative cholecystitis or cholangitis, or local or general peritonitis, 
may occur. Death generally supervenes within six months of the develop- 
ment of definite symptoms apart from those due to the preceding cholecystitis 
or t soeehne 

iagnosis.—The diagnosis is often exceedingly difficult, but the presence 
of a hard irregular tumour in the region of the gall-bladder with pain, anorexia 
and loss of weight in a middle-aged or elderly individual, especially if he has 
had symptoms pointing to cholecystitis or gall-stones, is suggestive of a 
growth of the gall-bladder. 

Treatment.—It is rarely possible to remove a growth of the gall-bladder 
owing to the difficulty in making an early diagnosis. The operative mortality 
is high, and a very large proportion of cases recur within six months. The 
presence of early carcinoma is occasionally discovered on microscopical 
examination of a gall-bladder removed on account of chronic cholecystitis 
with or without gall-stones ; permanent recovery may then follow. 


CONGENITAL OBLITERATION OF THE BILE-DUCTS 


Etiology.—This rare disease occurs rather more frequently in male than 
female infants. It is occasionally familial and is not associated with congenital 
syphilis. 

Pathology.—Some unknown toxin probably passes from the mother 
by the umbilical vein to the foetus. Part of the toxin reaches the liver direct 
and causes multilobular cirrhosis. The rest passes into the general circulation 
and reaches the liver by the hepatic artery ; it is excreted in the bile and gives 
rise to unilobular cirrhosis and inflammation of the small and large ducts 
and gall-bladder, which, being extremely small at birth, become more or less 
completely obliterated. The disease is thus a combination of portal and 
biliary cirrhosis with obstruction of the ducts. 
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Symptoms.—Jaundice is generally present at birth, but may not appear 
for two or more weeks. The meconium is normal, but the stools are free 
from bile from the first, and the urine is deeply bile-stained. The liver and 
spleen are large and hard. The infant is often remarkably well till the 
terminal stage, when purpura and hemorrhages from the mucous membranes 
and umbilicus are common and convulsions may occur. 

Diagnosis.—Deep jaundice in a new-born infant with a large liver 
and spleen and hemorrhages without any early evidence of infection is 
generally due to this disease. 

Prognosis.—Life may last from a few days to as much as 11 months. 

Treatment.—No treatment is of any value. 


CARCINOMA OF THE BILE-DUCTS 


FEtiology.—The incidence of carcinoma of the bile-ducts is about half 
that of carcinoma of the gall-bladder. It is associated with gall-stones in 
about 50 per cent. of cases. 

Pathology.—-The growth arises most frequently in the ampulla of 
Vater, where a papillomatous projection into the duodenum develops. The 
common hepatic duct and the common duct are next most affected; a 
growth of either of the two hepatic ducts is very rare. Primary growths 
of the cystic duct can rarely be recognised, as at the time of death they 
are likely to have spread either to the gall-bladder or to the junction with 
the hepatic duct. 

Symptoms.—The first symptom is generally jaundice, which develops 
gradually and is often intermittent; though the feces are clay-coloured, 
they generally contain a little stercobilin. Apart from loss of weight and 
strength the symptoms are those of obstructive jaundice, but pain may be 
felt in the epigastrium or mght hypochondnium, and attacks of colic may 
occur. In a case of mine the symptoms simulated those of duodenal ulcer 
and there was no jaundice, as ulceration of the growth had destroyed Oddi’s 
sphincter. The condition was recognised with the X-rays by the presence 
of a filling defect on the inner aspect of the descending part of the duodenum 
associated with a diverticulum representing the ampulla of Vater. Occult 
blood is always present in the stools, and the patient may become extremely 
anemic. The gall-bladder and less frequently the liver is enlarged. The 
primary tumour is never palpable. Ascites may occur as a result of secondary 
malignant peritonitis or of pressure of glands on the portal vein. The course 
of the disease is sometimes remarkably slow ; in one case of mine the patient 
lived for over two years after the first attack of jaundice. 

The diagnosis from carcinoma of the pancreas, chronic pancreatitis and 
a stone in the common bile-duct is discussed on p. 741. 

Treatment.—Life may be rendered more bearable as well as being 
considerably prolonged by cholecystenterostomy if the obstruction is in the 
common bile-duct. Owing to the almost insuperable technical difficulties of the 
operation it is very rarely possible to excise a growth of the ampulla of Vater. 


Artraur F. Hurst. 


736 DISEASES OF THE DIGESTIVE SYSTEM 


DISEASES OF THE PANCREAS 
THE INVESTIGATION OF DISEASES OF THE PANCREAS 


The pancreas produces an external secretion—pancreatic juice, and an 
internal secretion—insulin. The two functions are entirely independent, 
and in the diseases affecting the former, which are alone considered in this 
section, glycosuria due to deficient insulin is rarely present and never severe. 

The pancreatic juice reaches the duodenum by the large duct of Wirsung 
and the small duct of Santorini. The duct of Wirsung runs by the side of 
the common bile-duct for a short distance and then joins it to form the 
ampulla of Vater, a small cavity in the wall of the descending part of the 
duodenum, which opens in the biliary papilla, the end of the duct being 
kept closed by the tonic action of Oddi’s sphincter. The duct of Santorini 
discharges through a small se a short distance nearer the pylorus, but 
in 30 per cent. of normal individuals it is not patent or is too small to perform 
the functions of the duct of Wirsung if the latter is obstructed. The common 
bile-duct is completely surrounded by the head of the pancreas in 62 per cent. 
of bodies ; in the remainder it lies in a more or less deep groove in the gland. 
It is clear from these anatomical facts that deficient pancreatic digestion 
may occur owing to failure of the pancreatic juice to reach the intestine 
either as a result of diffuse disease of the pancreas, which inhibits the activity 
or actually destroys the secreting cells, or as a result of obstruction caused 
by a gall-stone in, or a growth of, the ampulla of Vater occuring in one of 
the 30 per cent. of people with an incompetent duct of Santorini. The effect 
on digestion will obviously be the same in each case. It is further clear 
that in 62 per cent. of cases of chronic inflammation or cancer of the head 
of the pancreas jaundice will result; but, if the duct of Santorini is incom- 
petent, jaundice accompanied by deficient pancreatic digestion may be 
equally well due to obstruction of the ampulla of Vater without disease of the 
pancreas. 

The stools in deficient pancreatic digestion.—The stools are bulky and 
pale owing to excess of fat, the proportion of which in the dried feces may 
be increased to 60 to 80 per cent. from the normal of 15 to 25 per cent. The 
pallor is still more marked in the presence of jaundice, as stercobilin is then 
absent or reduced in quantity. The fat is present chiefly in its neutral form, 
whereas normally only about 10 per cent. is unsplit ; in rare cases it separates 
as oil, which solidifies on cooling. Microscopically oil droplets are seen, 
together with crystals of fatty acids and soaps, which are formed by bacterial 
decomposition of the undigested fat, but the proportion of neutral fat to fatty 
acids and soaps remains high, in contrast with the excess of the latter and 
small proportion of the former in the fatty diarrhoea caused by deficient 
absorption (p. 626). Fragments of undigested meat can sometimes be recog- 
nised with the naked eye, especially if the presence of excess of fat is prevented 
by giving a fat-free diet ; striated muscle fibres are always recognisable with 
the microscope, but there is often no excess of undigested starch. In severe 
diarrhoea associated with rapid passage through the small intestines the stools 
may contain some excess of undigested fat, meat and starch in the absence of 
pancreatic disease. 
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The irritating products of bacterial decomposition of undigested fat and 
meat may give rise to diarrhcea; in such cases excess of mucus is often 
present. 

Pancreatic ferments in the duodenal contents, faces and urine.—The 
duodenum normally contains trypsinogen, which is converted into active 
trypsin by the enterokinase of the intestinal juice amylopsin (diastase) and 
steapsin (lipase). Under the conditions already described, in which no 
pancreatic juice reaches the intestine, the ferments cannot be isolated from 
the duodenal contents obtained through an Einhorn tube ; but it is impossible 
to recognise with certainty a simple reduction in the quantity present, owing 
to the great variations which normally occur and the technical difficulties 
in the quantitative estimation of the ferments. The same is true with regard 
to their presence in the stools, but a rough estimate of the quantity of 
pancreatic juice secreted can be made by measuring the tryptic activity 
of the faces. On the other hand, the quantity of diastase present in the urine 
is fairly constant and not difficult to estimate. In destructive disease of the 
pancreas it is not reduced, as the ferment is apparently formed in the liver 
and simply excreted by the pancreatic juice. Consequently in acute pancreatic 
necrosis the diastase index is increased from the normal of between 6 and 30 
units to 200 or more, and in many cases of subacute necrosis and of growth 
of the head of the pancreas, especially during exacerbations which manifest 
themselves by increase in pain, it is increased to a less extent, a unit being 
the number of cubic centimetres of 0-1 per cent. starch solution digested by 
1 c.c. of urine. The index is low in renal disease owing to deficiency in the 
excreting power of the kidney. 

Carbohydrate metabolism.—Although the secretion of insulin is rarely 
much affected in the disease of the pancreas considered in this section, a 
rise in the blood sugar with or without slight glycosuria is sometimes observed, 
and the glucose tolerance test may show some deficiency in carbohydrate 
metabolism. In doubtful cases this is a strong point in favour of pancreatic 
disease. 

In very rare cases an adenoma or carcinoma develops from the cells of 
the islands of Langerhans and gives rise to hyperisulinism with symptoms 
of hypoglycwmia, indistinguishable from those produced by an overdose of 
insulin. 


ACUTE NECROSIS OF THE PANCREAS 


Synonym.—Acute Hemorrhagic Pancreatitis. 

fEtiology.—The pressure under which bile is secreted is about 30 mm. 
to 100 mm. higher than the maximal pressure attained in Wirsung’s duct 
after a meal, when pancreatic secretion 1s most active. Bile is not, however, 
forced into the pancreas, as the normal tone of Oddi’s sphincter is overcome 
by @ pressure of only 100 mm. But when the mouth of the common bile- 
duct is obstructed, the bile is forced into Wirsung’s duct. The bile salts 
activate the pancreatic zymogens : the trypsin causes necrosis with secondary 
hemorrhage of the pancreas, and the steapsin causes fat necrosis. If the bile 
1s infected, but not otherwise, suppuration of the pancreas occurs simul- 
taneously. 

The obstruction is caused by a gall-stone in 50 per cent. of cases, and in 
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very rare instances by a pancreatic calculus or a round worm. When the lumen 
is free, the obstruction is probably caused by spasm of Oddi’s sphincter 
‘secondary to acute gastro-duodenitis, which may be caused by acute corrosive 
poisoning. Necrosis of the pancreas may also follow a direct injury to the 
pancreas producing hemorrhage. 

Very rarely infection reaches the pancreas by way of the blood stream in 
pyzemia and infective endocarditis, and abscesses may result from retro- 
grade thrombosis in suppurative pylephlebitis. Acute pancreatitis has been 
observed in influenza, typhoid fever and small-pox. It 1s a rare complication 
of mumps, but suppuration and necrosis never occur (vide p. 165). 

Pathology.—Necrosis, hemorrhages and suppuration are present in 
varying proportions in the pancreas. Opaque white areas of fat necrosis 
are found in the fat of the pancreas, the retroperitoneal tissue, omentum and 
mesentery, and also occasionally in that of more distant parts, such as the 
pericardium, to which the pancreatic lipase has been conveyed by lymphatics. 
Bacteria, especially B. col, and streptococci, can generally be isolated from 
the pancreas and often from the gall-bladder. The peritoneal cavity often 
contains bloodstained fluid, especially in the lesser sac; in the later stages 
this fluid is infected and suppurative peritonitis may be present. 

Symptoms.—Without any warning a sudden very violent pain is felt in 
the epigastrium. It continues without intermission, but paroxysms of still 
more severe pain occur from time to time. Severe pain across the back is 
often present. After a short time vomiting begins and is repeated at frequent 
intervals ; the gastric contents are first ejected, and after a time the vomit 
contains bile. Flatus may be passed, but the bowels are not opened, and 
no sounds indicating gastro-intestinal activity can be heard on auscultation. 
The abdomen soon becomes distended ; it is very tender on palpation, but 
the muscles are often not correspondingly rigid. The tenderness and rigidity 
begin in the epigastrium, but berore long become general. In rare cases 
the enlarged pancreas can be felt, but the rigidity of the abdomen generally 
makes this impossible. Slight jaundice is occasionally present as a result of 
pressure of the swollen pancreas on the common bile-duct. The patient soon 
becomes collapsed with a weak and rapid pulse and slight cyanosis; he 
appears more severely ill in the first few hours than is generally the case in 
acute peritonitis. The temperature is not greatly raised and may be sub- 
normal, and leucocytosis is generally absent. Dyspnoea is occasionally 
observed. Glycosuria is rare, probably because death occurs too rapidly, 
as the diabetes produced in animals by the removal of the pancreas often 
does not develop until some days have elapsed. The diastase index of the 
urine is always raised above 100 and generally above 200. 

Diagnosis.—The possibility of acute pancreatic necrosis should be con- 
sidered in all cases of acute symptoms in the upper part of the abdomen in 
adults, especially if the patient is an elderly obese, alcoholic individual, who 
has previously suffered from symptoms which might have been due to gall- 
stones or gastro-duodenal catarrh. A carefully taken history may reveal the 
fact that the patient has previously had one or more similar, but much 
slighter attacks, probably due to acute but localised necrosis from which 
complete recovery took place. The symptoms may closely resemble those 
following perforation of a gastric or duodenal ulcer, but in the latter there is 
generally a history pointing to the presence of an ulcer before the onset of 
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acute symptoms; vomiting is continuous in pancreatitis, but occurs only 
at the onset or not at all in perforation, and the hepatic dullness does not alter 
in pancreatitis, but often disappears owing to the escape of gas through a 
perforated ulcer; and the pbdomiinal muscles are generally less rigid in 

ancreatitis than in perforation. In other cases acute intestinal obstruction 
18 simulated, but flatus generally continues to be passed, the abdomen is 
less distended, and intestinal sounds disappear at once instead of being 
unusually loud at first. A rise in the diastase index to 100 or more is con- 
clusive evidence in favour of acute pancreatitis. At the operation the 
discovery of fat necrosis at once makes the diagnosis clear. 

Prognosis.—The most acute cases are always rapidly fatal unless an 
operation is performed. Some cases run a subacute course, especially if 
one or more localised abscesses form; the illness may then continue for 
a week or lead to chronic pancreatitis. 

Treatment.—An operation should at once be performed in all cases of 
acute pancreatic necrosis, except in those complicating mumps, the pancreas 
being drained at the site of greatest damage. If gall-stones or cholecystitis 
are present the gall-bladder should also be drained. The earlier the operation 
is performed, the greater is the prospect of recovery, but permanent deficiency 
of pancreatic secretion may follow. 


SUBACUTE NECROSIS OF THE PANCREAS 


Pathology and Symptoms.—Necrosis may occur in very small areas of 
the pancreas as well as in the generalised form just described. This con- 
dition is most frequently associated with gall-stones and with penetrating 
gastric or duodenal ulcer. It gives rise to recurrent attacks of mid- or 
left-sided epigastric pain, which tends to radiate round the left costal margin 
or to bore through to the muscles immediately to the left of the lower dorsal 
spine, when it may simulate renal colic. It may spread upwards to the. 
left shoulder and downwards to the left iliac fossa and even to the left thigh 
and leg. The attacks generally occur two or three hours after food, when 
the functional activity of the pancreas is at its height. The pain may be 
associated with deep tenderness, but there is little or no rigidity, and the 
abdomen is often much distended. The patient may be perfectly well in 
the intervals between attacks. As in acute pancreatic necrosis, the attacks 
aie often associated with cyanosis and a weak, though not specially rapid, 
pulse. 

The stools are generally normal, and there is no constant glycosuria, 
but there may be temporary hyperglycemia and glycosuria during the 
attacks. 

Diagnosis.—Attacks of left-sided pain occurring in cholelithiasis and 
after cholecystectomy are generally caused by subacute pancreatic necrosis, 
which may also account for pain boring through to the back in gastric and 
duodenal ulcer, though I have seen very severe pain of this kind in which 
the ulcer was found at operation to be free from adhesions and the pancreas 
healthy. The sudden violent abdominal pain, with tenderness, rigidity and 
leucocytosis, which may occur in an attack of diabetic coma, is probably 
of similar origin. 
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Treatment.—The recurrence of attacks may be prevented if a diet is 
given which affords as complete rest as possible to the pancreas. The 
atient should be starved for 3 days and then given carbohydrates alone 
or 3 days. After that a more liberal diet is allowed, but fats and meat 
should be given very sparingly in spite of the fact that the stools show no 
evidence of pancreatic insufficiency. 
In severe attacks the question of operation requires consideration : 
gall-stones, if present, should be removed and the gall-bladder drained but 
not excised. 


CHRONIC PANCREATITIS 


fEtiology and Pathology.—Chronic pancreatitis is generally due to 
infection spreading up Wirsung’s duct. This is most likely to occur if the 
pancreatic secretion stagnates owing to obstruction of the duct, especially 
in an individual in whom the duct of Santorini is insufficiently developed 
to drain the gland. A small gall-stone impacted in the ampulla of Vater 
obstructs the mouth of Wirsung’s duct and generally leads to chronic pan- 
creatitis ; if impacted in the terminal part of the common bile-duct, this 
complication may also occur, especially in an individual in whom the duct 
is completely surrounded by the head of the pancreas. 

In rare cases the duct is obstructed by a pancreatic calculus, but this 
is probably itself a result of catarrh of the pancreatic ducts. Cancer of 
the head of the pancreas, and obstruction of the mouth of the common bile- 
duct by cancer of the ampulla of Vater or of the duodenum, are generally 
complicated by chronic pancreatitis, as the flow of pancreatic juice is 
obstructed. 

When no obvious obstruction is found to account for chronic pancreatitis, 
the disease may be due to a gall-stone which has been passed, but the 
infection can also ascend from the duodenum, or descend from the upper 
biliary passages, as non-calculous cholecystitis is sometimes present. The 
cases which occur in alcoholic individuals are probably secondary to gastro- 
duodenal catarrh, and a typhoidal infection of the bile passages probably 
accounts for the occurrence of chronic pancreatitis as a sequel of typhoid 
fever. When a chronic gastric or duodenal ulcer erodes the pancreas, the 
neighbouring part of the gland becomes chronically inflamed. 

n chronic pancreatitis the inflammation and the fibrosis to which it 
gives rise are mainly interlobular, coarse bands of connective tissue, often 
visible to the naked eye, separating the lobules of the gland from each other. 
The head of the pancreas is generally most affected ; it is hard and somewhat 
enlarged. 

Symptoms.—In chronic pancreatitis the normal functions of the pancreas 
must be more or less disturbed, but in the majority of cases it is entirely 
latent, as it is rare for the inflammation to be sufficiently severe and wide- 
spread to interfere seriously with pancreatic digestion. It is generally 
found accidentally during an operation for gall-stones, or at autopsy if the 
primary disease proves fatal. In an individual in whom the pancreas 
completely surrounds the common bile-duct jaundice is likely to develop. 
It is generally the only symptom, and chronic painless obstructive jaundice, 
developing insidiously without any of the initial symptoms characteristic 
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of catarrhal jaundice, is more often due to chronic pancreatitis than to 
carcinoma. The gall-bladder is dilated unless chronic cholecystitis has made 
relaxation of the walls impossible, but it is generally difficult to recognise 
by palpation, and the liver is often enlarged and abnormally hard, but not 
tender. In the rare cases in which pancreatic indigestion is present, the 
stools contain excess of fat and undigested meat (p. 623) and diarrhoea may 
result ; the deficient digestion causes very gradual emaciation with increasing 
weakness. In exceptional cases diarrhoea is severe, emaciation is rapid and 
extreme, and there is complete anorexia. 

Diabetes rarely results from chronic pancreatitis, but it may occur in 
very chronic cases if the inflammation spreads into the lobules and invades 
the islands of Langerhans. 

Though chronic pancreatitis itself does not give rise to pain, severe 
attacks of colic are occasionally observed as a result of attacks of subacute 
necrosis even in the absence of gall-stones. The pain tends to radiate 
along the left costal margin, and to bore through to the muscles immedi- 
ately to the left of the lower dorsal spine and to the angle of the scapula. 
Left-sided pain of this kind in gall-bladder disease should suggest the possi- 
bility that the pancreas is involved, and in chronic gastric and duodenal 
ulcer that penetration into the pancreas has occurred. 

Diagnosis.—It is rarely possible to determine with certainty whether 
chronic pancreatitis is present as a complication of gall-stones or of the 
other conditions with which it may be associated. If hyperglycemia with 
or without glycosuria develops in such a case, it is extremely probable that 
the pancreas is becoming affected. The changes in the feces, which result 
from the absence of pancreatic digestion, do not prove that the pancreas is 
affected in » case of chronic jaundice, as in individuals in whom the duct of 
Santorini does not function obstruction of the ampulla of Vater may prevent 
the pancreatic juice as well as the bile from reaching the duodenum, although 
the pancreas is healthy. 

The possibility of chronic pancreatitis should be considered im all cases 
of chronic jaundice in which the cause is doubtful. If the jaundice is pre- 
ceded by symptoms of acute febrile gastro-duodenitis, catarrhal jaundice is 
the most likely diagnosis. Attacks of pain, even in the absence of a character- 
istic history, make the presence of gall-stones probable. In the absence of 
such attacks, especially if the gall-bladder be enlarged, either chronic pan- 
creatitis or a growth is probably present. A growth is much more commonly 
associated with chronic pain, and emaciation and weakness develop more 
rapidly than with chronic pancreatitis. It is often impossible, however, 
even at an operation, to distinguish between a growth of the head of the 
pancreas and chronic pancreatitis ; only when a patient recovers completely 
and permanently is it possible to be certain that the condition was 
inflammatory. 7 

Prognosis.—The prognosis depends upon that of the primary condition 
in secondary cases, and the presence of chronic pancreatitis does not alter 
the outlook in operations for gall-stones. In cases of apparently primary 
pancreatitis complete recovery has taken place after an exploratory opera- 
tion in which nothing was done. Chronic pares causes death only in the 
presence of complications. In one case death followed peritonitis secondary 
to rupture of the distended gall-bladder the day before an operation was to 
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be performed. In another the patient, who had suffered from painless 
jaundice for six months, refused operation, and death resulted from gastro- 
intestinal hemorrhage, the exact source of which could not be found at 
the autopsy ; it was apparently secondary to subacute necrosis of the liver, 
which had resulted from the long-continued biliary stasis. 

Treatment.—It is only necessary to consider the treatment of those 
cases which appear to be primary, as when the pancreatitis is secondary no 
treatment beyond what is necessary for the primary disease is required. If 
the jaundice does not abate within three months, or a shorter period if the 
patient rapidly loses weight and strength or the levulose test shows that the 
functional efficiency of the liver is becoming impaired, an operation should 
be performed. A cholecystenterostomy will cure the jaundice, remove one 
source of irritation of the pancreas by draining the infected bile, and prevent 
the development of secondary inflammation and necrosis in the liver. 


SYPHILIS OF THE PANCREAS 


The pancreas is affected in 20 per cent. of cases of congenital syphilis in 
the newborn ; in most cases the liver is simultaneously affected, and some- 
what less frequently the spleen, bones, lungs and other organs. The gland 
is enlarged and hard owing to proliferation of the interlobular connective 
tissue ; the gland-cells atrophy, but the islands of Langerhans escape. 

Syphilis in adults occasionally gives rise to chronic pancreatitis, and 
much less frequently to gummata of the pancreas. 

Symptoms.—The symptoms are those of chronic pancreatitis or carcinoma 
of the pancreas. The tumour may be palpable, and it may lead to obstruction 
at the pylorus or duodeno-jejunal iis with persistent vomiting. The 
occurrence of diabetes in a syphilitic patient should suggest that the pancreas 
may be affected. The Wassermann reaction should always be tested in cases 
of suspected chronic pancreatitis and carcinoma of the pancreas, whether 
the diagnosis is made clinically or at an operation, and in diabetes, and anti- 
syphilitic treatment instituted if it is positive. 


PANCREATIC CALCULI 


Pathology.—Between five and ten calculi are generally found, but in 
rare cases one only or as many as 300 may be present. They are white, 
yellow or brown, and vary in size from mere sand to smooth or irregularly 
shaped masses, an inch or more in length. Although pancreatic juice contains 
no calcium carbonate, this is the chief constituent of the calculi, which 
consequently throw much more definite shadows than gall-stones with the 
X-rays. Calculi never form in a healthy pancreas; they result from infection 
of the ducts and stagnation of the secretion. The ducts behind the calculi 
are dilated, and chronic pancreatitis is present, but suppuration is very rare. 
The condition may be associated with gall-stones. 

Symptoms and Treatment.—Pancreatic calculi are very rare. I have 
seen two cases, which correspond with the two clinical types recorded in the 
literature, both of which may be associated with diabetes. (1) A woman 
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of 55 had had fatty diarrhosa for five years and her weight had fallen from 
10 to 7 stone. Excess of neutral fat and striated muscle fibres were present 
in her stools. She had recently had an aching pain under both costal margins, 
especially the left. The X-rays showed multiple opacities in the region of 
the pancreas. She was given a fat-free diet and large doses of hydrochloric 
acid, as the pancreatic disorder was associated with achlorhydria. She 
gradually improved during the following year, and for the last ten years has 
been completely free from symptoms. Presumably the hydrochloric acid 
led to the formation of secretin, which stimulated the secretion of pancreatic 
juice sufficient to break down and dislodge the very friable calculi. (2) A 
man of 31 had attacks of severe pain in the right hypochondrium exactly 
simulating biliary colic; they had begun ten years earlier and recently two 
or more occurred daily. Nothing short of morphine gave relief. There was 
no jaundice. The X-rays showed a normal gall-bladder but shadows of pan- 
creatic calculi. There was no diarrhcea, but the stools contained excess 
of neutral fat and striated muscle fibres and very little trypsin. At operation 
the pancreas was very large and hard. As the stones could not be found, an 
attempt was made to crush them by squeezing the pancreas. After temporary 
improvement the attacks recurred, severe diabetes developed, and the patient 
died within a year from acute pulmonary tuberculosis. 


PANCREATIC CYSTS 


fEtiology and Pathology.—Simple obstruction of the pancreatic 
duct leads to atrophy of the secreting tubules and not to the formation 
of cysts. When chronic pancreatitis is also present retention cysts may 
develop. 

Hydatid cysts may develop in the pancreas, and congenital cystic disease, 
generally associated with cystic disease of the kidneys, may occur. 

A single large pancreatic cyst may contain as much as 14 pints of fluid. 
Multiple cysts of various sizes, often quite small, may occur. The contents 
are generally turbid and dark reddish-brown or yellow. The fluid is alkaline, 
slightly viscid and albuminous, and may contain altered blood; micro- 
scopically degenerated epithelial cells, leucocytes, and occasionally crystals 
of cholesterol and rarely of leucin and tyrosin are found. The pancreatic 
ferments are often absent, especially in old cysts. 

A large proportion of so-called pancreatic cysts are really pseudo-pan- 
creatic cysts, being collections of fluid in the lesser sac of the peritoneum, 
the foramen of Winslow having been occluded by peritonitis. About a 
quarter of these cases follow an injury to the pancreas, which causes the 
escape of blood and pancreatic juice into the lesser sac with secondary 
peritonitis. In the remaining cases serous fluid collects slowly as a result 
of local peritonitis secondary to pancreatitis, the condition being analogous 
to a pleural effusion following picasa 

Symptoms.—There are often no symptoms when the tumour is acci- 
dentally discovered. In other cases symptoms due to the disease which gave 
rise to the cyst may precede its discovery. When the cyst has reached a 
considerable size there may still be no symptoms, but sometimes attacks of 
epigastric pain, which may radiate to the left shoulder, occur; they are 
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aaa accompanied by vomiting, wasting and jaundice. Diabetes rarely 
evelops. 

The tumour is generally in the centre of the upper part of the abdomen, 
but it often extends farther to the left than the right. It does not move 
on deep respiration and is only very slightly movable in each direction. 
As it grows it extends farther down and may finally appear to fill the entire 
abdomen. It is smooth, rounded and elastic; a thrill is often produced on 
striking it. 

Its relation to the stomach and colon can be readily determined by means 
of the X-rays after a barium meal and enema. It is first behind the stomach, 
but as it enlarges it generally reaches the anterior abdominal wall between 
the stomach above and the transverse colon below. Less frequently it 
comes forward above the stomach or below the transverse colon between 
the leaves of the mesocolon. It generally grows very slowly, but sudden 
enlargement may result from hemorrhage into it. 

Diagnosis.—There ought to be no difficulty in diagnosing a pancreatic 
cyst from ascites and from a hydronephrosis, enlarged gall-bladder, ovarian 
cyst or distended bladder. It is impossible to distinguish a true pancreatic 
cyst from a pseudo-pancreatic cyst clinically; even at an operation the 
distinction may be impossible. Mesenteric cysts are generally more movable 
than pancreatic cysts. 

Treatment.—The cyst should be emptied and drained by operation. 
It is never wise to attempt to remove it owing to the dense adhesions which 
often fix it to its surroundings. The immediate results of operation are 
very satisfactory, but a recurrence is not uncommon. 


CARCINOMA OF THE PANCREAS 


fEtiology.—Primary carcinoma of the pancreas is a fairly common 
disease. The pancreas may also be invaded by direct spread of a growth 
of the stomach ; less frequently a small secondary deposit is found when 
the primary disease is situated in some distant situation. Cancer of the 
pancreas occurs three times as frequently in males as in females. 

Pathology.—The head of the pancreas is involved in 75 per cent. of 
cases. Cancer of the head of the pancreas obstructs the duct, which becomes 
dilated and occasionally forms retention cysts. The stasis of the pancreatic 
secretion frequently leads to chronic pancreatitis and very rarely a pancreatic 
calculus. Secondary deposits are often found in the neighbouring lym- 
phatic glands, the liver and peritoneum, and less often in more distant 
organs. 

Symptoms.—When the head of the pancreas is involved, jaundice is 
generally present owing to pressure on the common bile-duct, but the 
latter may escape if it is not embedded in the gland. The jaundice in- 
creases until it 1s very intense, bile being then completely absent from the 
feces. The gall-bladder is almost always distended and is generally palpable ; 
the liver is also generally large and hard. When the growth is confined to 
the body or tail of the pancreas there is no jaundice unless the duct is com- 
pressed by a secondary deposit, and neither the gall-bladder nor liver is 
enlarged. The patient complains of a dull, growing, aching pain deeply 
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situated in the upper abdomen and extending to the back. It is constantl 
aaa and unrelated to meals and the bowels. In some cases it is paroxysmal. 
t is generally bilateral, but occasionally confined to the left, and tends to 
be worst at night. The pain may simulate that produced by a spinal tumour 
and is probably caused by involvement of the cceliac plexus. Wasting is 
rapid in almost all cases, and the patient becomes progressively weaker. If 
the head of the pancreas is involved, the stools may have the characteristic 
described on page 736, and diarrhoea is likely to occur, but a growth of the 
body or tail does not interfere with digestion. Severe constipation is common. 

A tumour of the head of the pancreas is not often palpable, as it is deep- 
seated and likely to be hidden by the enlarged liver and the ascites, which 
is present in a third of the cases as a result of malignant peritonitis or pressure 
on the portal vein. A tumour of the body or tail of the pancreas is more often 
palpable, especially shortly before death when emaciation is extreme. It 
forms a hard, fixed mass extending across the abdomen on a level with the 
umbilicus, especially to the left, and is generally not tender. A tumour of 
the pancreas can be visualised by radiography in the lateral position by 
inflating with 500 c.c. of air a rubber balloon fixed to the end of a Ryle tube 
introduced into the stomach. 

Insomnia, depression, anxiety and restlessness may be so prominent and 
so out of proportion to the abdominal pain, which may even be absent, that 
a primary neurosis may be diagnosed. 

Diagnosis.—Chronic jaundice due to carcinoma of the head of the 
pancreas must be diagnosed from chronic pancreatitis, a gall-stone in the 
ampulla of Vater, and carcinoma of the ampulla of Vater. Pain is absent 
in chronic pancreatitis and the general health is very little impaired, whereas 
in Carcinoma pain radiating to the back or in the back alone is often present, 
and there is a steady deterioration in health. A gall-stone rarely reaches the 
ampulla of Vater without a preceding attack of colic, whereas jaundice is 
generally the first symptom in carcinoma of the head of the pancreas; the 
jaundice in the former is often incomplete and intermittent instead of com- 

lete and permanent, pyrexia is common, and rigors may occur owing to 
infection of the bile passages. In carcinoma of the ampulla of Vater the 
jaundice, which is accompanied as in carcinoma of the pancreas by dilatation 
of the gall-bladder, is less complete and more intermittent than might be 
expected ; it can sometimes be recognised with the X-rays by the char- 
acteristic filling defect it produces in the duodenum, and it always leads to 
the presence of occult blood in the stools. 

n the absence of jaundice the possibility of a growth of the tail of the 
pancreas should be considered in a patient whose general condition suggests 
that he is suffering from cancer, but in whom no evidence of disease can be 
found in the organs most commonly affected. The possibility is converted 
to a probability if he complains of severe pain boring through to the left 
side of the back or a fixed tumour becomes palpable. A normal diastase 
index and stools showing no deficiency in fat or meat digestion do not militate 
against the diagnosis. 

Prognosis.—Death generally occurs within six months of the onset of 
symptoms and is rarely delayed beyond a year. —_ 

reatment.—If there is the smallest doubt about the diagnosis in a 
case of chronic obstructive jaundice, an exploratory laparotomy should be 
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advised. If a growth of the pancreas is found, a cholecystenterostomy 
should be performed in order to relieve the jaundice and thus save the patient 
from one of the most distressing of his symptoms. Moreover, in numerous 
instances permanent recovery has followed this operation when performed 
for a supposed growth of the pancreas, the surgeon having mistaken chronic 
pancreatitis for a growth. No operation can be of any use in the absence 
of jaundice, even in the rare cases in which a correct diagnosis is made. 


ARTHUR F. Hurst. 


VISCEROPTOSIS 


fEtiology and Pathology.—Visceroptosis is most frequently due to a 
fall in intra-abdominal pressure, caused by weakness of the abdominal and 
pelvic muscles, the normal tone of which maintains the viscera in position. 
The tone of the abdominal muscles is often impaired by the stretching which 
they undergo during pregnancy. After parturition the sudden diminution in 
the volume of the abdominal contents is so great that a considerable fall in 
intra-abdominal pressure occurs, as the stretched muscles are at first very 
lax. If the patient remains in bed for a sufficient period, they gradually 
regain their tone, and the separated recti come together again, but otherwise 
they become permanently weakened. Weakness of the abdominal muscles is 
common among people who take too little exercise. 

The pelvic floor consists of a muscular diaphragm, which is formed by 
the levator ani and other muscles. These are often damaged in difficult 
labour. 

When the.intra-abdominal pressure is abnormally low, the viscera drop 
directly gravity comes into play, but at first they regain their normal position 
as soon as the individual lies down. At a later stage, when the daily descent 
of the viscera has continued for a considerable time, the displacement persists 
in the horizontal position. 

The degree of ptosis of the different organs depends upon their weight 
and upon the length and elasticity of their peritoneal attachments, which, in 
the absence of their natural support, act as true ligaments. 

True visceroptosis must be distinguished from the “‘ hyposthenic habitus,”’ 
a constitutional condition commou in women, but comparatively rare in 
men, which is characterised by a long narrow chest and a small epigastric 
angle. In this the viscera are congenitally lower than im the average 
individual, owing to the relatively small capacity of the upper part of the 
abdominal cavity. 

Symptoms.— Most of the symptoms of visceroptosis occur only when the 
erect position is assumed. They consequently disappear on lying down and 
are absent at night. They are temporarily relieved when the lower part of 
the abdomen is compressed by means of the hand, and in women they 
frequently show a steady improvement as pregnancy advances owing to the 
rise in intra-abdominal pressure and the support given to the viscera by 
the growing uterus. They are often worse in the later part of the day than 
in the morning owing to the progressive relaxation of the abdominal muscles 
resulting from fatigue. 


VISCEROPTOSIS 747 


The symptoms have been ascribed in turn to the kidneys, stomach, 
intestines and uterus, according to which happened to be the special object 
of study. It is certain, however, that the general effects are commonly of 
much more importance than those due to ptosis of individual organs. 

Gastroprosis.—Gastroptosis is uncommon, and even when present it is 
rarely the cause of symptoms. The normal stomach varies greatly in length. 
In the erect position it swings between the cesophagus, where it passes through 
the diaphragm, and the junction between the movable duodenal bulb and 
the descending retro-peritoneal portion of the duodenum. In a stomach of 
average length the umbilicus (or inter-iliac line) is about half-way between 
the lesser and greater curvatures. The greater curvature of the short hyper- 
sthenic stomach does not reach the umbilicus. On the other hand, in the long 
stomach, which is particularly common in individuals with a hyposthenic 
habitus, the lesser as well as the greater curvature is below the umbilicus, 
and the latter may reach the true pelvis. This condition has generally been 
called gastroptosis, but, as it is congenital and the stomach has never occupied 
a higher position, the name is quite inappropriate. Moreover, the long 
stomach is just as competent as a short one or one of average length. 

When the abdominal muscles become weak, a long stomach is likely to 
be more affected than one of ordinary length, and a short one does not drop 
at all. But the gastroptosis caused in this way does not lead to kinking of 
the pylorus, as the pyloric end of the stomach together with the first part 
of the duodenum is surrounded by peritoneum and is freely movable. It 
may, however, give rise to a kink where the first part of the duodenum joins 
the second or descending part, as the latter is situated behind the peritoneum 
and is less mobile. Discomfort may then occur, which begins during the meal 
and reaches its greatest intensity as soon as all the food has been taken. 
It depends more upon the quantity than the quality of the food, milk produc- 
ing Just as much disturbance as an equal weight of solid food. Much more 
commonly, however, the duodenum drops with the stomach, so that a con- 
siderable degree of gastroptosis may be present with little or no gastric 
disturbance. It is thus always necessary to note the position of the duodenum 
as well as that of the stomach during an X-ray examination: if the upper 
extremity of the duodenum is not at least an inch above the umbilicus, 
duodenal ptosis is present. 

After having found the position of the stomach and duodenum in 
the erect and horizontal positions, it must next be determined whether the 
stomach evacuates its contents in a normal manner. If the duodenum drops 
with the stomach, the passage of food out of the stomach and through the 
duodenum is generally normal in rate. This is also sometimes the case even 
if the duodenum has not dropped, but more frequently, especially if the 
ptosis is well marked, it can be seen with the X-rays that, although the food 
may pass without difficulty from the stomach into the first part of the duo- 
denum, there is delay in the passage beyond this point. 

A second examination should be made 6 hours after the opaque meal, 
no food having been taken in the interval. The patient should not lie down, 
but should follow his ordinary occupation. Gastric stasis is present if the 
stomach still contains food at this second examination. In order to decide 
whether this is due to the ptosis, a second opaque meal should be given on 
another day, and the patient should lie on his right side in the interval between 
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the two examinations. If the ptosis is the sole cause of the stasis, the stomach 
will be empty in 6 hours, and if an intermediate examination is made it will 
probably be found to be already empty in 2 or 3 hours. If there is no delay 
In the evacuation of the stomach in the erect position, the indigestion is not 
due to the gastroptosis. 

It is important to observe whether voluntary contraction of the abdominal 
muscles in the erect posture is sufficient to raise the stomach to its norma! 
position, as if this is the case the prognosis is good, and abdominal exercises 
together with the temporary use of a support will probably result in a cure. 
If the stomach cannot be raised to the normal position in this w&y, the back 
should be supported by the left hand whilst the lower part of the abdomen 
is pressed inwards and upwards with the right. In most cases this results 
in raising the stomach to the normal position, which indicates that an 
abdominal support is likely to give relief, though it will not by itself cure 
the condition. 

ENTEROPTOSIS (COLOPTOSIS).—Ever since Glénard drew attention to the 
condition he called “ enteroptosis,” which has also been named Glénard’s 
disease, this has been erroneously supposed to produce kinks of the intestines, 
especially at the flexures of the colon, and to give rise to obstruction to the 
onward passage of feces. I have seen a pelvic cecum in almost as large a 
proportion of strong healthy individuals, especially females, with perfect 
digestion and no constipation as of constipated patients. The colon, like the 
stomach, varies greatly in length. When the ascending colon is unusually 
long the cecum is situated in the pelvis even on lying down. The lowest 
part of the transverse colon of normal people is almost always situated well 
below the umbilicus in the erect position. When it is longer than the average, 
as it is in most people with a long stomach, it reaches the true pelvis. Under 
these conditions neither a pelvic cecum nor a pelvic transverse colon can be 
regarded as a result of ptosis. The position of the colon varies greatly in 
the course of the day: it 1s lowest when full and highest when empty just 
after defecation ; it is depressed by a full stomach; and a pelvic caecum 
and transverse colon are raised out of the pelvis by a full bladder. In normal 
individuals examined with the X-rays the hepatic and splenic flexures often 
appear to be acutely kinked. This is the result of the shadow being cast in 
a single plane, as the limbs of the flexures belonging to the transverse colon 
are in front of those of the ascending and descending colon respectively, and 
the flexures appear to be acute, although they form a wide angle when looked 
at from the side. 

The constipation, which is often associated with visceroptosis, is generally 
due to interference with the voluntary part of the act of defecation caused 
by the weakness of the abdominal and pelvic muscles, and the ptosis of the 
diaphragm. fPtosis of the transverse colon never leads to kinking at the 
hepatic flexure, as the cecum and ascending colon drop with it. A true kink 
is occasionally produced at the splenic flexure, as the phrenico-colic ligament 
is stronger than any other of the intestinal attachments. A dragging pain 
together with a sense of distension may then be felt in the left hypochondrium, 
but no serious obstruction to the passage of feeces ever occurs. 

The characteristic bulging of the lower part of the abdomen and retraction 
of the epigastrium seen on standing are due mainly to ptosis of the small 
intestine, but are of no clinical importance, 
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HeEpatoptosis.— When the liver drops it rotates towards the right, or less 
frequently it falls forward so that its upper surface bulges in the epigastrium. 
The condition can be recognised by palpation and percussion, the upper 
border of the hepatic dullness being abnormally low. A palpable liver is thus 
not necessarily an enlarged one, but may simply be displaced. It gives rise 
to no special symptoms except occasionally a vague discomfort in the right 
hypochondrium which may radiate towards the shoulder; it is increased 
by jumping, walking and coughing, and disappears on lying down. 

A dropped spleen can be distinguished from a large spleen by the fact that 
it can be manipulated into its normal position, where it 13 no longer palpable ; 
it generally gives rise to no symptoms, but in very rare instances great pain 
is produced by twisting of its pedicle. 

For nephroptosis, see p. 1346. 

When the pelvic floor is weak, it allows the pelvic viscera to drop, and 
retroflexion of the uterus generally occurs simultaneously; it may also 
result in actual prolapse of the uterus and rectum. 

' Downward displacement of the diaphragm results in dyspnoea, as, being 
constantly in the position of extreme inspiration, it is no longer possible for 
its normal respiratory excursions to occur. This is particularly noticeable in 
ieee with weak hearts, whose abdominal muscles have been stretched 
y an accumulation of ascitic fluid which has since been absorbed or tapped. 
The downward displacement of the diaphragm is accompanied by a similar 
displacement of the heart, which gives rise to no special symptoms. 

Under normal conditions the abdominal wall and pelvic floor are the 
only support of the viscera; the peritoneal folds help to maintain them in 
position, but they do not support their weight. If, as a result of weakness 
of the muscles of the abdominal wall and of the pelvic floor, the viscera 
drop when the individual is erect, a pull is exerted on the peritoneal folds, 
which become true suspensory ligaments. Their sensory nerves are constantly 
stimulated, the patient often complaining of vague abdominal discomfort, 
which is generally described as a weight or pressure or as being of a dragging 
nature ; it is relieved by lying down and by pressure upon the lower part 
of the abdomen. The discomfort is most marked in neurasthenic individuals 
owing to the irritability of their nervous system ; if the nervous system is 
healthy it may be completely absent. It is increased by exercise and physical 
fatigue and to a less extent by mental fatigue. 

Visceroptosis leads to an alteration in the centre of gravity of the body. 
In order to maintain the upright position certain muscles of the spine which 
are ordinarily little used are brought into action ; this is a frequent cause of 
chronic backache. 

The maintenance of the circulation when the erect position is assumed 
depends to a considerable extent upon the tonic contraction of the abdominal 
muscles. When this is deficient, as it is in visceroptosis, the abdominal 
veins dilate and the pulse becomes abnormally accelerated on standing ; 
giddiness and syncope may also occur. 

Treatment.—Much can be done to prevent visceroptosis in women by 
roper management of the puerperium. The patient should remain in bed 
or the first 12 or 14 days after parturition, in order that the most active 

period of involution of the pelvic organs should be completed before the 
uterine supports are subjected to strain. But when much bruising has 
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occurred, especially in the case of primipar#, or when the mother is much 
debilitated by frequent child-bearing, this period should be extended to 8 or 
4 weeks. During the whole of this time exercises for the abdominal and 
perineal muscles should be regularly practised under expert supervision. 
Most of the time during the first few days after getting up should be spent 
on a couch, and a return to full physical activity akoald fe permitted only 
after 6 weeks. 

The first indication in the treatment of visceroptosis is to raise the intra- 
abdominal pressure. In order to do this the condition of the abdominal and 
pelvic muscles must be improved. Exercise out of doors and special remedial 
exercises are of great value. It is essential to prevent the over-stretching of 
the muscles, which occurs whenever the erect position is assumed, as it is 
impossible for them to regain their normal postural tone so long as they have 
to bear the weight of the viscera for the greater part of the day. In many 
cases, therefore, a support is required for a time, but it should be discarded 
as soon as the abdominal muscles have regained their normal postural tone. 
An abdominal support should fit closely to the symphysis pubis and Poupart’s 
ligaments below; it should not extend above beyond the umbilicus. It 
should be so made that it presses the abdominal contents upwards, back- 
wards and inwards. In mild cases of visceroptosis in women all that is 
necessary is a special straight-fronted corset, which does not constrict the 
waist, but supports the lower part of the abdomen. In most cases, however, 
a light support, hinged in the middle line and fixed in position by steel springs, 
which pass over the hips to end in pads applied to the sacrum, is required. 
The abdominal support should always be put on when the patient is lying 
down with the pelvis raised so that the organs are held in proper position, 
and it should be worn all day. Not infrequently the X-rays show that the 
stomach and colon drop on standing almost or quite as far when the support 
is worn as without it. This is particularly likely to occur in cases in which an 
organ falls into the true pelvis, as the support does not then reach low enough, 
and in thin patients upon whom it is impossible to exert sufficient pressure. 
Such a patient, however, often derives benefit from wearing a support, 
although it does not hold the colon or stomach up. It acts by increasing the 
intra-abdominal pressure, symptoms ascribed to kinks being really the result 
of the low intra-abdominal pressure interfering with the circulation and with 
the proper performance of def ccations 

en visceroptosis is due in part to weakness of the pelvic floor, this may 
require treatment by pessaries and local operations, which have the object 
of restoring the injured parts to a more normal condition, but an exercise 
for the levator ani muscles is often of great value in such cases. The patient 
is instructed to perform the movement she would make were she attempti 
to overcome an urgent desire to defecate. The exercise should be repeate 
about thirty times twice a day while in the recumbent position. I have 
often seen a tendency to prolapse of the rectum and of the uterus overcome 
in this way, the LO | dyschezia being cured at the same time. 

Gastroptosis requires treatment only in the exceptional cases in which 
it has led to definite gastric stasis. In slight cases the patient should lie 
down after meals, but in severe cases, in which there is much emaciation or 
the abdominal muscles are greatly atrophied, it is best for her to remain in 
bed for some weeks, as by this means the intra-abdominal pressure is reduced 
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to a minimum, and all tension is removed from the abdominal and pelvic 
muscles. The foot of the bed should be raised as high as possible, as this 
helps the organs to return to their proper position, which is often maintained 
after the patient gets up again, especially if she gains weight during the rest. 
She should lie on her right side during and for an hour after meals. 
She can get up to open her bowels and to wash when her stomach is empty 
before breakfast. Small meals should be given at frequent intervals, and 
food should be chosen which contains a maximum of nourishment in a 
minimum of bulk. Upward massage is useful, especially if the stomach or 
colon is low in the horizontal as well as in the vertical position; it is most 
effective if the masseuse gives her first treatment under the X-ray screen, so 
that she can see what manipulations are required to bring the stomach and 
colon back to their normal position. After the period of complete rest the 
patient should at first lie for an hour on her right side after meals. 

In no circumstances should any operation be performed for raising dropped 
viscera. I have never seen the slightest benefit follow, and the anxious 
mental condition of many of the patients makes surgical interference of any 
kind most undesirable. 


GASTRO-INTESTINAL ALLERGY 


When paroxysmal attacks of abdominal pain are not obviously the result 
of biliary or renal colic, the possibility of abdominal allergic attacks should 
be considered. The pain may occur in any part of the abdomen, and its 
situation generally varies in different attacks. The onset is sudden, and the 
attack terminates abruptly after a period lasting for a few minutes to 24 or 
48 hours. The patient has no abdominal symptoms of any kind in the intervals 
between the attacks, which may occur almost every day or not more than 
once or twice a year. Nothing abnormal is found on examining the abdomen 
between the attacks, and during the attacks there 1s little or no rigidity and 
generally little or no tenderness. The pain may be extremely severe and only 
partly relieved by morphine. It is often associated with vomiting and, when 
the pain is in the lower part of the abdomen, watery diarrhoea with or without 
mucus, but without blood, is generally present. The mucus may form 
membranes (muco-membranous colic) and in rare cases the mucus contains 
eosinophil cells. In some cases vomiting and diarrhoea occurs with little or 
no pain. 

he patient often gives a family history of asthma, hay fever, skin disease 
or migraine, and he is often himself a sufferer from one or other of these 
conditions. In some cases the vomiting or diarrhoea is often or always pre- 
ceded by rhinorrhea. The abdominal attacks. generally occur, however, 
during periods of complete freedom from other allergic manifestations, so 
that the frequent presence of slight eosinophilia is an important help in 
diagnosis. Still more characteristic is the complete relief obtained by injecting 
3 to 5 minims of adrenaline (1 in 1000), as this drug has no effect on any other 
form of abdominal pain. 

Cutaneous reactions may show that the patient is sensitive to certain 
articles of food, especially wheat, milk and eggs in the case of children, and 
pork or other pig food, cabbage, potatoes and chocolate in adults, but the 
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absence of such reactions does not exclude an allergic origin of the symptoms, 
nor does their presence prove with certainty that the articles consumed must 
be excluded from the diet. Sensitiveness to foods frequently consumed is 
rarely recognised by the patient, who is, however, generally aware of an 
idiosyncrasy to such articles of diet as strawberries, tomatoes, onions, spinach, 
cucumber, melon, shell-fish and turtle. Gastro-intestinal allergy occurs at 
all ages, but is most common in infants and children. In rare cases attacks 
are brought on by foreign proteins absorbed by the nasal mucous membrane. 
I have seen a typical case caused by the emanation of cats. In one patient 
severe attacks of abdominal pain, with vomiting and diarrhw@a, were always 
preceded by rhinorrhoea and sometimes by swelling of the eyelids and tinnitus. 
The skin gave a strongly positive reaction to cat but to no foods, and it was 
found that the attacks occurred only at the patient’s house and only during 
the past two years, during which she had had a cat in her room. 

Treatment.—The patient should avoid any articles of food which he has 
found give rise to attacks, and also any which give a positive cutaneous re- 
action. If attacks continue to be frequent, the effect of 4 grain of ephedrine 
hydrochloride three times a day before meals should be tried. Nocturnal 
or early morning attacks may be prevented by taking 1 to 2 grains of pheno- 
barbitone and an additional dose of ephedrine on going to bed. The patient 
should learn to give himself adrenaline, and at the first sign of an attack he 
should inject the smallest dose which experience shows prevents an attack : 
generally 3 to 5 minims are sufficient. The injection can be repeated at 
intervals if the attack does not at once completely disappear. 


ArtTHuR F. Hurst. 


DISEASES OF THE PERITONEUM 


ACUTE PERITONITIS 


Definition.—Peritonitis is the disease which results from infection of the 
ritoneum with bacteria. Owing to the large area of the peritoneum and 
its great powers of absorption the results are very severe, and because of its 
intimate relationship to the alimentary canal the risk of such an infection 
occurring is considerable. 

fEtiology.—Infection may reach the peritoneum (1) from without; 
(2) by the blood stream ; and (3) from the contained organs. 

1. Infection from without is possible in the case of wounds, but is of 
infrequent occurrence. In most instances severe abdominal wounds injure 
the contained viscera also, and the consequent peritonitis is usually the 
result of this. 

2. Infection by the blood stream is an occasional though uncommon 
mode of infection. In streptococcal and staphylococcal septicemia peritonitis 
may occur as a terminal event; it frequently gives rise to so few 
symptoms, however, that its existence is unrecognised during life. When 

neumococcal peritonitis complicates pneumococcal lesions elsewhere the 
infection is undoubtedly blood horus: 
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3. Infection from contained or neighbouring organs is by far the com- 
monest cause of peritonitis. The majority of cases depend more or less 
directly on the passage of bacteria from within the alimentary canal owing 
to changes in its walls. The appendix is the most frequent seat of the 
primary condition. When there is no actual breach of continuity in the 
organ, bacteria escaping through its damaged walls generally lead to the 
formation of peritoneal adhesions and possibly to a local abscess. When, 
however, the infection is particularly virulent or the patient’s resistance 
unusually poor, a sufficient local reaction does not take place, and id atagiaes 
diffuse peritonitis results. This is commoner in children than adults, an 
may occasionally occur, even when the local reaction has been good, through 
manipulation or ill-judged surgery separating the adhesions and allowing 
the infection to spread. Diverticulitis and acute cholecystitis are occasional 
causes of this type of acute peritonitis, but more usually result in local 
adhesive changes. Peritonitis complicating typhoid fever in the absence 
of perforation, and pneumococcal peritonitis when associated with pneumo- 
coccal enteritis, have a similar origin. 

In intestinal obstruction and strangulated hernia the changes which 
occur in the bowel wall speedily permit the passage of organisms through it 
to the peritoneum. This takes place first in the neighbourhood of the 
obstruction, but as paralysis and distension spread along the bowel, organisms 
can make their way through, and consequently most cases of this type are 
widely generalised. The infection, however, is gradual, and the reactive 
forces of the peritoneum have time to respond. By far the commonest 
organism in these cases is the B. coli communis, usually preceded by or 
accompanied by the Staphylococcus epidermidis albus. 

Perforation of a hollow viscus into the peritoneal cavity is responsible 
for some of the most virulent and Wideapread: cases of peritonitis ; the lower 
the perforation in the bowel, the more virulent the resulting infection will 
be. The appendix is the commonest source, gangrene or a perforating ulcer 
leading to a sudden peritoneal infection before any gradual passage of organ- 
isms has had time to produce a local peritoneal reaction. Perforating ulcers 
of the stomach and duodenum come next in order of frequency ; less common 
causes are perforating ulcers of the ileum, the most important of which is 
the typhoid ulcer, rupture of the gall-bladder, bile-ducts or ureters, and 
perforating wounds of any of the hollow organs, or leakage from surgical 
anastomoses. Abscesses of the liver, appendix, gall-bladder or Fallopian 
tubes occasionally burst into the general peritoneal cavity. Infection of the 
peritoneum may also result by direct spread from neighbouring parts. This 
type of case is particularly common in women, spread taking place either 
directly through the Fallopian tubes, or by lymphatic permeation of the 
uterine walls. Peritonitis is a very rare sequel to infections of the lung and 
pleura, although the reverse is far from unusual. In the infant an infection 
of the thrombosed umbilical vein may lead to peritonitis by direct spread. 

Symptoms.—As acute peritonitis is almost invariably a secondary con- 
dition, its symptoms and course are subject to very considerable variations, 
depending not only on the nature of the primary lesion from which it arises 
and on the nature and virulence of the infecting organism, but also on the 
general condition of the patient. ; ; 

1. Acute generalised peritonitis.—This is usually associated with the 
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perforation of a hollow organ or the sudden bursting of an abscess into the 
peritoneum, and owes its chief characters to the fact that in such cases the 
peritoneum is suddenly flooded with infection without any preliminary 

fe Tape The patient may have been free from any symptoms of ill- 

ealth, and is suddenly seized with very acute abdominal pain, accompanied 
sometimes by a sensation of something having given way. The pain may 
at first be localised in position, and thus help in the diagnosis of the actual 
lesion ; but it speedily spreads to the whole abdomen, and is followed almost 
at once by a feeling of syncope or collapse. Within a few minutes the patient 
becomes cold and pale ; his features are pinched and betray the most intense 
anxiety ; beads of sweat stand out upon the skin, and the pulse may be 
almost imperceptible. He complains of nausea, but does not often vomit, 
and his respirations are shallow and quickened. In a short time a certain 
amount of improvement takes place; the pulse, though rapid, is of better 
volume, and the pain may take on an intermittent colicky character. The 
abdomen is absolutely rigid, and is usually retracted, though it may be dis- 
tended ; it is very tender on pressure. The liver dullness is usually absent ; 
but this is only important if an abdominal examination made at the onset 
of the attack revealed a normal area of dullness. These symptoms are 
caused by the perforation or other primary cause and the resultant flooding 
of the peritoneum with infective material. Occasionally they may be suffi- 
ciently severe to lead to death by themselves : but more usually they gradually 
merge into the symptoms of the consequent acute peritonitis itself. The 
latter are reactive in nature, and are due to nature’s attempts to limit the 
process. 

The patient becomes extremely restless, this being one of the most char- 
acteristic and distressing features of nearly all forms of peritonitis. Owing 
to the loss of fluid by sweating, vomiting and exudation, the subcutaneous 
tissues become shrunken and give the patient the so-called “ facies Hippo- 
cratica.”’ The tongue is dry and furred, and the teeth become covered with 
sordes. The pulse increases in rate and becomes thready and later running 
in character, and the temperature, which at first may be subnormal, rises. 
The abdomen is of a uniformly board-like rigidity and extremely tender. 
It is held immovable, respiration being entaely thoracic, and the patient 
lies with his knees drawn up to relieve the abdominal tension. There is 
usually absolute constipation, and the intestinal sounds are absent. Gradu- 
ally che paralytic intestine becomes dilated, and the abdomen distended. 
Vomiting is early and frequent. The vomited matter is usually only small 
in b reared ; it speedily becomes exceedingly foul, though it is rarely fecal, 
and the breath is extremely offensive. The urine is scanty and may contain 
traces of albumin, and its passage may produce a paroxysm of pain. It 
usually contains a large amount of indican. 

Throughout the whole course of the disease the outstanding feature is the 
pain. This may at first be intermittent and colicky ; but as the peritonitis 
develops it becomes constant and agonising, being increased by the smallest 
movement. In spite of this the restlessness persists, the patient being 
unable to resist the desire to move his limbs. The pain and restlessness, 
with the persistent vomiting, the intense thirst, which is hardly relieved 
by drinking, combine to make the patient’s misery extreme. The pulse 
increases in rapidity until it can scarcely be counted, the extremities become 
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cold, the eyes grow more sunken, and the features more pinched. As death 
approaches, the skin takes on a cyanotic hue; the persistent restlessness, the 
increasing voicelessness, and the remorselessly unimpaired. consciousness 
bring death as a merciful release, even though the pain may be somewhat 
relieved towards the end. 

The foregoing description applies to an acute fulminant case of peritonitis, 
running its course to death in from 24 to 48 hours; its outstanding features 
are a condition of profound shock and toxemia, giving a measure of the high 
grade of peritoneal absorption. In the aged, and in patients with tabes or 
Bright’s disease, the symptoms may be very atypical; pain may be but 
little marked, and vomiting and tenderness may be absent, while the bowels 
may act freely throughout. The striking restlessness, the condition of the 
tongue, the pulse and the ultimate meteorism will, however, usually indicate 
the true nature of the condition. 

2. Acute spreading peritonitis.—This variety differs from the preceding 
in that the peritoneum is not suddenly flooded with infective material, but 
is prepared for infection by the more or less gradual spread of the condition. 
It accompanies many cases of appendicitis, and is a sequel of intestinal 
obstruction if unrelieved for a sufficiently long period. The peritoneal 
reaction is intense, and the coils of intestine become glued together with a 
sticky exudate, while pockets of pus form between them. The pain is at 
first localised to the region of origin ; but as the infection spreads it extends 
until it may become generalised over the whole abdomen. It is, however, 
never so intense as in the preceding variety, and may be distinctly spasmodic 
in character. The general abdominal symptoms are also less severe, the 
tenderness, rigidity, meteorism and constipation being of varying grade. 
The aspect of the patient betokens a profound septic infection, the tongue 
is furred and dry, the pulse rapid, and the temperature of the hectic type. 
Rigors and sweats are not-uncommon, and if left alone the case may ter- 
minate with fatal septicemia, suppurative pylephlebitis, or in rare cases 
the pus may accumulate and burst either externally in the region of the 
umbilicus or into one of the hollow viscera. 

3. Pneumococcal peritonitis —This presents certain fairly characteristic 
features, which in many cases enable the nature of the infection to be cor- 
rectly diagnosed from the clinical picture alone. It 1s far more frequent in 
children than in adults, and in girls than boys in the proportion of nearly 
7 to 3. It occurs in a diffuse and an encysted form, depending probably on 
the resistance of the patient. In many cases there exists a definite pneu- 
mococcal enteritis, the organisms penetrating the wall of the bowel and so 
infecting the peritoneum. The predominance of the disease in girls is pro- 
bably due to the female genitals being a source of infection, as the pneu- 
mococcus has been cultivated from the vagina in some instances. In the 
majority of cases, however, the peritonitis is part of a pneumococcal septi- 
cemia; thus, when it is secondary to pneumococcal disease of the middle 
ear, local pneumococcal abscesses or | cage ge arthritis, the blood 
stream appears to be the source of infection, and it probably is so also 
in those cases which follow pneumonia or sn icra since the physics 
of the upper abdomen renders a direct spread through the diaphragm 
unlikely, 

There is a striking resemblance between the symptoms of most forms 
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of pneumococcal infection, a resemblance which strongly supports the view 
of their origin in a septicemia. The onset is usually sudden, often accom- 
panied by « chill and a high temperature, the pain is violent and persistent, 
and the prostration severe. The patient has the characteristic flush, the 
respiratory rate is raised, and the accessory muscles of respiration are called 
into play. Vomiting is frequent, and tenderness and rigidity are marked ; 
but in place of the usual absolute constipation there is frequently profuse 
diarrhoea, which, associated with the other symptoms of acute peritonitis, 
is often almost diagnostic. In the diffuse form, unless operation 1s under- 
taken, death takes place early ; but if the patient lives long enough there 
may be a sudden fall of temperature about the seventh day, as in pneu- 
mococcal pneumonia. 

The encysted and more common variety of pneumococcal peritonitis is 
less severe, and shows a remarkable tendency for pus to collect in the lower 
abdomen. There is the same acute onset as in the diffuse variety ; but the 
patient then appears to improve for a few days. Later, however, he gets 
gradually worse, the abdomen becomes distended, the diarrhoea changes to 
obstinate constipation, and an abscess forms in the lower abdomen and 
finally bursts at the umbilicus. The exudate in these cases is a greenish, 
odourless pus, which is sufficiently characteristic to enable the infection to be 
diagnosed when it is discovered at. operation. 

4. Gonococcal peritonttts.—Gonococcal peritonitis is rare; it occurs both 
as an acute diffuse affection of the peritoneum and as ao localised pelvic 
inflammation. It is commoner in females than in males, owing to the ready 
channel for infection through the Fallopian tubes, and when it occurs in 
males it is usuelly secondary to epididymitis. The infection is generally a 
mixed one, the more fragile gonococcus being readily overgrown, and some 
cases of unexplained peritonitis, which on culture show only B. coli, are 
possibly gonococca] in origin. The symptoms do not differ in the diffuse 
cases from those of other forms of acute peritonitis, although the primary 
focus usually gives rise to symptoms. The prognosis is, however, good, and 
the majority of cases, even those presenting severe symptoms, recover without 
operation. 

5. Streptococcal perttonitcs.—Peritonitis due to the Streptococcus is occa- 
sionally secondary to lesions of the alimentary canal; but much more 
frequently it is a sequel of puerperal infections. It occurs commonly after 
a first delivery, and is frequently associated with retained products. Infec- 
tion takes place along the lymphatics of the damaged uterus or through 
the Fallopian tubes, and may be localised in the pelvis; but it often gives 
rise to generalised peritonitis. The symptoms are characteristic, and are 
associated with evidence of a marked septicemia. The abdominal walls, 
being already greatly stretched, do not show the usual rigidity, and extreme 
distension occurs rapidly. Diarrhoea is commoner than constipation, and 
a high temperature with rigors is usual. The uterine discharges are offensive, 
the milk secretion is suppressed, and the cases frequently progress to death 
within the first week. This type of infection is more fulminant than any 
other, except certain cases of perforative peritonitis. 

Diagnosis.—The diagnosis of acute peritonitis is not usually difficult, 
except in cases where the severity of the causal condition is so great that 
it masks the peritoneal response, or where the peritonitis occurs in a patient 
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already so severely ill that no response is possible. It is often exiremely 
difficult to make a correct diagnosis of the lesion to which the peritonitis is 
secondary, and in many cases this is only possible after laparotomy. The 
most valuable signs of acute peritonitis are the severe pain and tenderness, 
the rigid abdomen, the small, rapid, and thready pulse, the dry tongue, the 
restlessness, vomiting, and constipation, and the absence of sounds of gurgling 
on auscultation. Any of these symptoms may, however, be absent, and a 
diagnosis must be based on their occurrence in combination. In post- 
operative cases there is sometimes a remarkable absence of both pain and 
rigidity, and the all-important early recognition of the condition in these 
patients is often one of much difficulty. 

Peritonitis is most likely to be mistaken for lead colic or acute intestinal 
obstruction. From the former it can be distinguished by the fact that the 
abdomen in peritonitis is usually extremely tender, while in colic pressure 
often, though not invariably, relieves the pain ; in colic a blue line is present, 
and the red corpuscles show punctate basophilia, the pain is intermittent, 
and there is usually no vomiting and less extreme rigidity. From acute 
intestinal obstruction the diagnosis is often far more difficult, particularly 
since the two conditions frequently coexist. In the early stages of obstruc- 
tion, before peritonitis has developed, the intermittent nature of the pain, 
the absence of great tenderness or rigidity, the copious nature of the vomit, 
and the evidence of increased peristalsis from imspection or auscultation 
should help to distinguish the two conditions. 

In acute pancreatitis the pain is more definitely hypogastric, the patient 
is usually over middle age, and collapse 1s extreme. The menstrual history, 
the typical pallor, and the results of vaginal examination usually serve to 
indicate a ruptured tubal pregnancy, and in other acutely painful abdominal 
conditions the localised nature of the pain and the absence of any 
extreme general tenderness help to distinguish the condition from 
peritonitis. 

The gastric crises of tabes are seldom likely to be a source of error; but 
the comparative absence of severe symptoms in tabetics, the subjects of 
peritonitis, is very apt to lead to a mistaken diagnosis. 

Basal pneumonia and diaphragmatic pleurisy may lead to acute abdominal 
symptoms. The temperature and pulse, the raised respiration rate, and a 
routine examination of the chest in all cases should prevent a mistake being 
made. 

Prognosis.—The prognosis of acute peritonitis 1s always grave, even 
with early surgical treatment. Without operation no case of acute perfora- 
tive peritonitis can be expected to recover; such exceptions as have been 
recorded must be regarded as medical curiosities. Usually death takes place 
within 48 hours, though it may be delayed a week or even longer when the 
perforation is high in the bowel and the latter is empty at the time. 

In diffuse spreading peritonitis and streptococcal puerperal infections 
death is almost as invariable, unless operation is undertaken ; but the process 
is less rapid, and a small proportion of cases undoubtedly recover without 
surgical aid. These cases occasionally merge into a form of chronic fibro- 
purulent peritonitis, characterised by the progressive formation of collections 
of pus between neighbouring viscera, and by repeated outbursts of symptoms 
as other parts of the peritoneum become successively involved. This con- 
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dition usually terminates in fatal septicemia, with infections in the pleura, 
pericardium or endocardium. The prognosis in pneumococcal cases is 
considerably better, as even without operation, a fair proportion recover, 
either with or without the formation of a hypogastric purulent collection, 
which may discharge at the umbilicus. In the rare gonococcal cases recovery 
is the rule, and the fatal cases recorded have almost invariably followed 
operation. 

In forming a prognosis the chief importance must be placed on the degree 
of toxemia and the severity of the intestinal paralysis, and to a less extent 
on the degree of meteorism and the frequency of the vomiting. Spontaneous 
bowel actions or their induction by enemata make the prognosis relatively 
more favourable. 

The rate of rise of the pulse and its ratio to the temperature are also of 
importance ; cases with a subnormal temperature throughout are almost 
always rapidly fatal. 

reatment.—The principles that must underlie the successful treatment 
of acute peritonitis are, firstly, the removal or limitation of the process to which 
the peritonitis is secondary by a thorough and speedy exploration of the 
abdomen, followed by closure of a perforation, removal of an appendix, or 
such other measures as the pathology present may indicate; secondly, drainage 
and relief of tension in the peritoneal cavity ; thirdly, the encouragement of 
the normal peritoneal response and the least possible damage to its protective 
agencies ; and, fourthly, the combating of the shock and toxemia. 

By the adoption of the Fowler position, in which the patient 1s propped 
up in bed in a sitting position, not only is infective material removed from the 
dangerous diaphragmatic area and brought into contact with the much more 
highly resistant pelvic peritoneum, but at the same time the diaphragm is 
relieved from the pressure of the dilated stomach and intestines. 

A further important adjunct to surgical treatment is the intravenous 
injection of saline by the continuous drip method. This raises the blood 
pressure and redresses the chloride and fluid loss which has taken place, and 
being excreted by the peritoneum, it reverses to a certain extent the lymphatic 
circulation, and consequently largely prevents the absorption of toxic material 
as well as dilutes that already present. Gas-gangrene antitoxin is often of 
value in combating the toxemia arising from the paralysed bowel. 

Until a definite diagnosis has been made and operation advised and 
agreed to, the administration of opium in any form is definitely contra- 
indicated. It masks the symptoms, and by bringing to the patient and his 
advisers a false sense of security may lead to a fatal delay in undertaking the 
operation. When, however, a diagnosis has been made, and operation is 
agreed to, morphine is beneficial in reducing both the mental and physical 
symptoms while the necessary preparations are being made. Morphine as 
a method of treatment has been adopted more and more of recent years, 
the morphine being given deliberately and in doses sufficient to affect the 
respiration rate with the object of diminishing the activity of peristalsis, 
as well as of combating the shock, pain and restlessness, which help so largely 
to exhaust the patient’s powers of resistance. It is very doubtful whether 
it ever prevents the response of the bowels to enemata in cases in which they 
would otherwise respond. If vomiting is a prominent symptom, lavage of 
the stomach is of value. It should, if possible, always be done before opera- 
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tion, as post-anesthetic vomiting of fecal material is a fruitful cause of fatal 
broncho-pneumonia. The introduction of an in-dwelling Ryle’s tube through 
the nose, into the stomach, or even the duodenum, with frequent suction 
by syringe, is a valuable method of keeping the stomach and upper intestine 
empty. 

Tn pneumococcal cases there is not quite the same urgency for operation, 
and in some cases recovery follows the use of sulphapyridine (M. & B. 693) 
and serum, if the pneumococcus can be typed, as it can be in some cases, 
from the urine. In gonococcal peritonitis, if a diagnosis can be made, con- 
servative treatment should be followed ; but if there is doubt, as there often 
must be, of the nature of the infection, or if the patient shows any increase 
of symptoms, laparotomy is the only safe course to follow. 


KE. G. SLESINGER. 


CHRONIC PERITONITIS 


Chronic peritonitis is a condition in which widespread and progressive 
chronic inflammation of the peritoneum occurs independently of tuberculous 
or malignant peritonitis. 

Etiology.—Chronic peritonitis may be associated with chronic inflam- 
matory changes in the thorax. Effusion may occur from all the serous 
membranes (polyserositis) ; this condition is probably in most cases tuber- 
culous. In other cases chronic peritonitis is associated with chronic medi- 
astinitis and adherent pericardium (Pick’s disease, p. 961). The peritoneum 
covering the liver (perihepatitis) and spleen (perisplenitis) is generally most 
severely involved. 

Pathology.—The liver may be covered with a thick, hard and white 
coating of fibrous tissue, which can be peeled off to expose the smooth peri- 
toneal surface. Perihepatitis is almost always associated with a similar 
thickening of the capsule of the spleen and with thickening of other parts 
of the peritoneum. 

Symptoms.—The only important symptom is ascites. Its onset is 
generally gradual, but it may be acute. Frequent tapping is required, and 
the intervals between the performance of paracentesis tend to diminish and 
may finally be as short as a fortnight, when as much as a pint of fluid may 
be poured into the peritoneal cavity in a day. 

(idema, especially of the feet, is frequent in the late stages ; it is gener- 
ally cardiac or renal in origin, but may also be caused by pressure of the 
ascitic fluid on the inferior vena cava. 

Course.—The course of the disease is very slow, death generally occurring 
from some intercurrent disease. The general health may remain good for a 
long time. 

For the diagnosis and treatment, see Ascites (pp. 765, 766). 


TUBERCULOUS PERITONITIS 


4Etiology.—The peritoneum is involved in 15 per cent. of fatal cases of 
tuberculosis. Tuberculous peritonitis is rare in infants and uncommon 
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after 80; the majority of cases occur between the ages of 3 and 20. Boys 
and girls are equally liable to the disease ; it is found much more frequently 
in women than men at operations, but more frequently in men than in women 
after death. 

Primary tuberculous peritonitis is uncommon in children and rare in 
adults. It is probably due to infection conveyed by the intestines, which 
do not themselves become infected. More often, especially in children, the 
mesenteric glands become tuberculous, generally without any lesion developing 
in the intestines, and the peritoneum is infected from the glands. In males 
the primary focus may be the prostate, vesicule seminales or testes, and in 
females the disease frequently begins in the Fallopian tubes; but the latter 
may also be infected from the peritoneum. Although tuberculous ulcers 
are found in 75 per cent. of fatal cases of pulmonary tuberculosis, the peri- 
toneum is affected in only 4 per cent. of cases. The peritoneum, the pleura 
and occasionally the pericardium may be involved together in the absence 
of any other tuberculous focus. 

Pathology.—Tuberculous peritonitis may occur in three forms—the 
ascitic, loculated and obliterative. 

1. In the ascitic form, which may be acute, subacute or chronic, miliary 
tubercles are scattered over the whole peritoneum, which is free or nearly 
free from adhesions. In chronic cases the tubercles are larger and more 
fibrotic than in the acute ; the peritoneum is thickened and the mesenteal 
is shortened so that the intestines are tethered to the posterior abdominal 
wall. This form may closely resemble malignant peritonitis. 

2. In loculated tuberculous peritonitis the fluid may be clear, the condi- 
tion being then intermediate between the ascitic and obliterative forms, or it 
may be turbid or purulent. In the latter case masses of tuberculous material 
separated from each other by adherent coils of intestine have broken down to 
form suppurating foci, which may erode the intestine or open at the umbilicus 
or even into the vagina. 

3. Chronic obliterative, adhesive or fibrous tuberculous peritonitis 
may occur after absorption of fluid in the ascitic form or may develop 
primarily. No effusion is present, but universal adhesions obliterate the 
lumen of the peritoneum, all the viscera being inextricably bound together 
and to the parietal peritoneum. 

In each form of tuberculous peritonitis the mesenteric glands are generally 
caseous (‘‘tabes mesenterica’’) and may break down in the centre; the 
mediastinal glands may also become tuberculous. The omentum is often 
rolled into a solid mass, which sometimes contains caseous nodules. 

Symptoms.—Tuberculous peritonitis is sometimes completely latent; and 
may be discovered accidentally during an operation for some independent 
disease or for a hernia, when the sac may be the only part involved. 

The onset of abdominal symptoms is generally preceded by a period of 
ill-health ; the patient loses weight and strength, his appetite is poor, and 
his temperature may rise slightly at night. After a time he complains of 
general abdominal discomfort. Constipation is common, especially in the 
obliterative form. In other cases Biaehes may occur owing to tuberculous 
ulceration of the intestines, fistulous communications between adjacent coils 
of intestines or simple entero-colitis. The stools are occasionally bulky owing 
to deficient absorption of fat caused by obstruction of the lacteals by caseous 
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mesenteric glands (vide p. 626). The spleen and less often the liver may be 
enlarged. The skin, especially over the abdomen, is dry, inelastic and some- 
times so pigmented that Addison’s disease is simulated. In chronic cases 
there is sometimes no pyrexia ; more often the temperature is intermittently 
slightly raised. In acute and suppurative cases the temperature is generally 
high and irregular, and the pulse is rapid. Traces of albumin may be present 
owing to the pressure on the renal veins caused by the large accumulation 
of fluid in the abdomen or to the effect of the toxemia on the renal cells. 
A moderate degree of anemia is often present, and leucocytosis develops if 
suppuration occurs. 

In the ascitic form the abdomen gradually becomes distended. At first 
it is tympanitic, but after a time evidence of the presence of free fluid is 
obtained, but the quantity is not often very great. Less frequently a large 
amount of fluid collects with great rapidity ; the sudden stretching of the 
abdominal muscles is likely to cause a considerable amount of pain. Moderate 
tenderness of the whole abdomen is generally present. A large accumulation 
of fluid may compress the inferior vena cava and give rise to oedema of the 
legs. The diaphragm is pushed upwards and respiration becomes shallow and 
thoracic. The skin over the abdomen is shiny and the veins are enlarged. 
The ascitic fluid is generally clear ; it contains a large proportion of lympho- 
cytes and often coagulates on standing ; less frequently it is turbid or blood- 
stained. Tubercle bacilli are rarely found in the effusion, although they 
must be present, as the fluid may produce tuberculosis when injected into 
guinea-pigs. 

In the loculated form with suppuration the abdominal pain is generally 
greater ; attacks of colic are common, especially after exercise. The abdo- 
men is distended and doughy ; on percussion, irregular tympanitic and dull 
areas are found. Large caseous glands and collections of pus between 
adherent coils of intestines may form palpable masses, which are immobile, 
tender and dull on percussion. The omentum can often be recognised as 
a thick cord stretching across the upper part of the abdomen ; the transverse 
colon generally forms a resonant band immediately above it, which helps to 
distinguish it from the lower edge of an irregularly enlarged liver. The ease 
with which the masses are felt varies from time to time with the amount of 
flatulent distension of the intestines. When an abscess is about to point at 
the umbilicus, the latter becomes indurated, red and tender ; a similar condi- 
tion is occasionally observed in pneumococcal peritonitis and in pelvic per- 
tonitis in women. On rectal and vaginal examination thickened Fallopian 
tubes, enlarged glands or collections of pus may be felt. 

The signs of obliterative tuberculous peritonitis are ill-defined ; the 
abdomen gives a characteristic rubbery resistance on palpation and is gener- 
ally somewhat distended. Irregular masses may be felt in it, and the peri- 
staltic waves of the small intestines are often visible, especially in children. 
This does not necessarily indicate that partial obstruction is present, as it 
may be simply a result of the abnormal thinness of the abdominal wall. 

Symptoms of tuberculous disease of other organs, especially of the lungs, 
pleura and intestines are often present. Generalised tuberculosis may 
develop at any time, especially in children. Vomiting and constipation, 
which suggest intestinal obstruction, may be the first symptoms of tuberculous 
meningitis, 
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In rare cases acute peritonitis may develop as 4 result of rupture of a 
softened caseous gland or perforation of a tuberculous ulcer. | 

When a patient recovers from tuberculous peritonitis, the tubercles and 
adhesions may completely disappear. More frequently localised adhesions 
remain, and calcified tuberculous mesenteric glands are often found with the 
X-rays, at operations and after death. They may give rise to confusion when 
the abdomen is X-rayed on account of suspected renal calculi. They do 
not, however, move with the shadow of the kidney with changes in posture, 
and the diagnosis can always be settled by pyelography. The bands, which 
may form from localised adhesions, occasionally cause acute intestinal 
obstruction, sometimes not until many years after the active disease has 
paar ei 

iagnosis.—In the presence of tuberculous disease of the lungs or other 
organs, abdominal distension, especially if associated with ascites or irregular 
abdominal masses, generally indicates that tuberculous peritonitis is present. 
The discovery of tubercle bacilli in the sputum, and their much less common 
discovery in the feces or vaginal discharge, is very strong confirmatory 
evidence. Ascites in children, and in females with symptoms pointing to 
tuberculous salpingitis, is generally due to tuberculous peritonitis. 

Acute cases may at first closely simulate pneumococcal peritonitis or 
even appendicitis; but in non-tuberculous inflammatory exudates of the 

ritoneum most of the cells are polymorphonuclear leucocytes instead of 
ymphocytes. Ascites due to cirrhosis of the liver in children is almost 
always mistaken for tuberculous peritonitis; on the other hand, the ascitic 
form of tuberculous peritonitis in middle-aged alcoholic individuals is likely 
to be mistaken for ascites due to cirrhosis. When cirrhosis is undoubtedly 
present, ascites may still be due in part to tuberculous peritonitis; a large 
proportion of lymphocytes in the fluid is very strong evidence in favour 
of this, as the ascitic fluid in uncomplicated cirrhosis contains few except 
endothelial cells. In simple chronic peritonitis there is no fever and little or no 
pain, and the ascitic fluid contains few if any lymphocytes. The presence of 
irregular masses together with fluid in the abdomen generally indicates 
tuberculous peritonitis in children ; but it is more frequently due to malignant 
disease in adults, especially in males. The history of the case and any evidence 
of tuberculous or of malignant disease in other parts of the body help to 
settle the diagnosis. 

Fever, inflammation of the umbilicus, and the presence of lymphocytes in 
the ascitic fluid point to tuberculosis, whilst nodular infiltration without in- 
flammation of the umbilicus, hard and enlarged glands in the groin or neck, 
and the presence of large, multinuclear cells or groups of cells in the effusion 
point to cancer. | 

Prognosis.—Recovery takes place in a large proportion of cases of the 
ascitic form of tuberculosis peritonitis. When localised abscesses develop 
complete recovery is rare, and when a fecal fistula forms death almost always 
follows. Prolonged fever, rapid emaciation and intractable diarrhoea are the 
most serious symptoms. The prognosis also depends on the severity of any 
tuberculous disease of the lungs or other organs which may be present. 
Apparent recovery is sometimes followed by a relapse, generally owing to 
reinfection from an unhealed primary focus, such as a tuberculous gland, 
appendix or Fallopian tube. 
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Treatment.—The patient should be kept in bed completely at rest so 
long as the temperature is raised. He should be in the open air all day and 
night when the weather permits, and if indoors an abundant supply of fresh 
air is essential. Heliotherapy or artificial sunlight should be employed, but 
care must be taken to avoid over-exposure. The mercurial ointment, which 
is sometimes applied on a binder to the abdomen, is probably quite valueless. 
Diarrhcea should be treated by a non-irritating diet, and in intractable cases 
by opium preparations. If fatty diarrhoea is present, fat must be excluded 
from the diet. With this exception, the food should be as abundant and 
nourishing as possible. Tuberculin has been much employed, but I am not 
convinced that it is of any use. 

When the abdominal distension in ascitic cases gives rise to discomfort 
paracentesis should be performed. Nothing is gained by laparotomy. The 
occurrence of intestinal obstruction is an indication for operation, though it 
is rarely possible to do anything useful owing to the extensive adhesions 
present and the danger of tearing the intestines. 


CANCER OF THE PERITONEUM; MALIGNANT PERITONITIS 


ZEtiology.—Cancer of the peritoneum is almost always secondary. The 
primary disease is generally in the abdomen, especially the stomach and the 
ovary, the peritoneum becoming involved by spread along lymphatics or 
blood vessels, by direct contact, or most commonly by malignant cells being 
set free and scattered widely over the peritoneum. The disease may also 
spread from cancer of the breast by the deep lymphatics of the chest and 
abdominal wall, and by lymphatics from malignant disease of the testis. 

Pathology.—Malignant deposits may form minute tubercles, larger white 
non-caseating nodules or even very large masses. The parts most generally 
involved are the omentum, mesentery and pelvis. Chronic fibrotic changes 
frequently occur, and result in the omentum being rolled up and the mesentery 
shortened as in tuberculous peritonitis. The diaphragm is often invaded 
with growth, which spreads to one or both pleuree. Acute or subacute peri- 
tonitis may occur. 

Symptoms.—The symptoms are caused in part by the primary disease and 
in part by the secondary malignant peritonitis. As the former is generally 
situated in the abdomen, it is impossible to distinguish between the symptoms 
due to the two causes. Malignant peritonitis generally results in ascites ; 
the fluid is clear or turbid, hemorrhagic, chyliform, or less frequently chylous 
owing to obstruction and subsequent rupture of lacteals. The umbilicus 
is often infiltrated with growth, and nodules may be felt along the falciform 
ligament. Tumours are often felt in the abdomen or on rectal examination ; 
they are sometimes too small to be palpable, and in other cases they can only 
be felt after the fluid has been removed. The rolled-up omentum can 
often be recognised as a thick transverse cord above the umbilicus. The 
malignant masses or peritoneal adhesions may give rise to obstructive 
symptoms. 

Diagnosis.—The development of new abdominal tumours or ascites 
in a patient who is known to have cancer of the stomach or other organ 1s 
conclusive evidence that the peritoneum is involved. When there is no clear 
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evidence pointing to the presence of a primary malignant or tuberculous 
focus, it may be difficult to distinguish between tuberculous and malignant 
peritonitis (see p. 763). When ascites is present and no tumour is palpable, 
cirrhosis, simple chronic peritonitis or portal thrombosis may be simulated ; 
the abdomen should be tapped, when a tumour often becomes palpable if 
malignant disease is present. 

Prognosis and Treatment.—lIt is rare for the patient to survive for 
more than six months after the peritoneum becomes involved. Treatment 
is purely palliative. Considerable relief may follow paracentesis. 


ASCITES 


Definition.—Ascites is the accumulation of free fluid in the peritoneal 
cavity. 

fEtiology.—Ascites is a constant symptom of simple, tuberculous and 
malignant chronic peritonitis. It occurs when there is a rise of pressure in 
the portal circulation ; it is always present in portal thrombosis and when 
the portal vein is obstructed by a growth or an aneurysm, and portal obstruc- 
tion is in part responsible for its presence in cirrhosis of the liver. Ascites 
ig very common in heart failure, in which it is almost always associated with 
cedema of the feet. It is in part due to the same causes as the cedema, but 
it 18 also in part caused by portal congestion, and by obstruction to the lymph 
flow from the thoracic duct owing to the rise of venous pressure. Lastly, 
ascites accompanies the dropsy of Bright’s disease and severe anszemias. 

Symptoms.—The abdomen becomes gradually enlarged, at first in an 
antero-posterior direction, the costal margin being pushed forward, but at a 
later stage the bulging occurs in the flanks also. The stretching of the 
abdominal! wall gives rise to a tight sensation, which may amount to actual 
pain if the fluid collects rapidly. It causes the muscles to atrophy and linese 
atrophice develop in the skin. The umbilicus becomes everted and may form 
a thin-walled bladder. 

The rise in intra-abdominal pressure caused by the accumulation of 
ascitic fluid obstructs the inferior vena cava ; cedema of the legs may occur, 
and the obstruction to the renal circulation may cause albumin to appear 
in the urine, the quantity of which is reduced owing to the loss of water 
in the ascitic fiuid. Compensatory dilatation of other venous channels 
results : the dilatation of the veins passing between the abdominal wall and 
those in the falciform ligament is manifested by the development of large 
and prominent subcutaneous veins around and above the umbilicus ; others 
pass from the superficial and deep epigastric veins in the middle of the groin 
towards the costal arch, where they join the superficial epigastric and long 
thoracic veins. When paracentesis is performed, the dilated veins disappear 
if they have developed as a result of pressure on the inferior vena cava, but 
not if obstruction of portal veins is the primary condition. 

The diaphragm is pushed up; its excursions on respiration are reduced 
and dyspnea may result. The impulse of the heart may be felt in the third 
intercostal space; the twisting of the heart may temporarily produce a 
pulmonary systolic murmur. Cardiac irregularity, palpitation and attacks 
of faintness may follow. The upper border of hepatic dullness may reach 
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the fourth, third or even second intercostal space in front; the right base 
is dull behind owing to the liver being pushed up and the lung compressed. 
A pleural effusion may be suspected, but the upper limit of dullness is altered 
on taking a deep breath if it is due to the liver being pushed up, and the 
increased dullness diminishes or disappears when the patient lies on his face ; 
in pleural effusion the dullness is higher in the axilla than behind, but this 
is not the case if it is due to an abnormally high position of the liver. 

The pelvis and renal regions hold a considerable amount of fluid, so 
that no accumulation occurs in the flanks until at least a litre is present in 
the abdomen. As more fluid collects, the resonant note in the flanks 1s replaced 
by dullness, but the change may be delayed if there is much gas in the colon. 
The level of dullness now gradually rises and spreads over the pubes towards 
the umbilicus. On turning from one side to the other the most dependent 
part remains dull. This is not, however, absolutely pathognomonic of ascites, 
as similar movable dullness may occur in chronic obstruction of the small 
intestines. 

In chronic peritonitis the mesentery may be so shortened that the in- 
testines are unable to float on the fluid ; the fluid then accumulates in front 
of the intestines, and the highest part of the abdomen is dull. 

A characteristic fluid thrill is felt when one side of the abdomen is sharply 
flicked by the fingers of one hand, whilst the other hand is placed flat upon 
the opposite side of the abdomen. When the patient is very fat or the 
abdominal wall is cedematous, a similar but less marked sensation may be 
produced ; in doubtful cases the hand of an assistant should therefore be 
pressed perpendicularly over the middle line of the abdomen, as this prevents 
the transmission of the impulse through the abdominal wall, but not through 
the fluid contents of the abdomen. 

When the liver or spleen is enlarged and hard, or when an abdominal 
tumour is present, the sensation produced by dipping the tips of the fingers 
suddenly through the fluid on to the solid organ, which jumps away from 
them, is most characteristic. 

Diagnosis of Ascites.—Confusion has often occurred between ascites 
and a large ovarian tumour. The history of the development of the abdominal 
swelling may help the diagnosis. In many cases the outline of an ovarian 
tumour can be definitely felt, and its pelvic attachments can be recognised 
by vaginal examination. The antero-posterior enlargement is greater than 
the lateral bulging, whereas the reverse is the case in ascites; the maximal 
girth is below the umbilicus instead of at the umbilicus or above; the 
umbilicus, which is normally and in ascites an inch nearer the pubes than 
the ensiform cartilage, is proportionately farther from the pubes; and the 
distension on one side is often greater than the other instead of being uniform. 

Diagnosis of Cause of Ascites.—In cirrhosis of the liver the fluid 
collects rapidly and the patient is obviously ill; in chronic peritonitis the 
accumulation on the first occasion is generally very gradual and the patient 
may be otherwise well. An enlarged spleen or the occurrence of hamatemesis 
points to cirrhosis, evidence of chronic interstitial nephritis to chronic peri- 
tonitis. A patient with ascites due to cirrhosis alone rarely survives the 
per menee of paracentesis more than two or three times, as his general 

ealth has already greatly deteriorated by the time that ascites develops. 
If tapping is frequently performed, chronic peritonitis is therefore probably 
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present, even if other evidence indicates that the patient is also suffering from 
cirrhosis. Tuberculous peritonitis is rare in adults, except as a complication 
of cirrhosis of the liver and when secondary to tuberculous Fallopian tubes. 
Evidence of tuberculous disease in other parts of the body, solid masses 
palpable in the abdomen or on rectal examination, pain and tenderness in the 
abdomen except over the liver, and induration and redness of the umbilicus 
point te tuberculous peritonitis; the fluid is generally turbid, the specific 
gravity is above instead of below 1015, and lymphocytes are present. 

In malignant peritonitis there is generally evidence of the primary disease 
in some other organ, and nodules may be felt in the abdomen, in the neigh- 
bourhood of the umbilicus, or in the middle line above it, and enlarged glands 
may be present. The spleen is not enlarged, emaciation is generally greater 
than in cirrhosis, and, except when the primary disease is in the stomach, 
there is no hematemesis. A rectal and vaginal examination are particularly 
important, as ascites, which may recur very frequently, sometimes results 
from ovarian tumours. In a doubtful case the diagnosis may become clear 
after paracentesis, when the large hard liver and spleen may be felt in cirrhosis, 
and an irregular enlargement of the liver, but no splenomegaly, in cancer of 
the liver. In malignant disease the fluid may contain cancer cells; it is 
more often hemorrhagic than in tuberculous peritonitis or cirrhosis. 

Rapid development of ascites with enlargement of the spleen and some- 
times hematemesis suggests portal thrombosis; if symptoms pointing to 
cirrhosis are already present, it is probably secondary to this, and even in 
their absence it may be secondary to latent cirrhosis. 

An examination of the circulatory system and the urine should prevent 
confusion between ascites due to cirrhosis and that due to heart failure or 
kidney disease ; but these conditions may be associated together. 

Treatment.—Paracentesis should be performed as soon as the accumula- 
tion of fluid causes discomfort or seriously interferes with the digestion, 
circulation or respiration. Hematemesis is a further indication, as para- 
centesis reduces venous engorgement. The trocar should be inserted in the 
middle line between the umbilicus and pubes, or in the flank. Care must be 
taken to avoid the liver and spleen. A trocar and tube of moderate bore 
should be used, as the very fine Southey’s tube formerly employed tends to 
become blocked and the discomfort caused by the paracentesis is needlessly 
prolonged. 

A salt-free diet should be given, as ascitic fluid never contains less than 
8 grm. of sodium chloride in each litre; if the quantity of salt taken in 
the day is reduced to 0-8 grm., less than 100 c.c. of ascitic fluid can collect 
during the same period, as the urine always contains some salt, and the 
percentage in the body fluids never falls greatly below the normal. The 
quantity of salt and water retained can be still further reduced by giving 
30 grains of calcium chloride three times a day. 

Organic mercurial diuretics, such as mersalyl, which diminish absorption 
of water by the renal tubules, so increase the urinary output that the accum- 
ulation of fluid in the abdomen is much retarded. They are most effective 
if the patient is already on a salt-free diet and is taking calcium chloride, 
and if a diuretic, such as theophylline (theocin), which stimulates glomerular 
secretion, is given simultaneously. Ampoules containing 1 or 2 c.c. of a 
10 per cent. solution of mersalyl with 5 per cent. theophylline (injection of 
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mersalyl, B.P.) are used. Initial doses of 0-5 c.c., 1 c.c., 2 0.c., and 3 o.c. 
are given intramuscularly on alternate days, after which 2 c.c. are injected 
weekly as long as necessary. 

Diuretics are more valuable as preventatives when the fluid first appears 
or after it has been removed than as curatives when a large quantity is 
present, as the pressure on the renal veins makes the kidneys less active, 
and an enormous quantity of fluid has to be excreted by them before the 
accumulation can disappear, whereas comparatively little urine need be 
passed to prevent re-accumulation, of ascitic fluid after tapping. 

Operations devised with the object of increasing collateral circulation 
between the portal and the general venous system are so rarely successful 
and are so often followed rapidly by death that they should never be performed. 

The bowels should be kept well open, but severe purging weakens the 
patient and is likely to aggravate the catarrh of the alimentary canal which 
is often already present. Epsom salts, which also promotes biliary drainage, 
is the most suitable aperient. 

ArtTnur F. Horst. 


SECTION X 


DISEASES OF THE BLOOD 


Tux blood is sometimes regarded as the mixed secretion or product of 
the blood-forming organs. For the purposes of description and for the 
better understanding of the changes in disease, it is more convenient to think 
of the blood and blood-forming organs as composed of three distinct systems 
or tissues: (1) the red cells and their precursors, sometimes known as the 
erythron ; (2) the white cells and the immature cells from which they arise ; 
(3) the platelets and the megakaryocytes. These three systems of cells 
exist side by side in the plasma and bone-marrow, and are often affected 
simultaneously by disease, but they are to a large extent independent of 
each other. Before discussing separately the three systems ae cells and 
their diseases, it will be convenient to say a few words about the total volume 


of the blood. 
THE BLOOD VOLUME 


The total volume of the blood is about 90 c.c. per kilogram of body weight, 
z.e. some 6000 c.c. in an average individual, or about one-eleventh of the 
body weight. Of this volume the cells constitute about 42 per cent., the 
remainder being plasma. The blood volume is moderately diminished in 
angmia ; it is moderately increased in the splenomegalies, in leukemia 
and in erythrocytosis, and greatly increased, even to two or three times the 
normal, in erythremia. There is a slight increase in cedema, due to an 
associated cedema of the blood, but no change in arterial hypertension. 
The blood volume is moderately increased in pregnancy, in order to allow 
for the foetal circulation. Of great importance in practice are the conditions 
in which the volume of circulating blood is suddenly and considerably 
diminished. The chief causes are hemorrhage and shock. In acute anemia 
from hemorrhage or blood destruction there is extreme exhaustion, faintness 
or syncope, air-hunger, sweating and thirst. The degree of shock depends 
largely on the rate of bleeding. A sudden hemorrhage of 1500 to 2000 c.c. 
may be fatal, while as much as 60 per cent. of the total amount of blood may 
be lost without death if the hemorrhage is prolonged over 24 hours or more. 
The blood count is of limited value in determining the patient’s condition, 
inasmuch as the concentration of the blood may be unaffected in the early 
stages. In alimentary hemorrhage the blood urea may be raised, owing to 
absorption of the effused blood, and the height of the rise is a fair measure 
of the severity of the bleeding. In all forms of hemorrhage a systolic pressure 
below 80 mm. of mercury, @ progressive increase in pulse-rate and the de- 
velopment of crepitations in the lungs os all serious signs. 
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Iixamples of the shock syndrome are trauma, anaphylaxis, burns, de- 
hydration and toxemia such as are met with in alkalosis, diabetic coma, 
cholera and severe infections. The patient becomes collapsed, complains of 
thirst, the skin is pale, cold and moist, the breathing euioe and shallow, the 
oe rapid and almost imperceptible, and the blood pressure low. The 

idneys are inadequately supplied with blood and the output of urine may 
almost cease. The symptoms are often mistaken for heart failure, but there 
is no orthopnea, venous engorgement, or cedema, and the symptoms are really 
due to loss of fluid from the circulation and stasis of blood in the capillaries. 

The logical treatment in all forms of shock is to increase the blood volume 
and the venous return to the heart in any way possible. The foot of the 
patient’s bed may be elevated, the legs bandaged from the ankles to the mid- 
thigh and the intake of fluid by the mouth increased, unless these measures 
are otherwise contra-indicated. The patient should be kept warm, and 
inhalation of oxygen or oxygen plus carbon dioxide may be helpful. Apart 
from sedatives for pain, drugs are of little value. Various types of infusion 
have been used at different times with the object of restoring the blood 
volume to normal and it has thus been discovered that whole blood and plasma 
are the ideal fluids. Solutions of saline or dextrose produce only transient 
improvement and, moreover, both these solutions and also gum acacia often 
have undesirable side effects. In shock due to hemorrhage a transfusion 
of 500 c.c. of blood should be administered at once and this may be followed, 
if necessary, by the continuous transfusion of blood at a rate of 90 to 150 c.e. 
an hour until the hemoglobin has been raised to 70 per cent. or over. In 
shock not due to hemorrhage there is no reduction in the oxygen-carrying 
power of the blood—indeed, the concentration of hemoglobin is usually 
higher than normal. In such cases it is better to give plasma or human 
serum rather than whole blood, as they restore the volume and normal 
concentration of the blood and resist diffusion from the capillaries. The 
amount required nay vary between 200 and 1000 c.c. 


THE RED BLOOD CELLS 


The red blood cells are biconcave discs with a mean diameter of 7°20 
microns (6:7 to 7-7 «), a mean volume of 85 cubic microns (75 to 95 up), 
and a mean corpuscular hemoglobin content of 29 micromicrograms ? (26:5 
to 31-5 yy). Their size and shape are adapted to the carriage of hemoglobin 
and the supply of oxygen to the tissues. The blood of a healthy young 
male contains about 5:5 millions of red cells per c.mm. and 16 g. of 
hemoglobin per 100 c.c.; of a healthy female about 4°75 millions of red 
cells per c.mm. and 14 g. of hemoglobin per 100 c.c. The normal 
range of variation of the erythrocyte count is from a million above to a million 
below the average male value, t.e. any figure between 4:5 and 6-3 million 
red cells per c.mm. may be considered normal, and there is naturally a 
corresponding fluctuation in the hemoglobin percentage. A hemoglobin 
percentage below 85 per cent. is always abnormal and evidence of anemia, 
though symptoms rarely appear until the hemoglobin falls below 75 per 
_ 2 A micromiorogram is the millionth of a millionth part of s gram (1 g. x 10-4), and 
is abbreviated by the Greek letters gamma (77). 
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cent. Erythrocytes and hemoglobin are subject to much less diurnal 
variation than the white cells, but significant changes may occur after 
exertion. For purposes of calculation the normal red cell count is taken 
as 5 million cells per c.mm., and the corresponding amount of hemoglobin 
(14-5 g. per 100 c.c. of blood) is taken as 100 per cent. hemoglobin. 
The colour index measures the average amount of hemoglobin contained 
in the red corpuscles of a sample of blood, and is calculated from the formula 


Hemoglobin per cent. 


KColoun index W cmber of red calla percent. of the nomial 
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Fia 18.—Frequency distribution curve: of red cell diameters in heaith and disease 
(Price Jones curves). 


The red cells in any sample of blood are never absolutely equal, but 
show & certain amount of variability in size, or antsocytosis. The degree of 
variability, or anisocytosis, is often increased in anwmia and may be of 
diagnostic significance. The mean diameter of the red cells and their varia- 
bility is determined by measuring the diameter of 500 successive red cells 
under the microscope on a stained thin smear. The results are then plotted 
on squared paper, with the number of cells counted as ordinates and the 
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diameter of the cells as abscisss, to obtain what is known as a red cell diameter 
distribution curve, or Price-Jones curve (Fig. 18). Abnormal] variability in 
the size of the cells will be shown by a widening of the base of the curve. 
Cells which are larger than normal and fall to the right of the limits deter- 
mined on healthy individuals are called megalocytes. Small cells which 
fall to the left of the limits of health are called microcytes. A cell of normal 
diameter is a normocyte. The cell volume is obtained by centrifuging a 
sample of blood under standard conditions; the mean cell volume is cal- 
culated from the height of the column of red cells and the total red cell 
count. As the red cells age, they become malformed and finally broken 
into fragments which are engulfed by the phagocytic cells of the liver, 
the spleen and other tissues. These malformed red cells are called povkilo- 
cytes. In all forms of anemia the cells put into circulation are less perfect 
than in health, and poikilocytosis more rapidly develops. 

Blood Groups.—In the year 1900 Landsteiner ie his pupils made the 
surprising discovery that the red cells of mankind are not immunologically 
identical, and that the sera of many people contain antibodies which agglu- 
tinate and destroy the red cells of others. There are, in fact, four main blood 
groups, which are determined by the presence or absence of two agglutinogens, 
A and B, of which either may be present separately (groups A and B), neither 
may be present (group QO), or both may be present together (group AB). 
Corresponding to these two agglutinogens are their homologous antibodies 
or agglutinins—anti-A (or a) and anti-B (or 8)—which are present in the 
serum in reciprocal relationship to the agglutinogens of the cells. The 
following table illustrates the Landsteiner classification of blood groups and 
the distribution among the population in England. 
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| Blood Group. Agglutinin. | Agglutinogen. | Per Cent. 
Ab None (0) A and B O 
A B A 42 
B a B 9 
O a and 8 None (0) 4.6 
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It can be seen that the scrum of group AB will not agglutinate the red 
cells of any other group, and for this reason group AB has been called 
“universal recipient.” For similar reasons members of group O are called 
‘‘ yniversal donors,’ because their red cells contain no agglutinogen ; but 
blood from group O should only be transfused into members of other groups 
in extreme emergency, as the agglutinins in the serum of the donor may 
destroy the red cells of the recipient. If we wish to administer human plasma 
or serum, we must use either the same group or group AB. The supply of 
donors belonging to group AB is unfortunately small, but recently it has 
been suggested that plasma of this group may be prepared artificially by 
mixing equal parts of blood of groups A and B. By this procedure the 
agglutinins are absorbed on the corresponding red cells and a plasma free of 
agglutinins is obtained. It has been shown by a number of observers that 
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the blood groups have sub-groups, and interaction may occur between mem- 
bers of the same group. The existence of agglutinogens A, and A, is now 
generally accepted. For this reason the compatibility of dofior and recipient 
must always be confirmed by direct cross-matching of the cells of the donor 
and the serum of the recipient. Two further agglutinogens, M and N, are 
recognised, but as there are no naturally occurring antibodies to these sub- 
stances, they have no clinical significance and are estimated only for medico- 
legal or anthropological evidence. 

Nomenclature——The red cells are formed in the bone-marrow, probably 
within the lumen of capillary vessels which connect the sinuses to each other. 
The nucleated precursors are known by the generic name of erythroblasts. 
In normal marrow the erythroblasts are normoblasts, which subsequently 
develop into normocytes, but in certain diseases larger forms with more 
primitive nuclei are found, the megaloblasts, which give rise to megalocytes. 
The nucleated red cells lose their nucle: by extrusion or solution, but for a 
time they still contain remnants of the original basophil cytoplasm, which 
gives the red cell a bluish tinge in ordinary stained smears (diffuse basophalia 
or polychromasta), Certain dyes, such as brilliant cresyl blue, when brought 
in contact with the fresh-drawn blood, precipitate this basophil cytoplasm 
in a network or reticulum, and on this account these immature red cells are 
called reticulocytes. Polychromasia and reticulocytosis are identical conditions 
revealed by different stains. The normal reticulocyte count is 4 to 2 per 
cent. A similar precipitation may occur 1m wvo when poisons, such as lead, 
circulate in the blood stream and the reticulum becomes visible in ordinary 
preparations (punctate basophilia). 

As we learn more about the so-called blood diseases, we find it increasingly 
difficult to classify them in a simple way, as they may be due to causes 
originating outside the blood stream and the bone marrow. On this account 
we refer to many of them by names which merely describe the type of reaction 
or blood picture. Thus, ansemias may be described as hwmorrhagic, hemo- 
lytic, or aplastic in type. According as the colour index is high, normal, or 
low, they are described as hyperchromic, orthochromic or hypochromic. They 
can also be classified by the size of the red cells into megalocytic, normocytie 
and microcytic anemias. These two sets of terms correspond roughly with 
each other, but they are not absolutely interchangeable, and each should 
be used strictly according to definition. As the colour index is always deter- 
mined, whilst the size of the red cells is not often measured, the former set 


is more commonly employed. 


THE SYMPTOMATIC ANAIMIAS 


synonym.—-Secondury Hypochromic Anemia. 

Definition.—A symptomatic anemia is one which arises in the course 
of some other well-defined disease. The colour index is usually low and 
hardly ever above unity. In the rare cases in which the colour index rises 
above unity, the disturbance of the erythropoietic tissues is usually so pro- 
found that for practical purposes all the megalocytic anremias can be regarded 
as definite diseases of the erythropoietic tissues. 
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fEtiology.—The most obvious cause of anwmia is hemorrhage: acute 
hemorrhage occurs most commonly from trauma, bleeding from the ali- 
mentary tract, and the accidents of child-birth ; chronic hemorrhage is often 
due to hemorrhoids, menorrhagia, and in tropical countries hookworm 
disease. Hemolysis is a rare event, but it may be induced by chemical 
pre such as sulphanilamide and arseniuretted hydrogen, or by infection 

y hemolytic organisms, such as the Streptococcus hemolyticus or the Bacillus 
welch, or by malaria. Acute infections rarely produce much anemia, but 
severe anemia may develop in protracted septic infection, acute rheumatism, 
rheumatoid arthritis, and other subacute or chronic infections, such as 
typhoid fever. In my experience focal sepsis is seldom responsible for an 
anemia. Tuberculosis causes little anemia until the later stages, when 
hemorrhage, suppuration or intestinal ulceration has occurred. Syphilis also 
is rarely the cause of anemia, except in the more florid stages, or from in- 
volvement of the liver, or from paroxysmal hemoglobinuria. Malaria has 
already been mentioned. Of the toxemias responsible for anemia, nephritis 
and lead poisoning are the most important. Malignant disease is one of the 
commonest causes of anemia; it may act in various ways—hemorrhage 
from a malignant ulcer, cancerous cachexia, and invasion of the bone-marrow. 
Anemia which is due to mechanical limitation of the bone-marrow by 
tumours or tumour-like conditions, such as leukemia, Hodgkin’s disease, 
infective granulomata and kala-azar, is sometimes described as myelophthisic 
anemia, but this is an incorrect and unnecessary use of a word which is one 
of the synonyms for aplastic anemia. 

Pathology.—Two factors can be distinguished in these symptomatic 
anemias. The first is loss of blood by hemorrhage or hemolysis. This 
leads to hyperplasia of the bone-marrow, and an outpouring of new red cells 
to repair the deficiency. The colour index is low, because hemoglobin 
regeneration lags behind the restoration of a normal cell count, and the 
reticulocyte count is increased to 5 or 10 per cent., or higher. Chronic and 
repeated haemorrhage may so exhaust the hematinic reserves that the body 
cannot repair the hemoglobin deficiency, the anemia remains torpid, and 
the reticulocyte count is low; rapid recovery occurs on the exhibition of 
large doses of iron. The second factor in the symptomatic ansmias 
is depression of the erythropoietic tissues by toxemia. Hemopoiesis 
may be inhibited without much structural alteration in the marrow, 
but in other cases the marrow becomes hypoplastic and may even 
degenerate completely. The output of new red cells is diminished, the 
reticulocyte count is low and the colour index a little below unity. Usually 
increased blood destruction and diminished blood formation are present in 
varying degree, and the blood picture is modified accordingly. The white 
cells and platelets are normal or increased in number, unless the marrow 1s 
greatly depressed. The other tissues generally show anemia, edema, and 
fatty change. 

Symptoms.—The symptoms, other than those of the primary malady, 
depend on the speed with which the anmmia develops, and in acute anemia 
from hemorrhage or blood destruction there may be actual shock. In chronic 
ansemia, on the other hand, it is surprising how well the patient may feel. 
No complaint may be made with a hemoglobin of 40 per cent., and only of 
undue fatiguability with a hemoglobin of 20 per cent. Inquiry elicits such 
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symptoms as dyspneea, palpitations, anginal pain, fainting attacks and 
cedema of the extremities. The pallor is best seen in the conjunctive or the 
palate ; the skin is a bad guide, for it is often pale when there is no anemia, 
and sunburnt and deceptively healthy when anemia is severe. The pulse is 
rapid and the heart dilated, and systolic murmurs may be audible over the 
preecordium. 

Diagnosis.—The cause of a symptomatic anemia may be obvious, but 
on the other hand it may demand the most searching overhaul of the patient 
with all the resources of a modern hospital. Attention should be particularly 
focussed on the alimentary tract, as conditions such as diaphragmatic hernia, 
peptic ulcer, carcinoma of the stomach or bowel, polypi and hemorrhoids 
may exist with no other symptom than anemia. 

Prognosis and Treatment.—The prognosis and treatment are those of 
the primary disease. In acute anemia the patient should be transfused if 
his condition is critical. In chronic hemorrhagic anewmia iron is of great 
value. In the majority of the symptomatic anzmias it is possible to produce 
a normal blood picture for a time by iron, liver and repeated transfusions, 
and so bring the patient into condition for operation or similar treatment. 
Apart from such emergencies, it is doubtful whether the transient benefit of 
a transfusion is commensurate with its risks in patients suffering from toxemia, 
while iron and liver may have little effect if the cause of the anemia is not 
removed. The treatment of anemia is discussed in detail at the end of this 
section. 


THE DEFICIENCY DYSHAMOPOIETIC ANASMIAS 


An important group of anzwmias is due to a defective supply of raw mater- 
ials for blood formation. As these anwmias are the result of a disturbance 
in the growth of the red cells, they are called dyshamopovetic. Absence of 
the factor which protects against pernicious anemia (P.A. factor) gives risc 
to a megaloblastic reaction in the marrow and a megalocytic anemia. The 
erythropoietic tissue hypertrophies and red marrow encroaches on the shaft 
of the long bones, but few of the cells mature or are delivered into the blood 
stream. Iron and traces of copper are needed for the manufacture of hemo- 
globin, and when these minerals are lacking, the normoblasts do not mature 
and only a subnormal number of small pale cells is produced—a microcytic 
hypochromic anemia. Vitamin C and thyroxine are also essential for blood 
formation. In their absence there is a general decline of hematopoiesis, 
rather than a specific variation from the normal. Both the latter conditions 
are frequently complicated by hemorrhage and iron deficiency, but if this 
does not happen, hypothyroidism may produce a megalocytic ansmia which 
closely mimics pernicious anemia. The dyshamopoietic ansmias are fre- 
quently associated with glossitis, gastro-intestinal disorders and degeneration 
of the nervous system. The reticulocyte count is low, and the white cells 
and platelets are normal or diminished. Remission of the disease is attended 
by an outpouring of reticulocytes in numbers directly proportional to the 
extent of the hyperplasia of the bone-marrow. This is called the reticulocyte 
crisis. 
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1, NUTRITIONAL ANASMIA OF INFANTS 


Synonym.—Anemia of Prematurity. 

Anewmia of moderate degree is present in practically all infants, whether 
fed by the breast or artificially. It may become very severe, especially in 
twins and premature babies, who come into the world with a small store of 
iron, or after intercurrent infection, or when suckling is protracted beyond 
the normal period. It disappears spontaneously on the adoption of a mixed 
diet, and it appears to be a pure mineral deficiency, resultant from the 
low iron and mineral content of the milk, and reparable by inorganic 
salts of iron. In severe cases the hemoglobin is reduced to 30 per cent. or 
less. The colour index is low. Death may occur, especially when the 
anemia is exacerbated by intercurrent infection. Repair of the anemia is 
followed by increased resistance to infection. Treatment is by iron and 
ammonium citrate, in a dosage of 44 to9 grs. daily. Itis essential to accustom 
the infant to the iron slowly, as the sudden administration of the full dose 
may cause colic and diarrhcea. For this reason administration is started 
very gradually, particularly in young infants. In bottle-fed babies the 
solution of iron and ammonium citrate is added to the milk, or proprietary 
foods containing iron are used. The mother should be warned that the 
stools will be dark. There are few babies, whether breast-fed or bottle-fed, 
who are not improved by the prescription of iron. 


2. IDIOPATHIC HYPOCHROMIC AN AIMIA 


Synonyms.—Chlorosis and Late Chlorosis; Achylic Chloransmia ; 
Simple Achlorhydric Anemia; Chronic Microcytic Anemia of Women ; 
Anemia of Iron Deficiency. 

Definition.—A chronic anemia of low colour index occurring almost 
oe in women and associated frequently with glossitis and achlor- 

ydria. 

Etiology.—This is the commonest of all the idiopathic anzemias, occur- 
ring typically in women between the ages of 20 and 50. It was formerly most 
prevalent in adolescent females and was known as chlorosis, or green sickness. 
Juvenile cases have now become rare, as a result probably of improve- 
ment in the diet, dress and environmental conditions of young females, 
and the incidence of idiopathic hypochromic anemia has shifted to the 
later years of the reproductive epoch. A few cases are met in both sexes 
in childhood and in old age. It is more common in hospital than in 
private practice, probably because of the higher birth-rate and the poorer 
nutrition. The ansmia is the result of a deficient supply of iron to the 
blood-forming organs, which may be brought about in three ways: firstly, 
a diet poor in iron; secondly, impaired absorption of iron owing to achlor- 
hydria or hypochlorhydria ; thirdly, loss of iron in menstruation or pregnancy. 
There is no doubt that the last factor is the most important, as is shown 
by the facts that the complete syndrome of idiopathic hypochromic anemia 
with glossitis, koilonychia, splenomegaly and microcytosis seldom occurs 
in the male, and that in the female the disease disappears spontaneously 
after the menopause. Moreover, women tend to eat less iron-containing 
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food than men, although they require more iron. The absorption of iron 
is promoted by the solvent action of the hydrochloric acid of the gastric juice 
and is therefore impaired in achlorhydria. An important group of cases of 
idiopathic hypochromic anzemia is the result of gastro-enterostomy and similar 
operations which neutralise or abolish the gastric secretion. The occasional 
appearance of idiopathic hypochromic anemia and pernicious anzemia in 
different members of the same family is usually associated with a hereditary 
tendency to achlorhydria. Although achlorhydria may predispose to anzemia, 
epithelial symptoms, such as glossitis, angular stomatitis, achlorhydria and 
koilonychia, may be the result of iron deficiency and may occur in the absence 
of angemia. 

Pathology.—The bone-marrow is moderately hyperplastic, and micro- 
scopic examination shows an increased number of normoblasts. The spleen 
is moderately enlarged by a simple hyperplasia. The epithelium of the 
tongue and pharynx may show a leucoplakial degeneration. In patients 
with achlorhydria there is a diffuse chronic gastritis which eventually leads 
to atrophy of the mucous membrane of the stomach. The other organs 
exhibit the effects of a simple ansemia. 

Symptoms.—Symptoms may first be complained of after a pregnancy. 
or an influenzal attack, but careful inquiry often elicits the information that 
the patients were always pale, or that they have previously come under 
medical care for anemia. Symptoms fall into two categories. First there 
are those due to anemia: general weakness, headaches, palpitation and 
dyspnoea ; precordial pain on exertion is common and may be of anginal 
severity ; slight cedema of the ankles occurs, but anasarca or ascites is 
unusual. The second category of symptoms is composed of those due to 
dyspepsia, probably the result of the achlorhydria: lack of appetite, epi- 
gastric pain and distress, retching and vomiting after meals, flatulence and 
bilious attacks ; constipation is frequent, but diarrhcea is unusual. 

The facies is often pathognomonic, the sallow, wrinkled face and pre- 
maturely grey hair contrasting with the smooth, white and transparent body 
skin. The nails are frequently brittle and painful, and occasionally they are 
hollow and depressed like a spoon (koilonychia); on cure of the anemia 
the new nail exhibits the normal contour and consistence. Glossitis is present 
in about half the cases. It is often painless and unknown to the patient, 
but on the other hand it may be the chief complaint. In the active stages 
the tongue is reddened and excoriated, and vesicles may appear and break 
down to form shallow ulcers. In the chronic and quiescent stages the filiform 
papillw are destroyed, leaving a smooth bald tongue. The inflammation may 
spread to the buccal mucosa and to the corners of the mouth and lips, conditions 
known as angular stomatitis, perléche or cheilosis. Passing backwards to the 
pharynx, the affection produces huskiness and a most troublesome dysphagia, 
which may be the presenting symptom (the Plummer-Vinson syndrome, see 
p. 546). Idiopathic hypochromic anemia is, in my experience, much the 
commonest cause of the Plummer-Vinson syndrome. The spleen is palpable 
in less than 10 per cent. of cases of idiopathic hypochromic anwmia and is 
rarely greatly enlarged. The other signs are those of anwmia. There are no 
changes in the spinal cord, but functional nervous disorders, nervous break- 
downs, aphonia, and pruritus frequently occur. The menses are more often 
scanty than heavy ; owing to relaxation of the anemic uterus these women 
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are, however, prone to postpartum hemorrhage and to menorrhagia about 
the menopause. 

Achlorhydria or extreme hypochlorhydria is found in about 70 per cent. of 

cases with the Rehfuss test meal, but stimulation with histamine shows 
that only about half have absolute achlorhydria. The gastric ferments are 
still present, although often reduced in amount. The achlorhydria is usually 
@ permanent abnormality, preceding the anemia and remaining when it 1s 
cured. The anemia is of low colour index, and the red cells are usually 
smaller than normal. It is essentially a hemoglobin deficiency, and often 
the red cell count is little below normal. The white cells and platelets are 
normal; an occasional normoblast may be present. Reticulocytes are 
within normal lirnits, and van den Bergh’s reaction is negative. A typical 
count is: red cells, 3,500,000 per c.mm.; hemoglobin, 35 per cent.; colour 
index, 0°5; white cells, 7000; differential count normal. In exceptional 
cases the red cells may fall nearly to a million and the hemoglobin to 15 per 
cent. On treatment with iron there is a reticulocyte crisis, most marked in 
the most ansmic cases, but seldom exceeding 15 per cent., the red cells are 
rapidly restored to the normal number, and the hemoglobin is more slowly 
regenerated. There may be a transient erythrocytosis during the recovery 
»hase. 
Complications and Sequelz.--The Plummer-Vinson syndrome is the 
most important complication, occurring in about 15 per cent. of cases. 
The changes in the epithelium of the tongue and pharynx predispose 
to malignant disease, and epithelioma of the tongue and carcinoma of the 
hypopharynx develop in a few instances. There is a risk of transition 
into pernicious anemia, most marked in women with a family history of that 
disease, but in my experience the risk is not great. Thrombosis is a rare 
complication. 

Diagnosis.—Many cases are overlooked, or diagnosed as debility or 
functional nervous disorder, on account of the vagueness of the symptoms. 
Such mistakes are only to be avoided by examining the blood. Care should 
be taken to exclude other causes of anawmia, more especially malignant 
disease, and it is wise to remember that idiopathic hypochromic anemia 
iS very uncommon in females past the menopause, and in males of any age. 
The symptoms may suggest pernicious anemia, but the low colour 
index and negative van den Bergh reaction are incompatible with this 
diagnosis, as also is the failure to respond to treatment by liver or stomach. 
In the rare disease aplastic anemia the colour index is high, white cells and 
platelets are diminished, necrotic ulcerations occur, and there is no response 
to iron. If the spleen is enlarged the differentiation from splenic anemia 
may present much difficulty. In splenic anemia the spleen is greatly 
enlarged, there is often a history of jaundice or hematemesis, the skin may 
be pigmented and the fingers clubbed, and there are signs of liver damage, 
such as enlarged veins, positive van den Bergh reaction and impaired levulose 
tolerance. In the absence of such symptoms the patient should first be 
treated with large doses of iron, when both the anemia and the splenic 
enlargement will disappear if the correct diagnosis is idiopathic hypochromic 
anemia. 

Course and Prognosis.—The disease is chronic, and the average dura- 
tion of symptoms before treatment is 5 years. It is rarely fatal, but in the 
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absence of proper treatment many patients remain invalids for years. There 
is a strong tendency to relapse, which can only be avoided by re-examination 
at intervals or by persisting with a small dose of iron. 
Treatment.—Treatment is by large doses of iron by the mouth. Liver and 
stomach extracts are of no value in this disease. Transfusion is seldom neces- 
sary, and should be reserved for patients in extremis. Septic foci should be re- 
moved, especially from the mouth and pharynx. Factors likely to aggravate 
the anemia, such as hemorrhoids, should be dealt with appropriately. 
Hydrochloric acid relieves the dyspepsia, but has no action on the anemia. 
Glossitis and dysphagia commonly improve when the anemia is repaired; 
a simple mouth-wash may be prescribed, and Hurst’s mercury tube may 
be passed for the dysphagia. Menorrhagia may be very troublesome; with 
rest. in bed at the periods, large doses of calcium salts by mouth, and, if 
necessary, injections of cotarnine hydrochloride or hydrastinine hydro- 
chloride, in younger subjects the condition usually subsides after a few 
months. After age 40 this complication is more intractable, and if it 
persists then, it is advisable to induce an artificial menopause by means of 
X-rays or operation. 


3. PERNICIOUS ANAEMIA 


Symptom.—Addison’s Anzemia, 

Definition.—A disease characterised by megalocytic anemia, achylia, 
and a tendency to degeneration of the spinal cord, which pursues a remittent 
course, and which is invariably fatal unless appropriate treatment is 
instituted. 

ZEtiology.—The disease is most common between the ages of 40 and 60, 
though analysis shows that it becomes relatively more frequent in each 
decade. True pernicious anemia has been observed in children, but it is 
very rare before the third decade. It is found in all civilised countries, 
though it is not very common in Jews, and it affects males and females equally. 
There is a hereditary proclivity, and achlorhydria without symptoms, achlor- 
hydric dyspepsia, simple achlorhydric anemia, pernicious anemia and sub- 
acute combined degeneration of the spinal cord are sometimes observed in 
different members of the same family. 

The disease is due to absence of an intrinsic factor, which is secreted by 
the pyloric segment of the stomach, the duodenum, and in diminishing 
degree possibly by the remainder of the intestine. It is generally held that 
the intrinsic factor is a ferment, which reacts with an extrinsic factor in the 
food to produce the principle which prevents pernicious aneemia (P.A. factor). 
Intrinsic factor is quite distinct from pepsin and rennin. The nature of the 
extrinsic factor is not known, but it is present in any well-balanced diet. 
P.A. factor is absorbed from the small intestine and stored in the liver and, 
to a less extent, in other organs, such as the kidney and the central 
nervous system. [.A. factor is essential for normal blood formation and the 
nutrition of the spinal cord. In its absence the bone-marrow undergoes 
megaloblastic degeneration, and the circulating red cells probably break down 
more rapidly than normal. The lesion which A the secretion of 
intrinsic factor by the pyloro-duodenal segment practically always sup- 
presses the secretion of hydrochloric acid and pepsin by the body of the 
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stomach. Achylia is therefore a cardinal symptom of pernicious an#muia ; 
but it is important to remember that the achylia is coincidental with and not 
causative of the anemia, and that owing to the secretion of intrinsic factor 
by the duodenum, resection of the stomach is not necessarily followed by 
pernicious anzmia. We do not know the nature of the lesion in pernicious 
anemia which affects the rather widely distributed system of cells which 
secrete intrinsic factor, but probably it is often a degenerative change associ- 
ated with advancing years and favoured by hereditary vulnerability. Gastro- 
enteritis, dysentery and similar infections, and operations on the stomach 
appear to be important predisposing agencies. The occasional occurrence 
of pernicious anemia during pregnancy and as a result of hyperthyroidism 
ot pituitary disease suggests that endocrine factors are sometimes at work 
and probably dietetic errors also are occasionally responsible. 

Megalocytic anemia similar to pernicious anemia occurs in a number of 
other conditions in which nutrition or digestion is impaired. These anemias 
may be classified in the following three categories: first, megalocytic anemia 
due to a defective diet ; second, megalocytic anemia due to defective absorp- 
tion of anti-anzemic factors when the intestines are diseased; and third, 
megalocytic anzmia due to defective storage or metabolism of anti-anzemic 
factors, as when the liver is extensively damaged. The gastric juice may 
be perfectly normal in such conditions, and for some unexplained reason 
subacute combined degeneration of the spinal cord is much less frequent than 
in | gant anemia. In all these anzmias the red cells show anisocytosis 
and megalocytosis, and the bone-marrow shows megaloblastic degeneration 
comparable with the findings in Addison’s anemia. Recent research has 
nevertheless indicated that there are a number of subtle differences in the 
blood pictures and in the response to treatment, and though the whole group 
responds to the injection of crude liver extract, some of them are refractory 
to treatment by the more highly purified liver extracts now available. It 
is possible that liver contains a number of related hemopoietic principles, 
rather than a single P.A. factor. 

(a) Nutritional macrocytic anemia.—Megalocytic ansemia due to defective 
diet is uncommon in temperate zones except in fanatical vegetarians, but 
very common in tropical and subtropical countries where large populations 
subsist on famine diets. The attack is usually precipitated by an extra 
factor, such as pregnancy or malaria, and hemolysis may be much more 
evident than in pernicious anemia. 

(b) Stenosis, resection or ulceration of the small intestine.—These condi- 
tions probably act by interfering with the absorption of the P.A. factor. 

(c) Intestinal parasites—The most important is Bothriocephalus latus. 
The mode of action is unknown, but is probably an interference with 
absorption. 

(d) Sprue——Megalocytic anemia is almost the rule in sprue. It is in 
part due to the intestinal disease, but in the majority of cases the gastric 
secretion is also impaired. 

(e) Fatty diarrhea.—In fatty diarrhoea, such as occurs in cceliac disease, 
idiopathic steatorrhoea, pancreatic disease, gastro-colic fistula and extensive 
operations on the alimentary tract, megalocytic anaemia from interference 
with absorption of P.A. factor is occasionally observed, though not so 
constantly as in sprue. 
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(f) Disease of liver—Megalocytic anemia with normal gastric secretion 
is occasionally observed in cirrhosis and other diffuse diseases of the liver. 
It is attributed to inability to store pernicious anemia factor in the liver, 
but it may be noted that the anzmia of hepatic cirrhosis rarely responds to 
treatment in the same satisfactory way as other deficiency dyshremopoietic 
ansmias. 

Pathology.—The remainder of this section deals with true pernicious 
anemia, though similar changes are observed in the other megalocytic 
ansemias just mentioned. The body may not be wasted, the fat is a peculiar 
yellowish colour and the muscles reddish-brown. All the tissues are ansmic, 
and the heart muscle shows fatty degeneration. Free iron is present in 
the liver, the kidneys and other tissues. The bone-marrow is hyperplastic, 
like red currant jelly, but usually there are some areas of aplasia; micro- 
scopic examination shows many megaloblasts, and in addition endothelial 
cells containing phagocyted red cells and their débris. Degeneration of the 
postero-lateral columns of the spinal cord is present in about 80 per cent. 
of cases. The stomach shows a diffuse atrophic gastritis. 

Symptoms.—Patients with pernicious anwmia are not infrequently 
well built, with broad faces, short deep chests and wide sub-costal angles ; 
the hair is often prematurely grey, and the skin may be pigmented. Its 
incidence in persons of this type was first noted by Addison, whose de- 
scription of the symptoms remains unsurpassed. ‘‘ The disease makes its 
approach in so slow and insidious a manner that the patient can hardly 
fix a date to his earliest feeling of that languor which is shortly to become 
so extreme. The countenance gets pale, the whites of the eyes become 
pearly, the general frame flabby rather than wasted; the pulse perhaps 
large, but remarkably soft and compressible, and occasionally with a slight 
jerk, especially under the slightest excitement ; there is an increasing indis- 
position to exertion, with an uncomfortable feeling of faintness or breath- 
lessness on attempting it; the heart 1s readily made to palpitate ; the whole 
surface of the body presents a blanched, smooth and waxy appearance ; 
the lips, gums and tongue seem bloodless; the flabbiness of the solids 
increases; the appetite fails; extreme languor and faintness supervene, 
breathlessness and palpitations being produced by the most trifling exertion 
or emotion; some slight cedema is probably perceived about the ankles ; 
the debility becomes extreme, the patient can no longer rise from his bed, 
the mind occasionally wanders, he falls into a prostrate and half-torpid 
state, and at length expires; nevertheless, to the very last and after a sick- 
ness of perhaps several months’ duration, the bulkiness of the general frame 
and the amount of obesity often present a most striking contrast to the 
failure and exhaustion observable in every other respect.”’ 

A lemon-yellow colour of the skin was common in the days before liver 
therapy was introduced, but now that patients come under effective treatment 
early it is rarely seen. The same is true of splenomegaly, which requires 
considerable time for its development and is now found in only about 5 per cent. 
of untreated patients. The temperature may be slightly raised. Angina may 
occur from impoverishment of the blood supplied to the heart. The liver may 
be enlarged. The urine contains much urobilin and often a trace of albumin. 
Alimentary symptoms constitute an important chapter of the disease. 
Glossitis of the type described in idiopathic hypochromic anemia occurs in 
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over 50 per cent. of cases, but curiously enough there is no tendency to 
involvement of the pharynx, or to dysphagia. It may precede the anemia 
by some years. Achlorhydria is an invariable symptom, and pepsin is greatly 
reduced or absent. Achlorhydria has many times been demonstrated before 
the onset of the anemia, and it persists when the blood has been repaired. 
Dyspepsia is frequently present, with flatulence, ill-defined generalised 
abdominal] pain, soft bowel movements and recurrent attacks of diarrhoea. 
The dyspepsia is partly due to the achlorhydria, but it is greatly aggravated 
by the ansmia, and in the critical periods of the disease the pain and vomiting 
may be so troublesome as to prevent effective medication by mouth. If the 
trouble persists after repair of the anemia, disease of the gall-bladder should 
be suspected. Nervous symptoms, due to subacute combined degeneration 
of the spinal cord, are an integral part of the disease, but for convenience 
they are described elsewhere (p. 1738). Mental symptoms appear in 
a smnall percentage of cases; they are usually delusions of persecution, and 
the patient swears that he is being poisoned by his relatives or his physician, 
Exceptionally such patients become stuporose and die in coma, even though 
their anemia is not profound. 

The cardinal feature of the blood picture is megalocytosis. By the time 
the patient seeks medical advice the red cells are often less than 2 millions 
per'c.mm., and counts of the order of half a million have occasionally been 
obtained. Hesemoglobin is not reduced to the same extent as the red corpuscles 
and the colour index is above unity. Such complications as hemorrhage 
may lower the colour index, but megalocytosis persists. The mean diameter 
of the red cells averages about 83 microns; there is much anisocytosis and 
poikilocytosis. Reticulocytes are within normal limits except during a 
remission, spontaneous or induced. Normoblasts and megaloblasts are 
often present, more especially in the agonal stages of the disease and also 
on the inception of very active treatment ; they are rarely present in mild 
cases, and their diagnostic importance has been greatly overestimated. The 
serum is brownish-yellow, and the indirect van den Bergh reaction is positive. 
The white cells are reduced in number, an average count being about 4000 ; 
the decrease is chiefly due to diminution in the granulocytes and the mono- 
cytes. The neutrophil cells are of an old type, many having 5 or more lobes 
to their nucleus, and occasional giant neutrophils and myelocytes are present, 
Platelets are scanty. 

Complications and Sequelz.—Complications are infrequent, for subacute 
combined degeneration is one of the elements of the disease and not truly 
a complication. It is doubtful whether pernicious anemia ever terminates 
in aplastic anemia, and most reports of this sequel can be attributed to 
errors of diagnosis or to incomplete examination of the marrow after death ; 
arsenic may have produced aplasia of the marrow in rare cases before liver 
was introduced into treatment. Gout and venous thrombosis occasionally 
occur, especially during intensive treatment. The gal] bladder is diseased in 
about 25 per cent. of cases. It has been suggested that patients with pernicious 
angemia are abnormally prone to carcinoma of the stomach, but the evidence 
is not statistically convincing. Intercurrent infection, whether from dimin- 
ished resistance on account of the ansemia, or from the trophic or bladder 
lesions of spinal paralysis, is a very dangerous event. 

Course.—In young subjects the disease may run an acute course,’ with 
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fever and purpura, and prove fatal after a short illness. Such a course is 
unusual, for remissions are one of the most constant features of the disease. 
The commonest number is two, but there may be five or six; their duration 
is about six months. The patient may feel perfectly well during a remission, 
but the blood rarely becomes quite normal. The untreated disease is usually 
fatal in one to three years, though exceptional cases may live much longer, 
as the result of an unusual remission. One of the patients at Guy’s Hospital 
first came under treatment at age 30 for dyspepsia; at age 41 he was re- 
admitted for typical pernicious anemia, with high colour index and megalo- 
blasts, which responded to treatment by arsenic; he remained well till age 
64, when he was readmitted to hospital for relapse of the pernicious anemia 
of ten months’ duration; he had complete achlorhydria; the ansemia 
responded to treatment with liver. The cause of the remissions is uncertain, 
but is probably a partial recovery of the secretion of intrinsic factor. 

Diagnosis.—The disease is often suggested by the triad of symptoms, 
glossitis, ansemia and acroparesthesia. It is confirmed by the blood picture, 
more especially the megalocytosis and anisocytosis, the absence of reticulo- 
cytosis, and the presence of hyperbilirubinwmia. In doubtful cases a test 
meal should be performed, for free hydrochloric acid in the gastric juice 
for all practical purposes rules out the diagnosis. Marrow obtained by 
sternal puncture or biopsy shows the pathognomonic megaloblastic degenera- 
tion. The megalocytic anemias of nutritional and alimentary disease which 
closely resemble pernicious anemia have already been discussed. An im- 
portant differential diagnosis is from carcinoma of the stomach. In this 
disease the feces contain occult blood, and the ansemia is usually of a hypo- 
chromic type. In a few cases the two diseases coexist, the pernicious anemia 
being the result of a cancerous gastritis and achylia, or cancer developing 
in the stomach of a patient who already has pernicious anemia. Aplastic 
angsmia may be mistaken for pernicious anemia, but there is less anisocytosis 
and megalocytosis, van den Bergh’s reaction is negative, free hydrochloric 
acid is frequently present in the gastric juice and liver treatment is un- 
successful. The rare diseases aleukamic leukemia and chronic hemolytic 
anemia can usually be differentiated by careful analysis of the symptoms 
and the blood. In the absence of complicating infection, anemia which does 
not respond to liver treatment in effective dosage is very unlikely to be 
pernicious anemia. 

Prognosis.—The underlying deficiency is for all practical purposes in- 
curable, but with thorough and persistent substitution therapy both the 
anszemia and the spinal symptoms can be completely arrested, and there is 
no reason why the patient should not live the normal span. 

Treatment.—Treatment is by liver or stomach, as described at the end 
of the chapter (p. 821). I cannot too strongly emphasise the necessity of 
keeping the blood at a level of 5 million red cells per c.mm., and 100 per cent. 
of hemoglobin if nervous and infectious complications are to be avoided. 
Many patients have a delusive sense of well-being with a blood count as low 
as 3 million red cells per c.mm., and 60 per cent. hemoglobin, but at this 
level the degeneration of the nervous system may continue to advance. 
It is, therefore, essential to examine the blood at regular intervals. Even 
with a normal blood count, acroparesthesia or increase of the nervous 
symptoms demands a larger dosage of effective substance. After all, it is 
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impossible to give an overdose. In patients who are profoundly anwmic 
transfusion may be necessary, but in view of its dangers it should, wherever 
possible, be withheld in favour of injections of liver extract. Hydrochloric 
acid may be advisable for the dyspeptic symptoms, but it is rarely necessary. 
Tron deficiency and hypothyroidism are occasional complications of pernicious 
anemia. They should be suspected especially in patients in whom it is diffi- 
cult to bring the blood completely back to normal, and they should be cor- 
rected by appropriate doses of iron or thyroid. Arsenic and intestinal anti- 
septics are to be avoided. Septic foci should be removed, though the operation 
should be postponed until the anemia is under control. 

On instituting successful treatment in a patient with pernicious anemia 
there is a reticulocyte crisis, which reaches its maximum between the tenth 
and fourteenth days with oral therapy, and between the third and the seventh 
days with parenteral therapy. The peak is directly proportional to the 
severity of the anemia, and values of 30 to 40 per cent. are by no means 
uncommon. The blood and the general condition of the patient are gradually 
restored to normal, glossitis becomes quiescent, and the surface of the tongue 
may be reclothed with filiform papille. The nervous symptoms improve 
more slowly, and gross spastic paralysis is unlikely to be repaired. Never- 
theless the degree of improvement may be surprising. In more than one 
bedridden case I have felt I was doing the patient little service in curing his 
anemia, but after months of careful treatment, massage and re-education, 
the patient has successively discarded his wheel-chair, his crutches and his 
sticks, and has returned to active employment. 


LEUCO-ERYTHROBLASTIC AN AIMIA 


Synonyms.—Osteosclerotic Anemia; Myelophthisic Anemia; Leukanzemia. 

Leuco-erythroblastic anewmia is uncommon. It is found in association 
with certain diseases of the bones or bone-marrow, and 1s characterised 
by the presence in the peripheral blood of unusually immature red cells 
and a few immature white cells. It is described here rather than with the 
symptomatic anzmias because the disturbance of blood formation is so 
profound as to suggest an affinity with the dyshemopoietic anemias. The 
anemia is characterised clinically not by its severity but by the number of 
cells in the peripheral blood that normally are confined to the marrow as 
precursors of the red and white cells of the blood. The colour index 1s 
commonly a little below unity and the mean diameter of the red cells usually 
within normal limits. Reticulocytes are constantly above normal and 
nucleated red cells are present, often in large numbers. The leucocyte count 
is commonly normal or only a little raised, but occasionally very high values 
may be observed, even above 100,000 per c.mm. There is always an excess 
of myelocytes and on many occasions myeloblasts are also present. The 
platelet count is usually low. The van den Bergh reaction is usually negative, 
unless complications are present. The spleen may be palpable, either as a 
result of myeloid metaplasia or more rarely from neoplastic infiltration. 
The anemia is presumably due to irritation or disturbance in the maturation 
of the hemopoietic tissues by the bony disease. It does not respond to iron 
or liver, and transfusion is the only effective treatment. Leuco-erythroblastic 
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anssmia has been observed in the following conditions, but in some of them it 
is the exception rather than the rule. In the adult, at any rate, malignant 
disease is much the most important cause of leuco-erythroblastic aneemia. 

1. ErytHRosLastic AN&ZMrA OF CooLry [Thalassemia or Mediterranean 
Ansemia].—This disease is practically confined to children of Mediterranean 
stock, and is characterised by numerous immature erythrocytes in the peri- 
eng blood, mongoloid facies, splenomegaly and generalised bony changes 

ue to hypertrophy of the marrow tissue. It is a hereditary condition which 
manifests itself soon after birth, and life is rarely prolonged past childhood. 
The bony dystrophy is similar to osteitis fibrosa, but pathological fractures 
are not common and symptoms come principally from the anemia, which is 
severe and ultimately fatal. X-ray examination shows widening of the 
medullary portion of the bones, erosion and thinning of the cortex, and a 
peculiar fuzzy outline of the skull often compared to hair standing on end. 

2. MarBLEe-Bonr DisEasE or ALBERS-SCHONBERG.—This is a congenital 
disease characterised by increased density of the bones, spontaneous fractures, 
splenomegaly, and anemia which is often of the leuco-erythroblastic type. 
Symptoms usually begin in childhood with fractures following trivial 
injury and general backwardness. The anemia is mainly due to narrowing 
of the marrow cavity from progressive broadening of the cortex and the 
X-ray appearances are pathognomonic. 

3. MyxELoscierosis.—In this bony dystrophy of unknown etiology there 
is an excess of bone or fibrous tissue in the spongiosa and medullary cavity 
of the bones without any appreciable alterations in the corticalis or tendency 
to fracture. It is a disease of adult life. The only complaint is of the anemia 
and there are no symptoms referable to the bones. The differential diagnosis 
from leukemia may offer the greatest difficulty, though X-ray examination 
and biopsy of the skeleton may be of assistance. 

4. CaRcINOMATOSIS OF Bonse.—<As already emphasised, this is the most 
important cause of this type of anwemia. Symptoms of the primary growth may 
be elicited, and X-ray examination will usually reveal the metastases in the 
skeleton. It is often stated that growths of the thyroid and the prostate are 
especially liable to metastasise in the bones, but growths of the breast, stomach 
and ae are more common causes of leuco-erythroblastic anemia, owing 
presumably to their greater frequency. 

5. MuttTipLE Myrtoma.—Only a small percentage of cases of multiple 
myeloma are accompanied by leuco-erythroblastic anemia (p. 1390). 

6. LEUK&2MIA AND OTHER ConpITIONS.—In rare instances of leukemia 
large numbers of reticulocytes and nucleated red cells may appear in the 
circulating blood as a result, presumably, of the leukemic deposits in the 
bone-marrow. This phenomenon has sometimes been doecribed as “ mixed 
leukeemia ” when myelocytes and erythroblasts appear in a case of lymphatic 
leukemia, or as “ leukanemia’’ when the disturbance of erythropoiesis is 
prominent, but it is now believed to be a manifestation of the leuco-erythro- 
blastic process. Numerous immature red and white blood cells may very 
rarely appear in the blood in the course of miliary tuberculosis, syphilis and 
Hodgkin’s disease. The evidence suggests that in all such cases the bone 
marrow is involved and the blood disorder is of the leuco-erythroblastic type, 
but owing to their great rarity, their pathology has not yet been satisfactorily 
worked out. 
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APLASTIC ANAIMIA 


Synonym.——Panmyelopathy. 

Definition.—Aplastic anemia is produced by aplasia of the bone- 
marrow, which results in reduction or total failure of blood regeneration. 
Usually all three elements in the bone-marrow—erythropoietic tissue, 
leucopoietic tissue and megakaryocytes—are simultaneously involved. 
Rare cases occur in which there is a pure lesion of one of these tissues, and 
not infrequently one of them is predominantly affected. The term aplastic 
anemia is applied more particularly to cases in which the erythropoietic 
tissue is especially damaged. Aplasia of the leucopoietic tissues is described 
later under the title agranulocytosis, and aplasia of the megakaryocytes 
under the title malignant thrombocytopenia. 

fEtiology.—The disease occurs at all ages and in both sexes. In a number 
of cases the aplasia of the bone-marrow is due to destruction by a well- 
recognised poison: J]. X-rays, radium and thorium; the latter two are 
most dangerous when they are taken into the body and produce persistent 
internal radiation. 2. Benzole and many of its derivatives, such as arseno- 
benzol, dinitrophenol, trinitrotoluene and the sulphonamides. 3. Mercury, 
silver and gold, the last of course being now widely used in the treatment 
of rheumatism and tuberculosis. 4. Acute infections, such as measles, 
scarlatina, diphtheria and typhoid; these causes are more potent in child- 
hood. In a large proportion of cases no noxious agency can be traced and it 
ig possible that many are due to an idiosyncrasy to substances not normally 
regarded as harmful, a phenomenon we have already learnt to recognise in 
amidopyrine agranulocytosis and sedormid purpura. 

Pathology.—A variety of changes may be found in the marrow in refractory 
angemias which have been regarded as aplastic during life. In the classical 
aplastic anemia the marrow is hypocellular or acellular. An actual excess 
of erythropoietic tissue may be found in radium poisoning and in the rare 
achrestic anemia which is believed to be due to inability of the marrow to 
utilise P.A. factor. In other cases the changes resemble leukemia, Hodgkin’s 
disease, or myelosclerosis, though no other organs are involved. Necrotic 
ulcers are commonly found in the mouth and more rarely in the bowel. The 
liver, spleen and lymph-glands show no gross change, but microscopically 
there is usually some hemosiderosis of the liver and spleen, attributable 
both to the absorption of extravasated blood and to the breakdown of 
transfused red cells. 

Symptoms.—It is possible to distinguish acute and chronic forms of aplastic 
anemia, and it is clear that the degree of aplasia or hypoplasia of the marrow 
varies in different patients and probably at different times in the same 
patient. In one of my cases, which subsequently came to autopsy, the onset 
was abrupt, with jaundice and high fever. More common initial symptoms 
are hemorrhage from the thrombocytopenia, and necrotic ulcerations from 
the leukopenia. Cases which begin acutely are liable to run a rapid course 
and terminate fatally in a tew weeks or months. In chronic cases the present- 
ing symptom is more likely to be anemia and the disease may pursue a 
remittent course. Physical examination is commonly negative except for 
the anemia and such complications as purpura and ulceration. There are 
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no specific alimentary or nervous symptoms, and the spleen and lymph 
glands do not enlarge. The blood picture is characterised by a decrease of 
all the cells, erythrocytes, leucocytes and platelets ; the absence of immature 
white cells and nucleated red cells; and the lack of signs of reaction, such 
as hypochromia, anisocytosis and reticulocytosis. By the time a blood 
count is done the red cells have often fallen to about 1-5 million per c.mm. 
and the colour index is about unity. Van den Bergh’s reaction is negative. 
The white cells are about 3000 or 4000 per c.mm., usually falling below 
2000 before death; the diminution is chiefly due to the small number of 
polymorphonuclear cells. In chronic cases a very considerable degree of 
ete ey one may develop, and so long as the colour index remains high 
and the leucocyte count low, the disease cannot be regarded as cured. 

Diagnosis.—Acute cases are commonly mistaken for an infectious 
process and it should therefore be the rule to examine the blood in all cases 
of severe oral or faucia] infection. Chronic cases are more often confused 
with pernicious anewmia, but do not respond to liver. Essential thrombo- 
cytopenia may be suggested by the low platelet count and the hemorrhagic 
tendency, but is excluded by the leucopenia and the non-regeneratory 
character of the anemia. Aleukemic leukemia offers most difficulty. The 
absence of enlargement of the lymph-glands, liver, or spleen, however, 
should differentiate aplastic anzemia from this disease. In doubtful cases a 
sternal marrow puncture or biopsy should be performed. 

Prognosis and Treatment.—lIn all cases enquiry should be made for 
exposure to toxic substances. No very adequate statistics are available for 
prognosis, as aplastic ansemia has only recently been properly separated 
from other grave anemias. It was formerly considered hopeless. Some 
patients recover outright and others continue without need of treatment for 
a number of years, but the seriousness of the illness should not be minimised. 
Probably the response to transfusion is the best guide. The blood should be 
brought approximately to normal by a rapid series of transfusions, or by a 
continuous transfusion of two or three litres of blood. If itis then possible to 
maintain a normal count by transfusions at intervals of two or three weeks, 
there is good hope that the bone-marrow may gradually regain its hemopovietic 
function. But too often it is found that the transfused blood is lost by 
hemorrhage or is quickly and mysteriously destroyed. However well the 
patient appears clinically, the prognosis should be guarded as long as the 
blood picture is abnormal, for such paticnts are always liable to sudden 
deterioration from infection or an acute hemolytic reaction. Iron, liver 
and similar remedies are of little value. 


THE HAMOLYTIC ANAIMIAS 


In discussing the symptomatic anzmias, I have mentioned the occasional 
development of anemia from hemolysis of the corpuscles by micro-organisms, 
bacterial toxins and other poisons. There is also evidence that excessive 
hemolysis plays a part in the pathology of the megalocytic anmmias due 
to deficiency of hemopoietic principles. There now remains for discussion 
a group of hemolytic anemias which are relatively uncommon and of which 
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the most important examples, acholuric jaundice, sickle-cell anzemia and the 
grave familial jaundice of infants, are due to congenital anomalies in the 
blood-forming organs. Before treating these diseases individually, it will 
be convenient to describe the characteristics which are common to all the 
hemolytic anemias. If a great many red cells are broken down in a short 
time, there are hemoglobinuria and jaundice, but in chronic hemolytic 
anemia it is sometimes surprising how slight is the jaundice. The colour 
index varies according to the mode of reaction of the bone-marrow, but it is 
usually round about unity and there may be frank megalocytosis. Owing 
to the vigorous attempts of the bone-marrow to repair the anemia, the 
reticulocyte count is high, and nucleated red cells and even megaloblasts 
appear in the peripheral blood. In chronic hemolytic anemia the white 
cells are unaffected or a little diminished. When hemolysis is acute and rapid, 
there is a leucocytosis, during which very immature white cells may appear 
in the peripheral blood; the platelets first fall and later rise above their 
normal level. Apart from the hemolysis, which gives rise to anemia, enlarge- 
ment of the liver, spleen, and occasionally the lymph-glands, hyperplasia 
of the bone-marrow and hemosiderosis, there are no signs of systemic disease 
and the alimentary and nervous systems are normal. . 


1, ACHOLURIC JAUNDICE 


Synonyms.—Spherocytosis; Congenital Hemolytic Ansmia (type 
Chauffard-Minkowski). 

This disease, which is due to congenital abnormality of the red corpuscles, 
and is characterised by increased fragility of the cells, a variable degree of 
jaundice and anemia, splenomegaly, and a strong tendency to the formation 
of gall-stones, is described elsewhere (page 689). 


2. SICKLE-CELLED ANAIMTA 


Synonym.—Drepanocytosis. 

Definition.—A severe anemia, characterised by the appearance in the 
blood of a number of red blood corpuscles of a peculiar sickle shape. 

fEtiology and Pathology.—Up to the present the disease has been 
observed only in the negro. It is hereditary and familial, behaving as a 
Mendelian dominant. In the affected families some members who have 
sickle cells in their blood do not suffer from anzemia. The disease usually 
dates from infancy. Of its essential cause, nothing is known. The post- 
mortem appearances do not throw any light upon the pathology. 

Symptoms.—The patients are obviously angwmic, and the sclerotics 
exhibit a greenish-yellow tinge. The liver is bulky, but the spleen is not 
enlarged. The disease is characterised by intermittent paroxysms of fever, 
up to 103° or 104°, with severe stabbing pains in the muscles and joints, 
which last for two or three weeks. In the intervals the patients suffer 
but little, though they are listless and depressed. The red blood corpuscles 
in the intervals reach a number of about 3,000,000 per c.mm., but during 
the paroxysms they rapidly fall to less than half that number. The white 
cells are usually about 15,000 per c.mm., but may rise to as much as 40,000. 
The sickle-shaped corpuscles vary in numbers. Thev appear to increase in 
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number on a warm slide. The coagulation-time, the bleeding-time, the 
aca of the corpuscles, and the numbers of platelets are all within normal 
imits. 

Course and Prognosis.—The course of the disease is slow but pro- 
gressive, and death usually occurs before the age of thirty. 

Treatment.—Up to the present time, no treatment has appeared 
somata to influence the progress of the disease, and splenectomy is of 
no value. 


3. OVALOCYTOSIS 


In rare cases the red cells are elliptical, instead of being circular. This 
again is a familial abnormality, inherited as a Mendelian dominant, but it 
is not certain that it predisposes to anemia. 


4. FAMILIAL ICTERUS GRAVIS NEONATORUM 


This is a familial disease in which successive infants in the same family 
become jaundiced within a few hours to a day after birth, though the. 
first-born often escapes. The children become progressively angmic, pass 
into a drowsy condition, and usually die in a few days or weeks. At its 
onset the disease resembles physiological jaundice. During intra-uterine 
life the red cells circulate in higher concentration than after birth, to com- 
pensate for the poor supply of oxygen from the placenta. It is probable 
that physiological jaundice results from the hemolysis of superfluous 
corpuscles on the inception of pulmonary respiration, and that grave familial 
jaundice is a morbid exaggeration of this process. It is now recognised 
that grave familial jaundice is the most important manifestation of a 
pathological state known as Erythroblastosis Foetalis, which may affect 
several children of the same parents and appear in rather different guises. 
In congenital hydrops the child is still-born or dies a few hours after birth ; 
the placenta is enlarged, the vernix caseosa is often a deep yellow colour, 
the body is dropsical and the blood anemic. In congemtal anemta of 
the newly-born, on the other hand, the disease is less acute than in familial 
jaundice, there is little or no jaundice, but there is severe hyperchromic 
anemia with numerous immature red cells in the blood, and enlargement of 
the liver and spleen. Post-mortem examination in all forms of erythro- 
blastosis foetalis usually shows much extra-medullary hemopoiesis and con- 
siderable deposition of iron in the viscera. It is still not certain whether 
erythroblastosis foetalis is a hemolytic anemia, as suggested here, or whether 
it may not be a dyshemopoietic anemia due to a failure in the normal develop- 
ment of the red cells. The diagnosis is suggested by the family history, 
the large placenta and the golden vernix caseosa, and 1s confirmed by the 
discovery of an abnormal number of nucleated red cells in the blood smear. 
Treatment must be prompt, owing to the rapid progress of the anmmia 
and the deleterious effect of the jaundice which at this early age may produce 
degenerative changes in the central nervous system. Hither 30 to 50 c.c. 
of blood should be given by transfusion, or 5 to 10 o.c. of the mother’s serum 
should be injected intramuscularly daily. If given in time this treatment 
arrests hemolysis and a complete and lasting recovery takes place. 
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o, AUUTE HAIMOLYTIC ANAMIA OF LEDERER 


Synonym.—Acute Febrile Anzmia. 

Lederer’s anemia occurs most commonly in the first two decades of life, 
though cases have been observed at every age. The onset is acute, with 
fever, slight rigor, headache, lassitude and vomiting. Jaundice of more or 
less intensity appears early, though as a rule the patient is more anemic 
than icteric. In the most acute cases there is hemoglobinuria. A variety 
of symptoms may occur as a result of thromboses or infarcts in various 
organs. The red count may fall in a few days to a million cells per c.mm. ; 
the red cells are usually normal in size and resistance, and the colour index 
is about unity. There is a reticulocytosis, often with many nucleated red 
cells. The white count is usually raised and occasionally there is a remark- 
able leucocytosis, with an outpouring of myelocytes and even myeloblasts 
in the circulating blood. The cause of the sudden breakdown of the red cells 
is unknown ; it is not due to any recognised infection. The disease ends in 
death, or recovery within a period usually of two to six weeks. The differ- 
ential diagnosis is from other forms of hemoglobinuria (see p. 1292), from 
infections such as septicemia, and from acute leukemia. The mortality of 
the untreated disease is high. Treatment is by transfusion, repeated if 
necessary until the hmmolytic process appears to have been arrested. The 
results of such treatment are good and recovery once established is per- 
manent. 


6. HAEMOLYTIC ANAMIA WITH RECURRENT HAMOGLOBINURIA 


Synonyms.—Nocturnal Hemoglobinuria; Hemosiderinuria ; Chronic 
Hemolytic Anemia (type Marchiafava-Micheli). 

A rare chronic disease characterised by paroxysms of hemoglobinuria, 
which commonly occur at night, and persistent hemolytic anemia. It is 
a disease of adult life and affects both sexes. The spleen is usually enlarged 
though not to the same degree as in acholuric jaundice. The disease is 
differentiated from acholuric jaundice by the normal size, shape and fragility 
of the red cells, and the occurrence of hemoglobinuria; and from the 
paroxysmal hemoglobinuria of syphilis by the negative Wassermann reaction, 
absence of relation to exposure to cold, and persistence of anwmia between 
the paroxysms. There is no curative treatment; splenectomy has little 
effect and the disease usually leads to death after a few years. 


7. CHRONIC ACQUIRED HMOLYTIC ANAIMIA 


Synonym.—Hemolytic Anemia (type Hayem-Widal). 

Chronic hemolytic anemias are occasionally encountered which are 
difficult to fit into any of the foregoing categories. Acholuric jaundice, 
like other hereditary diseases, does not always run true to type, and many 
of these cases are undoubtedly sporadic and atypical examples of acholuric 
jaundice. Others are probably larval or atypical forms of hemolytic anemia 
(type Marchiafava-Micheli) in which the hemolytic process is not of sufficient 
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intensity to produce hemoglobinuria. Syphilis and Hodgkin’s disease may 
occasionally produce a hemolytic ansmia; a# Wassermann reaction should 
therefore be performed and careful search made for enlarged lymph glands. 
Leuco-erythroblastic anemia must also be excluded. Iron and parenteral 
liver should be given a fair trial, as a deficiency dyshwmopoietic anemia 
may occasionally simulate a hemolytic process, more especially when com- 
plications such as intestinal ulceration are present. If the spleen is enlarged 
and anemia persists after investigation and treatment on these lines, splenec- 
tomy should be advised, though improvement cannot be promised with the 
same confidence as in straightforward familial acholuric jaundice. Trans- 
fusion may be necessary to make the patient fit for operation ; but it is 
sometimes followed by severe reactions in hemolytic anemia, and it is wise 
therefore to begin with a small “ pilot ” transfusion. 


ANAMIA IN PREGNANCY 


The physiological anemia of pregnancy is due to dilution of the blood in 
regnancy owing to altered circulatory conditions and increased blood volume. 
he hemoglobin rarely falls much below 75 per cent. in healthy women, 

the colour index is unity, and there is no hypochromia or poikilocytosis, It 
often gives rise to unnecessary anxiety. It 1s distinguished from pernicious 
anemia by its mildness and from iron-deficiency an#@mia by the normal 
colour index. It requires no treatment. The same circulatory phenomena 
are likely to aggravate edropathic hypochromic anemia in pregnancy, and in 
women who have suffered from anemia in a previous pregnancy or who are 
unable to take an optimal diet, it is wise to prescribe iron as a prophylactic 
throughout the period of gestation and lactation. Megalocytic or hyper- 
chromic anemia is very rare in pregnant women in this country, though 1t is 
common in tropical or sub-tropical zones. The condition may have different 
causes, and the prognosis differs accordingly. The following causes of megalo- 
cytic anemia in pregnancy have been differentiated. 

1. Nutritional macrocytic anemia is much aggravated by pregnancy, and 
then assumes a frankly megalocytic type. : 

2. Pregnancy may occur in a patient with pernicious anwmia, or per- 
nicious ansmia may first begin in pregnancy, persisting after gestation ; 
aohylia gastrica is present, and subacute combined degeneration may develop. 

3. Pernicious anwmia may occur as a temporary phenomenon during 
pregnancy, disappearing after gestation. The secretion of free hydrochloric 
acid may be normal, but there is evidence that the hematinic ferments are 
depressed, presumably as a result of the pregnancy. Subacute combined 
degeneration does not occur. The disease responds well to treatment by 
liver or stomach. It may or may not recur in subsequent pregnancies. 
This is the true pernicious anemia of pregnancy, and it is very rare. 
we? Hemolytic anemias, which should be separable from pernicious and 
allied ansemias by the Price-Jones curve and the reticulocytosis, also occur 
in; pregnancy. Most frequently they result from infection by hemolytic 
streptococci! in the puerperium. It is also probable that the hemolytic 
anwmia of Lederer occurs in pregnancy, 
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ANAMIA IN CHILDHOOD 


Ansmia in children is more difficult to classify than in adults, not merely 
because of the difficulty of making detailed studies of the blood and the other 
systems, but also because of the great lability of the blood-forming organs of 
children. A condition which in an adult induces a mild secondary anzmia, 
with slight leucocytosis and perhaps an occasional normoblast, in a child 
may induce profound anemia, with the appearance of myelocytes and even 
myeloblasts and megaloblasts in the circulating blood ; the spleen and the 
liver are more often enlarged. Both on this account and on account also 
of the small blood volume, anemia is a more urgent disease in the child than 
in the adult; hemorrhage is ill-tolerated, and a moderate nutritional ansmia 
may be fatally aggravated by a trivial intercurrent infection. Treatment 
should therefore be prompt, and it is often wise to give a transfusion of 50 to 
200 c.c. of blood to tide over the interval before medical treatment can 
take effect. For similar reasons the results of treatment are often better 
in the child than the adult, and aplastic conditions of the bone-marrow 
which are almost inevitably fatal in the adult may be repaired in the child. 
Apart from certain rare congenital ansemias, the causes of ansemia in child- 
hood are identical with those in later life, and with careful clinical and 
hematological examination, supplemented if necessary by the van den Bergh 
reaction, the fragility test and the Price-Jones curve, a satisfactory diagnosis 
should usually be obtained. In this way the vague titles formerly used, 
such as anwmia mitis and gravis, and pseudo-leukemia, are gradually being 
replaced by more exact diagnoses. 

Symptomatic Anemia is little different from the same condition in the 
adult. Hemorrhagic anemia is rather unusual in childhood, while causes 
more peculiar to this age are cyclical vomiting, diphtheria, pyelitis and acute 
rheumatism. Ansmia may also be secondary to diseases of the blood- 
forming organs, such as splenic anemia and Hodgkin’s disease. Any type 
of anwmia in childhood may be complicated by infection, when very bizarre 
leukemoid blood pictures may result. Cases characterised by the rapid 
development of ansemia, jaundice and hemoglobinuria at one time appeared 
in epidemics among new-born children in hospitals and institutions (Winckel’s 
disease), but they have practically disappeared with the introduction of 
antiseptic methods. They were probably due to infection by streptococci 
or hemolytic colon bacilli, and sporadic cases still occur as a result of um- 
bilical sepsis. 

Dyshemopoietic Anemia.—There is a group of mild hypochromic anemias 
in childhood which link the nutritional anemia of infancy with the idio- 
pathic hypochromic anwmia of later life. Tle condition has been described 
as an@mia mitis or chlorotic anemia of childhood, but it is essentially due 
to errors of diet and impaired digestion. Treatment is by large doses of 
iron, and is very successful. Severe anwamia may occur in the course of 
ceeliac disease, and in occasional instances it is of a megalocytic type and 
requires liver for its treatment; the anamia may dominate the clinical 
picture and the fatty diarrhoea be overlooked. True pernicious anemia 
rarely, if ever, occurs in childhood. 

A plastic Anemia is by no means uncommon in childhood, occurring with 
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special frequency at the age of 12 or 13. It may be of any of the types 
described in the adult, and is sometimes known as anemia gravis. The 
prognosis is bad, though perhaps less hopeless than in the adult. 

Anemia pseudo-leukemica infantum 1s the term applied by von Jaksch 
to a group of cases of severe anemia in children under 3 years of age, 
most frequent between 6 and 20 months. It is a disease of the poorer classes, 
and among them it has become uncommon in recent years. The onset of the 
disease is insidious, with increasing pallor and irregular fever. The abdomen 
is protuberant, owing to the size of the spleen, which often reaches the iliac 
crest and the middle line of the belly ; the organ is hard, smooth and free 
from tenderness. The liver and superficial lymph-glands may be slightly 
enlarged, and purpura and hemorrhage may occur. The erythrocytes 
are diminished to 2,500,000 or 3,000,000 per c.mm., and show some 
slight alteration in shape and size. Nucleated cells are always present— 
sometimes in large numbers. The hemoglobin shows a decrease to from 20 
to 40 per cent. of the normal, so that the colour index is low, from 0-5 to 0-7. 
There is nearly always a leucocytosis at some time during the course of the 
disease, but it is moderate, rarely reaching above 30,000, and sometimes the 
number may sink as low as 5,000. The feature of the blood films is the 
constant presence of myelocytes, which occur in numbers greatly above those 
found in any other disease except leukemia, though seldom in numbers 
sufficient to suggest that disease. Not infrequently there is evidence of ex- 
cessive blood destruction. It is now held that the syndrome described by 
von Jaksch is not a single disease-entity, but that it includes various types of 
ansmia of congenital, nutritional, or infectious origin, modified by the peculiar 
lability of the blood-forming organs in childhood. If gross lesions, such as 
leuco-erythroblastic anemia, acholuric jaundice and splenic anemia are not 
present, the prognosis is geuerally good ; the angwmia is completely repaired 
and the spleen can no longer be palpated. Death may, however, occur from 
intercurrent maladics, such as acute diarrhea or broncho-pneumonia. 

It is obviously important to remove the cause when this can be ascertained, 
and malnutrition, rickets, tuberculosis and syphilis should receive their 
appropriate treatment. Iron and liver are usually of great service, and 
transfusion is indicated when the ansmia is severe. For the rest, every 
effort should be made to improve the diet and the general hygienic conditions. 
The patients do best with abundance of fresh air and light and if possible 
should be nursed in the open air. Splenectomy is contra-indicated. 


POLYCYTH AMIA 


Polycythemia is a condition in which there is an increased number of 
erythrocytes per unit of circulating blood. It may be due to known causes, 
when it is called secondary polycythemia, or erythrocytosis ; or it may he 
an independent disease of the blood-forming organs, when it is called poly- 
cythemia vera, or erythremia. The following causes of erythrocytosis are 
known : : 

1, Concentration of the circulating blood, such as occurs in the dehydra- 
tion of choleraic diarrhea. . 

2. Diminution of the oxygen tension in the circulating blood or tissues, 
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Examples of this are—(a) residence at high altitudes ; (b) cardiac diseases 
with cyanosis, especially congenital pulmonary stenosis and acquired sclerosis 
of the pulmonary arteries (Ayerza’s disease, or cardiacos negros) ; (c) condi, 
tions interfering with normal pulmonary ventilation, such as emphysema- 
asthma, fibrosis and neoplasms of the lungs. 

3. Chronic poisoning by a number of chemical agents, such as arsenic, 
phosphorus, carbon monoxide and aniline derivatives. 

4. Cirrhosis of the liver, tuberculosis of the spleen, and similar conditions 
associated with splenomegaly or portal stasis, in rare instances. 

5. A transient erythrocytosis may occur in the stage of recovery from 
anemia, 

These causes should always be excluded before diagnosing polycythemia 
vera; in doubtful cases estimation of the blood volume is helpful, for 
polycythemia vera should not be diagnosed unless the blood volume is 
considerably increased. 


1. PotycyTHa@MIA VERA. 


synonyms.—Erythremia; Splenomegalic Polycythamia; Osler-Vaquez 
Disease. 

Definition.—A disease characterised by well-marked and persistent 
increase in the number of red corpuscles due to an excessive erythroblastic 
activity of the bone-marrow. 

ZEtiology.—Erythremia occurs more commonly in males in middle or 
later life, and in some studies there is evidence that it is especially prevalent 
among Jews born in eastern Hurope. A recent theory is that erythremia is 
related to Buerger’s discase and is caused by sclerosis of the vessels supplying 
the bone marrow, so that anoxszemia develops and stimulates erythrogenesis. 
Familial cases of polycythemia occur; they tend to be mild. 

Pathology.— lhe marrow of most of the shafts of the long bones is 
converted into active red marrow. The spleen is enlarged and engorged, 
and often contains thrombotic infarcts. The liver is congested, but no 
anatomical change is present in it. 

Symptoms.—FEarly symptoms -are nervousness, headache, digestive 
disturbances and hemorrhage from the distended vessels. The nervous 
symptoms take the form of lack of concentration, headaches, vertigo, or 
ee on account of which the patient may be regarded as suffering 

om neurasthenia or hyperpiesia. Sometimes temporary disturbances of 
vision, aphasia or paralyses occur, which recover completely in a few hours. 
The patients are usually spare, with fair complexion and thin, often narrow, 
‘faces. There is cyanosis of the exposed surfaces, especially the cheeks, the 
tip of the nose and the ears. The colour varies with the geste being 
scarlet in a warm atmosphere and dark blue in the cold. The eyeballs are 
often bloodshot, the conjunctive deep red, the retinal vessels engorged and 
tortuous, the discs a little swollen. The spleen is palpable in three-quarters 
of the cases; it rarely extends beyond the umbilicus and varies in size, 
shrinking after a hemorrhage or successful treatment. The liver is palpable 
in about one-half the cases. The urine may contain a little albumin. The 
blood contains from 7 to 14 million red corpuscles per c.mm., and the heamo- 
globin may reach 200 per cent. The red cells are usually smaller than 


794 DISEASES OF THE BLOOD 


normal, and the colour index is less than unity. The white cells are normal 
or moderately increased by a polymorphonuclear leucocytosis. In a few 
cases many myelocytes appear, as if there were a combination of erythremia 
and leukemia (erythro-leukemia). The reticulocytes and the platelets are 
normal. 

Complications.—The most important complications are vascular, and 
result from the increased volume and viscosity of the blood and its sluggish 
flow. It is noteworthy, however, that hypertension is no more common 
than in normal individuals in the same ago-groups. Not uncommonly there 
are massive hemorrhages, especially from the stomach, but also from the 
nose, lungs, bowel, uterus and bladder, or internally. Thrombosis is not 
infrequent, and in the cerebral vessels or the portal vein its consequences 
may be grave. It is rare for a case to progress any length of time without 
symptoms of peripheral arterial disease. In the beginning these take the 
form of acro-paresthesia and vasomotor disturbances of a dilator (erythro- 
melalgia), or spastic type (Raynaud’s syndrome). Later, intermittent 
claudication and gangrene may follow. Peptic ulcer is probably a little 
commoner than in normal people. When the illness runs a long course 
leukemia, myelosclerosis, purpura hemorrhagica and anemia may supervene, 
but it is not clear whether these conditions are the effect of the primary 
malady or of prolonged depression therapy. 

Course and Prognosis.—The disease is very chronic, and sometimes 
it may exhibit long remissions. Life may be cut short by one of the vascular 
accidents or by infection, but many cases live to an advanced age. 

Treatment.—Venesection relieves the symptoms, but its effects are 
temporary. The blood may be used for transfusion, and in hospital practice 
these patients are useful as donors. Phenylhydrazine is the most popular 
remedy. It destroys the excess of blood, and great care must be taken to 
avoid over-dosage. The dose is 14 to 5 grains every other day until the count 
approaches normal; it should then be possible to find a dosage which will 
maintain a normal blood count, 2 grains a week frequently being sufficient. 
Some patients have been made dangerously anemic as a result of incorrect 
diagnosis, overdosage with phenylhydrazine, or lack of supervision during 
treatment ; jaundice, thrombosis, and necrosis of the liver and kidneys 
have also been observed. If phenylhydrazine produces gastro-intestinal dis- 
turbance, acetylphenylhydrazine may be tolerated ; it is given in the same 
dosage. Arsenic is often effective if prescribed in high dosage (p. 822). X-ray 
treatment may also be used, though it is much slower and less certain in 
effect than in leukemia. The rays should be applied over the long bones and 
the chest. This form of treatment is especially to be recommended when the 
white count is high, and in elderly patients who do not tolerate pheny!- 
hydrazine. Splenectomy is contra-indicated. 


2. METHZMOGLOBINZMIA AND SULPHEZMOGLOBINAMIA 


Synonym.—Enterogenous cyanosis. 

Definition.—A condition characterised by cyanosis without cardiac or 
pulmonary lesions, associated with the presence of methemoglobin or sul- 
phemoglobin in the circulating red cells. ; 

ZEtiology.—In the vast majority of cases the condition is due to the 
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use of drugs, i etcrared aniline derivatives, and it has become much more 
common since the introduction of the sulphonamide group. Other drugs 
which have been incriminated are acetanilide, phenacetin, antipyrine, 
trional, sulphonal, potassium chlorate, and nitrites. Methemoglobinemia 
is produced by the direct action of the chemical or a breakdown product of it 
on the red salle In sulphemoglobinemia the chemical sensitises the red cells, 
so that the hemoglobin combines with hydrogen sulphide absorbed from 
the intestine. Sulphemoglobinemia is therefore much more likely to develop 
in constipated patients. A common sequence of events is: constipation ; 
headaches; the use of headache powders which contain phenacetin or 
acetanilide; and sulphemoglobinemia. In very rare cases methemo- 
globinzemia occurs spontancously, apparently as a result of excess production 
and undue absorption of nitrites from the gastro-intestinal tract; this 
condition is known as enterogenous cyanosis. Kqually rare is a familial form 
of methemoglobinemia attributed to an inborn error of metabolism— 
famihal idiopathic methemoglobinemia. Chronic methemoglobinemia and 
sulphemoglobinemia are more common in women than men, and should 
always arouse suspicion of drug addiction, hysteria or malingering. 

Symptoms.—The degree of cyanosis is sometimes out of proportion to 
the amount of methzemoglobin or sulphemoglobin present, and it is probably 
aggravated through absorption by the red cells of coloured derivatives of 
the drugs themselves. The colour varies from a slight muddiness of the 
complexion to a deep blue. In marked cases the appearance of the patient 
is indeed ghastly, and yet it is belied by the comfortable general condition, 
the absence of any respiratory distress, and the extreme rarity of a fatal 
issue. In acute cases there may be no symptoms. In chronic cases the paticnt 
complains of weakness, nervousness, vertigo or fainting attacks, palpitation, 
headache and constipation. The blood may show a slight polycythemia. 

Prognosis.—In patients who are anemic or who have to work at a high 
altitude, the condition may encroach dangerously on the reserve of function- 
ing hemoglobin. In other respects it is harmless. 

Diagnosis.—The diagnosis depends on the spectroscopic examination of 
the blood for methemoglobin or sulphemoglobin. The brown colour of the 
blood can often be recognised with the naked eye. Methzemoglobinsemia, in 
which the altered hemoglobin is within the corpuscles, must be distinguished 
from methemalbuminemia, in which altered haemoglobin is present in the 
plasma ; in the latter, there is no cyanosis, and the patient may be jaundiced. 
The use of drugs should always be a ea especially in chronic and 
apparently inexplicable cases in women. It is surprising how skilfully they 
deceive their attendants and escape detection. ] have known more than one 
woman who has lived many months in hospital and has been shown at medical 
meetings as a rare and mysterious case when all the time the symptoms 
were being produced by a bottle of phenacetin tablets concealed in the 
locker. 

Treatment.—Recovery occurs spontaneously in 24 to 72 hours after the 
drug is discontinued. The cyanosis can be promptly relieved by the intra- 
venous injection of methylene blue, 1 or 2 mg. per kilo, but it will return 
again if the offending drug is continued. It can be prevented, however, by 
the continuous administration of methylene blue by mouth, grains 1 or 2 
four-hourly. Articles of diet and purgatives containing sulphur should be 
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avoided in patients under treatment by drugs likely to cause sulphsmo- 
globinzmia. 


LEUCOCYTOSIS 


It is important to be familiar with the normal fluctuations of the white 
cells. In healthy individuals the total number of white cells may vary 
from 3500 to 12,500 per c.mm., the average being 7500. A typical differential 
count is: neutrophils 66 per cent., eosinophils 2:5 per cent., basophils 
0-5 per cent., lymphocytes 24 per cent., monocytes 7 per cent.; but there 
are great physiological variations which are best illustrated by the absolute 
values of the different cells. The total number of neutrophils may vary 
from about 1500 to 10,000; eosinophils from 0 to 1000; basophils from 
0 to 500; lymphocytes from 600 to 4000; and monocytes from 0 to 1750. 
The total white count is at a minimum or basal level when the subject is 
at rest in the morning; activity, mental or physical, increases it by 60 or 
100 per cent. ; in addition there are rhythmical fluctuations in the number 
of polymorphonuclears, lymphocytes and monocytes, which are prob- 
ably associated with the replacement of dead or emigrated cells. It is 
unwise to draw far-reaching conclusions from a single count of the white 
cells, and the test should always be repeated when an anomalous result is 
obtained, or when it is uncertain whether the figures fall within normal 
limits. The most obvious task of the white cells is to protect the body from 
attack and invasion by bacteria or similar agencies. They may be compared 
with a standing army which performs no useful service in times of peace, 
but which possesses great reserves which may be mobilised in time of war. 
We might press the analogy further and compare the three main groups of 
blood cells, the granulocytes, the lymphocytes and the monocytes, with the 
different fighting branches, for just as different types of warfare require 
different arms, so the three main groups of blood cells show independent 
variations in the various phases of an infection, and respond differently to 
different kinds of disease. An increase in the neutrophil leucocytes should 
strictly be called neutrophil leucocytosis or neutrophilia, but when the term 
leucocytosis is used without qualification it is taken to mean a neutrophil 
leucocytosis. Leucocytosis occurs physiologically during the later stages of 
pregnancy and for about a weekafter delivery ; in the newly born infant ; 
and after exercise, as many as 35,000 cells per c.mm. having been found after 
violent exertion. The causes of pathological leucocytosis are: % 

1, Hemorrhage, or trauma in which tissues are injured and blood is 
extravasated. 

2. Acute infections, especially by the pyogenic cocci. 

3. Acute intoxications, such as diabetic coma, uremia, gout, lead colic, 
coal-gas poisoning, and poisoning by a number of organic and inorganic 
substances. 

4. Malignant disease, especially when the tumour grows rapidly, or 
involves the alimentary tract or the bone-marrow, and some cases of 
Hodgkin’s disease. 

The number of white cells in these conditions commonly varies from 
12,000 to 40,000 per c.mm., according to the acuteness of the infection 
or intoxication, and the patient’s ability to respond; in exceptional cases 
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the count may even exceed 100,000. The neutrophils are less mature than 
normal, or are altered by the toxemia, so that many of the cells have only 
one or two lobes to their nuclei—a phenomenon described as the “ shift to 
the left.” In profound infections in which the patient’s resistance is over- 
come there may be no increase in the total number of white cells but a consider- 
able shift to the left is present; this is a sign of very ill omen. When there 
is a considerable leucocytosis, as in pneumonia and scarlet fever, small 
numbers of myelocytes may appear in the peripheral blood. — 


EOSINOPHILIA 


The function of the eosinophil cells is not known, though it is suggested 
that they protect the body against the absorption of foreign proteins or of 
abnormal products of protein metabolism. Their number is increased by 
certain drugs, such as emetine, and also by feeding with whole liver. There is 
a rare condition of hereditary eosinophilia which sometimes manifests itself 
in different members of a family, and in which the normal proportion of eosino- 
phils and neutrophils is reversed ; in such cases infection is attended by a 
neutrophil leucocytosis and a temporary diminution of the eosinophilia. A 
constitutional tendency of the same kind is probably present in a number of 
individuals, and explains the high eosinophilia that may sometimes appear 
from trivial or unusual causes. In the symptomatic eosinophilias tabulated 
below it is rare for the total white count to be much increased, or for the 
eosinophils to exceed 20 per cent., but occasionally they may constitute over 
50 per cent. of a total white count of 50,000 to 100,000. The eosinophils are 
usually increased in : 

1. Infestation by parasites, especially hydatid cysts, ancylostomiasis and 
trichiniasis. Loeffier’s syndrome, a condition in children in which transient 
pulmonary infiltrations are associated with blood eosinophilia, has been 
ascribed to the migration of larve of ascaris lumbricoides through the lungs. 

2. Convalescence from acute diseases ; they are diminished in the acute 
stage, except in cases of scarlatina in which there is a slight eosinophilia at 
the time of the eruption, and sometimes in acute rheumatism. 

3. Allergic states, such as asthma and hay fever. 

4. In many skin diseases. 

5. In Hodgkin’s disease in about one-quarter of the cases, but rarely to 
a high degree ; and in rare cases of malignant growths, more especially when 
the peritoneum is involved. 

6. In myeloid leukeemia and erythremia. 


EosrmnoPHILia WITH SPLENOMEGALY. 


Synonym.-—LEosinophilic Leuksemia. 

This is an uncommon syndrome in which enlargement of the spleen is 
associated with persistent eosinophilia ; the liver and the lymph-glands may 
also be palpable. The total white count is usually between 10,000 and 25,000, 
but it may exceed 50,000 cells per c.mm.; eosinophils constitute from 20 to 
80 per cent., the majority being mature and only a small fraction myelocytes. 
Anemia, if present, is of moderate degree. Post mortem the hyperplastic 
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bone-marrow is seen to be filled with eosinophils in all stages of development. 
Hosinophil cells are present in the other organs, especially the spleen and the 
lymph-glands, but here they are mainly adult cells. Areas of hemorrhage 
and fibrosis may be found in the spleen and the lungs, and granulomatous 
_ tumours have also been observed. The benign course of the disease in many 
instances, the absence of anemia, and the small percentage of myelocytes 
in the blood and tissues are arguments against regarding the condition as a 
true eosinophilic leukemia. It is probably not a disease entity, but a syndrome 
of varicd wtiology. Some cases are examples of hereditary eosinophilia in its 
severer form; others are acquired on the basis of asthma and bronchitis, 
syphilis, malaria, hepatic cirrhosis, myeloid leukemia, Hodgkin’s disease 
and other known causes; and a few cases remain obscure. The prognosis 
is moderately good, but death may occur from intercurrent infection. Splenec- 
tomy is contra-indicated, as it aggravates the eosinophilia. Great improve- 
ment follows anti-syphilitic treatment in cases with a positive Wassermann 
reaction. 


LYMPHOCYTOSIS 


Little is known about the function of the lymphocytes, though they are 
believed to play an important part in the protection of the mucose and the 
defence of the body from chronic disease. They are increased by exposure to 
ultra-violet light, and diminished by excessive X-radiation and by vitamin 
deficiency. Lymphocytes are more numerous in the blood of children than of 
adults, constituting from 40 to 60 per cent. of a total count of 7000 to 9000 
white cells per c.mm., and their reactions to disease are much greater in early 
life. There are few infections in childhood which may not now and again be 
associated with an extraordinarily high lymphocyte count. The lymphocytes 
are especially increased in whooping-cough, chicken-pox, small-pox, typhus, 
malaria, and most constantly in glandular fever (acute mononucleosis). In 
isolated instances of these various infections the lymphocytes may rise as 
high as 75 per cent. or more of a total count of 100,000 white cells per c.mm., 
and leukemia may be suspected. Usually the absence of ansemia should 
quiet this suspicion. The lymphocytes are moderately increased in the stage 
of healing of acute infections, and in tuberculosis which is progressing favour- 
ably. They are diminished in miliary tuberculosis and lesions of the lymphoid 
tissues, such as glandular tuberculosis, Hodgkin’s disease, carcinoma and 
lymphosarcoma. 


MONOCYTOSIS 


The monocytes have only been differentiated from the lymphocytes in 
recent years, and not much is known about their behaviour in disease. They 
are increased during and after the crisis in acute infections, and also in active 
tuberculosis, sympathetic ophthalmia and undulant fever. Very high counts 
are occasionally obtained in miliary tuberculosis and infective endocarditis. 


BASOPHILIA 


The basophils are moderately increased in a number of diseases of the blood- 
forming organs, such as leukemia, erythremia and acholuric jaundice. The 
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increase of basophil cells in myeloid leukemia is sometimes of diagnostic 
importance, as it may be the only abnormality present during a remission. 


LEUCOPENIA 


The strict meaning of the word “leucopenia ” is a diminution in the total 
white cell count, but as the granulocytes are chiefly diminished in leucopenia, 
the word is often used to mean a diminutioninthe granulocytes. Inthe interests 
of accuracy it is better to use the terms granulocytopenia or neutropenia to indi- 
cate a diminution in the number of granulocytes or neutrophils respectively. 
While the majority of infections induce a leucocytosis, it is characteristic of 
certain diseases that the white count is normal or diminished. The most 
Important infections in which there is leucopenia are the enteric fevers, un- 
qatar fever, influenza and measles. Leucopenia may also occur in septic 
infections when the resistance is overwhelmed by the severity of the infection ; 
it is nevertheless unusual for the white blood count to sink to the low levels 
characteristic of agranulocytosis, and a total white count below 2500 should 
arouse the suspicion of an underlying abnormality in the blood-forming 
organs. Leucopenia resulting from septic infections differs from agranulo- 
cytosis in the presence of septic foci, positive blood cultures, and at autopsy 
the septic type of splenitis. As might be expected, leucopenia occurs in 
cachectic and debilitated states and in diseases of the blood-forming organs 
in which the leucopoietic tissues are depressed. There is a temporary fall 
in the number of leucocytes in the peripheral blood in anaphylactic shock 
and similar conditions, owing to the collection of the cells in the internal 
organs. 

In the conditions already discussed the leucopenia is usually moderate 
in degree and produces no obvious clinical effects, the symptoms being those 
of the primary disorder. Leucopenia of a much more severe degree occurs in 
aplastic ansemia and leucopenic leukemia. The bacteria which are constantly 
present on the surfaces of the body are then able to invade the tissues, and the 
trivial infections to which all of us are exposed take on a malignant character. 
The most common invaders are Vincent’s organisms, with the production 
of fetid ulceration in the mouth and throat or elsewhere. Lesions such as 
cancrum oris, noma and putrid sore throat rarely develop unless the white 
blood cells are depressed. Such extreme leucopenia is nearly always accom- 
panied by signs of damage to the other hemopoietic tissues, such as ansemia 
and a tendency to bleed. The leucopenia is indeed only one manifestation of 
a general depression of marrow function. There are, however, cases in 
which the lesion is strictly confined to the white cells and the leucopoietic 
tissues, so that the red cells and platelets remain intact. It is to cases of this 
last type that the term agranulocytosis should strictly be confined, as they 
form a clinical entity with characteristic pathological changes, but the term 
is often loosely applied to any condition in which the white cell count is greatly 
depressed and necrotic ulceration is present. 


AGRANULOCYTOSIS 


Synonyms. — Malignant Neutropenia; Primary Granulocytopenia. 
Agranulocytic Angina. 
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Definition.—A disease characterised pathologically by profound leuco- 
‘as due to arrest in the development of the granulocytes, and clinically 
y an acute febrile illness, necrotic ulcerations and a high mortality. 
fEtiology.—The majority of cases are due to an idiosyncratic reaction 
to drugs, especially amidopyrine and the sulphonamide group. The effect 
is to arrest the maturation of myeloblasts into myelocytes and polynuclear 
cells. Patients who have an idiosyncrasy to amidopyrine may become sensitive 
to the drug after taking quite a small quantity, and in the sensitised subject a 
dose as small as 0-2 g. may be followed by an abrupt diminution in the white 
cells and changes in the marrow. Agranulocytosis therefore occurs typically 
in patients who are taking amidopyrine in small doses or at long intervals. 
When a patient has taken a total of 50 g. amidopyrine with impunity (in 
divided doses of course) it becomes progressively less likely that he will be- 
come sensitive, though there can be no absolute surety of safety. The position 
with the sulphonamides is different. Agranulocytosis from the sulphonamide 
group rarely occurs until at least 30 g. of the drug has been taken. It is 
therefore infrequent before the tenth day and is more likely to be found with 
second or later courses of treatment. Agranulocytic syndromes may also 
occur after most of the poisons mentioned under aplastic anemia (p. 785), 
but they are rarely so clear-cut and tend to be complicated by anemia and 
hemorrhage. Chronic and recurrent types of agranulocytosis are occasion- 
ally met with, especially in females, for which no explanation can be found. 
There is also a very rare disease, hypoleukia splenica or primary splenic 
granulocytopenic leucopenia, in which chronic agranulocytosis occurs in 
association with splenomegaly, without cirrhosis or drug and bacterial 
idiosyncrasies, and 18 completely relieved by splenectomy. 
Pathology.—Necrotic, ulcerative or gangrenous lesions are present, 
most constantly in the mouth and pharynx, but they may affect any part 
of the alimentary canal, the rectum and in women, the vagina. (idematous 
or brawny swellings may be present about the teeth, the neck, in the sub- 
cutaneous tissues, or elsewhere. The bone-marrow contains its normal 
complement of megakaryocytes, and erythropoiesis is normal, but granular 
leucocytes and myelocytes are absent ; in cases dying early, small islands of 
myeloblasts are seen, but in the later stages these too may disappear and the 
only white cells seen in the marrow are focal accumulations of lymphocytes. 
Symptoms.—In cases due to amidopyrine, there is often a long history 
of mental or physical over-exertion, followed by chronic fatigue, loss of weight 
and vague pains in the limbs. If the blood is examined in this prodromal 
phase, leucopenia of moderate degree will be found. Acute symptoms are 
often precipitated by dental extraction or an influenzal attack. The onset is 
abrupt, sometimes with rigors, and the patient complains of aching pains in the 
limbs and sore throat, and is rapidly prostrated. The temperature is high, 
ranging from 100° to 105° F. In the majority of cases ulcero-membranous 
lesions soon appear on the tonsils and gums, and the cervical glands may be 
enlarged, with surrounding brawny induration. As already indicated, other 
mucous surfaces may be involved, and in rare cases the sole infective lesion 
may be a mild redness of the throat without any other tissue or blood infection. 
The patient is pale but not anemic. The liver and the spleen may be palp- 
able, and jaundice is an occasional complication. As the disease advances 
the usual symptoms of a profound toxemia appear. Examination of the 
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blood at this stage shows a total white count below 2000, often only a few 
hundred cells per c.mm.; the reduction affects especially the granulocytes, 
which may be diminished to about 5 per cent. or even completely absent. 

Diagnosis.—Cases arising in the course of another illness which has been 
treated by amidopyrine or one of the sulphonamides may be very difficult to 
recognise. The diagnosis depends chiefly on the history and the blood picture. 
Specific inquiry should be made as to the use of amidopyrine, which is con- 
tained in many analgesic and hypnotic preparations, and sulphonamides, 
which are now very extensively prescribed. I have seen several cases in 
which the amidopyrine hypothesis had been discarded, but further questions 
revealed the fact that the drug had indeed been used or was still being used. 
Aplastic anemia and leukemia can be excluded by the blood picture, as 
the red cells and platelets are not affected in agranulocytosis, and there are 
no primitive white cells such as appear in acute leukemia. 

Course and Prognosis.—Spontaneous recovery from an acute attack 
may occur, but the mortality of untreated cases is about 75 per cent. In 
the fulminating type the patient succumbs in two or three days. In the 
usual acute type death or recovery occurs within a few weeks. In patients 
who have recovered from an acute attack and in cases where the disease has 
been recognised before the onset of acute symptoms, the leucocytes gradually 
return to a normal level if no more drug is taken; it may be six months 
before the normal figure is reached. The duration of sensitivity to amido- 
pyrine and sulphonamides is not known—it may be life-long—and patients 
who have had symptoms of agranulocytosis should never use the drugs again. 

PropHyLactic.—No one should ever be given a prescription which allows 
amidopyrine to be taken without close medical supervision. If drugs of the 
sulphonamide group are given for more than a week, the blood should be 
examined at frequent intervals. The occurrence of drug fever 7 to 10 days 
after beginning sulphonamide treatment may herald the onset of agranulo- 
cytosis. Sudden deterioration in the condition of a patient who is being treated 
with amidopyrine or sulphonamide should always suggest a white blood cell 
count. 

Treatment.—Treatment is disappointing; hence the importance of 
careful supervision of patients who are taking amidopyrine and sulphona- 
mides, and their immediate prohibition in agranulocytosis. The remedy 
most commonly used is pentose nucleotide (pentnucleotide), 10 to 50 c.c. of 
which are injected intramuscularly every day ; it often causes troublesome 
reactions, such as precordial distress, rigors and fever. Liver extract may be 
tried in a dosage of 4 to 5 c.c. intramuscularly daily. Other remedies which 
have been used are neoarsphenamine injections, stimulating doses of X-rays to 
the bones, and transfusion, but there is no convincing evidence that they are 
efficacious. For local treatment the mouth may be sprayed with a saturated 
solution of potassium chlorate, and ulcerated arcas then swabbed with a solu- 
tion of copper sulphate, 10 grains to an ounce of water. Abscesses and areas 
of cellulitis should be drained but only essential surgery should be done. Gencral 
treatment suitable to an acute febrile illness should not be neglected. In 
the chronic cases in which there is leucopenia but no fever or infection a 
ten-day course of pentose nucleotide, 20 c.c. intramuscularly daily, may be 
given once a month until the white count is stabilised at a normal level. A 
long holiday by the sea or in the mountains, away from crowded centres of 


802 DISEASES OF THE BLOOD 


infection, is the ideal prescription. If this cannot be procured the effects 
of ultra-violet irradiation may be tried. The diet should be rich in vitamins 
and in purin foods. Teeth may be scaled and cleaned, nasal sinuses treated 
by postural drainage, and pyelitis treated by mandelic acid; but dental 
extractions and the radical extirpation of septic foci should be postponed 
until the white count is stabilised at a normal level. 


LEUKAMIA 


Synonym.—Leukosis. 

Definition.—Leukemia is a morbid condition characterised by wide- 
spread hyperplasia of the leucopoietic tissues, either myeloid or lymphatic, 
which is usually associated with qualitative and quantitative changes in the 
white cells of the circulating blood, 

fEtiology.—The etiology is unknown, and the disease appears to occupy 
an intermediate position between the reaction to infections and noxious 
agencies on the one hand and the true neoplasms on the other. Leukemia 
occurs in the lower animals also, and (like the sarcomata of these animals) 
it is sometimes transmissible by cell-free filtrates. In its more acute forms 
in man it often resembles an infection, and very similar changes in the blood 
and the blood-forming organs may sometimes be produced by infections and 
similar clearly apprehended agencies ; it is difficult, however, to reconcile 
the tumour-like growths which sometimes develop in leukemia with a 
hypothesis of infection. It differs from the ordinary neoplasms in being 
a system-disease, and affecting the whole organ simultaneously. The neo- 
plastic hypothesis presents fewer difficulties, the diffuse character of the 
lesion being explained by the labile character of the leucopoietic tissues and 
being paralleled by the diffuse carcinomas of the breast and the cirrhotic liver. 
In experimental animals leukemia has been induced by indole, benzole and 
tar, and in man it has been thought to be unduly frequent in those whose 
work exposes them to henzol, X-rays and radium. There is much similarity 
between leukemia and erythremia, and at times the two diseases appear to 
occur simultaneously, an erythro-leukemia. Heredity is not known to play 
any part in the incidence of leukemia. In a few instances the disease has 
followed injuries to the bones. 

Classification.— We might expect to find forms of leukemia correspond- 
ing to each of the different types of white blood cell, and classify them 
accordingly. In practice it is found that the only forms of leukemia which 
occur at all frequently are those which involve predominantly the neutrophils 
and their precursors, or myeloid leukemia, and those which involve the 
lymphocytes, or lymphatic leukemia. Eosinophilic leukemia has already 
been discussed ; in exceptional cases of myeloid leukeemia basophil cells may 
ageless Monocytic leukemia has recently attracted much interest, 

ut many cases so described are actually myeloblastic Jeukeemia, and in the 
majority, at any rate, myeloblasts or myelocytes as well as monocytes are 
present in the blood and tissues. In cases in which monocytes predominate, 
the leukemia is usually acute or subacute, with fever, severe anemia and 
necrotic mouth lesions, and a tendency to temporary remissions and aleuk- 
semic phases. In leukemia the immaturity of the cells is just as important 
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as the type of cell present, and for clinical work the leukemias are therefore 
described as chronic myeloid leukemia, chronic lymphatic leukemia, and 
acute leukemia. Whichever strain of cells is affected, the disease breeds 
true, and the two groups of cells are never involved simultaneously. Con- 
fusion has sometimes arisen owing to the ease with which very immature 
cells of the myeloid series, the myeloblasts, can be mistaken for lymphocytes. 
In acute leukemia the cells may be so very immature that it is impossible to 
determine their origin, but the clinical features of acute lymphatic and acute 
myeloid leukemia are identical. 


1. Curontic MYELOID LEUK =MIA. 


Synonyms.—Myelocytic Leukaemia; Spleno- Medullary Leukemia ; 
Chronic Leukssmic Myelosis. 

fEtiology.—The disease is more common in males, who make up 60 per 
cent. of the cases. It is very rare before puberty, and more than half the 
cases begin between 30 and 50, the greatest incidence being between 35 and 45. 

Pathology.—The changes which are found in the body are almost 
confined to the hemopoietic organs. The bone-marrow is firm and fleshy, 
pale pink or grey in colour, rarely of a greenish hue. The predominant cell 
is the myclocyte, but there are also large numbers of mycloblasts and nucleated 
red cells. The spleen is usually enormously enlarged, but its outline is 
preserved ; its surface is smooth, its consistence firm, its colour on section 
a greyish-red, usually mottled with infarcts. Microscopically the Malpighian 
corpuscles are obliterated, and the pulp is filled with myeloid cells and re- 
sembles the bone-marrow. The liver is large, firm, and of a pale yellow tint, 
and its capillaries contain large numbers of myelocytes. The other organs 
may show anemia, hemorrhages, and infiltration with myelocytes. 

Symptoms.—Early symptoms are easy fatigue, slight loss of weight and 
strength, and gastro-intestinal disturbances, but the patient may first com- 
plain of the enlargement of the abdomen due to the increasing size of the 
spleen. The anemia at this time is not marked, indeed the appearance is 
not seldom one of good health. Pain in the left side is sometimes felt, either 
as a result of the dragging weight of the enlarged spleen or from perisplenitis 
over an Infarct. The average duration of symptoms before medical advice 
is sought is about a year. Fever is commonly slight, and there are often 
long periods of normal temperature interrupted now and then by small 
rises of short duration to 101° F. or 103° F. The basal metabolic rate is 
increased. Tenderness is often present over the sternum, more marked 
during exacerbations of the disease. 

On examination the striking feature is the size of the spleen. It occupies 
the greater part of the left side of the abdomen, often reaching to the iliac 
crest below the middle line at the umbilicus. It forms a hard smooth tumour, 
with rounded edges, not tender to palpation and easily recognised by the 
characteristic notches in the anterior margin. The size tends to vary in 
the course of the disease, often leading to false hopes as to the efficacy of 
treatment. Sudden enlargement is due to hemorrhage or infarction, and 
marked diminution nearly always occurs with the approach of death. The 
liver is larger than normal, and smooth. The lymph-glands are rarely palp- 
able, except sometimes near the end. Impairment of vision may occur 
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from leucocytic accumulations or hwmorrhages in the retina, while involve- 
ment of the inner ear may lead to deafness and Méniére’s syndrome. 

In the later stages the anssmia becomes severe and cachexia develops. 
Ascites and edema make their appearance, the heart weakens, and the patient 
becomes emaciated. Hemorrhage is frequent, but rarely lethal. Death 
occurs from exhaustion or from intercurrent infection. It should be noted 
that infection may produce a temporary improvement in the blood picture, 
but such a remission is often followed by an aggravation of the disease, 
which then pursues an acute and rapidly fatal course. Conversion of chronic 
into acute leukemia may also happen spontaneously. 

The Blood.—The principal characteristics are progressive loss of hemo- 
globin and of red cells, and increase, frequently enormous, of the leucocytes. 
The white count ranges from 100,000 to 1,000,000 cells per c.mm., values 
about 400,000 being most usual. The increase is mainly composed of cells 
of the granulocyte series. The typical cell is the neutrophil myelocyte, 
which constitutes 20 to 40 per cent. of the total ; but the neutrophil, eosinophil 
and basophil polymorphonuclears are also increased, eosinophil and basophil 
myelocytes are present, and occasional myeloblasts are encountered. The 
anemia is of the orthochromic type, and as it becomes more severe, aniso- 
cytosis and polychromasia develop, and nucleated red cells appear in the 
blood. The platelets are normal or slightly increased at the beginning of the 
disease, but decrease in the terminal phase. 

Diagnosis.—This is usually made with ease from the characteristic 
blood picture and the great splenic enlargement, though difficulty may arise 
when the white cells fall to normal or subnormal values as a result of excessive 
treatment or of a natural remission of the disease. In these circumstances 
the presence of immature white cells and of basophilia may indicate the 
correct diagnosis. Myeloid leukemia usually runs true to type and rarely 
presents an aleukemic phase. The differential diagnosis of chronic myeloid 
leukeemia and myelosclerosis may be very dificult but will rarely be of 
great clinical importance. 

Course and Prognosis.—Chronic myeloid leuksemia is invariably fatal. 
The average duration of life is just over 3 years from the onset of the disease, 
or 2 years after coming under treatment. There is no evidence that treat- 
ment prolongs life, though it greatly increases the comfort of the patient. 
In any large series exceptional cases are observed in which life is prolonged 
for 10 to 20 years. One of my cases was under observation for 22 years from 
age 38 to her death from bilateral hydronephrosis at the age of 60; in her 
the disease seemed to be of a benign character, and though there was great, 
splenic enlargement, the highest white count was only 35,000, with 26 per 
cent. myelocytes. At the other extreme are subacute cases which shade 
indefinitely into acute leukemia. The prognosis in an individual case will 
depend on the general condition of the patient and the presence or absence 
of cachexia, the degree of anmmia, and the height of the white count, very 
high and also very low values being unfavourable. Enlargement of lymph 
nodes and the Veer hae in the blood of large numbers of myeloblasts are 
each unfavourable signs. (See also under Treatment.) 

Treatment.—The treatment of chronic myeloid leukeemia is practically 
confined to the use of X-rays and arsenic. Both agents owe their reputation 
to their remarkable power of producing a temporary remission in the disease. 
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The natural course of chronic myeloid leukemia is steadily downhill, and 
during the latter half of the untreated disease the patient is confined to his 
bed, cachectic and miserable. After a course of treatment with X-rays or 
arsenic, the 7 esaoay is restored to what he feels his normal condition. The 
spleen usually remains enlarged and the blood abnormal, but in rare cases 
the blood returns almost to normal and the spleen recedes beneath the costal 
margin. Such a remission lasts from a few months to a year, when repetition 
of the treatment again produces improvement, though not so complete as 
before. After varied number of cycles treatment finally becomes ineffective, 
and a time arrives when despite all efforts the patient becomes steadily worse. 
The period of decline is usually swift, and in the majority of cases death 
occurs within four or five months of entering this fina] phase. Iron and to a 
less extent, liver are valuable adjuvants to X-ray therapy. Splenectomy is 
contra-indicated in leukwmia, and leucotoxic drugs such as benzol and 
thorium-X are not without danger. Anti-leucocytic sera have been employed, 
but have not emerged from an experimental stage. 


2. Caronic LympuHatic LEUKEMIA. 


Synonym.—Chronic Lymphadenosis. 

Definition.—A chronic overgrowth of the lymphatic tissue throughout 
the body, accompanied by an increased number of lymphocytes in the blood. 

fEtiology.—The disease is one of middle and later life, and is never met 
in children. The average age of incidence is 55, over ten years later than 
chronic myeloid leukemia. Males are affected about four times as often as 
females. The cause is not known. Chronic lymphatic leukemia is much 
the rarest of the three main types of leukemia, and it accounts for less than 
one-sixth of all the cases. 

Pathology.—Post mortem, the striking feature is the enlargement of 
the lymph-glands and other lymphoid tissues. The glands are seldom larger 
than a walnut, discrete, homogeneous, and pinkish-grey on section. The 
lymphoid tissue of the pharynx is hypertrophied, and lymphoid nodules 
may be present in the intestines, the kidneys and elsewhere. The liver and 
spleen are uniformly enlarged, the bone-marrow is hyperplastic, and grey or 
greyish-red in colour. 

Symptoms.—tThe disease may be present for months or years before the 
patient feels it necessary to consult a physician. Swelling of the glands is 
usually the first symptom to attract attention, or the patient may complain of 
increasing tiredness and loss of weight. Less frequently enlargement of the 
tonsils ig first noticed, or enlarged glands and spleen are discovered by chance 
during a routine examination. In exceptional cases a tumour extirpated by 
the surgeon is found to be a lymphoma, and subsequent examination of the 
blood reveals chronic lymphatic leukemia. Other early symptoms are 
itching eruptions of the skin, and impotence. 

In typical cases all the superficial lymph-glands are enlarged. The 
enlargement is moderate and the glands are rarely so big as in Hodgkin’s 
disease or lympho-sarcoma. They are freely movable and not adherent to 
one another, moderately hard, and do not alter in consistence during the 
course of the disease. Spontaneous fluctuations in their size may occur. In 
typical cases only one group of glands may be enlarged. The tonsils may 
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be hypertrophied, the spleen is nearly always Sa ena though it does not 
often extend more than a hand’s breadth below the costal margin, and the 
liver is enlarged. Tenderness of the sternum or of the long bones is unusual. 
Hyperplasia of the lymphoid tissue in various parts of the body may lead to 
the formation of tumours or other unusual symptoms. Nodular lesions, 
infiltrations and actual tumours may develop in the skin. Enlargement of 
the thymus and the mediastinal lymph-glands may produce the signs of an 
intrathoracic tumour. Lymphomata may develop in the breast or other 
organs. ‘The salivary and lachrvmal glands may be symmetrically enlarged, 
producing one of the varieties of Mikulicz’s syndrome. 

The Blood.—The red cells and hemoglobin are unaffected in the early 
stages, but, later, severe anemia develops, with anisocytosis, polychromasia 
and nucleated red cells. The platelets are unaffected till the end, and 
hemorrhage is rare. The total white count is increased, usually to about 
200,000 cells per c.mm., but not to the high level seen in chronic myeloid 
leukemia. Lymphocytes predominate and may constitute 95 to 99 per cent. 
of the white cells. The majority are small lymphocytes, though a few large 
lymphocytes are nearly always present. The nuclei may be more deeply 
indented than normal, and azur-granules are usually absent. The absolute 
number of polymorphs is unaltered, and no myelocytes are present. It is 
probable that the proliferation of lymphoid tissue in the glands and else- 
where may precede by some time the increase of lymphocytes in the blood 
stream. In rare cases the blood is normal when the patient first comes 
under observation, but, later, the characteristic picture develops (aleukemic 
leukemia); or the total white count may not be increased, though there is 
a high percentage of lymphocytes (leucopenic leukemia). 

Diagnosis.—Only in the rare aleukemic cases is diagnosis difficult. 
Points of importance are the generalised enlargement of the lymph-glands, 
their uniform consistence and moderate size, and the enlargement of the 
liver and spleen. Biopsy of a gland or sternal puncture may assist. 

Prognosis.—The disease is invariably fatal. The average duration is 
34 years from the onset, or about 18 months after coming under treatment. 
A few cases are more chronic, and exceptionally life may be prolonged for 
10, 15 or 20 years. Death occurs from cachexia, hemorrhage, or most 
commonly from intercurrent infection, sepsis being a very dangerous com- 
plication. It is doubtful whether treatment greatly modifies the course of 
the disease. 

Treatment.—X-rays should be applied to the lymph-glands, but not to 
the spleen, as irradiation of the spleen produces little benefit and is often 
followed by severe reactions. Arsenic and ultra-violet radiation may also 
be employed. 


3. ACUTE LEUKEMIA. 


Axtiology.—Acute leukemia is not a very rare disease, but many cases 
go unrecognised, because of the close simulation of other diseases and the 
difficulty of diagnosis without careful examination of the blood. It is more 
frequent in childhood and early adult life, but may affect any age. Males 
predominate In a ratio of about 2 to 1. 

Symptoms.—The onset is usually abrupt, and more than half the cases 
begin with symptoms regarded as a cold, influenza or bronchitis ; it is only 
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when the infection fails to respond to treatment and the patient remains 
prostrated that a more serious disease is suspected. Other early symptoms 
are ulcerative stomatitis, or tonsillar enlargement with sore throat, and some 
cases first come under the physician’s care after a prolonged hemorrhage 
from tonsillectomy, dental extraction or some trifling operation, which has 
left the patient exsanguinated. The course of the disease varies from 
fulminating cases in which the patient succumbs within a week, through 
cases of average acuteness with a duration of less than 2 months, to subacute 
cases which shade indefinitely into chronic leukemia. Usually the rapid 
development of anzemia, weakness and loss of weight soon compels the patient 
to take to his bed. He complains of sore throat, headache and pain in the 
bones. The temperature becomes high and purpuric manifestations set in, 
which aggravate the anwmia or bring the patient’s sufferings to an abrupt 
termination by loss of blood or cerebral hemorrhage. 

On examination the extreme pallor and the enlargement of the super- 
ficial lymph-glands, especially those in the neck, first attract attention. The 
pallor is most striking when there are in addition purpuric hemorrhages into 
the skin, varying in extent from a pinpoint to large patches which may break 
down and ulcerate. Thesize of thespleen varies; usually it is easily palpable, 
but it may not be felt, or it may be greatly enlarged. The liver may be 
enlarged. The lungs may show bronchitis, broncho-pneumonia, or pleurisy, 
with or without effusion. Pericarditis and endocarditis may occur. The 
mind usually remains clear to the end. Certain symptoms may be so 
prominent as to colour the whole clinical picture and give a special aspect to 
the disease. In the anginal type, there is necrotic ulceration of the tonsils or 
other areas of the buccopharyngeal mucous membrane, or bleeding from the 
gums, complicated by secondary infection. In the haemorrhagic type, 
purpura and hemorrhages are the predominant features, and the disease may 
be mistaken for purpura hemorrhagica. There may be hemorrhage from 
any of the mucose, and in one of my cases there was so much blood in the 
urine that firm clots formed in both pelves and ureters, leading to death from 
suppression of urine. Disturbances of vision or deafness may result from 
hemorrhage into the retina or the labyrinth. The fever and slight spleno- 
megaly may be suggestive of some systemic infection, and there may be 
leucopenia and an eruption resembling the rose spots of typhoid fever. Bone 
pains may suggest the diagnosis of acute rheumatism, and there may even 
be serous effusion into the joints. 

In the more subacute forms of the disease, tumours may develop in 
various parts of the body. They are cones of undifferentiated white 
cells and infiltrate the surrounding tissues like a malignant growth. Plum- 
coloured nodules appear in the skin or in the gastro-intestinal tract, in 
the latter situation leading to vomiting or profuse diarrhcea, often blood- 
stained in character, or to intussusception of the bowel. In the abdomen 
or in the mediastinum large growths may develop from the lymph nodes 
or the thymus, compressing and infiltrating the adjacent structures. Tumours 
of the bones have been distinguished by the special title of chloroma, owing 
to the greenish colour sometimes seen in the freshly cut surface of the 
growth. They have a predilection for the subperiosteum of the orbit, and 
cause headache, deformity of the temporal and frontal bones, exophthalmos, 
proptosis, papilleedema and swelling of the veins of the head, neck and 
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face. They may, however, occur in other parts of the skeleton, and some- 
times seem to arise within the bone, which is expanded over them in a 
brittle shell. The spinal meninges may be invaded, with consequent trans- 
verse myelitis, while infiltration of the nerve roots leads to peripheral nerve 
palsies. It is a curious feature of these neoplastic phenomena that they 
often begin with a very atypical blood picture, the total white count not 
being greatly increased and in rare cases the differential count being normal 
at the onset, though the typical blood picture of leukeemia appears later. 

Hzmatology and Pathology.—The outstanding feature of the blood 
in acute leuksemia is the presence of a large number of mononuclear cells 
of a primitive type, except in rare cases of acute lymphatic leukemia in 
which the predominant cells may be typical lymphocytes. In some- 
thing like 90 per cent. of all cases of acute leukemia these primitive cells 
belong to the myeloid series, the majority being myeloblasts. They are 
usually larger than the normal white cells; their nucleus, which is round 
or oval, consists of a pale-staining chromatin reticulum in which 4 or 5 
nucleoli may be distingwshed ; the deep blue cytoplasm contains no granules. 
Careful staining often reveals some cells with a few myelocyte granules, 
and a larger or smaller number of typical myelocytes may be present, especi- 
ally in the more chronic cases. The total white count is rarely high in the 
early stages of the disease, usually not exceeding 25,000 to 30,000 per c.mm., 
but as a rule there is a rapid rise to 100,000 or more before the termination. 
Primitive cells constitute 90 per cent. or more of the white blood cells. Some- 
times the total number of white cells is diminished and the count may be 
below 1000, the majority of the cells being myeloblasts. Such leucopente 
cases are very prone to necrotic ulcerations and infectious complications. 
Much more rarely both the total and the differential white count are normal 
at the onset of the disease, as if the morbid process had not yet invaded 
the blood stream—aleukemic leukirmia. The overgrowth of the primitive 
white cells in the marrow and the hemorrhages soon lead to a profound 
anemia, usually of an aplastic or hypochromic type. In very exceptional 
cases numerous normoblasts and megaloblasts appear in the blood stream, 
there may be frank megalocytosis, van den Bergh’s reaction is positive, and 
at post-mortem excess of iron pigment may be found in the liver and spleen. 
The number of platelets is dimimished in almost all cases, and sooner or later 
this is reflected in the hemorrhagic character of the disease. The bleeding- 
time is prolonged, the tourniquet test is positive, and the clot may not 
retract well. 

The post-mortem findings vary only slightly from those pf chronic 
leukeemia. There is diffuse hyperplasia of the leucopoietic tissues in 
the marrow, lymph-glands and spleen, and all the tissues are infiltrated 
with myeloblasts, which may form nodules or tumour-like masses in 
ae situations. Terminal hemorrhagic and infectious lesions are rarely 
absent. 

Diagnosis.—Acute leukemia may simulate a number of diseases, among 
which may be mentioned the severe systemic infections, septic or diphtheritic 
inflammation of the mouth and throat, scurvy and the hemorrhagic diseases, 
malignant disease or tumours of bone. Usually the blood picture will be 
decisive, but the possibility of agranulocytosis or of septic infection should 
be remembered in cases in which ouly a few immature white cells are present 
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in the blood. Glandular fever may cause confusion in the early stages, 
but the benign course and the absence of anemia and hemorrhages will 
soon differentiate it from leukemia ; in doubtful cases the heterophil antibody 
reaction, a serological test which is positive in glandular fever and negative 
in leukemia, may be employed. The blood picture in acute leukemia is 
sometimes suggestive of pernicious anemia, but the other symptoms of that 
disease and its favourable response to liver are absent. In difficult cases 
eet of a bone-marrow smear obtained by sternal puncture may be 
ecisive. 

Prognosis and Treatment.—Few diseases are more tragic than acute 
leukeemia, as it is invariably fatal and it so often affects lives which seemed 
full of promise. Onset at an early age, high fever and great immaturity of 
white cells, all point to a speedy fatal issue. Death often comes by inter- 
current infection, especially in the leucopenic cases, or as a result of 
hemorrhage. Rarely the disease may pass into a subacute or chronic form, 
and death be postponed for a year or longer. Treatment is mainly directed 
to checking infection, especially about the mouth and throat, and preventing 
hemorrhage. Intravenous injections of neoarsphenamine may cause the 
necrotic ulcerations to heal, and they may also be swabbed with a paint of 
equal parts of Fowler’s solution, tincture of ipecacuanha and glycerin. Blood 
transfusion may bring the patient into a suitable condition for X-ray treat- 
ment, which is otherwise contra-indicated by the low number of normal poly- 
morphonuclear cells, but any improvement is usually evanescent and it rarely 
does more than protract a painfal situation. | 


THE HAMORRHAGIC DISEASES 


The hemorrhagic diseases may be arbitrarily classified into those which 
are due to defective coagulation of the blood and those in which the blood 
clots normally. According to the theory of blood coagulation most widely 
held at the present time, a ferment precursor prothrombin is converted into 
thrombin in the presence of calcium and tissue derivatives (thrombokinase 
or thromboplastin). The thrombin then reacts with the fibrinogen of the 
plasma to produce fibrin. It is doubtful whether the clotting process is ever 
affected by shortage of calcium. Deficiency of fibrinogen has been observed 
as an excessively rare congenital abnormality—fibrinopenta. The only 
two important conditions in which coagulation is impaired are hypopro- 
thrombinemia and hemophilia. Prothrombin is formed in the liver under 
the influence of the fat-soluble vitamin K. Prothrombin deficiency may 
therefore occur under the following conditions : 

(i) In the newly-born (melena neonatorum). The factors here are the 
small amount of prothrombin in the blood at birth, deficient intake of vitamin 
K in the first few days of life and absence of saprophytic bacterial activity 
in the intestine—bacteria synthesise vitamin K. 

(ii) Deficient intake of vitamin K in states of extreme malnutrition. 

(iii) Deficient absorption of vitamin K in intestinal diseases and fatty 
diarrhcea, as in obstructive jaundice, cceliac disease and sprue. 

. (iv) Deficient utilisation of vitamin K when the liver parenchyma is 
iseased., 
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Hypoprothrombineemia is recognised by the fact that the blood does not 
coagulate normally even in the presence of an excess of thrombokinase. It 
can be prevented or treated by the administration of vitamin K. This can 
be given by mouth, together with bile salts to ensure its absorption, but at the 
time of writing the best method appears to be the injection of the synthetic 
vitamin derivative, methyl-naphthoquinone, 5 to 10 mg. dissolved in oil by 
intramuscular injection daily. In hemophilia the blood coagulates normally 
on the addition of thrombokinase, and the disease is therefore probably 
due to inadequate release of thrombokinase. 


1, PURPURA 


In the narrow sense purpura refers merely to the occurrence of bleeding 
in the skin in the form of petechizx, macules or larger areas. In the wider 
sense it connotes a group of diseases which are characterised not only by 
these cutaneous lesions but also by bleeding from the mucose and internally. 
Purpura is often classified into thrombocytopenic and non-thrombocytopenic 
forms, but there is so much overlap between these two that the distinction 
often falls to the ground. Hemostasis appears normally to occur in two stages, 
first, contraction of the damaged vessel, and second, occlusion by thrombosis. 
In all the purpuras, whether thrombocytopenic or non-thrombocytopenic, 
the first stage of hemostasis appears to be at fault, the capillaries do not 
retract properly when they are injured and the bleeding time is prolonged. 
In hemophilia the second stage is at fault and though hemostasis begins 
normally, bleeding recurs after a short interval. 

The blood platelets.—The platelets are the third formed element in the 
circulating blood. They are spherical or oval, non-nucleated disks, with an 
average diameter of 2 to 3 microns, and with a hyaline cytoplasm which con- 
tains numerous granules. The average number of platelets is from 250,000 to 
450,000 per c.mm., but there are great variations in health and according to 
the method of estimation employed. The platelets are believed to be 
produced by the megakaryocytes in the bone-marrow, and after a brief life of 
a few days they are phagocyted by the cells of the reticulo-endothelial system. 
Large numbers of platelets are present in the spleen, but it is not certain 
whether they are held there in reserve or in process of destruction. The 
platelets play an important part in the arrest of hemorrhage, sealing wounds 
in the endothelial lining of the vessels, promoting the Suan of the blood 
and securing the firm adhesion of the clot. Purpuric symptoms commonly 
appear when the blood platelets fall below 40,000 per c.mm. The following 
signs may also be observed in thromobocytopenic purpura: 1. The platelets 
are very variable in size and shape, and giant platelets may be present. 
2. The blood clots in the normal time, but the clot does not retract and 
express the serum as rapidly and completely as in health. 3. The bleeding 
time is greatly eee | If the blood from a sharp prick in the finger is 
soaked off with a filter paper without pressure every 30 seconds, bleeding 
normally ceases in one to two and a half minutes, but if the platelets are 
defective it may be prolonged even to an hour or more. 4. The capillaries 
are more fragile than normal. The sphygmomanometer is applied to the 
upper arm and the pressure is maintained midway between the systolic and 
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diastolic level for five minutes. When the platelets are defective, a coarse 
purpuric rash may appear on the lower arm. 

The endotheltum.—A hemorrhagic tendency due to a pure endothelial 
lesion is characteristic of scurvy, in which the plasma and the platelets are 
normal but the fragility of the capillaries is much increased. The same is 
true of the purpura of old age and nervous purpuras, such as stigmatisation. 
The hemorrhagic states present in uremia and other cachectic conditions are 
pacepied due to endothelial damage. When hemorrhagic states are due to 
esions of the capillaries, plasma may also pass through the endothelial lining, 
producing wheals, loca] cedema of the tissues and urticaria, and the purpuric 
areas may be elevated above the surrounding skin. 


2. SYMPTOMATIC HMORRHAGIC STATES 


Acquired hsemorrhagic states due to defective coagulation of the blood 
have already been discussed and it has been pointed out that the most im- 
portant of them are due to defiency of prothrombin. Hemorrhagic tendencies 
in which the blood coagulation is normal may develop in a heterogeneous 
collection of diseases, and it is difficult to present the subject at all formally. 

1. The most important group is constituted by the infectious diseases. 
Purpura and a hemorrhagic tendency have been observed in infections with 
the pyogenic cocci, scarlatina, chicken-pox, diphtheria, the enteric fevers, 
typhus, malaria, and gonococcal and meningococcal septicemia. They have 
also been observed in chronic septic infections, such as focal sepsis and malig- 
nant endocarditis, and in tuberculosis, especially the miliary form. In all 
such conditions we have reason to believe that the endothelial lining of the 
‘vessels is damaged. The platelet count varies from case to case. It may be 
Increased, and then thrombosis may develop in the midst of haemorrhagic 
manifestations; it may be normal; or it may be diminished, when the 
hemorrhagic tendency may be very severe, such cases being known as 
purpura fulminans. In typical cases the platelets are diminished during the 
acute period of the illness, but increase in convalescence and afterwards fall 
to normal limits. The cause of the thrombocytopenia of infections is not 
known. It has been suggested that there is an increased utilisation of platelets 
in such illnesses, either to combat the infection or to repair the lesions of the 
vessel walls. In some cases it is undoubtedly due to depression of the function 
of the bone-marrow in producing platelets, and this should be suspected 
more especially when there is leucopenia also. We shall see later that the 
spleen plays an important part in one group of hemorrhagic states associated 
with thrombocytopenia, but I do not think there is any evidence to inculpate 
the spleen in the hemorrhagic states which complicate infectious ilnesses, 
and the splenectomy should not be performed. Treatment should be directed 
to the primary malady, and the hemorrhages should be controlled by local 
measures, supported if necessary by transfusions. 

2. A second group of symptomatic hsmorrhagic states is constituted by 
chronic nutritional disturbances and cachexias, of which chronic nephritis is 
an example. Here also we may mention the purpura which occasionally 
occurs in pregnancy. Malignant disease of the stomach is occasionally com- 
plicated by purpura hemorrhagica; in the cases 1 have seen there was 
extreme thrombocytopenia. 
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3. A third group is produced by organic and inorganic poisons, such as 
salvarsan and sanocrysin. Here there may be both siicthalial damage and 
thrombocytopenia. 

4, A fourth group is associated with chronic splenomegaly, such as occurs 
in splenic anemia and Gaucher’s disease. Here there is thrombocytopenia, 
which is usually relieved by splenectomy. 

5. A fifth group is the result of diseases of the blood-forming organs. The 
proliferation in the bone-marrow of the megaloblasts in pernicious ansemia, 
or of the immature white cells in leukemia, may cause @ pressure atrophy 
of the megakaryocytes and consequent thrombocytopenia. The same effect 
may be due to other tumour-like lesions of the bone-marrow. 

Aplastic anemia requires special mention. In discussing this disease I 
have already described cases in which the red cells are predominantly affected 
(aplastic ansemia), and others in which the white cells are predominantly 
affected (agranulocytosis). Cases also occur in which the alatelets are chiefly 
affected, and they are known as malignant thrombocytopenia, or aleukia 
hemorrhagica. The term “ aleukia hemorrhagica” is unnecessary, but it 
stresses the leucopenia, which is nearly always present in these cases. The 
disease should be recognised by its acute and rapidly fatal course and by 
the absence of any signs of regeneration in the white cells or the red cells. 
The spleen is not enlarged, and splenectomy is useless. Treatment should 
be directed to keeping the patient alive by transfusions in the hope that the 
bone-marrow may recover its functions. 

Treatment.—General and local measures of value in all forms of hemor- 
rhagic tendency may conveniently be discussed here. The only reliable general 
remedy is the administration of normal human blood, as an ordinary trans- 
fusion in severe cases and as intramuscular injections of 10 to 20 c.c. daily in 
mild cases. Cotarnine hydrochloride, three to four intramuscular injections 
of 1 c.c. of a 10 per cent. solution daily, is believed to be of value in uterine 
bleeding, while Congo Red 10 c.c. of 1 per cent. solution intravenously, may 
be used in any hemorrhage, though it is most commonly employed for 
hematemesis, melena and hemoptysis. Liver and vitamin C, more especially 
by injection, have been recommended for all kinds of hemorrhage ; I have 
never been persuaded that they have any effect other than their specific action 
in pernicious angemia and scurvy respectively. In more chronic cases ultra- 
violet radiation and high vitamin diets are used, but again with little real 
assurance. Recently the injection of Moccasin snake venom was recom- 
mended for chronic and recurrent bleeding, especially of a purpuric type, 
but it 1s now generally held to be worthless. On the lier hand: local 
treatment of hemorrhage, especially in hemophilia and purpura, has been 
revolutionised by the local application of snake venom, which is a powerful 
coagulant. The venom of Russell’s viper (1 in 10,000 solution) or of the 
Australian tiger snake (1 in 5000 solution) has been chiefly used. Loose clot 
is washed away from the bleeding point with hot water, and tampons or 
other appropriate dressings soaked in the venom solution are then applied. 
With the use of snake venom it is now possible to repair wounds which would 
previously have been fatal. Heat is a valuable agent for checking hemorrhage 
and may be applied as hot water (42° C.) or better, especially in hemorrhage 
from an inaccessible cavity, as a stream of hot air. 
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3. MELZNA NEONATORUM 


Synonym.—Hemorrhagic Disease of the Newly-born. 

Etiology and Pathology.—The blood is cytologically normal and the 
condition is essentially due to hypoprothrombinemia. Both the bleeding 
time and the clotting time may be greatly prolonged. The incidence has been 
placed as high as 1 per cent. of all births, male and female. Heredity seems 
to play no part. In some cases acute gastric and duodenal ulcers have been 
found at autopsy, but it is more probable that these represent necrosed areas 
from submucous hemorrhages than that they are the cause of the bleeding. 

Symptoms.—The bleeding is spontaneous, commencing at any time in the 
first week or two of life, most commonly on the third or fourth day. The 
bowel is the usual site of hemorrhage, but blood may also ooze from the 
mouth, nose and urinary tract, or be extravasated into the viscera or the 
cavities of the body. If the disease is not immediately treated, death from 
heemorrhage and shock soon occurs. 

Diagnosis.—This can be confirmed if necessary by estimating the pro- 
thrombin time. Hemorrhagic states may occur in the new-born as a result of 
sepsis, syphilis, thrombocytopenia and other blood dyscrasias, but all are 
rare. 

Prognosis and Treatment.—The prognosis depends on the promptitude 
of the treatment and the amount of blood already lost. It has been suggested 
that vitamin K, given prophylactically to the mother, will diminish the 
incidence of both intracranial bleeding and hemorrhagic disease in the newly- 
born. By the time the condition develops, it is too late to use vitamin K, 
which has a latent period of 12 to 24 hours before acting. For treatment, 10 
to 15 c.c. of fresh human blood should be injected subcutaneously once or 
twice daily, when the bleeding usually stops quickly and the infant makes a 
good recovery. No typing of the blood is necessary ; a little citrate may be 
added to prevent coagulation. During treatment the infant is kept as quiet as 
possible and not lifted from the cot. He can be fed by a bottle or spoon with 
breast milk, or if necessary, with an artificial food. 


4. ESSENTIAL THROMBOCYTOPENIA 


Synonyms.—Idiopathic Purpura Hemorrhagica ; Hemogenia ; Morbus 
Maculosus Hesmorrhagicus of Werlhof. 

Definition.—A disease characterised by multiple hemorrhages in the 
skin or from the mucous membranes, a reduced platelet count, a prolonged 
bleeding time, but a normal coagulation time. 

ZEtiology and Pathology.—Some 30 per cent. of the cases occur in the 
first decade of life, and the disease is infrequent after the age of 40. A few 
cases have been traced to idiosyncrasy for certain foods, such as milk, and 
for certain drugs, such as quinine or sedormid. Ingestion of the offending 
food or drug is followed within a few hours by the onset of thrombocytopenia 
and purpura. Another group of cases, occurring from one to three weeks 
after an infection such as tonsillitis, is suggestive of sensitisation to the 
infecting organism or its products. A small group is associated with malignant 
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disease, particularly metastases in the bone-marrow. The majority remain 
unexplained. The bone-marrow contains rather more than its normal com- 
plement of megakaryoblasts and megakaryocytes, and this is suggestive of 
an arrest of maturation of the platelets comparable with the arrest of matura- 
tion of the megaloblasts in Addison’s anzwmia and of the leucocytes in agranu- 
locytosis. The spleen shows no pathognomonic changes. 

Symptoms.—Anp acnte and a chronic form are described. The acute 
form is uncommon. Jt begins suddenly and without warning, though some- 
times there is a history of an acute infection a couple of weeks before. There 
is no pyrexia and the spleen is not palpable. Purpuric patches appear in 
the skin, of variable size and of irregular distribution. There is no erythema 
or whealing. Hemorrhages occur from any of the mucosm, the nose and 
mouth, the alimentary canal and the urogenital tract. The slightest injury 
gives rise to excessive bleeding, or the formation of large hematomata. The 
bleeding time is greatly prolonged, and the tourniquet test is positive. Ex- 
amination of the blood reveals a thrombocytopenia, platelets being perhaps 
completely absent ; there is usually a slight leucocytosis, and immature red 
cells and even normoblasts may be poured out to combat the anemia. 
Recovery occurs in a few days or at most a few weeks, and the platelet 
count returns to normal. This may be the only attack, but in other patients 
a recurrence months or years later reveals that the disease is present in a 
relapsing form. 

The chronic form of the disease, which accounts for 75 per cent. of the 
cases, may be of a continuous or of a relapsing type. In many cases the 
disease first manifests itself in childhood. In the continuous type there is 
persistent thrombocytopenia, with exacerbations of symptoms due to fluctua- 
tions of the platelets above and below the critical level of about 40,000 per 
c.mm., or to the effects of trauma or intercurrent infection. In the relapsing 
type there are long intervals of freedom during which the platelet count is 
quite normal. There may be persistent purpura, especially on the legs, or 
the parts exposed to trauma, or purpura may be completely absent. The 
spleen may be enlarged. There is a tendency for hemorrhages to recur 
from the same site, as if it were an area of predilection, so that one patient 
may suffer from hematemeses, another from hematuria, another from 
menorrhagia. In my experience the disease becomes less troublesome in 
later life, even though the platelets remain at the same low level. 

Diagnosis.—The diagnosis depends on the thrombocytopenia and the 
associated symptoms of platelet shortage, but it should be remembered that 
the platelets may be normal in the free intervals. For differential diagnosis 
the section on symptomatic hemorrhagic states should be consulted; the 
absence of toxemia and of joint pains is an important difference from these 
conditions and also from Henoch’s purpura. Acute leukemia is an important 
cause of purpura hsemorrhagicg, which should be excluded by the differential 
white blood count. Most difficulty will be experienced in distinguishing 
the acute form of essential thrombocytopenia from the malignant purpura 
of aplasia of the bone-marrow. In malignant thrombocytopenia there is usually 
leucopenia and no sign of regeneration of red cells. In the chronic form of 
essential thrombocytopenia it is rather easy to overlook the possibility of a 
hemorrhagic disease altogether, especially when there is no pores and the 


bleeding is always from one organ. On this account this diagnosis should 
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always be considered in cases of symptomless hematuria, or hematemesis, 
or the like, or ill-advised operations may be performed. 

Prognosis.—Death may occur in the acute attacks, or irretrievable 
damage be done, as by hemorrhage into the vitreous hgmour of the eye or 
into the central nervous system. Nevertheless the disease is relatively benign, 
and the physician should not allow his judgment to be impaired by the alarm 
that is always felt in the presence of a hemorrhagic disorder. One of my 
patients had multiple cerebral hemorrhages, in addition to external bleedin 
which made him profoundly anemic. He was treated with transfusions an 
“diet een remedies, as he firmly refused splenectomy, and he remained 
thrombocytopenic, ansmic and ill for several months. A year later he was 
perfectly well, working as a railway guard with a normal blood count. This 
1s by no means an isolated example, and the natural tendency of the acute 
attacks is to recovery. 

Treatment.—The remarkable alleviation of the symptoms by splenectomy 
is very mysterious. The operation was introduced on the theory that the 
spleen was destroying an excessive number of platelets, but there are many 
facts which cannot be adapted to this theory. The bleeding may cease im- 
mediately the pedicle of the spleen has been tied, and before the platelets 
have had time to increase. The operation is usually followed by a great rise 
in the platelet count, but later the platelets may fall to subnormal levels 
without the recurrence of hemorrhage. Operation should rarely be performed 
in acute cases, as the majority recover quickly on medical treatment and those 
that do not are usually of a type that is not likely to benefit from splenectomy. 
It is a good working rule to rely on transfusion and general treatment for at 
least a fortnight before having recourse to splenectomy. In the chronic 
cases the mortality of splenectomy has fallen to 7 per cent.; of those who 
survive the operation the immediate results are 85 per cent. cured, 10 per 
cent. improved and 5 per cent. not improved. Experience has nevertheless 
shown that splenectomy does not eradicate the cause of the disease, for after 
an interval of months or years the symptoms recur in about half the patients, 
though as a rule they are much less troublesome than before the operation. 
Operation should therefore be restricted to patients in whom the disease is 
really disabling or is subject to acute exacerbations. Operation should not 
be performed in patients with a family history of purpura hemorrhagica. 
General treatment is on the lines already described (p. 812). Septic foci 
should be removed and efforts made to exclude sensitisation to foods or drugs. 
The results of X-ray treatment are at present discordant, but there is some 
evidence that remissions may be induced by irradiation of the spleen or the 
bones, and this treatment is worthy of further trial. 


5. HENOCH’S PURPURA 


Synonyms.—Anaphylactoid Purpura; Hemorrhagic Capillary Toxicosis ; 
Toxic Purpura. 

Definition.—Although the term MHenoch’s purpura is sometimes 
restricted to cases characterised by purpura, colic and gastro-intestinal 
lesions, it is profitable to extend it to a group of non-thrombocytopenic 
purpuras, which are of obscure origin, and which may be accompanied by 
urticaria, cedema, swollen joints and various visceral manifestations. For 
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this reason the milder cases which are known as purpura simplex, and also 
the peliosis rheumatica or arthritic purpura of Bohrer are considered 
under this same heading, for all appear to be manifestations of the same 
pathological state. 

fEtiology and Pathology.—The disease is related to allergic con- 
ditions, such as erythema multiforme, erythema nodosum, angioneurotic 
cedema and serum sickness. The lesions probably result from an abnormal 
permeability of the capillaries, which allow plasma and blood to escape 
through their walls. The sensitising agent is not always the same. In some 
instances it is the streptococcus, the attack following a sore throat, or per- 
sisting until a septic foot is drained. In other instances sensitisation to 
foods has been demonstrated, and the disease has been cured by removing 
them from the diet. 

Symptoms.—The attack is usually preceded by symptoms of general 
bodily disturbance, such as headache, malaise, loss of appetite, and a rise of 
temperature. In the nuldest cases (purpura simplex) a fine purpuric eruption 
appears, often affecting the limbs rather symmetrically, and with a special 
tendency to develop round the hair follicles. In severe cases there may be 
extensive, irregularly distributed ecchymoses, and there is much cedema of 
the face. Wheals and pemphigoid lesions may develop, and careful examina- 
tion will often show that the purpura is not a pure hemorrhage, but that it is 
raised or surrounded by a zone of erythema. Successive crops of purpura 
appear. Bleeding is not necessarily confined to the skin, but may be sub- 
periosteal, intramuscular or intravisceral. Joint pains are rarely absent, 
though the joints are seldom much swollen, and there may also be myalgia 
or neuralgia. The gastro-intestinal symptoms take the form of colic, bilious 
vomiting, and diarrhea, with blood-mixed stools. The abdominal wall 
may be rigid, and it may be difficult to differentiate the lesion from an intus- 
susception, which may indeed occur from invagination of a piece of intestine 
whose walls have been stiffened by the exudation of serum and blood. Similar 
lesions occur in the urinary tract, but extensive hemorrhage from the mucose 
is rare. The spleen mney be palpable and the urine may contain albumin, 
blood cells and casts. In rare instances death has occurred from cerebral 
convulsions, suggestive of acute uremia; nephritis is, indeed, the most 
important complication. 

The blood is normal, save for a slight ansemia or a mild leucocytosis. The 
latelets are normal or only slightly diminished, and the coagulation and 
leeding times are normal. The tourniquet test may be positive, but in 

general there is little tendency to spontaneous or excessive external bleeding, 
and the mucosal hemorrhages are small and attributable to oozing from areas 
of oedema and congestion. 

Diagnosis.—The disease is not sharply divided from the symptomatic 
purpuras. It should, however, be clearly differentiated from essential 
thrombocytopenia and similar blood disorders by the absence of specific 
changes in the blood, and the presence of signs of toxemia and increased 
capillary permeability. Cases with intestinal lesions oy closely simulate 
intussusception, and they may occasionally be complicated by intussusception 
or peritoneal effusion. 

Prognosis.—The disease tends to spontaneous recovery after an ill- 
ness of a few weeks. Chronic and relapsing cases occur which are very 
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troublesome, though rarely dangerous. The prognosis is good, except for 
complications, such as nephritis and intestinal obstruction. 

reatment.—Treatment should be symptomatic and conservative. 
Incautious attempts at desensitisation may aggravate the disease. Splen- 
ectomy 18 not indicated. In view of the risk of renal damage the patient 
should be at rest, the diet should be lacto-vegetarian, and the urine should 
be kept alkaline. No further treatment is necessary in the majority of cases. 
Chronic cases should be investigated for persistent infection, foci of sepsis, or 
evidence of protein sensitisation. Large doses of calcium are frequently 
prescribed, but it is doubtful if they have any value. Non-specific desensi- 
tisation may be attempted by subcutaneous injections of horse-serum, 10 to 
20 c.c. daily till improvement begins, or by minute doses of tuberculin. 


6. HEREDITARY HH MORRHAGIC STATES 


As case histories are more carefully analysed, we are discovering that 
there are many instances of hereditary hemorrhagic tendency which differ 
in pathology from hemophilia, a disease which has obtained an exaggerated 
importance because of its prevalence in the royal households of Europe. 
Further experience may show that the symptoms and the mode of inheritance 
differ considerably in different family groups of bleeders. A practioner 
faced with a case which does not square with the classical description of 
hemophilia will do well to prepare a careful pedigree and submit the data to 
an expert hematologist or eugenist, for these diseases can rarely be cured 
and patients are often anxious for advice whereby their transmission can be 
prevented. In the present state of knowledge we can distinguish the following 
hereditary tendencies to bleed : 

(a) Classical hemophilia (p. 818). 

(6) Hemophilia not uncommonly occurs sporadically, in the absence of 
a family history. Some of these cases are examples of hemophilia arising 
de novo as a spontaneous mutation ; others are compatible with the trans- 
mission of the gene from a remote ancestor, for by the laws of chance there 
are bound to be some families where the males have escaped inheritance of 
the defect for several generations and yet it remains latent in the females. 

(c) Hemophilia may be atypical in affecting males as well as females, or 
in combining the features of hemophilia and hereditary hemorrhagic purpura. 
Both these variants of hemophilia are so uncommon that an error of diagnosis 
should be suspected. 

(2) Hereditary fibrinopenia is exceptionally rare. 

(e) Hereditary hemorrhagic states in which the coagulation of the blood 
is normal but the bleeding time is prolonged are by no means infrequent. 
These states are variously known as hereditary purpura hemorrhagica ; 
constitutional hemogenia; thrombasthenia of Glanzmann; thrombopathia 
of Willebrand-Jiirgens ; and hereditary pseudo-hemophilia. They bear a 
closer affinity to purpura hemorrhagica than hemophilia, and in some 
families the platelets are reduced. Nevertheless, the patients may suffer 
from hemarthrosis. The condition may be transmitted direct from one 
generation to another, and it often affects females more severely than males. 

poradic cases occur. Splenectomy has no influence on the disease. 

(f) Hemorrhagic states apparently hereditary in origin occasionally 
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occur in which no abnormality can be detected in the blood or vessels by 
current methods of investigation. Clinically they bear most resemblance to 
the hereditary purpuras. It is always wise to take seriously the statement 
that a patient is a bleeder, even though no confirmation can be obtained 
from the laboratory. 

(g) Hereditary eimonnaens telangiectasia (p. 819) is probably at least 
as common as hemophilia. 


(a) H@MOPHILIA 


Definition.— A rare hereditary disease of males, characterised by a 
tendency to uncontrollable hemorrhage and a great prolongation of the 
coagulation time. 

Etiology.—The disease is inherited by the law of Nasse, according to 
which it is transmitted only by females and manifested only by males. In 
Mendelian terminology it is a sex-linked recessive, and theoretically it might 
be expected to occur in females in the proportion of 1 to 200 affected males. 

Pathology.—In contrast to prothrombin deficiency, the blood in hemo- 
ear clots normally in the presence of excess of thrombokinase. The disease 

as therefore been attributed to inadequate release of thrombokinase, and 
this again to undue stability of the platelets. 

Symptoms.—The disease usually manifests itself in early life, but not at 
birth, so that there is no excessive hemorrhage from the cord. Severe bleed- 
ing at circumcision is common, and in 60 to 70 per cent. of recorded cases the 
disease was recognised before the second year. It is doubtful whether the 
bleeding is ever spontaneous, and there is no purpura, but excessive hemor- 
rhage may occur from a mere scratch, and great bruises or ecchymoses from 
trivial injuries. Some patients cannot use a tooth-brush on account of 
bleeding from the gums. KEpistaxis is common, but internal bleeding is 
unusual, though hematuria, melena and hematomyelia have been described. 
Trauma and dental] extraction are the most usual causes of severe hemorrhage, 
and a rick of the muscles which would pass unnoticed in an ordinary boy 
may lead to an extensive intramuscular hemorrhage which leaves the patient 
exsanguinated. The bleeding is not s0 much severe as persistent ; hence it 
is rare for the hamophiliac to die of a sudden profuse hemorrhage, he rather 
fades out of life owing to the inability to stop the slow continued loss of blood. 

The most remarkable form of hemorrhage, and one which is common, 18 
into the cavities of the joints. The joints which suffer most often are the 
knees end elbows, but any joints may be afiected. The swelling and effusion 
take place with great rapidity, and with a great deal of pain. The joint is hot, 
tender, reddened, and the surrounding tissues swollen. The temperature is 
raised to 101° or 102° F. The effusion 1s almost pure blood, but as ee 
proceeds it becomes a dirty brown colour, which stains the synovial membrane 
and the cartilages of the joint. It is sometimes absorbed rapidly, and the 
joint restored to complete mobility. When absorption is slow or effusions 
repeated, contraction and ankylosis may cripple the patient permanently. 
In a joint often affected, there is always considerable destruction of the 
cartilages and of the ligaments, with the result that the bones are exposed and 
undergo changes resembling those of osteo-arthritis. Osteophyte formation 
is, however, rare, and so is bony ankylosis. Fibrous ankylosis is, on the 
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other hand, common. The spleen is not palpable. Hemophiliacs are usually 
weakly individuals. 

Diagnosis.—The diagnosis is based on the family history and on the 
delayed cougulation of the blood ; the cytology and chemistry of the blood 
are normal. The joints are sometimes mistaken for tuberculous joints. A 
more serious error is to incise a hematoma on the mistaken diagnosis of an 
abscess. Hsemophilia should be differentiated from other hereditary heemor- 
rhagic states and from acquired conditions, such as essential thrombocyto- 
penia. 

Prognosis.—It is said that less than 12 per cent. of hsemophiliacs survive 
to puberty, but the disease undoubtedly becomes less severe in later life, 
though still present. A peculiar feature of the disease is its variability, the 
blood at times clotting almost normally, at other times seeming almost in- 
coagulable, and if the patient survives a severe hemorrhage there is often a 
temporary improvement in the blood. 

Treatment.—Treatment is unsatisfactory, and it is much better to try 
to stamp out the disease by discouraging the reproduction of affected families. 
The only members of a hemophiliac family who can safely beget children are 
the unaffected males. Sufferers from the disease should be protected from 
trauma as far as possible, and operations should be discouraged unless they 
are essential to life. Transfusion is the best general treatment and snake 
venom the best local treatment. When a joint is distended with blood it 
should be aspirated ; needle punctures rarely bleed much. 


(6) HerepiraRy H&MorRHAGIC TELANGIECTASIA 


Definition.—A hereditary disease characterised by multiple telangiec- 
tases, which cause hemorrhages from various sources, especially the 
nose. 

ZEtiology.—The disease is not strictly a blood disease, but a hereditary 
dystrophy of the capillary system, which is transmitted directly from 
generation to generation, affecting both sexes equally and behaving as a 
Mendelian dominant. It is, in my experience, at least as common as hemo- 

hilia. 

: Symptoms.—Epistaxis generally begins in childhood and before any cutan- 
eous telangiectases have been recognised, but it tends to become more frequent 
and severe with advancing years. The telangiectases are not present at 
birth, and are sometimes not noticed till middle life. They vary in kind, 
appearing as dilated venules; spider capillary networks; punctate red 
or purple spots and blebs; and raised nevi up to an inch in diameter. 
They are most common about the face, nose and mouth, and the trunk 
and limbs are gencrally spared, except for the tips of the fingers. Epistaxis 
is the common complaint, but external bleeding, hemoptysis, gastrostaxis, 
hematuria, or cerebral hemorrhage may occur. The blood is normal, except 
for the ansemia induced by the bleeding. 

Diagnosis.—This depends on the family history and the presence of 
telangiectases, and both these may be missed if they are not sought for. 
Few telangiectases may be visible, and epistaxis or alimentary hemorrhage 
Hide be the presenting symptom. Many cases are first seen by the rhino- 
ogist. 
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Prognosis and Treatment.—There is no curative treatment, and 
death from hemorrhage occurs in a considerable percentage of the cases. 
Affected members of these families should, therefore, be strongly advised 
against having children, as half of their offspring will inherit the disease. 
Treatment of the nevi by cauterisation or radium is only moderately 
successful. 


PROPHYLAXIS AND TREATMENT OF ANAIMIA 


Prophylactic.—A number of the diseases of the blood-forming organs, 
such as acholuric jaundice and hemophilia, are pure hereditary dystrophies, 
and rational treatment should be directed not to the individual but to the 
stock, all those who carry the morbid trait being advised against repro- 
duction. Prophylaxis of the acquired forms of anemia is not often feasible, 
but the relation of anemia to nutritional disturbances should be emphasised 
and especial care should be taken in the growing periods of life, childhood 
and pregnancy, that the diet contains a sufficiency of iron and protein. 

Treatment.—Good treatment is not possible without exact diagnosis, 
and if a patient is ill enough to be treated for ansemia, then he or she ia ill 
enough for an examination of the blood to be necessary. It is surprising 
how often debility is mistaken for anfemia, but. the distinction is often difficult 
on clinical examination. Much time and money are wasted by the prescrip- 
tion of remedies which are not indicated, and the physician is confused and 
unable to evaluate the effects of treatment. It is a simple matter to test the 
hemoglobin, after which a more detailed examination of the blood can be 
advised if anemia is found. Many disturbances of the blood are of a highly 
specific nature, and the appropriate treatment can only be elucidated by 
careful clinical and hematological study. Jt is po use prescribing iron for 
the anemia of scurvy, or vitamin C for the anemia of myxcedema. 

Symptomatic disturbances of the blood-forming organs, which are far 
commoner than their primary diseases, usually recover spontaneously if 
the cause can be removed ; it it cannot, they rarely respond well to sympto- 
matic treatment. Many remedies for angwmia have gained an unfounded 
reputation by being administered to patients who would have recovered 
equally rapidly without treatment. It is surprising, for example, how 
swiftly the blood may be regenerated after a severe hemorrhage. On the 
other hand, in chronic and persistent ansemias the dosage of the drugs which 
are useful in treatment is much higher, and the period necessary for treat- 
ment is much longer, than is often realised. Treatment can be checked by 
the reticulocyte crisis, which should occur in the first fortnight, and by the 
rise in heemoglobin, which should be over 1 per cent. a day, or approximately 
10 per cent. a week in a severe ansemia receiving optimal treatment. Patients 
who are severely anemic should be confined to bed, for this makes a great 
difference to the speed of regeneration of the blood. A generous mixed diet 
should be given, rich in vitamins, and liver or kidney should be taken two or 
three times a week. Fresh air and sunshine or ultra-violet therapy also im- 
prove the patient’s condition, but too much should not be expected from these 
ancillary treatments, which by themselves will rarely influence a severe 


anzemia, 


PROPHYLAXIS AND TREATMENT OF ANASMIA 821 


Iron is of value in the majority of anemias of low colour index, especi- 
ally those which are due to chronic hemorrhage, or to defective absorption of 
iron (idiopathic hypochromic anemia). Recent studies have shown that the 
various preparations of iron differ greatly in their activity. Elemental iron 
as in ferrum redactum, is rather inactive, on account of its insolubility. 
The ferrous salts are the most active, next the scale preparations, and then 
the ferric salts ; ; organic preparations of iron, such as hemoglobin, in which 
the iron is ‘‘ masked,” have no therapeutic activity. Effective doses of sub- 
stances in common use are: ferrous chloride, or exsiccated ferrous sulphate, 
in each case 3 grains thrice daily after food ; Blaud’s pill (ferrous carbonate), 
which must be fresh and is often best prescribed as a powder, in a dosage 
of 10 to 15 grains thrice daily after food ; and iron and ammonium citrate, 
in & fluid mixture, 20 to 40 grains thrice daily after food. Intolerance of 
iron is very unusual, and is usually due to suggestion ; the digestion improves 
in most cases, and with large doses diarrhcea is a more common complaint 
than constipation. Menorrhagia sometimes occurs, especially in women 
about the menopause, and may require special treatment. Iron should 
not be given by injection, The majority of ampoules of iron preparations 
which are sold contain infinitesimal amounts of the metal, and are ineffective ; 
potent preparations cause much pain, and the injections may lead to iron 
poisoning—headache, vomiting, paralysis and even death. A patient too ill 
to take iron by mouth should be transfused. 

Inver and stomach are often prescribed as if they were a panacea for 
all forms of anemia, but in my experience they are of no value except in 
the small and well-defined group composed of pernicious anemia and allied 
megalocytic anemias. Whole liver, whether raw or cooked, is not to be 
recommended, as it 1s impossible for a patient to take it in adequate dosage 
or for a sufficient period of time. Whenever possible parenteral therapy should 
be used as it is the most economical and effective. Superconcentrated ex- 
tracts such as anahemin have been introduced recently. They are often 
better tolerated than the cruder extracts but there is evidence that some- 
thing may be lost by these processes and such extracts may fail in 
‘nutritional macrocytic anemia and anemia due to intestinal disease unless 
given in extravagant amounts. The Anti-Anemia Preparations Advisory 
Board of the United States Pharmacopeia in 1938 decreed that it would 
not assign any preparation of injectable liver extract a strength greater than 
15 units per c.c. liquor hepatis purificatus, U.S.P., contains 10 units per c.c. 
and there are numerous British intramuscular extracts of the same type. 
In a case of pernicious anemia of average severity treatment should be 
begun by the intramuscular injection of one of these extracts in a dosage 
of 2 to 4 c.c. daily for the first 3 days. The interval between doses is 
gradually increased to a week or 10 days, and finally a maintenance 
dose is determined, which will usually vary from 4 to 6 c.c. at intervals 
of 3 to 6 weeks. In very severe cases treatment may begin with a 
single injection of 5 c.c. of an intravenous extract, or 4 c.c. of an intra- 
muscular extract every 6 hours for the first 24 hours. Desiccated stomach 
or oral extracts of liver may be given by mouth when treatment by injections 
is inconvenient. The usual dose of desiccated stomach is } oz. twice daily. 
Fluid extracts of liver are more palatable than dry, and they should be 
given in a dose equivalent to from 4 Ib. to 2 Ib. of liver a day. When a patient 
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comes under treatment for subacute combined degeneration, recovery may 
be accelerated by a course of massive liver therapy, 4 to 8 c.c. of an intra- 
muscular extract daily for 6 weeks. I am convinced that subacute combined 
degeneration can be prevented, and that its progress in the early stages can 
be arrested by adequate treatment. It has been well said that the daily 
maintenance dose is “ not some liver, but enough liver for the given case.” 
The blood should be kept at 5 million red cells per c.mm., and 100 per cent. 
of hemoglobin, and it should be examined at intervals to ensure that this 
level is maintained. Patients should be told that treatment must be con- 
tinued for the rest of their lives and they should also be warned of the folly of 
relaxing treatment. The disappearance of macrocytosis is probably the most 
reliable laboratory test that treatment is adequate. Whatever the level of the 
blood count, paresthesiz or similar nervous symptoms suggest that enough 
effective substance is not being given. Infections and old age both increase 
the dosage necessary for the control of pernicious ansemia. 

Hydrochloric acid is of value in the treatment of the dyspepsia of simple 
achlorhydric and pernicious anemia, but it has no effect on the anemia. 
Heroic doses are unnecessary, 20 to 30 minims of the dilute acid at meal- 
time being sufficient. If desiccated stomach is employed, hydrochloric acid 
is not usually required. 

Arsenic is a drug which was formerly administered in all forms of anemia, 
but its use is now becoming restricted to leukemia and erythremia. It is 
usually given as liquor arsenicalis, beginning with 2 minims and increasing 
to 10 to 15 minims thrice daily, after meals, until the desired effect 
is produced, or signs of intoxication begin to appear. The drug is 
then discontinued for 4 to 6 days, and resumed in a smaller daily dosage, 
the maintenance dose being determined by the clinical condition and the 
blood picture. 

X-rays and to a less extent radium are employed in two ways in diseases 
of the blood-forming organs: in small doses as a stimulant, and in large doses 
asa depressant. Stimulating doses are used in agranulocytosis and in purpura 
hemorrhagica, but this form of treatment can hardly be said to have estab: 
lished itself yet. Depressant doses are employed in leukemia and poly- 
cythemia: the rays may be applied to the bones, to the spleen or to enlarged 
glands. The best results appear to be obtained with small doses frequently 
repeated. In leukemia treatment is stopped when the white count has 
fallen to about 15,000, as the fall may continue for 2 or 3 weeks after cessation 
of treatment; it should be resumed whenever the white count rises above 
50,000 cells per c.mm. 

Transfusion is essentially an emergency measure, and it has little curative 
value except in the rare hemolytic anemia of Lederer. It has a definite 
mortality, and should be advised with as much circumspection as a surgica] 
operation. It is indicated when the patient is too ill to react to curative 
treatment, or when it is necessary to bring him into condition for treatment 
directed at the cause of the anemia. The very greatest care should be 
taken, fresh sera always being employed for the grouping, and a direct 
compatibility test being carried out immediately before transfusion. Donor 
and recipient should always belong to the same group, for experience has 
shown that members of group 0 cannot safely be employed as universal 
donors. Under ordinary conditions the advantages of working with citrated 
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blood outweigh any theoretical disadvantages ; the blood should be kept 
warm and should be administered slowly. Even when every care is taken 
reactions occur, especially in febrile patients. The anaphylactic type of 
reaction occurs during or immediately after the transfusion. It is char- 
acterised by dyspnoea, cyanosis, swelling of the face, and urticaria] rashes, 
and it responds to treatment by adrenaline or morphine. The hemolytic type 
of reaction may occur during the transfusion, or some hours later. It is 
characterised by tingling pains in the veins, precordial oppression, cyanosis, 
rigors, high fever, hemoglobinuria and jaundice ; death may occur at once, 
or later from suppression of urine. It has been shown that suppression 
of urine will not occur if the urine is dilute and alkaline, and it is therefore 
advisable to prescribe fluid and alkalis for 24 hours before and after a 
transfusion. A single transfusion of a pint of blood raises the hemoglobin 
on an average about 10 per cent. This is rarely sufficient for patients who 
are severely collapsed and anemic, as after a bad hematemesis, and in such 
cases & cannula may be tied into a vein and 2 or 3 litres of blood may be 
slowly introduced at a rate of 90 to 150 c.c. an hour. 


L J. Wirts. 


SECTION XI 


DISEASES OF THE SPLEEN AND THE 
RETICULO-ENDOTHELIAL SYSTEM 


INTRODUCTION 


THE spleen is a composite organ made up of various tissues which are 
also found elsewhere in the body. Any individual tissue, not only in the spleen 
but wherever else it occurs, may be simultaneously attacked by disease. 
Thus, the classification of diseases of the spleen is difficult, because few of the 
diseases are confined to this one organ, and many are fully described, in their 
clinical aspects, in other sections of this volume. 

In order to understand some of the difficult and, in many ways, still 
anomalous diseases of the spleen, it is essential to consider briefly the structure 
and functions of the organ. An important general point is the essential 
“jobularity ” of the spleen, which explains the features of many pathological 
conditions (e.g. infarctions) and abnormalities. 

The tissues which make up the human spleen are : 

1. Taz Hamopolietio orn Bioop-rormine Tissues.—In the foetus the 
liver and spleen are the chief blood-forming organs. In post-natal life the 
bone-marrow takes over this function, which, however, can be called into 
great activity again in both the liver and the spleen in a number of blood 
diseases. 

2. Taz Lympsorp Tissues.—These are found in the spleen as the 
Malpighian bodies, and elsewhere as the lymph nodes and collections of 
lymphoid tissue scattered widely through the body. 

3. THE ReETICULO-ENDOTHELIAL Tissuzs.—The cells of this tissue line 
the splenic blood sinuses, and occur abundantly in the pulp. Elsewhere they 
are met with as the Kunffer cells of the liver, in the bone-marrow, in the 
lymph glands and in other situations. 

4. Tae VascuLarR Structures.—These are peculiar, and are described 
subsequently. The spleen is in direct connection with the portal venous 
system and, of necessity, is involved in many diseases and abnormalities of 
that system. This fact, together with others already mentioned, bring the 
liver and spleen into close relationship in disease. 

5. Taz Surrorrine Tissurs.—These consist of the capsule, the trabecule, 
and the reticulum of the pulp. 

diagrammatic sketch of a splenic lobule is provided (Fig. 19). It may 
require modification or correction in future, but without some such scheme in 
mind, it is difficult to correlate structure with functions, and to explain the 
reactions of different parts of the spleen in disease. 

Functions.—It has long been monn that the spleen, by itself, performs 
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no function essential for life, and that the organ can be removed without 
permanent harm to the individual. The functions of the spleen are those of 
its component parts, and nothing need be said here of splenic functions in 
relation to the hemopoietic and lymphatic systems, as these are dealt with 
elsewhere. The activities of two structural parts, namely, (1) the spleen 
as part of the Reticulo-Endothelial System, and (2) the spleen as a blood 
reservoir, require more detailed consideration. 

1. Toe SPLEEN AS PART OF THE RETICULO-ENDOTHELIAL SystemM.—The 
spleen contains the largest collection of cells of this system in the body, and 
is necessarily involved in all diseases in which these cells react. Some diseases, 
particularly affecting the reticulo-endothelial system, are, for the sake of 
clarity, dealt with separately (p. 833), and it is important to summarise the 
main functions of the spleen as 
part of the reticulo-endothelial 
system. These are: 

(a) Phagocytosis.—This is a 
most active splenic function, 
resulting in the destruction of 
bacteria, protozoa and red blood Blood 
corpuscles. This “filtering out” °'""% 
activity at once brings to mind 
the splenic changes in infections 
(typhoid fever, malaria), and 
the enlargement of the organ in llipsoid - 
hemolytic anzmias (pernicious 
anzemia, acholuric jaundice). ie: 

(6) Storage.—These cells of Malpighian 
the reticulo-endothelial system Corpuscle (7 
play an important part in the 
intermediate metabolism and 
storage of fats, lipoids, heemo- 
globin and iron. These functions 





are referred to in greater detail Artery Vein 
In connection with Gaucher's Fie. 19.—Diagrammatio sketch of a 
and other diseases. splenic lobule. 

(c) Formation of blood cells.— 


Cells of this system (monocytes) enter the blood stream, and alter the blood 
picture in a number of diseases. 

(d) Development of immunity reactions.—One such reaction is_ the 
phagocytosis of invading micro-organisms, referred to previously. Much 
work has also been done suggesting that the reticulo-endothelial cells are the 
Main source of antibodies, antitoxins, precipitins and agglutinins. It is 
certain that in chronic infective diseases these cells most abundantly react 
and proliferate (e.g. the giant cells and histiocytes of tuberculosis and syphilis). 
Some hitherto unexplainable examples of splenomegaly (reticulo-endotheliosis 
of the spleen) may come into this category. 

2. Tue SPLEEN as A BLoop ReEsrervoir.—The contractility of the spleen 
bas long been recognised, but its significance was not appreciated. It enables 
an extra supply of blood to be suddenly withdrawn from the organ and 
poured into the general circulation in bodily emergencies—hsmorrhage, 
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exercise, emotion. Study of this function involved an inquiry as to how blood 
is stored in the spleen, and this not only emphasised the peculiar vascular 
arrangements and structures of the organ but also explained, in part at least, 
some well-known pathological changes in enlargement of the spleen which 
previously were puzzling. 

No hypothesis of the mechanism of the splenic circulation fits the facts 
so well as the “ two-way ” blood flow through the organ suggested in Fig. 19. 
Taking this view, blood normally flows through the splenic artery, arterioles 
and blood sinuses, to return at once through the veins. Some blood is, 
however, deflected in order to be stored in the spongy pulp among the reticulo- 
endothelial cells, and ready to be restored at once to the venous outflow on 
contraction of the spleen. Blood reaches the pulp through the walls of the 
“ ellipsoids,” and a short description of these structures, which are peculiar 
to the spleen, is essential. 

Ellipsoids are thickenings of reticulo-endothelial tissue surrounding the 
terminations of the fine “‘ penicillar”’ arterioles. They act potentially as 
valves, and through channels in their loosely formed walls blood-cells reach 
the pulp. It is at or about the ellipsoids that perivascular hsmorrhages, 
with their peculiar end-result referred to subsequently, occur 80 commonly in 
many forms of splenomegaly. 

It is evident, judging from clinical results in purpura hemorrhagica (p.810), 
that the spleen must have some important influence on blood-platelet forma- 
tion or destruction, but the mechanism is not understood. 

Another fact concerning the spleen, difficult to explain but well recognised 
clinically, is the apparent resistance of the splenic tissues to tumour growth. 


A. DISEASES OF THE SPLEEN 


ABNORMALITIES OF THE SPLEEN 


The spleen may be completely absent, or may take the form of small 
spleniculi (syn. splenunculi, accessory spleens) scattered throughout the 
upper abdomen. A few small accessory spleens, in close proximity to an 
otherwise normal spleen, are quite common, and share in all pathological 
processes of the main organ. 

Congenital lobulation is occasionally found, and emphasises the essential 
lobular structure. Normally only the characteristic notch or notches on the 
anterior border persist as evidence of this fact. 


FLOATING SPLEEN 


Synonyms.—Wandering Spleen; Movable Spleen; Dislocation of the 
Spleen. 

fEtiology.—This condition occurs almost exclusively in females, and may 
either form part of a general visceroptosis or follow enlargement of the organ 
from disease. Trauma may bea direct etiological factor, especially when the 
apleen is enlarged, and dislocation may occur quite suddenly. The question 
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of whether supporting ligaments are torn or only stretched has been much 
disputed. 

Pathology.—A floating or dislocated spleen has been found in almost 
every part of the abdomen, even in the pelvis. Perisplenitis generally 
supervenes, and the organ becomes fixed in position. If diseased, the organ 
may continue to enlarge in its new location. 

Symptoms.—Apart from those caused by complications, the symptoms 
sae be very indefinite, and consist chiefly of localised pain from perisplenitis, 
and the effects of pressure on adjacent organs or on the intestine. 

Certain complications may arise. Prior to fixation, acute twisting of the 
pedicle may lead to abdominal symptoms resembling those following twisting 
of the pedicle of an ovarian cyst. Slower torsion of the pedicle leads to simple 
atrophy, without symptoms. A number of other rare abdominal complica- 
tions, due to traction on abdominal viscera, have been described. 

Diagnosis.—This depends on the discovery by abdominal aera 
that the spleen is absent from its normal position (although clinical proof of 
this is difficult), and of the presence of a tumour. Diagnosis may be easy if 
the characteristic shape and notches can be felt through a lax abdominal 
wall. If, however, the organ is fixed, carcinoma may be closely simulated. 
Examination under an anesthetic may afford help, but often a correct 
diagnosis is only made by laparotomy. 

Treatment.—Splenectomy is to be recommended in the majority of 
cases. 


INFARCTION OF THE SPLEEN 


Infarction of the spleen may be aseptic or septic. Total aseptic infarction 
is probably commoner than is supposed, especially in cardiac disease. It 
does not give rise to symptoms, and may be found accidentally at necropsy. 
Total septic infarction is very rare, but may lead to abscess formation. Partial 
infarction or multiple infarctions, both aseptic and septic, are common in a 
great variety of diseases. Apart from local treatment for pain, they generally 
require little attention, unless abscess supervenes. 


ABSCESS OF THE SPLEEN 


This may be single, but is more often multiple and the sequel to multiple 
septic infarctions. It occurs in typhoid fever, phlebitis, erysipelas and other 
infective conditions, and is dangerous because it so often escapes detection 
until rupture and peritonitis ensue. The diagnostic signs—which, however, 
are not confined to this disease—are sudden pain, tenderness and acute 
perisplenitis with an audible friction rub. 


RUPTURE OF THE SPLEEN 


fEtiology.—Rupture of the spleen may occur in a healthy individual as 
the result of injury, but is more common when the organ is enlarged and 
diseased. The first is chiefly of interest to surgeons. The second (sometimes 
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called “ spontaneous rupture”) is of much importance to the physician and 
also in medico-legal work. Spontaneous rupture may take place in acute 
infective diseases (e.g. typhoid fever), in chronic infections (e.g. malaria), in 
leuksemia, and in other varieties of splenomegaly. In all of these the splenic 
capsule is altered by inflammation, by distension, by disease, or by a combina- 
tion of these conditions. When a spleen has undergone great and rapid 
enlargement from any cause the danger is particularly severe, and too robust 
clinical examination of a Jeukemic spleen has resulted in rupture of the thin 
and stretched capsule. Trauma, to cause rupture of an acutely enlarged 
spleen, may in fact be so slight as to escape notice, and may be very indirect 
in its application. 

Pathology.—The rupture may occur in any part of the organ, and the 
tears may be longitudinal or transverse, single or multiple. As a rule, both 
the capsule and splenic tissues are torn, but “‘ delayed rupture ” may ensue 
when the splenic tissues are only bruised, and a collection of blood finally 
bursts through the capsule. 

Symptoms and Diagnosis.—In most cases the patient experiences 
sudden violent pain in the region of the spleen, followed almost immediately 
by dizziness and collapse. The clinical picture is soon simply that of a severe 
internal hemorrhage, and if the patient 1s unconscious an accurate diagnosis 
may be impossible in the absence of a previous medical history. 

Prognosis.—This is improving with the advances in emergency surgery, 
put is still very serious, especially in conditions of actual splenic disease. 

Treatment.—This is surgical. 


SEPTIC SPLEEN 


Synonym.—<Acute Splenic Tumour. 

This condition is an accompaniment of a great variety of infective diseases, 
and the recognition of splenic enlargement may be important in the general 
diagnostic picture (e.g. typhoid fever, infective endocarditis, abortus fever). 
Pathologists divide septic spleens into two types—the “red ” spleen, most 
characteristically seen in typhoid fever; and the “grey” spleen, common in 
pneumonia, infective endocarditis, and in most septic conditions. 

In the recognition of slight splenic enlargement, percussion is difficult and 
far less trustworthy than palpation of the tip of Le organ below the ribs. 
It should be remembered that the spleen may be felt in various situations 
below the left costal margin, sometimes nearer the xiphisternum and some- 
times in the extreme flank. Palpation is easier in an individual with a broad 
chest and wide costal angle than in the opposite type. 


CHRONIC VENOUS CONGESTION OF THE SPLEEN 


This occurs in congestive heart failure, but is of no clinical significance, and 
the spleen is seldom obviously enlarged during life. In portal hepatic cirrhosis, 
enlargement may be very considerable and form a real splenomegaly. It is 
tempting to suggest that the enlargement is due simply to back-pressure and 
congestion of the portal venous system, but all attempts to bring about chronic 
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splenic enlargement experimentally in this manner have been a signal failure. 
The considerable splenomegaly noted in some cases of hepatic cirrhosis must 
therefore be due to some unknown factor or factors. 


CYSTS OF THE SPLEEN 


Three varieties of cysts of the spleen have been described, namely, dermoid, 
echinococcus (hydatid) and serous or hemorrhagic. All are uncommon. 
Serous or hemorrhagic cysts will alone be dealt with. 

fEtiology.—It has been claimed that this variety of cyst is congenital, 
and also that it may follow injury. The exact facts, however, are unknown, 
but when once formed they continue to grow slowly and indefinitely. 

Pathology.—Serous or hemorrhagic cysts may be single or multiple. 
They contain a mixture of fluid and light chocolate-coloured debris, with 
abundant cholesterol crystals producing a distinct sheen. Perisplenitis is 
common, but rupture is rare. A cyst may be deep within the splenic tissues, 
or may project backwards. ; 

Symptoms.—The cysts may be large enough to bring about splenomegaly. 
If they project backwards, a thinned-out but apparently normal anterior 
margin, with the characteristic notches, may be felt through the abdominal 
wall and simulate other forms of splenomegaly. 

The only pathognomonic sign is fluctuation, but even when this is detected 
the diagnosis from congenital cystic kidney may require to be made. Repeated 
attacks of acute perisplenitis are a noteworthy feature. 

Treatment.—Splenectomy should be performed as early as possible, 
before dense perisplenitic adhesions have formed. 


PERISPLENITIS 


Perisplenitis, or inflammation of the splenic capsule, is mentioned in 
connection with a great many acute and chronic diseases, and is of considerable 
clinical importance. When acute, there is generally associated pain. Peri- 
splenitis may be detected either by manual palpation or frequently only by 
the aid of the stethoscope over the tender area. It may, when acute, as already 
indicated, be of real diagnostic importance, while in the chronic stages it 
may present a serious problem to the surgeon and hinder or prevent successful 
splenectomy. Dense perisplenitic adhesions between the upper pole of the 
spleen and the vault of the diaphragm are the gravest danger in the technique 
of splenic surgery. Perisplenitis over the anterior surface of the spleen, even 
when of long duration, seldom gives rise to adhesions, and may show the same 

‘ sugar-iced ” appearance as in Pick’s disease. 


CHRONIC ENLARGEMENT OF THE SPLEEN 


Synonym.—Splenomegaly. 
Chronic splenic enlargement may be simulated by: (1) Tumours, en- 
largements and displacements of the left kidney. (2) A greatly enlarged 
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left lobe of the liver. (3) A rolled-up carcinomatous or tuberculous omentum. 
(4) Carcinoma of the splenic flexure of the colon. (5) Carcinoma of the body 
of the stomach. If these can be excluded, then a mass felt in the left upper 
abdomen is almost certainly an enlarged spleen. 

In this section only the chronic enlargements of the spleen not dealt with 
elsewhere will be considered. Splenomegaly is a feature of many diseases, 
both in the tropics and in temperate climates. Mention may be made of a 
few examples—malaria, kala-azar, schistosomiasis (including Egyptian 
splenomegaly), anemias, leukemias, tuberculosis, syphilis and Hodgkin’s 
disease. 

The composite structure of the spleen in relation to the pathology of many 
of the above diseases is discussed elsewhere. 

In most splenic enlargements, as chronicity increases, changes occur in 
the trabeculs and reticulum, which become thickened, and the whole spleen 
becomes dense and fibrous. 

Changes in the vascular system are common in splenomegaly, and are of 
such peculiar type as to require description. 

Vascular changes in splenomegaly.—These are of two main types : 

1. Thrombosis, often followed by tunnelling of the organised thrombus 
so as partially to restore the circulation of the main splenic vein or even of 
the portal vein. This thrombo-phlebitic lesion, to which particular attention 
was drawn by Warthin, is found at necropsy in a number of patients who have 
suffered from long-standing splenomegaly. The splenic enlargement may be 
enormous ; hepatic cirrhosis and ascites are common in the late stages; and 
clinically it is impossible to separate this type of splenoinegaly from that 
shortly to be described as “ splenic anemia.”’ The exact cause and signifi- 
cance of ‘ thrombo-phlebitic splenomegaly ”’ are not understood, but the 
condition may be simply a complication of the more ordinary type of 
splenic anemia. 

2. “ Fibro-siderotic nodules,” due to organisation of perivascular 
hemorrhages in the neighbourhood of the ellipsoids. This lesion, which 
appears to be entirely non-specific, may be present or absent in almost any 
form of splenic enlargement. It is often particularly well seen in chronic 
“splenic ansmia,” but may be found abundantly in the spleen removed 
from a child suffering from acholuric jaundice. In a cut section of the spleen 
the nodules present a striking appearance as small firm yellowish-brown 
nodules, standing out from the surface, and aptly compared to “ flakes of 
tobacco-leaf.”’ Originally described by Stengel, they have recently attracted 
much attention under the name “ Gandy-Gamna bodies.” It was claimed 
that they were evidence of a streptothrix infection invading the spleen and 
the cause of the splenomegaly, but this view is now given up. How they arise 
is uncertain, but they are readily recognised to be the result of organisation 
of a hemorrhage round a small arteriole, and consist of fibroblasts, crystals 
of iron phosphate, and phagocytic cells containing abundant golden-yellow 
heemosiderin. 


SPLENIC ANAEMIA 


Synonym.—Hepato-lienal Fibrosis. Old synonyms: Banti’s disease 
Banti’s syndrome. 
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Splenic aneemia is the most common, and also the most difficult, form of 
chronic splenomegaly met with in this country. There has been much 
trouble with nomenclature, much difficulty in interpreting the splenic 
histology, and much discussion as to whether we are dealing merely with a 
clinical syndrome or a true pathological entity. Originally described as 
‘‘ aneemia splenica ” (1866), and as “ splenic pseudo-leukemia ” in the days 
before the pathology of the leukemias was understood, the name “ splenic 
anemia’? was again brought into clinical use by Osler (1902). Confusion 
has always been rife over the relations of the disease first described by Banti 
in 1883, and amplified in subsequent descriptions by him up to 1910. It may 
be said at once that the clinical phenomena in splenic anemia and Banti’s 
disease are identical in all respects. Argument has centred round the problem 
of Banti’s somewhat varied description of the pathology of the spleen in his 
cases, and whether the changes described by him are peculiar and diagnostic 
of a distinct pathological entity, rarely if ever found elsewhere. The matter 
is now of no clinical importance unless or until a definite xtiological cause for 
this common type of splenomegaly is discovered, but to avoid confusion it 
would be better if the term ‘“‘ Banti’s disease’’ were omitted altogether from 
clinical use, and the older term “splenic anemia” retained. The synonym 
“* hepato-lienal fibrosis ” is an attempt to indicate the main gross pathological 
changes characteristic of this syndrome or disease. 

Definition. — A chronic disease or syndrome characterised by 
splenomegaly, moderate anemia of the hypochromic type with low colour- 
index, leucopenia, and a tendency to hemorrhage, especially from the 
stomach. The terminal stage is associated with hepatic cirrhosis, jaundice 
and ascites. 

fEtiology.—This is unknown. It is usually stated that the splenic 
changes appear first, and the hepatic fibrosis subsequently. Heredity plays 
no part. The condition is generally held to be more common in males than 
females, but in a personal series of 45 cases, 22 were males and 23 females. 
It is a very chronic disease, probably never recognised at its outset, but the 
first symptoms often appear (25 out of 45 cases) before the age of 30 years. 

Pathology.—The characteristic histological changes in the spleen may 
be briefly summed up as peri-arterial hemorrhages (some of which may 
develop into fibro-siderotic nodules); dilatation of the blood sinuses ; 
proliferation of histiocytic (reticulo-endothelial) cells around the sinuses and 
in the pulp; and generalised fibrosis of the trabecule and reticulum. The 
Malpighian bodies also share in the fibrosis. The liver changes vary greatly 
in degree; the earlier changes are little known, but the later stages differ 
in no way from those of ordinary hepatic cirrhosis. There are no other 
primary pathological changes of importance. 

Symptoms.—Splenomegaly is essential, but its degree varies. The average 
weight in a series of cases was about 900 g., though the weight may be 
as much as 3000 g. The spleen feels smooth, firm and uniform. 
Moderate anwmia is the rule, unless the case is complicated by recent 
hemorrhage. An average red cell count is perhaps 2 to 3 millions per c.mm. or 
more ; hemoglobin 30 to 50 per cent., and the colour-index always below unity. 
The leucocytes are diminished, being seldom over 5000 per c.mm., and 3 
common average count is 2 to 3000 perc.mm. There are no characteristic 
features in stained films. 
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Hemorrhage from the stomach (derived especially from large veins 
passing in the gastro-splenic omentum “ vasa brevia ” or occasionally from 
cesophageal veins in the late stages of the disease) occurs in a large percentage 
of cases, and may be copious and repeated. More rarely, intestinal bleeding 
occurs, or the skin may show purpura simplex. The ls is generally light 
yellow in tint, but brownish pigmentation is not uncommon. 

The terminal stage of the disease is identical with that of ordinary hepatic 
cirrhosis, with signs of portal obstruction, ascites and jaundice. 

Course.—This is sheaic the duration varying from several to many 
years, and in the majority from 5 to 12 years. 

Diagnosis.—The diagnosis is made merely by a process of exclusion 
after considering all other forms of chronic splenomegaly. The spleen is 
larger than in most cases of ordinary hepatic cirrhosis. The association of 
anzemia and leucopenia is important. 

Prognosis.—This is invariably bad, but greatly depends on the onset 
of complications, such as hemorrhage, hepatic cirrhosis, ascites and possibly 
thrombosis of the splenic or portal vein. Most patients die from hemorrhage 
or hepatic insufficiency, but a few simply from asthenia. 

Treatment.—This remains unsatisfactory, since the etiology is unknown. 
The constant hypochromic anemia has received insufficient attention in 
the past, and in the absence of actual hemorrhage it is generally possible 
by intensive iron therapy to raise the hemoglobin percentage considerably, 
with great improvement to health. After severe hematemesis blood trans- 
fusion may be required. 

Apart from this general treatment, splenectomy has been the chief 
therapeutic measure recommended, based on the view that the changes in 
the spleen, whatever their origin, occur first and later influence changes 
in the liver. This hypothesis is by no means universally held, and some 
maintain that the course of this chronic disease is unaltered by splenectomy 
at any stage. It is certainly true that splenectomy does not prevent the 
occurrence of severe and even fatal hematemesis, which has been met with 
several years afterwards. On the other hand, striking improvement has 
been obtained even in late and unpromising cases with ascites. It is clear, 
moreover, that some of the failures of splenectomy must now be set down 
to errors in diagnosis, since the differentiation of diseases such as leuco- 
erythroblastic anemia (p. 783) is comparatively recent. On the whole, 
while opinion remains divided through lack of positive knowledge, both of 
etiology and progress, splenectomy should be reserved for cases in which 
reasonable health is not being maintained in spite of active treatment of 
the anemia. Enormous splenomegaly or repeated attacks of perisplenitis 
are other indications for surgery. If splenectomy be decided upon, the 
blood platelet count should be carefully watched (as in every operation of 
Pee) and, if the count is high, the operation should be deferred. 

rise in the platelet count occurs after splenectomy, and if figures of 750,000 
or more per c.mm. are reached, there is some danger of widespread and even 
fatal thrombosis in abdominal veins or elsewhere. 

The alternative to splenectomy is X-ray treatment applied over the 
spleen, which may reduce the size of the organ, but does not influence the 
course of the disease. 
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TUBERCULOSIS OF THE SPLEEN 


Although the spleen shows tubercles in almost, every fatal case of tuber- 
culosis, localised infection leading to chronic splenomegaly is rare. This 
does occur, however, and the splenic enlargement, which may be consider- 
able, presents a difficult problem in diagnosis. The true pathology is seldom 
suspected, unless active tuberculosis is known to exist in other organs. 
In such circumstances, however, an amyloid spleen might first be suspected. 
The treatment must obviously vary in relation to the presence and course 
of tuberculosis elsewhere, but massive tuberculosis of the spleen should be 
regarded as dangerous and splenectomy is indicated. 


TUMOURS OF THE SPLEEN 


Simple tumours are very rare, but fibromas, hemangiomas and lymphan- 
giomas have been noted. 

Sarcoma is the only primary malignant tumour. Primary carcinoma of 
the spleen, because of the absence of epithelial tissue, cannot exist, and the 
rarity even of secondary carcinoma has been commented upon. 

Sarcoma is of two types—one diffuse and the other arising in, and 
producing great enlargement of, the Malpighian bodies. There may be 
great difficulty in deciding whether true tumour growth exists, or merely 
excessive proliferation of reticulo-endothelial cells. Secondary nodules in 
lymphatic glands may afford the only proof. Diagnosis is impossible without 
laparotomy. Splenectomy should be carried out, and cases of permanent 
cure are on record. 


B. DISEASES OF THE RETICULO-ENDOTHELIAL 
SYSTEM 


The position of the cells of the reticulo-endothelial system within the bod 
and the main functions attributed to them have already been discussed. 
Some confusion often arises because different terms are applied to the cells 
of this system, and it may be well to mention that monocytes, histiocytes, 
macrophages, endothelial cells and large mononuclear cells may all belong to 
this group, the cells being derived from reticular cells and from endothelium. 

The following diseases, not described elsewhere and associated with 
hypertrophy of this system of cells, are recognised : 


MONOCYTIC LEUKAMIA 


A variety of acute leukemia only recently identified, and not easy to 
separate from the acute myeloblastic type (see p. 802). 


27 


834 DISEASES OF THE SPLEEN 


HYPERCHOLESTEROLAMIC SPLENOMEGALY 
IN DIABETES MELLITUS 


This is a rare condition, arising in conjunction with lipemia in the blood. 
The enlarged spleen is filled with foamy cells containing lipoid, which, however, 
may not show double refraction to light when viewed through crossed Nicol’s 
prisms, as does ordinary cholesterol-ester. For this reason, confusion with 
Gaucher’s disease may easily arise. Chemical analysis, however, proves the 
presence in the tissue of a great excess of cholesterol. These cases clinically 
often exhibit xanthomatosis of the skin, and some have shown the interesting 
complication of hepatic cirrhosis and jaundice. 


XANTHOMATOSIS. (See p. 1463.) 
SARCOIDOSIS. (See p. 1467.) 


GAUCHER’S DISEASE 


Definition.—An uncommon chronic disease, arising in early life and 
first characterised clinically by progressive splenic enlargement; hepatic 
enlargement soon follows the splenomegaly; and, finally, the two organs are 
enormous. The condition is due to a peculiar type of reticulo-endothelial 
hyperplasia, in which the cells (in spleen, liver, bone-marrow and elsewhere) 
are filled with a lipoid substance named kerasin. 

AEtiology.—This is unknown, but it is possible that the condition is due to 
an inborn error of metabolism. The disease begins very insidiously in early 
life. Most cases are recognised before 10 years of age, but in a few, only in 
adult life. In a well-known published series, females outnumber males as 
much as 7 to 1. The Jewish race exhibits a special proclivity to this disease, 
but it is found in other races. Familial incidence is important, as affording 
some evidence of an inherited abnormality. As many as four children in a 
single generation of one family have suffered from the disease. 

Pathology.—The reticulo-endothelial cells, wherever they occur, become 
enormously distended with ‘‘ kerasin,” which is not doubly refractive to light. 
In paraffin sections the large foamy cells are very characteristic. The spleen, 
and later the liver, are grossly enlarged and smooth, and large collections of 
the cells in the bone-marrow may ultimately lead to spontaneous fractures. 
(See p. 1392). 

Symptoms.—Slowly progressing splenic enlargement is the first and 
cardinal ee The enlargement soon forms a distinct bulge on the left side 
of the abdomen, and ultimately is enormous. This is followed later by 
enlargement of the liver. Ultimately the two organs may be so enormous 
as to appear to fill the whole abdomen. The lymph glands are never enlarged. 
The eyes show a phenomenon which is so constant as to be almost pathog- 
nomonic : a brownish-yellow wedge-shaped thickening, or pinguevula, appears 
first on the nasal, and later on the temporal, side of each eye. The skin of 
the face, neck, forearms and hands frequently shows a peculiar brownish- 
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yellow solid pigmentation, or mottling, which may also be seen over both 
legs and ankles. The pigment does not appear to be hemosiderin. Hemor- 
rhage from mucous membranes (epistaxis, bleeding from the gums) is common, 
but never severe. Small hemorhages and hemorrhagic pimples are frequent 
in the skin, particularly in areas liable toslight trauma. There are no character- 
istic changes in the blood, and anemia is absent except in the very late 
stages. Apart from the inconvenience due to the enormous abdominal 
distension, the patients may complain little, and the mental faculties are 
unimpaired. 

ourse and Termination.—The disease is very chronic, but exhibits a 
slow and progressive advance. Cases are on record of over 40 years’ duration, 
and of 20 years after splenectomy in adult life. Death often ensues from some 
intercurrent disease. 

Diagnosis.—The familial history; early onset; great and progressive 
splenomegaly ; hepatic enlargement; changes in the eyes; pigmentation ; 
and great chronicity—these constituting an almost characteristic and un- 
mistakable picture. Von Gierke’s disease (Glycogen disease) (p. 692) is 
distinguished by the great hepatic enlargement, together with an absence of 
splenomegaly. 

Treatment.—Splenectomy is to be recommended, in childhood if possible. 
Even if cure cannot be promised, the patient is relieved from the enormous 
subsequent abdominal distension. 


NIEMANN-PICK’S DISEASE 


Synonym.—Pick-Niemann’s Disease. 

Definition.—A rare more or less generalised disease of the reticulo-endo- 
thelial system, confined to infancy or very early childhood and rapidly 
fatal. First described by Niemann (1914) and Pick (1924), the affected cells 
are filled with a peculiar complex lipoid. At least 50 per cent. of the patients 
are of Jewish stock, and although a review of most of the recorded cases 
shows that there is some familial tendency, this is not very striking. 

Pathology.—Reticulo-endothelial cells, wherever they occur, are filled 
with a complex lipoid mainly composed of phosphatides. The liver, 
spleen and to a less extent the lymph glands are in consequence enlarged. 
Histological examination also reveals the presence of many foamy cells 
containing the lipoid in the bone-marrow and elsewhere. The blood picture 
is normal. 

Symptoms.—The disease begins in the first year, the infant does not 
thrive, and the exposed skin shows a brownish pigmentation. A mongoloid 
facies is occasionally noticed. The liver and spleen rapidly enlarge, and 
may soon almost fill the distended abdomen. Groups of lymphatic glands 
are also swollen. 

Diagnosis.—Confusion may arise with: (1) Waren Tay-Sachs’ Disease 
(Amaurotic Family Idiocy), a disease of infants, strongly familial, almost 
always affecting the Jewish race, and due to a lipoid degeneration of cells 
of the central nervous system. In this malady, however, the liver and 
spleen are not enlarged. (2) Gaucher’s Disease. This begins later in child- 
hood and persists into adult life. (3) Von Jaksch’s Anjmia. This is at once 


836 DISEASES OF THE SPLEEN 
differentiated by the bleod picture. (4) Congenital Syphilis with hepatic 


enlargement. 
Prognosis and Treatment.—Death occurs almost invariably within 
two years of birth, and no treatment is possible. 


HAND-SCHULLER-CHRISTIAN’S DISEASE 


Synonyms.—Hand’s Disease ; Schiiller-Christian’s Disease or Syndrome. 

Definition.—This is a rare lipoid disturbance of the reticulo-endothelial 
cells, but it is of greater importance than Niemann-Pick’s disease because 
some sufferers survive to adult life. First descmbed by Hand in 1898, cases 
were also recorded by Schiiller in 1915 and Christian in 1919; in all, over one 
hundred have been reported. 

Etiology.—This is quite unknown. There is no hereditary, family 
or racial tendency, and either sex may be affected. The disease usually 
first shows itself in early childhood, but occasionally somewhat later. Mental 
changes are absent. 

Pathology.—The diagnostic feature is the presence of localised deposits 
of cholesterol-ester in the bones of the skull, most easily recognised in the flat 
bones of the vault but also occurring elsewhere. Other bones of the body are 
rarely involved (see p. 1393). Histologically the lipoid is contained in ‘‘foamy”’ 
cells, and giant cells are numerous. The lesion, in fact, closely resembles 
xanthoma (p. 1468), and the clinical features of the disease under discussion 
are due to the peculiar and characteristic sites of the lipoid deposit. The 
cholesterol content of the blood is often, but by no means invariably, raised. 

Symptoms.—The three outstanding features of the disease are: (1) 
Bony defects of the skull, visible as areas of decreased density in X-ray 
films ; (2) diabetes insipidus, due to localised involvement of the pituitary ; 
and (3) exophthalmos, on one or both sides. 

The clinical signs which usually first attract attention in a child are 
diabetes insipidus or exophthalmos; the former is present in 70 per cent. 
of all cases, the latter not so frequently. When X-ray films are taken defects 
in the skull are invariably visible. 

Diagnosis.—The three points mentioned above are characteristic. The 
changes in the skull, seen by X-rays, are essential ; but the diagnosis may 
still be made when one or even both of the others are absent. Various 
clinical features have been described in individual cases, but none of these 
form an essential part of the syndrome or aid diagnosis. 

Prognosis.—This is not good, and one third of the patients die in child- 
hood, The earlier the onset (before 5 years) the worse the outlook. The 
initial acute phase is evidently the danger. If the patient survives this 
and the chronic stage (presenting itself chiefly as diabetes insipidus) is 
reached, he may live for many years. 

Treatment.—X-ray therapy may benefit the local condition in the 
bones of the skull, and should be tried. Dietetic restriction of foods rich in 
cholesterol has been recommended, but is of doubtful value. No treatment 
is known to remove the exophthalmos, but the diabetes insipidus responds 
quite well to the usual therapy for that disease (p. 483). 
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RETICULO-ENDOTHELIOSIS OF THE SPLEEN 


Here may be mentioned a number of cases of chronic splenomegaly, 
often with enormous enlargement, and of unknown etiology. The clinical 
picture resembles splenic anemia, but on histological examination the organ 
exhibits extreme reticulo-endothelial hyperplasia, and frequently giant-cells 
are present. In some cases the liver has been found to be cirrhosed. The 
exact status of this group of cases is still undetermined, but the histological 
changes in the spleen are quite unlike Hodgkin’s disease, or any other type of 
splenomegaly. 


J. W. MoNzs. 


SECTION AII 
DISEASES OF THE LYMPHATIC SYSTEM 


INTRODUCTION 


THE lymphatic system consists of the lymphatic vessels (lymphatics), the 
thoracic duct, the lymph nodes or glands, and multitudes of large or small 
collections of raphe cells scattered throughout almost every organ and 
tissue of the body. Examples of large collections are the tonsils, the Peyer’s 
patches of the intestine, the Malpighian bodies of the spleen, and the thymus 
gland. Small collections are well seen in the liver, the bone-marrow, the 
lungs, the thyroid gland, and in many other situations. 

Our knowledge of the functions of this abundant tissue is still meagre. 
It seems certain that the larger collections of lymphoid tissue, and especially 
the lymph nodes, may be regarded as filters of the blood plasma. How is 
this function carried out? It is now recognised that the lymph nodes are 
not made up merely of lymphocytes and lymph-follicles, but contain both 
lymphoid and reticulo-endothelial tissue. The sinuses of the lymph glands 
are lined by reticulo-endothelium, through which all substances entering the 
glands must pass. The functions of the reticulo-endothelial cells have already 
been discussed (p. 824), and it is this part of the lymph gland which is 
believed to filter out, or store, foreign particles, bacteria, and metabolic 
products. As a result, the gland may often be damaged or diseased. 

A lymph gland is arranged in follicles, and it was long claimed that the 
centre of each follicle, which contains pale and larger cells, is the “‘ germinal 
centre ’’ in which new lymphocytes, large and small, are formed. It is now 
considered more probable (although still unproved) that the large pale 
central cells are essentially reticulo-endothelial in function. 

The purely lymphoid parts of the glands are the source of the lymphocytes, 
but the functions subserved by these cells, in the blood stream and elsewhere, 
are still unknown. 

The thymus gland is also double in structure, the larger cortical part 
being chiefly composed of ordinary lymphoid tissue, while the smaller 
medulla (Hassall’s corpuscles) is epithelial in origin. 


DISEASES OF THE LYMPHATIC VESSELS 
(i) DISEASES OF THE THORACIC DUCT 


Apart from obstruction of the duct, caused by intrinsic or extrinsic tumours 
(usually malignant in nature), and less often by tuberculosis, aneurysm and 
lymphadenoma, lesions in this situation are rare and are very difficult of 
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recognition during life. The results of obstruction are chylous pleural effusion 
and (or) chylous ascites. Since chyliform ascites may occur without obstruc- 
tion to the thoracic duct, as in tuberculous peritonitis, peritoneal carcinoma- 
tosis and even in cirrhosis of the liver, the presence of a milky pleural effusion 
is better evidence of a thoracic duct lesion thanisa milky ascites. But even 
here the diagnosis is by no means certain on this fact alone. Chyluria, with 
chylous cedema of the genitals and lower extremities, if concurring with one 
or both of the above do, however, make diagnosis of obstruction to the 
thoracic duct almost certain. 


(ii) DISEASES OF THE LYMPHATIC VESSELS 


(i) LympHanaitis.—Acute inflammation of the smaller lymphatics is a 
very common infection, and is mainly of surgical significance. When present 
in septicemia, however, its importance lies in the fact that it indicates the 
area of primary septic infection, or that pyemic metastases are threatening 
in the neighbourhood of the inflammation. The appearance is that of reddish 
lines on the skin, running in the long axis of the limb, or of a red blush, here 
or elsewhere, associated with pain, tenderness and slight cedema. Chronic 
lymphangitis 1s usually tuberculous or syphilitic in nature. 

(iu) LympHanaiEectasis.—T his condition is usually the result of obstruction 
of the larger lymph vessels, causing dilatation of the smaller radicles, as by 
carcinoma, scar tissue, etc., or by infiltration of the walls of the vessels by 
tubercle or syphilis. Hlephantiasis is a chronic affection, usually of one or 
both legs, leading to great increase in size of the limb. It may be congenital 
or acquired. In the latter case the condition may be due to infection by 
Filaria sanguinis, which causes lymph stasis and also inflammation of the 
skin and subcutaneous tissues. 


DISEASES OF THE LYMPH NODES 
A. LOCAL 


(i) Acutg Loca, LyMpHADENITIS js generally associated with acute lymph- 
angitis and is due to the same causes—acute septic inflammation of the skin or 
mucous surfaces of the part drained by the lymphatics affected. The lymphatics 
associated with the fauces are those most often involved, for obvious reasons. 
The tender and swollen nodes may suppurate, in which case the inflammation 
spreads, leading to peri-adenitis and involvement of the skin. 

(ii) Coronic Loca LyMPHADENITIS is more often due to tuberculosis 
than to pyogenic infection. 


Curonic TUBERCULOUS LYMPHADENITIS 


Synonym.—Lymph Gland Tuberculosis. 

This manifestation of tuberculosis, when localised, is seen chiefly in 
children. The cervical glands are most commonly affected, but the bronchial 
glands and mesenteric glands are also frequently involved. 
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The cervical glands may be invaded on one or both sides of the neck, and 
by their enlargement may cause much deformity. It should be remembered 
that frequently many more glands are diseased than can be detected by the 
eye or by palpation. The enlarged glands may subside spontaneously under 
conservative treatment, but on the other hand may become adherent and 
matted together. Later, caseation may ensue, the skin becomes involved 
and a sinus results, with discharge of sterile tuberculous pus. Secondary 
pyogenic infection should then be guarded against. Tuberculous glandular 
enlargements are always painless. 

Nowadays attempts to remove masses of non-caseous tuberculous glands 
in the neck are rarely justified, if at all, since other infected lymph nodes 
must be left behind. The best treatment is general and nutritional, as 
advised for other forms of tuberculosis, and an open air life in a sunny coast 
resort is to be strongly recommended. If local caseation occurs and fluctuation 
is clearly detected, surgical excision must be employed, since in this way 
involvement of the skin, sinus formation and an ugly depressed scar may be 
avoided. The site of the surgical scar should be carefully chosen for its 
cosmetic effect, and by skilful retraction of the skin may be placed in some 
suitable fold away from the lesion. 

The treatment of tuberculosis of the bronchial glands and mesenteric 
glands is discussed elsewhere. 

Local tuberculous enlargement of lymph nodes in the axille or groins, 
both in children and adults, is so rare that other diseases should always be 
suspected. 


B. GENERAL 


(i) AcurE GENERALISED LYMPHADENITIS. This occurs in every one of 
the acute infectious diseases, but is particularly frequent, and therefore of 
special diagnostic importance, in German measles, measles, scarlet fever 
and diphtheria. In glandular fever there is generalised lymphadenitis 
associated with mononucleosis. 

(ii) CHRONIC GENERALISED LYMPHADENITIS. This is seen in the secondary 
stage of syphilis, and rarely in tuberculosis. In the latter infection the char- 
acter of the nodal enlargements varies with the histological reaction to the 
bacillus and with the tendency to caseation, which may be well, or ill, marked. 
It is in cases in which caseation is delayed, or absent, that the diagnosis 
from lymphadenoma is sometimes very difficult, or quite impossible, in the 
absence of biopsy. 


C. NEOPLASTIC 


Lymphatic glands are invaded both by carcinoma and sarcoma. In 
carcinoma the involvement is secondary, and the situation and line of spread 
of the enlargement is often of critical importance in the diagnosis of the seat 
of the primary growth. Primary lympho-sarcoma is dealt with separately 
(p. 844), but secondary invasion by sarcoma is not infrequent. 

Enlargement of lymphatic glands, local or general, in Hodgkin’s disease 
and chronic lymphatic leukemia, is discussed elsewhere. 
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HODGKIN’S DISEASE 


Synonym.—Lymphadenoma. 

Definition —A disease characterised by painless, progressive enlarge- 
ment of lymph nodes, usually beginning in one group and spreading to other 
groups, and associated with hyperplasia of lymphoid tissue in the spleen, 
liver and other organs, with ansmia. 

The disease appears definitely to be a specific entity. Its causation is 
unknown. In nosology it is by some placed amongst the microbic infections, 
and by others amongst the neoplasmata ; it has affinities with both of these 
processes. 

ZEtiological Factors.—The disease occasionally follows upon known 
infections—pyogenic, tuberculous or syphilitic—but in these cases it would 
appear to be of the nature of a secondary infection rather than an expression 
of any one of these diseases. It may coexist with tuberculosis. Though it 
may arise at almost any age, the chief incidence is during the first four decades 
of life. Itis about twice as common in males as in females. Though some- 
times seen in two or more members of the same family, there seems to be 
little or no real hereditary tendency. 

Pathology.—The enlarged lymph nodes tend to remain discrete, and the 
capsule of the node is rarely, if ever, infiltrated. The masses are sometimes 
very large and may weigh several pounds. Individual nodes are seen to be 
of a pikishgrey colour, smooth, “leathery” to the feel and, on section, 
show yellowish strands passing in from the capsule, with rather translucent 
whitish tissue between them. Areas of necrosis are unusual. Microscopic 
examination reveals great proliferation of the reticular endothelium, hyper- 
plasia of the lymphoid cells and a mixture of large hyaline cells, plasma cells 
and eosinophil leucocytes. Some of the endothelial cells are very large and 
are multinuclear. These cells have some resemblance to giant cells, but their 
outlines are more regular and their nuclei are superposed and placed in a 
mass near the centre of the cell rather than ranged around the periphery. 
The presence of these large multinuclear endothelial cells, together with 
eosinophil cells, constitutes the most characteristic feature of the lympb- 
adenomatous lesion histologically. 

The spleen is generally enlarged at the time of death, but great enlarge- 
ment, though it does sometimes occur, is unusual. The organ is quite firm, 
preserves its natural contours, and adhesions are often present. The surface 
18 sometimes slightly nodular. On section the well-known “ hardbake ” 
appearance is seen—whitish-grey areas (of lymphadenomatous material) 
embedded in a dark red matrix (of spleen pulp). 

The liver is the organ most often affected next to the spleen. The de- 

osits are found to lie chiefly in the portal canals. There is usually associated 
atty change. 
f other organs and tissues, the lungs, kidneys, bones and intestines are 
those chiefly affected. 

Symptoms.—In the great majority of the cases the first symptom is the 
appearance of aes es lymph nodes in the neck. The first nodes to be 
involved are more often in the posterior than in the anterior triangle. At 
this time the patient is not ill, nor does a full investigation, as a rule, discover 
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signs of disease elsewhere; there is little or no anemia. Other, but less 
common, situations for the initial node swellings are the axillw, the groins, 
the mediastinum and the abdomen. There is usually an interval of some 
months before general symptoms appear, and their onset is usually insidious. 
In some cases, however, the general symptoms advance rapidly. There is 
an acute type of the disease, associated with early generalisation of the node 
involvements, and if the original local lymph node enlargement is overlooked, 
the simulation of some such acute infection as miliary tuberculosis may be 
very close. 

The features of the lymph node swellings are important. They soon 
become visible. They are painless, insensitive, and in the early stages of the 
disease they mobilise easily. To the feel, the nodes are firm and leathery. 
They tend to remain discrete, without involvement of the capsule and there- 
fore without coalescence. The skin is only rarely involved ; and when it is, 
or when, with equal rarity, the nodes undergo caseation or suppuration, this 
is due to secondary infection by pyogenic organisms or by tubercle. After 
a while the enlarged nodes tend to become massive tumours, and certain of 
the above features change—their mobility lessens and the individual nodes 
are difficult to recognise. 

Two sets of symptoms now become added to the initial superficial node 
enlargements—the general symptoms of the disease, and symptoms referable 
to pressure and infiltration of the lymphadenomatous tissue in different parts 
of the body. 

The general symptoms include a sense of lassitude and weakness, shortness 
of breath on exertion, sweating and loss of weight. Pruritus is rather com- 
mon and may be very intractable. The colour of the skin changes to a café- 
au-latt tint, and in some cases a well-marked general pigmentation develops, 
Pyrexiais quite common. The form most often seen is a mild grade of remittent 
pyrexia, similar to that seen in tuberculosis. Not at all infrequently, how- 
ever, the pyrexia assumes an undulant character, and the recognition of this 
type of fever is of great importance in diagnosis. It is not at all uncommonly 
overlooked, especially if morning and evening charts are not kept. Some- 
times the undulant feature is very regular, a wave of pyrexia of some 10 to 
14 days’ duration is followed by an apyrexial period of somewhat shorter 
duration, when the pyrexia! period is repeated, and so on. The symptoms 
wax and wane with the aera not only the general symptoms but, at 
times, symptoms of a focal kind. The writer has seen a case of this sort in 
which acute pulmonary symptoms were present, and the disease was thought 
to be a relapsing broncho-pneumonia. Such pyrexia as is here referred to 
is termed the “ Pel-Ebstein type,” after the two observers who first described 
it. There is a third, and less common, form of pyrexia: the continued type 
somewhat resembling typhoid fever. It occurs in severe and rapidly pro- 
gressive cases. 

The anewmia, though it may be severe, has not, despite tradition to the 
contrary, any special features, nor is the blood picture often helpful in 
diagnosis. The red blood count and the hemoglobin estimate are those of 
a ‘‘ secondary” anemia. The white cells vary much in number and in kind. 
Leucopenia is present in some of the more acute cases, and is occasionally 
a striking accompaniment of the pyrexial phases in a marked Pel-Ebstein 
jever. In the majority of cases, however, the leucocyte count shows a 
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moderate rise (10,000 to 20,000). The absolute eosinophil count quite 
frequently lies above the top figure of the range in health (400), and this 
fact may therefore be of some diagnostic help. 

Focal symptoms, as already stated, are due, in the main, to pressure by 
the lymphadenomatous masses. Mediastinal pressure causes distressing 
dyspnoea, cyanosis and stridor; laryngeal palsy may be bilateral and may 
require tracheotomy—in which case the operation may tax the resources of 
the most experienced surgeon. Enlarged hilum glands and invasion of the 
peri-bronchial tissues produce collapse of lung, pleural effusions (sometimes 
hemorrhagic or chyliform), and bronchiectasis with hemoptysis. Masses in 
the transverse fissure of the liver may cause jaundice and ascites. 

An interesting and not very uncommon complication is a paraplegia due 
to meningeal involvement about the lumbo-sacral region or the cauda equina. 

Diagnosis.—This is from other causes of lymphadenopathy, both local 
and general, such as tubercle, syphilis, the less acute form of glandular fever, 
leukemia and generalised neoplasmata. There are two diseases which 
confuse with Hodgkin’s disease in particular: these are tuberculous adenitis 
and lympho-sarcoma. Especially does the uncommon form of tuberculosis, 
termed ‘‘ endothelial,” cause difficulty. In such circumstances biopsy alone 
may serve to establish the diagnosis. But even then the problems may not 
be solved, because the node removed may not show characteristic changes, 
being as yet inconclusive in its early morbid appearances or being too fibrotic. 
Care must be exercised in the choice of the lymph node to be excised: the 
one most easy to remove is not necessarily the best for diagnostic purposes. 
M. H. Gordon has recently found that an extract of the affected lymph 
nodes causes an encephalitic syndrome in rabbits which he regards as specific. 
This biological test may therefore be used in diagnosis ; its specificity requires 
confirmation. 

Course and Prognosis.—Trousseau’s description of the disease as 
having three stages—the stage of local lymph-node enlargement, the stage of 
general lymphatic enlargement, and the stage of cachexia—holds good for 
the great majority of cases. But cases may be acute throughout, the total 
duration not exceeding three months. In other instances, long periods of 
remission occur, and these, with modern irradiation methods of treatment, 
are much more frequently seen nowadays than formerly. The average 
duration of the disease is perhaps about five years. Patients in whom the 
diagnosis has been well established may be found in moderately good health 
ten years later. But complete arrest must be quite rare if, indeed, it occurs 
at all. Rather rapid “lighting up” in a quiescent case is one of the striking 
features of the disease, and though the condition may be, again and again, 
stabilised by treatment, the level of health after each active phase has 
passed is found to be lower than it was previously. 

Treatment.—Excision of the enlarged nodes, formerly much practised, 
has to-day been almost completely abandoned in favour of irradiation 
methods, using either X-rays or radium for the purpose. Of the two methods, 
X-rays appear more generally useful. It is at present the usual custom to 
use light and frequent doses, irradiating the nodes, the spleen, the mediastinum 
and other parts known to be affected, mapping out the areas to be treated 
and selecting the angles of application with great care.’ ‘These light doses 
may be'given daily over a period of two or three weeks, and repeated after an 
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appropriate interval. A course of arsenic may now be administered, and 
nothing seems better for this purpose than the old-fashioned Fowler’s solu- 
tion (liq. arsenicalis) in an alkaline draught, commencing with min. 3 and 
gradually increasing to min. 10 or min. 15 t.d.s.p.c. General hygienic 
measures should be attended to throughout the treatment. Antigen 
therapy, based upon Gordon’s researches, is on trial. 


LYMPHOSARCOMA 


Definition. —A disease arising in different parts of the lymphatic 
system, locally malignant and invading neighbouring structures ; and later, 
spreading by the lymphatics to give rise to metastases in distant organs. 

ZEtiology.—The incidence of lymphosarcoma is very similar to Hodgkin’s 
disease, but this disease is much less frequent. 

Pathology.—-The commonest site of origin of the disease is in the cervical 
lymph glands, next in the mediastinal glands, and more rarely in the tonsils, 
the ipmeboid tissues of the naso-pharynx, the retro-peritoneal lymph glands 
and the lymphoid tissue of the intestine. In section the affected tissues have 
a homogeneous appearance. Histologically the essential diagnostic point is 
the uniform replacement of the normal structure of the lymph follicles by 
cells which are all alike and which generally closely resemble small lympho- 
cytes. Between the cells is a fine reticulum, well shown only by special 
staining, and absent in ordinary “ round-celled sarcoma.” When the cells 
are uniformly larger, and possibly derived from reticulo-endothelial parts of 
the lymphatic system, a histological diagnosis of endothehoma may be justified, 
but otherwise the disease is identical. 

Many, but not all, tumours arising in the mediastinum are examples of 
oat-celled carcinoma of the lung arising in a bronchus (p. 1219), so that 
mediastinal lymphosarcoma is less common than was formerly supposed. 

In the later stages of the disease distant groups of lymphatic glands may 
be involved, but the spleen is not often enlarged. At necropsy secondary 
growths may be widespread, but are often too small to be recognised except 
by the microscope. 

Symptoms.— When arising in the cervical lymph glands, the enlargement 
is rapid, matting together soon occurs, and local destruction with ulceration 
may ensue. Otherwise, especially if the glands involved are in deeper situa- 
tions, the symptoms are chiefly those of pressure and invasion of neighbouring 
structures. In contradistinction to Hodgkin’s disease, general symptoms are 
few. The patient may appear in good health, and the cachectic state seen in 
the late stages of lymphadenoma is absent. Fever also is much less common. 
The blood picture is usually not distinctive, but in a few cases may suggest 
Bar ae leukeemia. 

iagnosis.—This is principally from Hodgkin’s disease, but other diseases 
of the lymphatic system should also be excluded. Removal of a suitable 
Bar hit gland or portion of tissue is the only rational means of diagnosis. 
urse and Prognosis.—The course is more rapidly fatal than in 
Hodgkin’s disease, but may be greatly influenced by treatment. 
reatment.—Lymphosarcoma is more susceptible to suitable X-ray 
treatment than almost any of the varieties of enlargement of the lymphatio 
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glands, and the localised masses generally disappear with great rapidity. 
Recurrence elsewhere, however, is soon manifest, and most patients die of 
asthenia. No permanent cure can yet be hoped for. 


STATUS LYMPHATICUS 


Synonym.—Lymphatism. 

Under this term are classed, somewhat loosely, a number of cases met 
with in which there is hyperplasia of the lymphatic tissues in the body. 
The note of dramatic significance is given to these cases because, in them, 
sudden death is prone to occur, whether during anwsthetic administration 
or otherwise. 

Since the thymus is found to be enlarged with great constancy in such 
patients, considerable importance attaches to this part of the picture, though 
it is probable that the essential nature of the diseased state is much more 
general, and that such local hyperplasia alone, though it has serious possi- 
bilities, is not responsible for more than a proportion of the fatalities. 

Though the diagnosis of thymic hyperplasia is nowadays greatly assisted 
by X-ray examination of the thorax, by far the majority of instances of lymph- 
atism are only discovered in the post-mortem room. Children who present 
a pallid and flabby facies are by no means necessarily ‘“‘ lymphatic ’’ in the 
sense of the word here used. Nor does the presence of ‘“‘ thymic asthma ”’ 
necessarily denote more than the local lesion of an enlarged thymus. In 
other words, lymphatism always presents thymic hyperplasia as one of its 
features, but demonstration of thymic enlargement, whether before or after 
death, by no means proves the existence of lymphatism. The real nature of 
this latter condition is quite unknown. 


MIKULICZ’S DISEASE 


Definition.—A slowly developing bilateral enlargement of the lachryma 
glands, followed by similar symmetrical enlargement of the salivary glands— 
the parotid, the submaxillary and the sublingual. 

Eticlogy.— This is unknown. The condition occurs only in adult life. 

Pathology.—This disease, described in 1888, is included here rather than 
under conditions affecting the salivary glands because the enlargement 
is due to hyperplasia of the lymphoid tissues, and not of the secretory elements. 
Excised tissue shows changes resembling sarcoma or lymphatic leukemia, 
and the condition has occasionally progressed to true leukemia. 

Symptoms.—The enlargement of the glands is symmetrical, painless and 
slowly progressive. The ultimate deformity may be very great. The only 
symptoms complained of are interference of vision and impaired salivary 
secretion. The general health is unimpaired. 

Diagnosis.—This depends on the clinical features described. Leukemia, 
Hodgkin’s disease, tuberculosis and syphilis, in all of which enlargement of 
the salivary glands may be present, should be excluded. 

Treatment.—Arsenic, potassium iodide and X-ray therapy have all been 
tried, but the disease pursues a very chronic course 

HOorpDER. 
J. W. MoNgg. 


SECTION AIIlI 
DISEASES OF THE CIRCULATORY SYSTEM 


DISEASES OF THE HEART AND PERICARDIUM 
PHYSIOLOGICAL CONSIDERATIONS 


In normal circumstances it is the left ventricle which gives rise to the clinical 
apex-beat, and the apex-beat may then be defined as that part which is 
farthest to the left at which a definite forward thrust is imparted to the 
finger held perpendicularly to the chest. When the right ventricle is much 
enlarged, however, that chamber may displace the left ventricle backwards, 
so that the apex-beat is due to the contraction of the right, instead of the 
left, ventricle. 

The stno-auricular node is a small node of specialised tissue which is 
situated at the junction of the superior vena cava with the right auricle. 
In it are nerve fibres and ganglion cells, which are connected with the vagus 
and sympathetic nerves. The auriculo-ventricular node is a small node of 
specialised tissue which is situated in the septal wall of the right auricle. 
The auriculo-ventricular bundle, or bundle of His, is a bundle of tissue con- 
necting the auricles and ventricles. It arises from the auriculo-ventricular 
node, passes forwards in the interauricular septum, then turns downwards, 
and at the upper margin of the interventricular septum divides into two 
main branches, one of which goes to the right and the other to the left ventricle, 
each eventually terminating in widespread subendothelial arborizations— 
the Purkinje fibres. Nerve-fibres and ganglion cells are present in the auriculo- 
ventricular bundle, and its blood supply is mainly derived from a special 
branch of the right coronary artery. 

The heart muscle possesses certain inherent properties, namely: Rhythmi- 
city, by which is meant the power of generating impulses which can excite 
it to contract rhythmically ; excitability, the power to receive impulses for 
contraction ; contractility, that of contracting in response to impulses or 
stimuli; conductivity, that of conveying waves of excitation or impulses 
from fibre to fibre; and tonus or tonicity, a condition of sustained partial 
contraction, independent of systolic contractions, by virtue of which the 
muscle fibres offer more resistance to stretching during diastole than they 
would owing to their inherent elasticity or other properties alone. 

The function of rhythmicity is more developed in the remains of the 
primitive cardiac tube than in the auricular or ventricular tissue, especially 
in the remains of the sinus venosus. Impulses therefore normally arise at 
the latter site, and there is reason to believe that they begin in the sino- 


auricular node, for which reason the node has been called the “ pace-maker ” 
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of the heart ; the rhythm of the sinus governs that of the remaining segments 
of the organ. The function of conductivity is most developed in the auriculo- 
ventricular node, the bundle, and its branches; and that of contractility in 
the muscle fibres of the auricles and ventricles. 

From the sino-auricular node, the wave of excitation travels to the other 
portions of the heart by means of the function of conductivity. It first 
spreads over the auricles, and auricular systole takes place. It is then con- 
veyed through the auriculo-ventricular node, along the auriculo-ventricular 
bundle, its branches and ultimately the subendothelial arborizations, and is 
so distributed to the ventricles, the latter contracting in response to excitation 
waves received from the auricles. 

The interval separating the commencement of auricular and ventricular 
contraction is of great clinical importance, for it is an index of the time- 
relations of the contraction of the auricles and ventricles, and of the function 
of conductivity of the auriculo-ventricular node and bundle above its division. 
It is called the As—Vs interval. The function of the conductivity of the heart 
may be measured by means of the electro-cardiograph and the clinical 
polygraph. 

But while normally the function of rhythmicity is most developed at the 
sinus part of the auricle it may be so in any other portion of the remains of 
the primitive cardiac tube, in which event the impulses are generated at that 
particular point ; for this reason the different parts of the heart are capable 
of starting independent contractions. They may arise in the auricle; or 
in the auriculo-ventricular node or the bundle above its division; or in the 
ventricle itself, probably in the subendothelial arborizations. 

When the impulses are generated in the sinus part of the auricle, we speak 
of normal or sinus rhythm. When they arise at an abnormal point, 1.e. at 
some site other than the sinus, the abnormal focus is sometimes termed 
ectopic (Lewis) or heterotopic (Hering), and the contraction an ectopic beat. 
The term ectopic rhythin also is sometimes employed. 

When the ventricular contraction is the result of an excitation wave 
which comes from above the division of the auriculo-ventricular bundle, it 
is Sometimes termed supra-ventricular in origin; and when it is due to an 
impulse generated below the division of the bundle, it is sometimes called of 
ventricular origin. 

When the ventricular contraction is supra-ventricular in origin, but the 
manner of conduction of the wave of excitation along the normal channels 
is abnormal, the ventricular beat is sometimes called aberrant. 

In what is termed aurtculo-ventricular nodal rhythm, the impulses arise 
in the auriculo-ventricular node, and travels upwards into the auricles and 
downwards into the ventricles, giving rise to a simultaneous contraction of 
both auricles and ventricles. 

When the ventricles beat independently of the auricles, the independent 
rhythm of the ventricles is called “ idio-ventricular”’ rhythm. It is found 
only in association with auriculo-ventricular block. 

Throughout systole the heart muscle is absolutely refractory and so does 
not respond to a stimulus, whatever its strength. Immediately after systole 
the muscle is relatively refractory, during which it may respond to a stronger 
stimulus but not to a weaker one. When stimulated, the cardiac muscle either 
does not contract at all, or it does so to the fullest possible extent at the 
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time, whether the stimulus be weak or strong ; it is a case of “ all or none.” 
The longer the time that has elapsed since the previous contraction, the 
weaker is the stimulus required to bring about a further contraction. Further, 
the greater the degree of excitability of the muscle-fibres, the weaker is the 
stimulus required, and the earlier in the refractory period will the heart 
contract. e amount of contraction does not depend upon the strength of 
the stimulus employed, but varies according to the time at which the stimuli 
are applied. When & contraction occurs early in diastole, the contraction in 
the succeeding cardiac cycle is weaker than that preceding it. Within 
certain limits, the degree of contractility depends upon the length of the 
preceding diastole ; the greater the period of rest, the more perfect and full 
is the recovery. It can, therefore, be readily understood that the greater 
the heart-rate the greater is the possibility of cardiac failure. Similar laws 
apply to each of the other special functions of the heart muscle. In the case 
of conductivity, for example ; when conduction occurs, this function has been 
exercised to the fullest extent possible at the time of stimulation. The 
refractory period follows immediately after the conduction of a stimulus, 
and during this brief period the muscle-fibres cannot again conduct a stimulus, 
conductivity being completely exhausted. Restoration, however, quickly 
commences, and ultimately the function is restored. The extent of the 
relaxation between the contractions depends upon the degree of tone present, 
and upon the rate of the heart-beat. With a slower rate there is, of course, 
more time for full relaxation. There should be a sufficient period of rest after 
each function has been exercised. Within certain limits, the greater the 
gi i of rest the more perfect and full is the recovery of each special function. 
n heart failure one or more of the five fundamental functions of the fibres 
of the heart muscles are at fault, and, if this occur to two or more simul- 
taneously, the different functions are not necessarily equally affected. From 
what has been said, the value of rest in heart failure can be readily understood. 

The pulsus alternans is probably an indication of depressed contractility 
of the heart. When conductivity of the heart is impaired, there is some 
degree of heart-block. A lowered state of tonicity results in dilatation of the 
heart and it may be of the auriculo-ventricular orifices. 

The heart has the power of rhythmically contracting and dilating, due to 
an inherent power possessed by the cardiac musculature, independent of any 
extrinsic nervous influence. Nevertheless, the activity of the various functions 
of the muscle-fibres is under nervous control. Both the inhibitory fibres of 
the vagus and the accelerator fibres of the sympathetic are normally in 6 
state of tonic activity, and the cardiac centres are in a state of continuous 
slight excitation. 

TE Carpiac Croiz.—Stated briefly, in the cardiac cycle there occur in 
rapid succession auricular systole, ventricular systole and ventricular diastole. 
There are three phases in the systole of the ventricles, namely: (a) The 
period during which all four valves are closed ; this is called the pre-saphygmic 
period. (6) The period during which the semilunar valves are open ; this is 
called the sphygmic or pulse-period. (c) The period between the closure of 
the semilunar valves and the opening of the auriculo-ventricular valves ; 
this is called the post-sphygmic pape It should be noted that the sphygmic 
or pulse-period in a tracing of the cardiac apex, carotid pulse or radial pulse, 
does not refer to the actual time of occurrence of ventricular systole, but 
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to a period in the tracing; and, on account of the distance from the heart, 
the sphygmic or pulse-period will necessarily be later in a radial tracing 
than the same period in a tracing taken at the cardiac apex or over the 
carotid. The periods of time which elapse between the apex-beat and the 
carotid pulse, and between the carotid and radial pulses, have each been 
found to be ,},th of a second ; the pulse-period, therefore, in a radial tracing 
commences about ,/,th of a second behind the same period in a tracing of the 
carotid, and about ith of a second behind that in a cardiogram. 

Assuming that in normal health the human heart beats about 72 times 
per minute, each cardiac cycle, therefore, is completed in about ,%,ths of a 
second, this time being divided up in the following manner: systole of 
auricle, ;,th of a second ; systole of ventricle, ,5,ths of a second ; diastole, 
yoths of asecond. The most stable part of the cardiac cycle is the ventricular 
systole, and the most variable is the diastole. The rate of the heart-beat 
mainly depends upon the duration of the diastole. When the heart beats 
unusually quickly, the duration of the diastole is shortened by a greater 
degree ee that of the systole; in other words, when the period of the 
cardiac cycle decreases it is the long pause which is particularly shortened. 


THE CLINICAL POLYGRAPH 


The clinical polygraph was the instrument employed by Mackenzie in 
his epoch-making researches on irregular action of the heart and the results 
of the administration of the digitalis group of drugs in those suffering from 
oardiac affections. 

By means of this instrument the movements of both auricles and ventricles 
can be recorded graphically, the time-relations of the contractions studied, 
and the function of conductivity of the auriculo-ventricular bundle above 
its division measured. It is possible to identify sinus arrhythmia, the various 
types of extrasystoles, the various degrees of auriculo-ventricular heart-block, 
the pulsus alternans, auricular fibrillation, and a proportion of cases of 
auricular flutter. At the present time, however, the clinical polygraph has 
largely been superseded by the electrocardiograph in clinical practice, since 
the latter gives practically all the information to be obtained by the poly- 
graph, its findings are more accurate, and it provides additional information 
(see p. 999.) 

Clinical electrocardiography is dealt with at the end of the Section. 

By means of the clinical poyerere it 1s possible to abtain tracings of any 
two of the following: The radial or brachial pulse, the apex-beat, the carotid 
pulse, the jugular pulse, the liver pulsation, and the respiratory movements. 
A time-marker registers ;th of a second on the recording surface. For clinical 
purposes, it is usual to take simultaneous records of the radial or brachial 
pulse, and of the pulsation of the jugular vein at the root of the neck. A 
tracing of the radial pulse is called a sphygmogram or arteriogram, and a 
tracing of the venous pulse is called a ‘ ebogram. 

Tue PuypzsocraM.—TIn a normal phlebogram, in each cardiac oycle, three 
main elevations, separated by three depressions, are to be observed (Fig. 20). 
The three waves are called the a, c and » waves respectively. The a wave 
is due to the auricular systole. The c wave is probably due to the impulse 
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of the carotid artery, but a similar wave occurs in intra-auricular pressure 
curves and, therefore, the c wave may be partly venous. The v wave is due 
to stasis; during ventricular systole the pressure in the right auricle and 
jugular vein rises steadily, falling suddenly with the opening of the auriculo- 
ventricular valves, and this sudden fall of pressure marks the summit of the 
v wave. Occasionally a fourth wave, the 4 or 6 wave, occurs in diastole 





ia. 20 —Simultaneous tracings of the jugular and radial pulses, showing the normal 
form of venous pulse. Note that the a-c interval is {th second, and that the 
summit of the v wave coincides with the dicrotic notch of the radial pulse. 


between the v wave and the a wave of the next cycle (Fig. 21). The waves of 
the jugular curve are identified by their time-relations to points on the radial 
pulse. The commencement of the c wave occurs ,\,th second before the 
main radial upstroke, and the summit of the v wave is synchronous with 
the bottom of the aortic notch in the radial pulse. When the v wave is 
double (v! and wv*), the apex of the second v wave is synchronous with the 
aortic notch. The a waves are recognised by exclusion, after identifying 
the c and v waves. The period of ventricular systole corresponds in time 
to the segment of the venous curve between the commencement of c to 
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Fira. 21.--Simultaneous tracings of the jugular and radial pulses. The jugular curve 
shows the / or 6 wave. 


the summit of v. The a-c interval, from the commencement of the a 
wave to the commencement of the c wave, approximately represents the 
conduction time between auricles and vention and measures normally 
between 0-15 and 0-2 seconds. If it exceeds ith second, it indicates 
depressed conductivity by the auriculo-ventricular node or bundle. When 
the cardiac rate is unusually frequent, the duration of the diastolic 
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interval is shortened, so that the v wave approaches more and more to the 
following a wave, and v and a may even comcide and superimpose. 

In cases of great distension of the nght auricle the c and v waves coalesce 
to form a plateau-shaped wave (Fig. 22). This was described by Mackenzie 
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Fig. 22.—Simultaneous tracings of the jugular and radial pulses, from a case of auricular 
fibrillation, showing the ventricular form of venous pulse, and an unusually slow 
radial pulse. 


as the ventricular form of venous pulse when it occurred in the absence of the 
@ waves, but the condition is due to the great distension rather than to 
auricular fibrillation. 


CIRCULATORY FAILURE 


It is necessary to point out that there are two varieties of circulatory 
failure, namely, cardiac or central, and peripheral. In the first variety the 
fault lies in the heart itself. In the second, there is failure of the circulation 
at the periphery. In some cases both forms are present, as may occur in 
diphtheria and pneumonia. 

It is important to note that syncope may be cardiac, or peripheral, in 
origin, and is much more commonly due to the latter. 


A. Heart Fatuure 


In the study of heart disease it is of fundamental importance that we 
should have a true conception of the principles which underlie heart failure. 
It is also of much practical consequence to recognise the beginning of failure, 
and, in addition, to distinguish between the various degrees which may arise 
later. 

It should be understood that the essential cause of cardiac failure lies in 
the heart muscle, and is due to changes in the heart muscle which render it 
unable to maintain an efficient circulation. If this view of the causation of 
heart failure be correct, valvular defects and disturbances of the cardiac 
mechanism, such as auricular fibrillation, and diseased conditions of the 
blood vessels, should be aa etagy from the point of view of the relation which 
they bear to the myocardium, as well as specific affections in themselves. 
Let us take the case of a valvular lesion : First of all, it can be readily under- 
stood that it is a mechanical impediment to the heart muscle in its work. 
But it should be remembered that there are, as a rule, along with the chronic 
valvular lesion, coincident changes in the cardiac musculature, or the blood 
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vessels, or both. In all cases of chronic valvular disease, therefore, it is of 
importance that we should endeavour to ascertain whether the lesion which 
has invaded the valve has also affected the myocardium, or the blood vessels, 
or both, and, if so, to what degree. 

By the ‘ reserve force’ of the heart is meant the force inherent in the 
cardiac muscle which is called upon when bodily effort is made; and by the 
‘rest force’ is meant the force inherent in the muscle of maintaining an 
efficient circulation when the body is at rest. 

The reserve force may be estimated by the response of the heart to effort. 
This includes : (1) The effect of a standard piece of physical exertion on the 
cardiac and respiratory rates, which is called the ‘ exercise tolerance test. 
The pulse rate should not be unduly increased, and it should return to its 
former level within two minutes after the cessation of the effort. (2) That 
which is of much greater value, the amount of physical exertion in which the 
patient can indulge without experiencing abnormal subjective symptoms. 

In our investigation of the reserve force of the heart, it is necessary to 
emphasize the following. The natural standard of the cardiac strength varies 
in different individuals, each knowing the amount of exertion in which he 
can normally engage without producing subjective symptoms. Our inquir 
should aim at finding out ahether there has been a departure from such, and, 
if 80, in what degree. Again, a departure from the normal standard may be 
due to temporary or extraneous causes, such as deficient tone the result of 
lack of physical exertion, fatigue, upward displacement of the contents of the 
abdominal cavity, anemia, and broncho-pulmonary morbid affections. 

Inquiry should also be made whether any departure from the normal 
standard is increasing, and, if so, whether in spite of an adequate period of 
rest and the employment of other remedial measures. 

By heart failure is meant the condition in which the cardiac muscle is 
unable to. maintain an efficient circulation. It almost invariably begins with 
a diminution of the reserve force of the heart. This manifests itself by a 
limitation of the area of cardiac response, ¢.e. an individual cannot indulge 
in physical exertion which formerly he was able to do without experiencing 
subjective symptoms. These may appear as the result of less and less effort, 
until ultimately the ‘ rest force ’ is diminished, some or all of the symptoms 
being present even during rest, and objective signs also become evident. 

It may be mentioned here that while the terms ‘ compensation’ and 
‘ decompensation ’ or failure of compensation sometimes aed with reference 
to chronic valvular disease (see p. 927) are not strictly synonymous with the 
absence and presence of cardiac failure respectively, for practical purposes 
they correspond with them. 

The onset of heart failure may be gradual, or more or less rapid or even 
abrupt, usually the former. Among the most common symptoms are diffi- 
culty in breathing (dyspnoea), fatigue, palpitation, discomfort or pain, giddi- 
ness, and faintness or actual syncope, referred to exertion. I would again 
emphasize that these may also be the result of temporary or extrinsic causes, 
some of which have been mentioned. 

Difficulty in breathing is the most frequent and earliest symptom, and is 
more frequent in mitral than in aortic disease. Its degree may be so slight 
that the patient himself may only observe it on over-exertion. Later, how- 
ever, the dyspnoea may be induced by less and less effort, until ultimately 
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it may be brought on by such slight forms as walking slowly on the level, or 
on changing the position in bed; it may, indeed, be present without any 
effort. The degree may amount to orthopnea, that is, the patient may be 
unable to lie down. , 

There may be paroxysms of dyspnoea, or what is termed cardiac asthma, 
In the great majority of cases they occur during the night, and perhaps 
especially when the patient is falling off to sleep, but very occasionally, 
especially in mitral stenosis, on over-exertion during the day. The attack 
comes on suddenly, with a sense of suffocation, the intensity of which ma 
be extreme and compel the patient to breathe in a laboured manner and, if 
in bed, to sit up. There may be a sense of oppression in the chest, cough, 
frothy expectoration, which may be blood-stained, wheezing, sweating, and 
cyanosis. Rhonchi and bubbling rales may be audible, and the second sound 
in the pulmonary area may be accentuated. After a time, lasting from a 
few minutes to a few hours, the attack subsides. If due to left ventricular 
failure, not infrequently there is gallop rhythm, presystolic in time (see 
p. 856), and less often pulsus alternans, especially m hypertension. Acute 
pulmonary cedema may occur. 

Paroxysmal dyspnoea and acute pulmonary cedema are believed to be 
due to paroxysmal venous congestion and paroxysmal pulmonary cedema 
respectively, the result of disproportionate activity between the two sides of 
the heart. They occur especially in hypertension, aortic incompetence or 
stenosis, chronic myocardial disease, and atheroma of the coronary arteries, 
with more or less sudden failure of the left ventricle. They may rarely be 
met with in marked mitral stenosis with sudden tachycardia, with increased 
output by the right ventricle, but apparently not if there is gross dilatation 
of the left auricle or auricular fibrillation. In both groups of cases there is 
disproportionate activity on the part of the two sides of the heart. Paroxysmal 
dyspnoea and acute pulmonary cedema are generally relieved if right-sided 
failure or auricular fibrillation supervenes, and usually recur if these are 
successfully treated. 

Cheyne-Stokes respiration sometimes occurs, and is usually the result of 
chronic heart disease, especially in left ventricular failure. At first, it is 
generally during sleep and is slight, consisting merely of waxing and waning 
of respiration, but later, there may be actual apnoea and hyperapnea. If 
during the day, it is of more serious significance. 

Fatigue, usually related to physical or mental effort, generally the former, 
is not an uncommon symptom of cardiac failure. While palpitation may be 
due to such (see p. 876), it is much more frequently met with apart from it. Dis- 
comfort or pain is a relatively infrequent manifestation of heart failure. Some 
are of opinion that failure is never a cause of such. I do not share this view, 
although I would point out that even in the subjects of organic morbus 
cordis pain is generally due to extrinsic causes. For differential diagnosis, 
see p. 877. The pain of angina pectoris is described on p. 984. There may 
be a sensation of weight or oppression over the precordium in cardiac failure. 

Symptoms due to cerebral ansemia the result of failure on the part of the 
heart to maintain an adequate supply of blood to the brain are not infrequent. 
They include early fatigue on mental effort, sleeplessness, disagreeable dreams, 
giddiness, faintness or actual syncope, lack of power of concentration, im- 
psirment of memory, headache, nervousness, loss of emotional control, 
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mental irritability, and, in severe cases, even insanity. Giddiness may be 
slight and transient, or severe enough to cause the patient to fall. 

It is important to note that syncope may depend upon a fault in the 
heart itself, z.e. it fails to propel an adequate amount of blood into the arteries ; 
or upon failure of the venous return to the organ, due to vaso-dilatation, 
especially of the splanchnic area. 

The latter is much more common. In such there is a preliminary fall of 
blood pressure. There are two varieties, namely, that associated with posture, 
and what are called vasovagal attacks. The former is more frequent in the 
elderly or middle-aged. The pulse becomes feeble and may be imperceptible. 
Vasovagal attacks are more common in the young, and are apt to be associ- 
ated with emotion, a heated stuffy atmosphere, or fatigue. They rarely 
occur when the patient is lying down. There is not only a preliminary fall 
in the blood pressure but also a diminution in the cardiac rate due to in- 
creased vasovagal tone, both of which may be marked. There is profuse 
sweating, respiration becomes slow and may almost cease, the face may 
become of a greenish pallor, there may be dilatation of the.pupils, nausea 
and vomiting, and occasionally slight convulsions of the face and arms and 
trunk. Full recovery is usually slow. 

Syncope of primary cardiac origin may occur in auriculo-ventricular 
block (see p. 908), paroxysmal tachycardia, 1 : 1 auricular flutter, and occa- 
sionally in organic morbus cordis, most commonly in aortic valvular disease 
and chronic myocardial disease. It should be remembered, however, that 
syncope in the last two may also be the result of failure of the venous return 
to the heart. In paroxysmal tachycardia and 1:1 auricular flutter, the 
amount of blood propelled by the heart at each systole is so small as to 
give rise to cerebral anemia. There is a severe fall of blood pressure, whereas 
in auriculo-ventricular block there is no fall. In aortic and chronic myo- 
cardial disease syncope is usually associated with physical exertion. 

There may be cough, generally with expectoration, which may be only 
nocturnal, and slight wheezing. Hmoptysis is not infrequent, and may be 
the result of venous congestion or of a pulmonary infarct. Cough and hemo- 
ptysis are most common in left ventricular failure and mitral stenosis. Cardiac 
asthma and acute pulmonary cedema have been dealt with. There may be 
physical signs of venous congestion and cedema of the lungs, which may be 
limited to the bases, or more or less widespread ; and, later, of hypostatic 
pneumonia. The vital capacity of the lungs 1s diminished, and the pulmonary 
circulatory rate is decreased. Radiological examination may reveal evidence 
of pulmonary congestion or edema. There may be hydrothorax, the result 
of pulmonary congestion, in which event it is generally left-sided. The 
pulmonary artery and its branches may become dilated and even athero- 
matous. There is a tendency to affections of the respiratory system, such as 
bronchitis and broncho-pneumonia, in heart disease, especially with mitral 
stenosis. 

Digestive symptoms are common, being due either to venous congestion 
or to deficient blood supply of the alimentary organs, more commonly the 
former. They may take the form of loss of appetite, gastro- and intestinal 
flatulence, a sense of fulness, pain in the epigastrium and between the 
shoulder blades, nausea or vomiting, constipation, or, rarely, diarrhea. 
When venous engorgement has become established, the liver may be palpable, 
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having a sharp edge and smooth surface, and may be tender and rarely 

pulsating. In severe hepatic congestion there may be a continuous aching 

a sometimes accompanied by rigidity, in the right hypochondrium. 
aundice is infrequent. Ascites may develop. 

There may be visible distension and it may be also pulsation of the 
jugular veins. Cyanosis may be an indication of cardiac failure, especially 
in congenital morbus cordis and mitral stenosis, being less frequent in aortic 
disease. There may be lividity of the lips, the cheeks, tips of the ears, and 
finger nails, while clubbing of the fingers may be present in chronic cases. 
There may be polycythemia. It is to be noted that the degree of cyanosis 
due to heart failure is not a reliable indication of the degree of the latter. 

It is important to exclude other causes of cyanosis, such as broncho- 
pulmonary affections, methemoglobinemia, sulphemoglobinemia, and cases of 
& venous-arterial shunt in which at least a third of the venous blood passes 
directly into the systemic circulation, such as may occur in patent inter- 
ventricular septum, patent interauricularseptum, and patent ductus arteriosus. 
In these conditions the cyanosis arises in a different manner than when the 
result of cardiac failure, and there is little or no dyspnoea and an absence of 
other indications of failure. At the same time it is to be remembered that in 
the cases of a venous-arterial shunt mentioned, cyanosis due to cardiac 
failure may supervene. 

(Edema is an important and usually a late manifestation of cardiac 
failure. It is more likely to occur in mitral and chronic myocardial than in 
aortic lesions, and in the last named tends to supervene much later and 
to be of much more serious significance than in the case of mitral disease. 
It is to be noted that generally there is an increase in a patient’s weight for 
some time before pitting can be detected, and a loss of weight for some time 
after its disappearance. (idema of cardiac origin almost always commences 
in the most dependant parts of the body, and in the evenings. In those 
who are up and about some puffiness round the ankles is first evident. The 
cedema increases and eas upwards, and may involve the thighs, the 
genitalia, the trunk, and towards the final stages may become general, but 
even in severe and prolonged cases occasionally it is limited to the lower 
extremities. If the patient is confined to bed, the sacral region, the back of 
the thighs, the back of the malleoli and, it may be, the genitalia are first 
invotved. The serous membranes may be implicated, with resultant hydro- 
thorax, ascites, and occasionally hydropericardium. Hydrothorax may be 
due to pulmonary or to systemic venous congestion or both. In the first it is 
usually left-sided, and in the second generally right-sided. Very occasionally, 
mostly confined to constrictive pericarditis and mitral stenosis, edema com- 
mences in the abdomen and may even be limited to this. 

(Edema indicative of cardiac failure may be recognised by the fact that 
it almost always commences in the most dependent parts, and that there is an 
increase in the general venous pressure. Hydrostatic cedema is also not un- 
common in heavy people, especially of middle age and later, particularly in 
those who stand or sit much and with little or no movement of the lower 
extremities, and most often in hot weather. It sometimes occurs in varicose 
veins, severe anemia, some nutritional disorders, as a terminal event in great 
wasting, and in local obstruction of the venous circulation, for example, by 
pressure from without, as in tumour, or venous thrombosis. In the differential 
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diagnosis of cardiac cedema, renal cedema, beriberi, myxcedema, and Milroy’s 
disease should be considered. Cidema of renal origin usually commences in 
the face and in the mornings. 

The urine may be scanty, high-coloured, of high specific gravity, exhibit 
an excess of urates, and may contain albumin or even blood. 

Loss of flesh may be present, and when heart disease occurs in the early 
years of life, development may be arrested. Embolism, as well as arterial and 
venous thrombosis, may be an expression of cardiac failure. 

There is usually tachycardia, ut very occasionally bradycardia is to be 
noted. The volume and force of the pulse are often diminished. The apex- 
beat may be displaced, chiefly outwards. It is diffuse and weaker or occasion- 
ally tapping in character. The area of cardiac impairment is increased 
transversely, being more so to the left when the left ventricle is chiefly in- 
volved, and vice versa. The first sound is frequently diminished, and may 
also become short, sharp and clear, and resemble a second sound. The long 
pause is sometimes diminished. If there is tachycardia, there may be tic-tac 
rhythm. There may be a systolic murmur in the mitral or tricuspid area, 
due to relative incompetency of either of the valves. The arterial blood 
pressure varies in cardiac failtite, It may fall, in which event the diastolic 
tends to diminish relatively less than the systolic, as is usually the case in 
ie ventricular failure ; or it may rise; or it may rise until shortly before 

eath. 

Not infrequently there is gallop rhythm, presystolic in time, or, more rarely, 
pulsus alternans, especially in hypertension. The former is best audible at 
the apex or between it and the xiphisternum. There are three distinct heart 
souAde The third is related to the first sound of the next cardiac cycle, and 
the intervals between the three sounds are about or quite equal. There is 
usually reduplication of the apex-thrust. Not infrequently there is associated 
bundle-branch block or arborization block. Gallop rhythm, presystolic 
in time, cannot exist with auricular fibrillation. The prognosis in gallop 
rhythm is in the great majority of cases very serious. 

It may be advisable to mention here that there are other varieties of 
triple rhythm, i.c. three actual sounds, at the apex: (1) The result of the 
third normal] sound of the heart. (2) An early diastolic murmur, quickly 
following the second sound, in mitral stenosis may resemble a third sound, and 
a reduplication of the second sound and a triple rhythm are simulated. ‘The 
murmur is separate but quickly follows the second sound, and is short. 
There is usually auricular fibrillation. (3) A reduplication of the first sound 
in the first grade of auriculo-ventricular block in which the interval between 
the contraction of the auricles and ventricles is unusually long, (4) A re- 
duplication of the second sound may also simulate a triple rhythm. This, 
however, is easily recognised in that it is most evident at the base. 

Lastly, sudden death, in the vast majority of cases due either to ventricular 
fibrillation or to sudden standstill of the ventricles, may occur, even without 
previous manifestations of heart failure. 

The type of cardiac failure associated with chronic venous congestion, 
either pulmonary, or portal, or peripheral, or two or three together, is often 
described as congestive failure. There are three main clinical types of heart 
failure, namely: (1) the congestive; (2) that associated with systemic 

“-—-"4 3 and (3) angina pectoris. 


HEART FAILURE 857 


Cardiac failure may be left-sided, or right-sided, or both, in which event 
one side may be affected more than the other. Left-sided failure is much 
more common than right. The latter is apt to supervene sooner or later. 
Left-sided failure occurs most frequently in hypertension, aortic valvular 
disease, atheroma of the coronary arteries, and chronic myocardial disease. 
Right-sided failure may be primary, among the causes being chronic mitral 
disease, especially stenosis, pulmonary stenosis, and broncho-pulmonary 
conditions ; or secondary to left-sided failure. 

In left-sided failure, there may be symptoms of systemic anemia. The 
chief manifestations, however, are pulmonary. These have already been 
described in detail. They include cough, which may be nocturnal, pulmonary 
congestion or cedema, confined to the bases or more or less widespread, 
orthopnea, cardiac asthma, and acute pulmonary edema. The vital capacity 
of the lungs and the pulmonary circulation rate are diminished. If there is 
hydrothorax, it is usually left-sided. In addition, there may be gallop 
rhythm, presystolic in time, or pulsus alternans. The rhythm is usually 
normal, but extra-systoles, or very occasionally auricular fibrillation, may be 
present. Unless there is also right-sided failure, the venous pressure is not 
increased. 

In nght-sided failure, there are manifestations of venous congestion, 
either peripheral, or portal, or both. These have already been dealt with. 
They include cedema, diminished output of urine, distension of the jugular 
veins, enlargement of the liver, and cyanosis. The venous pressure is in- 
creased. If there is hydrothorax, it is generally right-sided. 

In our inquiry regarding cardiac failure, it is not enough to ascertain 
whether the patient experiences any cardiac symptoms on physical exertion 
which formerly he was able to do, and how easily such are induced. The 
presence and the degree of failure as evidenced by objective signs should also 
be investigated. 

It may be helpful to indicate what, in my opinion, speaking broadly, 
may be regarded as clinical manifestations of four degrees of cardiac failure, 
namely: ‘slight,’ “ moderate,’ “ severe,’ and ‘ very severe or extreme.’ 

Slight. —Shortness of breath, palpitation, fatigue and, it may be, preecordial 
pain on exertion which the patient formerly could do without experiencing 
this. 

Moderate.—Shortness of breath and palpitation on moderate exertion, 
such as walking at the ordinary rate on the level; slight cedema of the lower 
extremities ; chronic venous congestion and cedema of the bases of the lungs ; 
slight enlargement of the liver; increased rapidity of the pulse-rate while at 
reat. 

Severe.—Shortness of breath and palpitation on slight excrtion, such as 
walking slowly on the level, or on changing position in bed ; a considerable 
degree of oedema of the lower extremities in mitral cases and a moderate 
degree in uncomplicated aortic cases ; diffuse chronic venous congestion and 

ema of the lungs; a considerable degree of enlargement of the liver ; 
orthopnea ; cardiac asthma; slight acute pulmonary edema; cedema of 
the serous membranes ; tic-tac rhythm ; gallop rhythm, presystolic in time. 

Very Severe or Extreme.—Pronounced continuous shortness of breath ; 
severe dyspnoea on walking slowly on the level, or on changing position in 

; general anasarca in mitral cases and a considerable amount of cdema 
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of the lower extremities in uncomplicated aortic cases ; marked enlargement 
of the liver; severe acute pulmonary cedema; persistent pulsus alternans 
in the absence of a marked acceleration of the cardiac rate. 

The degree of cyanosis per se is not a reliable indication of the degree of 
cardiac failure, since it largely depends upon the variety of the cardiac affection. 

-It might be contended that the fact that an individual cannot engage in 
physical exertion which formerly he was able to do without experiencing 
cardiac symptoms does not signify cardiac failure. I would reply that, subject 
to the conditions mentioned, it does, although the failure may be of slight 
degree. I would repeat, however, that a departure from the normal standard 
of an individual may be due to extrinsic or temporary causes. 

It is to be observed that the same amount of right-sided failure in un- 
complicated aortic cases signifies a more severe grade of failure than in 
mitral cases. 

Having discussed the manifestations and varieties and degrees of cardiac 
failure somewhat fully, much repetition will be saved in describing the 
clinical features of the various sardine affections. 

In conclusion, it may be advisable to make a few remarks regarding the 
pathogenesis of heart failure. 

In the early part of the nineteenth century, Hope put forward what is 
called the back-pressure theory. By this is meant that the chronic venous 
congestion in chronic valvular affections takes place behind a failing ventricle. 
This view was generally adopted. Later, it was qualified and amplified by 
Stokes, who laid stress upon the myocardial factor. In the early part of the 
present century, a fundamental change took place, 7.e. what is termed the 
forward-pressure theory was proposed and generally accepted, notably by 
Mackenzie. By this is meant that the venous congestion occurs in front of 
a failing ventricle, the output of which is diminished, with consequent defi- 
cient supply of blood to the various organs and an increased amount in the 
venous circulation. According to the back-pressure theory chronic venous 
congestion in the systemic circulation is indicative of right-sided failure and 
venous congestion of the pulmonary circulation signifies left-sided failure ; 
and in the forward-pressure theory chronic venous congestion in the systemic 
circulation is indicative of left-sided failure and venous congestion of the 
pulmonary circulation signifies right-sided failure. 

Recent clinical, radiological, and experimental evidence, including that on 
the chemistry of the blood, together with post-mortem findings strongly suggest 
that the forward-pressure theory does not fully explain the phenomena of 
cardiac failure. It is probable that in cardiac failure both deficiency in 
output and back-pressure are involved. 


B. PerrpHerat CrrcouLraTory FaiLure 


Syncope due to aac circulatory failure has already been referred to. 

Acute peripheral circulatory failure may occur in the toxemia of some 
acute infective diseases, such as diphtheria and acute pneumonia; in 
traumatic shock after severe injuries; and in post-operative collapse. The 
blood accumulates in the capillaries, with consequent failure of the venous 
return of blood to the heart. The veins are depleted. 

There is weakness, faintness, it may be restlessness, a small rapid pulse, 
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a severe fall of both systolic and diastolic blood pressure, rapid and shallow 
respiration, pallor, cyanosis, and coldness of the body-surface. 
Unlike cardiac failure, there is an absence of chronic venous congestion. 


PROGNOSIS IN CARDIAC AFFECTIONS 


Prognosis in cardiac affections is a subject of considerable importance, 
and often presents great difficulties. From the nature of the ailment, the 
reasons for the former are not far to seek. Among these are the fact that the 
patient and his friends are naturally anxious for an opinion as to the probable 
duration of life, the ability of the patient to lead within limits a fairly normal 
existence, and perhaps also his capacity for employment. 

In trying to form a prognosis in any given case of cardiac disorder, the 
following points require consideration : the family history ; the age, the sex, 
the occupation, the mode of life, and the social conditions of the patient ; the 
age-incidence of the cardiac affection ; the health of the patient subsequent 
to the commencement of the cardiac affection; the cardiac affection—its 
etiology, its variety, its degree, its duration, and whether it is stationary or 
progressive ; the integrity of the myocardium; the question of cardiac 
failure ; the risk of sudden death ; the general health of the patient, and the 
existence or otherwise of complications ; and the response of the patient to 
treatment. 

With regard to the family history, we should note whether any other 
members of the family have suffered from any form of cardio-vascular 
disease, and the average period of longevity. The younger the patient 
the more likely is the cardiac affection to be the result of antecedent acute 
inflammation, and at or after middle life to a primary chronic affection. In 
the case of both, after adult age the cardiac reserve is more likely to be less 
as age advances. Taking all cases of cardiac affections into account, the 
prognosis is bettcr in females than in males. The former are less subject to 
physical and mental strain, in them mitral disease is relatively more common 
than aortic disease, and chronic myocardial disease and arterial disease are 
relatively of less frequent occurrence. On the other hand, in females mitral 
stenosis is much more frequent, the strain at puberty is greater, and the 
risks of pregnancy and parturition have to be considered. Any occupation 
or mode of life involving undue physical or mental strain or exposure, 
unhealthy habits, such as over-eating or over-drinking, and unfavourable 
social conditions cause the outlook to be less favourable. 

The younger the age-incidence, the less favourable the prognosis. Among 
the reasons for this are that : (1) in early life the heart is less able to undergo 
compensatory changes during the period of active growth, and any form of 
cardiac affection has a deleterious sec upon the general physique and mental 
development ; (2) in early life rheumatic endocarditis is more likely to be 
accompanied by myocarditis and pericarditis; and (3) there is a greater 
liability to the recurrence of the cause of the cardiac affection, with possible 
increased damage to the heart. If the cardiac affection has existed for a 
considerable time and the health of the patient is still good, the outlook is 
correspondingly hopeful ; and the converse is the case. 

Taking cases as a whole, when a chronic valvular affection is the result of 
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& previous attack of acute endocarditis, the prognosis is not so serious as when 
due to a primary chronic degenerative process, because in the latter the 
lesion is apt to come on after middle life, to be progressive, and to be associ- 
ated with chronic myocardial disease. It should be remembered, however, 
that in the case of the former, the patient is liable to recurrent attacks and 
consequent further crippling of the valve. Ifa lesion is due to syphilis, taking 
cases as a whole, the prognosis is very unfavourable. 

With regard to the variety of the cardiac affection, the prognosis of 
aortic is less favourable than that of mitral disease, and lesions affecting 
both valves graver than when one only is involved. It is difficult to give the 
order of relative gravity of lesions affecting the different valves, but so far 
as four varieties ot chronic valvular disease are concerned, most writers 
place in order of gravity, aortic incompetence, mitral stenosis, aortic stenosis 
and mitral regurgitation. With regard to aortic stenosis, however, & qualifica- 
tion is necessary ; it refers only to those cases which are due to antecedent 
acute endocarditis. Among the points which may be of assistance in trying 
to estimate the degree of the cardiac affection are the degree of modification 
of the character of the pulse, of the blood pressure, of the cardiac sounds and 
cycle, the size of the heart, the time of occurrence, the duration, the character, 
and the area of propagation of any existing murmur or murmurs, and the 
degree of any existing auriculo-ventricular block. As examples, in chronic 
valvular disease : in mitral and tricuspid stenosis, the duration of a presystolic 
murmur and whether there is also a diastolic murmur, and, if so, 1ts length ; 
and in mitra] incompetence and aortic incompetence, whether 8 murmur 
merely accompanies or replaces the cardiac sound, its length, and its area of 
propagation. 

When the cardiac affection is the result of a previous attack of an acute 
inflammation, generally speaking, the shorter its duration the less favourable 
the prognosis, because (1) there is less chance that the inflammatory process 
has become quiescent ; (2) it is less possible, especially in mitral stenosis, to 
estimate whether the fibrous cicatricial tissue resulting from the acute 
inflammatory process has ceased to contract; and (3) the patient is more 
hable to recurrent attacks of the cause, such as acute rheumatism, with 
possible consequent further damage. In endeavouring to arrive at a decision 
whether the cardiac affection is stationary or progressive, the following points 
should be considered : whether the standard of the response of the heart to 
effort is diminishing ; the question of cardiac failure ; whether there is an 
increase in the degree of modification of the character of the pulse, of the 
blood pressure, and of the cardiac sounds and cycle; the size of the heart ; 
whether there is an alteration in any existing murmur or murmurs—such as 
whether a murmur replaces instead of accompanies the cardiac sound, or an 
merease in the length of an apical presystolic, or the supervention and the 
length of an apical diastolic murmur ; and is there an increase in any existing 
auriculo-ventricular block ? 

In chronic valvular disease the integrity of the myocardium is of funda- 
mental importance. Is it involved or not, and, if so, to what degree? In 
this connection the response of the heart to effort and the question of cardiac 
failure are of value, and are discussed elsewhere. When the degree of limita- 
tion of the response of the heart to effort, and, if present, the degree of other 
manifestations of failure are in excess of what might be expected considering 
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the variety and degree of the valvular affection, provided a cause for such 
can be excluded, the greater likelihood, and the more severe the degree, of 
myocardial involvement. In addition, the size of the heart, to what extent 
the cardiac sounds and cycle are modified, the cardiac rhythm, including 
whether there is auriculo-ventricular block, and, if so, of what degree, whether 
there is bundle-branch block, arborization or intraventricular block, or some 
other form of disordered action of the heart, are of moment. 

The question of cardiac failure is also of cardinal importance. When- 
ever cardiac failure is present, two points should be taken into consideration, 
namely, its degree and the circumstances of its onset. The clinical manifesta- 
tions of the various degrees of cardiac failure are described on pp. 857, 858. 
With regard to the second point, inquiry should be made as to whether the 
failure is due to a cause which might reasonably be expected to account for 
it, and is either temporary and not likely to recur, or persistent but remediable, 
or is not. 

With reference to the risk of sudden death in cardiac affections, the 
commonest lesions are those of the coronary arteries themselves or involve- 
ment of their orifices (see p. 948). Such an event may be due to coronary 
occlusion, or independent of it. Sudden death is not uncommon in cases of 
angina pectoris, and may be due to ventricular fibrillation, coronary occlusion, 
or possibly apart from these. The liability to sudden death is greater in 
myocardial than in valvular disease. Rupture of the heart, the result of 
cardiac infarction, is a rare cause. In such cases, death may occur during 
the first week after coronary occlusion, or later as the result of aneurysm of 
the ventricle. Of the valvular diseases, sudden death is most frequent in aortic 
incompetence, almost always due to the occurrence of ventricular fibrillation. 
In valvular disease, especially mitral, sudden death may result from a large 
pulmonary embolism. Other causes of sudden death are Adams-Stokes 
syndrome, and rupture of the aorta in syphilitic aortitis or dissecting 
aneurysm. 

The prognosis is also influenced by the state of the patient’s general 
health and the existence or otherwise of complications, among the latter 
being arterial disease, hypertension, renal disease, chronic bronchitis, and 
= ysema. 

inally, the prognosis in cardiac affections should be considered in the 
light of response to treatment. For example, given a case of severe cardiac 
failure with auricular fibrillation with a rapid ventricular rate, it is impossible 
to say what the future will be until full doses of digitalis have been adminis- 
tered. 

Having now reviewed the various points which may arise in the considera- 
tion of the prognosis of most cardiac affections, these need not be again 
referred to when the prognosis of individual cardiac disorders comes under 
discussion. . 


TREATMENT IN CARDIAC AFFECTIONS 


IMPORTANCE OF TREATMENT IN Carprac A¥rrections.—In few depart- 
ments of medicine is skilful treatment of so great consequence as in that of 
cardiac disorders, and in few is it so well rewarded. The heart possesses 
enormous reserves and, moreover, in recent years there has been a signal 
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advance in what can be accomplished. I would, therefore, emphasize the 
importance of a keen, practical interest in cardiological therapeutics. Another 
observation I would make is that treatment should not only be correct, but 
sufficiently inclusive and also resourceful. 

It is desirable to devote a section to the consideration of the therapeutic 
measures which may be applicable to any form of cardiac disorder, in order 
to save much needless repetition when we come to consider the treatment 
of the individual cardiac affections. 

Oxssects oF TREATMENT.—The primary object is to prevent the super- 
vention of cardiac failure, or complications. With regard to the former, if the 
view put forward on pp. 851, 852, that its essential cause lies in the heart muscle 
be accepted, then, on the one hand, the patient should avoid anything which 
puts a strain upon the myocardium, and, on the other, the practitioner 
should do everything in his power to promote its efficiency. In addition to 
the foregoing, cardiac failure, symptoms and complications should receive 
prompt and suitable treatment. 

In the majority of cases the patient’s complaint is a manifestation of 
cardiac failure. In estimating the degree of such, the extent of the departure 
from his usual standard is of value. 

A primary question is whether rest is required and, if s0, how much ? 
The ideal is that it should be sufficient to enable the patient to attain his 
optimum, The amount of rest may vary very greatly. As examples, speaking 
broadly, in ‘ slight’ cardiac failure, while in some cases it is preferable that 
the patient should go to bed for a week or so, partial rest for a longer period 
is usually sufficient. In ‘ moderate’ failure, the patient should remain in 
bed for at least 3 weeks; and in ‘ severe’ failure, for a minimum of 6 weeks. 
In a very exceptional case of a woman, aged 55, with very severe exhaustion 
of the heart, the result of long-continued very excessive work, I advised 
6 months’ rest in bed, followed by 6 months’ partial rest. The subsequent 
course of events proved the advice to be both necessary and highly successful. 
The importance of attending to the matter of mental, as well as physical, 
rest is not sufficiently appreciated. 

It should be pointed out that when a patient has had a good period of 
rest in bed, it should be succeeded by 4 period of partial rest, the latter 
having some relation to the former. Thus, if he has been in bed for 4 weeks, 
he should remain in his bedroom for at least a further week, getting up 
gradually ; he should proceed downstairs and, later, out of doors, gradually ; 
and, in some cases, it 1s often an advantage to resume work gradually during 
the first few weeks or more. 

I may be permitted to emphasise the following. I have been much 
impressed with the relatively frequent lack of appreciation of the amount 
of preliminary rest which is requisite in some cases. This is not a rare cause 
of unnecessary loss of life. Another and, taking cases in the aggregate, 
one of the most important causal factors of all, has reference to the future 
mode of life of patients, with which I shall deal at once. 

INSTRUCTIONS REGARDING Mops or Lirz.—A cardinal indication is that 
the patient should live within the limits of his cardiac strength. On the 
other hand, his usual mode of life should not be unnecessarily restricted, for 
otherwise he is apt to become nervous and introspective. Herein lies one of 
the principal duties of the medical attendant. In this regard, it is not 


TREATMENT IN CARDIAC AFFECTIONS 863 


sufficient to tell the patient to ‘take care.’ The indication is to investigate 
the patient’s occupation, general mode of life, habits, hours in bed, the 
amount and character of his sleep, how long he takes off for his meals, his 
mental and emotional character, and other relevant particulars, and to 
advise, in detail, accordingly. 

Each cardiac patient should be in bed for at least 9 hours each night, 
and have at least an hour for the midday meal, resting after finishing eating, 
and a quiet day each week. If the degree of impairment is severe, he should 
be in bed for 10 to 12 hours each night, rest for one or two hours after the 
midday meal, and stay in bed the whole, or the greater part, of one day a week. 
The patient should avoid unnecessary tasks outside those of his occupation. 
When not actually working, he should rest a good portion of the time. 
Holidays in adequate amount and frequency, and containing a sufficient 
element of rest are indicated. 

With regard to the question of physical exertion, while it is impossible to 
lay down hard-and-fast rules, it is possible to enunciate a cardinal principle, 
which will be found of inestimable service, namely: Any exertion which the 
patient may undergo should not be attended, or followed, by any subjective 
symptoms, such as breathlessness, palpitation, a sense of tightness or oppres- 
sion, or discomfort or pain in any part of the front of the chest, fatigue, 
giddiness, or faintness ; or any objective signs, such as maintained increased 
frequency of the pulse or cedema. This rule will regulate the kind and the 
rate and the amount of exertion. If any of the foregoing are present during 
effort, it means that the rate is too quick and it should be proportionately 
diminished ; failing which, that the kind is unsuitable and should be avoided. 
If they do not occur during it, but subsequently, it means that the amount 
has been too much and it should be proportionately diminished. 

On the other hand, a sufficient amount of exercise is indicated, and any 
exertion short of producing symptoms is usually not harmful, subject to 
the following qualifications: it is advisable to keep something in reserve ; 
sudden and violent effort should be avoided; and, in my opinion, based 
upon personal observations, in aortic incompetence the more strenuous forms 
of effort should be prohibited in any case. 

Here, also, it is not enough to regulate physical exertion only ; the import- 
ance of attending to the matter of mental effort in cardiac cases is not suffi- 
ciently recognised. All excitement, worry and other forms of emotional stress 
and strain should be avoided. 

If the patient suffers from an unduly excitable nervous system, or is 
prone to worry or be anxious, sedatives, such as a combination of ext. valerian, 
ext. sumbul, and asafetida, or the bromides, bromide and valerian, uvaleral, 
or carbromalum, failing which the barbiturates, may be very helpful. My 
custom is to advise an adequate daily dosage until a full therapeutic effect 
is obtained, after which a minimal daily dosage for a time. It should not be 
forgotten that the bromides are strongly cumulative and, especially in the 
elderly, even moderate doses if taken long enough may produce toxic effects. 
The matter of sleep is often neglected, and inquiry should invariably be made 
regarding both its amount and character, and if any defect be found, it should 
be treated on the lines laid down later. 

In most cases the daily amount of fluid taken should be somewhat re- 
stricted, the aim being to lessen the amount of work done by the left ventricle 
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by diminishing its output. The meals should be as dry as the patient will 
take them, a sufficient amount of fluid being taken between meals. The 
three meals of the day should be evenly balanced, since a large meal at one 
time causes too great @ variation in the vascular system, to which the heart 
does not readily adjust itself. The food should be nutritious, easily assimilable, 
and not likely to cause indigestion. A diet of carbohydrates is bulky, and is 
apt to cause flatulence and hyperchlorhydria, while a diet consisting of 
highly nitrogenous food increases the resistance in the peripheral circulation 
and is equally to be avoided. While, therefore, the diet should be a carefully 
mixed one, the albuminous element should predominate. Any article of 
diet which causes flatulent distension of the stomach or bowels should 
be avoided, since this, by direct pressure, embarrasses the heart and is 
one of the commonest causes of palpitation. If there is hypertension, 
see p. 1069. 

fi cases of ‘ severe ’ cardiac failure, light solids form the best diet, and, as 
a rule, agree better than fluid food, being less likely to cause flatulence ; the 
necessary mastication is also an advantage. Care should be taken to ensure 
that the patient does not take a larger quantity of food than he can com- 
fortably digest. When failure is ‘extreme’ the amount of food should be 
considerably restricted, and only very small quantities at a time, at fairly 
frequent intervals, should be allowed. Biscuits, small thin sandwiches of 
potted meat, or small quantities of milk are not infrequently all that can be 
comfortably digested. Occasionally a pure milk diet 1s best. 

The excessive use of tea, coffee and tobacco should be avoided. It is 
better for the patient to abstain from alcohol altogether ; but if he has been 
accustomed to its use and deprivation be a great hardship, a strictly moderate 
amount may be allowed. Strict attention to the condition of the bowels is 
advisable. If there is hypertension, a saline each morning and also some 
mercurial preparation at bedtime once or twice weekly are indicated. 

The periodic administration of general tonics 1s sometimes helpful, 
especially during convalescence from any illness. Any existing anemia, 
obesity, and bronchial catarrh should be treated without fail: the first on 
account of the myocardium and the tissues in general receiving an adequate 
supply by oxygen; and the second because excessive weight involves more 
work on the part of the heart, and of the tendency to fatty infiltration. 

The question of focal sepsis, especially in the teeth, the tonsils, the 
accessory nasal sinuses, the pharynx, the colon, the appendix, the gall bladder, 
and the genito-urinary tract, is an important one and should receive attention. 
Acute infections, especially in chronic valvular disease and congenital morbus 
cordis, should be guarded against. 

Rest.—Rest is of cardinal importance in the treatment of cardiac failure, 
It is indeed, difficult to exaggerate its value. It is the objective of all thera- 
peutic measures. Details regarding its application are dealt with on pp. 862, 
863 and alsewhere. 

SysTeMaTiC Exerciszs anp Massaaz.—Systematic and graduated 
exercises are sometimes useful in cardiac affections, provided they are judi- 
ciously employed and their effect watched. They are of epeial help in 
cases of slight cardiac failure due to the heart muscle being flabby and lacking 
in tone, as in fatty infiltration. Contra-indications for their use are acute 
affections of the heart, a severe degree of chronic valvular disease or of 
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chronic myocardial disease, ‘ severe ’ cardiac failure, and cases in which the 
heart failure is progressive. Simple movements, especially of the Swedish 
variety, are, in most cases, better than resistance exercises. In all cases such 
exercises should stop short of inducing any indications of cardiac distress or 
maintained increased frequency of the ventricular rate ; and they should be 
followed by a period of rest. Massage is more often useful than is generally 
recognised. Vigorous massage may be useful in the case of those who have 
not the necessary time or opportunity for the usual forms of exercise to keep 
them in condition. Passive movements and light massage may be employed 
with advantage in the early stages of convalescence from a period of reat. 
The same considerations apply as in the case of systematic exercises. 

BaTus AND Spa TREATMENT.—It is commonly known that immersion of 
the body in water may exercise a decided influence on the circulation. It is, 
further, believed by some that certain waters at Nauheim, on account of their 
ingredients, possess a specific therapeutic value in cardiac affections, but I am 
very sceptical with regard to this. Patients undoubtedly often derive very 
great benefit from a stay at Nauheim and at similar spas; but this appears 
to be due to the rest, the change of air, the regular mode of life and exercise, 
the careful dieting, and other factors. Given the same conditions of life, 
equally good results would be obtainable elsewhere. Spa treatment is 
particularly serviceable in patients who have indulged in excesses of various 
kinds, 

THe Dieiratis Group or Droes.—This includes digitalis, strophanthus, 
squills, convallaria majalis, and apocynum. They have a similar action on 
the heart, but as digitalis is the most reliable, only strophanthin, which is 
used for intravenous administration, need also be considered. 

With regard to digitalis, the standardized tincture, the powdered leaf, 
the latter administered in the form of tablets or pills, and Nativelle’s digitaline 
granules are reliable preparations, Fifteen minims (not drops; or | o.c. of 
the tincture is equivalent to 14 gr. or -1 gm. of the powdered leaf. The 
infusion is not advisable, as it is unstable. Digoxin, a pure crystallised gluco- 
side, isolated from leaves of digitalis lanata, is more rapidly absorbed and 
excreted, and is more stable. Digoxin and strophanthin are extremely 
irritant if administered subcutaneously or intramuscularly. They are 
employed intravenously. The latter is a powerful poison in overdosage, and 
the best therapeutic dose is very near the toxic dose, which does not appear 
to apply in the case of digoxin. It follows, therefore, whether this prepara- 
tion should be used or not and, if so, its precise dose, requires most careful 
consideration. I wish to say, however, that, with these qualifications I 
have never seen any untoward effects follow its use. 

Digitalis is indicated in congestive heart failure—right-sided and in pul- 
monary venous congestion due to left ventricular failure; and in auricular 
fibrillation with a rapid ventricular rate and in auricular flutter (see p. 903), 
even in the absence of congestive failure; in all cases whatever the 
cardiac lesion may be. The drug is likely to prove far more effective 
when cardiac failure is associated with auricular fibrillation with a rapid 
ventricular rate, or auricular flutter with a rapid ventricular rate, than in 
cases with a rapid ventricular rate associated with normal rhythm. In the 
former cases the results of its administration in the majority of cases are 
very, pr in some oases extraordinarily, good; it is followed by a rapid 
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fall in the ventricular rate (Fig. 23) and a concomitant improvement in the 
general symptoms. When auricular fibrillation, or auricular flutter, is not 
accompanied by a rapid ventricular rate, there is usually no marked effect. 
The drug is also likely to be far more beneficial] when a lesion is the result of 
antecedent rheumatic infection. It is to be added that in all cases in which 
there is an acute infection or a thyrotoxic condition, there may be little or 
no response to digitalis. 

Digitalis is more generally useful in mitral than in aortic cases; in all 
probability because both auricular fibrillation and congestive heart failure 
are much more common in mitral disease, and the latter is much more 
frequently of rheumatic origin than in 
the case of aortic disease. Formerly the 
question was often asked whether digitalis 
should be given in aortic incompetence. 
There 1s now general agreement that the 
answer is in the affirmative, provided the 
indications mentioned are present. Hyper- 
tension and arterial disease are not contra- 
indications. The drug is contra-indicated 
in persistent heart-block. Moreover, 
caution should be exercised and large 
doses avoided in acute lesions of the 
myocardium, such as rheumatic carditis, 
or cardiac infarction. 

In the great majority of cases the aim 
bel | | | of digitalis medication is to accumulate in 

eee es the body a sufficient quantity of the drug 
mei | | i tt to produce a full therapeutic effect ; and, 
BS ppd a TT WAST] on aan ones of hacegitl ees ao 
| Dilg maintain that quantit ere. in order 
tL gitafist Ty to obtain the first obioet the intake of the 


EL ecient od era ti drug should be greater than the amount 
stration of digitalis in a case of excreted. Eggleston estimated that in 
auricular fibrillation with tachy- man a total of 1-5 cat units, which equals 
cardia. A drachm of the tincture about 25 minims of the tincture, per ten 
ea, eee ae pounds is required. This amount, how- 
ry. : : 

ever, is too high. For the second purpose, 

the dosage should be reduced to such an extent as will balance the excretion, 
with consequent maintenance of digitalization. 

In a certain proportion of cases, however, it is not necessary to proceed 
to full digitalization, a moderate dosage for a period being sufficient and, in 
the majority of these, improvement can afterwards be maintained without 
continuing the drug. 

If the first method is adopted, with regard to the dosage to commence 
with, the larger it is the more rapidly is full digitalization produced. The 
choice of such in any individual case will depend upon the severity and 
urgency of the patient’s condition. For average cases, a good method is to 
begin with 60 minims of the tincture, or 6 grains of digitalis leaf, and in 
severe (it should be noted that this word is not synonymous with 
‘severe’ failure described on p. 857) cases, 90 minims of the tincture (or 
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its equivalent of the leaf) per diem, in each case divided into three or 
four doses. 

In urgent cases, the employment of massive dosage of digitalis by the 
mouth and the intravenous injection of strophanthin or of digoxin, should 
be considered. In the first place, these methods are contra-indicated if the 
patient has already had any of the digitalis group of drugs during the preced- 
ing ten days ; if the ventricular rate is below 140 ; unless the patient is in bed 
and under close observation ; and reliable physiological standardized prepara- 
tions are used. 

As regards massive dosage by the mouth, for a patient weighing 10 stone, 
the following is advised : an initial dose of 14 mgm. of digoxin, or 90 minims 
of the tincture, or 9 grains of the powdered leaf, and afterwards, provided 
there are no toxic symptoms at any time, 1 mgm. of digoxin, or 60 minims 
of the tincture, or 6 grains of the powdered leaf 6 hours later, and a half dose 
in another 6 hours. The first-named preparation is to be preferred. Respect- 
ing the intravenous method, as stated, I have never seen any untoward 
effects following strophanthin, but digoxin is preferable. The maximum 
dose of the former is 3},th gr., and of the latter 1 mgm. In the case of each, the 
drug should be injected very slowly and care must also be exercised to avoid 
leakage into the tissues outside the vein. In all cases in which either massive 
dosage by the mouth or intravenous injection has been employed, no more of 
the digitalis group of drugs should be administered for at least 24 hours, 
depending on the patient’s condition, and when used the dosage should be 
smaller. 

With regard to the respective merits of these two methods, the intravenous 
is indicated in very urgent cases and massive dosage by the mouth in urgent 
cases. If, however, there is vomiting, digitalis by the mouth is obviously im- 
practicable. Itmay be added that the intravenous method may be employed also 
in urgent or even in merely severe cases, provided in each case the dose 1s pro- 
portionately diminished. But the reader is also referred to the next paragraph. 

Digitalis can be absorbed from the rectum, and this method of administra- 
tion may be used whenever there is vomiting, including in urgent cases when 
massive dosage by the mouth would otherwise be used and even in those in 
which it is not necessary to proceed to full digitalization. The dosage is the 
same as that by the mouth. A simple enema is given a few hours beforehand 
in order to prepare the bowel for absorption, and the tincture of digitalis 
should be diluted with warm saline to a bulk of 3 oz., and introduced slowly 
through a funnel. 

With regard to the matter of maintenance dosage, the indication is 
to ascertain the optimum, t.e. the dosage sufficient to control the 
action of the heart, without at the same time giving rise to any toxic 
symptoms. This may require weeks or even months of careful observation. 
It is to be noted that sometimes a relatively small difference in the daily or 
even weekly dosage is of material moment to the patient’s well-being. The 
patient’s own sensations are often helpful and should be taken into considera- 
tion in addition to the ventricular rate, which should be counted by auscultation. 
The optimum dosage may exhibit a wide variation in different patients, but 
is usually 10 to 30 minims of the tincture, or its equivalent, per diem. In 
the course of time, variation in the dosage may be found to become necessary. 
The accumulative action of the drug is apparently not nearly so important 


868 DISEASES OF THE CIRCULATORY SYSTEM 


as was formerly believed. At the same time the patient should be watched 
for overdosage. 

Among the indications of overdosage of digitalis are anorexia, headache, 
nausea, vomiting and diarrhoea. It should be observed that vomiting is not 
uncommon in cardiac failure apart from the administration of digitalis and, 
therefore, is not necessarily of toxic origin. The effect of overdosage on the 
heart may be to produce sinus bradycardia, occasional ventricular extra- 
systoles, pulsus bigeminus or coupling of the beats (Fig. 31), a rapid succession 
of extra-systoles, multifocal extra-systoles, sino-auricular block, auriculo- 
ventricular block, the ventricular variety of paroxysmal tachycardia, and 
even ventricular fibrillation. The occurrence of toxic symptoms is an 
indication to stop the drug until these have ceased and there is a rapid 
ventricular rate, after which the dosage should be diminished. 

Digitalis has no effect upon auricular fibrillation itself; but it diminishes 
conductivity of the auriculo-ventricular junctional tissues, thereby interfering 
with the pathway of impulses from auricle to ventricle, and so cutting off 
some of the too numerous impulses reaching the ventricle, and thus leading 
to a reduction of the ventricular rate, as a result of which the cardiac con- 
traction becomes stronger, with consequent improvement in the circulation 
and in the general symptoms. 

In auricular flutter, the administration of full doses of digitalis at first 
usually induces partial heart-block, or an increase in the degree of block 
already existing, with a resulting diminution of the ventricular rate (Fig. 33). 
Later, the flutter may cease or auricular fibrillation may be induced. The 
latter is usually an advantage, because the ventricular rate can generally 
be more easily controlled by moderate doses of digitalis than in the case of 
auricular flutter. Auricular fibrillation may persist, or the physiological 
rhythm may be restored—either event occurring during the administration 
of the drug or after it has been discontinued. After the restoration of normal 
rhythm, recurrences of flutter are not uncommon. The same considerations 
regarding the dosage and method of administration of digitalis (or 
strophanthus) apply in auricular flutter as in auricular fibrillation with a 
rapid ventricular rate. For further details, see p. 903. 

Carpiac StimvLants.—It is probable that no drug directly stimulates 
the heart. Nevertheless various drugs which stimulate the respiratory centre 
and the vasomotor centre are of value in circulatory failure, especially 
peripheral. Thus, cardiac failure is often accompanied by respiratory failure, 
res ang in anoxemia. In such cases, drugs which stimulate the respiratory 
centre, by causing an increase in the rate and depth of respiration and so 
helping the venous return to the heart, increase the coronary circulation. 
Again, stimulation of the vasomotor centre causes an increase in the blood 
pressure, due mainly to the constriction of the arterioles of the splanchnic 
area. 

Strychnine has a direct stimulant action upon the respiratory and vaso- 
motor centres. But it and camphor—which acts reflexly on the two centres— 
have been mostly supplan by nikethamide (coramine) and leptazol 
(cardiazol), which are powerful direct stimulants of both centres, and are 
valuable remedies in circulatory failure, particularly peripheral. Caffeine 
has less action on the respiratory and vasomotor centres than strychnine. 
Its chief action on the central nervous system is on the psychical areas of the 


TREATMENT IN CARDIAC AFFECTIONS 869 


brain. Its principal peripheral effect is its diuretic action on the kidneys 
themselves, but as a diuretic it has been replaced by other xanthine drugs. 
Carbon dioxide is by far the most powerful respiratory stimulant, acting 
directly upon the respiratory centre, and is sometimes employed as a mixture 
of 5 per cent. CO, in 95 per cent. of oxygen. 

ardiac stimulants are of special value in peripheral circulatory failure. 

Diffusible stimulants (ether, ammonia and alcohol) reflexly stimulate 
the respiratory and vasomotor centres, and are frequently useful in an acute 
emergency. 

Dextrose is of value in conditions of circulatory collapse, such as may follow 
coronary thrombosis, and possibly in congestive heart failure. It is a form 
of nutriment which is rapidly absorbed and easily metabolised. It may be 
given by the mouth, by the bowel, or intravenously. One pound of dextrose 
dissolved in 2 pints of water and flavoured with orange or lemon juice forms 
a convenient concentrated solution, which may be given diluted to taste. 
For intravenous injection, a hypertonic solution is advocated, and 100 c.c. 
of a 30-50 per cent. solution may be administered. 

Insulin, in conjunction with dextrose, is held by some to be of value in 
congestive heart failure and also in angina pectoris. With regard to the 
former, most benefit is to be expected when there is evidence that a defect of 
myocardial nutrition underlies or aggravates the condition. Five units of 
insulin subcutaneously, followed in 15 minutes by 50 g. of dextrose or levulose 
by the mouth, is given once daily. This may be continued for a week, the 
dose of both being then doubled if no improvement results. This form of 
treatment may be employed concurrently with the administration of digitalis. 
Respecting angina pectoris, see page 989. 

Druretics.—If in congestive failure the response to rest, the digitalis 
group of drugs, and other methods of treatment is not quick or adequate, 
primary diuretics are, in addition, indicated. These include the xanthine 
group (theobromine, theophylline, and caffeine) ; the saline diuretics (potas- 
sium acetate and citrate, and sodium citrate); and the organic mercurial 
compounds. 

At the outset I would point out and emphasise that it is advisable periodic- 
ally to alternate the diuretics and also that a combination is sometimes more 
effective. 

A combination formerly much used is pil. digitalis co., which consists of 
pulveris digitalis, pulveris scillee and pilule hydrargyri, aa gr. 1. 

Theobromine, gr. 5-10, is a powerful diuretic, but as it is very insoluble 
in water its absorption is slow so that it is not much employed. Theobromine 
and sodium salicylate (diuretin) is freely soluble, and is therefore used instead, 
the dose being gr. 10-20. Theophylline (theocine) is still more potent, but 
because of its lack of solubility is not used, theophylline and sodium acetate, 
gr. 2-5 being used instead. Both are apt to cause gastric disturbance. 
Aminophylline (euphyllin) is supposed to be as powerful as theophylline, 
and is more soluble and therefore more rapid. The dose is gr. 14-3. It may 
also be employed by the rectum, intramuscularly, or intravenously. Caffeine 
is not much employed as a diuretic, having been largely supplanted by 
the other members of this group. It is used more as a stimulant. 

Organic mercurial preparations are incomparably the most potent 
primary diuretics in the treatment of congestive cardiac failure, and their 
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discovery constitutes a striking advance in cardiological therapeutics. I 
would emphasise their very great value in suitable cases, for they are fre- 
quently successful when digitalis and other diuretics fail. They are especially 
indicated in severe cases, or when a rapid effect is desired. They are also of 
value in cases of chronic adhesive pericarditis with recurrent ascites. Digitalis 
may be given at the same time. It is necessary to point out that, owing to 
their high mercury content, they may give nse to symptoms of mercurial 
poisoning, such as stomatitis, severe colitis, with bloody diarrhoea, or hema- 
turia. They should not be employed in acute nephritis, or severe impairment 
of kidney function, or hematuria, or enteritis, but a moderate degree of 
albuminuria, such as is common in heart disease, does not contra-indicate 
their use. 

Novasurol is by far the most toxic, and its use has been abandoned in 
favour of the injection of mersalyl (salyrgan) which is safer and little, if at 
all, inferior in diuretic potency. It is administered either intravenously or intra- 
muscularly. In either case a preliminary dose of 0-5-1 c.c. is given. If no 
toxic symptoms supervene, doses of 1} or 2 c.c. may be repeated at intervals 
of 2 or 4 days. Or the drug may be administered once weekly for long 
periods to ambulant patients. Recently suppositories have been introduced, 
and are not far short as effective as the other two methods. 

These diuretics are best administered the first thing in the morning in 
order to avoid the patient’s sleep being disturbed. A profuse diuresis usually 
commences shortly afterwards and continues for 24 to 48 hours; and often 
10 to 20 pints of urine may be passed within 48 hours. It is important to 
restrict the daily intake of fluid to within 40 oz. and occasionally even 30 oz. 
Moreover, the total amount of urine passed each 24 hours should be carefully 
measured, and it is also advisable to weigh the patient at the commencement 
of the treatment and at weekly intervals, a reduction in weight being a 
valuable criterion of the efficacy of the treatment. The diuretic effect of 
the drugs is increased by the administration of an acid-producing salt, such 
as ammonium chloride or nitrate. Thirty grains in solution by the mouth 
thrice daily for two or three days previously is the appropriate method. 

QuinipIneE.—Quinidine is employed in the treatment of persistent auricular 
fibrillation and persistent auricular flutter, especially the former, with the 
object of arresting either condition—in other words, to restore the normal 
rhythm. It is also used in paroxysmal tachycardia, paroxysmal fibrillation 
and paroxysmal flutter, in the intervals between the attacks, to prevent their 
recurrence. 

Quinidine is a cardiac depressant, and it acts directly on the auricular 
muscle and by depressing the vagus. It prolongs the refractory period 
of auricular muscle and slows the conduction rate. Prolongation of the 
refractory period tends to interrupt the circus movement in the auricles 
(see p. 897), while slowing of conduction favours its continuance. Where the 
action on the refractory period predominates, the circus movement is abruptly | 
terminated and the normal rhythm is restored. The slowing of the rate of 
the circulating wave in the auricles tends to increase the frequency of the 
ventricular response, so that the ventricular rate rises during quinidine 
administration, before normal rhythm returns. This tachycardia may be 
prevented to a large extent by giving a preliminary course of digitalis before 
commencing quinidine. Extra-systoles may be observed after the auricular 
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fibrillation has ceased, and may give rise to palpitation. They occur as a 
general rule only when the auricular rate ie diminished considerably, 
generally to 250-300 per minute. Their appearance is an indication of 
poisoning. In successful cases of auricular fibrillation, the sequence of events 
is auricular flutter, transient arrest of the whole heart, and the restoration of 
the normal rhythm. 

General toxic symptoms, cardiac failure, and embolism may occur during 
the administration of quinidine. Among the first are headache, giddiness, 
tinnitus, transitory visual disturbance, nausea, vomiting, abdominal pains, 
palpitation, precordial pain, sweating, scarlatiniform or morbilliform rashes, 
urticaria, a mild degree of pyrexia, fainting attacks, and mental symptoms. 
Among the manifestations of cardiac failure are sudden collapse, sudden 
cessation of respiration, severe dyspnoea, cyanosis, and disappearance of the 
pulse—due to ventricular standstill during the transition stages. The risk 
of embolism occurs at the time when the auricle first commences to contract 
again after the restoration of the normal rhythm. Thrombi are expelled from 
the auricular cavity into the systemic or pulmonary circulation, and death 
may result. Death during the administration of the drug may be due to 
cardiac failure or to embolism. 

In persistent auricular fibrillation the normal rhythm can be restored in 
at least half of suitable cases. Relapse occurs, sooner or later, perhaps in a 
majority of these. In my experience this can be avoided in a large pro- 
portion of cases by a gradual diminution of the tota] daily dosage and, later, 
the continuation of a small daily dosage for some time. Quinidine is less 
successful in restoring the normal rhythm in auricular flutter than in auricular 
fibrillation. 

In persistent auricular fibrillation, or persistent auricular flutter, quinidine 
is most likely to be successful in those cases in which there is at the most only 
a moderate degree of valvular or myocardial disease, of cardiac enlargement, 
and of cardiac failure; in those in which the abnormal rhythm is the result 
of antecedent rheumatism or chorea; in cases in which there is an absence 
of acute endocarditis, or acute myocarditis ; when the onset of the condition 
has occurred during an acute infection—such as influenza ; when the abnormal 
rhythm has followed paroxysmal attacks ; when of recent origin; and in 
the case of the young. It is particularly useful in hyperthyroidism. Contra- 
indications for the use of the drug are the presence of a severe grade of 
valvular discase, or of myocardial] disease, great enlargement of the heart, 
a severe degree of cardiac failure—unless this is remedied by a course of 
rest and other therapeutic measures—heart-block, existing or recent acute 
or subacute endocarditis or myocarditis, a recent history of embolism, and 
in those cases when the patient cannot be confined to bed and be assiduously 
and carefully watched. 

A preliminary course of rest in bed and of digitalis medication is advisable. 
It is the practice of some to stop the digitalis for a few days before com- 
Mencing quinidine, while others continue its use during the administration 
of the lattes, in order to control the rapid ventricular rate. The patient 
should invariably be confined to bed, absolute rest, physical and mental, 
should be enjoined, and he should be assiduously watched. Frequent electro- 
cardiographic examinations are very advisable. It is advisable to give a 
single dose of 5 grains, or two doses of 3 grains at an interval of 2 hours, to 
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test for possible idiosyncrasy, and if none is found to exist, to commence 
the routine treatment the following day. Five grains three times daily may 
be commenced with, and the total daily dosage increased by 5 grains each 
day up to 30 grains, not exceeding four divided doses in the 24 hours, which 
may be continued for a week, or until normal rhythm is restored, or symptoms 
of intolerance appear. The majority of successful cases follow the use of 
only small doses of the drug, and its use is rarely successful if more than 
30 grains per diem are required. The drug should be stopped if severe toxic 
symptoms, severe cardiac failure, or embolism, occur, or if there is an auricular 
rate of 250 or 240 per minute—because of the risk of inducing 1 : 1 rhythm, 
or, a8 a rule, if there is a ventricular rate above 160. After the normal 
rhythm has been restored, the total daily dosage should be diminished by 
5 grains each day to 5 grains twice, or even once, daily, and this continued for 
some months unless found to disagree with the patient. This method lessens 
the likelihood of relapse. - 

When quinidine is employed in paroxysmal tachycardia, paroxysmal 
fibrillation, or paroxysmal flutter, in the intervals between the attacks to 
prevent their recurrence, the dosage is 5 to 15 graufs per diem. 

OxycEn.—Oxygen is sometimes of value in cases of cardiac failure. The 
chief indications for its use are cyanosis and dyspnea, but in the case of the 
former not if due to peripheral stasis. It should be administered continuously, 
it may be by means of a nasal catheter, an oxygen tent, or an oxygen mask. 
As a rule the last is uncomfortable, but recently (1938) a very efficient appara- 
tus has been introduced in America by Boothby, Lovelace and Bulbulian, 
and may now be obtained in this country as the “ B.L.B. inhalation apparatus.” 

VENESECTION.—This method of treatment is sometimes neglected when 
it might be employed to advantage and be even life-saving. It is indicated 
when there are manifestations of great distension of the right chambers of 
the heart—as, for example, cyanosis, turgescence of the veins of the neck, 
severe dyspnea, an enlarged and tender liver, and increased area of impair- 
ment of the percussion note to the right, and also in acute pulmonary oedema, 
in either case especially if there is hypertension. As a rule it is contra-indicated 
in hypotension and answmia of pronounced degree. Venesection may also 
be very useful when the blood pressure is much raised. The median tase 
vein should be chosen, and 10-20 ounces withdrawn. If venesection 1s 
not practicable, 6-8 leeches over the right ventricle or liver may be of 
service. 

ToraL THYROIDECTOMY IN THE TREATMENT OF ConaEsTive Herarr 
FarLvure.—The number of cases with congestive heart failure in which total 
ablation of the thyroid has been performed is now sufficient to permit the 
evaluation of this procedure as a therapeutic measure in the treatment of 
heart disease. The results to hand already indicate that great discrimination 
should be exercised in the selection of cases, this requiring the most careful 
consideration respecting diagnosis and prognosis. It should at once be 
evident that this procedure should only be considered when the medical 
methods of treatment have been fully tried and have failed ; if the operation 
is likely to result in improvement; and when the operative risks are not 
unreasonable. With regard to the last, results have established that the 
presence of renal impairment, chronic lung disease, and intractable edema, 
add so materially to the risks connected with the operation as to contra- 
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indicate this form of treatment. On the other hand, the presence of hyper- 
tension does not appear to be a contra-indication, but in no instance has the 
operation brought about an appreciable lowering of the blood pressure. The 
therapeutic value of the operation corresponds with the lowering of the basal 
metabolism. When this is reduced to minus 30 per cent., myxcedema fre- 
quently develops, but this condition responds to small doses of thyroid 
without materially detracting from the improvement which has been obtained 
by the diminution of the basal metabolism. With a fuller and more wide- 
spread appreciation of the value of the organic mercurial diuretics, the 
question of this form of treatment does not arise as frequently as would 
otherwise be the case. Even so, it is now and again indicated in carefully 
selected cases. 


TREATMENT OF SYMPTOMS 


The indications for and the methods of treatment already described 
should be considered. 

SLEEPLESSNESS8.— The ventilation of the bedroom should receive atten- 
tion, and, while the patient should be kept warm, the bedclothes should not 
be heavy. It should be remembered that insomnia may be due to dyspnea, 
and in these cases the patient is sometimes troubled with ‘ night starts’ as 
he is falling off to sleep; the dyspnoea should be treated on the lines to be 
laid down later. Sedatives (as described on p. 863) may be sufficient for 
sleeplessness. Failing these, or as an alternative to such, paraldehyde (suit- 
ably flavoured), chloral and bromide, or the quickly acting barbiturates 
(alone or in combination with bromide). The first is a valuable drug in 
many cases, especially when there is dyspnea. If the patient is more restless 
or excited after taking the drug, it usually means that the dose has been too 
small. Chloral hydrate has the reputation of being a dangerous remedy in 
heart disease, especially in chronic myocardial disease, but I] have used it 
very extensively and have never found this to be the case. It produces a 
refreshing sleep, and is especially useful when nocturnal dyspnea or hyper- 
tension 1s present. It may be given in doses of 5 to 10 grains by the mouth, 
gradually increasing to 15 or even 20 grains if necessary, the dose being 
repeated in 2 hours if required, and the effects carefully watched. If these 
drugs fail, resort should be had to opium or one of its derivatives, which 
are especially useful when there are accompanying restlessness and 
dyspneea, and are particularly necessary in cardiac asthma and coronary 
occlusion. In some cases a combination of bromide, chloral and tincture 
of opium suffices. The hypodermic administration of morphine is much 
Iffore efficacious than when given orally. It is well to commence with small 
doses, for example, #th grain, and gradually to increase to 4th grain, or 
even more, until relief is obtained, the effects being carefully watched. 
Cyanosis is not an absolute contra-indication to the administration of chloral, 
opium or morphine. Speaking generally, these drugs should not be admini- 
stered in those cases in which there is much bronchial secretion, or cedema of 
the lungs, or in Bright’s disease ; but in individual cases they may be tried if 
the first dose be very small, and the dosage be subsequently increased with 
great caution. Further, when there is much bronchial secretion, or oedema 
of the lungs, a sharp look-out should be kept to see whether the administration 
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of the drug increases them; in such a contingency, atropine or strychnine 
should be administered in combination with the morphine. 

CoNGESTIVE Fa1LURE AND (ADEMA.—The measures which are of particular 
value are the restriction of the daily amount of fluid, the digitalis group of 
drugs, and primary diuretics. If cdema of the lower extremities is slight, 
bandaging is often useful, and this may be combined with massage. If it 
is severe and does not respond satisfactorily to the measures mentioned, the 
mechanical removal of fluid by Southey’s tubes or multiple punctures, 
preferably the former, should be considered. It should be performed under 
strict aseptic precautions, and the patient should be in the sitting position 
in order to obtain a full beneficial result. If pleural effusion or ascites, 
especially the former, does not yield to other treatment and causes embarrass- 
ment, the fluid should be withdrawn. 

Carpiac AstHmMa.—Sleeping in a more upright position may be of help 
as a prophylactic measure. If an attack occurs, the patient may be most 
comfortable when supported by high pillows or a bed-rest, or he may not be 
able to breathe with comfort even in bed, and may prefer to sit up supported 
in a large easy chair, perhaps leaning forward and supporting himself with 
his arms on the back of another chair. Diffusible stimulants, the nitrites— 
especially if there is hypertension, and oxygen are sometimes of value. 
Morphine (gr. 3-4) with atropine (gr. ;j9) hypodermically is the most effective 
measure. Adrenaline is recommended by some. If there are manifestations 
of great distension of the right side of the heart, or the blood pressure is much 
raised, venesection is indicated. If the condition persists, massive dosage 
of digitalis by the mouth, or the intravenous injection of digoxin or strophan- 
thin should be considered (see p. 867). 

PuLtmMonaRy (HpEMa.—Dry cupping is sometimes beneficial in chronic 
peu cedema. If an attack of acute pulmonary oedema occurs, a 

ypodermic of morphine, gr. 3, with atropine gr. -'s—z'gth, should be adminis- 
tered immediately. Oxygen is often found to cause restlessness. The same 
considerations as regards venesection and digitalis therapy apply as in the 
case of cardiac asthma. 

Syncorr.—It has been noted on p. 854, that this complication may 
be cardiac or peripheral in origin. The treatment of syncope is divided into 
pepe and immediate. With regard to the first, the etiology should 

e reviewed. Heated rooms, crowds and prolonged standing should be 
avoided. If syncope occurs, the patient’s head should be lowered and the 
clothes loosened at the neck. Plenty of fresh air is indicated. Diffusible 
stimulants (ether, ammonia or brandy) should be given by the mouth. 
Failing these, strychnine (gr. s'5—z5th), or nikethamide administered sub- 
cutaneously or intramuscularly. See also Adams-Stokes Syndrome (p. 909), 
and Acute Peripheral Circulatory Failure (p. 875). In vasovagal attacks, 
atropine, failing which, adrenaline, shouJd be injected subcutaneously. 

ALPITATION.—This is a maiady in which it is particularly important to 
investigate thoroughly and treat the cause; among these, digestive disturb- 
ances and toxic conditions are especially to be noted. Local applications, 
such as a belladonna plaster, or lin. bellad. c. chlorof., may be helpful. 
If these measures fail, sedatives (see p. 863) should be tried. 

Canp1ac Parn.—As in the case of palpitation, the stiology should be 
reviewed. If there has been overstress, rest is indicated. A belladonna 
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pee or lin. bellad. c. chlorof., applied to the precordium may be 
eneficial ; while sometimes—especially in acute inflammatory conditions— 
the employment of hot fomentations or poultices, an ice-bag or Leiter’s 
coil, a mustard leaf, or leeches may afford relief. If these measures fail, 
sedatives (see p. 863) may be administered, and in the event of their not 
being successful it may be necessary to resort to opiates. 

Vomitinae.—Milk is, in the majority of cases, the best food, to which 
sodium citrate (15 grains to each 10 ounces) may be added. If milk be 
not tolerated, peptonised milk, whey, albumin water, milk gruel, koumiss, 
or strong meat essences may be sipped, the patient not being allowed any 
solid food. A brisk purge should be administered, and bismuth with hydro- 
hee acid may be given. Counter-irritation over the epigastrium is occasion- 
ally of some help for the relief of vomiting. If, in spite of these measures, 
the vomiting still continues, all food, and even water and drugs, by the mouth 
should be stopped, and resort be had to rectal feeding. The advantage in 
these cases of rectal feeding with milk pancreatised for at least 24 hours is 
not sufficiently recognised. 


TREATMENT WHEN ACUTE PERIPHERAL CIRCULATORY FAILURE 18 PRESENT 


This comprises the following : Lowering of the patient’s head, raising the 
foot of the bed to the extent of 1 or 2 feet, and the application of a tight 
binder to the abdomen. Diffusible stimulants. Saline and dextrose by the 
rectum, or intravenously. Strychnine, nikethamide (coramine), adrenaline, 
ephedrine, cardiazol-ephedrine, and pituitary (posterior lobe) extract 
(4-1 c.c.), or in the case of pregnancy, pitressin (4 c.c.). 


Having discussed the various therapeutic measures which may be applic- 
able to any form of cardiac disorder, these need not be again referred to 
when we come to consider the treatment of the individual cardiac affections : 
in this way much repetition will be saved. 

FREDERICK W. PRICE. 


FUNCTIONAL DISORDERS OF THE HEART 


By functional disorders of the heart are meant those which occur in- 
dependently of any structural change, whether of the valves, the myocardium, 
or the arteries ; they are merely disorders of function, no organic lesion being 
necessarily present. It should. be remembered, however, that any variety 
of functional disorder may be found in association with, though independent 
of, organic disease, especially if cardiac failure be present; and, further, that 
& persistent functional disorder my terminate in organic disease, although 
not necessarily so. Some writers deny the existence of functional disorder 
of the heart, being of opinion that in every case some structural change not 
only exists but accounts for the malady. Such a view is, in my opinion, 
untenable. I would, however, emphasise that not infrequently a diagnosis 
of functional disorder is erroneously made owing to the fact that the existence 
of organio disease has not been detected. As far as my experience goes, this 
applies especially to chronic myocardial disease unaccompanied by chronic 
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valvular disease, arterial disease, and aa slight mitra] stenosis and 
chronic adhesive pericarditis. The first is referred to on page 949. With 
regard to the second, how often is arterial disease excluded as the result 
merely of the examination of the radial artery ? Not only the radial, but at 
least the brachial, the temporal and the retinal arteries, and the aorta, should 
be examined. 

Among functional disorders may be included palpitation, cardiac pain, 
irritable heart of soldiers, primary cardiac strain, sinus tachycardia, sinus 
bradycardia, and some cases of irregular action of the heart. No doubt some 
of these disorders may be either functional or due to organic disease. With 
regard to irregular action of the heart, it depends upon the type. It is almost 
universally agreed that sinus irregularity is always functional. Extra-systoles 
may or may not be due to some structural change in the myocardium. In 
the majority of cases, auricular flutter and auricular fibrillation are indicative 
of some myocardial change. It is true that cases of auriculo-ventricular block 
have been recorded in which there was an absence of any demonstrable lesion 
of the junctional tissue; but in some of these the vagus was found to be 
affected. 


PALPITATION 


By palpitation is meant the consciousness of the cardiac impact against 
the chest-wall, whether there is an increase in its rate or not, and whether 
the cardiac action is regular or not. I shall not deal here with those cases 
which are the result of extra-systoles, paroxysmal tachycardia, auricular 
flutter, auricular fibrillation, or heart-block. 

ZEtiology.—While palpitation may occur in organic disease of the 
heart, perhaps especially in aortic incompetence and cardiac hypertrophy 
from any cause, it is more frequently met with apart from this. It is more 
common in females. Among other causes are digestive disturbances— 
especially when attended with flatulent distension ; the excessive indulgence 
of tea, coffee, tobacco or alcohol; neurasthenia and emotional states, the 
menopause, and the period of menstruation ; during convalescence from any 
acute illness; thyrotoxicosis; and what is called disorderly action of the 
heart. The immediate cause of an attack is usually emotion, but it may be 
excessive physical exertion. 

Symptoms.—The attack may last from a few seconds to a few hours. 
It is usually gradual in onset and passes off gradually. The subjective 
symptoms vary from a sensation of a gentle impact to the consciousness of 
a violent one against the chest-wall and actual pain in the precordium in 
the severer forms. There may be flushing of the face, a sensation of throbbing 
in the head, and giddiness or faintness. The pulse is generally increased in 
rate, and its character may resemble that of the pulsus celer. The larger 
arteries, such as the carotid, may exhibit pulsation. The apex-beat is 
commonly diffuse, and its force increased, with a quickened outthrust. The 
heart is found to be not enlarged. The cardiac sounds are increased, and 
may be short and sharp. There may be a systolic murmur in the pulmonary 
area and less frequently at the apex. In dyspeptic patients, relief may coincide 
with the eructation of a large quantity of gas. 

Treatment.—This is dealt with on p. 874. 
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CARDIAC PAIN 


Discomfort or pain in the precordium in the majority of cases is of ex- 
trinsic origin. This is especially so in females. It may be met with in neuras- 
thenia and emotional states; digestive disorders, including of the gall- 
bladder, in all cases particularly if accompanied by flatulent distension of 
the stomach or colon; in general debility ; during convalescence from an 
acute illness ; toxic conditions; and in Irritable Heart. 

Pain of extrinsic origin is more frequently related to emotion or mental 
effort, especially the former, than to physical exertion; it is in the great 
majority of cases situated in the precordium, and usually over a smaller 
area of this than in the case of cardiac failure ; it occasionally extends to 
near the angle of the left scapula or left armpit, or rarely to the left arm or 
over a larger area of the left front chest and even up to the neck; is either 
of a dull aching or of a sharp stabbing character ; and is of shorter duration 
than in the case of cardiac failure. There may be hyperexsthesia and tenderness. 
Other symptoms, particularly connected with the nervous, vasomotor and 
alimentary systems are often present. Treatment has been discussed on p. 874. 

Pain indicative of cardiac failure is referred to physical or, less frequently, 
mental effort, but it may not come on until some hours have elapsed ; it 
also in the great majority is situated over the prescordium, and generally 
over the greater part or the whole of it; it is almost always confined to this 
area ; is of a dull aching character ; and is more or less continuous. 

Treatment has been discussed previously. 

The pain of angina pectoris is described on p. 987. 


IRRITABLE HEART OF SOLDIERS 


Synonyms.—Soldier’s Heart ; Disordered Action of the Heart (D.A.H.) ; 
Effort Syndrome ; Neuro-circulatory Asthenia. 

This is a condition which is characterized by a combination of symptoms 
due to a subnormal circulatory system—aincluding, if not especially, the 
peripheral variety—and a subnormal nervous system. 

The irritable heart of soldiers was first described by Myers (1870) and 
Da Costa (1871) in the United States of America. During and after the 
War of 1914-1918 much attention was paid to the subject in this country, 
owing to the large number of soldiers who were invalided home for so-called 
valvular disease of the heart and other cardiac disorders, The malady was 
first called irritable heart of soldiers, and, during the War of 1914-1918, 
soldier's heart, or disordered action of the heart (D.A.H.), and, later, by Lewis, 
effort syndrome. In the United States it is now termed neuro-circulatory 
asthenia. It is to be observed that the affection is not synonymous with 
athlete’s heart or primary cardiac strain (see p. 880). 

It is necessary to point out that what is called irritable heart of soldiers 
does not differ from that which is met with in civilian life. 

fEtiology and Pathology.—The condition is more common during 
adolescence and up to early middle life, in poorly developed subjects, in those 


of a sedentary or light occupation and are out of training, and in urban life. 
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In the case of soldiers, it was formerly thought that the cause was either 
the accoutrements, such as tight belts and closely fitting uniforms, or over- 
exertion, such as “ setting-up drill.” It was found, however, that the correc- 
tion of these did not obviate the malady. 

It is now believed that a number of factors acting together, some more 
than others, constitute the cause. These include congenital or developmental 
weakness of the circulatory and nervous systems, a poor physique, a sedentary 
or light occupation, excessive physical exertion, an unsuitable kind of train- 
ing, mental or emotional stress or strain, lack of sleep, infection, in a small 
percentage of cases hyperthyroidism, and, in my opinion, excessive smoking, 
especially of cigarettes. 

An individual born with subnormal circulatory and nervous systems 
finds by experience that while he is able to engage in ordinary physical and 
mental effort he is incapable for those of a strenuous character. He arranges 
his manner of life accordingly, and consequently developmental weakness 
becomes superadded. Naturally such an individual does not stand the 
usual training so well as do those who were engaged in heavy or moderately 
heavy employments. Even with a slow and very carefully graduated train- 
ing, he may never be able to engage in severe physical or mental effort. 
It is difficult to say how much physical stress or strain alone is an etiological 
factor. Not infrequently there is a recent history of infection, either chronic, 
such as focal sepsis or pulmonary tuberculosis, or an acute infective disease. 

Lastly, it is to be noted that the affection may be met with in those with 
organic disease of the heart. 

Symptoms.—The onset is usually gradual. The commonest symptoms 
are breathlessness, palpitation, exhaustion, precordial discomfort or pain, 
giddiness, and nervousness. Generally the shortness of breath, palpitation, 
and discomfort or pain are related to physical exertion or emotion; the 
sense of exhaustion to physical or mental effort ; and the giddiness especially 
to change of posture. reathlsaaneds and palpitation may be very easily 
induced, and may also be present while at rest. The pain is commonly 
limited to the preecordium but sometimes radiates to near the angle of the 
left scapula, or rarely to the left arm or over a larger area of the left front 
chest or up to the neck. It is generally of a dull aching character but occasion- 
ally is sharp and stabbing. There may be hypersesthesia and tenderness. 

There may be faintness, and occasionally actual syncope, the latter 
probably being of the vasovagal type and more often in the young. Vaso- 
motor symptoms, such as coldness and pallor or lividity of the extremities, 
and a tendency to sweating and flushing, are not infrequent. There may be 
lassitude, depression of spirits, irritability, loss of emotional control, insomnia, 

tremors of the hands, and headache, the last especially after exertion. 

During sleep the cardiac and respiratory rates are normal. When the 
patient is awake but at rest they may be increased and there may be a slight 
increase in the blood pressure. There is frequently an abnormal response in 
the cardiac rate and the blood pressure with the assumption of the upright 
posture after lying down. The cardiac and respiratory rates and the blood 
pressure are unduly and it may be markedly increased by exertion, and, 
though perhaps to a less extent, by emotion, and their return to the former 
level after such is delayed. The apex-beat is often diffuse and its force 
inoreased, but the out-thrust is quicker and shorter than normal—which is 
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the opposite to that which obtains in hypertrophy. On oy examination, 
the heart is found not to be enlarged. "Phe first sound may be increased in 
loudness, and may also be short and sharp. There may be cardio-respiratory 
murmurs (see p. 939), or a systolic murmur in the pulmonary area or at the 
apex, especially the former, in which case the murmur is generally harsh and 
may give the impression of being superficial. Reduplication of the second 
sound, it may be only after exertion or on lying down after such, is occasionally 
to be observed, and if present is indicative of cardiac strain (see p. 881). 

Diagnosis.—It is necessary to diagnose the condition from chronic 
valvular disease, cardiac hypertrophy, focal sepsis, pulmonary tuberculosis, 
hyperthyroidism, and primary cardiac strain. This may be done by a con- 
sideration of the features described. In hypertrophy, the out-thrust of the 
apex-beat is slower and longer than normal ; there is evidence of enlargement 
of the heart; and the first sound may be long, low in pitch and muffled. 
Primary cardiac strain is referred to on p. 881. 

Prognosis.—<As far as the duration of life 1s concerned, it is favourable. 
As to the course of the malady, this varies very considerably, and a period of 
observation is required to attempt a reliable opinion. The outlook is affected 
by the etiological factors, the physical and, it may be especially, the mental 
make-up of the patient, probably most of all by the therapeutic measures 
adopted, the response thereto, and perhaps by the age of the individual. 
In the case of a chronic infection, it depends upon whether this can be removed. 
When the condition follows an acute infective disease, the prognosis is favour- 
able provided convalescence is not hurried. This also applies when the 
affection is chiefly due to an anxiety condition, and suitable and competent 
psychological treatment is employed. The prognosis is probably better 
in the young. 

Taking cases as a whole, the proportion of those who will not be able to 
engage in the physical and mental activities previously possible without 
experiencing some abnormal symptoms is by no means negligible. 

Treatment.—ProrHy.tactic.—In those of poor development, or of 
sedentary or light occupation, a slow and very carefully graduated training is 
of fundamental importance. 

CuraTIvE.—Reassurance and encouragement are of prime significance. 
In severe cases a preliminary rest in bed, of moderate duration, is usually 
helpful. If mental strain has been a factor, freedom from mental work until 
the patient has attained his optimum is advisable. Due attention to the 
cause of the malady, such as focal sepsis or an anxiety state, is obviously 
indicated. Psychotherapy has been spoken of under Prognosis. If there 
has been excessive indulgence in tobacco, smoking should be avoided 
altogether; and even if there has not, at the most it should be strictly 
moderate in amount. Alcohol is better avoided. 

Efforts should be directed towards the restoration of the patient’s general 
bodily and mental health. To this end careful attention to the matter of 
sleep, an ample amount of nutritious food, fresh air, slow and very carefully 
graduated exercise under wise supervision—preferably in the open air and, if 
the patient is fit for such, at first in the form of games—always stopping 
short of abnormal subjective symptoms, and breathing exercises are enjoined. 
Massage is not infrequently of help, and hydrotherapy is occasionally so. 
if the patient suffers from an aadul azcitable nervous system, or is prone 
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to worry or be anxious, sedatives (see p. 863), in small daily dosage, are 
indicated for a time, and may be repeated occasionally if found to be required. 
Periodic courses of general tonics are worth a trial. Digitalis is of no avail 
and may even do harm. 


PRIMARY CARDIAC STRAIN 


By primary cardiac strain is meant a cardiac disorder which is the direct 
result of excessive physical exertion in an individual whose heart was pre- 
viously sound. 

It should be pointed out that most cardiologists are of opinion that 
physical exertion alone cannot cause such. They believe that in all cases the 
myocardium is weakened by toxins, either bacterial or chemical, or disease. 
Together with some cardiologists and general physicians, and pathologists 
of great authority, I do not share this view. At the same time I wish to make 
it clear that formerly physical exertion as an etiological factor was very 
much exaggerated. 

fEtiology and Pathology.—The affection is more likely to occur in 
middle or later life, and in those not in training. It may be due to sudden 
and violent physical exertion, such as boat-racing, and athletic and boxing 
contests ; or the result of very severe, and either long continued or frequently 
repeated muscular effort, such as in heavy manual labour and in athletic 
training. 

Regarding the first, when the heart is called upon for an increase of work 
by physical exertion, there is stretching of the muscular fibres and dilatation 
of the cavities together with an increased output of blood. - Under normal 
conditions, the dilatation is temporary and physiological. In violent and 
sudden muscular exertion, however, it may persist, t.e. there is pathological 
acute dilatation. With rest in bed, the cavities usually gradually return 
to the normal, but functional disability may continue for some time. 

Respecting the second, when the heart has to do continued extra work, 
cardiac hypertrophy takes place. If the physiological limits of the latter in 
any particular individual have been reached, any further demand on the 
organ will, sooner or later, have a permanent deleterious effect and patho- 
logical dilatation may take place. As regards this second group, it may be 
mentioned that those who do not believe that long continued very severe 

hysical exertion alone can cause strain, quote the example of the horse. 

t seems to me that to compare, in this respect, man with an animal whose 
natural primary function and almost the whole of his activities have to do 
with physical exertion is hardly appropriate. 

Symptoms.—When the malady is due to sudden and violent effort, 
there may be lividity or cyanosis of the face, giddiness, and vomiting ; later, 
there may be collapse, quickened shallow breathing, coldness of the skin, 
precordial uneasiness or actual pain, and a quickened, small and thready 
pulse; while later there may be indications of pronounced acute cardiac 
dilatation. The last involves both sides of the heart, but if the exertion 
has entailed severe fixation of the walls of the chest, the dilatation is chiefly 
right-sided, while if it has involved great contraction of the muscles, it 18 
principally left-sided. 
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In the chronic forms of the affection, among the symptoms are shortness 
of breath, palpitation, giddiness or faintness, a feeling of weight or oppression, 
and discomfort or pain in the chest, the last sometimes extending to the left 
scapular region or arm. The pulse is usually small and weak, and its rate 
increased even while at rest. The area of cardiac impairment is not infre- 
quently increased to the left and sometimes also to the right. The cardiac 
sounds may be feeble, or short and sharp, there may be a mitral or tricuspid 
murmur, and the second sound in the pulmonary area may be accentuated. 
Reduplication of the second sound, it may be only after exertion or on lying 
down after such, is sometimes present, particularly in the young, and is 
probably due to dilatation of the left ventricle. 

Diagnosis.—This in large measure resolves itself into the question 
whether the case is one of primary cardiac strain, or whether the heart has 
been previously damaged ; in the latter case, excessive physical exertion is 
merely the exciting cause of the malady. In considering this problem, a 
previous history of one of the causes of morbus cordis and evidence of 
myocardial or valvular disease are obviously of material importance. 

Reduplication of the second sound, if present, is a valuable sign of primary 
cardiac strain. 

There are certain fundamental distinctions between primary cardiac 
strain and irritable heart of soldiers. This is readily recognised by a com- 
parison of the respective clinical features described (see pp. 878, 879). 

Prognosis.—This exhibits a wide variation. In the young and robust, 
in the less severe cases, full recovery is the rule. This may occur in a few 
days or weeks, but or the other hand progress may be slow. Occasionally, 
however, recovery is not complete, the individual never being able to engage 
in physical exertion previously possible without experiencing some abnormal 
symptoms. In the more severe cases, the latter is not infrequent. 

In middle or later life, even in the less severe cases, progress may be very 
slow, and full recovery is infrequent and perhaps only occasional; while 
in the more severe, even the duration of life may be shortened. 

In all, a diminishing increase of pulse-rate is a favourable omen. 

Treatment.—In the acute cases a very hot bath is to be commended, 
the patient being lifted out of it in a blanket, together with the administration 
of a few 15-grain doses of theobromine and sodium salicylate (diuretin). 
In the early stages, a strictly limited amount of food, both solid and liquid, is 
indicated. Oxygen may be required in some cases. When the patient is fit 
to get up, great caution should be exercised with regard to physical exertion. 
Warm baths, followed by a cold douche, may be tried provided there is a 
quick reaction. 

In the chronic more severe cases, prolonged physical and even mental 
rest may be necessary. Massage, under certain conditions (see p. 864), may 
sometimes be of advantage, even in a comparatively early stage. 


SINUS TACHYCARDIA 


By the term tachycardia is meant an acceleration of the cardiac rate. 
There are two main varieties, namely: (1) sinus tachycardia; and (2) 
paroxysmal tachycardia. In addition, there is tachycardia in most cases of 
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auricular flutter and of auricular fibrillation. In the sinus variety the tachy- 
cardia is due to an increase in the function of rhythmicity in the sino-auricular 
node. In paroxysmal tachycardia, on the other hand, the tachycardia is the 
result of an abnormal rhythm, the impulses arising at some site other than 
the sino-auricular node. We shall here deal with sinus tachycardia. Paroxys- 
mal tachycardia is discussed on p. 891. 

ZEtiology.—Sinus tachycardia may be physiological. In some healthy 
individuals the cardiac rate is persistently rapid. It is, therefore, difficult 
to decide when an increase of the cardiac rate in an individual is patho- 
logical ; in this connection a record of the past history is of value. Transient 
sinus tachycardia may be a physiological reaction to emotional excitement, 
physical exertion, and the ingestion of food. 

The pathological form of tachycardia may occur both during and after 
acute infective diseases, during convalescence from any acute illness, in 
pulmonary tuberculosis, focal sepsis, thyrotoxicosis, the excessive use of 
tea, coffee, tobacco or alcohol, and cardiac failure. It is also met with 
in irritable heart of soldiers, neurasthenia and emotional states, sub- 
normal blood pressure, hemorrhage, shock, cahectic conditions, certain 
organic diseases of the nervous system, and the use of certain drugs, such as 
atropine, adrenaline, and the nitrites. 

Symptoms.—In tachycardia the patient may be conscious of the rapid 
action of the heart, and occasionally there is precordial pain. The oe 
may be diffuse and excited. There may be a systolic murmur at the apex, 
or base, or both. On the other hand, pre-existing murmurs may disappear. 

A polygram and electro-cardiogram show merely am undue decrease of the 
diastolic interval (see p. 1003), that of the systolic being unaffected. 

Diagnosis.—The differential diagnosis between sinus tachycardia and 
paroxysmal! tachycardia is discussed on p. 893. 

Treatment.—This resolves itself into dealing with the cause of the con- 
dition. 


SINUS BRADYCARDIA 


By the term bradycardia is meant a decreased cardiac rate. It must be 
distinguished from infrequency of the pulse-rate at the wrist, since the latter 
also includes ventricular extra-systole which is so feeble that the wave 
fails to reach the wrist. There are three varieties of bradycardia: (1) sinus 
bradycardia ; (2) auriculo-ventricular block ; and (3) some cases of auriculo- 
ventricular nodal rhythm. The last is a rare condition. We shall here deal 
with sinus bradycardia. 

Sinus bradycardia is due to a decrease in the function of rhythmicity, 
the result of increased vagal tone or a direct action on the sino-auricular 
node. The cardiac rate is below 60 per minute, and is usually between 50 
and 60, and rarely is as low as 40 and even leas. 

Etiology.—Sinus bradycardia may be physiological, especially in males, 
advancing age, and athletes. Transient sinus bradycardia may be a physio- 
am pene to rest, sleep, and pressure on the carotid sinus, especially 

e right. 

The pathological form of ee is less common than is sinus tachy- 

cardia. It may occur (1} during the convalescence of acute infective diseases, 
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especially influenza, diphtheria, pneumonia, typhoid and typhus; (2) in 
certain toxic conditions, such as jaundice, diabetes and uremia ; (3) in hypo- 
thyroidism ; (4) in some forms of cardiac disease—especially aortic stenosis 
and fatty degeneration of the myocardium ; (5) in the use of certain drugs, 
such as digitalis, opium and, exceptionally, tobacco ; and (6) during certain 
diseases of the nervous system. 

In a polygram and an electro-cardiogram there is merely an undue prolonga- 
tion of the diastolic interval (see p. 1003), that of the systolic being unaffected. 

Diagnosis.—In sinus bradycardia the rate is only occasionally below 50. 
It is influenced by physical exertion, emotion, pyrexia, amyl nitrite, and 
atropine. 

Sinus bradycardia should be diagnosed from extra-systoles, 2:1 and com- 
plete auriculo-ventricular block, and auriculo-ventricular nodal rhythm. 


IRREGULAR ACTION OF THE HEART 


The subject of irregular action of the heart is of great practical import- 
ance. Formerly it was notoriously a source of perplexity and difficulty to 
the clinician. It was known that irregularity might, on the one hand, signify 
even serious Impairment or disease of the heart, or, on the other, that it 
might be of no practical consequence. It was not possible, however, to deter- 
mine the significance of the irregularity in any given case, because there were 
no means of differentiating the types of irregularity, or what any particular 
type signified. By means of the electro-cardiograph and the clinical polygraph 
it is now possible to classify irregular action of the heart into types, and it is 
known what each type signifies. I would emphasize, however, that the work 
of elucidation having been accomplished, in a considerable majority of cases 
the use of a sphygmograph is sufficient, and in a fair proportion palpation and 
auscultation suffice. 

Irregular action of the heart may be due to (1) sinus arrhythmia ; (2) extra- 
systoles, or premature contractions ; (3) paroxysmal tachycardia ; (4) auri- 
culo-ventricular nodal rhythm; (5) auricular fibrillation; (6) auricular 
flutter; (7) ventricular fibrillation; (8) heart-block; and (9) the pulsus 
alternans. The first two varieties are very common. 

It may be advisable to describe here what is meant by the terms ‘ inter- 
mittent ’ pulse or a ‘ dropped beat,’ ‘ pulsus bigeminus ’ or ‘ coupling of the 
beats,’ and ‘ pulsus trigeminus.’ 

Intermission of the pulse is a form of irregularity which is not uncommon. 
By it is meant a condition in which the normal rhythm of the pulse is inter- 
rupted, either occasionally or more frequently, either at regular or irregular 
intervals, by an abnormally long pause during which no wave is felt at the 
wrist, a beat being missed. It is important to understand how intermission 
of the pulse is caused, especially from the point of view of prognosis. By far 
the commonest cause is a premature contraction of the ventricle (‘ extra- 
systole ’) which is so feeble that the wave fails to reach the wrist; the next 
most common cause is partial heart-block ; while the condition 1s occasionally 
due to sinus irregularity, and very rarely to sino-auricular block. The 
differential diagnosis between extra-systole and partial heart-block is discussed 
under extra-systole. The differential diagnosis also between occasional 
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dropped beats due on the one hand to sinus irregularity and on the other to 
partial heart-block is discussed under heart-block. | 

By pulsus bigeminus or couplang of the beats is meant a condition in which 
the pulse-beats occur in pairs, for long or short periods. The paired beats 
may occur at regular intervals, or,at irregular intervals, and some writers 
restrict the term pulsus bigeminus to the former, and that of cowpling of the 
beats to the latter. When the paired beats fall at regular intervals, the 
commonest cause is the occurrence of extra-systoles, usually ventricular, in 
cases in which the fundamental or sinus rhythm is otherwise maintained ; 
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Fie, 24.— Pulsus bigeminus, due to a gh extra-systole with its succeeding compensatory 
pause occurring regularly after each normal beat. 


either a single extra-systole with its succeeding compensatory pause occur - 
ring regularly after each normal beat (Fig. 24), or such occurring after every 
two normal beats, the premature contraction in the latter case, however, 
being so feeble that no waves reaches the wrist. The next most common 
cause is partial heart-block, when the ventricle fails to respond to every 
third beat of the auricle (Fig. 25). A rare cause is sino-auricular block, in 
which the auricle fails to respond to every third impulse generated at the 
sinus. When the paired beats occur at irregular intervals, the cause is a 
ventricular extra-systole occurring regularly after cach normal ventricular 
contraction in cases of auricular fibrillation; this is usually due to the 
action of digitalis (Fig. 31), but may occur independently of it. 






, 
iy Cae CR, oe, CY | CORRE Nn 
Fra. 25.—Pulsus bigeminus, due to partial heart-block, the ventricle failing to respond 
to the stimulus from the auricle at A’. 


By pulsus trigeminus is meant a condition in which the pulse-beats are 
grouped in threes. The causes are: (1) extra-systoles—either a single extra- 
systole with ita succeeding compensatory pause after every two normal 
beats, or such after every three normal beats and failing to send a wave to 
the wrist ; (2) partial heart-block, when the ventricle fails to respond to 
every fourth beat of the auricle; and, rarely (3), sino-auricular block, in 
which the auricle fails to respond to every fourth impulse generated at 
the sinus. 

The differential diagnosis between intermission of the pulse, pulsus 
bigeminus, and ata trigeminus due to the various causes mentioned 
is discussed elsewhere. 
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SINUS ARRHYTHMIA 


This is a normal phenomenon, which is very frequent, both in health 
and disease. It is due to variation of vagal tone acting upon the sino-auricular 
node. 

The chief characteristics of sinus irregularity is the variation in the 
length of the diastolic interval, the systolic being unaffected. The irregularity 
may be slight or even marked. In the great majority of cases it is related 
to respiration, the cardiac rate gradually increasing during inspiration and 
gradually diminishing during expiration. If not related to respiration, the 
irregularity may be only present during slow deep breathing. There is an 
abrupt slowing of a few beats and then a gradual increase. 

tiology.—Sinus arrhythmia is much more frequent during childhood 
and adolescence, but may be found at all.ages. It sometimes occurs after a 
febrile illness, and occasionally during the administration of digitalis, and 
even the act of swallowing may produce it—the heart-rate during the act 
being quickened for a few beats, followed by a reduction in the rate. 








Fic, 26.—Simultaneous tracings of the respiration and the radial pulse, from a healthy 
boy aged 14, showing sinus irregularity. 


Symptoms.— Usually there are no subjective symptoms, but rarely those 
of cerebral anzemia, such as giddiness, or faintness or even actual syncope, occur 
during an unusually long pause. On auscultation, the interval between the 
first and second sounds is found to be constant, while the varying length 
of the diastolic interval can be detected. If a tracing of the radial artery 
be taken, the intervals between the beats will be found to vary, while the 
pulse-beats are of equal or nearly equal size (Fig. 26). A polygram and an 
electrocardiogram (Figs. 58-60) show merely either of the two variations 
in the length of the diastolic periods just described. 

The irregularity is diminished or abolished by an increase in the cardiac 
rate, 

Diagnosis._-A diagnosis may’ be made from the features described. 
When irregularity of the cardiac action is found to be definitely related to 
respiration, it is in all probability of the sinus type. 

_ _Prognosis.—There is no reason to suppose that sinus irregularity is either 
Indicative of an impaired heart, or that it adds to the gravity of any diseased 
cardiac condition which may be present. The condition, therefore, may be 
entirely disregarded. 

_ Treatment.—-No treatment is required. 
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THE EXTRA-SYSTOLE 


Synonym.—-Premature Contraction. 

By extra-systole is meant a premature contraction the result of an impulse 
which is generated at some site other than the sino-auricular node. 

It has been noted that if rhythmicity is more developed at any other 
portion of the primitive cardiac tube than the sinus, the impulse arises at 
that point (see p. 847). 

There are three varieties of extra-systoles, according to whether the 
pone of origin is situated in the auricle, or the auriculo-ventricular node or 

undle above its division, or the ventricle. The first is called auricular 
extra-systole ; the second, auriculo-ventricular nodal extra-systole ; and the 
third, ventricular extra-systole. 

In each case the sinus rhythm is otherwise maintained in most cases. 
Usually an extra-systole is followed by a long pause (compensatory pause). 
Rarely the premature contraction occurs between two normal beats (inter- 
polated extra-systole). 

Of the three varieties of extra-systoles, the ventricular is far the most 





Fic. 27.—Simultaneous tracings of the jugular and radial pulses, showing a ventricular 
extra-systole at Hz.s. The usual rhythm of the auricle is maintained. The extra- 
systole in the jugular tracing is represented by the wave c’, immediately before the 
systole of the auricle. The compensatory pause is complete. 


common, and the auricular the next frequent. The variety of extra-systoles 
in the same individual is usually constant, but the three varieties may occur 
in the same subject. Occasionally premature contractions arising from 
different foci are observed in one fcord anal le extra-systoles. 

Extra-systoles may occur at long intervals, or at frequent, irregular 
intervals ; or regularly after each beat, or after every second, or third, or 
more, normal beats; or there may be a rapid succession of extra-systoles— 
usnally persisting for a few cycles only (Fig. 62), but rarely even for a few 
minutes. 

THe VENTRICULAR VARIETY OF ExtRa-SysToLeE.—We may take this 
variety for the purpose of illustration. While the chambers of the heart are 
contracting in the normal fashion, a premature contraction of the ventricle 
takes place, this arising independently of a stimulus from the auricle, which 
maintains its usual rhythm and contracts as the result of the norma! stimulus 
from the sinus. The exact time at which the premature contraction of 
the ventricle takes place is either immediately betore the systole of the 
auricle (Fig. 27), or—as is usually the case—synchronously with it, or 
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after it, but prior to that point of time at which it would have occurred if 
this had been in response to a stimulus received from the auricle in the 
normal way. In most cases the succeeding impulse from the auricle fails 
to cause a contraction of the ventricle; for this reason the pause which 
follows the premature contraction is abnormally long, being called the com- 
atory pause. When this prolonged diastole and the preceding shortened 
lastole together equal in time two normal cardiac cycles, the compensatory 
ause is said to be complete. Since during the prolonged pause the ventricle 
bias had an unusually long period in which to fill and recuperate, the pulse- 
beat immediately following a compensatory pause has often a greater ampli- 
tude than on other occasions. Sometimes, more especially when the cardiac 
rate is slow, a ventricular extra-systole occurs so early in the cardiac cycle 
that the ventricle does contract in response to the normal stimulus which 
is transmitted from the auricle immediately after the premature contraction ; 
in this way a premature contraction is interpolated between two normal 
beats. This form of the extra-systole is called interpolated (Fig. 28). 
On auscultation, in the vast majority of cases, two heart-sounds are 
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Fig. 28.—Simultaneous tracings of the jugular and radial pulses, showing an interpolated 
ventricular extra-systole (c’ and r’), represented in the diagram by the downstroke +. 
The downstrokes in the space As represent the auricular waves (a) in the jugular, 
and the downstrokes in the space Vs represent the carotid waves c, and the slanting 
lines connecting them represent the a-c interval (Mackenzie). 


synchronous with each extra-systole, these forming with those of the pre- 
ceding normal contraction a group of four sounds. Sometimes, however, 
the extra-systole occurs early in diastole, and before the cardiac muscle has 
had sufficient time to recover fully from the preceding systole, in which 
event the premature contraction is so feeble as to fail to open the aortic 
valves, and only the first sound is heard ; in this way a group of three sounds 
becomes audible. Very rarely the premature contraction is so feeble as not 
to produce any cardiac sounds whatever. 

The amplitude of the pulse-wave of an extra-systole is not so great as 
that of a contraction occurring at a normal interval, because the heart muscle 
has not had time to recover from its previous effort. The earlier an extra- 
systole occurs in the diastole, the more feeble it is ; it may be so feeble that 
no wave is felt at the wrist, so that there is simply an abnormally long pause, 
resulting in what is called a ‘‘ dropped beat” or an “intermittent ” pulse ; 
as has been already noted, an extra-systole which fails to reach the wrist 
18, indeed, the most usual cause of an intermittent pulse. If a single extra- 
systole with its succeeding compensatory pause occurs regularly after each 
normal beat, then the beats at the vaniag apex occur in pairs, as also do 
the pulse-beats, the condition being called pulsus bigeminus (Fig. 24). Simi- 
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larly, if a single extra-systole with its succeeding compensatory pause occurs 

after every two normal beats, then the apex-beat occurs in threes, as also do 

the pulse-beats, the condition being known as pulsus trigeminus ; but if the 

sree contraction is so feeble that no wave reaches the wrist, the pulse- 
eats are paired. 

If a polygraphic record of a case of ventricular extra-systole (Fig. 27) 
be analysed, it will be found that, as the normal rhythm proceeds as usual, 
the a wave appears at regular intervals ; each a wave is followed by a c wave, 
except when an extra-systole occurs, when the c wave either precedes the 
@ wave, or—as is more commonly the case—occurs synchronously with it, 
in which case the amplitude of the wave is correspondingly increased. 

AvuRicuLaR Variety oF Extra-Systore.—In this variety there is a 
premature contraction of the auricle, the stimulus arising in the wall of the 
auricle prior to the normal stimulus from the sinus. The premature con- 
traction of the auricle is usually followed by a premature contraction of 
the ventricle, following the usual transmission of the stimulus from the 
auricle along the auriculo-ventricular bundle. Not infrequently, in the case 
of extra-systole the stimulus from auricle to ventricle travels slowly, so that 
the As—Vs interval is lengthened, and the prematurity of the ventricular 
systole is consequently not so great as that of the auricle; in this way the 
compensatory pause is shortened. In some instances the contraction which 
immediately follows the extra-systole takes place rather earlier than the 
normal interval, this being probably due to she unusual length of the rest 
period ; in this way there is further encroachment upon the compensatory 
pause. This is less marked in the case of the second contraction, and it 
disappears within a few cycles. Sometimes there are variations in the rate 
of transmission of these auricular premature contractions to the ventricle. 

Occasionally the stimulus from the auricle does not reach the ventricle 
at all, and no premature contraction of this chamber takes place, in which 
event the premature contraction of the auricle is not followed by a premature 
contraction of the ventricle, the condition being known as ‘ blocked: auricular 
extra-systoles (Fig. 63). In these cases a long pause is to be noted in the 
sphygmogram. As in the case of the ventricular variety, an auricular extra- 
systole is followed by a lengthened pause; but, with rare exceptions, this 
compensatory pause is not complete. In some cases, however, the com- 
pensatory pause is complete. 

In a po yerapue record of a case of auricular extra-systole, each c wave 
is preceded by an a wave, while there is a premature a wave and a premature 
Cc wave, sometimes with an increased a-c interval, and an alteration of the 
relative position of the beats following the extra-systole. 

AvRicuLo-VENTRICULAR Nopat Variety or Extra-SysroLe.—In this 
variety the stimulus for premature contraction originates in the auriculo- 
ventricular node or bundle above its division, travelling upwards into the 
auricle and downwards into the ventricle, and giving rise to a premature and 
simultaneous contraction of both auricle and ventricle. the premature 
ventricular contraction more or less coincides with that of the auricle, but 
this is by no means absolute; the contraction of both chambers may be 
absolutely synchronous, or the ventricular systole may begin after or before 
that of the auricle. When the auricular contraction occurs before that of 
the ventricle, the period of time between the contraction of the upper and 


THE EXTRA-SYSTOLE 889 


shes chambers is shortened, The compensatory pause may or may not be 
complete. 

n a tracing of the jugular vein from 4 case of auriculo-ventricular nodal 
extra-systole, there is prematurity of the a wave, and also of the c wave; 
when the premature contraction of the chambers is synchronous, both waves 
are combined, in which case the amplitude of the wave is increased ; when 
the auricular contraction occurs before that of the ventricle, the a wave 
precedes the c wave, but the a-c interval is diminished to about 0:10 sec. 

In the ventricular and auriculo-ventricular nodal varieties of extra- 
systoles, in contrast with the ‘double’ venous pulsation in the jugular vein 
which may be visible in the case of the auricular variety, there is usually 
an unduly large ‘ single ’ pulsation coincident with the premature contraction ; 
this is due to the contraction of the upper and lower chambers of the heart 
occurring synchronously, the result being that the auricle, instead of dis- 
chee its contents into the ventricle, does so into the vene cave, 

tiology and Pathology.—Extra-systoles may be met with at any 
age, but are much more frequent in the elderly and middle-aged, especially 
e former, than in the young, and are rare during the first decade of life, 
and are more common in men than in women. They are more frequent in 
the subjects of organic disease of the heart than in those who are not, and 
in myocardial than in valvular affections. They are to be found in digestive 
disturbances, especially when attended with flatulent distension, acute 
infections, hypertension, arterial disease, focal sepsis, thyrotoxicosis, the 
excessive consumption of tea, coffee, tobacco and alcohol, emotional states, 
and as the result of the administration of certain drugs, such as digitalis, 
barium, aconite and chloroform. In a considerable proportion of cases there 
is no ascertainable cause. Extra-systoles are especially apt to occur during 
rest following physical exertion, soon after getting into bed, change of posture, 
after a big meal and during cardiac dilatation with failure. 

Extra-systoles indicate that at the time of the premature contraction 
some portion of the myocardium below the sinus is more excitable than the 
sinus. This may or may not be due to some structural change in the myo- 
cardium; it may, for example, be caused by poisoning of the heart wall 
without structural damage. 

Subjective Symptoms.—An individual in whom extra-systoles occur 
may be unconscious of their presence. On the other hand, he may experience 
a sensation of fluttering in the chest when a premature beat occurs: or he 
may be conscious of the long pause and complain of intermission of the pulse, 
or that the ‘ heart stops’; or the contraction of the heart following the 
pause may be accompanied by the consciousness of a thud or shock in the 
region of the heart, sometimes followed by a feeling of exhaustion. The patient 
may complain of a sensation of a ‘ catch in the breath,’ or of ‘ gripping in 
the throat.’ Very rarely, during a prolonged pause, giddiness, faintness, or 
even actual syncope may take place. 

Diagnosis,—Extra-systoles may be recognised with certainty by means 
of the electro-cardiograph or the clinical, polygraph. But it is important to 
recognise that in the majority of cases a correct diagnosis can be made simply 
by palpation and auscultation, The normal rhythym of the heart is disturbed 
by the occurrence of a premature beat in the radial pulse and at the cardiac 
apex, followed by an abnormally long pause. The auscultatory signs have 
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already been noted ; they are of much diagnostic value. When, on palpation of 
the radial artery, an apparently otherwise regular pulse is sometimes inter- 
rupted by an unusually long pause, it should suggest either an extra-systole 
which is so feeble that no wave is felt at the wrist, or partial heart-block. 
When the former is responsible, a premature beat can be detected at the 
cardiac apex and on auscultation one or two heart-sounds will, in the great 
majority of cases, be audible during the early part of the pause, because the 
ventricle has contracted ; whereas in the case of partial heart-block there will 
be absence of an apex-thrust and of heart-sounds during the pause, because 
the ventricle has failed to contract. Further, in the case of extra-systole, 
a wave is usually present in a sphygmographic tracing, and a premature 
contraction is always visible in a tracing of the apex-beat. These three 
features are almost invariably sufficient to distinguish between an intermittent 
pulse due to an extra-systole which fails to reach the wrist and that due to 
partial heart-block. An electro-cardiogram or a polygram will place the 
matter beyond doubt. It may be here noted that it is necessary to exclude 
sinus irregularity and also sino-auricular block, in cases of an unusually long 
pause in the radial pulse. The differential diagnosis between pulsus bige- 
minus, pulsus trigeminus, and infrequency, including halving, of the pulse 
rate, due on the one hand to extra-systoles, and on the other to partial heart- 
block, can also readily be made, as a rule, by means of palpation and ausculta- 
tion. 

It is sometimes very difficult, if not impossible, by palpation and 
auscultation alone, to diagnose extra-systoles, occurring frequently and at 
irregular intervals, especially if of auricular origin, from auricular fibrillation. 
Extra-systoles are diminished or abolished by an increase in the cardiac 
rate, while the opposite obtains in auricular fibrillation. Again, a sphygmo- 
graphic tracing is almost invariably sufficient. It is also necessary to exclude 
auricular flutter when the response of the ventricle to auricular contraction 
is at irregular intervals (p. 902, and Fig. 76). 

Prognosis.—The question of prognosis of extra-systoles is of some 
consequence. Unfortunately the lay mind has come to attach an unnecessary 
significance to them. Furthermore, the medical practitioner should under- 
stand that extra-systoles constitute one of the most frequent causes of 
irregularity of the pulse, and that an extra-systole which fails to reach the 
wrist is the commonest cause of an ‘ intermittent’ pulse. Apart from rare 
exceptions (see below), when extra-systoles are considered by themselves— 
that is, without reference to the conditions with which they may be associ- 
ated—there is so far no evidence for supposing that they are either indicative 
of an impaired heart, or that they add to the gravity of any existing morbid 
condition. While it is true that extra-systoles may precede the occurrence 
of other forms of cardiac irregularity, such as the complete irregularity 
associated with auricular fibrillation, it should be borne in mind that these 
might have arisen independently. The prognosis, therefore, should be based 
entirely upon the causal or associated condition. 

The significance of a rapid succession of extra-systoles has some relation 
to that of paroxysmal tachycardia. Multiple extra-systoles of ventricular 
origin are usually of very serious significance, and are generally a presage of 
ventricular fibrillation. 

Treatment.—Our first duty is to reassure the patient ; this may be done 
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with confidence. The etiology of extra-systole should be thoroughly re- 
viewed, the general health should receive attention, and if cardiac failure 
be present it should be treated on the lines laid down elsewhere. Some 
writers speak well of quinidine, 5 to 15 grains per diem, for the irregularity 
itself, but this does not accord with my experience. Neither have I found 
digitalis of any value. Sedatives (see p. 863) are frequently of benefit for the 
associated symptoms, especially when there is irritability of the nervous 
system or insomnia. 


PAROXYSMAL TACHYCARDIA 


By the term paroxysmal tachycardia is meant a condition in which a 
marked acceleration of the cardiac rate occurs, which commences abruptly 
and usually without apparent cause, lasts for a varying period, ceases abruptly, 
and is due to an abnormal rhythm, the stimulus for contraction arising at 
some site other than the sino-auricular node. The return of the cardiac 
rate to what it was prior to the paroxysm is due to the reversion of the cardiac 
rhythm to the normal. 

It is necessary to point out that under this term some writers include 
paroxysmal auricular flutter with marked acceleration of the ventricular rate, 
and paroxysmal auricular fibrillation with marked acceleration of the ven- 
tricular rate, using the term ‘“‘ simple’ paroxysmal tachycardia for the other 
cases. I shall not include these two conditions. 

The first beat of the paroxysm is premature, and usually the paroxysm 
is followed by a long pause, as in the case of extra-systole, before the nor- 
mal rhythm is restored. The individual beats of the paroxysm are essentially 
the same as those of isolated extra-systoles. Between the attacks there may 
be single extra-systoles. The site of origin of these is usually the same as 
of the beats of the paroxysm. 

There are three varieties of paroxysmal tachycardia, according to whether 
the point of origin of the new rhythm is situated in the auricle, the auriculo- 
ventricular node, or the ventricle—in that order of frequency. The first is 
called auricular paroxysmal tachycardia; the second, auriculo-ventricular 
nodal paroxysmal tachycardia ; and the third, ventricular tachycardia, The 
first two varieties together constitute supraventricular paroxysmal tachy- 
cardia. In the auriculo-ventricular nodal variety there is a simultaneous 
contraction of both auricle and ventricle ; the contraction of both chambers 
may be absolutely synchronous, or the ventricular systole may begin after, 
or before, that of the auricle. The variety of the paroxysms in the same 
individual is almost invariably constant. 

The paroxysms may last only for a few beats, or up to a few days, or, 
rarely, even a few weeks or more. The patient may experience one attack and 
never have another; or he may have many in the course of 24 hours; or 
the attacks may occur at varying intervals, frequent or long, for many years. 

fEtiology.—The etiology of paroxysmal tachycardia is obscure. The 
malady may occur at any age, but usually is first met with during middle 
life, and appears to be more common in males. A history of previous infection 
by rheumatism is not infrequent, and a fair proportion of cases are the 
subjects of chronic valvular disease, particularly mitral stenosis, or of myo- 
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cardial disease. Paroxysmal tachycardia is occasionally met with in coronary 
occlusion, when it is most likely to be of the ventricular type, focal sepsis, 
thyrotoxicosis, and the excessive use of tea, coffee, tobacco or alcohol. 

Usually there is no exciting cause of the attacke, but among such are 
physical exertion, emotional excitement, digestive disorders, especially with 
flatulent distension, and very rarely the adoption of a certain posture. 

The ventricular variety 1s most frequently met with in later life, and im 
the vast majority of cases is associated with serious organic disease of the 
heart, especially coronary occlus‘on, and very rarely in fatal cases of digitalis 
poisoning. 

Symptoms.—In some cases the patient is able to recognise both the onset 
and termination of the attack. If the attack be brief, he may be unconscious 
of the tachycardia. If it persists for a time, however, he is usually conscious 
of it, and generally complains of rapid action of the heart, or of a fluttering 
sensation in the chest, or palpitation; and occasionally of throbbing or 
pulsation in the neck, the head, or some other part of the body. The face is 
generally ae and has an anxious expression. The patient may complain of 
a sense of exhaustion, and of oppression or discomfort or even pain in the 
chest. There may be abdominal distension, or nausea, or vomiting. Quick- 
ened or even distressed breathing may be present. There may be giddiness, 
faintness, or even loss of consciousness, and rarely convulsions. The usual 
symptoms of cardiac failure, commonly both left- and right-sided, generally 
supervene ; or, if these were present before the attack, they increase in severity. 
The degree of failure depends upon the cardiac rate, the duration of the 
paroxysm, its variety, any associated morbid condition, and the integrity of 
the myocardium. In long-continued paroxysms, and even in some cases In 
which they last for only a few hours, it may be severe or even extreme. It is 
usually more severe in the ventricular variety. In a small proportion of cases, 
anginal pain occurs. 

The cardiac rate may range from 120 to 250. In the majority of cases it 
is between 160 and 200, being usually more rapid in the ventricular variety. 
The effect of posture, physical exertion and pressure on the carotid sinus on 
the pulse-rate is described under Diagnosis. The pulse is of smaller volume 
than normal. Not infrequently the pulsus alternans is present. In the auriculo- 
ventricular nodal and the ventricular varieties, the rhythm may be irregular, 
but the irregularity is so slight that it is detected only by graphic methods. 
The blood pressure is generally lowered during an attack. The cardiac 
sounds may be shorter and sharper and feeble. If murmurs were present 
prior to the onset of the attack, they may become faint or even disappear ; 
this applies particularly in the case of a mitral presystolic bruit. The jugular 
veins may be distended, and there may be the ventricular form of the jugular 
pulse. The results of X-ray examination show that the heart often becomes 
actually smaller during short attacks, but in cases in which the attacks are 
of long duration or the organ is seriously diseased, considerable and rapid— 
often within a few hours—cardiac dilatation may occur, in which case the 
physical signs thereof, described on p. 956, may be noted. 

Analysis of polygraphic tracings gives different results according to the 
nature of the abnormal rhythm. 

A remarkable feature of the condition is that with the sudden reversion 
of the rhythm to normal there is usually an extraordinarily rapid recovery to 
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the state in which the patient was prior to the paroxysm. In some cases the 
cessation of the attack is accompanied by the passage of large quantities of 
at ha excessive eructations, while a large quantity of urine may be 
voided. 

Diagnosis.— We should think of the possibility of paroxysmal tachycardia 
(or of auricular flutter), whenever an individual complains of attacks of palpita- 
tion, or is conscious of a marked increase in the cardiac rate, in either case 
occurring suddenly and without apparent cause, or suffers from indica- 
ae of cardiac failure coming on rapidly, if the rhythm of the pulse be 
regular. 

Paroxysmal tachycardia should be distinguished from sinus tachycardia, 
and auricular flutter with continuous 2:1 auriculo-ventricular block. 

The most important factors in the diagnosis of the condition are: 
(1) Usually there is no exciting cause of the paroxysm, unlike sinus tachy- 
cardia. (2) The commencement and termination of the attack of tachycardia 
are sudden—the maximum rate is attained within a few beats, and the return 
of the cardiac rate to what it was prior to the attack or, as in some cases, to 
near this, occurs equally suddenly ; whereas in tachycardia associated with 
the normal rhythm the onset and termination are gradual. (3) A persistent 
rate of over 160 is almost always due to an abnormal rhythm, and of over 140 
usually so. If the rhythm is regular, the condition is either paroxysmal 
tachycardia, or 2: 1 auricular flutter ; while if completely irregular, auricular 
fibrillation. (4) In normal rhythm the cardiac rate is influenced by posture, 
physical exertion and pressure on the carotid sinus, especially the right. In 
paroxysmal tachycardia the rate is not affected by these—excepting that 
carotid pressure may cause the paroxysm to cease. In all cases electro- 
ire a examination will put the diagnosis beyond doubt (see pp. 1012- 
014). 
The differential diagnosis between paroxysmal tachycardia and 2: 1 
auricular flutter is discussed on p. 902. 

For the differential diagnosis of the varieties of paroxysmal tachycardia, 
see pp. 1012-1014. 

Prognosis.—The prognosis in any case of paroxysmal tachycardia is 
difficult. It may be considered from two points of view: (1) That of a 
particular paroxysm ; and (2) the question of recurrence of the attacks. 

With regard to the former, the points which should be taken into account 
are the nature and degree of any associated morbid condition, the variety 
of the paroxysm, the ventricular rate, the duration of the attack, the integrity 
of the myocardium, and the history of any previous attacks. In the vast 
majority of cases the ventricular variety is associated with serious organic 
disease. The question of cardio-vascular organic disease is of much greater 
moment than the cardiac rate. When the ventricular rate is not very high, 
and there is an absence of cdema of the lungs, hepatic enlargement and 
systemic oedema, and there is little or no cardiac dilatation, the outlook is 
good as far as the risk to life is concerned ; while, on the other hand, if the 
clinical picture is the reverse, it is uncertain—but it should be remembered 
that the paroxysm may cease at any time, in which event the patient may 
improve with surprising rapidity. Death during an attack is of rare occur- 
rence, although it may happen, especially if the tachycardia is of ventricular 
origin, 
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With regard to the question of the recurrence of the attacks, it is impossible 
to give an answer. The patient may never suffer from a subsequent attack ; 
while, on the other hand, they may recur even several times in the course of 
24 hours, or at frequent intervals for many years. There is, however, a 
tendency to a recurrence. 

Treatment.—This resolves itself into two parts: (1) Treatment during 
an attack ; and (2) the prevention, if possible, of the recurrence of the attacks. 

With regard to the first of these, the results of treatment are in the 
majority of cases unsatisfactory. It is true that the paroxysm not infre- 
quently ceases when various remedies are applied, but it should be remem- 
bered that the nature of the disorder is to stop suddenly and, therefore, the 
question of post hoc and propter hoc arises. 

The patient should rest, either in the recumbent position or sitting in an 
easy-chair, and keep as quiet as possible. 

The following methods of treatment may be tried in the auricular and 
nodal varieties: The adoption of certain postures, such as bending the 
body, with, it may be, the head between the knees; various movements of 
the body ; rapid deep breathing; holding the breath as long as possible, 
including after a deep inspiration or a deep expiration ; local applications, 
such as hot fomentations, or poultices, an ice-bag, or a mustard-leaf, to the 

recordium ; firm compression to the abdomen ; a carminative, or a diffus- 
ible stimulant, or drinking ice-cold water; the induction of vomiting ; 
moderately firm pressure on either eyeball, with the eye closed; and firm 
pressure with the tips of the fingers on the carotid sinus in the right or left 
side of the neck for a quarter to a half minute or more, stopping short of 
pain, repeated several times if necessary. The last is the most likely to be 
successful. Failing these measures, a stiff dose of bromide and chloral, without 
or with opium, by the mouth. Morphine (4 grain suppository, or } grain hypo- 
dermically), provided there is an absence of a reasonable fear of the patient 
becoming an addict to the drug. Quinidine may be tried, if the patient can 
be assiduously watched and there is an absence of idiosyncrasy to the drug 
(see p. 871). Six grains may be given every two or three hours for four or five 
‘doses. Recently the drug has been administered intravenously, but this is 
not recommended. If the foregoing measures are unsuccessful, massive 
doses of digitalis by the mouth, or digoxin or strophanthin intravenously, 
are rarely effective. 

In the ventricular variety, quinidine may be tried. Massive dosage of 
digitalis is even contra-indicated. 

Respecting the prevention of the recurrence of the attacks, a searching 
inquiry should be made for both the underlying and exciting causes, with 
the object of treating them. Sedatives (see p. 863) are often used, Quinidine, 
5 to 15 grains per diem, is not infrequently successful. Digitalis, in moderate 
dosage, is occasionally so. 


AURICULO-VENTRICULAR NODAL RHYTHM 


This is a rare condition, in which the impulse is generated in the auriculo- 
ventricular node, and travels upwards into the auricles and downwards into 
the ventricles, giving rise to a simultaneous contraction of both auricles and 
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ventricles. There is generally depression of the function of rhythmicity at 
the sino-auricular node due to the action of the vagus. 

The condition is believed to occur more often in the young, and may be 
met with in digitalis and acute infections. The new rhythm is usually 
temporary, and generally recurs. It may last for a few beats up to a few 
days or even longer. It is frequently abolished by physical exertion and 
atropine. If only an isolated beat is involved, there is a ‘ nodal escape.’ 

he rate varies between 30 and 50 and rarely more, being usually about 40. 
In some cases a large pulsation in the jggular vein, the result of the simul- 
taneous contraction of the auricles and ventricles, is to be observed. 

The contraction of the upper and lower chambers may be absolutely 
synchronous, or the ventricular systole may begin after, or before, that of 
the auricle, the last being the most common. In the first instance, the a and c 
waves of a polygraphic tracing are superimposed, in which case the amplitude 
of the a wave is increased ; while in the second, the a wave precedes the c 
wave, but the a-c interval is diminished to about 0-10 sec. 

Auriculo-ventricular nodal rhythm should be diagnosed from auriculo- 
ventricular block and sinus bradycardia. 

The condition is of no clinical importance. 


AURICULAR FIBRILLATION 


It is of great practical importance that auricular fibrillation should be 
recognised, owing to its bearing on the diagnosis, prognosis and treatment 
of cardiac affections. It is a specific clinical condition, which can be recog- 
nised with certainty. It is characterized by an absence of all signs of the 
normal contraction of the auricles, and in the vast majority of cases by 
complete irregularity of the arterial pulse. It accounts for approximately 50 
pe cent. of all cases of persistent irregularity of the heart, and it is found in 
rom 60 to 70 per cent. of all cases of serious cardiac failure with dropsy. 
The condition has been known variously as ‘delirium cordis,’ ‘ pulsus 
irregularis perpetuus,’ and the ‘ mitral ’ pulse. 

By auricular fibrillation is meant a condition in which co-ordinate con- 
traction in the auricle is replaced by inco-ordinate contraction, the individual 
fibres, or groups of fibres, instead of contracting in an orderly and simultaneous 
manner, doing so rapidly and independently of each other, with the result 
that systole of the chamber as a whale never takes place. When auricular 
fibrillation has once set in, in the great majority of cases it 1s permanent. 
But, instead of this, it may be paroxysmal (Fig. 29). The tendency to occur- 
rence increases, however, until finally the condition usually becomes persistent 
or established. 

ErrecT oF AURICULAR FIBRILLATION ON THE HeEart.—The effect of 
auricular fibrillation on the cardiac action is mainly threefold: (1) The 
forcible contraction of the auricles driving the blood through the open 
auriculo-ventricular valves into the ventricles during the latter part of 
ventricular diastole is lost. This results in the ventricle being less filled. 
(2) Instead of the ventricle receiving impulses from the auricle at regular 
intervals, it receives them at completely irregular intervals. (3) In the great 
majority of cases there is an increase in the ventricular rate. The result of 
these three factors combined is that some of the ventricular contractions are 
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so feeble as to fail to open the aortic valves, and the pulse is diminished in 
volume and its rhythm is irregularly irregular. The third factor is the most 
important. _— 

Etiology.—The majority of cases of auricular fibrillation fall within 
two groups, especially the first: (1) those with a history of rheumatism ; 
and (2) patients suffering from chronic myocardial disease, coronary disease, 
or hypertension. In the case of the former, the condition occurs more 
commonly in early middle age and in females, and the patients frequently 
have chronic valvular disease, much more often mitral, especially stenosis, 
than aortic, in which it is comparatively rare. In the second group of cases, 
it is more common in the elderly and in males. The next most frequent cause 
is thyrotoxic conditions (see pp. 486, 491, and 996), and the next is syphilis. 
Auricular fibrillation has been also found occasionally in acute infective 
diseases, such as pneumonia, infective endocarditis, and diphtheria, in 
coronary occlusion, and in the terminal stages of various exhausting diseases. 
Occasionally there is no apparent cause. 

The onset of the disorder can now and again be traced to bodily effort, 
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Fic. 29.—Simultaneous tracings of the jugular and radial pulses, showing the com- 
mencoement and termination of a short attack of paroxysmal auricular fibrillation. 
The first six beats and the last three in the sphygmogram are regular and due to 
@ normal contraction of the heart. The beats between occur during a period of 
auricular fibrillation. At Os period of 15 seconds has been out out. (Mackenzie. ) 


especially in the middle-aged or elderly, perhaps to trauma, and rarely to 
the administration of fatal doses of digitalis. 

Pathology.—Auricular fibrillation is, in the majority of cases, indicative 
of some myocardial change, usually fibrosis. . 

It was observed by Mackenzie that, in cases of complete irregularity of 
the pulse, the pre-existing auricular wave in the phlebogram had disappeared. 
From this he inferred first, that the auricles were paralysed and, later, instead 
of this, that auriculo-ventricular nodal rhythm was present. Some time 
afterwards, Rothberger and Winterberg, and Lewis attributed the absence 
of auricular contractions to auricular fibrillation, a condition which had been 
produced experimentally in animals. 

The exact mechanism of auricular fibrillation and auricular flutter has 
been further elucidated by Lewis and his co-workers, and it is now generally 
but not universally accepted that a circus movement is responsible. Mines 
and Garrey had demonstrated that in a circular ring of muscle, under certain 
conditions, a wave of contraction can be made to circulate continuously. 
This is only possible if the crest of the circulating wave encounters muscle 
which is responsive, +.¢. which has recovered from the refractory state that 
immediately follows contraction. Thus, the refractory period at a given point 
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on the circuit must be less than the time taken by the wave to make a full 
circuit. If we consider a wave of contraction circulating in such a simple 
muscular ring, at any given moment, the crest of the wave haa in its wake | 
a zone of muscle which is refractory, and between the tail of the refractory 
zone and the crest of the wave is a zone of muscle which is responsive, known 
as the gap. The length of this gap is influenced by three factors, namely : 
(1) The length of the circular path ; (2) the rate at which the wave circulates ; 
and (3) the refractory period of the muscle. Lengthening of the path, slow- 
ing of the conduction rate, and shortening of the refractory period tend to 
increase the gap; while shortening of the path, increase of the conduction 
rate, and lengthening of the refractory period tend to decrease or abolish 
the gap. 

It has been shown that in both auricular fibrillation and auricular flutter 
a circus movement is present in the auricles, which no longer respond to the 
regular stimuli from the sino-auricular node. In auricular flutter the path- 
way of the main circulating wave probably encircles the orifices of the two 
vens cave. The wave circulates at a rate of 180 to 360 per minute, and 
constantly traverses the same path. In auricular fibrillation the circulating 
wave is faster, being between 300 and 600 per minute, and the path is shorter, 
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Fia. 30.—Tracing of the radial pulse, from a case of aurioular fibrillation, showing 
complete irregularity of the pulse. 


more sinuous and variable. The gap is very short, so that the crest and the 
wake of the circulating wave are almost fused, and the crest is advancing 
through irregular channels. In both flutter and fibrillation the auricular 
muscle is responding to stimuli from a central circulating wave, from which 
offshoots or subsidiary waves pass in all directions towards the periphery. 
Intermediate between pure flutter and fibrillation is a condition termed 
impure flutter, in which the rate of the circulating wave is 350 to 400, and the 
path traversed is not absolutely constant, as in the case of pure flutter. 

Prolongation of the refractory period in auricular fibrillation and in 
auricular flutter will help to close the gap between the crest of the oncoming 
wave and its receding wake, since this gap is necessary for the maintenance 
of the circulating wave, whether in flutter or fibrillation. 

Symptoms.—Patients with auricular fibrillation frequently complain of a 
sensation of fluttering in the precordium, or of irregular action of the heart, 
or of both, possibly only on exertion. Apart from this, occasionally there is 
an absence of subjective symptoms. In the great majority of’cases, however, 
ever, symptoms of heart failure, generally involving both ventricles, are 
present. It would appear, however, that paroxysmal dyspnea and acute 
pulmonary cedema rarely if ever occur. The subjects of auricular fibrillation 
also rarely suffer from typical attacks of angina pectoris. Embolism is 
occasionally met with. 

29 
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The degree of failure may vary from slight to even extreme. As a rule, 
the onset of symptoms is gradual, but may ensue rapidly, and the patient 
may become very ill within a few weeks, or days, or, rarely, even a few hours. 
Both depend upon the ventricular rate, the cause and any associated morbid 
condition, and the integrity of the myocardium, perhaps chiefly the first. 

There is a wide variation in the ventricular rate, according as the path- 
way for impulses to the ventricle is free or interfered with, this ranging from 
140 or even 180 to 40, or, very rarely, even 30 per minute in complete auri- 
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Fig. 31.—Tracing of the apex- beat, from a case of auricular fibrillation, fully under the 
influence of digitalis, showing coupled beats. 





culo-ventricular heart-block. In the great majority of cases the rate is 
increased, being usually between 90 and 140. The rate of the radial pulse 
does not necessarily represent the ventricular rate, for many beats of the 
heart may not be transmitted to the wrist, especially, when the ventricle 
is beating rapidly; the ventricular rate, therefore, should be counted at 
the apex, by auscultation. Apart from the very rare cases of complete 
auriculo-ventricular block, in which case the pulse is regular, the pulse is 
completely irregular. In a sphygmogram (Fig. 30) it will be found that two 


Fie. 32.—-Simultaneous tracings of the jugular and radial pe from a case of auricular 
fibrillation, showing multiple undulations (marked Fibl.) in the phlebogram, caused 
by the fibrillating auricle. 


beats of the same length or amplitude rarely follow each other. There is 
often no relation also between the length of a pause and the amplitude of the 
beat which follows it—+.e. a short pause may be followed by a strong beat, 
and a long pause by a weak beat. There may be superadded ventricular 
extra-systoles. Their presence is usually observed during the administration 
of one of the digitalis group of drugs (see page 868). When the ventricular 
rate is slow, or very rapid, the irregularity may be only slight, and we may 
have to adopt careful measurements of the sphygmogram to detect it. In 
cases of mitral stenosis in which a presystolic bruit, due to auricular systole, 
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is preeens this disappears with the onset of auricular fibrillation ; while if 
a diastolic bruit be present, it persists. 

The jugular veins may be so distended that there is no visible pulsation 
in them. When pulsation is visible, however, it is of the positive type, 
only one wave being visible, this occurring during ventricular systole. Ina 
tracing of the jugular vein, apart from the very rare cases of complete auriculo- 
ventricular block, when the rhythm is regular, the rhythm is completely 
irregular. There is an absence of the a wave. There may be the ventricular 
form of venous pulse. In cases in which there is infrequent cardiac action, 
multiple undulations, caused by the fibrillating auricle, may be present durin 
diastole. There is also an absence of the normal a wave in a cardiogram an 
in a ttacing of the liver pulse. — 

Diagnosis.—Auricular fibrillation can be diagnosed with certainty on 
electro-cardiographic examination; or when complete irregularity of the 
arterial pulse, the ventricular form of venous pulse, and multiple undulations 
in the jugular pulse are present, together with an absence of all signs of an 
auricular wave in a tracing of the apex-beat and of the liver pulse; or when 
there is complete irregularity of the pulse in conjunction with the ventricular 
form of venous pulse ; the first being the most reliable. We may be reason- 
ably certain from the mere presence of complete irregularity of the pulse. 
It 1s possible to determine complete irregularity of the pulse in a large pro- 
portion of cases by palpation and auscultation alone. When, however, the 
ventricular rate is slow, or very rapid, it may be necessary to adopt careful 
measurements of a sphygmogram to detect it. 

Anricular fibrillation should be distinguished from sinus arrhythmia 
(p. 885), extra-systole (p. 890), and auricular flutter (p. 902). . 

Prognosis. — Aatbulk: fibrillation is in the majority of cases indicative 
of some myocardial change. Furthermore, the condition usually has a 
considerable effect on the cardiac efficiency. Put briefly, the prognosis 
depends upon the ventricular rate, the cause, the nature and degree of any 
associated morbid condition, the integrity of the myocardium, and the 
response to the administration of the digitalis group of drugs, or, less fre- 
quently, to quinidine. If there is an absence of tachycardia, or the tachy- 
cardia is only of moderate grade or of more severe grade, but well controlled 
by digitalis, and if the integrity of the myocardium be relatively good, the 
patient may live for many years. In the great majority of cases this is 
not the case. A persistent ventricular rate of 120 or over is usually of serious 
omen. Occasionally, with the inception of auricular fibrillation, grave 
cardiac failure may supervene with surprising rapidity, and death may 
follow within a few weeks, or even within a briefer period. 

As has been pointed out, paroxysmal auricular fibrillation has a tendency 
to become more frequent, and ultimately the condition usually becomes 
permanent. 

oe fibrillation associated with thyrotoxicosis is dealt with on 
p. 997. 
_ Treatment.—The etiology should be reviewed, with the object of treat- 
ing any associated condition, and the various therapeutic measures applicable 
to any form of cardiac disorder should be considered in detail. 
_ Apart from these, treatment of persistent auricular fibrillation resolves 
itself into the consideration of the employment of the digitalis group of 
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drugs, or of quinidine. The ultimate object of the employment of either 
is the same, namely, to regain the degree of cardiac efficiency which existed 
prior to the onset of the abnormal rhythm. This in the main depends upon 
the restoration of the pre-existing ventricular rate. The functions of digitalis 
and of quinidine differ. The primary object of administering digitalis in 
auricular fibrillation accompanied by a rapid ventricular rate is to reduce 
and, later, control the ventricular rate within normal limits; the drug has 
no effect upon the auricular fibrillation itself. The primary object of admini- 
stering quinidine, on the other hand, is to arrest the auricular fibrillation ; 
in other words, to restore the normal rhythm, and any beneficial effect of 
the drug is due to this. 
In considering which drug should be employed, as well as the methods 
of their administration, the reader is referred to pages 865-868 and 870-872. 
With regard to the former, the following may be added: The degree of re- 
nse to digitalis is an important consideration, a manifestation on the 
part of the patient of a particular intolerance to this drug being a ba in 
favour of quinidine. The absence of indications of cardiac failure does not 
necessarily mean that this drug should not be tried, as cardiac failure may 
supervene later on. Other considerations are the risk—amounting to a 
possible fatal issue—attending the administration of the drug, the degree of 
probability of restoration of the normal rhythm, the probable degree of success 
resulting from this, and the degree of probability of relapse. In a small 
roportion of cases after the restoration of the normal rhythm, the general 
ealth of the patient is even worse. Cases for the administration of the drug 
should be selected with great care. We are justified in taking a comparatively 
small risk, while in doubtful cases we should clearly put the pros and cons 
of this method of treatment to the patient or his friends. Lastly, it should 
be remembered that if quinidine fails, digitalis medication is still open to us. 
In conclusion, the digitalis group of drugs is indicated in the great majority 
of cases of auricular fibrillation, quinidine being reserved for special 


cases. 
The treatment of paroxysmal auricular fibrillation is that of paroxysmal 


tachycardia. 
The treatment of auricular fibrillation associated with thyrotoxicosis is 


discussed on p. 998. 
AURICULAR FLUTTER 


Auricular flutter is a specific clinical condition, comparatively rare, in 
which a marked acceleration of the rhythmic co-ordinate contraction of the 
auricles occurs. It was first demonstrated clinically by Ritchie in 1905. 

The rate of the contractions of the auricle may vary from 180 to 360, the 
usual rate being about 300, per minute. The ventricular rate varies consider- 
ably in different cases, this depending upon the auricular rate and the ability 
of the auriculo-ventricular junctional tissues to receive and transmit the 
impulse from the auricle. Very rarely the ventricle responds to each auricular 
contraction, resulting in 1: 1 rhythm. In the vast majority of cases, however, 
there is partial heart-block or, very rarely, complete heart-block. In the 
former case there is usually a constant and uniform ratio between the auricular 
and ventricular rates, this varying from 2: 1 to 5:1, the former being the 
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most frequent. In some cases, on the other hand, the response of the ventricle 
to auricular contraction is at irregular intervals, giving rise to irregularity of 
the pulse rhythm, which may be very irregular. 

he commencement of auricular flutter is sudden. The condition may be 
paroxysmal or permanent. In the case of the former the paroxysm may last 
only for a few beats, or up to a few days, a few weeks, or, rarely, even months. 
The termination of a paroxysm is sudden. The patient may never have 
another attack ; or attacks may recur at varying intervals, frequent or long. 
When once a patient has suffered from an attack of auricular flutter, there 
is & tendency to its recurrence from time to time. Paroxysmal auricular 
flutter may be succeeded by the normal rhythm, or sometimes by auricular 
fibrillation, the latter occurring during the administration of digitalis or 
apart from the use of the drug. There may be alternation of auricular 
flutter, the normal rhythm and auricular fibrillation, the changes taking place 
suddenly, and occurring from day to day or even for a few moments. 
Kither auricular flutter or auricular fibrillation may ultimately become 
permanently established. 

In persistent auricular flutter, the ventricular rate may diminish as the 
result of the occurrence of partial heart-block, and this may take place during 
the administration of digitalis or apart from the use of this drug. 

fEtiology.—The etiology of auricular flutter is similar to that of 
auricular fibrillation (see p. 896). It would appear however that, taking cases 
as a whole, it occurs at a somewhat later age ; males are more often affected ; 
rheumatic heart disease is less frequent and chronic myocardial disease more 
common ; and thyrotoxicosis is a somewhat less common cause. 

Pathology.—-See pp. 896, 897. 

Symptoms.—The symptoms of auricular flutter depend upon the 
ventricular rate, the duration of the condition, and the degree of integrity of 
the myocardium. 

When there is marked tachycardia, the symptoms are similar to those 
of paroxysmal tachycardia (see pp. 892, 893). In the rare cases of 1: 1 
rhythm, the onset may be ushered in by giddiness, faintness, or even loss of 
consciousness. In those in which there is a material degree of, but not 
marked, tachycardia, usually the patient is conscious of the action of the 
heart; and after some time, in the great majority of cases, indications of 
cardiac failure supervene, or, if these were present before the onset, they 
increase in severity. In those in which there is an absence of a material degree 
of tachycardia, very frequently the patient is unconscious of the action of 
the heart; and there may be only slight, if any limitation of the field of 
cardiac response. 

The rate and rhythm of the arterial pulse vary in different cases and, it 
may be, at different times in the same case. If the ventricle responds to each 
auricular contraction, the ventricular rate is exceedingly rapid, and graphic 
methods are usually necessary to determine it. In the vast majority of cases, 
however, partial heart-block is present, and as 2: 1 rhythm is the most usual, 
a ventricular rate of 120 to 150 is frequently found. In other cases of partial 
heart-block, the ventricular rate may not be much increased, and, indeed, 
there may be even bradycardia, as in 4:1, or more partial heart-block, as 
well as in complete heart-block. When there is a constant and uniform ratio 
between the auricular and ventricular rates, the rhythm of the arterial pulse 
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is regular; in these cases, however, if the ventricular rate be above 150, 
pulsus alternans may be oe When, as is not infrequently the case, 
the response of the ventricle to auricular contraction is at irregular intervals, 
there is irregularity of the pulse rhythm ; indeed, in some of these cases the 
sphygmogram may somewhat resemble that from a case of auricular fibrilla- 
tion, detailed measurements being necessary for the purpose of differential 
diagnosis. An irregular pulse often becomes regular and more rapid as the 
result of exertion, due to the occurrence of 2: 1 rhythm. On inspection of 
the neck, the jugular veins may be distended, and no pulsation visible ; 
or very rapid movements may be evident. 

A tracing of the jugular pulse differs in outline according to whether the 
ventricle responds to each auricular contraction, or to the degree of heart- 
block which may be present. In the former case there is usually a single 
wave. When the ventricle responds alternately to the auricle, there are two 
@ waves to each ventricular beat, and these usually fall within the limits of 
ventricular systole. In 3: 1 rhythm the character of the jugular pulse may 
be seemingly that of normal cardiac action, and it is particularly in these 
cases that an electro-cardiographic examination is required to establish the 
diagnosis. As has been already noted, complete heart-block is rarely found. 

iagnosis.—The diagnosis of the condition rests on the detection of the 
extremely rapid contractions of the auricle, and not infrequently this is 
impossible without the employment of the electro-cardiograph. 

We should consider the possibility of auricular flutter (or of paroxysmal 
tachycardia) whenever an individual complains of attacks of palpitation, or 
is conscious of a marked increase in the cardiac rate, in either case occurring 
suddenly and without apparent cause, or suffers from indications of cardiac 
failure coming on rapidly, if the rhythm of the pulse be regular. 

Auricular flutter with continuous 2:1 auriculo-ventricular block should 
be distinguished from sinus tachycardia and paroxysmal tachycardia. In 
the case of the first, the same considerations apply as in paroxysmal tachy- 
cardia (see p. 893). In the differential diagnosis between flutter and par- 
oxysmal tachycardia, the following should be noted: Ifthe cardiac rate is above 
160, the conditiog is more likely to be paroxysmal tachycardia. In flutter, 
pressure on the carotid sinus often causes transient slowing of the cardiac 
rate, or even long pauses, especially if digitalis is being administered ; strenu- 
ous physical exertion may convert the 2:1 into 1:1 rhythm, with resultant 
precise doubling of the rate; the condition is usually of longer duration ; 
and the response to the digitalis group of drugs is notable. 

If the kik be irregular, it is necessary to consider whether the case 
may not be one of auricular fibrillation. In this connection, «fa sphygmogram 
from a case of auricular flutter be carefully studied, it will be found that even 
though the ventricular rhythm 1s very irregular the pulse-beats measure out 
into groups of equal length, whereas this 1s never the case in auricular fibrillation. 
The polygraph and electro-cardiograph are of notable assistance in the 
differential diagnosis. The diagnosis of auricular fibrillation with a markedly 
exaggerated ventricular rate in which the irregularity is only slight from 
auricular flutter should also be considered. Irregularity due to the presence 
of extra-systoles should also be excluded. Cases of auricular flutter mn which 
the auriculo-ventricular ratio is constantly 3 : 1 to 4 : 1, so that the ventricular 
rate is not much, if any, increased, and in which the ventricular rhythm 18 
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regular, are easily missed. The use of the electro-cardiograph is necessary in 
such cases. : 

Prognosis. — The prognosis of auricular flutter resembles that of 
paroxysmal tachycardia. It is, however, more responsive to treatment. 

Treatment.—The etiology should be reviewed, with the object of treating 
any associated condition, and the various therapeutic measures applicable 
for any form of cardiac disorder should be considered. 

Apart from this, the treatment of persistent auricular flutter consists of 
the administration of digitalis, or of quinidine. The former should be tried 
first (see pp. 865, 868). I generally advise digitalis medication until almost 
full digitalization has been obtained. If the disorder persists, the dosage 
should be gradually diminished to a moderate or even small one, and this 
continued for a time, in the hope that the flutter may cease. If unsuccessful, 
this method may be repeated after a short interval. If the flutter still con- 
tinues, the question of quinidine, with the object of terminating the con- 
dition, should be considered. This subject is dealt with on pp. 870-872. If, 





Fic. $3.---Simultaneous tracings of the jugular and radial pulses from a patient with 
auricular flutter fully under the influence of digitalis. The auricular rate is 382, and 
the ventricular rate is 50, per minute. 


on the other hand, almost full digitalization induces auricular fibrillation, 
digitalis may be discontinued for some days, in the hope of a return to the 
normal rhythm. If this does not occur, treatment resolves itself into the 
consideration of the employment of digitalis, or of quinidine. 

The treatment for the prevention of the recurrence of the attacks is the 
same as in the case of paroxysmal tachycardia. 

The treatment of auricular flutter associated with thyrotoxicosis is 
discussed on p. 998. 


VENTRICULAR FIBRILLATION 


In ventricular fibrillation co-ordinate contraction of the ventricles is 
eee ated by inco-ordinate contraction. It is a frequent cause of sudden 
eath. 

The condition may be induced experimentally by electric and other kinds 
of stimuli, by ligature of a coronary artery or one of its main branches, and 
by massive doses of digitalis, strophanthus, quinidine, or of adrenaline 
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[t is very rarely met with clinically, but may occur in coronary occlusion 
and angina pectoris ; as the result of poisonous doses of the drugs mentioned ; 
following auricular fibrillation, multiple extra-systoles, or ventricular par- 
oxysmal tachycardia, and in complete auriculo-ventricular block ; in certain 
ae infective diseases, particularly diphtheria; and in chloroform anes- 
thesis. 

In ventricular fibrillation there is sudden loss of consciousness, and death 
almost invariably takes place. 

It is believed that the tendency to the condition is lessened by the admini- 
stration of quinidine, in moderate dosage; and that if the condition does 
occur, massage of the heart, if practicable, is sometimes effective. 


HEART-BLOCK 


By heart-block is meant defective conductivity or conduction of the 
heart. It may be divided into: (1) Sino-auricular block; (2) auniculo- 
ventricular block ; (3) bundle-branch block; and (4) arborization or intra- 
ventricular block. 

It should be pointed out that some writers use the term intraventricular 
block to include bundle-branch block and arborization block. 


SINO-AURICULAR BLockK 


Sino-auricular block is a rare condition, in which the whole heart, 1.e. 
both the auricle and the ventricle, fails to beat, due to an impulse in the 
sino-auricular node not being generated, or possibly the auricle failing to 
respond to such. 

The condition may be met with in digitalis poisoning, and during the 
administration of quinidine. It is chiefly of vagal origin, and is abolished 
by atropine and exercise. It is occasionally associated with auriculo- 
ventricular block. 

The interruption may occur occasionally or more frequently; or 
regularly after each normal beat; or, rarely, involving a succession of two, 
three, or more cycles. The first gives rise to an intermission of the pulse or 
a ‘dropped’ beat. The length of the long pause is usually rather less than 
the duration of two normal cardiac cycles, because a few cycles preceding it 
are rather quicker and a few after it are rather slower, resembling ‘ dropped 
beats’ in the second degree of auriculo-ventricular block (see p. 905). The 
second results in halving of the cardiac rate. The third gives rise to a very 
long pause. 

Rarely the condition gives rise to symptoms of cerebral anemia, such 
as giddiness, faintness, or even actual sycnope. When two, three, or more 
cycles are implicated, Adams-Stokes syndrome may occur. 

In a polygram and an electro-cardiogram there is an absence of evidence 
of auricular and ventricular contraction during the long pause. 

Sino-auricular block should be distinguished from sinus arrhythmia, 
extra-systoles, and partial auriculo-ventricular block. 
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AURICULO-VENTRICULAR BLOCK 


In auriculo-ventricular block, there is defective conductivity or conduction 
of the auriculo-ventricular node, or bundle above its division, or both. 

There are three grades of auriculo-ventricular block: (1) In the first, the 
transmission of the wave of excitation from the auricle to the ventricle is 
merely delayed, resulting in a prolongation of the interval which separates 
the commencement of the contraction of the auricle and that of the ventricle, 
each impulse from the auricle reaching the ventricle, which duly responds. 
(2) The excitation wave from the auricle does not always reach the ventricle. 
(3) No impulses reach the ventricle from the auricle, so that the auricles and 
ventricles beat independently of each other, the former in response to impulses 
arising in the sino-auricular node at an approximate rate of 72 per minute ; 
and the latter as the result of impulses arising in the auriculo-ventricular 
junctional tissues, generally in the auriculo-ventricular bundle between the 
site of the lesion and the division of the bundle into two branches, at a rate 
of about 30 per minute, which is the normal ventricular rate. 

According to some writers, the first and second grades together constitute 
partial or incomplete heart-block, the first being called depressed conduc- 
tivity ; while other writers limit the former term to the second grade. The 
third grade is called complete auriculo-ventricular block. 

First Drearee or Heart-Biock.—This grade of heart-block may give 
rise to irregularity of the pulse on account of variations in the length of the 
As—Vs interval. Some writers believe that contraction of the auricle pro- 
duces a faint muffled sound, and that consequently when there is a slight 
delay between the auricular and ventricular contractions there may be a re- 
duplication of the first sound, while if the delay be considerable, so that the 
contraction of the auricles falls in early diastole, there may be a reduplication 
of the second sound. In cases of mitral stenosis unaccompanied by auricular 
fibrillation a slight interval between the auriculo-systolic murmur and the 
next first sound, is sometimes to be noted. In a polygram and an electro- 
cardiogram (leads I and III of Fig. 78) there is merely an increase in the 
As—Vs interval, this exceeding {th of a second. 

Second Dreree or HEaRT-BLocx.—In this condition what are called 
‘dropped beats’ occur. These may be only occasional, or they may 
be more frequent. Or each third or fourth impulse may fail to reach 
the ventricle ; in the former case the ventricular beats are grouped in twos, 
and in the latter they are grouped in threes, and in this way a 
bigeminal or trigeminal pulse results. Or every other impulse may fail to 
reach the ventricle, giving rise to halving of the ventricular rate, the condition 
being spoken of as 2: 1 rhythm (lead II of Fig. 78); or only each third or 
fourth auricular impulse may be transmitted to the ventricle, resulting 
in 3:1 or 4:1] heart-block. In some cases certain ratios alternate. 

It might naturally be supposed that the length of the prolonged pause 
during a dropped beat would be equal to two regular pulse-beats; such, 
however, is usually not the case for the following reason. There are varia- 
tions in the Ae-Vs interval in association with dropped beats, there being 
& progressive increase of the As—Vs interval preceding and a progressive 
shortening of the interval following each dropped beat; the former is due 
to the increasing difficulty the impulses from the auricle have in reaching 
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the ventricle, and the latter to the rest which the ventricle has experienced 
during the pause. The result of the progressive increase of the As-Vs 
interval prior to, and of the progressive shortening of the As to Vs interval 
after, the dropped beat is that the long pause becomes shortened. When, 
however, there are no variations in the As—Vs interval in association with 
a dropped beat, the length of the prolonged pause is equal to two regular 
pulse-beats. 

2:1 heart-block gives rise to infrequency of the pulse-rate, the rhythm 
being regular. This grade of heart-block is sometimes continuous, but usually 
the ventricle responds from time to time to successive stimuli received from 
the auricle, the pulse-rate, therefore, being usually above 36 per minute. 

On analysis of a poverep ts tracing it will be found that the a wave 
is present at uniform intervals, and is of more frequent occurrence than the 
c or v waves—it may be even twice, three, or more times as frequent, accord- 
ing to the degree of block; but, unlike complete heart-block, each c wave 
is preceded by an a wave. 

ComPLETE Hrart-Biocx.—Here the pulse-rate is slow, usually not more 
than 36, and not infrequently between 20 and 30 per minute, though some 
cases have been recorded in which the rate has been up to 60 or more beats 
per minute ; it is little influenced by physical exertion, emotion, pyrexia, or 
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Fig. 34.—Simultaneous tracings of the jugular and radial pulses, showing partial heart- 


block. Note the progressive increase in the a-c interval of three successive 
rhythmic beats. 


amy] nitrite, or, as a rule, by atropine. The beats are usually full and strong, 
and, as a rule, the rhythm is regular, the pulse being irregular, however, when 
extra-systoles are present. In a tracing of the radial artery, small waves 
ocourring at regular intervals on the descending limb of the pulse-beat, 

robably due to auricular systole, may sometimes be noted. The systolic 

lood pressure is generally high, and the diastolic may be considerably dim- 
inished. There is usually evidence of hypertrophy of the left ventricle. On 
inspection of the neck, regular pulsations in the jugular veins, at considerably 
more frequent intervals than, and having a constantly varying time-relation 
to, those of the radial and carotid arteries and the apex-beat, due to auricular 
7 see may sometimes be noted ; and in some instances a large pulsation in 
the jugular vein is seen from time to time when the auricular and ventricular 
contractions happen to coincide. On auscultation a first and second sound 
are found accompanying each contraction of the ventricle, and, in the opinion 
of most, faint muffied sounds may occasionally be heard over the precordium 
during the sn goto: due to the contractions of the auricle. Some writers, 
too, have noted an accentuation of the first sound, synchronous with the 
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large pulsation in the jugular vein, when the auricular and ventricular con- 
tractions coincide. 

If a poy spn tracing be analysed, the disassociation of the auricular 
and ventricular rhythms is manifest. The a waves occur at regular intervals, 
and are more numerous than the c or v waves, and the time-relation of the 
a and c waves is a constantly varying one—the a waves at one time preceding, 
at another following, and at other times again coinciding with the c waves. 
When an a wave falls during the limits of ventricular systole its amplitude is 
increased. Extra-systoles may be present. 

ZEtiology and Pathology.—Auriculo-ventricular block is more frequent 
in males than in females. Taking cases as a whole, the most common causes 
are: (1) During the administration of full doses of digitalis; (2) fibrosis of 
the myocardium (see p. 949), more frequent in late middle and elderly life, 
and in males; and (3) in acute infective diseases, such as acute rheumatism, 
diphtheria, influenza, and pneumonia. In the case of the first and third, the 
lesser grades are more frequent ; while in the second, the more severe degrees. 
In the first, the condition is temporary ; in the third, usually so; and in the 
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Fig. 35.—Simultaneous tracings of the jugular and radial pulses, from a woman ane 
he 


25, with severe heart failure, showing complete auriculo-ventricular block. 
auricular rate is 88, and the ventricular rate 30, per minute. 






second, it 1s generally persistent. Rarely complete heart-block is congenital, 
being associated with a defect in the auriculo-ventricular septum. 

e most common pathological findings in heart-block are fibrosis of the 
myocardium and atheroma of the coronary arteries. Usually involvement 
of the auriculo-ventricular node or bundle is part of a widespread myocardial 
fibrosis, but occasionally the special artery to the bundle, a branch of the 
right coronary artery, is narrowed or occluded and the lesion is more limited. 
Syphilitic lesions are not common, and even in syphilitic patients atheroma 
of the coronary arteries may be the cause of heart-block. Acute inflammatory 
or degenerative changes are found when heart-block occurs during an acute 
infective disease. 

Cases have been recorded in which no lesion could be demonstrated in 
the auriculo-ventricular node or bundle, and excessive vagal stimulation has 
been held responsible. 

Symptoms.—There may be symptoms due to the associated cardiac 
lesion, whether myocardial or valvular, which are almost invariably present. 

With regard to the block itself, in the case of ‘dropped beats’ the 
patient may be conscious of the long pause and of a thud following it, as in 
the case of extra-systoles. In the severe grades of partial and in complete 
block, he may complain of the forcible action of the heart. There may be 
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some degree, usually mild, of cardiac insufficiency, such as a sense of weakness, 
and early fatigue and shortness of breath on exertion, but the question arises 
whether this is due partly, or even wholly, to the associated morbid affection. 
Not infrequently Adams-Stokes syndrome occurs. 

Apams-Sroxes SynpDRomE.—This, as originally described, is characterized 
by attacks of loss of consciousness and convulsions, both tonic and clonic, 
associated with marked infrequency of the ventricular rate. But the term 
may now be applied to various grades—from merely transient giddiness and 
faintness to the most grave condition of loss of consciousness due to cerebral 
anemia the result of ventricular failure, which is not necessarily associated 
with marked infrequency of the ventricular rate, for very rarely it is due to 
sino-auricular blosk, ventricular fibrillation, or paroxysmal tachycardia. 

The syndrome may be met with in one of the following conditions: 
(1) Partial heart-block, in which there occurs either an intermittent period 
of complete heart-block, resulting in a temporary standstill of the ventricles ; 
or, rarely, merely a temporary Increase in the grade of the partial heart-block, 
resulting in a temporary increase in the degree of the bradycardia. (2) Com- 
plete heart-block, in which the condition has become permanently established, 
especially if the ventricular rate is below 30 per minute. In these cases 
pauses of unusual length, due to temporary standstill of the ventricles, the 
result of diminished irritability of the ventricles, may occur. (3) Suddenly 
developed transient complete auriculo-ventricular block. Several cases of 
this kind have been reported. The conduction of the stimulus for contraction 
along the auriculo-ventricular junctional tissues is normal except that there 
is a liability to transient interruptions. (4) Very rarely in sino-auricular block, 
ventricular fibrillation, and paroxysmal tachycardia, especially the ventricular 
variety. Taking cases as a whole, Adams-Stokes syndrome 1s most commonly 
met with in patients with a severe grade of partial heart-block in whom 
complete block is developing. When complete heart-block has become 
permanently established, the ventricles apparently tend to become accustomed 
to the condition, and the pauses of unusual length referred to are not so likely 
to take place. 

The severity of the symptoms depends principally upon the duration of 
the cerebral anemia. It is generally believed that if this lasts two or three 
seconds, there is merely giddiness and faintness ; if double that time, there is 
likely to be loss of consciousness ; and if over about twelve seconds, there 
will probably be convulsions. There may be repeated seizures. There may or 
oe not be @ warning. In grave cases there is marked pallor or cyanosis, 
widely dilated pupils, and deep or even sterterous breathing. Usually the 
convulsions are confined to the face and upper limbs, the tongue is not bitten, 
and urine and feces are not passed civoluntarily. Within a few seconds 
of the cessation of the cerebral anemia the colour and consciousness return. 

Diagnosis.—The various grades of auriculo-ventricular heart-block are 
readily determined by means of the polygraph or electro-cardiograph, since 
these instruments afford separate records of the movements of both the upper 
and lower chambers of the heart. The first grade can only be recognised by 
means of either of these instruments, excepting that in cases of mitral stenosis 
unaccompanied by auricular fibrillation a slight interval between the auri- 
culo-systolic murmur and the next first sound is sometimes to be noted. 
Fortunately they are not necessary in a considerable proportion of the other 
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cases. Thus, a diagnosis between occasional dropped beats, pulsus bigeminus, 
oe trigeminus, and infrequency, including halving, of the pulse rate— 

ue on the one hand to extra-systoles and on the other to heart-block can 
almost invariably be made apart from them (see p. 890). It should be borne 
jn mind that sinus irregularity and sino-auricular block may closely simulate 
occasional dropped beats due to partial heart-block. Lastly, auriculo-ven- 
tricular block should be distinguialied from sinus bradycardis and auriculo- 
ventricular rhythm. 

It is sometimes difficult to distinguish between partial and complete heart- 
block without the aid of the polygraph or electro-cardiograph. Most cases 
with a ventricular rate of 36 or under, however, are cases of complete heart- 
block. Moreover, the presence of more rapid pulsations in the jugular veins 
and of small waves occurring at regular intervals on the descending limb of 
a sphygmogram, and auscultatory phenomena afford help in differential 
diagnosis. 

Adams-Stokes syndrome is easily recognised from the features described. 
It should be distinguished from the other causes of loss of consciousness and 
convulsions. 

Prognosis.—Much depends upon the cause and any associated morbid 
affection. The occurrence of partial heart-block during the course of an 
acute infective disease is a sign, and may be the only sign, of myocardial 
involvement. Persistent heart-block of mild degree also is indicative of 
myocardial damage. With regard to persistent heart-block of severe degree, 
there are two questions of importance in considering the prognosis, namely— 
(1) Whether there is involvement of the heart muscle as a whole, and if so 
it 18 progressive ; and (2) is the patient subject to syncopal attacks, and, if 
80, What is their severity and frequency ? In the absence of both, and when 
also the patient does not suffer from syncopal attacks, the span of life may be 
prolonged for many years, and he may be able to live a fairly active life without 
inconvenience. But when the opposite is the case, especially if the syncopal 
attacks are severe and frequent, life is always in danger; and, apart from 
the risk of a fatal termination during an attack, death may occur with the 
usual clinical picture of cardiac failure. A number of syphilitic cases have 
been recorded in which energetic anti-syphilitic treatment appears to have 
been rewarded with recovery. 

Treatment.—The stiology and any associated morbid condition should 
be thoroughly reviewed. 

When heart-block occurs during the course of an acute infective disease, 
rest in bed is indicated. When there is reason to suspect that syphilis is the 
cause, appropriate and energetic treatment should be omen Persistent 
heart-block of mild degree requires no treatment in itself. In persistent heart- 
block of severe grade it is of particular importance that the patient should 
live within the limits of his strength. Digitalis is contra-indicated in partial 
heart-block. It may be cautiously tried in complete block in which there is 
congestive failure. 

Avaus-Stoxes SynpRomE.—The patient should be warned to avoid any- 
thing known to predispose to the attacks, and, as far as possible, should 
protected from ne risks of falling. 

For the prevention of the occurrence of the attacks, adrenaline and 
ephedrine are the most successful remedies. The first should be admin- 
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istered either subcutaneously or intramuscularly, from 5 to 10 minims 
of a 1: 1000 solution thrice daily, failing which, every few hours. 
Ephedrine differs from adrenaline in that its effect persists for several 
hours, and, moreover, it has the advantage of being effective when admini- 
stered orally. I have found barium chloride, administered by the mouth, 
apparently undoubtedly effective in three cases, one of which was extremely 
severe. The drug increases the irritability of the heart muscle. It may be 
given in pill form, at first in doses of 4 gr. twice daily and, if necessary, 
cautiously increased to 1 gr. thrice daily but stopping short of toxic symptoms. 
If unsuccessful alone, it may be tried in combination with adrenaline. Thyroid 
appears to be sometimes of value and may even be completely successful. 
Potassium iodide, by its depressing effect on the ventricular muscle, may even 
aggravate the condition when the cause is other than syphilis. Atropine is 
indicated in cases of partial heart-block in which there is vagal over-activity. 

If an attack occurs, adrenaline is the only potent therapeutic measure at 
our disposal, but is contra-indicated in the very rare cases of ventricular 
fibrillation. It is necessary to point out that when—as in the vast majority 
of cases—the attack is due to a temporary standstill of the ventricles, with 
consequent temporary cessation of the circulation, intracardiac injection is 
necessary, because the beneficial effect of the drug is due to its action in 
stimulating the sympathetic nerve endings in the heart muscle. The dose 
should be 0-5 to 1 c.c. of 1: 1000 solution. In the rare cases in which 
the attacks are due to merely a temporary increase in the grade of an 
existing partial heart-block, the drug may be effective even if given subcu- 
taneously or intramuscularly. 


Bunp.e-Brancge Biock 


Bundle-branch block is relatively uncommon. If complete, there is a 
complete interruption of the wave of excitation along either of the two main 
branches of the auriculo-ventricular bundle. The excitation wave is trans- 
mitted to the two ventricles along the branch which is unaffected. There is 
slight asynchronism of the contraction of the two chambers. The condition 
may be persistent or temporary. According to the new nomenclature, the 
left branch is much more frequently affected. 

Auriculo-ventricular block, or less frequently auricular fibrillation (Fig. 
&1), may co-exist. 

The ztiology and pathology of bundle-branch block are the same as those 
of complete auriculo-ventricular block, excepting that perhaps the former 
condition is more common in the elderly aaa in males; is mure frequently 
associated with hypertension, chronic myocardial disease, and atheroma of 
the coronary arteries; occasionally is associated with coronary occlusion ; 
and is also more often organic. 

The subjective symptoms are not distinctive. There may be a visible 
and palpable bifid apex-beat, and reduplication of the first sound at the 
cardiac apex, or between this point and the left border of the sternum, so 
that three sounds are audible. In the opinion of most, the third sound is 
presystolic in time, but in that of some, it is systolic. Reduplication is still 
cena when there is complete auriculo- ventricular block, or auricular 

brillation. There is sometimes pulsus alternans. 
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Bundle-branch block should be thought of whenever the foregoing physical 
signs are present. It is to be noted, however, that these may be met with 
in other conditions. A diagnosis may be made with certainty by means of 
the electro-cardiograph. 

In persistent left bundle-branch block, apart from relatively few excep- 
tions, the prognosis is very serious, a fatal termination occurring within at 
the most two years in the majority of cases. In right bundle-branch block, 
the outlook is very much less unfavourable. In the case of both, much 
depends upon the degree of cardiac failure. 

With regard to incomplete or partial bundle-branch block, see p. 1021. 


FuncrionaL Bunpu“e-Brancw Brock 


This is a rare condition in which there is increased duration of the Q. R, 8 
group of deflections together with a diminished P-R interval. It is met 
with in young healthy individuals who tend to have paroxysmal tachycardia. 
It is considered highly probable that the abnormal electro-cardiogram is 
really not due to functional bundle-branch block, and it is thought that there 
is & special path of conduction from the sino-auricular node or its neighbour- 
hood to either of the ventricles, and that in the same individual sometimes 
the wave of excitation travels along this channel and at other times along 
the normal one. So far, however, there is an absence of post-mortem findings. 
The electro-cardiographic features may sometimes suddenly cease, either 
spontaneously, or with physical exertion or the administration of atropine. 


ARBORIZATION OR INTRAVENTRICULAR BLOCK 


In this, there is diminished conductivity of the subendothelial arboriza- 
tions of the Purkinje system. The etiology and pathology are similar to 
those of bundle-branch block. In the vast majority of cases the condition 
is associated with widespread chronic myocardial disease. It is believed 
by some that the affection may be recognised by means of the electro-cardio- 
graph (see p. 1021). 

The prognosis is even more serious than that of bundle-branch block, 
being almost always grave. 


PULSUS ALTERNANS 


Definition.—By pulsus alternans is meant 2 condition of the pulse in 
which a larger beat and a smaller beat alternate. Sometimes the smaller 
beata are slightly delayed, but they are never premature. 

4Etiology.—The condition is usually transient, but may persist for some 
minutes, hours, days, or weeks. The former generally occurs for a few cycles 
immediately following an extra-systole, but it may be with an increase in 
the cardiac rate brought on by physical exertion, in both instances being 
usually slight or moderate. Persistent pulsus alternans occurs in two sets 
of circumstances, namely: (1) a marked acceleration of the cardiac rate in 
auricular flutter or paroxysmal tachycardia ; and (2) in failure of the left 
ventricle, in the great majority of cases in those over middle age and 
due to the causes mentioned on p. 853, but sometimes in younger people 
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with post-rheumatic valvular disease, and occasionally in pneumonia and 
other acute illnesses. 

Pulsus alternans is increased or may be induced by an acceleration of the 
cardiac rate, and may be diminished or disappear with the decreased rate. 

The condition is indicative of depressed contractility. 

Symptoms.—The pulsus alternans in itself causes no subjective symptoms, 
but when associated with left ventricular failure manifestations of the latter 
are present (see p. 857). Sometimes the smaller beats are so feeble that no 
waves are transmitted to the wrist, resulting in infrequency of the pulse. 

Diagnosis.—CGross alternation of the pulse can usually be recognised 
by the finger. Lesser grades can be readily detected by the sphygmomano- 
meter, preferably by the auscultatory method. The pressure in the armlet 
is raised until the pulse below it disappears, and then lowered very gradually. 
The larger beats reappear at a higher pressure than the smaller beats, so that 
just below the systolic level the pulse-rate is halved. In extreme cases the 
difference in pressure between the larger and smaller beats may be 20 to 30mm., 
but usually it is only 1 to5_ mm. A radial tracing is valuable in distinguishing 





Fic. 36.—Simultaneous tracings of the jugular and radial pulses, showing continuous 
pulsus alternans. 


pulsus alternans from extra-systoles. In the former the beats are evenly 
spaced, excepting that sometimes they are slightly delayed ; whereas in the 
latter they are premature and the pause following the smaller beat is longer 
than that after the larger one. 

The condition is sometimes but not usually evident in an electro-cardiogram. 

Prognosis.— When the pulsus alternans occurs apart from a marked 
acceleration of the cardiac rate, It 18 an indication of severe or even extreme 
exhaustion of the heart muscle. When the condition is persistent, death 
may follow within a few months, or at most a few years. When transient, 
the exhaustion may be only temporary but even in these cases the prognosis 
should be guarded. When the condition is associated with marked tachy- 
cardia, it appears to be of relatively minor significance in itself. 

Treatment.—When unassociated with marked tachycardia, complete 
rest, physical and mental, is urgently indicated, and if the condition is 
eee this should be long-continued. The left ventricular failure should 

treated on the lines discussed elsewhere. It is to be noted that digitalis is 
not contra-indicated. 

Freperick W. Price. 
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CARDITIS: THE RHEUMATIC INFECTION OF THE HEART 
IN CHILDHOOD 


Definition.—By carditis is meant inflammation involving the endo- 
cardium, the myocardium, or the pericardium, or the three simultaneously. 

- Before dealing with endocarditis, myocarditis and pericarditis individually, 
it may be advisable to discuss the rheumatic infection of the heart in child- 
hood. This is a subject of great importance, for by far the larger proportion 
of cases of heart disease under 30 years of age, and a considerable proportion 
of those of later life, are the direct result of this infection. 

It is necessary to point out that even yet rheumatic infection of the heart 
in childhood is very frequently overlooked. The two chief reasons are: 
(1) the clinical picture of acute and subacute rheumatism was originally 
drawn from the disease as it appears in adult life, whereas in childhood 
it presents many and important points of difference; and (2) even when 
a rheumatic infection has been diagnosed, it is sometimes exceedingly 
difficult to come to a definite decision as to whether the heart is involved 
or not. 

It is important to bear in mind the following facts: In adult life arthritis 
is the chief manifestation of the rheumatic infection, and is looked upon 
as constituting a typical attack, while cardiac involvement is regarded as a 
complication. In children, on the other hand, arthritis 1s often vague in 
character, and may be entirely absent, while affections of other parts are 
more frequent, and constitute a more conspicuous feature in the disease. 
Thus, sometimes the affection is confined to the tendons or the fascia in the 
neighbourhood of the joints. What are called ‘ growing-pains’ are fre- 
quently of rheumatic origin. Subcutaneous nodules, various erythemata 
and purpura rheumatica are more frequent manifestations of the rheumatic 
infection. Chorea is a@ common indication. Tonsillitis is perhaps more 
commonly rheumatic than in adult life. There may be unexplained pyrexia. 
Lastly, cardiac involvement is a much more frequent manifestation of the 
rheumatic infection in childhood than in adults; it is at least as frequent an 
indication as any other, and should not be regarded as a ‘ complication’ ; 
and it may occur in association with any of the foregoing, or with an indeter- 
minate febrile attack, or alone—that is, it may be the only manifestation of 
rheumatism. Another point to bear in mind is that while rheumatic carditis 
may occur acutely in children, it often does so in a subacute and insidious 
form. Not rarely there is a total absence of subjective symptoms. Or, if 
such be present, they are often masked by other manifestations of the rheu- 
matic infection. Pallor, fatigue, loss of appetite and wasting may be the 
first symptoms. Sometimes the onset is accompanied by a rise of tempera- 
ture above that already existing, this increased pyrexia occurring without 
any increase in the arthritic symptoms. The usual cardiac symptoms may be 
present (see Endocarditis, Myocarditis and Pericarditis). The diagnosis rests 
mainly on physical signs, together with the results of electro-cardiographic 
examination, and the existence of the condition is frequently unsuspected 
until the heart is examined. The physical signs, however, are not infrequently 
slight and vague in character, and the diagnosis is consequently often attended 
with extreme difficulty. 
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In view of the foregoing, it is clear that when in a child there is even a 
suspicion of rheumatic infection, he should at once be put to bed, and a most 
careful clinical examination of the heart made daily and an electro-cardiogram 
be taken every few days, and if there be any doubt whether the organ is 
involved or not, he should be kept in bed until this has been set at rest. 

In cases in which a definite diagnosis of carditis has been made, a most 
difficult question which may have to be decided later on is whether active 
carditis still persists or not. In this connection the sleeping pulse-rate is of 
value. If there is active carditis, the sleeping pulse-rate remains raised 
and may even equal the pulse-rate when the child is awake, while in the 
tachycardia of nervous origin, the sleeping pulse-rate is normal. The sedi- 
mentation rate of the red blood cells is also used for this purpose. It is 
increased in the active stages of the disease, and falls to normal when activity 


ceases. 


ENDOCARDITIS 


Definition.—By endocarditis is meant inflammation of the lining 
membrane of the heart. In the great majority of cases the inflammation 
involves chiefly the endocardium of the valves, and is not infrequently so 
limited. The term valvulitis is applied to endocarditis of the valves, while 
inflammation of the endocardium lining the cavities of the heart is referred 
to as mural endocarditis. The surface of the valves next the blood stream, 
namely, the ventricular surface of the semilunar valves and the auricular 
surface of the auriculo-ventricular valves, is affected. In adults the left 
side of the heart is far more commonly affected than the right, the mitral 
valve being more frequently attacked than the aortic; while, on the other 
hand, during foetal life the opposite is the case. Some degree of myocarditis 
is probably always present with endocarditis. 

A satisfactory classification of endocarditis is not easy, that most com- 
monly adopted being as follows: (1) Acute, (a) simple, and (5) septic, infeo- 
tive, ulcerative or malignant ; and (2) chronic or sclerotic. It should be 
noted that it is impossible to draw a sharp line of distinction between these 
varieties on grounds of etiology, pathology, or morbid anatomy. Clinically, 
however, the distinctive features of each are fairly marked, although even in 
this case the distinction is not absolute. More recently a subacute variety, 
ulcerative in character, has been described (see Septic Endocarditis). 


Acute SimmpLte ENpDOocARDITIS 


AEtiology.—Acute simple endocarditis occurs most commonly in child- 
hood and adolescence. It is rarely, if ever, a primary disease. Acute and 
subacute rheumatism, in one of its forms (see p. 913), account for the great 
majority of cases. Scarlet fever is occasionally the cause, while pneumonia, 
typhoid fever, small-pox, and wasting diseases are responsible for a certain 
number of cases. 

Pathology.—The mitral valve is the most commonly affected, the next in 
frequency being the aortic, and the third both the aortic and mitral valves. 
In this form of endocarditis the parts affected become swollen, as the result 
of cedema and connective tissue proliferation, and cauliflower-like or warty 
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excrescences, varying in size from that of a pinhead to a bean, called vegeta- 
tions, make their appearance on the segments of the valve or on the mural 
endocardium. The valvular vegetations are usually not situated at the 
extreme margins of the cusps, but at those parts which come into apposition 
during closure, namely, a short distance from their margins. The vegetations 
consist of blood platelets, leucocytes and fibrin. In rheumatic endocarditis 
Aschoff’s nodes (see p. 289) are sometimes found in the inflamed valves. 
Various micro-organisms have been described in association with the vegeta- 
tions, but they are not present in large numbers and may be absent, and even 
if present it is not certain that they are the cause in this form of endocarditis. 
Fragments may become detached from the affected valves, be carried by the 
blood to remote parts, and ultimately become impacted in a vessel; this 
process is known as embolism, and the impacted fragment as an embolus. 
This may result in obstruction of the circulation, and (1) necrosis, or heemor- 
rhage, or both, within the area of distribution of the occluded vessel, and the 
formation of infarcts; or (2) gangrene of the area supplied in the case of 
one of the larger arteries of the limbs. Infarction most generally occurs in 
the spleen or kidneys, although it is not infrequently found in the brain or its 
membranes, the retina, lungs (in right-sided endocarditis), intestines and skin. 

The myocardium is involved, in varying degree, in at least most cases and 
perhaps in the great majority, but the involvement is permanent only in a 
certain proportion. 

An attack of acute simple endocarditis is in the great majority of cases 
followed by the formation of fibrous tissue ; in a certain proportion of cases 
by septic endocarditis; or possibly, in rare instances, by resolution. In 
the case of the first, the fibrous tissue tends to contract as time advances, 
giving rise to various deformities of the valves and ultimately to permanent 
stenosis, or incompetence, ar both combined. 

Symptoms.—In the first place, the reader is referred to the remarks on 
p. 913. 

The patient may suffer from shortness of breath, palpitation, and dis- 
comfort or pain in the prescordium ; and if there is involvement of the myo- 
cardium there may be manifestations of pronounced cardiac failure. 

The onset is sometimes accompanied: by a further rise of temperature 
without any increase in the symptoms of the causative disease. The degree 
of the pyrexia due to the cardiac affection is usually not marked, but occasion- 
ally there is a sharp rise of temperature. The cardiac rate is generally increased. 
There may be irregularity of rhythm (see p. 916), the result of implication of 
the myocardium. 

In the early stages the apex-beat may be rather excited in character. 
Later, however, and in some cases even quite early, there may be physical 
signs of dilatation of the heart, generally both-sided (see p. 857). The 
first sound in the mitral area may become slightly prolonged, or roughened, 
or may exhibit a lack of clearness ; and within 24 hours it may be accompanied 
by a distinct murmur, soft in character. Later, the second sound in the 
pulmonary area may become accentuated and even reduplicated. In the 
case of the aortic valve, the second sound may become altered ; and—later, 
a soft-blowing murmur may accompany it, usually either along the left 
border of the sternum from the level of the second to the fourth intercostal 
Spaces, or over the sternum between the level of the second rib to the fourth 
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space. A short and accentuated first sound at the apex, and an accentua- 
tion and it may be reduplication of the second sound in the pulmonary area 
are believed by some to be early signs of mitral stenosis, but excitation of the 
cardiac action should be excluded. A presystolic murmur at the apex usually 
does not make its appearance until some time after the onset of the rheumatic 
infection, the mitral orifice having become permanently stenosed. If there 
is considerable dilatation of the left ventricle due to myocarditis there may 
be a soft-blowing diastolic murmur in the mitral area—the so-called relative 
or functional mitral stenosis (see p. 938). 

If there is severe carditis there may be even severe cardiac failure, 
usually both-sided, with considerable and rapid dilatation, even early in the 
disease. 

There is usually a moderate leucocytosis and sometimes a slight secondary 
anemia. Embolism may occur. 

Diagnosis.—The diagnosis of acute simple endocarditis is often a matter 
of great difficulty. We radia suspect its existence when there is an increase 
in the cardiac rate and in the degree of pyrexia without any aggravation of 
symptoms of the causative affection; or when tachycardia and pyrexia 
persist without an apparent cause ; or when there are subjective symptoms 
together with acceleration of the cardiac rate and the existence of a murmur 
not previously present. The occurrence of auriculo-ventricular block during 
the course of an acute infective disease indicates involvement of the myo- 
cardium, and auricular fibrillation and extra-systoles are suggestive. 

Evidence of dilatation of the heart and a recently developed apical systolic 
murmur do not necessarily signify acute endocarditis, for these may be found 
in any acute febrile disease, and in acute myocarditis. The character of a 
systolic murmur is of some diagnostic value, a soit-blowing one being in 
favour of endocarditis. Accentuation of the second sound in the pulmonary 
area later in the illness is also suggestive of mitral incompetence. An aortic 
systolic murmur is not so suggestive of acute endocarditis as is a mitral, 
while a pulmonary systolic may be almost disregarded. The reader is also 
referred to the other physical signs described above. 

It is necessary to distinguish the murmur of acute endocarditis from 
that due to previously existing valvular disease. The existence of sub- 
cutaneous nodules or pericarditis, the sudden appearance of partial heart- 
block (indicative of coincident acute myocarditis), or the appearance of new 
murmurs or the disappearance of old ones, is in favour of a fresh attack of 
acute endocarditis, phether simple or infective. Embolism is not patho- 
gnomonic of acute endocarditis, as it may occur in chronic valvular disease, 
especially in mitral stenosis. In acute endocarditis, however, it is not in- 
frequently multiple and recurrent, and is of more usual occurrence in the 
systemic than in the pulmonary circulation. 

If acute endocarditis occur in an individual already the subject of valvular 
disease, the murmur is not of recent development, it is often loud or harsh, 
audible over a considerable area, and evidence of cardiac enlargement 1s 
usually present. : 

Prognosis.—The immediate prognosis of acute simple endocarditis 
is, as a rule, favourable, death being of rare occurrence ; this may ee 
however, if there be accompanying pericarditis or severe myocarditis. With 
regard to the ultimate prognosis, it has been pointed out that complete 
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resolution in all probability rarely occurs. Organisation is the usual sequel, 
ultimately giving rise to permanent stenosis, or incompetence, or both; na 
certain percentage of these cases, the early murmur may disappear, and a 
permanent murmur may not become established until much later on, even 
several years. It should be noted that the future prognosis of a case of 
acute simple endocarditis largely depends upon whether convalescence is 
sufficiently prolonged. In a certain number of cases, ulceration of the 
valve results. 

Treatment.—The treatment of a case of acute simple endocarditis is of 
great consequence, especially with regard to the future of the patient. 

The indications are to endeavour to arrest the morbid process as early 
as possible, and to give the heart the best chance of the fullest possible repair. 

The treatment of the causative disease should be adopted. For that of 
rheumatic fever, the reader is referred to pp. 293-296. 

In all cases, after the manifestations of active disease have ceased, rest in 
bed is indicated for at least three months ; this to be followed by an equal 
period of partial rest ; and games should not be indulged in for another year. 

During the first two months that he is confined to bed, the patient should 
keep as quiet as possible, physically and mentally, and should not be allowed 
to sit upright. Afterwards an extra pillow may be allowed, and a week or so 
later the back may be gradually more raised. After the period in bed, the 
patient should be moved to a couch, to which he should be confined for four 
weeks. During the latter half of this, passive movements, or gentle massage, 
or both, may be tried. Then slight walking exercises may gradually be 
attempted. If during any of these or later stages exertion be accompanied 
or followed by any abnormal subjective symptoms, or succeeded by main- 
tained increased frequency of the pulse, the amount of exertion has been too 
much and should be proportionately reduced. 

During the active stage of the disease small blisters applied frequently 
to the preecordium are advocated by some; and during the later stages the 
internal administration of sodium iodide is recommended. The results of 
the administration of digitalis are, as a rule, very disappointing, whether 
auricular fibrillation (or flutter) is present or not. If it is employed, caution 
should be exercised and large doses avoided. 

Otherwise, the reader is referred to the various therapeutic measures 
described on pp. 861-873. 

ConvaLescent Home TREATMENT.—Prolonged convalescence in special 
country homes devoted exclusively to children recovering from active 
rheumatic carditis is now advocated. The advantage of this form of treatment 
is that a return to normal life is made gradually, under skilled supervision, 
so that any indications of persistent activity of the disease or relapse may be 
quickly detected, and further complete rest promptly instituted. At some 
of these homes, facilities also for education are available, and this overcomes 
one of the greatest drawbacks of prolonged rest in children, namely, inter- 
ference with education. Though this line of treatment is still on trial, con- 
siderable success has been reported in this country and America. A dry and 
elevated site is important. At some homes, treatment on the same lines as 
in the treatment of pulmonary tuberculosis is employed, the wards being 
80 constructed that one side can be opened up. 

It is well to examine a patient who has suffered from acute endocarditis 
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at regular intervals after the attack, and careful inquiry should be made as 
to his mode of life. In children, we should be especially on the look out for 
any rheumatic manifestation, and, as soon as detected, the condition should 
be immediately and adequately treated. 

FREDERICK W. PRICE. 


SerTic ENDOCARDITIS 


Synonyms.—Infective Endocarditis; Ulcerative Endocarditis; Malig- 
nant Endocarditis. 

Objections have been raised against each of these synonyms: that all 
endocarditis is infective, that ulceration is not invariable, and that some 
cases recover. But that some distinctive name is necessary to mark off a 
disease-process which is quite different from “simple’’ or “ rheumatic ” 
endocarditis is generally recognised. The assertion frequently made, that 
no sharp line of demarcation can be drawn between simple and ulcerative 
endocarditis, though true, does not dispose of the fact that in the great 
majority of cases the distinction is of fundamental importance and not very 
difficult of recognition. : 

The disease has an importance somewhat out of proportion to its 
frequency, partly on account of its great gravity and partly on account of 
the difficulties which often beset the diagnosis. The incidence of the disease 
in the wards of a large general hospital is about | in 170 cases. 

ZEtiology.——Relation to rheumatism and other diseases.—In more than 
half of all cases of the disease there is a clear history of acute or subacute 
rheumatism or of chorea. In the majority of these cases the patient has 
suffered from rheumatic endocarditis some time previous to his present illness, 
and has been left with definite and recognised valvular disease; in a few 
the condition of rheumatic endocarditis has passed directly, but often im- 
perceptibly, into that of the septic condition. Usually the interval between 
the occurrence of the rheumatic fever and the onset of septic endocarditis 
is measured by several years, and these have been for the most part years 
of good general health. To those few cases in which the transition between 
the rheumatic endocarditis and septic endocarditis is a gradual one the 
term “‘ malignant rheumatism ”’ has been applied by some authorities, But 
the term introduced confusion in respect of the bacteriological questions 
involved, and is perhaps on this account to be avoided. Next in frequency 
to the rheumatic group of diseases in the patient’s history, but insignificant 
in comparison, are scarlet fever, gonorrhea, influenza, typhoid fever, malaria, 
syphilis, Graves’s disease, dysentery and pneumonia. 

Influence of congenital defects.—A congenital defect in the heart predis- 
poses it to infection, apparently through the medium of that chronic 
thickening of the endocardium which is often found in connection with 
these defects. This factor has been definitely established in regard to 
the aortic valve. 

Other etiological fuctors.—Strain is present in some cases as a definite 
causative factor. This was seen in a series of cases which occurred in soldiers 
during the War of 1914-1918; these cases were aortic in the main, and in 
several of them there was no evidence of pre-existing valve lesions of an 


acquired nature. 
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Age.—The chief incidence is between the ages of 15 and 50. Out of 
150 cases collected by the writer 122 occurred between these ages. One-half 
of all the cases occurred between 20 and 40, no doubt on account of the 
predisposition created by the presence gf sclerosis of the heart valves after 
acute rheumatism, the chief age incidence of which is a decade earlier than 
this. The youngest case of the series was that of a child aged 24 years, 
the subject of congenital heart defects. The oldest cases were those of a 
woman aged 64, and of a man aged 63, both of whom developed pneumococcus 
endocarditis with lobar pneumonia. 

Sex.—This does not appear to be a determining factor. 

Pathology.—The essential pathology in septic endocarditis is a pro- 
gressive microbic infection of one or more of the heart valves, or of the 
mural endocardium. The infecting micro-organisms, as judged by positive 
blood cultures during life rather than by post-mortem investigations, are 
very variable. An analysis of 40 cases of the disease in which positive blood 
cultures were made during life showed streptococci in 26, pneumococci and 
Pfeiffer’s bacillus in 5 each, gonococcus in 2, Staphylococcus albus in 1, and 
an unclassified micro-organism of bacillary form in 1. The gonococcus 
accounts for the infection in a few cases. If post-mortem results are taken, 
Staphylococcus aureus bulks largely in the analysis and the pneumococcus is 
represented more frequently. A few other organisms, relatively unimportant, 
also appear—B. typhosus, B. coli and C. diphtheria. Streptococci are 
certainly the most common organisms concerned, and the characters of those 
members of the group found in this disease deserve special attention. If we 
except acute cases due to S. pyogenes (S. hamolyticus), the types of strepto- 
coccus most often found are not highly pathogenic, but of low virulence, such 
as are found in normal feces and in normal saliva (S. viridans). They are 
for the most part short-chained cocci, not lethal for mice, and they yield a 
set of biochemical reactions that mark them off quite sharply from S. 
pyogenes. These facts harmonise with certain broad clinical and pathological 
observations and serve to explain them: the chronicity of many of the cases, 
and the latency of others ; the scanty leucocytosis often seen ; the apyrexial 
periods not infrequently present ; the absence of suppuration in the embolic 
infarcts which is such a feature of the disease; the absence of any visible 
focus of infection in the great majority of the cases; the enormous number 
of living micro organisms that may be present in the blood stream at a 
time, it may be, when the patient is not acutely ill. The writer has shown 
that it is not difficult to set up a condition of septic endocarditis in the 
rabbit by the intravenous injection of “ saprophytic” streptococci from 
healthy human saliva and feces. 

The condition of infection once established in the endocardium, a state 
of “ arterial pyemia ” results, the circulation being fed by micro-organisms 
from the infected area. Minute vessels become plugged by masses of these 
microbes, Larger emboli, formed of pieces of the fungating vegetations, 
and of various sizes, add to the pysemic process. Destructive and vegetative 
processes proceed together at the site of infection, which spreads to adjacent 
structures in the heart, both by contact and by direct extension. It has 
been shown that the micro-organisms in the blood stream are destroyed tn 
vitro in 24 hours when citrated blood is incubated without culture media. 
This fact suggests that they are paid out into the blood stream from the 
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heart lesion, but that their duration of life in the former is short. It also 
explains the fact that blood cultures are not infrequently sterile. 

Symptoms and Course.—The disease may be latent, and only discovered 
post mortem. It may be fulminaging, in which case it may be suspected, 
but rarely diagnosed. In the fulminating cases the infection is usually by 
S. aureus, and the ulcerating endocarditis is only one part of the S. aureus 
pyemia. Such is the endocarditis complicating acute osteomyelitis, and that 
seen in very acute pysemia resulting from S. aureus infections of the skin. 
The more important types are the acute and subacute. 

The acute form.—The onset is usually abrupt, often with a rigor, and the 
symptoms are those of an acute specific fever. Pain in, and swelling of, 
joints is common, with acid sweats, often leading to a disgnosis of rheumatic 
fever and calling for the use of salicylates. Not infrequently the failure of 
response to full doses of salicylates is the first observation to throw doubt 
upon the diagnosis. The pneumococcus cases are generally of this type, 
pneumonia or pleurisy with effusion being usually present; the patient 
remains very ill after the eighth day of his disease, infection of the endo- 
cardium being perhaps the most serious cause of absence of crisis. Gono- 
coccus infection is also usually of this form ; the temperature chart may show 
two ‘‘ spikes” in the 24 hours. The duration of the acute cases is from 7 to 
30 days. A very few cases undoubtedly recover . 

The subacute type (‘‘ Subacute bacterial endocarditis ’’).—This is prob- 
ably the most common type of the disease. Attention has been drawn 
to it by Osler, Horder, Libman and others. The onset is gradual, often 
insidious, so that it may not be possible to determine with accuracy 
when the disease began; it seems certain that in many of the cases the 
ra of endocardial infection has existed much longer than is suspected. 

e initial symptonis are general weakness with sweats and anemia, or a 
condition somewhat resembling subacute rheumatism, or fever which is 
unexplained by the physical signs. The duration of these cases is very 
variable ; from 2 to 6 months includes the majority of them ; but a few may 
last for 12 months or even longer. The infecting micro-organisms are strepto- 
cocci of the fecal and salivary type (Streptococcus viridans, Streptococcus 
endocarditidis), Pfeiffer’s bacillus and occasionally the pneumococcus. In 
some of these cases the pre-existing valve lesion is very slight, although its 
presence is generally known if the patient is of the private class. 

The heart—In the great majority of cases signs of valvular disease or 
congenital defect are present at the outset. In a few cases, signs of valvular 
defect appear during the course of the disease. Rarely, there may be no 
evidence of valvular disease at any time: this experience is almost confined 
to cases in which the infection is of a terminal kind, occurring in patients who 
are too ill to admit of thorough examination, or in whom there is early and 
considerable dilatation of the heart. As the disease progresses it is common 
to get evidence of the involvement of other valves than the one originally 
infected, such as the appearance of signs of aortic regurgitation in a case 
originally one of mitral disease. Undue importance is perhaps attached to 
changes heard in the character of the murmurs from day to day. When the 
heart symptoms are prominent, the case is said to be of the ‘“‘ cardiac type,” 
snd such a clinical picture does quite commonly present itself : in which event 
the patient has in most instances been a heart invalid for some time previ- 
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ously. But in a considerable proportion of the subacute cases it is a striking 
thing that the heart shows little recognisable defect, at least for a considerable 
time. For the greater part of its course it may be said that subacute septic 
endocarditis is very largely destitute of cardiac symptoms. Arrhythmia, 
ame of restriction of the field of cardiac response to effort, and the resulta 
of so-called congestive failure—not only may all of these be conspicuous by 
their absence ; it is unusual to see them. 

When the infection (often pneumococcal) involves the right side of the 
heart only, evidence of valvular disease is generally lacking, the symptoms 
and signs being mainly those of recurrent pleurisy, consequent upon pulmon- 
ary infarction, with or without liquid effusion. 

Arterial embolism.—This event is extremely common and constitutes one 
of the cardinal signs of the disease. The importance of the search for embols 
and their effects in a suspected case cannot be overestimated. But to obtain an 
adequate conception of the disease-process here considered it is necessary to 
enlarge considerably the earlier notions of the embolic process in two direc- 
tions: the diffuseness of the embolic site and the minuteness of the embolic 
fragment. The skin shows two distinct lesions, both highly characteristic of 
the disease—(a) Petechiw, varying greatly as to their number in different 
cases—there may be no more than two or three, and only discovered after 
careful search at the root of the neck, in the nail bed or beneath the con- 
junctiva, or there may be a great number, presenting an appearance as 
though: the patient has been flea-bitten. (b) Discoloured areas, usually 
tender, and most often affecting the pads of the fingers or toes, coming and 
going in the course of a few hours or days. The appearance of one of these 
red areas is often accompanied by sudden pain or acute tenderness on 
pressure. These lesions are of considerable fiagnodtic importance. They 
do not occur in rheumatism. 

In the kidney there may be gross embolic events leading to infarction and 
hematuria. Of equal if not of greater importance is the occurrence of very 
minute microbic embolisms in the glomeruli, leading to the appearance of 
red blood cells and traces of albumin in the urine, and ultimately to a state 
of embolic focal nephritis, demonstrable under the microscope post mortem 
(Behr; Gaskell). The earliest symptoms of the disease may be those of 
renal failure. The retina may be affected, exploration of the fundus revealing 
hemorrhages. One of the most common seats of emboli of the massive kind 
is the spleen, leading to enlargement and usually a palpable organ. Acute 
and severe pain may occur with the event, and friction, due to perisplenitis, 
may be heard. Apart from embolus the spleen may be enlarged ; a palpable 
spleen -is of sanaiderable diagnostic importance. The brain may suffer, the 
most common result being hemiplegia. The embolus may lead to infective 
arteritis, with subsequent aneurysm formation and hemorrhage which may 
be abruptly fatal. The mesenteric vessels and those of the limbs are fre- 
quently involved, either the main artery, or, more often, its branches, and 
especially the radial and posterior tibial. Here, again, aneurysms may 
develop, and gangrene occasionally. 

Pyrexia.—Fever is present in nearly all the cases, perhaps in all at some 
time or other in the course of the disease; but ITEM afebrile periods 
may occur, lasting from 2 or 3 days up to a fortnight, in the subacute cases. 
In the acute cases a high continued fever is not uncommon, and when this 
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is so the patient is highly toxic and asthenic and the heart symptoms are apt 
to be in abeyance (‘typhoid type’). Irregular remittent fever is the most 
common form, both in the acute and in the subacute types. A high and 
regular quotidian intermittent fever is not uncommon—the gonococcus cases 
are particularly prone to this variety of fever. Rigors are common in the 
fulminating and acute cases; they also occur in subacute cases when embol- 
ism is rife. Whatever the form of the fever the temperature is apt to take 
a lower range shortly before death. A fall in the temperature, the patient 
remaining very ill, 4s of no service and must not be taken for a good prognostic. 
Such a fall of temperature may occur when signs of renal inadequacy 
supervene. 

The blood shows a progressive and ultimately severe anemia. The degree 
of leucocytosis varies with the type of the disease. In acute cases it 1s gener- 
ally high (20,000 to 40,000), though this, again, varies with the degree of the 
patient’s response to the infection. In the subacute cases the leucocytosis 
is rather remarkably constant about the figures 9000 to 12,000. In a few 
cases there is leucopenia. Blood cultures are extremely important in the 
matter of diagnosis. And yet it not uncommonly happens in the subacute 
cases that the diagnosis is certain and no growth of micro-organisms is 
obtained. In the great majority of cases, however, positive blood cultures 
are obtained, given proper technique. 

General pp pe of flesh is invariable, but rarely a marked feature. 
Pains are common, and are usually arthralgic in character; they are prone 
to develop suddenly, are rarely accompanied by effusions, and when severe, 
are most often due to embolic events. The complexion in the subacute 
cases tends to a café-au-lait tint, which is a point of diagnostic value to the 
trained eye. Clubbing of the fingers is very common, quite apart from the 
influence of possible old-standing valvular disease. The patients are often 
singularly optimistic concerning themselves. Libman lays stress upon areas 
of deep tenderness about the lower end of the sternum and the sterno-costal 
junctions. Albuminuria is very common, tending to increase with the pro- 
gress of the disease, and doubtless associated with the focal glomerular 
nephritis to which reference has already been made. 

Modes of Termination.—1. Recovery.—A rare event, yet one which cer- 
tainly occurs at times, even when the diagnosis is beyond doubt. 

2. Death._—Out of 149 cases studied by the writer, the recorded terminal 
events occurred in the following order of frequency: heart failure (66). 
coma (23), sudden death (19), ursemia (18), exhaustion (8), h yrexia (2). 
Cases dying in coma were for the most part those in which cabal embolism, 
with or without hemorrhage, had taken place. Sudden death was due to 
perforation of a valve cusp, rupture of aneurysma in the sinus of Valsalva, 
perforation of the interventricular septum and cerebral hemorrhage. 

Diagnosis.— Evidence of endocarditis, the occurrence of multiple arterial 
embolism, and the isolation of micro-organisms from the blood stream: 
the co-existence of these three facts makes the diagnosis of septic endocarditis 
indubitable. But, as has already been pemincked the diagnosis may some- 
times be made quite confidently in the absence of a positive blood culture 
in certain of the subacute cases. The most important point to establish 
is the presence of ao arterial embolism. ing that the prognosis 
is so serious, it follows that a diagnosis of septic endocarditis should never 
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be made unless convincing evidence be forthcoming. In the differential 
diagnosis the following diseases call for consideration : 

1. Pneumonia.—There may be considerable difficulty here, seeing that 
consolidation of the lung is usually present in pneumococcus infection of the 
endocardium. Care must be exercised, because hematuria and splenic 
enlargement in a case of pneumonia do not necessarily imply infarction. 
Nor does a positive blood culture in pneumonia necessarily mean endocarditis. 
But petechiss, and the presence of emboli in arteries, in a case in which si 
of valvular disease and a positive blood culture are present, justify a diag- 
nosis of septic endocarditis. 

2. Typhoid fever—A positive Widal test with a leucopenia in a patient 
who has not previously suffered from the disease, or has not had prophylactic 
inoculation may be regarded as almost decisive in favour of typhoid fever ; 
especially is this so if the agglutination titre is found to rise when the test is 
repeated after a few days. Typhoid infection of the endocardium is very 
rare. 

3. Rheumatic fever—The recurrence of acute rheumatism in a patient 
who has previously developed valvular disease often gives rise to considerable 
anxiety on account of the similarity which may exist between the symptoms 
present and those of septic infection of the endocardium. The rheumatic 
process may spread itself over several months, salicylates notwithstanding. 
These difficult cases usually occur in children between the ages of 10 to 16 
years. Endocarditis is always present, and often there is pericarditis, or 
pleurisy, or both; though pericarditis is a common complication in rheu- 
matic infection, it is very rare in septic endocarditis, resulting only from 
infarction or an aneurysm leaking into the pericardial sac. There may be 
considerable loss of flesh and marked anemia. The form of the temperature 
chart rarely affords help. The facts which help to exclude septic endocarditis 
are the presence of nodules, or of chorea, and the absence of petechiz, of 
hematuria, of enlarged spleen, and especially of micro-organisms in the 
blood stream. eon 

4. Peltosis rheumatica may cause even greater difficulty, but the condition 
ig uncommon. The association of fever, purpura, anemia, albuminuria and 
joint pains in a case of old-standing aortic regurgitation under the writer’s 
care naturally raised fear of infection of the damaged valve cusp. But the 
purpuric spots and the joint pains were bilateral and symmetrical, there 
were ecchymoses in addition to the petechisw, there were effusions into the 
joints, and blood cultures yielded no growth. 

5. Malaria.—The resemblance is but superficial, owing to the fact that 
in some cases of septic endocarditis the fever may be markedly intermittent, 
and rigors with heavy sweats may occur. The absence of malarial parasites 
in the blood and the absence of leucopenia are much against a diagnosis 
of malaria. 

6. Tuberculosts.—General tuberculosis may be closely simulated by acute 
septic endocarditis with continued fever when the heart signs are equivocal. 
But there is leucopenia in general tuberculosis, a sterile blood stream (on 
repeated culture), and signs of embolism do not occur. Sometimes cases 
of septic endocarditis find their way into sanatoria for the treatment of 
phthisis, on the ground that they are cases of “ phthisis without physical 
signs.” 
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Prognosis.—As has already been stated, recovery occasionally takes 
place in the acute, and still less frequently in the subacute form of the 
disease. All the same, the diagnosis once definitely established, the outlook 
is of the gravest, treatment notwithstanding. That the patient is very little 
affected in general health, that he is extremely hopeful concerning his condi- 
tion, that the state of the heart in itself gives no cause for concern, and that 
the number of micro-organisms per c.mm. of blood has fallen very consider- 
ably—none of these things should tempt the physician to abate anything 
from the serious view he takes of the case. Periods of improvement often 
ocour, with or without special lines of treatment, but the fatal issue seems 
only to be delayed. It is very difficult to surmise the length of time the 
patient will live after the diagnosis is made. If there are already present 
the signs either of renal or of cardiac failure the end is not far off; weeks 
measure it. Otherwise, developments may proceed quite slowly, and the 
patient may live some months. But there remain to be reckoned with the 
various accidents attending upon the dissemination of the endocardial 
vegetations, or the ulceration of the valves, either of which accidents may 
bring about a speedy termination. Not seldom, when it seems certain that 
the course of the disease has been checked, death, more or less sudden, and 
due to some purely mechanical cause, cheats the physician and those who 
watch his efforts. 

Treatment.—Propny.actic.—Reference has been made to the un- 
doubted fact that the source of the infecting agent in most cases is the mouth 
or intestine. This suggests that special attention should be directed to 
these regions in all persons who are the subjects of valvular disease. Oral 
sepsis of all sorts should receive treatment. Dead teeth, crowned, or not, 
should be sacrificed. Septic tonsils should be removed. The condition of 
the intestinal tract should be investigated, and measures adopted to lower 
the content of streptococci if this appears high. 

CuraTIVE.—The general (non-specific) measures adopted in the treat- 
ment of all cases of septicemia are applicable here: plenty of fresh air and 
light, good food frequently administered, and hmwmatinic drugs for the 
anemia. The writers consider that open-air treatment, as for cases of 
pulmonary tuberculosis, should be adopted whenever possible. The various 
measures that have from time to time been tried in order to inhibit the 
bacterial factor in the disease are the following : 

Chemical antidotes.—‘‘ Blood antiseptics ”’ have, as a rule, proved very 
disappointing in the history of the treatment of the disease. Quinine, 
mercury, arsenic (including salvarsan), carbolio acid, formalin, the sulpho- 
carbolates and many others, whether administered by mouth, subcutaneousl 
or ee lead to no results worth recording. On the other hand, 
efforts at “‘ sterilisatio magna ”’ of the blood stream are not without immediate 
danger. The introduction of sulphonamides in the treatment of coccal 
infections naturally led to their use in this disease. The results have been 
oe ; this is to be attributed to the fact that these drugs are not 
helpful in S. viridans infections. The supplementary use of heparin is 
still under trial. 

Anti-sera.—As most cases of septic endocarditis are of streptococcal 
origin, it was hoped that the use of anti-streptococcus serum might lead to 
cure. The result of a good many trials has bean very disappointing. The 
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experience of vaccine therapy in this disease 1s no more cheering than that 
of serum therapy. 

X-rays have been employed and radium, both alone and in conjunction 
with chemotherapy. Results have been encouraging only in a few cases 
where the infection was grafted upon a congenital defect. - 

ORDER. 


A. E. Gow. 
CHRONIC OR SCLEROTIC ENDOCARDITIS 


Chronic or sclerotic endocarditis is characterized by an increase of the 
connective tissue of the valve-segments and other parts, which subsequently 
contracts. 

Etiology and Pathology.—Chronic endocarditis may be (1) a sequel 
to the acute simple variety, and, in the opinion of some, occasionally to 
subacute bacterial endocarditis; or (2) primary, that is, of a slowly pro- 
gressive nature from the outset. 

The first, 1.e. secondary chronic endocarditis, is the more common. It is 
more apt to occur in early life, most frequently between the ages of 10 and 
20. The mitral valve is more often affected. The connective tissue tends 
to contract as time advances, leading to thickening and shortening of the 
valve-segments, resulting in incompetence; or to adhesions between the 
cusps, with consequent stenosis ; or to incompetence and stenosis combined. 
In the case of the mitral valve, there may also be shortening and thickening 
of the chord tendine» and apices of the papillary muscles. In the case of 
aortic incompetence, the affection may be due to rupture of a valve-segment 
or to perforation. There may be a deposition of lime-salts. Recurrent 
attacks of acute endocarditis are not uncommon. 

Primary chronic endocarditis is more frequent in males, and in later life. 
There are two varieties. The first is of much the same nature as atheroma— 
primary chronic degenerative endocarditis. It is more often met with in the 
elderly. The causes are much the same as in the case of atheroma (see p. 
1038), The aortic valve is much more commonly affected, where it is rela- 
tively frequent, but it is not rare in the case of the mitral valve. There are 
patches of thickening and degeneration, and there may be calcification of 
the valves. There may be atheroma of the aorta, or of the coronary arteries, 
or general atheroma. The second variety is the result of syphilis, and gener- 
ally commences in middle-life. The disease-process extends to the cusps of 
the aortic valve, resulting in incompetence, or, in the opinion of a few, rarely 
to absolute stenosis; and in the opinion of some, rarely to the base of the 
aortic cusp of the mitral valve, with consequent incompetence. 

It may here be noted that foetal endocarditis is usually of the chronic or 
sclerotic form. 

Symptoms.—Chronic or sclerotic endocarditis produces no symptoms 
until such structural changes have taken place in a valve as to cause stenosis, 
or incompetence, or both combined. 


CHRONIC VALVULAR DISEASE 


Definition.—By chronic valvular disease is meant a chronic affection 
of the cusps of the cardiac valves, or of the orifices, or both. Not only may 
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the orifices and cusps be affected, however, but also the chord# tendines 
and the musculi papillares. Whatever the nature and form of the valvular 
affection, it gives rise to stenosis or narrowing, which resulta in obstruction 
to the flow of blood ; or to incompetence, which allows of regurgitation ; or 
frequently to both of these together. Along with organic valvular disease 
there are often coincident changes in the cardiac musculature, the coronary 
arteries, or the aorta. 

Tue RELatiIvE PRopoRTION AND THE COMBINATIONS OF THE DIFFERENT 
VALVULAR Disrases.—It should be noted that not infrequently more than 
one valve is involved at the same time, especially in the case of rheumatic 
. valvular disease. 

The mitral is the valve most commonly affected, and incompetence of 
this valve is more frequent than stenosis. When mitral incompetence results 
from a previous attack of acute endocarditis, there is usually some degree of 
stenosis as well; when it is of the relative variety, it is often associated with 
tricuspid incompetence. Pure mitral stenosis is nearly always infrequent ; 
in the process of thickening and contraction there is some degree of ncom- 
petence. Aortic regurgitation is very common; a greater or less degree of 
stenosis, however, not infrequently accompanies the incompetence. Pure 
aortic stenosis, on the other hand, is one of the rarest of valvular affections. 
There is usually also incompetence of the valve, generally at most of moderate 
degree. Disease of the pulmonary valve is comparatively rare, and is usually 
of congenital origin. Pulmonary stenosis is one of the most frequent forms 
of congenital heart disease ; as an acquired condition, it is very rare. Pul- 
monary incompetence is the rarest of valvular diseases. Tricuspid incompet- 
ence is the most common form of right-sided valvular affections. In the 
vast majority of cases it is of the relative variety, in which case it is a common 
result of mitral disease. Tricuspid incompetence is rarely primary, and then 
stenosis is usually present with it and it may also be mitral or aortic disease. 
When tricuspid incompetence occurs alone it is in all probability congenital. 
Tricuspid stenosis is comparatively rare, but not so rare as was formerly 
supposed ; the acquired form is usually associated with mitral stenosis, and 
there may also be aortic valvular disease. 

In chronic valvular disease due to acute or subacute rheumatism, the 
following is the order of frequency : mitral disease alone ; mitral and aortic 
disease ; aortic disease alone; mitral and tricuspid disease. 

fEtiology.—Chronic valvular disease may be of congenital origin (vide 
Congenital Heart Disease) ; or the result of a previous attack of acute simple 
endocarditis and, in the opinion of some, of subacute bacterial endocarditis ; 
or of primary chronic degenerative endocarditis; or, in the case of the 
aortic valve and, in the opinion of some, rarely of the mitral valve, of syphilis ; 
or new-growths; or traumatism; or functional. This does not include 
relative incompetence of a valve. 

When chronic valvular disease is the result of a previous attack of acute 
endocarditis, it is more apt to occur in early life; when due to primary 
chronic endocarditis of a degenerative nature, in later life ; while, in the case 
of syphilis, the morbid affection usually commences in middle life. Neoplasms 
may arise from the walls of the heart or from the valves. They rarely cause 
obstruction. A traumatic lesion of a cusp or of the chords tendinem, the 
result of excessive physical exertion, may cause incompetence, or stenosis of 
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a valve, and is of much more common ocourrence in the case of the aortic 
than the mitral valve. It rarely takes place, however, in the absence of 
pre-existing disease of the valve. 

In relative incompetence of a valve the cusps themselves are healthy. 
This is more common on the right than on the left side of the heart, and is 
not nearly so frequent in aortic as in mitral disease. In the case of the auriculo- 
ventricular valves the condition may be brought about by: (1) Dilatation of 
the cavity of the ventricle; (2) enlargement of the orifice on account of 
relaxation of the surrounding muscular structures; the tonicity of the 
muscular ring is impaired, and the cusps do not completely come together ; 
(3) both combined ; (4) shrinkage or stretching of the musculi papillares or 
chords tendines as a result of disease. In the case of the semilunar valves, it 
is the result of dilatation of the aortic ring, or of the pulmonary orifice, as 
the case may be. 

Pathology.—See Chronic or Sclerotic Endocarditis, and Syphilitic 
Mesaortitis. 

Errects OF VALVULAR DISEASE UPON THE WALLS OF THE HEART AND 
OTHER OrGans.—It can be readily understood that a valvular lesion is a 
mechanical impediment to the heart muscle in its work. The heart, however, 
possesses the faculty of adapting itself to this and thus maintaining an efficient 
circulation ; that is, what is called compensation is established. This is brought 
about by an increase in the thickness of the muscular walls and, in some cases, 
also by an increase in the capacity of the cavity of one or more of the chambers 
of the heart, t.e. compensatory hypertrophy and compensatory dilatation 
respectively. It should be clearly understood that compensatory dilatation 
peels from the dilatation which is the result of cardiac, 2.e. muscular 

ailure. 

When compensation is such that the heart is fully up to the normal, 
there is what is termed complete compensation. Comparatively rarely is this 
the case, t.c. there is usually a diminution in the reserve force and, it may 
be, of the rest force of the heart; and in any case such is apt to occur 
sooner or later. This is called ‘decompensation,’ or failure or loss of 
compensation. Some, however, limit at least the latter term to cardiac 
failure of ‘ moderate ’ or more severe degree (see p. 857). 

In the case of stenosis of a valve, as the process of narrowing of the orifice 
is usually slow, the muscular wall of the chamber immediately behind the 
orifice hypertrophies, which enables it to overcome the obstruction ; in other 
words, compensatory hypertrophy takes place. If this is complete, a normal 
amount of blood is propelled through the smaller valve aperture. 

In the case of valvular incompetence, the cavity immediately behind the 
orifice has to accommodate the regurgitant stream of blood in addition to 
that which arrives in the normal manner, so that an increase in the capacity 
of the chamber is necessary, s.e. compensatory dilatation occurs. Again, 
a larger amount of blood than normal must be propelled with each systole of 
the chamber in order to make up for that which regurgitates, with resultant 
hypertrophy of the muscular wall, ¢.e. comperisatory hypertrophy takes place. 

f this is complete, the circulation receives the normal supply of blood. 

The muscular power of a hypertrophied chamber tends to fail sooner or 
later, ¢.e, cardiac failure and secondary dilatation occur. In this event, there 
is a diminished blood supply in front of the orifice and an increase in the 
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amount of blood behind it. A cavity dilated in this manner is placed at a 
disadvantage in contraction. In the case of s ventricle, there may be stretch- 
ing of the mitral or tricuspid orifice, with relateve or functional incompetence | 
of either valve. 

Passing to the consideration of the different valvular lesions : 

In aortic valvular disease, the strain falls on the left ventricle. In stenosis, 
the chamber hypertrophies, it may be to a considerable degree. A normal 
amount of blood may he propelled into the aorta. Cardiac failure and conse- 
quent dilatation of the left ventricle and, it may be, relative mitral incom- 
petence may supervene, in which case there may be the same subsequent 
events as in mitral disease. In aortic incompetence, there is both compensa- 
tory dilatation and hypertrophy of the left ventricle (Fig. 37), which may 
be even very-marked—the so-called cor bovinum—especially if there is also 
mitral incompetence. If compensation is complete, the latter is propor- 


Fic. 37.—.Orthodiagram from a caee of aortic incompetence, of rheumatic origin, showing 
enlargement of the left ventricle. 


tionate to the former. Secondary dilatation may supervene, with, it may be, 
relative or functional mitral incompetence and its subsequent events. 

In mitral stenosis, the strain falls mainly on the left auricle and, still more 
so, on the right ventricle. The former chamber dilates and, to a certain 
extent, hypertrophies. The right ventricle hypertrophies, it may be markedly 
so. The pressure in the pulmonary circulation is raised, there is apt to be 
chronic venous congestion and oedema of the lungs, and the pulmonary 
artery and its branches may become dilated and even atheromatous. Later, 
the right ventricle dilates, and relative or functional tricuspid incompetence, 
dilatation and hypertrophy of the right auricle, and systemic chronic venous 
congestion may supervene. Occasionally when the wall of the left auricle 
is diseased, that chamber dilates to aneurysmal proportions, extending to 
the right as far as the chest-wall. On X-ray examination, enlargement of 
the left auricle, the pulmonary artery and the right ventricle can usually be 
made out. The left auricle projects backwards and to the right, and the 
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infundibular id of the right ventricle and the pulmonary artery project 
above the left ventricle on the left border of the heart (Fig. 38). In cases 
in which auricular fibrillation with cardiac failure is present, the right auricle 
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Fia. 38.--Orthodiagram from a case of mitral stenosis, showing enlargement of the left 
auricle, which projects to the right, and enlargement of the pulmonary artery and 
infundibular part of the right ventricle on the left border of the heart. A., aorta; 
P.A., pulmonary artery ; R.V., infundibular part of the right ventricle ; L.V., left 
ventricle; L.A., left auricle; R.A., right auricle. 


becomes increasingly enlarged (Fig. 39). In uncomplicated stenosis, the left 
ventricle does not hypertrophy ; indeed, the quantity of blood passing from 
the left auricle to the left ventricle may be less than normal, and the chamber 
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Fig. 39.—-Orthodiagram from a case of mitral stenosis and auricular fibrillation with 
cardiac failure. 


may be rather atrophied. If, however, there is also mitral incompetence, 

there is left soitriculat dilatation and hypertrophy. In mitral incompetence, 

in accordance with the principles explained above, the left ventricle under- 
30 
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goes both compensatory dilatation and hypertrophy. Secondary dilatation 
may occur. ere may be dilatation and hypertrophy of the left auricle, 
and the subsequent events resemble those in mitral stenosis. 

Lesions of the right side of the heart produce corresponding results to 
those of the left. In pulmonary stenosis, the right ventricle hypertrophies, 
it may be in a Hapoel degree, and later may dilate. In pulmonary incom- 
petence, compensatory dilatation and hypertrophy of the right ventricle 
occur, and it may be secondary dilatation. In tricuspid stenosis, there is 
dilatation and, to a certain extent, hypertrophy of the right auricle; while 
in tricuspid incompetence, compensatory dilatation and hypertrophy of the 
right ventricle take place, and secondary dilatation may occur. 

Valvular disease of the right side of the heart is apt to cause systemic 
venous congestion. 

Symptoms. See cardiac failure; the different valvular diseases; and 
syphilitic aortitis. 


Aortic STENOSIS 


Aortic stenosis may be absolute or relative. In absolute stenosis the 
orifice is less than its normal size, while in relative stenosis the size is normal, 
but dilatation of the sorta just above the valve is present. 

ZEtiology.—Absolute stenosis is almost always the result of an antecedent 
attack of acute endocarditis, in which case there is usually incompetence, 
generally, at the most, of moderate degree, and not rarely the mitral valve 
is also affected ; or primary chronic degenerative endocarditis. The first is 
the commonest cause in young adults, and the second in the elderly. 
It is rarely of congenital origin and, in the opinion of a few, due to 
syphilis. 

Relative stenosis due to general dilatation of the aorta just above the 
valve may be caused by atheroma or syphilis. 

Symptoms.—The symptoms are usually very delayed and, indeed, the 
condition may be latent all through life—even more than in the case of 
mitral incompetence, but when they do occur they appear more rapidly. 
They are those of aortic incompetence excepting that a sensation of beating 
or throbbing in the head or elsewhere is uncommon ; those of cerebral ansmia 
sre, in my opinion, less frequent ; anemia is rare; pain and angina occur 
less often ; and sudden death is not so likely. 

In uncomplicated stenosis, the pulse may not show any appreciable 
abnormal features. If, however, of considerable or more degree, it is of 
smaller amplitude, the upstroke is slow, and gradual and oblique, and the 
pulse is well sustained. It may be anacrotic, or of the bisferiens type. In 
the case of the former, the tidal wave may be more forcible than the per- 
cussion wave, and as a result the latter part appears merely as an indenta- 
tion in a slow slanting upstroke, the apex of which is formed by the tidal 
wave. In the latter the tidal wave may be felt separately from the primar 
impact—that is to say, the summit is bifurcate, ae to the predicrotic fall 
Laas followed by a rise equal to or above that of the percussion wave. 
The blood pressure tends to be rather subnormal, with the diastolic relatively 
high. When the lesion is due to primary chronic degenerative endocarditis, 
hypertension may be present; and the vessel wall may be thickened and 
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tortuous. Almost always there is evidence of hypertrophy of the left 
ventricle (see p. 955), it may be of considerable degree; and the out- 
thrust of the apex-beat may be even slower and longer than in the case of 
hypertrophy—a ‘slow heave,’ which is sustained. The area of cardiac 
impairment is correspondingly increased. 

A thrill, systolic in time, 1s usually palpable at the base, generally best 
felt in the aortic area, and as a sale rough. There is a systolic murmur 
at the base, with its point of maximum intensity usually in the aortic 
area, usually harsh but it may be musical or blowing. The murmur is 
often loud and, indeed, cases have been recorded in which it was heard even 
several feet away from the patient. The direction of selective conduction 
is upwards along the vessels of the neck, but if the murmur is loud it may 
be audible all over the front of the chest and even at the back, in which 
case it is most evident at the level of the fourth vertebra, close to the 
left border of the spinal column. The second sound in the aortic area 
varies considerably in loudness, largely due to the nature of the lesion 
and the presence or absence of arterial disease. Thus, the fusion of the 
cusps may be such as not to allow the necessary apposition, so that the 
second sound is diminished or practically absent. In hypertension and 
atheroma, on the other hand, the sound is apt to be increased. 

Signs of dilatation of the aorta are sometimes also present. 

The physical signs of relative mitral incompetence may supervene. 

Diagnosis.—For the diagnosis of syphilitic aortitis, see pp. 978, 979. 

It is necessary to point out that it is not justifiable to make a diagnosis 
of aortic stenosis from the mere presence of a systolic murmur over the aortic 
area, additional evidence being required. , 

A diagnosis of aortic stenosis can readily be made when the characteristic 
pulse, evidence of left ventricular hypertrophy, an aortic systolic thrill and 
murmur, especially if the latter is loud and harsh, with the direction of selective 
propagation upwards along the vessels of the neck, and a diminished or 
absent second sound are present. When, however, only one or few of these 
features are present, difficulty with regard to the diagnosis may easily arise. 
An anacrotic pulse is characteristic, but not pathognomonic ; nevertheless, 
it is of greater diagnostic value than pulsus bisferiens. While the presence of 
a thrill is a valuable diagnostic sign, it may also be found in circumscribed 
aneurysm of the aorta. A systolic murmur with the direction of selective 
propagation upwards along the vessels of the neck is at least strongly pre- 
sumptive, and, in the opinion of some, Is almost sufficient evidence. Before 
arriving at a diagnosis of absolute stenosis, unless a typical pulse is present, 
X-ray examination for dilatation of the aorta is necessary. 

Certain conditions must be excluded in considering the diagnosis of aortic 
stenosis. Among these are bruits due to anemia; cardio-respiratory or 
cardio-pulmonary murmurs; those due to excitation of the cardiac action, 
for example, in thyrotoxicosis; mere roughness or stiffness of the aortic 
cusps; general dilatation (diffuse aneurysm) of the aorta just above the 
valve ; circumscribed aneurysm ; pulmonary stenosis ; patency of the inter- 
Ventricular septum ; and pressure upon the aorta by a mediastinal tumour 
in which no definite pulsation can be detected. 

The distinguishing features of cardio-respiratory murmurs are discussed 
on p. 939. In general dilatation of the aorta just above the valve, the murmur 
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may sometimes be heard over the vessels of the neck, but occasionally the 
area of impairment at the level of the second and third intercostal cartilages 
extends farther to the right than the normal limit, the second sound is usually 
accentuated and may also be ringing, and audible over a much wider area, 
and there may be pulsation in the supra-manubrial notch. Ina circumscribed 
aneurysm there may be a systolic murmur and thrill, but as a rule there is 
little difficulty in diagnosis. It is unnecessary to point out the value of 
X-ray examination in the diagnosis of both forms of dilatation of the aorta. 
The differential diagnosis from pulmonary stenosis is dealt with on p. 941. 

Prognosis.—The prognosis of aortic stenosis depends mainly on the 
etiology, the degree of the lesion, whether it is stationary or progressive, and 
the condition of the myocardium, the aorta and the coronary arteries. Some 
authorities are of opinion that when the affection is due to antecedent acute 
endocarditis, the outlook is even more favourable than in mitral regurgitation. 
When it is the result of primary chronic endocarditis, the prognosis is less 
favourable, as the lesion is more likely to be progressive, and to be associated 
with chronic myocardial disease, and atheroma of the aorta and even of the 
coronary arteries. If syphilis is responsible for the lesion, the outlook is 
much worse. 

Treatment.—See p. 944. 


Aortic INCOMPETENCE 


ZEtiology.—Aortic incompetence is more commonly found in middle or 
later life, and in males. There are three main causes: (1) A previous attack 
of acute endocarditis, in which case some degree of stenosis is not uncommon, 
and the mitral valve is often affected. This is the commonest cause of the 
condition in young adults. (2) Syphilitic mesaortitis. This usually com- 
mences in middle life. The valvular incompetence may be due to the disease- 
process spreading to the cusps; or to dilatation of the aortic mng—relative 
incompetence ; or to both. (3) Primary chronic degenerative endocarditis, 
more particularly when the affection occurs in the elderly. Relative in- 
competence is sometimes also the result of atheroma, persistent hyper- 
tension, and, in the opinion of some, rarely in severe anemia. Aortic in- 
competence is the most frequent chronic valvular affection due to injury, 
and may follow sudden physical overstrain, causing a rupture of a valve- 
segment. The condition 1s extremely rarely of congenital origin. 

Symptoms.—The reader is also referred to Syphilitic Aortitis. 

In not a small proportion of cases the malady is latent for many years. 
When symptoms do occur they tend to do so less gradually than in the case 
of mitral disease unless in the latter there is associated auricular fibrillation. 
Shortness of breath is possibly the most common symptom. The patient 
may complain of consciousness of the action of the heart, or of a sensation 
of beating or throbbing in the head, the neck, or elsewhere. Symptoms due 
to cerebral anemia, including giddiness and faintness with change of posture, 
are relatively frequent, and probably more so than in any other form of heart 
disease. Not uncommonly the patient is pallid, and he may have an anxious 
expression ; later, when relative incompetence of the mitral valve has become 
established, the facies may resemble that which is characteristic of mitral 
cases. In some there is pronounced anwmia. Precordial pain and angins 
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pectoris occur more often than in mitral disease, especially if the coronary 
arteries are implicated. Left ventricular failure may develop (see p. 857). 
Right-sided failure (see p. 857) may supervene, but cedema is less Faquent 
than in mitral. and chronic myocardial disease, and widespread cedema is 
relatively exceptional. 

Embolism and auricular fibrillation are less frequent than in mitral disease, 
while sudden death occurs more often than in any other form of valvular 


In uncomplicated aortic incompetence, the typical pulse is very character- 
istic, and is called the collapsing, the water-hammer, or Corrigan’s pulse. 
Its character may be intensified by grasping the wrist and raising the arm 
above the head, and this method of examination should always be employed 


Fia. 40.—Sphygmogram from a case of aortic incompetence. 


in suspected aortic regurgitation. The typical pulse is of great amplitude, 
the upstroke is rapid and more vertical, and the fall is sudden. The tidal 
wave may be considerable, but is maintained only for a short period, the 
dicrotic notch falls low on the downstroke, while the dicrotic wave may be 
well marked, small, or altogether absent (Fig. 40). The artery is empty 
between the beats. The systolic blood pressure is variable but is usually 
increased, while the diastolic is diminished and may be very low, with re- 
sultant increase in the pulse-pressure, which may be great. The systolic 
blood pressure in the femoral artery is higher than in the brachial. When, in 
addition to incompetence, absolute stenosis is present, the characteristic 
pulse and blood pressure of the former will be modified by the latter condi- 
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Fig. 41.—Sphygmogram from a case of aortic stenosis and incompetence. The charac- 
teristic pulse of the latter condition is modified by the presence of stenosis. 


tion (Fig. 41); this is of great diagnostic importance. A characteristic 
feature of aortic incompetence is exaggerated pulsation of the arteries. This 
may be especially noted in the carotid, temporal and brachial arteries, 
ad may be evident in the abdominal aorta, in the suprasternal notch, and 
elsewhere. Increased pulsation of the retinal arteries is sometimes to be 
noted with the ophthalmoscope. With light pressure of the stethoscope over 
the larger arteries, e.g. the femoral, the brachial and the carotid, a sharp 
clear sound during systole—the so-called pistol shot sound—may be audible, 
while with moderate pressure, a double murmur is sometimes to be noted— 
the Duroziez’s sign. The phenomenon of the capillary pulse may be observed, 
and visible pulsation in the superficial veins, especially in the veins of the back 
of the hand, when hanging down. is rarely to be noted. In the opinion of 
some writers, pulsation over the upper part of the precordium, and in the 
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second and third right intercostal spaces, is occasionally to be noted, even 
in the absence of dilatation of the sorta. 

There is evidence of hypertrophy of the left ventricle, which may even 
be very marked—the so-called cor bovinum, especially if there is also mitral 


incompetence (see p. 955). 

A viastolic murmur is audible. It usually commences with the second 
sound, which it may replace or merely accompany, or sometimes immediately 
after it, and continues for a variable period, generally the greater part, 
during the long pause. Its point of maximum intensity is variable. ile 
typically over the inner end of the second right intercostal cartilage, in the 
majority of cases it is elsewhere: often over the sternum, usually any- 
where between the level of the second rib to the fourth space, but occasion- 
ally somewhat below this; or, probably less frequently, along the left 
border of the sternum, from the level of the second to the fourth inter- 
costal spaces, but generally in the third and fourth. Rarely it is loudest 
in the neighbourhood of the xiphisternum or the apex. The murmur is often 
heard over a wide area. Its selective propagation is downwards. It is 
diminuendo, and usually blowing but occasionally musical. There is occa- 
sionally a diastolic thrill, its point of maximum intensity being the same as 
that of the murmur. An aortic systolic murmur is often, if not usually, 

resent, due either to dilatation of the aorta or to absolute stenosis. Not 
infrequently a murmur during diastole is audible at the eer (Flint’s murmur), 
and in a certain proportion of these also a presystolic thrill. 

In relative incompetence, the second sound is usually accentuated and this 
may sometimes be determined. 

For the results of X-ray examination, see p. 928 and Fig. 37, and pp. 977, 
978 and Fig. 44. 

Later, the physical signs of relative mitral incompetence may be present. 

Diagnosis.—For the diagnosis of syphilitic aortitis see pp. 978, 979. 

There is little or no difficulty in recognising aortic incompetence in the 
great majority of cases. The character of the pulse and blood pressure, 
exaggerated pulsation of the arteries and the phenomenon of the oe 
pulse, signs of hypertrophy of the left ventricle, a diastolic murmur and, 
it may be, a thrill, presenting the features described, furnish a clinical 

icture with regard to the diagnosis of which there should be no mistake. 
t is to be noted that the arterial signs, in varying number, are sometimes 
met with in other conditions, for example, thyrotoxicosis. In slight incom- 
petence, none of these signs may be present, there may be little or no 
evidence of left ventricular hypertrophy, and a diastolic murmur may be 
difficult to hear and inconstant. It is, therefore, very advisable that ausculta- 
tion should be conducted under the quietest conditions possible, with the 
ee in various postures, and including during holding the breath after a 
ull expiration. 

In the differential diagnosis from relative incompetence the results of 
X-ray examination are valuable. When in aortic incompetence there is also 
a systolic bruit, if such is due to stenosis, the characteristic pulse of the 
former will be modified by the latter condition. 

When the Psy of maximum intensity of the murmur is in the pulmonary 
area the condition may be mistaken for pulmonary incompetence. In the 
latter, the symptoms are principally those of right-sided failure ; there is an 
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absence of the characteristic pulse and blood pressure, of exaggerated pulsa- 
tion of the arteries, and of capillary pulsation; and there is evidence of 
hypertrophy of the right, and not of the left, ventricle. In addition, pulmonary 
incompetence is generally due to dilatation of the pulmonary artery, i.e. 
relatwe incompetence, in which event there is evidence of the causal condition. 

When in mitral stenosis there is a diastolic murmur in the pulmonary 
area, it may be difficult to determine whether this is indicative of slight 
aortic incompetence or is a Graham Steele’s murmur, but it may be noted 
that the latter is relatively rare. 

In cases in which there is a diastolic bruit with its point of maximum 
intensity at or near the apex-beat, the differential diagnosis between aortic 
incompetence and mitral stenosis arises. This is discussed on p. 938. 

A venous hum in the neck transmitted downwards to over the sternum, 
even ita lower part, a patent ductus arteriosus, and an arterio-venous aneurysm 
may be mistaken for aortic incompetence. In the case of each, there is a 
continuous murmur during systole and diastole, frequently with a systolic 
accentuation. The differential diagnosis is not difficult. 

When in addition to aortic incompetence there is stenosis, the character- 
istic pulse and blood pressure of the former will be modified by the latter 
condition (see Fig. 41). 

Prognosis.—The prognosis of aortic incompetence is usually serious. 
Sudden death is more frequent than in any other form of chronic valvular 
as se, and may occur even when there are few or no indications of cardiac 
allure. 

In attempting to form a prognosis, the etiology, the degree of the lesion, 
whether it is stationary or progressive, the condition of the myocardium, the 
aorta and the coronary arteries, and whether the patient is subject to syncopal 
attacks and attacks of angina pectoris should be considered. When the 
lesion is the result of a previous attack of acute endocarditis, the prognosis 
is much more favourable than when due to other causes ; indeed, if there be 
no indications of cardiac failure, and if the character of the pulse, the pulse- 
pressure, and the size of the heart, exhibit little or no alteration, the patient 
may live to an advanced age. When it is due to primary chronic degenerative 
endocarditis, the prognosis is less favourable, as the lesion is more likely to 
be progressive, and to be associated with chronic myocardial disease and 
atheroma of the coronary arteries. If syphilis is responsible for the lesion, 
the outlook is much worse. When aortic incompetence is the result of rupture 
of a cusp, the prognosis is still more grave, and a fatal termination may 
tapidly supervene. As regards the degree of the lesion, the degree of modifica- 
tion of the pulse and of the blood pressure, and the size of the heart are of 
special significance. Attacks of angina pectoris are usually of grave omen. 

Treatment.—See p. 944. 


Mirra. STENOSIS 


_ tiology.—Mitral stenosis commences much more commonly in early 
life, and is much more frequent in females than in males. In the great majority 
of cases it is the result of an antecedent attack of acute endocarditis of rheu- 
Matic origin. Some are of opinion that it is always so. I do not share this 
view. It sometimes originates in adults as a result of primary chronio de- 
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enerative endocarditis, not infrequently in association with chronic renal 
Sincase, In others the xtiology is obscure. 

Pathology.—In mitral stenosis the commonest type of lesion is for the 
cusps to be united by their margins; but it may be situated elsewhere, as, 
for example, at the level of the auriculo-ventricular ring. When the lesion 
consists of a union of the margins of the cusps, two well-marked types of 
stenosis may result—(1) The ‘ funnel-shaped mitral,’ which is more common 
in childhood ; and (2) the ‘ button-hole mitral,’ which is by far the more 
common in adults and persons of advanced years. 

In the former, the cusps are simply adherent and form a funnel-shaped 
membrane which projects downwards into the left ventricle, the wide mouth 
of the funnel being situated at the ring, and the smaller end being drawn 
down towards the apex of the heart, by shortening of the chord# tendinee and 
papillary muscles. In the case of button-hole stenosis, the cusps are also 
shortened and form a diaphragm, perforated by a narrow slit-like aperture, 
which almost closes the orifice. A combined form, that is, a funnel having a 
narrow slit at its lower end instead of a circular aperture, has also been 
described. 

Symptoms.—Not infrequently for many years there may be only short- 
ness of breath on severe exertion. In other cases, subjective symptoms, 
most commonly dyspnea and next fatigue, occur on less exertion. The most 
frequent symptoms are respiratory. In addition to shortness of breath on 
effort, cough 1s relatively frequent ; the patient is liable to such affections as 
bronchitis and broncho-pneumonia; and hemoptysis is not uncommon. 
There may be physical signs of chronic venous congestion or cedema of the 
bases or over a wider area of the lungs. Right-sided failure is apt to super- 
vene. There may be a persistent dusky flush over the cheeks ; later, lividity 
of the lips, cheeks, tips of the ears, and the finger nails; and still later, 
clubbing of the fingers. Cerebral symptoms are not uncommon. Paroxysmal 
dyspnoea and acute pulmonary cedema are rarely met with in marked stenosis 
with sudden tachycardia. Angina pectoris is rare. Embolism is of much 
more frequent occurrence in mitral stenosis than in any other variety of 
valvular disease. Pressure on the left recurrent laryngeal nerve, resulting in 
paralysis of the vocal cord, is rarely met with. 

The supervention of auricular fibrillation, with its usual consequences 
(see pp. 897, 899), is relatively frequent. Acute or subacute endocarditis is 
hable to occur. The fatal termination is usually the result of gradually 
Increasing right-sided cardiac failure. Sudden death is rare. 

In uncomplicated mitral stenosis the following may be present. In a fair 
proportion of cases the pulse is small, the upstroke being short and soon 
attaining its maximum, the pulse-wave is long, and dicrotism is absent. 
If there is auricular fibrillation, there is iil irregularity of rhythm. 
Sometimes the systolic blood pressure is rather subnormal, and the diastolic 
may be rather raised, so that the pulse is full between the beats. The apex- 
beat may be in the normal position, or rather displaced to the left. It may 
be normal in character, or sudden and short, the latter being somewhat 
characteristic. 

There may be pulsation in the pulmonary area, synchronous with the 
apex-beat, due to enlargement of the pulmonary artery and the conus 
arteriosus. There may be evidence of enlargement of the left auricle and 
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of the right ventricle (see pp. 955 and 956). The first sound at the apex is 
short and accentuated. The second sound in the pulmonary area is not 
infrequently accentuated and may be reduplicated. 

Examination for the characteristic murmur and thrill should be cor- 
ducted with the patient in the upright position, and lying on his back and on 
the left side, both before and after exertion, or the inhalation of amy] nitrite. 
The murmur has its point of maximum intensity at the apex or rather nearer 
the parasternal line. Its area is often very limited—which should be noted, 
as this sometimes results in the lesion not being recognised—but it may be 
fairly wide and occasionally even as high as the pulmonary artery. It is 
usually of a low pitch and rumbling character, but occasionally is of higher 
pitch and blowing. The murmur is at any time from early in diastole, 1.e. 
separate from but quickly following the second sound, to right up to the next 
first sound. The portion (or portions) of this period occupied by the murmur 
(or murmurs) depends upon the velocity of the blood through the mitral 
orifice. This in turn depends upon the cardiac rate and the degree of the 
stenosis. The more rapid the cardiac rate and consequent shortening of the 
diastolic period, the greater the rate of flow required for a given quantity of 
blood to pass through the mitral orifice; and, in like manner, the smaller 
the orifice. In normal rhythm, if the cardiac rate is slow, the murmur is 
short. It is generally presystolic, in which case it increases in loudness, 
t.e. 18 crescendo, right up to the first sound; but it may be early diastolic, 
in which event it is diminuendo. In moderate tachycardia, there is usually 
an early or early and mid-diastolic, and a presystolic murmur, with an interval 
between. If the rate is very rapid, the whole of the diastole is occupied, with 
presystolic accentuation. In auricular fibrillation, if the cardiac rate is 
slow, the murmur is short and occurs early in diastole. In moderate tachy- 
cardia, in the longer cycles it occupies part of diastole and in the shorter ones 
the whole of it, with presystolic accentuation. If the rate is very rapid, it 
fills the whole of diastole, with presystolic accentuation. The portion of the 
diastolic period occupied by the murmur (or murmurs), will, in like manner, 
depend upon the degree of the stenosis, whether slight, moderate, or severe. 
A thrill is often present. Its point of maximum intensity is the same as that 
of the murmur, but its area tends to be more limited. The portion (or 
portions) of the diastolic period is also the same. The thrill increases in 
intensity up to the first sound, and there may be a sensation communicated 
to the hand resembling that produced by the purring of a cat. Sometimes 
there is a diastolic bruit, with its pomt of maximum intensity in the pulmonary 
area, due to relative incompetence of the pulmonary valve (see p. 942) ; 
it is called a Graham Steele’s murmur. . 

If, as is usually the case, mitral incompetence is also present, the physical 
signs of both lesions will be evident. 

For the results of electro-cardiographic examination, see p. 1007. 

When cardiac failure occurs, the physical signs of dilatation (see p. 956) 
and of relative tricuspid incompetence may be present. 

_ Diagnosis.—A diagnosis may be made from the characteristic physical 
signs. The results of X-ray and electro-cardiographic examinations, especially 
the former, are also valuable. Respecting the physical signs, the murmur and 
the thrill, particularly the former, are naturally the most important. The 
latter should be distinguished from a mere vibration of the chest-wall, which 
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may be occasioned by a forcibly acting heart when the ribs are rigid. In this 
case, by separating the fingers and placing them in the intercostal spaces 
the osseous vibrations are not felt. A short and accentuated first sound 
at the apex and an accentuation of the pulmonary second sound are more 
frequently met with in excitation of the cardiac action than in mitral stenosis. 
Even in the absence of a murmur and thrill, a combination of a history of 
acute or subacute rheumatism, subjective symptoms on physical exertion, 
and, excluding excitation of the cardiac action, an apex-beat, first sound and 
pulmonary second sound of the character described should arouse suspicion. 

In cases in which there is a diastolic bruit with its point of maximum 
intensity at or near the apex-beat, the differential diagnosis between mitral 
stenosis and aortic incompetence may arise. In the latter the murmur com- 
mences with the second sound or immediately after it; it generally con- 
tinues during the greater part or the whole of diastole; is diminuendo ; 
there is never presystolic accentuation; the murmur is usually blowing 
and of a higher pitch instead of rumbling and low pitch ; it is less localised ; 
and is not louder on lying down. The first sound is not short and accentuated. 
In addition, the character of the pulse and blood pressure, whether there 1s 
exaggerated pulsation of the arteries and capillary pulsation, and whether 
there is evidence of hypertrophy of the left or right ventricle should be 
taken into consideration. It should be remembered that both lesions may 
be present at the same time. In this event, the characteristic pulse of aortic 
incompetence will be modified by the mitral stenosis. 

A murmur during diastole at the apex may be due to what is sometimes 
called relative or functional mitral stenosis the result of considerable dilatation 
of the left ventricle, such as may occur in aortic incompetence, rheumatic 
myocarditis and hypertension; in the case of aortic mcompetence it is 
known as a Flint’s murmur. The murmur has the same features as in organic 
mitral stenosis, but usually it is not so loud and vibratory, or so constant, 
and a thrill is less common. In aortic incompetence, a previous history of 
acute or subacute rheumatism 1s in favour of organic aaa) stenosis. 

Prognosis.—Mitral stenosis ranks after aortic incompetence in gravity 
among the chronic valvular lesions, and the prognosis is much less favourable 
than in the case of mitral incompetence. 

There is apparently a tendency for mitral stenosis to be progressive, 

ulmonary complications are frequent, and embolism is relatively frequent. 
en the lesion occurs in the early years of life, physical and mental develop- 
ment are apt to be retarded, and the patient is liable to fresh attacks of 
rheumatic valvulitis. The prognosis depends upon, among other things, 
the degree of stenosis, which when considerable is almost invariably accom- 
panied by incompetence. The supervention of a diastolic murmur marks a 
downward grade. Sudden death is of rare occurrence, a fata] termination 
being usually the result of gradual cardiac failure, which in most cases 18 
associated with the supervention of auricular fibrillation. / 
Treatment.—See p. 944. 


Mitrat INcoMPETENCE 


Mitral regurgitation may be organic, or relative or functional. 
fe tiology.—When organic, by far the most common cause is a previous 
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attack of acute endocarditis, but sometimes it is due to primary chronio 
endocarditis. Trauma and, in the opinion of some, syphilis are rare causes. 
In the case of the former, there is usually a rupture of a chorda tendinea or 
of a cusp. Relatwe incompetence is a somewhat common cause of mitral 
regurgitation. It may be due to acute febrile affections, acute myocarditis, 
chronic myocardial disease, aortic valvular disease, hypertension, chronic 
Bright’s disease, ansemias, and primary cardiac strain. 

Symptoms.—In organic mitral incompetence, occasionally there is an 
absence of subjective symptoms pheoushout the whole course. When 
symptoms are present, the aliases picture resembles that of mitral stenosis, 
but usually the degree of failure is less, and hemoptysis, embolism, and 
perhaps auricular fibrillation are less common. 

In uncomplicated cases, the pulse may exhibit some diminution in volume 
and the blood pressure may be rather subnormal. If there is auricular 
fibrillation, there is complete irregularity of rhythm. There is usually 
evidence of hypertrophy of the left ventricle, and it may be of enlargement 
of the mght ventricle and the left auricle (see pp. 955, 956). Occasion- 
ally there is a systolic thrill at the apex, generally not rough. There is a 
systolic murmur, with its point of maximum intensity at the apex-beat. 
Almost always it accompanies the first sound and may also follow it, while 
rarely only the latter. It is usually blowing, occasionally musical, and less 
frequently harsh. Occasionally its loudness varies from cycle to cycle. 
The louder the murmur the larger the area of propagation. If loud, it may 
be audible over a wide area of the left chest, including posteriorly. The 
direction of selective propagation is towards the axilla and the angle of the 
scapula. It is generally heard as far as the former. The second sound in 
the pulmonary area may be accentuated and occasionally reduplicated. 

hen cardiac failure supervenes, the apex-beat may become more 
diffuse and less forcible, the transverse area of cardiac impairment may 
Increase, both to the left and right, and the physical signs of tricuspid in- 
sa ae may be present. 

iagnosis.—It should be clearly understood that a systolic adventitious 
sound audible over the apex of the heart is not necessarily mdicative of 
mitral incompetence, for such may be due to other causes, which should be 
excluded. These include cardio-respiratory or cardio-pulmonary murmurs, 
those due to excitation of the cardiac action, such as in thyrotoxicosis, the 
propagation of a systolic murmur from the base or elsewhere, and exocardial 
sounds due to pericardial friction, or to a local pleurisy at or near the apex 
causing friction. 

The following are in favour of mitral incompetence, though not necessarily 
indicative of it: (1) Enlargement of the heart, and it may be ml sada ha 
unless it pre-existed. (2) The relative constancy of the murmur, if of a 
harsh character, if audible over a large area, the direction of its selective 
propagation, and an absence of variation with the phases of respiration. 
(3) The existence of a thrill. (4) Accentuation of the second sound in the 
pulmonary area. (5) A history of rheumatism. 7 

Cardio-respiratory murmurs vary with the different phascs of respiration 
—such as increasing during inspiration and diminishing during expiration, 
or disappearing on holding the breath after full inspiration or expiration—and 
are usually short. 
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In relative mitral incompetence, there is an absence of evidence of left 
ventricular hypertrophy—unless this pre-existed ; the size of the heart is 
enerally less—in the absence of other factors ; the loudness of the murmur 
is more affected by the adoption of the recumbent posture and by exercise ; 
and there is often no accentuation of the pulmonary second sound. The 
aaa is in favour of organic mitral incompetence, as is also a history of 
rheumatism and the presence of mitral stenosis. 

Prognosis.—The prognosis of mitral incompetence is more favourable 
than that of aortic stenosis or incompetence, or mitral stenosis. If the lesion 
be slight and the conditions of life favourable, the individual may even live 
to the normal span of life without experiencing much, if any, inconvenience. 
When, on the other hand, the lesion is severe, as indicated by marked cardiac 
enlargement, and more especially when symptoms of cardiac failure are 

resent, the patient may live only for a few years. It should be remembered, 

owever, that even when considerable or marked cardiac failure exists, if 
rest and other suitable therapeutic measures be adopted, the patient may 
improve fcr a considerable time. In attempting a prognosis, we should 
note, among other things, the pulse-rate, the degree of displacement of the 
right margin of cardiac impairment, and the existence or otherwise of any 
indications of venous stasis. 

With regard to the prognosis of mitral regurgitation, due to relative 
incompetence, this depends upon the cause. 

Treatment.—See p. 944. 


PULMONARY STENOSIS 


Pulmonary stenosis may be due to a lesion of the cusps, or of the conus 
arteriosus. 

fEtiology.—The disease is almost invariably congenital ; indeed, it is 
perhaps the most common congenital cardiac affection. When it occurs as 
an acquired condition, it may be due to acute simple or septic endocarditis, 
while in some cases the xtiology is obscure. 

Symptoms.—The symptoms of the congenital form of the disease will be 
discussed under Congenital Heart Disease. In the acquired form, in the 
opinion of some, the degree of dyspnoea is usually not severe, and there is 
little tendency to cyanosis, clubbing of the fingers, and systemic venous 
stasis; but perhaps this depends upon the degree of obstruction, and in 
any case it does not apply in the later stages. 

There are aiysieal signs of hypertrophy of the right ventricle (see pp. 
955, 956), usually considerable, and it may be even of marked degree, and 
later it may be of dilatation. There is a systolic murmur, usually harsh, 
and it may be loud, with its point of maximum intensity in the second inter- 
costal space just to the left of the sternum, which may be audible over a 
considerable area and may be conducted upwards and outwards towards 
the left shoulder and it may be to the back, in which event, in the opinion 
of some, it is some distance to the left of the spine, about the centre of the 
scapula. It is not audible over the vessels of the neck. There is generally 
a systolic thrill, as a rule rough. The pulmonary second sound is usually 
diminished or practically absent. 

Diagnosis.—A systolic murmur in the second or third intercostal space, 
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or both, just to the left of the sternum is perhaps the most common of all 
murmurs and certainly so in the recumbent posture, and in a considerable 
majority of cases is of no significance. 

Such murmurs may be found in anemia (most frequently in this area), 

may be cardio-respiratory or cardio-pulmonary in origin (often and perhaps 
generally here), or may be due to excitation of the cardiac action, patho- 
logical dilatation of the pulmonary artery (see below), pulmonary stenosis, 
aortic stenosis, a circumscribed aneurysm of the aorta, and the propagation 
of a murmur from the third and fourth left intercostal spaces just to the 
left of the sternum in patency of the interventricular septum or from the 
apex in mitral incompetence, while in some cases the cause is not under- 
stood. : 
In the differential diagnosis, the following should be considered: The 
condition of the patient at birth. A history of acute endocarditis subsequently. 
The question of cyanosis. Whether there is enlargement of the heart, and 
if so right- or left-sided. Is the murmur only heard or louder on lying down ; 
does it vary with the phases of respiration (see p. 939); is it harsh and 
loud; and is it audible over the vessels of the neck. Whether there is a 
thrill, and if present is it rough. Is the pulmonary second sound diminished 
or practically absent. Does an electro-cardiogram indicate right- or left- 
sided preponderance. 

In pathological dilatation of the pulmonary artery there is evidence of 
the causal condition, the pulmonary second sound is accentuated, and occa- 
sionally a diastolic murmur is present. In aortic stenosis the character of 
the murmur and of the thrill and, in the absence of dilatation of the vessel, 
of the second sound resemble those in pulmonary stenosis. But the latter 
lesion is almost invariably congenital; cyanosis is one of the two chief 
symptoms ; the character of the pulse differs; there 1s evidence of hyper- 
trophy of the right and not left ventricle ; the murmur is not audible over 
the vessels of the neck; and the electro-cardiogram is dissimilar. 

Prognosis and Treatment.—See Congenital Heart Disease. 


PULMONARY INCOMPETENCE 


Pulmonary incompetence is the rarest of all valvular diseases. 

ZEtiology.—The morbid affection may be the result of antecedent acute 
endocarditis. It is, however, generally due to dilatation of the pulmonary 
artery, t.e. relative incompetence. This may occur in conditions which 
cause increased pressure in the pulmonary circulation, such as chronic 
mitral disease, especially stenosis, pulmonary fibrosis, and emphysema. 
The lesion is rarely of congenital origin. 

Symptoms.—These depend upon the causal and any associated con- 
ditions, and are difficult to assess. They are principally those of right- 
sided failure (see p. 857). Heemoptysis and epistaxis are occasionally met 
with. 

There is evidence of hypertrophy of the right ventricle (see pp. 955, 
956). There is a diastolic murmur, presenting the same character as that of 
aortic incompetence, with its point of maximum intensity in the pulmonary 
area, sometimes audible over a considerable area, with a direction of propa- 
gation downwards towards the lower end of the sternum, and occasionally a 
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thrill. When relative incompetence is due to mitral stenosis the murmur is 
known as the Graham Steele murmur. 

In relative incompetence, the pulmonary second sound is usually accentu- 
ated and this may sometimes be recognised, and there is evidence of the 
causal condition. 

The physical signs of tricuspid incompetence may supervene. 

Diagnosis.—The diagnosis of pulmonary incompetence is frequently a 
matter of considerable difficulty. The lesion with which it is most likely 
to be confounded is aortic incompetence, because the point of maximum 
intensity of the murmur of the latter is often along the left border of the 
sternum from the level of the second to the fourth intercostal spaces. The 
differential diagnosis between these two conditions has been discussed on 

p- 934, 935. The physical signs of pulmonary incompetence and patent 
acne arteriosus resemble each other; in the case of the latter the murmur 
occupies both systole and diastole. 

In relative incompetence there is evidence of the causal condition. 

Prognosis.—When due to organic disease and when unaccompanied by 
any other valvular lesion, the prognosis in pulmonary incompetence may not 
be unfavourable; instances, indeed, have been recorded in which life has 
been prolonged almost to the normal span. In relative incompetence, on the 
other hand, the prognosis is usually very serious. Death in either case may 
result from right-sided cardiac failure, bronchitis or broncho-pneumonia, or 
pulmonary tuberculosis. 


TRICUSPID STENOSIS 


ZEtiology.—This is similar to that of mitral stenosis. The affection 
commences much more commonly in early life, and is much more frequent 
in females than in males. In the great majority of cases it is the result of 
an antecedent attack of acute endocarditis of rheumatic origin. There is 
usually also mitral stenosis, and not infrequently, in addition, aortic valvular 
disease. The lesion is rarely of congenital origin. 

Symptoms.—Cyanosis and shortness of breath on exertion are the chief 
symptoms. There may be coldness of the extremities. Systemic chronic 
venous congestion is prone to occur. 

The apex-beat may be displaced to the left, and there is evidence of 
enlargement of the right auricle (see p. 956). There is a diastolic murmur, 
presenting the same features as that of mitral stenosis (see p. 937), with 
its point of maximum intensity in the tricuspid area, usually limited in 
extent but occasionally propagated to the right. A thrill, also diastolic 
in time and presenting the same character as in mitral stenosis, and having 
its point of maximum intensity in the tricuspid area, is frequently present. 
The first sound in the tricuspid area may be short and accentuated. There 
is often distension and pulsation of the jugular veins. When pulsation of 
the liver is present, it is of the auricular type. There are usually physical 
signs of some other form of chronic valvular disease (see Etiology). 

Auricular fibrillation may supervene, in which event pulsation of the liver 
is of the ventricular type. 

Diagnosis.—As tricuspid stenosis is usually associated with mitral 
stenosis, in a considerable proportion of cases the lesion is overlooked. 
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The differential diagnosis from mitral stenosis is often a matter of great 
difficulty. The following is in favour of tricuspid stenosis: the early appear- 
ance of marked cyanosis and extensive dropsy ; evidence of enlargement 
of the right auricle ; a murmur with its point of maximum intensity strictly 
in the tricuspid area; and Mackenzie was of opinion that when pulsation 
of the liver is of the auricular type tricuspid stenosis in all probability exists. 

It should be remembered that both tricuspid stenosis and mitral stenosis 
may rarely be present. In this event, two murmurs with separate points 
of maximum intensity, or a murmur with its point of maximum intensity 
midway between the tricuspid and mitral areas may be detected. 

Prognosis.—The prognosis in this affection is by no means easy. The 
question largely depends upon whether mitral stenosis also exists, and if so, 
in what degree. When both lesions are present, the prognosis is usually 
very unfavourable. 

Treatment.—See p. 944. 


Tricusrip INCOMPETENCE 


ZEtiology.—It should be noted that the reflux of a certain amount of 
blood through the tricuspid orifice may occur under physiological conditions. 
In severe muscular exertion, for example, in which the intracardiac pressure 
on the right side of the heart is excessive, a natural function of the tricuspid 
valve is to provide for a certain amount of regurgitation, and thus 
afford relief to the temporary embarrassment due to distension of the right 
ventricle. 

Pathological tricuspid incompetence is rarely congenital, and when it 
is, the condition is usually associated with pulmonary stenosis. Apart from 
those of congenital origin, there are two classes of cases: (1) Those in which 
the incompetence of the valve is primary ; that is, due to a lesion of the cusps 
themselves—a rare condition; and (2) cases of relative incompetence, in 
which the cusps are normal. The latter constitute the great majority of 
cases. 

With regard to the first group, the lesion may be the result of a previous 
attack of acute endocarditis, in which case there is generally tricuspid 
stenosis, and it may also be mitral or aortic valvular disease. 

Relative incompetence is always consequent on conditions which cause 
increased pressure in the pulmonary circulation—such as chronic mitral 
disease, especially stenosis, pulmonary fibrosis and emphysema—pulmonary 
stenosis and incompetence, acute febrile affections, acute myocarditis, 
chronic myocardial disease, and anemia. 

Symptoms.—These depend upon the causal and any associated conditions, 
and the degree of the regurgitation. If the first two are favourable and the 
third is slight, the condition may be latent. Otherwise, shortness of breath on 
exertion and cyanosis are the principal symptoms, and other indications of 
right-sided failure are apt to supervene. 

In organic tricuspid incompetence, there may be physical signs of en- 
largement of the right ventricle, and it may be of the mght auricle (see pp. 
955, 956). There is usually a systolic murmur, presenting the same 
character as that of mitral incompetence, with ite point of maximum intensity 
in the tricuspid area. Its area is generally small, but sometimes the murmur 
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is conducted to the right and now and then is audible at the angle of the 
right scapula. Occasionally there is a systolic thrill, usually not rough. 
In the absence of a mitral or pulmonary lesion, the pulmonary second sound 
is diminished. There may be visible distension and it may be also pulsation 
of the jugular veins. If the vein is emptied from below by means of the 
finger and its upper extremity kept closed by pressure, it rapidly fills from 
below. The pulsation is usually of the ventricular, but occasionally of the 
auricular, type. The liver may be enlarged and may also be pulsating, the 
pulsation being systolic in time—unless tricuspid stenosis co-exists. There 
are generally physical signs of some other variety of chronic valvular disease 
(see Atiology). 

In relative incompetence, the physical signs of the causal and any associated 
conditions are present. A murmur is less frequent. 

Diagnosis.—Tricuspid mcompetence is very frequently overlooked 
because in the vast majority of cases there are signs of a causal or associated 
affection. On the other hand, it should be noted that, as in the case of 
mitral incompetence (see p. 939), a systolic adventitious sound in the tni- 
cuspid area may be due to other causes than incompetence. A correct 
diagnosis may be made by a consideration of the clinical features described 
above. 

The differential diagnosis from mitral incompetence should be thought of. 

Prognosis.—The prognosis of tricuspid incompetence depends upon the 
cause and associated condition. When the affection is due to organic disease, 
the outlook is serious. 

With regard to relative tricuspid incompetence, when this is the result 
of left-sided valvular disease it is usually serious; it may be the precursor 
of a fatal termination in the near future. When, on the other hand, it is 
due to chronic pulmonary affections, acute febrile affections or anemia, the 
prognosis may be good. 

Treatment.—See below. 


TREATMENT IN CHRONIC VALVULAR DISEASE 


The etiology should be reviewed. In this connection, the treatment of 
syphilitic aortitis is described on pp. 979-981. 

Explicit and detailed instructions with regard to his manner of life should 
invariably be given to the patient. The importance of always living within 
the limits of the heart’s strength should be emphasised (see pp. 862, 863). 
As already mentioned, J am of opinion that in aortic incompetence the more 
strenuous forms of physical exertion should be avoided. 

In children and young adults, preventive should be adopted against 
recurrent attacks of acute endocarditis; in all cases of chronic valvular 
disease the question of focal sepsis should receive attention, with the object 
of diminishing the risk of septic endocarditis; and, particularly in mitral 
stenosis, special care should be taken to avoid respiratory affections. 

The various measures which may be applicable to any form of heart 
disease, described on pp. 863-875, should be considered in detail. 

Surgical treatment in the form of valvulotomy, both by the auricular and 
ventricular routes, has been performed in a number of cases of mitral stenosis. 
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This age eels should be regarded as in an experimental stage. The mortality 
is igh. Again, the change from mitral stenosis to incompetence is of doubtful 
value. 


Freperick W. Prick. 


DISEASES OF THE MYOCARDIUM 


Affections of the myocardium are of profound importance. It has been 
pointed out that valvular defects, diseased conditions of the blood vessels 
and disturbances of the cardiac mechanism should also be regarded from the 
point of view of their relation to the myocardium, and not so much as specific 
affections in themselves. It has also been noticed that, along with valvular 
lesions, coincident changes in the cardiac musculature, the aorta, or coronary 
arteries are, as a rule, present. We are, however, now concerned with affec- 
tions of the myocardium occurring independently of valvular disease. 


MYOCARDITIS 


The varieties which may be met with are: (1) Acute (a) simple and 
(b) suppurative ; (2) chronic ; and (3) tuberculous myocarditis. 

Suppurative myocarditis is of uncommon occurrence. It may be due to 
direct extension in infective endocarditis or to pyeemia. In this condition 
large abscesses in the myocardium are rare; they may perforate into the 
ventricle or pericardium. Minute abscesses, on the other hand, generally at 
the base of the left ventricle, are not rare. Chronic myocarditis will be 
discussed under Chronic Myocardial Disease. 

Tuberculous myocarditis is almost always the result of extension from a 
tuberculous pericarditis. It usually takes the form of miliary tubercles. 


ACUTE SIMPLE MYOCARDITIS 


Strictly speaking, by this term is meant acute inflammation of the heart- 
muscle, but it is generally employed to include also morbid changes of a 
degenerative nature and I shall use the term in this sense. 

fEtiology.—Acute simple myocarditis is most common in childhood 
and adolescence. Acute and subacute rheumatism, in one of its forms (see 
p. 913), accounts for the majority of cases. It may also be caused by diph- 
theria, influenza, acute pneumonia, small-pox, typhoid fever, and some other 
acute infective diseases. Some degree of myocarditis is present in at least 
most cases of endocarditis and pericarditis. 

Pathology.—In some cases, especially in diphtheria, there is granular, 
hyaline and fatty degeneration followed by necrosis of the muscle-fibres, 
due to the direct action of the toxin, with cellular infiltration around. In 
others, particularly in rheumatism, the interstitial connective tissue exhibits 
cellular infiltration, but there is also degeneration of the muscle-fibres. Some 
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writers recognise two forms of myocarditis—the parenchymatous and the 
interstitial ; in most cases, however, both the parenchyma and interstitial 
tissue are affected. In rheumatic myocarditis what are called Aschoff’s nodes, 
described on p. 289, are often to be found, and, in the opinion of many, are 

athognomonic of the rheumatic infection. Later, they become converted 
into fibrous tissue. 

Dilatation of one or more chambers of the heart supervenes. 

Acute simple myocarditis may be followed by—({1) Complete resolution 
in which no permanent changes supervene ; or (2) the formation of fibrous 
tissue, which tends to contract as life advances, and which may occur in 
limited areas or may involve the whole myocardium. The latter condition 
is known as chronic myocarditis or fibrosis of the myocardium (see 
p. 949). 

Symptoms.—In the first place, the reader is referred to the remarks 
on p. 913. 

The clinical picture of acute myocarditis exhibits great variation as 
regards severity in different cases. On the one hand it may be indefinite 
and in rare instances the condition may even remain latent throughout 
its whole course, while on the other it may amount to a very serious or 
even grave illness. 

The onset may be insidious, or there may be a definite change in the 
clinical picture of the causative disease. If pyrexia be already present, 
there may be a further rise of temperature, or if there has been no pre- 
existing pyrexia it may develop; it may be signalised by a rigor. The 
patient may complain of shortness of breath, palpitation, precordial dis- 
comfort or pain. Not infrequently vomiting occurs, and indeed may be 
the first symptom. Cardiac failure, usually both-sided, may occasionally 
be of very severe degree. In some acute infective diseases, particularly 
a lag (see pp. 100, 102), there may also be acute peripheral circulatory 

ure. 

The pulse is generally increased in frequency, but even bradycardia may 
very occasionally be present. It is feeble and soft. The blood pressure 
is usually diminished. In some cases there are extrasystoles (Fig. 42), or 

rtial heart-block (Fig. 43), or auricular fibrillation, or complete heart- 
lock, the second being most common and the fourth exceptional. There 
is usually dilatation of the heart, generally both-sided (see p. 857). In 
severe cardiac and peripheral nipealecey failure the dilatation may be 
considerable and rapid, even early in the disease. If there is considerable 
dilatation of the left ventricle, there may be a soft diastolic murmur in the 
mitral area—the so-called relative or functional mitral stenosis (see p. 938). 
The second sound in the pulmonary area is sometimes accentuated and 
occasionally reduplicated. 

A moderate leucocytosis and also a slight or moderate secondary anemia 
may be present. 

In some acute infective diseases, e.g. diphtheria and acute pneumonia, 
apo the first, there may be both cardiac and peripheral circulatory 
ailure. 

Diagnosis.—The diagnosis of acute simple myocarditis is often exceed- 
ingly difficult. The recognition of a mild form occurring during or after 
the febrile stage of any acute infective disease may be arrived at from a 
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consideration of the symptoms already enumerated. The presence of severe 
myocarditis may be presumed when there are indications of severe cardiac 
failure and it may also be severe peripheral circulatory failure coming on 
rapidly during the course of an acute infective disease, and out of proportion 
to the severity of the latter, an increase of cardiac impairment being perhaps 
especially significant. The occurrence of auriculo-ventricular block during 


Fig. 42.—Tracing of the radial pulse, from a child lbs, from croupous pneumonia, 
showing extra-systoles. Note the slight pulsus alternans following the extra-systoles. 


the course of an acute infective disease is indicative of myocardial involve- 
ment, and auricular fibrillation and extra-systoles are suspicious. 

It may be necessary in any given case to differentiate acute myocarditis 
from acute endocarditis, and this is often a matter of extreme difficulty, 
for it should be remembered that both conditions may co-exist, and a mitral 
systolic murmur may be due to either (see also pp. 922, 923). 

Prognosis.—This exhibits great variation. In the milder forms, recovery 
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Fie. 43.—Simultaneous tracings of the jugular and radial pulses, from & case of acute 
myocarditis occurring during diphtheria, showing pernet heart-block. Every third 
stimulus from the auricle fails to reach the ventricle. 


is the rule if early and adequate measures be adopted. The prognosis of the 
very severe forms is very grave, the mortality being high ; the course of the 
disease is rapid, a fatal termination occurring usually within a week, and in 
some cases even within 24 hours, although life may be prolonged for several 
weeks. Sudden death is particularly prone to occur in aiphthevial myocarditis, 
and may take place even when the patient is considered convalescent. Among 
the symptoms of bad omen are marked pallor, restlessness, syncopal attacks, 
vomiting, a greatly accelerated pulse of low tension, bradyourdia, and a modifi- 
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cation of the heart-sounds resembling the foetal type. As already noted, acute 
myocarditis may be followed by resolution, or by fibrosis of the myocardium. 

Treatment.—This is of great importance. 

The treatment of the causative disease should be adopted. 

If the condition is at all severe, the measures regarding rest described under 
acute simple endocarditis (see p. 917) are applicable, excepting that the 
period of convalescence is not so long. Otherwise the reader is referred to 
the various therapeutic measures, including for peripheral circulatory failure, 
described on p. 875. 

For acute myocarditis in diphtheria, see also pp. 108, 109. 


DISEASES OF THE CORONARY ARTERIES 


Before dealing with the various forms of chronic myocardial disease, it 
may be advisable to make some observations regarding diseases of the 
coronary arteries, as they bear an important causal relation to some of 
them, coronary disease being usually accompanied by morbid changes in the 
cardiac musculature. 

Syphilitic mesaortitis and atheroma of the ascending aorta may give 
rise to narrowing or complete occlusion of the orifice of one or both of the 
coronary arteries. 

Atheroma and, in the opinion of some, rarely syphilitic arteritis may affect 
the coronary arteries themselves, and result in narrowing or complete occlusion. 

If the orifice of one of the coronary arteries be completely and abruptly 
closed, due to one of the causes mentioned, sudden death occurs. In those 
cases in which occlusion is only partial, or is gradual, atrophy of the muscle- 
cells with secondary fibrosis, 2.e. ischemic fibrosis of the myocardium or, 
less frequently, fatty degeneration, or both, usually ensues. 

If one of the larger coronary arteries be completely and abruptly closed 
as the result of one of the causes mentioned, either infarction or sudden death 
results ; while if the occlusion is only partial or gradual, ischemic fibrosis, or 
fatty degeneration, or both, generally follow. If one of the smaller coronary 
arteries be completely and abruptly closed, infarction occurs; while if the 
occlusion is only partial or gradual, ischemic fibrosis or fatty degeneration 
commonly ensues. 

Complete occlusion of a coronary artery the result of atheroma is in the 
great majority of cases sudden and due to thrombosis. It is to be noted, 
however, that thrombosis does not necessarily give rise to occlusion, for the 
clot may not completely fill the lumen of the vessel. Complete occlusion 
in atheroma is sometimes the result of progressive narrowing of the lumen 
of the vessel caused by the disease-process itself, in which event the occlusion 
may or may not be completed by thrombosis. Complete and sudden occlusion 
is also rarely caused by embolism. — 

From the foregoing it will be seen that coronary occlusion and thrombosis 
are not synonymous terms, and this should be noted. 

The causes of atheroma are described on p. 1038. 

In conclusion, it is to be observed that while pain of cardiac origin is 
especially apt to occur in coronary disease, the latter is frequently present 
without the former. 
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CHRONIC MYOCARDIAL DISEASE 


Of the various forms of chronic myocardial disease with which we have 
to deal, the most common are chronic myocarditis, fibrosis of the myo- 
cardium, fatty degeneration, and fatty infiltration, 


CHRONIC MYOCARDITIS: FIBROSIS OF THE MYOCARDIUM 


By chronic myocarditis is meant an increase of the interstitial tissue of 
the muscular wall, the muscle-fibres being largely replaced by fibrous tissue, 
which consequently contracts, and those which remain generally exhibit a 
varying degree of degeneration. The term chronic myocarditis connotes a 

roductive or formative inflammatory process. Fibrosis of the myocardium is, 

owever, frequently the result of shor causes, for example, secondary to 
atrophy of the muscle-cells which may occur in disease of the coronary 
arteries, t.e. ischzemic fibrosis (see p. 948), and in the past chronic myocarditis 
has often been erroneously used to include such. It is better not to employ 
this term, and to use only that of fibrosis of the myocardium. 

ZEtiology.—Fibrosis of the myocardium is more common in late middle 
or elderly life, and in males. The condition may be a sequel to acute myo- 
carditis. It may be due to an extension from the valves in chronic endo- 
carditis, which is of common occurrence. Local fibrosis may be secondary 
to acute endocarditis or pericarditis. Fibrosis may be caused by syphilis. 
In such cases it may be the result of a diffuse primary chronic inflammation ; 
or of coronary disease (see p. 1032); or, rarely, of gummata. There is a con- 
siderable diversity of opinion as to the frequency of the first. Some (amongst 
whom was the late A. G. Warthin) believe it is very common. The general 
consensus of opinion, however, with which I fully agree, is that it is of infre- 
quent occurrence, and that the fibrosis is usually of ischemic origin. Atheroma 
of the coronary arteries is perhaps the most common cause of fibrosis, in 
which case there may be co-existing fatty degeneration. The condition is 
occasionally due to chronic venous congestion of the myocardium, the result 
of chronic valvular disease or of chronic pulmonary disease, or to an old 
infarct. Not rarely it is impossible to determine the cause. In this con- 
nection, I am of opinion that it is at least possible that the same causes which 
produce atheroma, mentioned on page 1038, may give rise to fibrosis of the 
myocardium, independent of coronary disease. 

Pathology.—The morbid affection may be general or local in its distribu- 
tion, the latter being usually due to coronary disease. When the affection 
follows acute myocarditis, a more or less diffuse fibrosis, usually most marked 
beneath the pericardium and endocardium, is found. In both forms the 
auricles are little, if at all, affected, and the left side of the heart is much 
more commonly affected than the right, especially in the neighbourhood of 
the apex and the lower part of the interventricular septum. When the 
condition is the result of chronic venous congestion, however, it is more 
In evidence on the right side of the heart. There is an increase in the thick- 
ness of the cardiac wall—the so-called false hypertrophy—and ultimately 
dilatation occurs. White masses of fibrous tissue, varying in size from that 
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of a pea to a five-shilling piece or even larger, and irregular in shape, are to 
be observed replacing portions of the cardiac wall or interventricular septum. 
When the condition ‘hae continued for some time and the increase of fibrous 
tissue is extreme, the affected muscle-fibres may be entirely replaced by dense 
scar-like tissue. 

See also pathology of causative condition. 

Symptoms.—tThe reader is referred to the chapter on Cardiac Failure. 

The clinical picture varies considerably in different cases. In rare 
instances, the disease is latent until a fatal termination occurs. In most of 
these cases, however, there had been symptoms on physical exertion for 
which the patient neglected to seek medical advice, or had not noticed; and 
also there would have been abnormal findings on clinical or instrumental 
examination. 

The most common symptoms are shortness of breath and fatigue ; less 
frequently discomfort or pain and palpitation; and occasionally there is 
slight cyanosis of the face; in each case referred to exertion. When the 
morbid affection is due to coronary disease, pain is apt to be the dominant 
subjective symptom. As a rule, sooner or later, these symptoms become 
more easily induced, and others supervene, in each case generally gradually. 
Usually the failure is both right- and left-sided (see p. 857) with, it 
may be, one predominating. While the congestive type of failure is very 
much more common, symptoms of cerebral anemia and angina pectoris 
are not infrequent, and Adams-Stokes syndrome is occasionally met with. 
Ultimately there may be indications of severe, or even extreme, failure. 

The pulse may be increased in frequency, or occasionally there may even 
be bradycardia. Its character varies considerably : it is usually fuller than 
normal, with increased pressure, although the latter 1s not pronounced unless 
there is co-existing hypertension or chronic renal disease. The apex-beat is 
usually displaced downwards and to the left, its area and force are sometimes 
increased, the area, however, being proportionately greater and the force 
relatively less than in pure hypertrophy. The area of cardiac impairment is 
generally increased in all directions. The first sound at the apex is often 
prolonged and muffled, while at the base it is occasionally diminished and 
may be scarcely audible or even absent. There is often, if not usually, heart- 
block, generally one of the three degrees of the auriculo-ventricular variety, 
but it may be bundle-branch or arborization block ; or auricular fibrillation 
may supervene. A mitral, and less frequently a tricuspid, systolic murmur 
may be present. 

If there is hypertension, see pp. 1066~1068. Not infrequently there are 
indications of general atheroma. 

Diagnosis.—It is probable that chronic myocardial disease is over- 
looked more frequently than any other cardiac morbid affection. The two 
chief reasons for this, in my opinion, are a failure to obtain an accurate history 
regarding subjective symptoms on physical exertion and to detect enlarge- 
ment of ihe heart, the latter especially in cases in which the apex-beat is 
either faint or absent. As regards the first, careful inquiry should be made 
as to whether the patient experiences any cardiac symptoms on physical 
exertion which formerly he was able to do (see p. 852). Respecting 
the second, while I do not share the view that percussion, provided this is 
performed with competence, is of little or no value, naturally examination 
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by the X-rays is of first importance. A combination of the existence of 
subjective symptoms on physical exertion and, it may be, of objective signs 
of cardiac failure together with enlargement of the heart and, it may be, 
modification of the character of the pulse, of the cardiac sounds and rhythm, 
and of the blood pressure, in the absence of other causes, is of especial value. 
An X-ray examination may also reveal co-existing atheroma of the aorta. 
An examination by the electro-cardiograph may be of supreme value. If 
there is auriculo-ventricular block, bundle-branch block, or intraventricular 
block, if persistent, the presence of chronic myocardial disease may be 
assumed. An electro-cardiogram may also reveal associated coronary disease. 
The differential diagnosis between fibrosis of the myocardium and fatty 
degeneration is described on p. 952. 

It is necessary to distinguish chronic myocardial disease in which relative 
mitral incompetence has supervened from organic mitral incompetence, 
which may be very difficult. In the former, there is no history of chronic 
valvular disease, the subjective symptoms are frequently out of proportion 
to the physical signs, and angina pectoris and syncopal attacks are of more 
frequent occurrence. 

rognosis.—This varies very considerably. Taken as a whole the outlook 
is serious, but this may be partly due to the fact that as a rule the malady 
is not recognised in its early stages. The affection tends to be progressive. 
The various points dealt with in the section on Prognosis should be considered. 
Those of special importance are the stiology and any associated morbid 
condition, the size of the heart, whether the lesion is progressing, the cardiac 
rhythm, and the question of heart failure and that of angina pectoris. 

The most frequent cause of death is congestive heart failure. Sudden 
death is not rare, and may be due to angina pectoris, rupture of the heart, 
or other causes. 

Treatment.—The etiology should be reviewed with the object of treatin 
the underlying cause, and the same applies to any co-existing saedeiated 
morbid condition. 

The various therapeutic measures described on pp. 861-875 should be 
considered carefully and in detail. : 


FATTY DEGENERATION 


; In fatty degeneration the muscle-fibres are more or leas replaced by 
at. 

fEtiology.—Heredity is a factor. The condition is more common in 
males and in later middle or elderly life. Among the causes are: severe 
altered states of the blood, such as pernicious anemia and leukemia ; chemical 
metallic poisoning, e.g. by phosphorus, arsenic, antimony, alcohol and 
chloroform; coronary disease, in which case, however, there is usually 
associated fibrosis and in much more degree, chronic pulmonary disease and in 
long-standing chronic valvular disease, giving rise to obstruction of the 
pulmonary circulation ; as a sequel to marked fatty infiltration ; and occa- 
sionally in diabetes. 

Pathology.—The affection may be general or local in its distribution 
the latter being the more common. In both cases, but especially in the local 
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form, the ventricles are affected to a greater degree than the auricles, and 
the left ventricle than the right, except in chronic venous congestion of the 
lungs, and the musculi papillares and the muscle beneath the endocardium 
are principally involved. The heart may or may not be enlarged ; indeed, 
in pure degeneration it may be even smaller than normal. In this connection 
it may be stated that fatty degeneration may accompany or succeed dilatation 
or hypertrophy, while, on the other hand, dilatation may follow degeneration. 
The organ 1s softer in consistence and flabby, and is more easily torn. The 
colour may be uniformly pale yellowish, or buff, or light yellowish brown— 
the so-called “ faded-leaf’’ colour. The condition may, however, occur in 
eee resulting in a streaked or mottled appearance as a whole, which has 

een likened to that of the breast of a thrush—‘ thrush’s breast,’ or to that 
of the fur of a tabby cat—‘‘ tabby cat striation.” On microscopic examina- 
tion of a section which has been stained with osmic acid, the small fat globules 
ari inside the muscle-fibres, their envelopes being blackened by the 
acid. 

Symptoms and Diagnosis.—-The clinical picture of fatty degeneration 
resembles that of fibrosis of the myocardium, and in the opinion of some, a 
differential diagnosis is not possible, but I do not share this view. The 
following points are of help: {n fatty degeneration symptoms associated 
with cerebral ansemia, general lassitude, debility, impairment of digestive 
functions, and a subnormal temperature are of more common occurrence ; 
pain excepting angina, the congestive type of failure, and the Adams-Stokes 
syndrome are less frequent ; the countenance may be pale and waxy; and, 
as in the case of fatty infiltration, there is a tendency to cyanosis on exertion 
—the association of cyanosis with dyspn@a on exertion being one of the 
most distinctive features of both. Usually the size and force of the pulse 
are less; the blood pressure is lower; the force of the apex-beat and any 
enlargement of the heart are less; the first sound is of shorter duration and 
may be sharp and clear; the second sound in the aortic area is less loud ; 
and general atheroma is not so frequent. 

Prognosis.—This somewhat resembles that of fibrosis of the myocardium. 
Here also the duration of life varies very considerably but, taken as a whole, 
the outlook is serious. In the acute forms, e.g. when due to altered states of 
the blood, the immediate prognosis is grave but the ultimate outlook not 
infrequently favourable. fn the chronic forms, on the other hand, the 
opposite is the case. With further knowledge, it is now clear that the risk 
of sudden death has been much exaggerated. 

Treatment.—The treatment of fatty degeneration is the same as that of 
fibrosis of the myocardium. 


FATTY INFILTRATION 


Synonyms.—Fatty Heart ; Cor Adiposum. 

Fatty infiltration consists in an excess of fat in those situations in which 
it is naturally found, and also in its deposit between the fasciculi of the 
cardiac musculature. 

fEtiology.—Heredity is certainly a factor, and the condition is more 
common in males, and during or after middle life, being rare in early life 
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and comparatively so before middle age. It is usually associated with general 
obesity, though not always in proportionate degree, a generous appetite, and 
lack of exercise and fresh air. It 1s more especially found in over-indulgence 
in carbohydrates, fats and alcohol, particularly malt liquors and sweet wines, 
and faulty metabolism is generally present. The malady is also apt to occur 
in those suffering from affections of the lungs which cause embarrassment 
of the pulmonary circulation, such as emphysema, cirrhosis and chronic 
fibroid tuberculosis. 

Pathology.—tThe affection is generally most marked over the right 
ventricle. The deposit of fat commences in the subepicardial fat, and may 
even extend to the subendocardial tissue. It is chiefly distributed along the 
arterial branches, often causing atrophy of the muscle-fibres by compression, 
and in some instances the latter become the seat of true fatty degeneration 
due to interference with their nutrition. In fatty infiltration, more or less 
dilatation of the cardiac chambers is usually present, and is often accompanied 
by hypertrophy. 

Symptoms.—The patient is usually stout and flabby. The subjective 
symptoms are those of an enfeebled circulation. Exertion 1s frequently accom- 
panied by fatigue, a tendency to perspire, dyspnoea with, it may be, slight 
cyanosis, and occasionally a sense of oppression in the chest, and giddiness 
or faintness. There may be early fatigue, and giddiness or faintness on 
mental effort, impairment of memory and the patient may be soporose, 
although, on the other hand, he may complain of insomnia. 

The character of the pulse varies: usually it is weak, there is hypotension 
and the vessel wall is not thickened ; but on the other hand it may present 
the opposite features. The cardiac impulse is generally feeble unless hyper- 
trophy is also present. The area of cardiac impairment is usually increased. 
The heart sounds, especially the first, may be weak, low in tone, and muffled ; 
while occasionally a mitral, and less frequently a tricuspid, systolic is present. 

Later, there may be indications of a more pronounced degree of cardiac 
insufficiency. 

Diagnosis.—Fatty infiltration may be diagnosed from the features 
described, occurring in a person who is the victim of obesity. 

Prognosis.—If appropriate therapeutic measures be carried out, the 
prognosis is usually favourable ; otherwise the condition is apt to be pro- 
gressive. If the condition persist for some time, true degeneration is apt 
to arise. Again, in very severe fatty infiltration, rupture of the heart wall 
has been known to occur. 

Treatment.—TIf, as is usually the case, general obesity is present, it 
should be treated (see pp. 481, 482). Regulated exercise in the open air is 
valuable, and systematic and graduated exercises and massage (see pp. 864, 
865) may be tried. Spa treatment is not infrequently helpful. 


HYPERTROPHY AND DILATATION OF THE HEART 


Enlargement of the heart may be due to hypertrophy ; or to dilatation; 
or, as is usually the case, to both together—excentric hypertrophy. 

In simple hypertrophy there is an increase in the thickness of the walls 
of one or more of the cavities of the heart. The hypertrophy may include 
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the musculi papillares, column# carnem, and the musculi inati. In 
dilatation there is an increase in the capacity of one or more of the chambers 
of the heart. 

ZEtiology.—Simple hypertrophy is a physiological reaction to continued 
overwork. Among the causes are aortic stenosis, essential hypertension, 
chronic interstitial nephritis, secondary contracted kidney, and diffuse 
hyperplastic sclerosis. It may also be due to long continued severe physical 
effort, as in heavy manual labour, athletic training and military training, 
chronic adhesive pericarditis, especially if there are extra-pericardial adhesions, 
and possibly continued excitation of the cardiac action, as in chronic thyro- 
toxicosis. Inthecase of the first, the hypertrophy is left-sided ; in the second and 
fourth, it is at least chiefly left-sided; and in the third, it is hkely to be general. 

The causes of hypertrophy of the right ventricle are conditions which give 
rise to increased pressure in the pulmonary circulation, such as chronic 
mitral disease, especially stenosis, pulmonary fibrosis and emphysema, and 
pulmonary stenosis and incompetence. 

For the development of full hypertrophy, an adequate blood supply is 
necessary, and in this connection the integrity of the coronary arteries is of 
fundamental importance. 

Looking at the subject from the clinical standpoint, there are two kinds 
of cardiac dilatation, namely physiological and pathological. The former may 
be met with as a transient condition in severe muscular exertion. It also 
occurs in the form of compensatory dilatation in some varieties of chronic 
valvular disease (see pp. 927-930): of the left ventricle in aortic incompetence 
and in mitral incompetence ; of the left auricle in mitral stenosis; of the right 
ventricle in pulmonary incompetence and in tricuspid incompetence ; and of 
the right auricle in tricuspid stenosis. In this group there is also hypertrophy 
of the respective chambers. 

Pathological dilatation is associated with impairment of the function of 
tonus or tonicity and cardiac failure. The affected chamber does not empty 
itself, and as the dilatation progresses, the contraction of the chamber 
becomes leas effective and the amount of blood proportionately increases. 

The condition may occur in any of the following: secondary to simple 
cardiac hypertrophy, however caused (see above) ; secondary to compensa- 
tory dilatation (see above); chronic myocardial disease; coronary occlu- 
sion; acute infective diseases; toxsemias; severe or prolonged pyrexia 
from any cause; the various forms of anemia; and primary cardiac strain. 
In the first two there is hypertrophy and dilatation together. 

In acute and subacute rheumatism, diphtheria, and in influenza, dilata- 
tion may be acute. It should also be noted that a common clinical condition 
in which acute dilatation occurs is the supervention of a new rhythm, such as 
auricular fibrillation. 

Dilatation of the auricles is especially apt to occur in auricular fibrillation. 

The causes of dilatation of the right side of the heart are the same as those 
of pathological relative tricuspid incompetence (see p. 943). In addition, in 
cardiac failure, whatever the cause, the pressure in the right heart rises and 
the chambers dilate. 

Bome of the causes of hypertrophy, by acting quickly, before there is 
time for hypertrophy, may produce dilatation ; this is especially the case 
where the muscular fibres are already impaired. 
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Pathology.—Hypertrophy of the heart may be general or local, the 
latter being more common. In the former all the alee are affected, the 
ventricles being more affected than the auricles. When the condition is 
local more than one chamber is usually involved, in varying degree. 

When the left ventricle is affected, the apex of the heart is accentuated, 
and the whole organ is elongated and rather conical in form. When the 
right ventricle is concerned, the apex is less pronounced, and the whole 
organ broader and somewhat quadrate in form. The eccentric form of 
hypertrophy may give rise to enormous enlargement, in which case the organ 
is often spoken of as a “‘ beefy heart” or a “cor bovinum.” This is particu- 
larly apt to occur in aortic valvular disease. 

Cardiac dilatation rarely affects one chamber alone, all of them being 
usually involved in some degree, although unequally so. When the condition 
is more or less general the organ approaches the globular form, especially 
when the right side is affected. 

With the increase in the capacity of the ventricles, the dimensions of the 
auriculo-ventricular orifices also increase, with consequent relative incom- 
petence. In dilatation of the auricles there is usually enlargement of the 
venous channels, , 

Symptoms.—In hypertrophy and compensatory dilatation there may be 
subjective symptoms associated with the causal affection. In pathological 
dilatation, there are symptoms of cardiac failure, in varying degree (see 
pp. 852-856). These may come on rapidly in the acute forms, and more 
gradually in the more chronic cases. In many of the cases associated with 
the supervention of a new cardiac rhythm the dilatation may sometimes 
take place so rapidly that in the space of a few hours there may be severe 
failure. In cardiac hypertrophy or cardiac dilatation the followmg may be 
present : 

In hypertrophy of the left ventricle, the pulse-rate is apt to be rather 
slower. There may be some bulging and widening of the intercostal spaces 
to the left of the sternum, especially where the hypertrophy occurs during 
the growing period of life. The apex-beat may be displaced downwards 
and outwards, its area and force increased, and its out-thrust slower and 
longer than normal. The increase in force together with slowing of the out- 
thrust—the so-called “heaving” apex-beat—is the most characteristic 
feature of the condition. The area of cardiac impairment may be increased 
both from above, downwards and transversely. The first sound may be 
long, lowin pitch and muffled, and the aortic second sound may be accentuated. 

In. hypertrophy of the right ventricle there may be, more especially in 
children, a certain amount of bulging in the region of the ensiform cartilage, 
while not infrequently there is pulsation in the epigastrium, which is inverted. 
When the condition is marked, there may be a heaving impulse in the 
epigastrium, and over the lower sternum and costal cartilages, and in such 
cases even in a more marked degree than in the case of the left ventricle. The 
apex-beat is displaced chiefly to the left and only slightly downwards, and may 
be normal, diffuse and indefinite, or altogether invisible. When the right 
ventricle is much enlarged, that chamber may displace the left ventricle back- 
wards, so that the clinical apex-beat is formed entirely by the right, instead 
of the left, ventricle ; in these cases systolic recession over the lower part of 
the precordium is sometimes observed. Systolic recession in the third, fourth 
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and fifth intercostal spaces between the margin of the sternum and the para- 
sternal line on the left side, or in the fourth and fifth intercostal spaces on 
the right side, may be present. The area of cardiac impairment is usually 
increased, especially to the right. The left border may also be displaced 
outwards, but rarely extends beyond the nipple line. The first sound in the 
tricuspid area is not infrequently louder than normal, and the second sound 
in the pulmonary area is usually accentuated. 

In enlargement of the left auricle, the area of impairment may be higher 
than normal; when the right auricle is affected, there may be an extension 
outwards of the area of impairment in the third and fourth right intercostal 
spaces. 

J For the results of X-ray examination, see pp. 928-930; and of electro- 
cardiographic examination, pp. 1005-1007. 

In cardiac dilatation, the pulse may be more frequent, of smaller ampli- 
tude, and weaker, and the blood pressure lower than normal. The apex-beat 
is displaced chiefly outwards. It may be diffuse and weaker or occasionally 
tapping in character. The area of cardiac impairment is increased trans- 
versely, being more so to the left when the left ventricle is chiefly involved, 
and vice versa. The first sound may be diminished, and may also be short, 
sharp and clear, and the long pause may be diminished. A mitral systolic 
bruit may be present on account of relative incompetency of this valve. 

The signs of dilatation of the right ventricle are the same as those of 
hypertrophy, excepting that there is an absence of a heaving impulse; and 
a tricuspid systolic bruit may be present, due to relative incompetency of 
this valve. 

The signs of dilatation enumerated above may be modified by those of 
the cause of the condition or of accompanying hypertrophy. 

In the case of chronic valvular Wiecus: any pre-existing murmur or 
murmurs may become weaker or even inaudible when dilatation occurs. 

When cardiac hypertrophy and dilatation co-exist in the same individual, 
there is a blending of the signs of both. 

Diagnosis.—A diagnosis of cardiac hypertrophy or dilatation may be 
made from the signs described. The most reliable method of determining 
enlargement of the heart, including of the various chambers, is X-ray 
examination. 

A diagnosis of enlargement of any chamber should not be made 
merely from displacement of the apex-beat, or the presence of pulsation 
or impairment of percussion in an abnormal area, for these may be due 
to other causes, as, for example, morbid conditions of the lungs or pleure. 
Again, & mere increase in the force of the apex-beat is sometimes met with 
in nervous subjects. The most reliable physical sign of hypertrophy of either 
ventricle is an increase of force together with slowing of the out-thrust. 
The diagnosis of enlargement of the left auricle is very difficult; that of 
the mght auricle is more easily detected. 

The diagnosis of dilatation from hypertrophy is readily made by com- 
paring the physical signs of both. It is sometimes difficult to recognise 
great cardiac dilatation, especially of the right ventricle, from pericardial 
effusion. The matter is dealt with on p. 960. Cardiac dilatation should also 
be distinguished from those cases of mitra] stenosis in which there is an 
absence of the characteristic murmur at the time of the examination. It is, 
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further, sometimes necessary to exclude a right-sided pleural effusion dis- 
placing the heart to the left. 

Prognosis.—That of hypertrophy depends upon the cause. Whatever the 
cause, however, if long continued it is apt to be followed by pathological 
dilatation. The outlook of pathological cardiac dilatation depends upon the 
cause, the size of the heart, the degree of cardiac failure, and its response to 
treatment. 

Treatment.—The treatment of hypertrophy depends upon the causal 
condition. In pathological dilatation, the first consideration is the recogni- 
tion and treatment of the cause. In addition, the treatment is that of cardiac 
failure, and the various therapeutical measures described on pp. 861-875 
should be considered in detail. 

FREDERICK W. PRICE. 


DISEASES OF THE PERICARDIUM 


PERICARDITIS 


The varieties of pericarditis which may be met with are the acute—which 
may be divided into the fibrinous or dry, and pericarditis with effusion, 
which may be sero-fibrinous, purulent, or hemorrhagic; and chronic 
adhesive pericarditis or adherent pericardium. 


ACUTE PERICARDITIS 


fEtiology.—The affection occurs most commonly in young adults, but 
may be found at any age, according to the infection which causes it, and 
is more frequent in males. It is generally due to one of the acute infective 
diseases, especially acute and subacute rheumatism—the most common 
cause—pneumococcal infections, particularly empyema, and septicemia 
and pyemia, while pulmonary tuberculosis is not rare. It also occurs as a 
terminal event in various chronic diseases, e.g. chronic nephritis, in coronary 
occlusion with infarction, neoplasm, usually metastatic, and in perforating 
wounds of the chest. 

Sero-fibrinous pericarditis usually begins as the fibrinous form, this being 
quickly followed by a serous exudate, but it may start insidiously, e.g. m 
tuberculosis. 

Purulent pericarditis may result from a general systemic pyeemia occurring 
in staphylococcal, streptococcal, pneumococcal, and rarely gonococcal 
infection. It may also follow the direct spread of infection from an adjoining 
focus of suppuration, as in empyema, or, much less common, a pulmonary 
vomica. a@morrhagic pericarditis usually results from tuberculosis or 
neoplasm. 

athology.—Acute fibrinous pericarditis may be local or general in 
distribution. If local, the base of the heart adjacent to the great vessels is 
sao affected. In the early stages the smooth and shiny pericardium 
oses its lustre because the exudation of lymph coagulates on the surface, 
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and this may wholly cover both the visceral and parietal pericardium. 
This layer of fibrinous exudate may assume great thickness, and the 
resulting ragged honeycombed appearance has earned for it the title of 
“‘ bread-and-butter ’’ pericarditis, In at least most cases there is some 
degree of myocarditis. 

Resolution of the fibrinous exudate is usually not complete and organiza- 
tion takes place, the results of which vary from what are called “ milk spots ” 
to various degrees of permanent fibrous adhesions between the two layers 
of the pericardium and adhesions outside the pericardium (see page 961). 

A few words about “ milk spots” or “ soldier’s spots ’’ may here be made. 
These are probably much more often due to pressure outside the pericardium 
causing friction between the two layers than the result of acute fibrinous 
pericarditis. They are localized patches on the epicardium which are slightly 
thickened, smooth, opaque, and of milky-white colour. 

In sero-fibrinous pericarditis the serous exudate may vary up to a great 
amount which may even distend the pericardial sac and produce the pressure 
on the heart, the adjacent structures in the mediastinum, the lungs, the 
superior and inferior vena cave, and the hepatic veins. 

Symptoms.—In acute fibrinous pericarditis the clinical picture varies 
considerably. Occasionally there is an absence of symptoms throughout 
the whole course. Usually there is a rise of temperature, and occasionally 
the onset of this complication is signalled by a rigor. There is generally 
shortness of breath. Discomfort or pain is perhaps usual. It may be in the 

recordium or referred to the upper part of the front chest, the neck, the 
eft shoulder, the left scapular region, or upper part of the abdomen. 
It may be constant and dull, or intermittent and sharp in character. 
If there is pleuro-pericarditis, particularly if the diaphragmatic pleura is 
involved, it may be severe and increased by deep breathing and cough. 
There may be leucocytosis. 

The cardiac rate is generally increased. The characteristic physical sign 
is @ friction sound, and occasionally there is a corresponding fremitus. The 
former usually accompanies ventricular systole and diastole, is of a to-and- 
fro character, with generally a short pause between the two portions. Some- 
times it is only ventriculo-systolic, while at others, when the inflammation 
involves the auricle, it occurs during auricular systole, ventricular systole, 
and ventricular diastole, giving rise to triple sounds. In any case, the different 
portions of the friction sounds do not absolutely coincide either in rhythm 
or duration with any period of the cardiac cycle, being rather later than any 
of them and usually heard during portions of more than one period. The 
adventitious sound is usually first audible over the apex or the base of the 
heart or over the right ventricle, but later may become audible over the 
whole precordium. The area of the maximum intensity is variable, and 
does not absolutely correspond with any of the valvular areas. As a rule, 
the sound is either not at all or only slightly conducted, and there is no 
definite selective direction of propagation. It is of a rubbing quality, and 
either coarse or grating or fine and creaking, and is superficial, giving the 
impression of being produced immediately Seneath the stethoscope, while 
moderate additional pressure with the bell of the stethoscope usually causes 
an increase in ita intensity. The locality, the distribution, the character, 
and the loudness of the friction may quickly change from time to time. It 
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may also not be so well heard when the patient is lying down as when he 
is sitting up. The heart sounds are generally audible. 

There may be physical signs of dilatation of the heart (see page 756). 

In sero-fibrinous pericarditis the clinical picture varies with the amount 
of fluid and the rate at which it accumulates. If the amount is small there 
may be no symptoms. If, on the other hand, it is considerable or large and 
especially if the accumulation is rapid, discomfort and pain are usually 
incre though they may be even less. There may be a sense of oppression 
in the chest. Generally the patient has an anxious expression, and is pale 
and it may be cyanosed. Restlessness and insomnia are frequent, and there 
may be mild delirium, or drowsiness or coma, while occasionally acute 
cerebral attacks are met with. There may be effects due to pressure 
on the heart, the great vessels, the trachea, bronchi, lungs, the phrenic 
nerve, and the cesophagus. There may be such symptoms as _ faintness, 
orthopnea, paroxysmal dyspnoea, an irritating cough, distension of the 
jugular veins, those of right-sided heart failure, hiccough, and dysphagia. 

Unless the amount of fluid is such as to separate completely the two 
layers of the pericardium, friction sound usually persists. 

The cardiac rate is usually increased. If the amount of fluid is large, 
the systolic blood pressure falls and the pulse pressure is diminished, and 
the radial pulse may become very small or disappear during inspiration 
—the pulsus paradoxus. Not ee ome varticulatty in children, there is 
prominence of the precordium, and the intercostal spaces may be widened 
or even bulge, as well as the ribs, and there may also be prominence of the 
epigastrium, which may be due to downward displacement of the left lobe 
of the liver. Occasionally there is local oedema of the chest wall. There 
may be diminished expansion of the left chest, and also lessened movement 
of the diaphragm, especially on the left side. As the amount of fluid increases, 
the apex-beat becomes less and less definitely felt, until it may be imper- 
ceptible unless the heart is fixed to the chest wall by adhesions resulting 
from a previous pericarditis. The area of cardiac impairment increases in 
all directions and progressively, in some cases considerably and even very 
greatly. The shape of the area is affected by a change of position of the 

atient. In the recumbent position, the base of the cardiac dullness 1s 
broaloned and the outline of the area of impairment as a whole is globular ; 
and there may be impairment of resonance in the cardio-hepatic angle— 
Rotch’s sign. In the upright position the base becomes narrower and the 
outline of the area resembles a pear hanging down from its stalk. The 
foregoing may also be determined by radioscopy. This method of examina- 
tion may, in addition, show diminution or absence of cardiac pulsation. With 
an increasing amount of fluid, the cardiac sounds become progressively 
diminished and muffled. The pressure of the effusion on the left lung may 
result in dullness of percussion note, tubular breathing, and sgophony over 
the base—Bamberger’s or Ewart’s sign. In some cases the electro-cardiograms 
are similar to those of coronary occlusion. 

In purulent'pericarditis marked tachycardia, persistent and severe pyrexia, 
which may be of the septic type, often with rigors and sweating, increasing 
pallor and prostration, and increased leucocytosis may be present. 

Diagnosis.—The diagnosis of the fibrinous variety is usually not 
difficult. It rests upon the detection of the characteristic friction sound. 
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It should be differentiated from a double endocardial murmur or, if the 
friction sound be single, from a single one by the absence of the features 
already described. Moreover, the position, intensity, and character of the 
friction may alter in a few hours. It should also be distinguished from 
pleuro-pericardial friction. In the case of the latter, the friction sound is 
affe by the different phases of respiration and is abolished by the cessa- 
tion of breathing. Further, pleuritic friction generally disappears with the 
effusion of fluid, whereas in sero-fibrinous pericarditis, friction is usually not 
abolished unless the quantity of fluid is great. 

Sero-fibrinous pericarditis can be diagnosed from the clinical picture 
described, and valuable help may be obtained by X-ray examination. Acute 
dilatation of the heart, hydropericardium, left localized pleural effusion, 
pulmonary consolidation, thoracic aneurysm, enlarged glands, abscess of 
the mediastinum, and, particularly in the case of children, an acute abdominal 
condition should be excluded. 

The differential diagnosis from acute cardiac dilatation is sometimes 
difficult. In its consideration the following are of help: The matter of 
setiology. In dilatation the apex-beat is generally diffuse. The first sound 
may not only be diminished but may also be short, sharp, and clear. Except- 
ing in mitral stenosis, the area of cardiac impairment does not extend so 
high ; it is increased laterally more than upwards; and its shape is not 
affected in the manner described by a change of position of the patient. 
On X-ray examination there is also no diminution or absence of the cardiac 
pulsation. The abdominal organs are not displaced downwards. 

Prognosis.—The immediate outlook in the fibrinous variety depends upon 
the stiology of any associated morbid affection; in itself it is not of serious 
significance. That of sero-fibrinous pericarditis also depends upon the 
severity of the clinical picture, and the nature and the amount of the serous 
exudate. It is serious if the effusion is purulent or hemorrhagic. | 

The ultimate prognosis in both varieties is related to the extent, the 
character, and the locality of any resultant chronic adhesive pericarditis. 

Treatment.—Naturally the cause and any associated morbid condition 
should receive attention. 

The general treatment is the same as that of acute simple endocarditis 
(see pp. 917, 918). 

In sero-fibrinous pericarditis, paracentesis pericardii should only be 
considered if there is reason to believe that the amount of fluid is such as 
to cause very serious embarrassment to the cardiac action, and is compara- 
tively rarely necessary in rheumatic cases. The site chosen for this procedure 
varies, and more than one may be tried if required, as the fiuid may be 
localized due to a previous attack of acute pericarditis. It may be performed 
just outside the apex-beat and just inside the area of cardiac impairment. 
Or high up in the angle between the ensiform cartilage and the left costal 
margin of the sternum, passing the needle upwards, backwards, and slightly 
inwards. Or in the fourth, or fifth, or, if the amount of fluid be large, the 
sixth, left intercostal space close to the sternum. Failing these, if the amount 
of fiuid is large, in the left posterior thoracic wall, in the seventh or eighth 
intercostal space in the mid-scapular line with the left arm in a raised 
position. 

The treatment of purulent pericarditis consists in incision and drainage 
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of the pericardial sac, unless the general condition of the patient is too grave 
to allow of it. 


CHronic ADHESIVE PERICARDITIS OR ADHERENT PERICARDIUM 


In this form of pericarditis there are permanent fibrous adhesions between 
the two layers of the pericardium. 

fEtiology.—The condition may follow acute pericarditis, or may be due 
to a primary chronic inflammation of unknown etiology. 

Pathology.—Chronic adhesive pericarditis varies considerably in its 
distribution and severity. The morbid affection may be conveniently 
divided into four groups, namely : (1) Localized, in which event it is usually 
situated at the base of the heart close to the great vessels, or near the apex, 
and the adhesions are generally light. (2) The adhesions are extensive or even 
complete, but light. (3) They are extensive or even complete, and dense and 
exhibit much thickness, obliterating the sac and even firmly binding together 
the visceral and parietal layers—chronic constrictive pericarditis. Sometimes 
the adhesions calcify. (4) The morbid process may occasionally extend 
outside the pericardial sac to involve the mediastinum—mediastino-pericarditis ; 
in which condition there may be adhesions between the pericardium and the 
mediastinal structures, the chest wall, the pleura, or the diaphragm. In 
the third and fourth groups the large vessels entering and leaving the heart may 
be constricted by the adhesions, and this may interfere with the influx and 
egress of blood. The ven cave are most affected. Constriction of the 
hepatic veins may give rise to chronic venous congestion of the liver, and 
ultimately some degree of cirrhosis—Pick’s disease or syndrome, or medtastino- 
pericardiac pseudo-currhosis of the liver. 

In the first and second groups, the condition in some cases gives rise to 
slight or at the most moderate cardiac enlargement. In the third and fourth, 
the heart is enlarged and, especially in the latter, it may be considerably so. 

There is often co-existent chronic valvular disease, and if so it usually 
gives rise to cardiac enlargement, and there may also be involvement of the 
myocardium. 

Symptoms.—Taking all cases of chronic adhesive pericarditis, in a large 
ee of cases there is an absence of symptoms throughout, and the 
condition may only be discovered at necropsy, or, if there is calcification, 
during radioscopy of the chest. The degree of symptoms depends upon how 
much the morbid affection interferes with the cardiac action and so involves 
extra work on the part of the heart. 

In the first two groups described, some cases in the course of time exhibit 
slight or moderate cardiac insufficiency. 

The third and fourth groups always entail extra work on the part of the 
heart, and shortness of breath and evidence of congestive failure usually 
supervene in the course of time. The following signs may be present: Pulsus 
pla Prominence of, less frequently, flattening of the precordium. 

he cardiac pulsation may be increased in area, and may occasionally extend 
even from the second intercostal space to the apex-beat and from the right 
parasternal line to beyond the mid-clavicular line, and may be wave-like 
and undulatory in character. If there are adhesions between the peri- 
cardium and the chest wall there may be systolic retraction in the vicinity 
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of the apex-beat, of the intercostal spaces on either side of the sternum, 
of the lower end of the sternum and of the adjacent costal cartilages, and 
in the epigastrium; and if there are adhesions between the acini 
and diaphragm, there may be the same in the region of the eleventh and 
twelfth ribs posteriorly on the left side—Broadbent’s sign. The apex-beat 
and the left border of the heart may be displaced outwards, and the force 
of the former may be increased. There may be little or no change in the 
position of the apex-beat and that of the heart with a change of position of the 
patient or on deep respiration. When there are adhesions between the heart 
and the diaphragm or sternum, there is limitation, or absence of movement 
during respiration. Diastolic collapse of the veins of the neck (Friedreich’s 
sign) 1s seldom present. A loud and rough first sound in the mitral area may 
be met with, and may simulate a presystolic murmur. 

Radioscopy will reveal some of the foregoing, and in addition there may 
be: diminished amplitude of the pulsation of the heart; bands of adhesions 
connecting the parietal pericardium to the mediastinal] structures, the chest 
wall, the pleura, or the diaphragm; and calcification of the adhesions. 

In constrictive pericarditis, hepatic enlargement, ascites, and visible 
distension of the jugular veins are out of proportion to cedema of the lower 
extremities. There may be swelling of the face. There is persistent increase 
in the venous pressure. The pulse is small and the blood pressure is diminished. 
Pleural effusion is sometimes met with. Unless extra-pericardial adhesions 
are also present, any enlargement of the heart does not exceed that of 
moderate degree. 

Electro-cardiograms usually show low voltage of the Q, R, S deflections, 
or diminished amplitude or inversion of the 7 deflections, or both. 

Diagnosis.—This may be a matter of very considerable difficulty. A 
positive diagnosis should not be made from the presence of one physical 
sign alone excepting perhaps in the case of systolic recession of the sternum 
itself. It is, however, different when at least several are present, especially 
if there is right-sided cardiac enlargement and failure in the absence of 
mitral and chronic pulmonary disease, and particularly if there is a history 
of acute pericarditis, or of acute or subacute rheumatic infection. Pulsus 
paradoxus occurs also in sero-fibrinous pericarditis and some other con- 
ditions. Shght systolic recession in the epigastrium is not infrequent 
in health. Systolic recession of the apex-beat, of the intercostal spaces on 
either side of the sternum, and of the epigastrium may also be due to an 
enlarged right ventricle; and that of the lateral and posterior walls of 
the left side of the chest has been observed in marked enlargement of the 
heart. Systolic recession of the sternum itself is perhaps pathognomonic. 
An absence of alteration of the position of the apex-beat and of -the heart 
with change of position of the patient or on deep respiration may be found 
in pleural adhesions. Radioscopy is a valuable aid in diagnosis. Kvidence of 
calcification is pathognomonic. , 

Constrictive pericarditis may be diagnosed from the clinical picture 
described. Recurring ascites in the absence of cedema elsewhere is exceed- 
ingly suggestive. The result of electro-cardiographic examination is generally 
of help. The condition should be diagnosed from true cirrhosis of the liver, 
‘chronic renal disease, and polyserositis. Such is not difficult. 

Prognosis.—The outlook in the first two groups is good, the duration 
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of life not being affected and the patient’s capacity little or not at all. The 
same largely applies in the third group in the absence of constrictive peri- 
carditis. If such is present, the immediate outlook is not unfavourable but 
in the absence of successful surgical treatment a life of invalidism is almost 
always inevitable. The prognosis in mediastino-pericarditis will depend upon 
ue extent of the morbid affection and the degree of any existing cardiac 
allure. 

Treatment.—lIf such is indicated, the various measures described on 
pp. 861-973 should b: consulted. Otherwise the treatment consists in the 
consideration of surgical measures in certain cases. 

There are two procedures, namely, that recommended and practised by 
Bauer, and the other by Delorme. The first is employed when there are 
extensive and firm adhesions between the pericardium and the chest wall. 
It consists in the removal of several ribs and costal cartilages on the left side 
over the precordium, and dividing the adhesions. This is a comparatively 
simple operation with a relatively low mortality, and is often very successful. 
The other procedure is used in chronic constrictive pericarditis with an 
absence of external adhesions. It consists of decortication, ¢.e. the removal 
from the surface of the heart of as much as possible of the adhesive tissue, 
and also dividing any adhesions which may constrict the blood vessels. 
This is a much more difficult and dangerous operation, but in some cases 
the results have been brilliant. 

Surgical measures are only indicated in carefully selected cases and if 
performed by those with special skill and experience. 


HYDROPERICARDIUM 


A certain amount of fluid is usually found in the pericardium after death. 
In hydropericardium, or dropsy of the pericardial sac, the amount is in 
eXCess. 

The condition is always secondary. It is usually due to cardiac or renal 
disease, in which event there is generally hydrothorax or ascites, or both. 
Rarely it is the result of obstruction of the veins by aneurysm, enlarged 
glands, or new-growths, or of cachectic conditions. 

The clinical features are those of the primary affection and of sero- 
fibrinous pericarditis except that there is an absence of friction on auscultation. 

The prognosis is that of the primary condition. 

The treatment is that of the causal affection together with the restriction 
of the daily amount of fluid and the administration of diuretics. If urgent 
symptoms appear to demand it, parancentesis may be performed ; this, 
however, is rarely necessary. 


PYOPERICARDIUM. (Purulent Pericarditis, see pp. 957, 958) 


HAMOPERICARDIUM 


By this is meant the presence of blood in the pericardial sac, occurring 
apart from pericarditis. 
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The condition may be due to rupture of the aorta, one of the coronary 
arteries, or the heart, perforation of the wsophagus, punctured wounds, 
or the result of purpura or scurvy. 

There may be sudden death; or there may be sudden pallor, syncope, 
and collapse, and the patient may live for some hours or even months. 

Except in some traumatic cases in which surgical interference is possible, 
the outlook is hopeless. 

The treatment is limited to immediate surgica] operation in certain cases, 


PNEUMOPERICARDIUM 


Definition.—-By pneumopericardium is meant the presence of air in the 
pericardial sac. It is a very rare condition. Pericarditis is always present, 
with serous (pneumo-hydropericardium), purulent (pneumo-pyopericardium), 
or hemorrhagic (pneumo-hemopericardium) effusion. 

ZEtiology and Pathology.—The affection may be due to wounds through 
the chest wall, or the result of communication with an air-containing organ 
or cavity, such as occurs In abscess or gangrene of the lung, pneumo- 
thorax, malignant disease of the cesophagus, gastric ulcer, and hepatic 
abscess. 

Effusion of fluid, very frequently purulent, usually develops in the 
course of time. 

Symptoms.—The onset may be sudden or gradual. Breathlessness, 
precordial discomfort or even pain, faintness or syncope, and cyanosis are 
the most constant symptoms. There may be a certain amount of bulging 
of the precordium; the apex-beat is diminished in force or even absent ; 
on percussion, a tympanitic note is to be observed ; and the cardiac sounds 
ere On X-ray examination the air within the pericardium is 
evident. 

If fluid is present the tympanitic area diminishes, and its site varies 
according to the position of the patient. In the recumbent position it may 
be heard over most of the preecordium, while if the patient be sitting upright 
the lower part of the precordium becomes impaired and the upper part 
hyper-resonant. This is confirmed by X-ray examination. On auscultation, 
metallic and splashing sounds, resembling those produced by a water-wheel 
or a churn, synchronous with the movements of the heart, are audible ; 
these sometimes become more pronounced on shaking the patient, and 
occasionally may be heard at a considerable distance. Pericardial friction 
is sometimes also to be noted. 

Diagnosis.—The diagnosis is not difficult when the features enumerated 
are present. Care, however, should be taken to exclude a large pulmonary 
vomica in the neighbourhood of the heart, a left-sided pneumothorax, and 
dilatation of the stomach. 

Prognosis.—The majority of cases die within the course of a few days. 
Traumatic cases, however, have been known to recover; the wound may 
heal and the air be absorbed. 

Treatment.—In traumatic cases, paracentesis of the pericardial suc, 
with free incision and drainage if the fluid be purulent, is advisable. In 
other cases, treatment is usually palliative. 
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TUBERCULOSIS OF THE PERICARDIUM 


Tuberculosis of the pericardium is not so rare as is generally supposed. 
It is usually secondary to tuberculosis of the mediastinal glands, the pleura, 
or elsewhere, but it may be part of a generalized tuberculosis, ad some 
cases have been recorded in which apparently it was primary. 

The morbid affection may be of the fibrinous type, ending in adhesions, 
which may be very thick; or it may give rise to effusion, varying from a 
small to a very large amount, in which event the membrane is often thickened 
and sometimes the fluid is hsemorrhagic. 

In the case of fluid the onset may be slow and insidious. There may be 
pressure symptoms. The conditions may be recognised by percussion and 
X-ray examination. 

In tuberculosis of the pericardium there may be, in addition to the usual 
symptoms, loss of weight and strength, and pyrexia. 

A diagnosis may be made from an absence of rheumatism or other cause, 
the features described, and there may be evidence of tuberculosis elsewhere. 

The fluid sometimes resolves spontaneously. The treatment is that of 
pericarditis together with that of tuberculosis. 

FREDERICK W. PRICE. 


OTHER DISEASES OF THE HEART OR 
PERICARDIUM 


ANEURYSM OF THE HEART 


Aneurysm of the heart may occur in its valves, or walls, or in the coronary 
arteries. 

Acute aneurysm of the valves may occur in septic endocarditis, the 
semilunar being more commonly affected than the auriculo-ventricular 
valves, The aneurysm bulges in the direction of the blood current ; rupture 
may take place, giving rise to perforation and valvular incompetence. 

Acute aneurysm of the walls of the heart may take place in acute mural 
‘septic endocarditis, usually in the interventricular septum, in the neigh- 
bourhood of the undefended space. A diagnosis is scarcely possible. 

Chronic aneurysm of the walls of the heart is comparatively rare. In 
the vast majority of cases it is the result of coronary occlusion with infarction 
of the heart (see page 991), but occasionally is due to fibrosis of the myo- 
cardium independent of such, and rarely to traumatism, the result of a stab, 
or to gummata. 

_ In the majority of cases the anterior apical portion of the left ventricle 
is affected, or, less frequently, the aneurysm is found in the posterior wall 
of the left ventricle near the base. The aneurysm consists of a sac or localised 
depression, communicating with one or more chambers of the heart, the 
size varying from that of a small marble to an orange, or even larger. Its 
wall is formed of fibrous tissue and musole-cells, in varying proportion, 
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according to the length of time it has been in existence. Occasionally a 
certain amount of calcareous matter is present. The endocardium is thickened 
and is often lined by laminated clot, which may give rise to emboli. The 
pericardium over the affected area is usually adherent. 

The symptoms of aneurysm are those of general cardiac failure. The 
area of cardiac impairment may be increased, and occasionally a tumour 
in the region of the apex may be detected. | 

A diagnosis may be made from the history, the clinical features, and the 
results of X-ray examination. 

Sudden death is not of uncommon occurrence, although rupture is com- 
paratively rare. 

Aneurysm of a coronary artery is rare and is usually due to atheroma. 


WOUNDS OF THE HEART 


Wounds of the heart are not. of very uncommon occurrence. They may 
be the result of stabbing, bullet wounds, a paracentesis needle, or the passage 
of foreign bodies from the cesophagus. Recovery occurs in a fair proportion 
of cases, especially when due to stabbing. Treatment of these cases is 
purely surgical. 


RUPTURE OF THE HEART 


Rupture of the heart is a rare event, and recent observations suggest that 
in the great majority of cases it is the result of coronary occlusion with 
infarction of the heart (sce above), but occasionally is due to fibrosis of the 
myocardium independent of such, and rarely to fatty degeneration or to 
traumatism. In the majority of cases the anterior apical portion of the 
left. ventricle is affected, or, less frequently, near the base of that chamber 
or in the interventricular septum. 

Rupture of the heart occurs nearly always during physical exertion. 
It may result in sudden death ; or its occurrence may be indicated by sudden 
agonising pain, intense dyspnoea, pallor, syncope, and collapse. In the 
latter case, the patient may live for some hours or even days. 


CONTUSION OF THE HEART 


This may result from the driver of a motor-car being thrown violently 
against the steering-wheel, or a very severe blow to the chest wall. 

The symptoms and electro-cardiographic findings may resemble those 
of a coronary occlusion. 


NEW-GROWTHS OF THE HEART AND PERICARDIUM 


Neoplasms arising from the heart or pericardium are rare and relatively 
unimportant. Secondary neoplasms resulting from metastases from 
malignant disease elsewhere in the body, or from direct extension of malignant 
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disease of the cesophagus and lungs, are much more common than primary 
neoplasms, of which sarcoma and myxoma form the most frequent types. 

t is seldom possible to diagnose neoplasms of the heart and pericardium 
before death. adioscopy has permitted a diagnosis in rare instances. 
The prognosis is hopeless, and treatment by surgery or radiotherapy in the 
few cases recognised during life has been of little avail. 


CONGENITAL HEART DISEASE 


ZEtiology.—Congenital heart disease is comparatively rare; it is found 
in about 2 per cent. of all patients suffering from organic morbus cordis. 
In the great majority of cases the condition is the result of some abuormality 
of development, but very occasionally a foetal endocarditis would appear to 
be responsible. Heredity is probably a factor. The incidence is said to be 
relatively more frequent in first-born children. Some of the individual 
lesions are equally distributed among males and females, but in Maude 
Abbott’s classical series, certain conditions, such as primary dextro-cardia, 
cor biloculare, cor triloculare and co-arctation of the aorta were found 
to be much more common in the male; and simple patency of the ductus 
arteriosus was more frequent in the female. The right side of the heart 
is more often affected than the left, and the pulmonary orifice very much 
more frequently involved than the tricuspid. 

Other congenital anomalies are often present in congenital morbus cordis. 

Varieties.—There are many varieties of congenital heart disease. <A 
combination of several lesions is usually present, a single lesion being un- 
common. 

In ectopia cordis the heart is situated outside the thoracic cavity; it 
may lie in the neck (ectopia cervicalis) or outside the chest wall (ectopia 
pectoralis), or in the abdominal cavity (ectopia abdominalis), In meso- 
cardia, the heart occupies the mesial position of the thoracic cavity, the apex 
being in the epigastrium. 

In dextro-cardia, the heart lies on the right side of the thoracic cavity, 
with the aortic and mitral orifices on the right, and the pulmonary and 
tricuspid orifices on the left, side. This variety of congenital heart disease 
18 usually associated with transposition of the viscera. Dextro-cardia without 
transposition of other viscera is very uncommon, and when it occurs it is 
generally accompanied by some other cardiac lesion. 

Defects of the pericardium may be met with. 

DrFEcTs IN THE INTERAURICULAR SEpTUM.—The foramen ovale is a 
valve-like opening between the auricles that during fcetal life allows tke 
passage of blood from the venous to the arterial circulation without going 
into the lungs. It usually closes soon after birth and is generally completely 
Impervious within a few weeks of life. The membrane closing the foramen 
ovale may, however, be defective at one point, leaving a valve-like slit, or 
it may be perforated by small fenestrations. Such changes may be observed 
in about one-fourth of all post-mortem examinations, and are not to be 
regarded as of any clinical importance. A widely patent foramen ovale 
may occur without other congenital abnormalities, but is gencrally associated 
with such lesions as pulmonary stenosis, or transposition of the great arterial 
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trunks. Rarer congenital defects in the interauricular septum are a per- 
sistence of the ostium primum, which is a circular or crescentic orifice in the 
lower part of the interauricular septum, or a persistence of the ostium 
secundum, which is an orifice in the upper part of the interauricular septum. 
More rarely there may be an entire absence of the interauricular septum, 
giving rise to a three-chambered heart (cor triloculare biventriculare) if two 
ventricles are present, or to a two-chambered heart (cor biloculare) in the 
case of a single ventricle. These lesions date from an earlier stage of footal 
life; they are of more scrious significance and are generally accompanied 
by other lesions. 

DEFECTS IN THE INTERVENTRICULAR SEpTtum.—<According to some 
observers, a partial defect is found in about 30 per cent. of all cases showing 
evidence of congenital heart disease. The usual position of the defect is 
at the base of the heart in the region of the pars membranacea or so-called 
undefended fibrous space. When the condition exists alone, it is called 
Roger’s disease. This is relatively rare, comprising only 46 of the 255 cases 
of congenital heart disease with a defective interventricular septum collected 
by Maude Abbott. The great majority of cases are associated with other 
congenital cardiac lesions, such as pulmonary stenosis or atresia. The 
commonest of all combinations of congenital cardiac lesions consists of a 
defective interventricular septum, a pulmonary stenosis, hypertrophy of 
the right ventricle and dextraposition of the aorta—known as the tetralogy 
of Fallot. In such cases the patency of the interventricular septum may 
to some extent be a compensatory mechanism for the purpose of relieving 
the increased pressure within the right ventricle. A defective interventricular 
septum may involve the auriculo-ventricular bundle and so cause a con- 
genital auriculo-ventricular heart-block. A complete absence of the inter- 
ventricular septum is only rarely met with. There will be either a resultant 
three-chambered heart (cor triloculare biatrium) or a two-chambered heart, 
depending upon whether there are two auricles or a single auricle. 

DEFECTS OF THE PULMONARY ARTERY.—One of the largest groups of 
congenital heart disease is that of pulmonary stenosis. In such, a patent 
interventricular septum is present in the great majority ; a patent foramen 
ovale is of not infrequent occurrence; while the ductus arteriosus may 
often remain patent. Pulmonary atresia, or complete obliteration of the 
pulmonary orifice, is much less common than stenosis, and is always associ- 
ated with a patent interventricular septum, the blood supply to the lungs 
coming from the aorta through a patent ductus arteriosus. Pulmonary 
stenosis of congenital origin usually consists of a fusion of the cusps into 
either a diaphragm or a funnel. While the lesion is much more frequently 
due to a defective devclopment, in some cases it is the result of a foetal 
endocarditis. In many cases of pulmonary stenosis, the valve itself may be 
normal, the stenosis affecting the region of the infundibulum an inch or 80 
below the valve, so that the condition would more correctly be termed 
infundibulum stenosis. The effect of lesions of the pulmonary valve is 
mainly on the right ventricle, usually giving rise to considerable anlstverient. 
Pulmonary stenosis is commonly found in association with hypertrophy of 
the right ventricle, a patent interventricular septum and dextraposition of 
the sorta—Fallot’s tetralogy. A patent interventricular septum, or 4 
patent interauricular septum, or a patent ductus arteriosus, in conjunction 
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with a congenital pulmonary stenosis is to be regarded, to a great extent, 
as @ means of compensating for the increased blood pressure in the right 
ventricle and so helping to maintain a more efficient circulation. 

An abnormal number of cusps—two or four—of the pulmonary valve 
may sometimes be noted; a congenital regurgitation of the pulmonary 
valve is very rare; and persistence of the truncus arteriosus is extremely 
uncommon. Otber anomahes of the pulmonary artery are very rarely 
met with. 

Stenosis and atresia of the aortic orifice are of much rarer occurrence 
than of the pulmonary. 

Co-ARCTATION OF THE AorRTA.—This is a localised narrowing of the 
aorta, of varying degree, in the neighbourhood of the insertion of the ductus 
arteriosus, which may remain patent. The condition is more common in 
males than in females. While a pronounced degree of the defect is com- 
paratively rare, slighter grades are not uncommon and may often escape 
detection. Two varieties of co-arctation of the aorta have been described, 
namely, an infantile and an adult. In the first, the whole of the isthmus 
of the aorta, or the part between the origin of the left subclavian artery 
and the ductus arteriosus, is narrowed. The blood usually enters the descend- 
ing aorta mainly through a patent ductus arteriosus. In the adult variety 
there is a localised constriction of the aorta at, or most often just below, 
and only rarely above, the insertion of the ductus arteriosus. This type 
would seem to be associated in some way with the spread of the process 
which leads to obliteration of the ductus arteriosus to the walls of the aorta, 
or with traction of the ductus. In many cases of the adult variety the 
ductus arteriosus remains patent. In the variety with a closed ductus an 
elaborate collateral circulation is developed, the blood being carried to the 
lower part of the body by means of widely dilated and tortuous internal 
mammary, scapular, intercostal and deep epigastric arteries. Other con- 
genital heart lesions may co-exist, but usually such is not the case. The 
aorta is dilated above the site of the constriction, and narrowed below with 
slight dilatation immediately beyond the constriction. 

Hypoplasia of the aorta, or narrowing of the lumen of the aorta, through- 
out its whole extent, with diminished size of the heart, has been described 
by Virchow. Other associated congenital heart lesions may be present. 

Dextraposition of the aorta, so that it lies astride both ventricles, has 
already been referred to as part of Fallot’s tetralogy. A nght or double 
aortic arch and other variations have been described. 

Transposition of the great vessels, so that the aorta arises from the right 
ventricle and the pulmonary artery from the left, occurs very infrequently. 
Other co-existing congenital lesions, such as a patent interauricular septum, 
or a patent interventricular septum, or a patent ductus arteriosus, are 
usually present. Other malpositions of the pulmonary artery and aorta, 
as, for example, both trunks arising from the left ventricle, have been 
occasionally recorded. 

Supernumerary cusps of the aortic valve are seldom met with, but a bicuspid 
aortic valve is of relatively common occurrence. Lewis has pointed out 
that. a congenital bicuspid aortic valve is apt to be the site of a subacute 
bacterial endocarditis in later life. 

Patent Duorus ArTERIOsUS.—The function of the ductus arteriosus is 
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to divert most of the blood in the foetus from the pulmonary artery into the 
aorta. It usually closes soon after birth. A patent ductus arteriosus is, 
however, a relatively frequent congenital lesion. It may vary in degree 
from a very fine passage to a comparatively wide canal. It may occur 
without any other congenital cardiac defect, but is more commonly com- 
pensatory to some such lesion. Thus, it may be associated with a pul- 
monary stenosis, in which case it serves to convey the blood from the aorta 
to the branches of the pulmonary artery; or with the congenital type of 
co-arctation of the aorta, in which event it will enable the aorta to be filled 
with blood from the pulmonary artery. 

Congenital anomalies of the auriculo-ventricular valves occur very in- 
frequently. In this connection, a considerable proportion of cases of tri- 
cuspid stenosis or atresia are congenital in origin, while tricuspid incom- 
petence is rarely so, though it may be associated with pulmonary atresia. 
Congenital] lesions of the mitra] valve are much more rare than those of the 
tricuspid orifice. 

Anomalies of the coronary arteries and of the great veins, and arterio- 
venous aneurysm are very rarely found. 

Symptoms.—The subjective symptoms of congenital heart disease vary in 
intensity according to the site and degree of the lesion. Septal defects 
generally have a less disturbing effect upon the circulation than stenosis or 
atresia. 

In congenital heart disease the symptoms are usually apparent soon after 
birth, but on the other hand nothing abnormal may be obvious until later 
on in life, and in some cases of septal defects the affection may be discovered 
only on physical examination or at necropsy. 

Shortness of breath and cyanosis are the most common symptoms, The 
former is more frequent and may vary from a simple increase in the respira- 
tory rate to extreme dyspnoea when cardiac failure is present. The degree 
of respiratory discomfort will depend upon the amount of oxygen unsatura- 
tion. Dyspnoea may occur in paroxysms during the time when there is a 
temporary increase in the amount of blood shunted into the systemic circula- 
tion, which in turn may lead to the occurrence or an increase of cyanosis. 
When there is marked dyspnea, cough is common and hemoptysis is not 
infrequent. 

Cyanosis is found, in a slight to marked degree, in about half the cases ; 
the term “ morbus cceruleus ’’ has, indeed, been applied to congenita] heart 
disease. The cyanosis is in part due to the passage of unaerated blood 
directly from the right heart to the arterial system and in part to deficient 
oxygenation of the blood in the lungs, the latter the result of disturbances 
in the pulmonary circulation. Cyanosis will be seen in the skin and mucous 
membranes when the volume of reduced hemoglobin in the capillaries rises 
above 7 per cent. It is usually most marked in the lips, nose, the malar 
region and the fingers and toes, being especially noticeable in the nails. 
It may be confined to these localities, or may be more general. The degree 
of cyanosis varies up to a deep purple, and is increased on exertion. The lips 
and nostrils may exhibit thickening, and clubBing of the terminal phalanges 
of the fingers and toes is usually present, due to chronic venous congestion. 
In cases showing cyanosis, the blood is found to have increased viscosity, 
and its specific gravity may be as high as 1070. There is a considerable 
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increase in the number of erythrocytes, and the number may occasionally 
reach 9,000,000 per cubic millimetre, and rarely even more. The hemoglobin 
is also increased, and may be up to 160 per cent. The leucocyte count is 
unchanged, unless there is a complicating infection. 

The temperature of the skin tends to be subnormal. The subjects of 
congenital heart disease are very susceptible to any fall of temperature, and 
are particularly liable to attacks of bronchitis. There is generally retarda- 
tion of growth, and in many cases wasting. The mental condition is, as a 
rule, backward, and the patient is frequently dull and lethargic. As the 
result of anoxemia, there may be syncopal attacks, which may even give 
rise to prolonged unconsciousness, while epileptiform attacks may also occur. 
There is a tendency to hemorrhages from the nose and gums, and less often 
from the lungs. 

The pulse may be quickened in rate. There is usually evidence of cardiac 
enlargement, of varying degree, the right side of the heart being especially 
affected. Frequently a murmur, and sometimes a thrill, usually systolic in 
time, are to be noted. While the point of maximum intensity of the murmur 
is commonly over the pulmonary area, it may be difficult or impossible to 
define. Usually the murmur is rough and harsh, and may be very loud, 
though it may be faint. The pulmonary second sound may be normal, 
diminished or increased in loudness. Distension or pulsation of the jugular 
veins may be present. The veins of the retina are dilated and tortuous, 
and both arteries and veins are much darker than normal. When there is 
marked congestion, retinal hseemorrhages may occur. 

Other bodily malformations are not infrequently to be noted. 

Indications of increasing chronic venous congestion, such as oedema, 
which at a later stage becomes general, hemorrhages, hepatic enlargement, 
albuminuria, hemoptysis and transudation of fluid into the serous sacs may 
supervene. 

The chief complications of congenital heart disease are subacute bacterial 
endocarditis or endarteritis, one of the acute infective diseases, especially 
pneumonia and pulmonary tuberculosis, syncope, coma, convulsions, and 
hemiplegia, the result either of thrombosis or hemorrhage. Paradoxical 
embolism may occur in subjects with a patent septum. 

We will now pass to the consideration of the symptomatology of the 
individual lesions. 

In dextro-cardia there is usually an absence of any subjective symptoms, 
and the lesion is only discovered accidentally, unless some other congenital 
abnormality causes symptoms. The apex-beat is on the right side of the 
thorax, and the point of maximum intensity of the aortic second sound is 
on the left instead of the right side. X-ray examination will reveal the 
condition. The other viscera are usually transposed, and if such is not the 
case, there is generally some co-existing cardiac lesion. 

In uncomplicated patency of the interauricular septum when the defect 
is small, not infrequently there is an absence of subjective symptoms, and 
consequently the condition may not be discovered during life. In the case 
of a wide patency, the heart is enlarged, especially the right auricle and 
the right ventricle, which apparently receive additional blood from the left 
auricle. Systolic murmurs are present in about a quarter of the cases, and 
are best heard over the base or the midsternal region ; and rarely a thrill has 
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been noted. Radioscopy may show enlargement of the right auricle and 
right ventricle, a prominent pulmonary arc and distension of the pulmonary 
branches. 

When patency of the interventricular septum exists alone, 1.e. Rogers’s 
disease, the subjective symptoms may be slight. Cyanosis will not be 
present unless there is a veno-arterial shunt permitting one-third of the 
venous blood to pass through the septal defect from the right to the left 
ventricle. If the defect is large, the right ventricle will be hypertrophied. 
The characteristic signs of a patent interventricular septum are the 
presence of a systolic murmur, sometimes accompanied by a thrill, heard 
best in the third and fourth left intercostal spaces just to the left of the 
sternum, but it may be audible over the whole of the precordium and both 
sides of the chest posteriorly. It is not conducted to the vessels ofthe neck. 
The intensity of the murmur will vary inversely with the size of the defect 
in the septum, and patients with loud murmurs may have no symptoms. 
In those cases described by Roger, the murmur commenced early in systole 
and was prolonged into diastole, and the point of maximum intensity was 
in the middle line over the upper third of the precordial region. In patency 
of the interventricular septum, the second sound at the base in some cases 
is obscure, and in others 1s quite distinct. Usually there are manifestations 
of other congenital cardiac lesions, and these then predominate. 

In congenital pulmonary stenosis, cyanosis 1s a feature in the vast majority 
of cases, because some other lesion is usually present. It is then noted 
within a few weeks of birth, but in rare instances may only make its appear- 
ance some years afterwards. Clubbing of the fingers, polycythemia and 
defective growth are common. There is a harsh and loud systolic murmur, 
with its point of maximum intensity in the second intercostal space just 
to the left of the sternum, which may be audible over a considerable area 
of the chest and may be conducted upwards and outwards towards the left 
shoulder, but not to the vessels of the neck. There is often a systolic thrill. 
The pulmonary second sound is usually diminished or practically absent. 
X-ray examination is of considerable value in diagnosis. in cases of Fallot’s 
tetralogy the cardiac apex is lifted away from the diaphragm, and there is 
sometimes concavity in place of the shadow of the pulmonary artery, but 
often the pulmonary arc is prominent. The ascending aorta is seen to pass 
up on the right side of the spine. The physical signs of congenital stenosis at 
the aortic orifice are the same as those of the acquired form of the disease. 

The evidence of co-arctation of the aorta may be so slight that the lesion 
may entirely escape notice during life. The condition should be suspected 
when there is an inequality of blood pressure and pulse volume in the arms 
and legs respectively; the brachial systolic blood pressure may be con- 
siderably raised, even up to 200 mm. or more, while the femoral blood pressure 
is low, 100 mm., and the femoral pulse is small. The pressure in both arms 
is generally equal, except in those infrequent cases in which the co-arctation 
occurs proximal! to the origin of the left subclavian artery. There is evidence 
of a compensatory collateral circulation, and the internal mammary, inter- 
costal, scapular and deep epigastric arteries may be dilated and tortuous. 
A long systolic murmur, rarely accompanied by a thrill, may be heard over 
the aortic area and precordium, and the murmur may be transmitted along 
the course of the Filated anastomosing vessels, X-ray examination will 
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show enlargement of the left heart, while there is a decrease or an absence 
of the shadow of the aortic knob with dilatation of the ascending aorta 
and the first part of the aortic arch. Erosion of the ribs by the dilated 
intercostal arteries may be seen. Marked co-arctation of the aorta may lead 
to heart failure, while rupture of the aorta, apoplexy due to cerebral 
heemorrhage, and an infective endarteritis invading the area of the co- 
arctation may occur. 

Hypoplasia of the aorta may be accompanied by a tendency to pallor, 
with slow and incomplete growth and a generally backward development. 

When a patent ductus arteriosus occurs alone, there may be an absence 
of subjective symptoms. In other cases, there may be shortness of breath 
and slight cyanosis. When the lesion is compensatory to some associated 
congenital abnormality, such, for example, as a pulmonary stenosis, shortness of 
breath and cyanosis may be marked, and the patient is often under-developed. 
Characteristic of a patent ductus arteriosus is the presence of a murmur with 
certain features. Its point of maximum intensity is in the second left inter- 
costal space close to the sternum. It may be systolic in time but usually 
is continuous during systole and diastole, beginning shortly after the com- 
mencement of the first sound and extending into a considerable part of 
diastole and it may be persisting throughout the cardiac cycle, frequently 
with systolic accentuation. The murmur is loud and harsh. It has variously 
been described as resembling the sound of a humming-top, or a mill-wheel. 
It is well conducted towards the left clavicle, but is not propagated downwards 
to the right or into the carotid arteries. There is generally a thrill, The 
second sound in the pulmonary area may be accentuated. Enlargement of 
the right ventricle and the conus arteriosus will tend to occur, and X-ray 
examination will show an abnormal bulging of the left upper border of the 
cardio-vascular shadow. As was pointed out by Gerhardt, the area of cardiac 
impairment may extend unduly to the left of the sternal border. In ex- 
ee cases the patent ductus arteriosus may be the seat of an aneurysmal! 

atation. 

For Clinical Electro-cardiography in Congenital Heart Disease, see 
p. 1007. 

Diagnosis.—While it is usually not difficult to say that congenital heart 
disease exists, the diagnosis of the variety is often fraught with great difficulty 
because of the frequent combination of defects and the variability of the 
physical signs. 

- In considering the question of diagnosis, the history of the case, the 
subjective symptoms, the existence or otherwise of evidence of enlargement 
of the right side of the heart, and the time of occurrence, the point of maximum 
intensity and the direction of selective propagation of any existing murmur, 
are all points which should be taken into account. X-ray examination may 
furnish valuable information with regard to differential diagnosis. — 

With regard to the diagnostic value of the various symptoms, it may be 
remarked that cyanosis, even of marked degree, may be present during an 
attack of acute bronchitis in infancy and early childhood, especially in 
anemic and rickety subjects, and also in cretinism; and that clubbing of 
the fingers may exist in the acquired form of heart disease, more especially 
in mitral stenosis, while it may be absent in the slighter forms of congenital 
disease, It is also necessary to point out that in some cases of congenital 
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heart disease the right side of the heart may be only slightly enlarged. The 
murmurs are usually systolic in time, and loud, and their point of maximum 
intensity and direction of selective propagation are not so typical as those 
of the acquired form of heart disease. In cases of a non-functional systolic 
murmur, having its point of maximum intensity over the pulmonary area, 
the possibility of congenital heart disease should be thought of. It may, 
however, be exceedingly difficult, and indeed impossible, to distinguish 
functional basic murmurs from those of congenital heart disease during 
infancy and childhood by means of auscultation alone, though such murmurs 
are usually not so harsh as those due to congenital defects, and are not 
accompanied by cardiac enlargement or cyanosis. It should be recognised 
that a continuous murmur occupying systole and diastole may also be due 
to a venous hum transmitted from the neck as well as to arterio-venous 
aneurysm. 

If there be a history of a marked cyanosis soon after birth, and of the 
presence of clubbing of the fingers, evidence of enlargement of the right side 
of the heart, and a systolic thrill and murmur whose point of maximum 
intensity and direction of selective propagation are not so typical as those 
of the acquired form of heart disease present in carly life, a positive diagnosis 
of the congenital form of heart disease is not difficult. The discovery of 
congenital anomalies elsewhere in the body favours the diagnosis of congenital 
heart disease. 

With regard to the differential diagnosis of the variety of the lesion or 
lesions, the reader is referred to the section on Symptoms, pp. 970-973. 

Prognosis.—The prognosis of congenital heart disease exhibits wide 
variation. If the defect be slight, as, for example, a patent foramen ovale 
or a small opening in the interventricular septum, a considerable proportion 
of cases may live to an advanced age without experiencing at any rate 
pronounced subjective symptoms. Even in these cases, however, there is 
a liability to bacterial infection, especially of a streptococcal nature. Such 
is by no means infrequent, particularly in the case of bicuspid aortic valves 
and a patent ductus arteriosus, and is of serious significance, being always 
fatal. If the defect is severe, the prognosis is more scrious. In a large 
proportion of cases the duration of life is brief and, indeed, the individual 
may die a few hours after birth. According to Paul White, the prognosis 
depends upon two factors: (1) The degree of anoxemia, which is indicated 
to a certain extent by the degree of cyanosis; and (2) the amount of direct 
strain on the heart. It should be remembered that anoxemia and cyanosis 
are not strictly comparable, for if there is a polycythemia there may be a 
sufficient quantity of oxygen in the blood for the tissues, and yet there may 
in addition be enough reduced hemoglobin to cause the cyanosis. Lastly, 
the prognosis 1s much influenced by whether the patient is well protected 
against an unfavourable environment and intercurrent disease. 

Kctopia cordis is rarely compatible with extra-uterine life. Meso-cardia, 
dextro-cardia and defects of the pericardium are compatible with long life. 
Life cannot exist with a bilocular heart. Trilocular heart is compatible 
with life for some years, and, indeed, instances have been recorded in which 
individuals have lived to adult age; usually, however, the period of life 
is short. Persons suffering from septal defects not infrequently live to an 
advanced age, When patency of the interventricular septum occurs alone 
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and the opening is not large, the individual may live to past middle life ; 
when it occurs In association with other lesions, the prognosis depends upon 
the latter. The prognosis of an individual suffering from pulmonary stenosis 
depends upon, besides those points already mentioned, whether there is a 
patent interventricular septum to afford relief to the over-distended right 
heart. Death may occur, on the one hand, within a few hours after birth, 
while, on the other, in the case of lesions of slighter grade, life may be pro- 
longed for 5, 10 or 20 years, and occasionally even to middle life; indeed, 
if a patent interventricular septum be present in these slighter lesions, cases 
have been recorded in which patients have lived to the age of 60. Taking 
cases of pulmonary stenosis as a whole, however, most of the patients die at 
an early period of life. Pulmonary atresia is a much more serious condition, 
and life is prolonged for only a brief period. Cases of stenosis at the aortic 
orifice very rarely survive birth, and in those in which stenosis exists above 
the entrance of the ductus arteriosus, life is prolonged at the outside for a 
few months only, but when just below the entrance of the duct it may be 
prolonged till middle age or over. Cases of transposition of the great vessels 
do not survive for more than a few hours unless there is a septal defect, in 
which case they may live for some years, and instances up to adult or even 
muddle age have been recorded. Persistence of the ductus arteriosus is not 
infrequently compatible with adult life, and individuals have been known 
to have lived even to old age. 

Treatment.—The general measures previously laid down are applicable 
also to this affection. It is particularly important that the patient should 
be kept warm, and it is imperative that careful and detailed measures should 
be adopted for the prevention of bronchitis; if bronchitis should occur, 
adequate treatment should be adopted without delay. Even in the least 
serious lesions, care should be taken to guard against infection. When the 
tonsils are diseased, tonsillectomy is advisable in childhood if the risk is not 
unreasonable, but not during infancy. 

If cardiac failure supervenes, or if any complication occurs, they are to 
be treated on the lines laid down elsewhere. 


SYPHILITIC AFFECTIONS OF THE AORTA, THE HEART, AND 
THE PERICARDIUM 


TH1s subject is one of much importance and also of considerable difficulty, 

more especially as regards the relative frequency and diagnosis of the con- 

dition, which are intimately bound up with etiological and pathological 

reas I shall confine my remarks to the acquired form of the 
ease. 

Relative Frequency and Pathology.—Formerly the importance of 
syphilis as a cause of heart disease was not sufficiently recognised. Later 
the pendulum swung too much the other way. Thus, assertions that syphilis 
is responsible for a quarter to one-third of the total number of cases of 
organic disease of the heart, for about three-quarters of all cases of aortic 
incompetence and almost invariably for those in which there is an absence 
of a definite history of acute or subacute rheumatism, and is by far the 
most frequent cause of chronic myocardial discase are quite unwarranted. 
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As to the first, statistics vary exceedingly, but it is probable that syphilis 
accounts for less than 10 per cent. of all cases of organic heart disease in this 
country, though its incidence is higher in some non-European populations ; 
it is the cause of about one-third of all cases of aortic incompetence and 
accounts for a considerable majority of those occurring between the ages of 
40 and 60, especially in males; and is an important etiological factor of 
angina pectoris under the age of 40. There is good reason for the belief 
that syphilis as a cause of heart disease is diminishing. Excluding the 
possible effect of the present war, it is much more often responsible for 
such in males than in females. 

Syphilitic arteritis commences in the secondary stage but may only 
become marked in the tertiary. 

Acquired syphilis may affect the aorta, which may involve the orifices 
of the coronary arteries; in the opinion of some writers, very rarely the 
coronary arteries themselves ; the cardiac valves; and the myocardiun:. 

The pathology of syphilis of the aorta (syphilitic mesaortitis) and its 
results are described on page 1031, and elsewhere. 

The following considerations are among those noted: The first part of 
the aorta is the most commonly affected. Syphilis invades the aorta from 
without. The disease-process is the result of inflammation of the vasa 
vasoerum and their terminations in the coats of the aorta. The adventitia 
and, later, the media of the areas of the aorta supplied by the inflamed vasa 
vasorum are secondarily affected, and the inflammation is mainly confined 
to these coats. The inflammation in the media is followed by absorption 
and, it may be, necrosis of the elastic tissue and muscle-fibres, and at a later 
date by new formations of fibrous tissues. The intima over the areas of 
inflammation is usually thickened. This is merely secondary, and is pro- 
tective or compensatory. In its earlier stages, it is to be distinguished from 
atheroma by the naked eye. It is to be added, however, that in the later 
stages, atheroma usually occurs in the thickened intima over the areas of 
inflammation ; also that syphilitic mesaortitis and primary atheroma may 
co-exist, especially in later life. 

The weakening of the middle coat of the aorta by syphilitic aortitis leads 
to dilatation of its lumen. This may be general (diffuse aneurysm), or 
localised (circumscribed or saccular aneurysm) ; the latter is usually accom- 
panied by some degree of the former. 

Syphilitic aortitis may give rise to narrowing or complete occlusion of 
the coronary arteries (see p. 948). As stated, in the opinion of some, syphilis 
may rarely affect the vessels themselves, The disease-process in the aorta 
may spread to the aortic cusps, giving rise to incompetence of the valve 
(see p. 932), and m the opinion of some it rarely extends to the base of the 
aortic cusp of the mitral valve. Syphilis may cause fibrosis of the myo- 
cardium, (see p. 949). Gummata are relatively rare. The commonest site 
is in the septum, especially high up, and in the case of the latter the 
conducting system may be implicated and auriculo-ventricular block may 
result, but they may also occur in the wall of the heart. 

In congenital syphilis, spirochetes are frequently numerous throughout 
the myocardium, but the latter usually shows little change although in some 
there is a good deal of proliferation of the connective tissue. Gummata 
may also be met with. 
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Symptoms.—Most patients do not consult a doctor for cardiac chon dae 
before 15 to 25 (usually about 20) years after the primary infection, whereas 
in the great majority of cases the aorta has been affected long before this. 

Fhe symptoms of syphilitic aortitis depend upon the extent of the lesion, 
that is, whether there is involvement of the coronary arteries, general dilata- 
tion of the sorta, aortic incompetence, implication of the myocardium, or 
saccular aneurysm. 

The most common early symptoms are dyspncea on exertion ; oppression, 
discomfort or pain in the front of the chest, usually in the upper sternal 
region; and paroxysmal dyspnoea. It is important te recognise the char- 
acteristic features of the pain. It is often localised but may radiate to the 
arms and neck. Its degree may vary from slight to severe. It may come on 
spontaneously, t.e. apart from physical exertion, especially on lying down, 
in which event it may be intermittent or constant, and is generally aggra- 
vated by exertion ; or it may occur only on exertion, in which case it may 
continue after the cessation of effort. There may occasionally be hyper- 
esthesia over the painful area. Severe paroxysms of dyspnoea, including 
nocturnal, are not infrequent. There may be paroxysmal pain together 
with paroxysmal dyspnoea while at rest. Sometimes a moderate or faint 
systolic murmur and an accentuation of the second sound, the latter of 
which may be of low pitch, in the aortic area are present. Some observers 
are of opinion that rubbing sounds along the right border of the sternum 
may be noted, especially when the patient leans forward ; personally I have 
never been able to detect such. The foregoing manifestations may disappear 
after a few months or weeks, either spontaneously or the result of treatment. 

The subsequent course and presentation vary very considerably. The 
latter may include general dilatation of the aorta; aortic incompetence ; 
angina pectoris; involvement of the myocardium ; pulmonary and systemic 
venous congestion; and saccular aneurysm. In the first, there may be 
pulsation in the suprasternal notch; not infrequently a systolic murmur 
and a modification of the second sound in the aortic area as described ; 
and rarely inspairment of percussion note over the manubrium sterni and on 
either side of it. For the results of X-ray examination, see below. Aortic 
incompetence may develop insidiously or otherwise. Involvement of the 
myocardium may reveal itself on electro-cardiographic examination by the 
presence of auriculo-ventricular block, or rarely by bundle-branch block, 
intraventricular block, or paroxysmal or persistent auricular fibrillation. 
If congestive failure occurs, it is usually progressive and may be rapidly so. 
As regards saccular aneurysm, see elsewhere. Sudden death is by no means 
rare, Subacute bacterial endocarditis may supervene. Lastly, relative or 
even complete recovery—either the result of specific treatment or spon- 
taneously—may occur at any period. 

X-ray examination may reveal general dilatation (Fig. 44), or saccular 
aneurysm, or both, of the aorta. With regard to the former, as the first 
part of the aorta is most commonly affected, the commonest X-ray finding 
1s increased convexity of the right border of the supra-cardiac vascular 
shadow just above the right auricle. There may, in addition, be enlargement 
of the shadow to the left in the region of the aortic knob. Occasionally the 
descending thoracic aorta is affected. There may be also increased density 
of the shadow. If a saccular aneurysm projects mainly backwards, the 
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shadow of the sac, when viewed from the front, may be within that of the 
aortic shadow itself. In such a case, rotation of the patient to the right or 
left will enable the observer to separate the shadow of the sac from that of 
the aorta. In saccular aneurysm, there is usually also some degree of general 
dilatation. In syphilitic aortitis, there may be also the characteristic changes 
in the aortic shadow of co-existing atheroma, especially in later life. If 
there is aortic incompetence, the enlargement of the left ventricle is shown 
by extension of the heart to the left and increased convexity of the left 
border, and the latter may exhibit exaggerated pulsation. 

In the early stages the Wassermann or other serum reaction is almost 
invariably positive, but as the disease becomes more chronic it 1s increasingly 
negative, although the frequency with which a positive Wassermann persists 
even in the case of patients who, clinically, have done well is surprising. 


Fria. 44.—-Orthodiagram from a case of aortic incompetence, of syphilitic origin. The 
left ventricle is moderately enlarged, and the aortic shadow is generally enlarged, 
especially on the right side. 


Diagnosis.—The following should be considered: Whether a previous 
history of a rheumatic or syphilitic infection ; the subsequent history ; the 
age; the clinical picture; the results of X-ray and electro-cardiographic 
examinations, the first being much more important; the Wassermann or 
other serum reaction ; and the presence or otherwise of syphilitic stigmata. 

It is easy to overlook a rheumatic infection in childhood ; and there may 
be a history of both rheumatic and syphilitic infection in the same patient. 
Rheumatic disease usually reveals itself in early life; syphilis generally in 
middle life ; while a cardiac affection coming on in the elderly is commonly 
the result of primary degenerative processes. A cardiac malady between 
the ages of 40 and 60, in the absence of hypertension and hyperthyroidism, 
is very suggestive of syphilis. Syphilis is an important cause of angina 
‘before the age of 40. | 

The early manifestations of aortitis have been described. The pain 
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differs from that of angina pectoris in that its location is higher; it has far 
less tendency to radiate to a distance; it is more likely to come on spon- 
taneously, and to be persistent; and if related to physical exertion, not 
to disappear on the cessation of such. Paroxysms of dyspnoea are very 
suggestive. A combination of aortic and mitral valvular disease, especially 
before 30 years of age, points to a rheumatic origin. Aortic incompetence 
alone, 2.e. without stenosis and mitral disease, occurring between the ages 
of 40 and 60 is in a considerable majority of cases due to syphilis, especially 
in males. It is to be noted that sometimes a combination of valvular lesions 
the result of both rheumatic and syphilitic infection is occasionally met with. 
X-ray examination is of supreme value in all stages of the disease, and 
the frequency with which the early stages are overlooked could, in large 
measure, be remedied if all those with a history of syphilis were from the 
outset periodically examined by this method for evidence of aortitis. The 
results of X-ray examination have been described. It is necessary to dis- 
tinguish between general dilatation due to syphilis from that caused by 
atheroma, or hypertension, or both. This is dealt with on p. 996. 
A serological test should be done in all doubtful cases. A negative is not so 
valuable as a positive reaction ; a single negative does not exclude syphilis : 
and in some cases it may be advisable to employ a provocative dose of one 
of the organic arsenical preparations. We should, on the other hand, be 
careful not to place too much reliance on the result of the serum test; it 
should be considered in conjunction with other data. Lastly, a positive 
reaction does not indictae that the patient is necessarily syphilitic; and 
the same applies to the coexistence of other specific stigmata. 
Prognosis.—This depends largely upon early diagnosis and the kind of 
treatment adopted. Taking cases as a whole, the prognosis is very unfavour- 
able, in all probability owing to the fact that a correct diagnosis is not often 
made until the later stages of the disease. When untreated, the lesion is 
usually progressive, it may be rapidly so, and the mortality is high. If, on 
the other hand, a diagnosis is made early and treatment is prompt and 
suitable, there is a reasonable prospect of relative recovery, and not infre- 
quently recovery is even complete. Naturally the prognosis is much more 
favourable in the absence of saccular aneurysm, angina pectoris, congestive 
failure, and aortic incompetence, especially the first three. ‘The first 18 
discussed elsewhere. Even in the absence of angina pectoris and aneurysm, 
in aortic incompetence the prognosis is generally very unfavourable, death 
often taking place within two or three years after the onset of symptoms. 
Congestive failure in syphilitic aortitis is particularly unfavourable, rarely 
responding to treatment, and it is improbable that such cases will live for 
more than six months. The results of electro-cardiographic examination 
are sometimes helpful. Lastly, in all types of cases, surprising improvement 
is occasionally met with when suitable specific treatment is adopted. 
Treatment.—The question whether a preliminary rest is required, and, 
if so, how much should first be cpanel. I would add that even in the 
absence of obvious manifestations of cardiac failure a rest of four to six weeks 
is an advantage. The various measures which may be applicable to any 
from of cardiac disorder should be reviewed in detail. See pp. 861-875. 
Apart from these considerations, the indication is for anti-specific treatment, 
even in the absence of a positive serum reaction. This should be prompt, 
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suitable, and prolonged. I am a firm believer in the employment of the 
arsenical organic preparations, not excluding cases of angina pectoris and 
congestive failure, but only under certain conditions, as set forth below. 
Their indiscriminate use is attended with danger, even of grave degree ; 
they may give rise to a focal reaction and consequent increased involvement 
of the orifices of the coronary arteries. 

The scheme I recommend is the result of some conversations I have had 
with Col. L. W. Harrison, to whom I desire gratefully to acknowledge my 
indebtedness. 

It is always advisable to begin treatment with bismuth or mercury, 
preferably the former. A very useful preparation for the first course is the 
10do-bismuthate of quinine (see pp. 218, 219), which contains approximately 
20 per cent. of the metal. A suitable course would be 20 intramuscular 
injections of the 10 per cent. emulsion, in doses of 3 or 4 c.c. twice weekly, 
the course lasting approximately 10 weeks, Alternatively, the iodo-bis- 
muthate may be administered for 10 injections and the course be completed 
with 5 injections of a compound with a higher content of bismuth metal, 
such as the oxychloride (see pp. 218-221), which contains 80 per cent., at weekly 
intervals. In this case the weekly injection from the fifth week would be 
such as contained 0:16 to 0-24 g. bismuth metal. Another alternative 1s to 
give from the start a course of 20 injections of an oil-soluble preparation 
(see pp. 217-221) in doses of 2 ¢.c. twice weekly. For further details of bismuth 
preparations, their choice and the technique of their administration see 
pp. 217-221. Throughout it is important to keep a close look out for evidence 
of irritation of the kidneys. Any sign that the bismuth is producing this 
would be an indication to suspend the remedy and resume, with a smaller 
dose, only when the signs of irritation had disappeared. 

Concurrently with the injections, potassium iodide should be given in 
doses of 15 grains thrice daily. 

A month after the end of the first course a second one should be com- 
menced, and continued until 10 injections of an insoluble compound of 
bismuth each containing 0-16 to 0-24 g. bismuth metal, have been given at 
weekly intervals. During this course, provided that there is no contra- 
indication in angina pectoris or congestive heart failure, a cautious start 
may be made with one of the arsphenamine preparations, either sulphar- 
sphenamine (kharsulphan, metarsenobillon, myosalvarsan, sulfarsenol, or 
sulphostab) intramuscularly, or neoarsphenamine (neoarsphenamine-Kvans, 
neokharsivan, neosalvarsan, novarsan, novarsenobillon, or novostab) intra- 
venously twice weekly, in such doses as the following: 2x0-10g., 4x0Q-15 g., 
4x 0-30 g., and 10x0-45 g. For technique of injection of the arsphenamine 


preparations see pp. 210-214. 

It is important in administering arsphenamine preparations to these 
cases to avoid general reactions. These are more common after intravenous 
than intramuscular injection and after rapid than slow injection. Any 
general reaction is an indication to reduce the next dose to the minimum 
with which the course was started, and, if it is repeated, the administration 
of the arsphenamine preparation should be suspended. 

If the arsphenamine preparation has been well tolerated, m the third 
course, commenced 6 weeks after the end of the second, it may be given 
once weekly concurrently with a weekly dose of an insoluble bismuth pre- 
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paration, the total injections of each type of remedy being 10. Following 
the third course, mercury and iodide may be administered by the mouth 
for about three months, and afterwards the specific treatment be continued 
as recommended for cases of latent syphilis on p. 223. 


ANGINA PECTORIS 


General Considerations.—The subject of angina pectoris is of much 
practical importance, more especially as regards diagnosis and the manage- 
ment of a case. Thus, in my experience, the malady is frequently over- 
looked and, moreover, many patients die many years earlier than need be. 

At the outset it is of cardinal importance to understand what is meant 
by the term. Angina pectoris is a symptom-complex, which may be associ- 
ated with a diversity of cardio-vascular organic disease, and may even be 
independent of such, e.g. severe anemia. It is characterized by paroxysmal 
attacks of pain, in the great majority of cases in the front of the chest, most 
commonly in the retrosternal region, with a tendency to radiate in certain 
directions ; frequently accompanied by a sensation of oppression or “con- 
striction ; or, occasionally either of these sensations without pain; and 
the exciting cause of the first attacks is in the great majority of cases physical 
exertion. 

fEtiology, Morbid Anatomy, and Pathogenesis.—Heredity is, in my 
opinion, certainly a factor, one of the reasons for this being that cardio- 
vascular degenerative changes are more prone to occur in certain families. 
The malady is found more frequently in those who are passing from middle 
into elderly life; if syphilis is the cause, not infrequently earlier; while in 
aortic incompetence the result of antecedent acute or subacute endocarditis 
it may be met with in the third or even the second decade. It is much more 
common in those classes of society who are subject to excessive mental or 
emotional stress or strain, being relatively uncommon in those whose occupa- 
tion is of a manual character ; in which connection, I am of opinion that 
mental and emotional stress and strain are undoubted, if not potent, causes 
of atheroma of the coronary arteries. It is more likely to occur in individuals 
with an unduly sensitive nervous system. Other predisposing causes are 
those of atheroma (see p. 1038); hypertension; syphilis; acute and sub- 
acute rheumatism ; and occasionally one of the other acute infective diseases, 
particularly influenza and enteric fever. In syphilis the disease-process 
involves the orifices of the coronary arteries, or gives rise to aortic incom- 
petence. 

The most common structural changes are disease of the coronary 
arteries, disease of the aorta, aortic incompetence, especially of syphilitic 
origin, and chronic myocardial disease, the last usually the result of coronary 
disease. By far the most common is atheroma of the coronary arteries. 
There may be old infarcts in the myocardium. 

In coronary disease there may be, in addition, spasm of the vessels. It 
is believed that the attacks are sometimes induced by spasm of the vessels 
even in the absence of organic disease. Angina occasionally occurs in aortic 
regurgitation, generally due to syphilis. It is rarely met with in paroxysmal 
tachycardia (or paroxysmal auricular flutter with a very rapid ventricular 
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rate or paroxysmal auricular fibrillation with a very rapid ventricular rate), 
thyrotoxicosis, and in severe anemia, independent of organic cardio-vascular 
disease. 

Among the exciting causes of the attacks are physical exertion, emotional 
excitement of any kind, mental effort, cold, such as exposure to a cold wind 
or atmosphere, and cold sheets, the ingestion of food, and dyspepsia, particu- 
larly attended with distension of the stomach or colon. There may be a com- 
bination of two or more factors. Thus, an attack is more likely to occur 
during physical exertion after a meal. An extreme example is hurrying 
uphill on a cold day against a strong wind and engaging in an excited con- 
versation soon after a full meal. Physical exertion is much the most frequent 
exciting cause, and in the first attacks is so in the great majority of cases. 
In the case of physical exertion the attacks almost always occur during it ; 
in that of emotional excitement, usually so; and in that of mental effort, 
generally afterwards. 

Angina pectoris sometimes follows coronary occlusion. Again, the same 
individual may at one time suffer from angina and at another from coronary 
occlusion. 

It is to be observed that angina pectoris rarely affects those with con- 
gestive heart failure or auricular fibrillation. Moreover, if either of these 
supervenes in those suffering from angina pectoris, usually no further attacks 
occur, 

The hypotheses which have been advanced as to the actual cause of the 
attack include the following : 

The current view, which is probably correct, is that the attack is due to 
transient relative anoxemia of part, or less frequently the whole, of the 
myocardium. The supply of oxygen is insufficient for the demands made 
upon the heart muscle. The greater the degree of anoxemia the more easily 
is an attack induced. The anoxemia is in the vast majority of cases due 
to inadequacy in the amount of arterial blood supplied to the myocardium. 
In the great majority of these this is the result of structural disease of the 
coronary arteries. It 1s believed that it may be caused by functional spasm 
of the vessels. In aortic incompetence, there is a diminished coronary circula- 
tion due to the low diastolic pressure. In paroxysmal tachycardia, the 
shortening of the diastolic period also gives rise to a diminished coronary 
circulation. Thyrotoxicosis makes an excessive demand on the circulation. 
In severe anemia the smaller hemoglobin content results in a deficiency 
in the carrying power of the blood, te. the anwmic type of anoxemia. 
Lastly, an attack can occur when there is a diminished oxygen saturation, 
i.e. Buch as obtains at a high altitude or in a partially exhausted chamber. 
In support of the anoxeemic origin of angina pectoris, the following may 
be mentioned. The pain of angina resembles that of coronary occlusion ; 
transient changes in the electro-cardiogram similar to those of coronary 
occlusion have been noted during the attacks in some cases; and experi- 
mentally induced anoxemia in the subjects of angina has in some brought 
on attacks of pain and, in some, transient changes in the electro-cardiogram. 

The late Sir Clifford Allbutt regarded the phenomena as generally, but 
not always, produced by tension of the first part of the aorta, which is the 
seat of some inflammatory or degenerative lesion. He described certain 
rarer cases in which the morbid stress falls on the pericardium. He was 
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of opinion that the relief of pain by nitroglycerine was due to dilatation of 
the peripheral arteries and a diminution of the blood pressure in the aorta ; 
and that sudden death, when it occurs, is the result of ‘‘ vagus inhibition,” 
the shock of the pain causing asystole, associated with myocardial and 
coronary disease, which is so frequently found in the subjects of angina. 
Wenckebach believed in the aortic origin of the attack in the majority of 
cases. The late Sir James Mackenzie’s views were the following: That angina 
pectoris is an expression of exhaustion of the heart muscle, together with a 
susceptible nervous system. The pain is a viscero-sensory reflex; the sense 
of constriction a viscero-motor reflex, giving rise to spasm of the intercostal 
muscles. That sudden death is due to the lesion causing the pain, and is 
frequently the result of ventricular fibrillation. Other hypotheses are that 
the attack may be due to neuralgia of the cardiac nerves; or to cramp, 
or spasm, of the heart; or to distension of an enfeebled left ventricle. 

n conclusion, it should be noted that the precise actual cause of the 
attack is not at present fully understood. While the anoxemic origin may 
be accepted in the majority of cases, this does not exclude the possibility 
of the pain of angina arising in the aorta, as suggested by the late Sir Clifford 
Allbutt, in certain cases. 

Tue VARIETIES OF ANGINA.—Various methods of classification are em- 
ployer by different writers, among which are the following : (1) Angina minor 
and angina major; (2) primary and secondary angina ; (3) true and false or 
pseudo-angina ; (4) angina of effort (or exertion) and angina at rest—the 
latter being sometimes called angina of decubitus ; and (5) angina of effort 
and angina of coronary occlusion with myocardial infarction. 

The first, in my opinion, serves no useful purpose. For angina may range 
from pain which is slight to that which amounts to anguish ; between these 
two extremes there is an almost infinite variety in the severity of the attacks ; 
there is no approximate line of demarcation between the two forms; and 
the same individual may experience attacks of considerable or even great 
variation at different times. Respecting the fourth, it is to be observed 
that the subjects of angina at rest almost always also suffer from angina 
of effort. 

The last classification of angina, 1.e. angina of effort and that of coronary 
occlusion rests upon the fact that in both the locality and distribution, and 
the character of the pain are similar ; in the opinion of most, but be it noted 
not of all, the cause of the pain is the same, 2.e. anoxeemia of the myocardium ; 
and transient modifications of the electro-cardiogram resembling those of 
coronary occlusion have been observed in some cases of angina during the 
attacks. I am of opinion that this classification is fundamentally erroneous, 
for the following reasons: (1) In angina pain constitutes almost the whole 
clinical picture, whereas in coronary occlusion it is only a part and, moreover, 
the component parts of the clinical picture are usually very unlike. A careful 
comparison of the clinical features outlined on pp. 984,985 and pp. 991, 992 
respectively will readily reveal the foregoing. (2) Pain (or a sensation of 
oppression or constriction) may be absent in coronary occlusion. (3) As has 
been pointed out, angina may be associated with a diversity of cardio- 
vascular organic disease, and may even be independent of such ; whereas in 
occlusion there is a uniformity of the pathological condition. (4) In angina 
there is a relative and transient anoxeemia, whereas in occlusion the blood 
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supply is completely and permanently cut off, and that part of the wall of 
the heart is permanently destroyed. (5) The appropriate therapeutic measures 
are very different. 

The best classification, in my opinion, is (1) angina associated with organic 
cardio-vascular disease, and (2) that which is independent of such. The 
latter may occur in paroxysmal tachycardia, thyrotoxicosis, severe anemia 
and, it is believed, functional spasm of the coronary arteries. 

Symptoms.—The exciting causes of the attacks have been described. 
It is to be no d that an attack may exceptionally occur during rest and even 
during sleep.te 

Paroxysmal pain is the cardinal feature. Its onset is usually sudden, 
it increases rapidly in severity, and subsides more or less gradually. Its 
degree may vary from slight discomfort to that of intense anguish. In the 
great majority of cases, the pain is situated in some part of the front of 
the chest. It occurs most commonly in the retrosternal region ; next, across 
the front of the chest ; sometimes on either side of the front of the chest, 
more often the left; not infrequently in the epigastrium or lower in the 
abdomen—the so-called angina abdominis ; rarely in the back of the chest ; 
and more rarely in any of the areas to which pain arising in a more common 
site may spread (see later). The pain has a tendency to radiate in certain 
directions ; frequently to the left shoulder and armpit ; in many cases down 
the left arm, generally on the ulnar side, usually not beyond the elbow, but 
it may extend as far as the tips of the ring and little fingers ; sometimes both 
arms; occasionally the right arm only; to near the angle of the scapula, 
on one or both sides, or to a wide area in the back of the chest ; in an upward 
direction, to the infra-clavicular region, the neck, the jaw, especially the 
left, the occiput, or even the top of the head ; or in a downward direction, 
to the abdomen, or even to the lower extremities. When the locality of the 

ain is in an area to which that arising in a more common site may spread, 
it may or may not radiate. As a general rule, the more severe the pain, the 
more frequently does it radiate and also the wider the radiation. 

The pain is frequently accompanied by a sensation of oppreasion or 
constriction, and the latter may be so severe that the patient experiences 
a sensation as if the chest were held in a.vice. Occasionally there is oppression 
or constriction without pain. Instead of pain, or a sensation of oppression or 
constriction, the patient may complain of a sensation of rawness or of burning 
in the front of the chest. There may be a sensation of weight or of tingling 
or numbness in the left arm. The breathing is generally restricted, and its rate 
is only infrequently increased. Ifthe patient is in motion, usually he becomes 
immobile and remains so, and with a cessation of effort, the pain quickly 
subsides. Sometimes, however, he is able to continue his effort without 
pain. If the pain is at all severe, it is often accompanied by a sensation of 
anxiety out of proportion to its severity and, if still more severe, occasionally 
by a sense of impending dissolution—angor animi. It is believed by some 
that very rarely a sense of impending dissolution occurs alone, t.c. without 
pain—the angina sine dolore of Gairdner. 

The expression of the face may be anxious. The skin may be pallid, and 
there may be a clammy sweat, but occasionally the opposite is the case. 
There may be flatulence, nausea, occasionally vomiting, and very rarel 
hiccough, The pulse-rate varies in different cases; in some it is nee 
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while occasionally it is diminished. The blood pressure is generally increased 
to some extent during the attacks. The cardiac sounds may be weak. There 
may be irregularity of rhythm, usually due to extra-systoles. 

The duration of the attack may vary from a few seconds to a few minutes 
or longer, the average being a few minutes, and even severe attacks rarely 
last much longer. 

The term status anginosus is applied to prolonged attacks of pain, periodi- 
cally increasing and diminishing, or a series of attacks, which are practically 
always due to coronary occlusion. 

The severity of the attacks may vary from pain or a sensation of oppres- 
sion or constriction or rawness or burning, each only of slight degree and last- 
ing for a few seconds, to pain which amounts to anguish. The locality and 
distribution of the pain and how it is induced are of much greater significance 
than its variety. 

~ As the attack subsides; the patient may belch up a large quantity of air, 
and it is often followed by the passage of abundant pale urine. After the 
attack there may be exhaustion, aching in the area of the pain, a sensation 
of weight, or of tingling or numbness in the left arm, and hyperssthesia or 
hyperalgesia over the painful area, even for some time. On the other hand, 
it 18 surprising how soon the patient may be free from symptoms, even after 
a severe attack. 

In the early stages the attacks may be related only to the more severe 
forms of physical exertion, and the same applies to other exciting causes ; 
the symptoms may be only mild ; the pain may not radiate ; the attacks may 
be very brief; and the symptoms may disappear as soon as the exciting cause 
ceases. As the malady progresses, the attacks tend to become more and 
more easily induced, so that they may occur when the patient is walking 
at the ordinary rate or even slowly on the level, or even during the act of 
eating ; the symptoms tend to become more severe ; more frequently does 
the pain radiate and also over a wider area; the duration of the attacks is 
increased ; and the symptoms last longer after the exciting cause ceases. 
Ultimately the attacks may appear to be independent of any obvious exciting 
cause. In this connexion, however, it is necessary to point out that in at 
least a considerable proportion of these cases such 1s really not the case, 
for, on careful inquiry, it will be found that they occur when the patient is 
tired, it may be some time after an exciting cause. On the other hand, the 
first attacks may be severe; the severity of the attacks may alternate ; and 
the attacks may become less severe and even cease, either as the result of 
treatment, or spontaneously. 

Death may occur during or after an attack, the result of ventricular 
fibrillation, or, less frequently, of coronary occlusion. | 

Diagnosis.—This may be very difficult when the symptoms are slight 
and there is an absence of evidence of cardio-vascular disease, particularly 
in the case of the former. Nevertheless, if all the avenues of investigation 
be fully taken advantage of, a correct opinion is possible in the great majority 
of cases. The following points, among others, require consideration: the 
age; the sex; the history of the patient’s complaint; and the results of 
examination, this including by the X-rays and the electro-cardiograph. 

The history of the patient’s complaint is of ee importance, 
and is of infinitely more value than what is found on clinical and instru- 
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mental examination—indeed, there may be a complete absence of abnormal 
findings in the subjects of undoubted angina pectoris. It follows, therefore, 
that a searching and detailed inquiry of the patient’s complaint, from its 
inception, should be made. The characteristic features of the pain and con- 
comitant symptoms, together with the existence and nature of the exciting 
cause, have been described so fully that all that is needed is to refer the reader 
to such for his careful consideration. The following may be added: A note- 
worthy feature is that, in the same individual, excepting when the malady is 
increasing, if physical exertion is the exciting cause there is a remarkable 
constancy in the degree of such which induces an attack, so that the patient 
comes to know from experience what kind or rate or amount of effort which 
will probably, if not almost always, bring on an attack; and this also applies 
in considerable, though less, degree as regards the other exciting causes. 
Another is the relative absence of variation in the locality and radiation, the 
character, and the severity of the pain. These are of considerable diagnostic 
value. The infrequency of the increase in the respiratory rate is of some 
diagnostic significance ; and if such is pronounced, it may be assumed that 
there is definite involvement of the myocardium. If the patient is seen during 
an attack his attitude and expression aye of help. Lastly, in the vast majority 
of cases, at least in the earlier stages, the symptoms are immediately relieved 
by nitrites. 

The results of clinical and instrumental examinations, those indicative 
of atheroma of the coronary arteries, atheroma of the aorta, and fibrosis of 
the myocardium, are the most important. For clinical electro-cardiography, 
see p. 1022. 

Angina pectoris should be distinguished from indigestion; coronary 
occlusion ; pain in the precordium of extrinsic origin; the pain of cardiac 
failure ; biliary, intestinal and renal colic, especially the first ; acute pleurisy 
and acute pericarditis; pleurodynia and intercostal neuritis; arthritis of 
the dorsal spine or of the left shoulder joint ; and intrathoracic aneurysm and 
new growth. 

Angina pectoris, especially the less severe attacks, is very frequently 
mistaken for indigestion. There are three main reasons for this: (1) Patients 
suffering from angina are more likely to get an attack during physical exertion 
after a meal, and therefore not mfrequently regard the attack as of gastric 
origin. (2) In angina pectoris, the locality of the pain is often in the lower 
part of the front chest, or epigastrium, or both. (3) As the attack subsides, 
the patient may belch up a large quantity of wind, with subsequent relief. 
In the differential diagnosis, whenever an individual in middle or later 
life, especially a male, complains of pain in the eprgastrium or lower part of 
the front of the chest after meals, inquiry should invariably be made whether such 
occurs only, or especially, on exertion after meals: and, moreover, whether he 
as subject to pain on exertion irrespective of meals. In indigestion usually the 
pain does not reach so high, and there is an absence of radiation in certain 
directions. The response to nitrites and suitable remedies for indigestion 
respectively is of diagnostic value. The distinguishing features between 
angina and coronary occlusion are described on p. 992. Pain of extrinsic 
origin and that indicative of cardiac failure are described on p. 877, and should 
present no difficulty. Among other things, in angina pectoris the pain in the 
great majority of cases is situated either in the retrosternal region or across 
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the front chest; when physical exertion is the cause, the attacks almost 
always occur during it ; and they are of shorter duration. 

The diagnosis between severe angina pectoris and biliary colic in which 
the pain is situated in the epigastrium or lower retrosternal region may be 
difficult, especially as the pain of the latter may radiate upwards anteriorly, 
possibly as high as the neck; and, moreover, it should be remembered that 
the two maladies may co-exist. A careful consideration of the respective 
features will, however, almost always result in a correct diagnosis. Thus, in 
biliary colic there is an absence of an exciting cause; the onsct and termina- 
tion are still more sudden ; the pain radiates also in other directions character- 
istic of that malady ; it never involves the arms; there is great restlessness, 
and there is usually nausea and vomiting. 

Prognosis.—This is less difficult than formerly, for it is now more possible 
to determine the nature and severity of any associated cardio-vascular morbid 
condition. Nevertheless, it is still very difficult, for the malady is exceedingly 
varied and one of its characteristic features is the uncertainty of its outlook. 
Death may occur even during one of the first few attacks; it may take place 
during what appears to be a mild attack ; and the attacks may cease for years, 
and even after the severest attacks there may be no recurrence. Taking cases 
as @ whole, the average duration of life after the first attack is certainly 
less than ten years. A few, however, live to old age. 

In any given case, the following points require consideration: the 
etiology ; the nature and severity of any associated cardio-vascular organic 
disease ; how easily the attacks are induced—for example, in the case of 
physical exertion whether on the one hand only on hurrying up an incline or 
on the other even when walking slowly on the level; the severity of the 
attacks, how long they persist after the cessation of the exciting cause, and 
their frequency; are they becoming more easily induced, or more severe, or 
more frequent ; the nature of the exciting cause ; do the attacks occur while 
at rest; whether in future it will be possible for the patient to modify his 
manner of life so as to avoid what he has found by experience to be the 
exciting causes of such ; and the response to treatment. 

As regards the first, among the most favourable cases are those which 
occur in paroxysmal tachycardia, thyrotoxicosis, severe anemia, and focal 
sepsis, such as in cholecystitis. et sedges as a cause is not unfavourable, 
unless of very severe grade, or there is much arterial degeneration or the 
kidneys are involved. When chronic valvular or chronic myocardial disease 
is the result of antecedent acute inflammation, the outlook is much more 
favourable than when due to primary degenerative processes. When syphilis 
is the cause, the prognosis depends upon the response to treatment but is 
usually unfavourable. The nature and severity of any associated cardio- 
vascular organic disease is perhaps the most important consideration of all. 
This is dealt with under their respective headings. It is to be remembered 
that atheroma tends to be progressive. How easily the attacks are induced 
is probably of more significance than their severity. When emotion is the 
exciting cause, the outlook is better than in the case of physical exertion 
since it affords an opportunity for successful treatment. The latter also 
applies in the case of a sensitive nervous system, and this is one of the reasons 
why the malady is more favourable in females than in males. If attacks occur 
while the patient is at rest, the prognosis is usually very grave. 
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Treatment.—This resolves itself into two parts: A. Treatment of an 
attack ; B. The prevention of the recurrence of the attacks. 

A. TREATMENT OF AN ATTACK.—The patient should be warned to remain 
still and, as far as possible, place himself in the position he finds by experience 
affords him most relief, until at least several minutes have elapsed after 
the cessation of the attack. In the majority of cases the most efficacious 
and suitable remedies are the nitrites, Those most frequently used are 
amyl nitrite (2-5 minims or more), glyceryl trinitrate (nitroglycerine) 
(xipth-,th gr. or more), sodium nitrite ($-2 grs. or more), and erythrityl 
tetranitrate (4-1 gr. or more). The last two are much more useful for prophy- 
lactic purposes. The rapidity of action of the respective drugs is in the order 
in which they are placed, and the duration of such inversely so. While 
amyl! nitrite is the most rapid in its action, glyceryl trinitrate is often, if not 
usually, to be preferred, among other reasons being that it is less likely to 
cause any disagreeable effects, and is more convenient. Amy] nitrite is 
inhaled from a glass capsule covered with silk, which is broken. Glycery] 
trinitrate is best administered in the form of tablets, which should be chewed, 
or placed beneath the tongue and allowed to dissolve, instead of being 
swallowed. Care should be taken that the preparations are fresh and can 
be easily used by the patient, ¢.e. that the box containing the amyl nitrite 
can be opened and the capsules broken easily, and that the tablets of glycery] 
trinitrate are not hard. The dose of amy] nitrite or glyceryl trinitrate should 
be sufficient to ensure complete relief without inducing any disagreeable 
symptoms; and it may be necessary to repeat the dose. The effects of 
these remedies are sometimes enhanced by a dose of a diffusible stimulant 
or, if there is gastro-intestinal flatulence, of a carminative mixture. The 
patient should invariably carry about with him the foregoing, with instruc- 
tions under what circumstances and how they should be used. If amyl 
nitrite and glyceryl trinitrate fail, morphine hypodermically, in sufficient dose, 
is indicated. Failing these, the inhalation of ether or chloroform, cautiously 
administered, may be tried. If the remedies enumerated are not at hand, 
a large dose of a diffusible stimulant (brandy, whisky, ether, or ammonia), 
or the application of heat over the area of the pain may be helpful. When 
there is collapse, suitable measures should be adopted. : 

I would emphasise that after a severe attack of angina, the patient should 
have a period of rest (see also later). I have known of a number of deaths 
because this has been omitted. 

B. THE PREVENTION OF RECURRENCE OF THE ATTAcks.—In the first 
place, the etiology and any associated cardio-vascular affection, such as hyper- 
tension, syphilitic aortitis, focal sepsis, and severe anemia should be reviewed. 
In the next place, in a certain proportion of cases the question of a pre- 
liminary rest should be considered. Such is indicated if there is tiredness or 
exhaustion of the heart or nervous system; or if the attacks of pain are 
severe and frequent, or occur when the patient is even walking slowly on 
the level and, still more so, while at rest ; or if, in other cases, suitable treat- 
ment has proved unsuccessful. The amount of rest varies considerably. In 
some cases partial rest for a period suffices. In severe cases, at least some 
weeks and it may be months of complete rest, both physical and mental, 
saupoes| followed by a period of partial rest, is required. Thirdly, in 
no cardio-vascular affection other than hypertension is the patient’s 
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manner of life of such cardinal importance. A detailed investigation of the 
patient’s general mode of life, his occupation, habits, hours in bed, the 
amount and character of his sleep, how long he takes off for his meals, his 
mental and emotional character, and the exciting causes of the attacks, should 
be made. 

Having done this, I would ask my readers carefully to consider the various 
therapeutic measures described on pages 861-875. 

There is no cardiac malady in which it is more necessary for a patient to 
live within the limits of his strength, according to the rules laid down there. 
He should carefully avoid anything he has found by experience likely to 
induce an attack. It is advisable that he should not engage in physical 
exertion soon after a meal, or against a strong or cold wind. Warm under- 
clothes, and a locality which is non-hilly and of a mild climate, are to 
be enjoined; while cold rooms, cold sheets at night, and hot and cold 
baths are contra-indicated. Flatulent distension of the stomach or colon 
should be attended to. Any existing obesity should, without fail, be 
treated. 

With the object of diminishing the incidence of the attacks, sedatives are 
often helpful, especially if the patient suffers from an unduly excitable nervous 
ee See p. 863. The xanthine group of drugs are perhaps occasionally 
of use. 

It has been suggested that treatment by insulin and dextrose may be of 
value in angina pectoris. There is atheroma of the coronary arteries in the 
great majority of cases, which must lead to impairment of myocardial nutri- 
tion. If, as seems likely, metabolic derangement in the myocardium contri- 
butes to the production of anginal pain, the application of glucose-insulin 
therapy should be of benefit. Five units of insulin subcutaneously, followed 
in fifteen minutes by 50 grammes of dextrose by the mouth, is given once daily. 
This may be continued for one or some weeks. Although beneficial results 
have been reported by a number of workers, as yet there are insufficient data 
to determine the value of this method of treatment and also the special indica- 
tions for its use. X-ray therapy and diathermy have also been employed, 
and they deserve further investigation. 

Glycery] trinitrate (.;},th-yj th gr.) may be tried as a prophylactic 
measure a few minutes before engaging In reasonably necessary physical 
exertion. When the patient is subject to nocturnal attacks, sodium nitrite 
or erythrityl tetranitrate at bedtime may be of help, failing which a 
sedative or hypnotic, including a trial of bromide, chloral and opium, is 
indicated. 

Surgical Treatment.— During the last two decades or so, surgical treatment 
has been resorted to for the relief of pain; and, quite recently, with the object 
of establishing a collateral circulation of the myocardium and so attackin 
the underlying cause. The first comprises varieties of cervical and dorsa 
sympathectomy, paravertebral injection of alcohol, dorsal laminectomy, and 
removal of the thyroid gland. 

Jonnesco, in 1916, introduced a variety of cervical sympathectomy, and 
others were tried. Later, varieties of dorsal sympathectomy were substituted. 
As in the case of cervical sympathectomy, dorsal sympathectomy is an open 
operation and general anesthesia is usually required, but if conducted with 
skill the mortality is relatively low. In the great majority of cases the opera- 
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tion is successful in the relief of pain, but there are often some disagreeable 
after-effects. Paravertebral injection of alcohol is a comparatively minor 
procedure, does not require a general anesthetic, and is safe. There are 
difficulties connected with technique but these are gradually being overcome. 
While not socertain in its results as dorsal sympathectomy, it is very frequently 
successful. Much depends upon the competence of the operator. The pro- 
cedure may be repeated. A disadvantage is that a persisting severe intercostal 
neuralgia sometimes follows. Some cases of dorsal laminectomy, followed by 
relief of pain at the level of the operation but not below, have been recorded. 
Total removal of the thyroid gland was introduced by Blumgart and others. 
By diminishing the metabolic rate, the work of the heart is reduced. There is, 
however, some reason to believe that the relief of pain is not entirely due to 
this but is partly the result of damage or section of various sensory pathways, 
and those who hold this view prefer partial thyroidectomy, as in the case of 
thyrotoxicosis. Removal of the thyroid gland, total or partial, is a long 
operation and is more severe than is sympathectomy but in skilful hands the 
mortality is comparatively low and the results are good in a large proportion 
of cases. It is contra-indicated if there is a history of recent coronary occlusion. 
A period of rest in bed before and a longer one after the operation are neces- 
sary. If myxcedema follows the operation minimum doses of thyroid should 
be administered. Revascularisation operations in the form of pericardial 
implantation of subpectoral muscle and cardio-omentopexy have been per- 
formed by a number of surgeons, very notably by Beck and O’Shaughnessy. 
These procedures are in the experimental stage, but some brilliant results 
have been recorded and they certainly deserve further investigation, includ- 
ing experimental, and trial. There must be undoubted evidence of a deficient 
coronary circulation due to organic disease. 

As to the question whether surgical treatment should be employed and 
if so which method should be chosen, the following considerations apply: An 
adequate knowledge of the history of the case. A thorough examination, 
including by radioscopy and the electro-cardiograph. An accurate diagnosis. 
The patient should be under observation for some time. A very careful 
selection of cases. At least as regards grafting operations, removal of the 
thyroid, and sympathectomy, very special skill and experience on the part of 
the surgeon is indispensable. Operative measures should be considered when 
pain is severe and is very easily induced, such as on walking slowly on the level, 
and still more so if it occurs even during rest; the malady is increasing in 
severity; various other methods of treatment, including at least several 
months complete rest, have been tried and failed; and particularly if the 
condition of the heart itself is relatively little affected. If the disadvantage 
of troublesome intercostal neuralgia sometimes following the procedure could 
be overcome, paravertebral injection of alcohol might well be tried more 
frequently. The grafting operations appear to be the most likely of all to have 
eae results. Formerly it was considered that when there is organic 

isease of the heart, the coronary arteries, or the aorta, the pain is a protective 
measure and its removal may be fraught with danger. Less is now thought of 
this. Even so, it is highly important that the patient should live within his 
cardiac strength. Lastly, it is probable that the attitude as a whole in this 
country towards the surgical treatment of angina is too conservative. 
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CORONARY OCCLUSION WITH INFARCTION OF THE HEART 


Synonym.—Coronary Thrombosis. 

ZEtiology and Pathology.—Coronary occlusion with infarction of the 
heart occurs most frequently in those who are passing from middle to elderly 
life, and is much more common in males than in females. Not infrequently 
there is a history of hypertension. It has been pointed out that complete 
occlusion of a coronary artery is almost always due to atheroma, usually 
occurring suddenly as the result of thrombosis but sometimes gradually due 
to a progressive narrowing of the lumen of the vessel caused by the disease- 
process itself; and is also rarely the result of embolism, in which event the 
occlusion is sudden. See p. 948. The general consensus of opinion is that in 
about half the cases there is a previous history of angina pectoris. In my 
opinion, if a full and accurate history were obtained in all cases, the percentage 
would be materially higher. 

The descending branch of the left coronary artery near its orifice is most 
commonly affected, with infarction of the wall of the left ventricle near the 
apex, especially the anterior portion, and the adjacent part of the inter- 
ventricular septum ; and the next most frequent is either the right coronary 
artery or the circumflex branch of the left, with infarction of the posterior 
wall of the left ventricle near the base. A mural thrombus on the inner 
surface of the infarct is of frequent occurrence. This may give rise to 
embolism in the brain, kidneys, spleen, intestines, limbs or elsewhere. 
If the infarct extends to the pericardium, fibrinous pericarditis results. 
Connective tissue proliferation takes place around the necrosed tissue. 
Sometimes the infarction undergoes autolytic softening, a condition which 
is called myomalacia cordis. Rupture of the heart at the site of the infarct 
may take place at once, with resultant hamo-pericardium ; or an aneurysm 
may develop, which later on may rupture ; or there may merely be a fibrous 
scar. 

Symptoms.—The most common and prominent symptoms at the onset 
are pain, shock and circulatory collapse, dyspnea, and perhaps nausea and 
vomiting, the first being the most frequent. 

The pain is independent of any exciting cause excepting possibly fatigue, 
and may occur during sleep. Its onset is usually sudden. The locality and 
distribution are the same as in angina pectoris (see p. 984) except that 
probably the former is relatively more frequent in the epigastrium and there 
is less tendency to radiation. The pain is usually severe and may even amount 
to anguish, but it may be moderate or even slight. It generally persists, it 
may be for hours or even days—status anginosus. Angor animi is more 
frequent than in angina. Unlike angina, the patient is usually restless and 
may not be able to refrain from moving about, and the pain is not relieved 
by vaso-dilators or by rest. The pain is often accompanied by a sensation of 
oppression or constriction. Occasionally there is oppression or constriction 
without pain. 

When there is shock and circulatory collapse, there is pallor, it may be 
eae with cyanosis, the expression is anxious, the skin is cold and moist, 
and there may be profuse sweating. The mind is generally clear. The blood 
pressure almost invariably falls, usually immediately, and generally con- 
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siderably and it may be even markedly, and in some cases it continues to fall 
for some days. The diastolic is relatively less affected. The pulse is of smaller 
amplitude and weak and may be imperceptible, It is usually increased in 
frequency, it may be to 110-120 or more, but occasionally is not so and rarely 
there is bradycardia. The cardiac sounds, especially the first at the apex, 
and. the force of the apex-beat are generally diminished. 

Dyspnoea is present in the majority of cases, and is usually severe. When 
there is nausea and vomiting, it is usually at the onset but it may be later. 
The bowels may be moved, and very occasionally there is diarrhwa. Flatu- 
lence and distension of the abdomen are frequent. There may be acute left, 
or, less frequently, right ventricular failure. 

Slight or moderate pyrexia is usual during the first few hours. There is 
often a moderate leucocytosis, the polynuclears being relatively increased in 
number. Localised pericardial friction in the area of the mmfarct is not 
infrequent, and is of great diagnostic importance. It generally occurs a few 
days after the onset, and may be transient but may persist for a few days. 
Embolism (see p. 991) may occur. 

There is frequently some disorder of rhythm: extrasystoles, or, less 
frequently, paroxysmal or persistent auricular fibrillation or auricular flutter, 
paroxysmal tachycardia, or auriculo-ventricular block. 

The foregoing is a description of the clinical features of a typical case. It 
is to be noted, however, that the clinical picture varies considerably in 
different cases. Thus: Pain (or a sensation of oppression or constriction) 
may be only slight and rarely completely absent. Shock and circulatory 
collapse, or acute left or right ventricular failure may be the most prominent 
and even the only symptoms. The clinical picture may resemble that of an 
acute abdominal condition, especially if embolism in the abdomen has 
occurred. Lastly, occasionally the symptoms develop insidiously. 

For the results of electro-cardiographic examination, see pp. 1023-1027. 

Diagnosis.—A correct diagnosis is almost always possible from the ¢linical 
features described, together with the results of electro-cardiographic examina- 
tion ; indeed, in the great majority of cases, it may be made from a careful 
consideration of the first alone. The diagnostic value of the electro-cardio- 
grams is discussed on pp. 1023-1027. 

Coronary occlusion should be differentiated from angina pectoris, acute 
left- or right-sided ventricular failure due to other causes, rupture of an 
aneurysm of the thoracic aorta, acute pericarditis, pulmonary embolism, 
lobar pneumonia, pneumothorax, and acute abdominal conditions, such as the 
perforation of a peptic or duodenal ulcer, biliary colic, and acute pancreatitis. 

The distinguishing clinical features between coronary occlusion and 
angina pectoris are that in the former the pain is not related to any exciting 
cause, it generally persists and it may be for hours or even days, is usually 
accompanied by restlessness, and is not relieved by vasodilators or by rest ; 
there is often shock and circulatory collapse ; dyspnea is generally present 
_and is usually severe ; there is frequently nausea and vomiting ; there may 
be acute left- or right-sided failure ; there is often some form of arrhythmia 

resent; there is generally pyrexia and often leucocytosis; pericardial 
facia ig not uncommon ; and embolism may occur. Coronary occlusion 
and acute abdominal conditions are more likely to be confused when 
in the former the locality of the pain is in the lower part of the front 
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chest or in the epigastrium, and especially if there is nausea and vomiting ; 
and when in the latter the pain involves the lower part of the front 
chest. Among the distinguishing features are the following: In acute 
abdominal conditions the pain is chiefly abdominal, does not spread so high 
in the chest, and never involves the arms ; pallor is not tinged with cyanosis ; 
there 1s not such an immediate considerable fall in the blood pressure ; and 
severe dyspnoea, or acute left- or right-sided failure, does not occur. The age 
and sex, the previous history, 7.e. whether pointing to a cardiac or an abdominal 
complaint, and the results of the examination of the heart and of the abdomen 
—in which connection it may be mentioned that if in coronary occlusion 
there should be muscular rigidity in the abdomen it is never pronounced. 
Lastly, in the differential diagnosis of coronary occlusion from any other 
malady, the results of electro-cardiographic examination are usually of great 
value. 

Prognosis.—This exhibits a wide variation. It is less unfavourable than 
was considered some years ago, one of the reasons for this being that milder 
cases are now more frequently diagnosed. Taking cases as a whole, it would 
appear that somewhat more than half survive the attack. The first three 
weeks is particularly dangerous, and the prognosis must be very guarded. 

In trying to form an opinion, the severity and duration of any existing 
pain, shock and circulatory collapse, dyspnoea, pyrexia, leucocytosis, the 
variety of any disorder of rhythm, whether there is acute left- or right-sided 
failure, the size of the heart, the degree and duration of any electro-cardio- 
graphic changes, and the question of complications should be taken into 
account. Treatment also is very important. As to the subsequent out- 
look, published statistics suggest that of those who survive about half 
live for two to three years, about a quarter for five years, relatively few 
for over ten years, and very rarely for more than fifteen years. In the 
vast majority of cases the reserve strength of the heart is diminished, 
in varying degree. A small proportion can lead a fairly active life. 
Angina pectoris occasionally supervenes. On the other hand, if the patient 
was previously subject to this malady, it may become less. Recurrence of 
occlusion is not infrequent. In conclusion, I wish to state that in my 
opinion, based on a considerable experience, if (1) as regards the attack there 
is a sufficiency of rest (see infra and p. 994), and (2) afterwards the patient is 
able and willing to live within the diminished strength of his heart, however 
limited a life may be involved (see pp. 862, 863), the prognosis In coronary 
occlusion would be very materially bettered than would otherwise be the 
case and the statistics suggest. 

Treatment.—In 1933 I expressed the firm opinion that whenever a 
definite diagnosis of coronary occlusion has been made, at least three months 
complete rest, physical and mental, followed by a similar period of partial 
rest, is strongly indicated ; and that in severe cases the duration should be 
longer. Further experience has confirmed this view. It is of the utmost 
importance to afford a full opportunity for the best possible healing of the 
infarct. 

In the early stages the more absolute the rest and tranquillity of mind 
the better. For this purpose, adequate nursing, night and day, is essential. 
Great care should be taken regarding movement of the bowels; death may 
take place during the act of defecation. They need not be moved for the 
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first 48 hours, and for some time afterwards every other day is usually 
sufficient. They should be opened by means of enemata. Warmth to the 
body is indicated. For the control of pain, morphine hypodermically, in 
sufficient dose and frequency, and for as long as is found to be necessary. 
Nitrites are contra-indicated. Later, milder sedatives may be very helpful 
to ensure a sufficient amount of sleep and for restlessness. Especially during 
the first one or two weeks or even longer, the diet should be fluid or semi- 
solid, easily digestible, limited in amount, and given in small quantities at a 
time and at frequent intervals. It is increasingly believed that a low calorie 
diet, with the object of diminishing the metabolic rate, is of notable assistance. 
If congestive cardiac failure occurs, digitalis should be administered but large 
doses should be avoided and caution exercised. The treatment of auricular 
fibrillation and of auricular flutter is dealt with elsewhere. If digitalis is 
employed, the precautions just mentioned should apply. Quinidine as de- 
scribed on p. 894 has proved successful and very valuable in rome cases 
of paroxysmal tachycardia, especially of ventricular origin. 

The greatest care should be exercised during convalescence. During the 
last few weeks that the patient 1s in bed, his back may be gradually raised by 
means of pillows. Afterwards, he is moved to a couch, at first only every 
other day, for at least four weeks. After the first two weeks of this time, 
massage, at first very gentle and for short periods only, and gradually in- 
creased, may be tried. Later, slight’ walking exercises may be permitted. 
If during any stage there are abnormal subjective symptoins, or lowering of 
blood pressure, or maintained increased frequency of the pulse, it means that 
the amount of exertion 1s too much and should be correspondingly reduced. 

The patient should be impressed with the importance of living not only 
within the limits of his diminished cardiac strength (see pp. 862, 863), but 
even keep something in reserve, during the rest of his life. 


THE HEART IN HYPERTENSION 


Within recent years a good deal of attention has been paid to the heart in 
hypertension. The subject is of great importance. 

In the vast majority of cases the hypertension is of the nature of hyper- 
piesia. The latter is one of the most frequent causes of heart failure. Again, 
in hyperpiesia, it is probable that more than half the patients die from cardiac 
causes. 

“Etiology and Pathology.—-This is mainly dealt with on pages 1065 and 
1066, There is cardiac hypertrophy, especially of the left ventricle, and diffuse 
hyperplastic sclerosis. There may be co-existent atheroma of the coronary 
arteries and of the aorta, due to age, or, in the opinion of some, the result of 
the hypertension ; fibrosis of the myocardium ; dilatation of the aorta ; and 
primary chronic degenerative endocarditis of the aortic and less frequently 
of the mitral valves. The fibrosis of the myocardium may be of ischemic 
origin; or due to the same cause as that of the hypertension; or to the 
increased resistance to the work of the heart having an effect upon its nutrition 
and removal of waste products ; or to a combination of some of these. 

In the course of time dilatation follows hypertrophy, and at necropsy it is 
usual to find both present. 
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Symptoms.—The symptoms of hyperpiesia are described on page 1066. 
The most common cardiac symptoms are shortness of breath, palpitation, 
and precordial discomfort or pain, on exertion. Later, cardiac failure, usually 
left-sided, but it may be involving both sides, may supervene (see p. 857). 
Acute left-sided failure may occur (see p. 853). Angina pectoris is not very 
infrequent. There is occasionally coronary occlusion, 

There are physical signs of hypertrophy of the heart, especially of the left 
ventricle (see p. 955), and in the course of time of dilatation (see p. 956). 
There may be a systolic murmur in the aortic area, the result of dilatation or of 
atheroma. In the case of the first, the second sound is accentuated and may 
be ringing. There is sometimes mitral incompetence and rarely aortic Incom- 
petence, in both usually relative, but it may be the result of primary chronic 
degenerative endocarditis. X-ray examination reveals hypertrophy of the left 
ventricle, and there may be, in addition, general dilatation of the aorta 
(see Fig. 45). The latter is shown by general widening of the supra-cardiac 


Vig. 45.—Orthodiagram from a case of hypertension, showing great enlargement of the 
left ventricle, and general widening of the aortic shadow. 


vascular shadow. There may be also increased density of the shadow. 
The rhythm of the heart is usually regular, but extrasystoles are not 
infrequent, while occasionally there is paroxysmal tachycardia, or auricular 
fibrillation, or auricular flutter—in that order of frequency. There may be 
one of the varieties of auriculo-ventricular block, bundle-branch block, or 
arborization block. The electrocardiogram almost always indicates pre- 
ponderance of the left ventricle. It 1s frequently inverted. 

During the last few days or weeks the blood pressure may fall, especially 
the systolic, with a resultant diminution in the pulse-pressure. 

Diagnosis.—The diagnosis is easy in the absence of any material fall 
of the raised blood pressure. When the blood pressure has diminished with 
the onset of heart failure, or on account of the associated coronary disease, 
it may present difficulty. In these cases a relatively high diastolic pressure 
is significant. Gross hypertrophy of the heart in the absence of chronic 
valvular disease is generally due to hypertension. The results of X-ray ex- 
amination of the heart and aorta provide valuable evidence. In this con- 
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nection it js necessary to distinguish between general dilatation of the aorta 
due to hypertension from that caused by syphilitic mesaortitis. The changes 
of the aortic shadow in the latter condition are described on page 977. More- 
over, in atheroma, on account of lengthening with tortuosity of the aorta, 
localised bulging of any part of the shadow is far less common. Gallop 
rhythm and pulsus alternans are valuable signs. Ophthalmological examina- 
tion may show characteristic changes. 

Prognosis.—This depends upon the blood pressure readings, especially 
the diastolic, the size of the heart, the condition of the myocardium, of the 
aorta, the coronary arteries, and of the kidneys, and the degree of any existing 
cardiac failure. If the state of the myocardium, the aorta, the coronary 
arteries and the kidneys is good, it 1s surprising how long the heart is able to 
support a raised blood pressure. Gallop rhythm and pulsus alternans are of 
serious significance ; and cardiac asthma and acute pulmonary cedema are 
usually of grave import. 

Treatment.—The treatment of hyperpiesia is dealt with on pages 1068- 
1070. When congestive cardiac failure occurs, complete rest in bed for a time, 
its duration depending upon the degree of the failure, and digitalis are indi- 
cated. Venesection may be helpful when there are mdications of great 
distension of the nght side of the heart. The various other therapeutic 
measures, including the question of diuretics, described on pages 861-875 
should be carefully considered. 


HYPERTHYROIDISM IN RELATION TO HEART DISEASE 


The effects of hyperthyroidism, due either to Graves’s Disease or to 
secondary thyrotoxicosis (toxic adenoma), on the heart and circulation have 
been discussed under their respective headings. It is, however, appropriate 
to make some observations on one of the varieties of ‘‘ masked ”’ hyper- 
thyroidism (see p. 488), namely, that in which the cardio-vascular symptoms 
dominate the clinical picture or may even entirely mask any other manifesta- 
tions. 

Clinical Features.—The condition occurs most commonly in middle- 
aged or elderly subjects, and females are much more often affected than 
males. It is relatively more frequent in secondary thyrotoxicosis. 

The onset of symptoms is usually gradual. The patient seeks medical 
advice for cardiac symptoms. Palpitation is the most frequent ; it 1s without. 
apparent cause. There is tachycardia, and an abnormal response of the 
cardiac rate to physical exertion and emotion. The tachycardia is little 
affected during sleep ; and persists in spite of rest. The pulse is fuller and of 
increased force, and may resemble that of aortic incompetence. There is 
exaggerated pulsation of the arteries, which may be particularly noted in 
the carotid and trachial arteries. There may be capillary pulsation. The 
systolic blood pressure is generally moderately increased ; the diastolic may 
be subnormal, normal, or slightly raised ; the pulse pressure is increased. In 
some cases the systolic and diastolic pressures are proportionately raised. In 
the opinion of some this is not always due to a co-existing condition, but may 
be the result of the thyrotoxicosis. There may be extra-systoles ; in which 
connection, the association of extra-systoles with tachycardia, in the absence 
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of other causes, 1s very suspicious of hyperthyroidism. There may be auricular 
fibrillation, at first usually paroxysmal, and later it may be persistent. 
Paroxysmal tachycardia and auricular flutter are of relatively rare occurrence. 
The apex-beat is more forcible than normal, but the out-thrust is quicker and 
shorter—unlike in hypertrophy, in which it is slower and longer than normal. 
It is often diffuse. There may be a sensation communicated to the hand 
resembling a systolic thrill. The first sound is increased in loudness, and not 
infrequently is short and sharp. There may be a systolic murmur in the 
pulmonary area, or at the apex, especially the former, in which event the mur- 
mur is usually harsh and may give the impression of being superficial, and 
cases have been recorded in which a slight thrill was present. X-ray examina- 
tion of the heart is of considerable help in diagnosis. It almost always shows 
overaction of the organ, as revealed by increased pulsation. Even in the early 
stages, the left contour of the cardiac shadow is straight, due to increased 
prominence of the pulmonary arc. This may be diagnosed from mitral 
stenosis by examining the patient in the right oblique position, when absence 
of enlargement of the left auricle is to be noted. The size of the heart is less 
than would be supposed from clinical examination. In cases of considerable 
severity and duration, however, there is enlargement to both sides, often 
mainly to the left. When enlargement is very considerable, there may be 
relative mitral incompetence. 

Breathlessness is less pronounced than palpitation, unless there is cardiac 
failure. Angina pectoris is occasionally met with, especially in the elderly, 
in which there is more likely to be coronary disease. Ultimately congestive 
cardiac failure occurs in the great majority of cases, in which event there is 
usually auricular fibrillation. The most common complications are auricular 
fibrillation and congestive failure. 

There is nothing characteristic about the electro-cardiograms. 

The skin may be warm and moist, and there may be flushing and excessive 
sweating. In some cases there is slight pigmentation of the skin. There may 
be slight enlargement or increased consistency of the thyroid gland. Occasion- 
ally there is a substernal or rarely an intrathoracic goitre. Exophthalmos is 
rare, but there may be a slightly staring expression. Fine tremors are present 
in most cases. Usually there is loss of weight, but generally not rapid and 
only occasionally severe. 

The estimation of the basal metabolism is a valuable aid in diagnosis. It 
should be done under suitable conditions, and in doubtful cases on a number 
of occasions. The rate is almost invariably increased. In this type of case 
a great augmentation is ralatively rare, the increase usually being between 
plus 30 and 50. And even if the rate is within the normal limit of plus 15, if 
the administration of iodine is followed by a pronounced effect on the rate 
and the clinical picture is suspicious, in all probability there is hyperthyroidism. 
It should be noted that congestive failure may give rise to a slight or moderate 
increase in the basal metabolic rate. 

Diagnosis.—Formerly a large proportion of these cases were missed and 
even now such is not infrequent. Whenever a patient, especially if middle- 
aged or elderly, complains of cardiac symptoms, in the absence of other causes, 
such as rheumatism, hypertension, and syphilis, the possibility of a thyroid 
origin should always be borne in mind. In this regard, a careful consideration 
of the various features just described is indicated. Evidence of overaction of 
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the heart, together with a straight left contour of the shadow is exceedingly 
suggestive. 

In addition, the effect of digitalis, quinidine, and iodine therapy respec- 
tively should be taken into account. There may be little response to digitalis, 
even when auricular fibrillation (or auricular flutter) with a rapid ventricular 
rate is present. Although quinidine not infrequently restores the normal 
rhythm, if the thyrotoxic state persists, relapse almost invariably recurs. 
The question of iodine has been referred to. 

In possible early cases, neurocirculatory asthenia should be excluded. 

Prognosis.—The degree of damage to the heart in hyperthyroidism seems 
to depend on the age of the subject and its duration rather than on the type 
of goitre or the severity of the symptoms of hyperthyroidism. It is more 
serious with advancing age. The prognosis in this group of cases depends 
almost entirely on treatment. Provided partial thyroidectomy is performed 
before the cardiac condition is hopeless, improvement is almost invariable. 
Those with congestive failure respond very well. In cases of auricular fibrilla- 
tion, the abnormal rhythm sometimes ceases spontaneously after operation, 
although such may be delayed to even three to six months. If this does not 
occur, the administration of quinidine is usually successful. Any co-existing 
hypertension usually persists after operation. 

Treatment.—The primary indication is to remove the thyrotoxic condi- 
tion. This has already been dealt with on pp.488-491. As farasmy experience 
goes taking a long view, in the vast majority of this group of cases partial 
thyroidectomy is the best form of treatment. And, given time for preliminary 
treatment, it should not be postponed. Severe congestive failure, even 
requiring mercurial diuretics, is not a contraindication. Needless to say, 
however, I am not referring to moribund cases. 

The opinion I have expressed does not diminish the importance of medica] 
treatment, both before and after operation. With regard to the former, the 
indication is to get the patient to the optimum. Measures include rest, 
diet, sedatives, iodine, and perhaps digitalis and the removal of foci of 
infection. These have been dealt with elsewhere. It is a good thing to 
commence the various forms of treatment at various times, so as to secure 
the maximum beneficial result simultaneously. If after operation auricular 
fibrillation or auricular flutter does not cease spontaneously, provided there 
are no contraindications, the administration of quinidine should be resorted to. 


THE HEART IN HYPOTHYROIDISM 


The heart is affected in some manner in the vast majority of cases of 
hypothyroidism, whether myxcedema, either natural or following thyroidec- 
tomy, or cretinism. 

In such cases there is often some degree of cardiac failure. Slight degrees, 
such as some shortness of breath on exertion and slight oedema, are the rule ; 
and severe failure is probably of rare occurrence unless there 1s co-existing 
chronic myocardial disease or hypertension. The heart is sometimes enlarged, 
both sides being implicated. The degree of the enlargement is usually not 
great, but it may be very great or even enormous. The cause of the enlarge- 
ment is uncertain. In the opinion of some it is mainly due to dilatation and to 
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a less extent to a myxcedematous state of the heart muscle. The degree of 
cardiac failure is not always related to that of enlargement. The rate of the 
circulation is diminished. On screening, in addition to possible enlargement 
of the heart, there is diminished pulsation. Changes in the electro-cardiogram 
are the most constant features (see p. 1029). 

There may be indications of co-existing chronic myocardial disease, 
atheroma or hypertension. 

A diagnosis may be made from the general symptoms of hypothyroidism, 
together with the clinical features described and an electro-cardiogram ; and 
the response to appropriate treatment. 

Treatment consists of thyroid therapy, given cautiously. The beneficial 
effect is very quick, including the cardiac enlargement and the electro- 
cardiogram. 

FREDERICK W. PRICE. 


CLINICAL ELECTRO-CARDIOGRAPHY 


By means of the electro-cardiograph it 1s possible to obtain graphic records 
of the movements of both auricles and ventricles, to study the time-relations 
of their contractions, and to measure the function of conductivity not only 
of the auriculo-ventricular junctional tissues but also that below the division 
of the auriculo-ventricular bundle into two branches. In addition, it tells 
us the point of origin of the impulse formation and also the path along 
which the wave of excitation travels. 

All the various forms of irregular action of the heart can be identified 
with certainty. The electro-cardiograph affords the most precise means of 
investigating the function of the myocardium. Disease of the myocardium 
may, by interfering with the normal path of the wave of excitation, modify 
the form of the ventricular complex. The instrument is often of great value in 
the diagnosis of coronary disease and infarction of the heart; it contributes 
the most certain sign of transposition of the heart; it gives evidence of 
left- or right-sided preponderance when either exists; it is sometimes of 
value in the diagnosis of chronic valvular disease and congenital morbus 
cordis; and during the administration of quinidine in the treatment of 
persistent auricular fibrillation and persistent auricular flutter, the changes 
in the cardiac rhythm induced by the drug may be followed, and the dosage 
controlled accordingly. 

It has been known for a considerable time that changes in electric potential 
take place in muscle when it contracts, and, further, that a record of these 
changes may be obtained by connecting the muscle with a sensitive galvano- 
meter by means of electrodes. 

A. D. Waller, in 1887, employed a capillary electrometer to register the 
changes in electric potential in the human heart during contraction. He 
demonstrated that these changes were distributed through the body, and he 
used the moist skin surfaces of the arms and legs as leads, connecting them 
with a galvanometer. 

EKinthoven employed the string galvanometer to register the changes 
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in electric potential in the human heart. He modified this instrument, 
the Einthoven string galvanometer being now generally employed in 
physiological and clinical investigations. In the Kinthoven galvanometer 
there is an exceedingly fine silvered glass fibre, which is suspended in a box 
and placed vertically between the poles of a powerful electro-magnet. 
When a current passes through this fibre, minute movements of the fibre 
take place. The shadow of the oscillating fibre is magnified, and projected 
on to a photographic screen, and in this way a photograph of these move- 
ments is obtained. The sensitiveness of the fibre can be adjusted by altering 
the tension, the standard generally adopted being that of EHinthoven, 7.e. 
that when a difference of potential of one millivolt is passed through the 
fibre, this gives a deflection on the plate of 1 cm. in amplitude. 
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is due to the contraction of the auricles: the others are the result of the contraction 
of the ventricles, and are termed Q, R, S, and 7. In normal subjects the amplitude 
of all the deflections is usually greatest in lead II, especially the deflection R. 


Recently some workers employ valve modification and a mirror galvano- 
meter instead of the string galvanometer. 

Both varieties of electro-cardiographs are now made in reliable portable 
form, which can be taken to the bedside of the patient. 

Formerly the common practice was to accept three leads and the follow- 
ing nomenclature, z.e. lead I, or the transverse, a lead from the right and 
left hands; lead II, or the axial, from the right hand and left foot; and 
lead III, or the left lateral, from the left hand and left foot. Now a fourth 
or chest lead is also employed, in which one electrode is applied over the 
precordium and another over some distant part of the body. This lead, 
on the joint recommendations of the Cardiac Society of Great Britain and 
Ireland and the American Heart Association, is arranged as follows: One 
electrode is placed over the extreme left border of the apex-beat, or, if this 
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cannot be determined by palpation, it may be applied in the fifth inter- 
costal space immediately outside the left border of percussion dulness, or 
just outside the left mid-clavicular line. The other electrode is applied 
either to the left leg or to the right arm. The leads so arranged are referred 
to as leads IV F and IV R respectively. In using either of the foregoing 
connections, the correct polarity is obtained as follows: The lead switch is 
turned to lead I; the left arm terminal is connected to the precordial elec- 
trode; and the right arm terminal is connected to the distant electrode— 
to the left leg for lead IV F, or to the right arm for lead IV R. 

The record of the changes in electric potential which take place in the 
heart during contraction is called an electro-cardiogram. 

If a normal electro-cardiogram of leads I, II, and III be studied, certain 
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Kia. 47.—Electro-cardiogram, showing inversion of T in leadI. There is also 
left-sided preponderance. 


upward and downward deflections or waves are seen in each cardiac cycle 
(Fig. 46). Following Einthoven, the deflections are called P, Q, R, S, and T, 
in some instances 7’ being followed by U. & and T are the most constant 
deflections, the former especially so; Q and S are not infrequently absent, 
particularly the first; while the U deflection is of very uncommon 
occurrence. 

P, R, T, and U are upward deflections, while Q and S are downward 
ones. 

The P deflection is due to the contraction of the auricles. Q, R, S, and T 
are due to the contraction of the ventricles. U, if present, occurs early in 
diastole, and its significance is not fully understood. 

That portion of the elcctro-cardiogram from the beginning of P to the 
commencement of Q is called the auricular complex. P represents the spread 
of the wave of excitation over the auricles. It is an upward, small, and 
usually rounded deflection, but it may be pointed. It is succeeded by an 
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isoelectric interval indicated by the string either remaining at the zero level, 
or descending or ascending slightly, in which event usually the former. 
That portion of the electro-cardiogram from the beginning of Q to the 
end of 7 is designated the ventricular complex. Q, R, S constitute the 
initial group of deflections, while 7 is the terminal or final deflection. Q 
passes at once into FR, and S follows immediately upon the latter. Q and S 
are downward steep deflections, and usually very small. # is an upward, 
conspicuous, sharp spike, and of greater amplitude than any of the other 
deflections. The S—Z interval usually exhibits a pronounced zero-line, 
which however may descend or ascend slightly, but, on the other hand, there 
may even be no zero-line. 7 1s an upward, prominent, broad and rounded 
deflection, but in lead III it not infrequently points downward (see p. 1004). 
In normal subjects, the amplitude of all the deflections, especially F, is 





Fig. 48.—Electro-cardiogram showing inversion of 7' in lead ITT. 


usually greatest in lead II, while those in lead III are not infrequently of 
small amplitude. 

The time-distance between the beginning of P and the commencement 
of Q, or between P and R, as the case may be, is an index of the As-—Vs 
interval, that is, the interval separating the commencement of auricular 
and ventricular contraction, and is a measure of the function of conduc- 
tivity of the auriculo- ventricular node and bundle above its division into 
two branches ; it is called the P-Q or P—R interval. The rule is to employ 
the latter, on account of the frequent absence of the Q deflection. The 
P-R interval is a more reliable indication of the rate of conduction of the 
wave of excitation than the a-c interval in a polygraphic tracing, because 
the presphygmic interval and the period between the opening of the aortic 
valves and the carotid pulse are not included. In normally acting hearts 
the interval varies between 0-12 and 0:18 second. If it exceeds the latter, 
and certainly if more than 0-20 sec. (Fig. 78), we may conclude that the 
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function of conductivity is definitely depressed. The P-R interval is dimin- 
ished in auriculo-ventricular nodal rhythm and in functional bundle-branch 
block (see Fig. 82). 

The period of time occupied by the ventricular complex is approximately 
that of the ventricular systole. That occupied by the QRS group of 
deflections is of much importance. It should not exceed one-tenth second. 
If it does it indicates a delay in the conduction of the wave of excitation 
through the ventricular muscle. This occurs in bundle-branch block, 
arborization block, ventricular extrasystoles, in the ventricular variety of 
paroxysmal] tachycardia, and, it may be, in extreme preponderance of either 
ventricle. 

The Q-T or R-T duration varies considerably. With a normal cardiac 
rate, it probably averages between 0°32 to 0°35 second. It is diminished by 
an increased cardiac rate, and vice versa. When the cardiac rate is unusually 
frequent the duration of the diastolic interval is so shortened that the 
deflection 7 approaches more and more to the following P, and P and T 
may even coincide and are superimposed (Fig. 49). | 

In auricular hypertrophy, such as in mitral stenosis and congenital 
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Fic. 49.—Electro-cardiogram in which P and 7' coincide and are superimposed. 


pulmonary stenosis, especially the former, the P deflection, particularly in 
lead IT, is of increased amplitude (Figs. 53 and 54), and not infrequently 
is also broad and has a flat top, and may be notched or bifurcate (Figs. 55 
and 56). Some writers are of opinion that a mere increase in the amplitude 
of P is occasionally met with in normal hearts. 

A large Q in lead III is often a feature of the 73 type of infarction, 
either recent or old. It should be noted, however, that it may also occur 
with a horizontal or transverse position of the heart due to a high diaphragm, 
as, for example, in ascites, pregnancy, or obesity. In the differential diagnosis, 
whether there is also a Q of somewhat smaller amplitude in lead II and a 
characteristic alteration in the R-T (S—T) interval and in the form of the 
T deflections are of cardinal importance. In addition, a large Q due to 
upper displacement of the diaphragm is diminished or abolished by holding 
the breath after a deep inspiration. A Q in lead I is strongly suggestive 
of an old infarct of the wall of the left ventricle near the apex and the adjacent 
part of the interventricular septum. 

Notching or splintering or slurring of the QRS complex of slight degree 
may be found in normal conditions, and in preponderance of either ventricle. 
These in pronounced degree and also notching which is irregular signify 
that the wave of excitation is speading in the different parts of the ventricular 
musculature in an abnormal manner. They may be met with in bundle- 
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branch block, arborization block, ventricular extra-systoles, and in the 
ventricular variety of paroxysmal tachycardia. 

Diminution in the amplitude of 7 occurs during forced expiration, and 
it may be with advancing age. The T deflections may be flattened or inverted 
in the three leads in hypothyroidism (sce Fig. 95). Diminution of J in 
lead II is frequently met with in marked left- or right-sided preponderance. 
Inversion of T in lead III alone (Fig. 48) is not infrequently found in 
health, and therefore its significance in a single examination is uncertain 
and it is of essential importance to know whether the deflection was formerly 
upright. Among pathological conditions, it is found in marked right- 
sided preponderance. Inversion of T in lead III and lead II may occur 
during forced expiration. Apart from this, it is probably pathological. 
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Fia. 50.—Electro-cardiogram showing predominant hypertrophy of the left 
ventricle. 


Inversion of T1 and T2 may be regarded as pathological, suggesting coronary 
or myocardial disease. Inversion of T1 is also to be met with in gross left- 
sided preponderance. 

The changes in the 7 deflections which occur in bundle-branch block, 
coronary occlusion, and with full doses of digitalis are described elsewhere. 


The characteristics of a normal fourth lead are as follows (Fig. 51). The 
first deflection, P, is upright, and is rather smaller than in the other standard 
leads but less so in lead IV F. The initial group of ventricular deflections is 
of larger amplitude than in leads I, II, and III, and is diphasic, the first wave, 
R, being positive and the second, S, negative, and they are approximately of 
equal size. The S—T interval, as in the other three leads, is usually iso- 
electric but it may, on the other hand, show a slight inclination to rise above 
or to fall below the zero line. The J deflection is positive, and is of increased 
amplitude. 
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The form of electro-cardiographic curves depends upon the point of origin 
of the impulse formation, the paths along which the wave of excitation 
travels, and the manner of conduction of the latter; any departure from 
the normal in respect of one of these will result in an alteration in the form 
of the electro-cardiogram. 

A typical P signifies that the impulse arises in the sino-auricular node 
and that the wave of excitation spreads over the whole of the auricles along 
the normal paths. When the auricle contracts in response to impulses not 
generated at the sino-auricular node, almost always the P deflection is of 
abnormal form. The degree of this depends upon the distance of the site 
of origin from the normal, for example, if near the node P may be almost 
normal. Often the deflection is inverted. The various forms of abnormal 
P deflections which may be found in auricular or auriculo-ventricular nodal 
extra-systoles, auricular or auriculo-ventricular nodal paroxysmal tachy- 
cardia, auriculo-ventricular nodal rhythm, and auricular flutter are described 
later. A diphasic or inverted P in lead III alone may occur in left-sided 
preponderance and in the absence of any pathological condition. 

Similarly, a typical ventricular complex signifies that the contraction of 








the ventricles 1s supra-ventricular in origin, t.e. they have contracted in 
response to an impulse which arises above the division of the auriculo- 
ventricular bundle, and that the wave of excitation proceeds along the normal 
paths. An atypical ventricular complex means that the contraction of the 
ventricles is ventricular in origin, t.e. the stimulus arises below the division 
of the auriculo-ventricular bundle. When the ventricular contraction is 
aberrant (see p. 847), the complex, while fundamentally typical, differs from 
the normal to some extent, this varying from a slight degree to even, rarely, 
that in which the complex resembles one of ventricular type. 

Carpiac HypertTropuy.—It has been previously pointed out that in 
cardiac hypertrophy, while both ventricles are more often affected than one 
alone, one ventricle is frequently involved to a greater degree than the other. 
This predominant hypertrophy or preponderance of either ventricle is re- 
vealed by the electro-cardiograph. If in cardiac hypertrophy an electro- 
cardiogram does not indicate either right- or left-sided preponderance, we 
may assume that the hypertrophy involves both ventricles approximately 
equally. 

In left-sided preponderance, the amplitude of # is greater in lead I than 
in lead III, and the amplitude of S in lead III is greater than in lead I (Figs. 
47 and 50). The deflections of greatest amplitude in leads I and III, there- 
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fore, point away from each other. In right-sided preponderance, the ampli- 
tude of S is greater in lead I than in lead III, and that of R in lead III is 
greater than in lead I (Fig. 52), and so the deflections of greatest amplitude 
point towards each other. 


tl 
rn 


a 
jhe 


wer 
PY T | 
ij 
‘ { 
| Pi veal 





Fias. 53 and 54.—Electro-cardiograms from two different subjects showing increased 
amplitude of the deflection P. 


_ In marked preponderance of the left side, there is often inversion of T 
in lead I; and in that of the right side, inversion of 7 in lead III. Barnes 
and Whitton have suggested that these changes in the 7 deflection result 
from mechanical strain on one ventricle rather than actual disease of the 
myocardium other than hypertrophy. In extreme preponderance of either 
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ventricle, the period of time occupied by the Q, R, S group of deflections 
may be increased, exceeding one-tenth of a second. 

In the diagnosis of preponderance of either ventricle it is necessary to 
exclude displacement of the heart, for the following reason. The electrical 
axis of the organ is influenced by the anatomical axis, so that displacement 
may give rise to electro-cardiographic curves of right- or left-sided pre- 
ponderance. Thus, a horizontal or transverse position of the heart due to 
a high diaphragm tends to produce a curve of left ventricular preponder- 
ance ; while a vertical position of the organ with a low diaphragm, as seen 
in asthenic subjects, tends to produce that of right ventricular preponderance. 

It is also necessary to distinguish between predominant hypertrophy of 
the left or right ventricle and a lesion of the left or right main branch of 
the auriculo-ventricular bundle (new nomenclature) respectively. This is 
referred to on p. 1020. | 


Curonic VALVULAR DiseasE.—lIn aortic valvular disease there is usually 
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Kas, 55 and 56.—Electro-cardiograms from two different cases of mitral stenosis. The 
deflection P is increased in amplitude, and is also broad, has a flat top, and is bifurcate. 


left-sided preponderance. In mitral stenosis there is generally right-sided 
preponderance ; and the P deflections may show the changes indicative of 
auricular hypertrophy described on p. 1003. The latter, when present, are 
of diagnostic value, especially when there is also right-sided preponderance. 
When auricular fibrillation supervenes, the curves will present features 
characteristic of that condition. 

CONGENITAL Heart Disease.—The amplitude of the deflections is some- 
times greater than in the acquired form of valvular disease. There is fre- 
quently right-sided preponderance, often of marked degree, especially in 
pulmonary stenosis. 

In dextro-cardia all the deflections of a curve from lead J are inverted, 
while lead III is equivalent to the normal lead II, and lead II to the normal 
lead III (Fig. 57). This form of electro-cardiogram is pathognomonic of the 
condition. It is to be noted that if there is also a lesion giving rise to enlarge- 
ment of the right ventricle, the electro-cardiogram will be that of left-sided 
preponderance with inversion of P in lead I. In uncomplicated wide patency 
of the interauricular septum there may be deviation of the electrical axis 
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to the right. In patency of the interventricular septum the electro-cardio- 
gram is usually normal, except when the defect in the septum involves the 
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Fies. 58, 659 and 60.—Electro-cardiograms from three different subjects showing 
sinus irregularity. The auricular and ventricular deflections are of normal form, 
but there is a variation in the length of the intervals between 7' and P. 


auriculo-ventricular bundle and so gives rise to congenital heart-block. 
In soa eal Homurvan) stenosis the electro-cardiogram will reveal a marked 


right ventricular preponderance. 
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of the diastolic periods, 7.e. the intervals between 7' and P (see p. 885). 
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Sinus ArRRuHyYTHMIA.—The electro-cardio 


readily be identified (Figs. 58-60). 
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Extra-SysToLes.—Extra-systoles may be readily recognised by means of 
graph 


the electro-cardio 
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earlier than the anticipated time. As the ventricular contraction 1s ventricular 
in origin and therefore the wave of excitation travels along abnormal channels, 
the ventricular complex is wholly atypical : it is diphasic, and is of increased 
amplitude. It is of the same duration as that of the rhythmic contraction. 

There are two main varieties of ventricular extra-systoles, and it is 
usually possible to differentiate them by means of the electro-cardiograph. 
In one, the ventricular complex consists of an upward, tall and pointed 
deflection, and then of a downward and broader deflection, in lead I; and 
of a downward, deep and pointed deflection, and then of an upward and 
broader deflection, in lead III. In the other variety, the ventricular complex 
consists of a downward, deep and pointed deflection, and then of an upward 
and broader deflection, in lead I; and of an upward, tall and pointed deflec- 
tion, and then of a downward and broader deflection, in lead III. It was 
formerly thought, largely as the result of experiments in animals, that the 
first variety has its origin in the left ventricle or apical portion of the heart, 
and the second in the right ventricle or basal portion. Recent evidence 
has been adduced, based partly on direct observations on the exposed human 
heart, which strongly suggests that the opposite is the case. The direction 
of the deflections in lead JI is usually the same as in lead III, but the 
reverse may be the case. 

In the ventricular variety of extra-systoles, the auricle maintains its 
usual rhythm and contracts as the result of the normal stimulus from the 
sinus. It follows, therefore, that the corresponding P deflection appears at 
the anticipated time and is normalinform. But itis usually embedded in the 
ventricular complex, although it may be detected in this part of the electro- 
cardiographic curve in some cases, and occasionally is nearly separate. 

If the ventricular extra-svatole takes place after the normal auricular 
contraction, and the wave of contraction from the auricle has reached 
the ventricle and met that of the premature ventricular contraction in the 
ventricular wall, the ventricular complex of the premature contraction of the 
ventricle will present both typical and atypical features. 

The site of origin of a ventricular extra-systole may occasionally be at 
one time in the basal or right portion of the ventricle, and at another in the 
apical or left portion, in the same subject. 

A ventricular extra-systole is usually followed by a compensatory pause, 
which is complete. Sometimes, when the cardiac rate is slow, an inter- 
polated extra-systole occurs. 

In the auricular variety of extra-systole (Fig. 63) the P deflection takes 
place before the anticipated time. As the point of origin of the stimulus 
for contraction is at a site other than the sino-auricular node, almost always 
the P deflection is of abnormal form. The degree of difference depends 
upon the distance of the site of origin of the impulse from the sino-auricular 
node; and if near or at the node, P may be practically normal. Often 
the deflection is inverted (see lead II). The premature contraction of the 
auricle may take place so early as to coincide with the ventricular contraction 
of the preceding cycle, in which case P and the preceding T' are superimposed. 
The P-R interval may be increased. The P deflection is usually followed 
by a premature ventricular complex. This is of typical form, since 
the ventricular contraction is of supra-ventricular origin and therefore 
the wave of excitation to the ventricle travels along the usual paths, 
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but it may be aberrant. Almost always aberrant ventricular beats are 
found only when there is diminished auriculo-ventricular conductivity. 
In some cases, the stimulus for contraction does not reach the ventricle 
at all, in which case the premature contraction of the auricle is not followed 
by a premature contraction of the ventricle—‘ blocked auricular extra- 
systole ” (third extra-systole in lead I of Fig. 63). 
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Fie. 63.—Electro-cardiogram showing auricular extra-systoles, marked Ezx.8. The 
premature P deflections are of normal form in lead I, and of abnormal form—being 
inverted-—in lead II. The premature ventricular complexes are of abnormal form. 
The third extra-systole in lead I is blocked. 


In auricular extra-systole the compensatory pause is rarely complete. 

In the auriculo-ventricular nodal variety of extra-systole (Fig. 64) there 
is prematurity of the P deflection and also of the ventricular complex. 
In cases in which the contraction of the auricle and ventricle is absolutely 
synchronous, the P deflection coincides with, and is embedded in, the Q, R, S 
complex (see lead II). When the contraction of the auricle begins before 
that of the ventricle, the. P deflection precedes R, and the P-# interval is 












































Fig. 64.—Electro-cardiogram showing auriculo-ventricular extra-systoles, marked Ex.S. 
In that of lead I the premature P deflection occurs before that of the ventricular 
complex, while that in lead [1 is embedded in the ventricular complex. 


diminished (see lead I). When the auricular contraction commences after 
that of the ventricle, the P deflection follows the R deflection. When the 
P deflection is to be observed, as the auricular contraction is due to an 
impulse which arises at an abnormal point, it is almost always abnormal in 
form, often being inverted. As the ventricular contraction is supra-ventricular 
in origin, the ventricular complex is of typical form but may be aberrant. 
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In the auriculo-ventricular variety of extra-systole, the compensatory 
pause may, or may not, be complete. 

Occasionally the beat immediately following an extra-systole arises from 
the same site as that of the premature contraction. 

ParoxysMAL TacHycaRpDIA.—The first P deflection of the paroxysm is 
premature, and usually the paroxysm is followed by a long pause. 
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Fic. 65.—Electro-cardiogram showing the auricular variety of paroxysmal tachycardia. 


There is no essential difference between the complexes of the individual 
beats during a paroxysm and those of single extra-systoles in the same 
individual. 

In auricular paroxysmal tachycardia (Fig. 65) there is a rapid succession 
of P deflections occurring at regular intervals. As in the case of auricular 
extra-systoles, these are almost always of abnormal form, often being 
inverted. The contraction of the auricle may take place so early as to 
coincide with the ventricular contraction of the preceding cycle, in which 





Fig. 66.—Electro-cardiogram showing the auriculo-ventricular nodal variety of 
paroxysmal tachycardia. 


case P and the preceding 7’ may be superimposed. The P-R interval may be 
increased. The P deflections are usually followed by ventricular complexes 
of the same form, or approximately so, as those preceding and following 
the paroxysm. There may be auriculo-ventricular block or bundle-branch 
block. In the latter case the ventricular complexes may resemble those of 
ventricular paroxysmal tachycardia. In this connection, in the differential 
diagnosis between the ventricular complexes of supra-ventricular and of 
ventricular origin, it is important to note whether any part of the P deflection 
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can be detected in the ventricular portion of the electro-cardiographic curve 
or not. 

In auricular paroxysmal tachycardia, the rhythm is regular. 

In auriculo-ventricular nodal paroxysmal tachycardia (Fig. 66) the 
electro-cardiogram is often difficult to determine. There isa rapid succession 
of auricular and also of ventricular complexes. In cases in which the con- 
tractions of the auricle and ventricle are absolutely synchronous, the P 
deflections coincide with and are embedded in the Q, R, S complexes. When 
the contractions of the auricle begin before those of the ventricle, the P 
deflections precede the Rs, and the P-R interval is diminished. When the 
auricular contractions commence after those of the ventricle, the P deflec- 
tions follow the Rs. When the P deflections are to be observed, they are 
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G. 67.—Electro-cardiogram of leads IT and III. Lead II shows three isolated extra- 
systoles of ventricular origin. Lead III shows the ventricular variety of paroxysmal 
tachycardia, the complexes of which are of the same form as those of the isolated 
extra-systoles in lead IT. 


usually of atypical form, often being inverted. The ventricular complexes 
are of typical form but may be aberrant. 

In auriculo-ventricular nodal paroxysmal tachycardia the rhythm may 
be regular or irregular. 

In ventricular paroxysmal tachycardia (Figs. 67 and 68) there is a rapid 
succession of ventricular complexes. Usually each of these is of the same form 
as those of isolated extra-systoles arising in one-ventricle (see p. 1010). In some 
cases, however, the point of origin of the beats is sometimes in one ventricle 
and at other times in the other, resulting in complexes of different form ; 
and this may occur in the case of every other beat, so that complexes of 
different form alternate, which condition is sometimes called bi-directional 
ventricular tachycardia, and is of very serious significance. Sometimes 
the ventricular complexes are of indefinite form. 

In the ventricular variety of paroxysmal tachycardia, the auricle generally 
maintains its usual rhythm, contracting as the result of an impulse arising 
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in the sino-auricular node. It follows, therefore, that the P deflections 
occur at the usual intervals and also are of normal form. They are generally 
embedded in the ventricular complexes, but in some cases they may be 
detected in this portion of the electro-cardiographic curve and occasionally 
they are nearly separate. In some cases, however, the ventricular rhythm 
gives rise to retrograde auricular beats, either with each ventricular con- 
traction, or, less frequently, v.e. retrograde heart-block. Rarely there is 
auricular fibrillation, and more rarely. auricular paroxysmal tachycardia, 
or auricular flutter. 

In ventricular tachycardia, any existing irregularity of rhythm is usually 
so slight that it is detected only by means of graphic methods. 

In the differential diagnosis of paroxysmal tachycardia by the electro- 
cardiograph, it is to be observed that, as the difference in the form of the 
complexes of the abnormal and the normal rhythms may be only slight 
it may be necessary to compare carefully the complexes of the paroxysm 
with those of the beats which either preceded or followed it—indeed, an 
analysis of either transition periods may be necessary. 

AURICULO-VENTRICULAR NopaL Ruytum.—In this condition, when the 
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Fic. 68.—Electro-cardiogram of Jeads II and II] showing the ventric ilar variety 
of paroxysmal tachycardia. 





contractions of the auricle and ventricle are absolutely synchronous, the 
P deflections coincide with and are embedded in the Q, R, S complexes. 
When the contractions of the auricle begin before those of the ventricle, 
the P deflections precede the As, and the ?-RF interval is diminished. When 
the auricular contractions commence after those of the ventricle, the P 
deflections follow the 2s. When the P deflections are to be observed, they 
are usually of abnormal form, often being inverted. The ventricular com- 
plexes are of typical form but may be aberrant. 

AURICULAR FIBRILLATION.—In auricular fibrillation the electro-cardio- 
gram is characteristic (Figs. 69-73). 

There is an absence of P deflections. There are, on the other hand, 
oscillations caused by the fibrillating auricle, called fibrillary waves, during 
ventricular diastole, at a rate ranging from 300 to 600, and usually about 450 
times, per minute. They occur at irregular intervals, and their form and size 
vary, the latter being sometimes very minute and sometimes considerable. 
They are most evident in cases of slow cardiac action. They may coincide 
with the 7 deflections, in which case the outline of the latter 1s altered. 
Apart from the very rare cases in which complete auriculo-ventricular block 
is present, the ventricular rhythm is completely irregular, 7.e. the R deflec- 
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tions occur at irregularly irregular intervals; their amplitude varies from 
cycle to cycle; and often there is no relationship between the length of 
a pause and the amplitude of the FR deflection which follows it. When the 
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Fras. 69-73 —Electro-cardiograms from cases of auricular fibrillation. 


ventricular rate 1s slow or very rapid, this may be difficult to determine. 
As the ventricular beats are supra-ventricular in origin, the complexes are 
of typical form but they may be aberrant. There may be superadded ven- 
tricular extra-systoles, usually during the administration of one of the 


digitalis group of drugs (see p. 868). 
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In the differential diagnosis between the electro-cardiograms of auricular 
fibrillation and those of auricular flutter, in the former almost always the 
ventricular rhythm is completely irregular, while in the latter, it will be found 
that such is not the case, even when the rhythm is very irregular. Further, 
the deflections due to auricular systole in auricular flutter may be distin- 
guished from the fibrillary waves in auricular fibrillation in that they are 
less frequent, rhythmic, of larger amplitude, and almost invariably of con- 
stant form and size. 

AURICULAR FLUuTTER.—In this condition it is of particular importance 
to analyse the three leads (Figs. 74-76). The P deflections may range from 
180 to 360, the usual rate being about 300, per minute. In all the leads the 
deflections occur at regular intervals, and as soon as one terminates the next 
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Kia. 74.—Electro-cardiogram from a case of auricular flutter, with 2: 1 heart-block. 
The rate of the auricle is between 320 and 330 per minute. 


one commences. In each lead of any given case they are almost invariably 
of constant form. In lead I the amplitude is comparatively small. As the 
impulse arises at an abnormal point, the deflections are atypical in form. 
The ascending limb is rather sharp, and the descending more gradual, and 
the summit may be dome-shaped. It is difficult to say at what part the 
deflection begins. As the ventricular complexes are supra-ventricular in 
origin, they are of typical form. They are superimposed upon the P deflec- 
tions, modifying their outline. In some cases 7 may be detected. Excepting 
in the very rare cases of 1:1 rhythm, in which event there is an equal 
number of P deflections and ventricular complexes, there are two or more P 
deflections to each ventricular complex, according to the degree of auriculo- 
ventricular block (see p. 900). When the response of the ventricle to auricular 
contraction is at irregular intervals, the ventricular rhythm may be even 
very irregular. 
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It is necessary to differentiate the electro-cardiograms of auricular flutter 
from those of auricular fibrillation. This is dealt with on p. 1016. 



































Fic. 76.—Electro-cardiogram from a case of auricular flutter. The auriculo-ventricular 
ratio is sometimes 2: 1, at others 3: 1, and at others again 4: 1. The response 
of the ventricle to auricular contraction being at irregular intervals, there is irregu- 


larity of the ventricular rhythm. 





VENTRICULAR FrBRILLATION.—The ventricular complexes are replaced 
by oscillations, occurring at very rapid and irregular intervals, and their 


form and size vary. + *? A 40. AR SUING mau mie 


1018 DISEASES OF THE CIRCULATORY SYSTEM 


Stno-AuricutaR Briock.—In this condition there is an absence of 
both the auricular and ventricular complexes during an abnormally 
long pause. (See p. 904 and Fig. 77.) 

AURICULO-VENTRICULAR Biock.—In the first grade (leads I and III of 
Fig. 78) there is merely an increase of the P—R interval, it exceeding 0-18 
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Fic. 77.—Electro-cardiogram showing an abnormally long pause due to 
sino-auricular block. 


second. It may be increased to such a degree that P coincides with the 


preceding 7’. 

In the second grade (lead II of Fig. 78) the P deflections are found at 
regular intervals and are of typical form. Sometimes the P deflections 
are not followed by ventricular complexes, the frequency of such depending 





Via. 78.—Electro-cardiogram showing partial heart-block. In each lead there is an 
increase of the P—# interval, and in lead IL there is also continuous 2:1 rhythm, 
every other stimulus from the auricle failing to reach the ventricle. There is also 
inversion of 7’ in Jead III and left-sided preponderance. 





upon the degree of block, as described on p. 905. Unlike complete heart- 
block, on each occasion the ventricular complex is preceded by a P deflec- 
tion. In the case of dropped beats, almost always there is a progressive 
increase of the As—Vs interval preceding and a progressive shortening of the 
interval following each dropped beat, so that the prolonged pause during a 
dropped beat is not equal to two regular pulse-beats. As the ventricular beats 
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are of supra-ventricular origin, the ventricular complexes are of typical 
form. 

In complete heart-block (Fig. 79) the P deflections are found at regular 
intervals, and are of typical form. They are more frequent than the ven- 
tricular complexes. In addition, the time-relation between the P deflec- 
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Kia. 79.—Electro-cardiogram of leads I and IT showing complete heart-block, or dis- 


association of the auriculo-ventricular rhythm, the auricles and ventricles beating 
independently of each other. 
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Fre. 80.—Electro-cardiogram showing a lesion of the left main branch of the 
auriculo-ventricular bundle (new nomenclature). 


tions and the ventricular complexes is a constantly varying one, the former 
at one time preceding, at another following, and sometimes, again, coinciding 
with the latter. In the last case the P deflection is superimposed upon 
the ventricular complex. As the ventricular beats are of supra-ventricular 
origin, the ventricular complexes are of typical form. Sometimes there are 
superadded ventricular extra-systoles. 
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BunpDLE-Brancn Buiock.—A lesion of either of the two branches of the 
auriculo-ventricular bundle may be recognised by means of the electro- 
cardiograph (Figs. 80 and 81). 

The ventricular complex is diphasic and of increased amplitude. The 
initial group of deflections (Q, R, S) is of increased duration, exceeding 
one-tenth second and comprising more than one-third of the whole complex, 
and usually exhibits pronounced or irregular notching. The terminal deflec- 
tion (7’) points in the opposite direction to the initial group of deflections 
in leads I and IIT. In lead II, Q, R, S is usually of less amplitude and is 
often diphasic ; 7’ may point in either direction. In the diphasic ventricular 
complexes of leads I and III there is usually no iso-electric period between 
Q, R, Sand T. The P-R interval may be increased. 

Two types of curves may be recognised : (1) The common type, in which 
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Fia. 81.—Electro-cardiogram showing a lesion of right main branch of the auriculo- 
ventricular bundle (new nomenclature). There is also auricular fibrillation. 


there is a large R’ in lead I and a large S’ in lead III, 7’ pointing downwards 
in lead I and upwards in lead ITI. (2) The rare type, in which there is a 
large S’ in lead I, and a large R’ in lead III, 7’ pointing upwards in lead 1 
and downwards in lead III. It was formerly supposed that the first type 
was indicative of right bundle-branch block, and that the second signified 
left bundle-branch block. It is now believed that the opposite is the case. 
It is necessary to distinguish between a lesion of the left or right main 
branch (new nomenclature) and preponderance of the left or right ventricle 
respectively. The distinguishing features are that in bundle-branch block 
the initial group of deflections is of increased duration and usually exhibits 
pronounced or irregular notching, and 7 points in the opposite direction 
to the main initial deflection in leads I and IIJ. As already noted, increased 
duration of the Q, R, S complex may be met with in extreme preponderance 
of either ventricle. But taking cases of preponderance as a whole, the 
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period of time is materially less. In addition, pronounced or irregular 
notching does not occur, and 7 is not of increased amplitude and, apart 
from exceptional cases, points in the same direction. 

FunctionaL BuNDLE-Branca Biock.—A condition, which is rare, in 
which there is increased duration of the Q, R, S group of deflections together 
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with a diminished P—R interval (Fig. 82) has been termed functional bundle- 
branch block. 

ARBORIZATION OR INTRA-VENTRICULAR Buiock.—The initial group of 
deflections is of increased duration and usually exhibits pronounced or 
irregular notching, and is of low voltage (Fig. 83). Some believe that 
occasionally the 7 deflection points in the opposite direction to the initial 
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Fig. 83.—Electro-cardiogram showing arborization block. There is an extra-systole, 
marked Ex.S, in lead I, two extra-systoles in lead II, and one in lead III. 


deflection in leads I and III. Even if such should be the case, its form is 


not so abnormal. 

It should be pointed out that some writers are of opinion that the electro- 
cardiogram just described indicates a delay of the wave of excitation along 
the right or left main division of the auriculo-ventricular bundle, é.e. incom- 


plete or partial bundle-branch block. 
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ALTERNATION OF THE Hrart.—This may sometimes be recognised by 
means of the electro-cardiograph, by an alternation in the amplitude of the 
deflections due to the contraction of the ventricle (Fig. 84). Both the R and 
T waves may be affected, or one more than the other. It should be noted 
that alternation of the heart is sometimes shown in a sphygmogram without 
any corresponding evidence in an electro-cardiogram, while rarely the opposite 
holds good. It should be further noted that the alternation in a sphyg- 
mogram and electro-cardiogram does not always correspond ; 7.e. the smaller 
ventricular deflections correspond with the larger pulse-wave. 

Anaina Pectoris.—Left-sided preponderance is usual. In a proportion 
of cases the ventricular complexes are abnormal. Most varieties of these 
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Fig. 84.—Electro-cardiogram from a case of paroxysmal tachycardia. There is alter- 
nation in the amplitude of the # deflections. 


abnormalities may be met with, including flattening or inversion of T in 
lead I or II, or both; increased duration, and notching of the Q, R, S group 
of deflections; bundle-branch block; and a large @ deflection in lead III 
(see p. 1025). There may be extra-systoles and some degree of heart-block 
Other abnormalities of rhythm are exceptional. The changes in the ventri- 
cular complexes may be of considerable value in doubtful cases. Negative 
findings, on the other hand, are of no importance. 

Transient modifications of the electro-cardiograms similar to those of 
coronary occlusion with infarction have been observed in some cases of 
angina pectoris during the attacks. Such are of much diagnostic significance. 

Coronary OccLusion wiTH INFARCTION oF THE HeEart.—Electro- 
cardiograms of this disease are usually characteristic and of great diagnostic 
value. They are as follows : 
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Within a few hours there is usually a deviation of the R-T or the S-T 
segment. This portion of the curve commences from the R or S deflection 
either above or below the iso-electric level and proceeds in a more or less 
horizontal direction, resulting either in a plateau-shaped elevation or in a 
depression respectively, This alteration is generally most noticeable in 
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Iie. 85.—Electro-cardiogram from a case of the T! type of infarction of the heart taken 
early after the onset of symptoms. The #-7' portion of the curve commences above 
the zero level in leads T and II, and slightly below the zero level in lead III, as 
indicated by arrows. 
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Fia, 86.—Electro-cardiogram from a case of the T! type of infarction of the heart taken 
early after the onset of symptoms. The R-T' portion of the curve commences above 
the zero level in lead I, and below the zero level in lead IIL and rather so in lead II, 
as indicated by arrows. 
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leads I and III. In this event, the corresponding portions of the curves in 
these leads are divergent. Thus, if there is R-T elevation in lead I there is 
R-T depression in lead ITI (Figs. 85 and 86) ; and vice versa (Figs 87 and 88). 
Sometimes the deviation of the R-T segment is best observed in leads ITI 
and II, or in leads I and II; or the alteration may be present in one lead 
only. The foregoing features are perhaps pathognomonic of the condition. 
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After a few days or more, the R-T portion of the curve gradually returns 
to the iso-electric level, and the -T' deflections gradually reappear. The 
latter assume a direction opposite to that to which the R-T segments were 
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Fig. 87. ---Electro-cardiogram from a case of the T® type of infarction of the heart taken 
early after the onset of symptoms. The f-T portion of the curve commences above 
the zero level in lead III and slightly so in lead II, and below the zero level in 
lead I, as indicated by arrows. 
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Fia. 88.—Electro-cardiogram from a case of the T? type of infarction of the heart taken a 
few hours after the onset of symptoms. The R-T' portion of the curve commences 
below the zero level in lead I and above the zero level in leads II and III, as in- 
dicated by arrows. 


previously deviated. Thus, inversion of the T deflections follows elevation 
of the R-T segments, and upright T waves follow depression of the R-T 
segments. (Figs. 89-91.) The T deflections are usually sharply defined, 
and their amplitude is often large. The R-Z intervals preceding the 
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altered 7 waves frequently exhibit convexity or concavity. The fore- 
going features are not so characteristic as are those of the first stage, but, 
taken together with the clinical features, they afford strong corroborative 
evidence of the disease. 

In both stages, sometimes there is diminished amplitude and increased 
duration of the initial group of ventricular deflections (Q, R, S), and the 
latter is generally associated with notching or splintering. 

There are various types of curves, the two commonest being: (1) Lead I 
shows R-T elevation and, later, inversion of the 7 deflections; and in 
lead III, the R-T segments are depressed, with the subsequent development of 
upright 7 waves. (Figs. 85, 86 and 89). (2) Lead III shows R-T elevations 
and, later, inversion of the 7 deflections; and in lead I, the R-T segments 
are depressed, with the subsequent development of upright 7 waves (Figs. 
87, 88, 90 and 91). 

The first type, which is the more common, is associated with occlusion 





lia, 89.—Electro-cardiogram from a case of the 7" type of infarction of the heart. The 
T deflections in lead I are inverted, and are rather sharply defined and of increased 
amplitude. Those in lead III are upright, and are sharply defined and of increased 
amplitude. 


of the descending branch of the eft coronary artery and infarction of the 
wall of the left ventricle near the apex, especially the anterior part, and the 
adjacent part of the interventricular septum; and is termed the 7! type. 
The second is associated with occlusion either of the right coronary artery 
or the circumflex branch of the left and infarction of the posterior wall of 
the left ventricle near the base ; and is designated the T° type. 

In both types of curves the 7 deflections in lead II are often slightly 
inverted or flattened. 

Some changes in the 7’ deflections towards the normal usually supervene 
within a few weeks or months, and ultimately the 7' deflections in all leads 
may become normal, but sometimes those in one lead remain inverted and 
sharply defined, and even these changes are very suspicious. 

A large Q deflection in lead III (see Figs. 90 and 91) is often a noticeable 
feature of infarction of the posterior wall of the left ventricle, either recent 
or old. It is to be noted, however, that it may also occur in other conditions 
(see p. 1003). 
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Lead IV is particularly valuable in occlusion of the descending branch of 
the left coronary artery, 1.e. the T! type. This lead alone may be affected, 
while in some cases the changes are more evident, or occur earlier and last 
longer than in the three other leads. They resemble those of lead I of this 
type. Thus, there is elevation of the R-T intervals, and subsequently in- 
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Fia, 90.—Electro-cardiogram from a case of the 7° type of infarction of the heart. The 
T deflections in Jead II are inverted. Those in lead III are inverted, and are sharply 
defined and of increased amplitude. There is a large Q in lead IIT. 
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Fic. 91.—Electro-cardiogram from a case of the 7? type of infarction of the heart. The 
T deflections in leads II and III are inverted, and are sharply defined and of in- 
creased amplitude. There is a large Q in leads ITI and II. 


verted T waves. (Figs. 92 and 93.) Lead IV is of less value in infarction of 
the posterior wall of the left ventricle, 7.e. the 73 type. There may be no 
changes, or if present they are less marked. If there are changes, they 
generally resemble lead I of this type. Thus, there is depression of the R-T 
intervals and, later, upright ZT deflections. The latter are of increased 
amplitude, and may be huge. (Fig. 94.) 
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The foregoing changes in the electro-cardiograms of coronary occlusion 
with infarction of the heart are not constant. But they are frequent, and 
when they do occur are of great diagnostic value. It is necessary to point 
out that it is the successive changes in the curves which are especially 





Fia. 92.—Electro-cardiogram of the fourth lead from a case of the T! type of infarction 
of the heart. There is R-7' elevation, as indicated by arrows, and inversion of T. 
There is also a large Q. 


important. For this reason, serial records taken over a period of time are 
of much greater value than a single one, for in cases in which the latter does 
not reveal the characteristic changes, later curves may do so. It is unusual 
to find an absence of these changes during the whole of the first two weeks 
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Kia, 93.—Electro-cardiogram of the fourth lead from a case of the 7" type of infarction 
of the heart. There is slight R-T elevation, and the T deflections are inverted, 
sharply defined and of increased amplitude. There is also a large Q. 


after the onset of symptoms, though transient changes may have disappeared 
in later electro-cardiograms. 

In conclusion, it is to be noted that a similar deviation in the R-T (or 
S-7) interval has also been recorded in rheumatic carditis, pericardial 
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Fia. 94.—Electro-cardiogram of the fourth lead from a case of the T° type of infarction 
of the heart. The 7 deflection is positive, sharply defined and huge. 


effusion, uremia, and pneumonia. The clinical features of these conditions, 
however, do not resemble those of coronary occlusion. 

It has been pointed out that transient changes in the electro-cardiograms 
similar to those of coronary occlusion have been observed during attacks of 
angina pectoris. 


DISEASES OF THE CIRCULATORY SYSTEM 


Low VoutTacre.—The term low voltage is used when no part of the Q, R, 8 
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complex exceeds five millimetres in the three leads. 


The 7 deflections are 


hed amplitude of the Q, R, S 


cardiogram from a case of hypothyro 





95.—Electro 
absent in the three leads; and there is also diminis 


idism. 


Fria. 


WHREAESERRET 


Sea0e Ugh) AGGRO SENRN: 


SERATER REE EE 


jUSGSGERE SEE: 
IBBRARABASSTD 


{GG RRER088 
SQSAREESENS 
aRQSUASisce 
‘HEROD TRAGER 
WARD GREEN 
SURG ERESERE 
PRSSSRBESES 
SQGRGESSERE 


Att 
REDUSISALE 
re 
VERSO RRAT EE 


(QR0R0R0008E 
ERE SRETE ET 
“SGGRREE0R8 


SRGURRSSRESTREER IRERERES 


igpnaguauanna 


AARORRRG LES 
SERGRRGQIEE 
SRESAEEGERS. 
RRRERERGESE 
SESESER EASE 
AERSERSGSES 
FORBANS OUSE. 


SROKESUEEU 
SRURBEESSE 


ice rh 


SSRG0R0 R800 
BESSUARBERE 
SORRREENIAL 
SQRQGE GRIER 
SERGRUE BANG 


i 
‘ 


HAERESSRERL 
SEGERTE CHEE 
saSCRRE ReaD 


{SGRSREES ER 
(HOE RESRLLE 
rE 





Fic. 96.—Electro-cardiogram from a case of auricular fibrillation fully under the 


influence of digitalis. 
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changes in the other deflections (see below). As stated on p. 1021, low 
vee is one of the various features found in arborization or intraventricular 
ock. 

Hypotuyroipism.—The 7 deflections are flattened or inverted in the 
three leads; and frequently there is also diminished amplitude of the 
QY, R, S complex. See Fig. 95. 

THE Errect or Dicrra.is.—Electro-cardiograms of patients fully under 
the influence of digitalis may show depression of the R-Z interval with 
flattening or inversion of the 7 deflections (see Fig. 96). This should be 
distinguished from the R-T deviation due to coronary occlusion. In the 
former the corresponding portions of the curves always point in the same 
direction ; while in the latter usually they point away from each other in 
leads I and IIT. 

FREDERICK W. PRICE. 


DISEASES OF THE BLOOD VESSELS 


The term arterio sclerosis, which means no more than arterial hardening, 
has led to much confusion as it has been employed by various authors in 
different senses to describe different pathological conditions of the arteries. 
Thus, it has been used to comprise the following conditions : 

(a) Diffuse hyperplastic sclerosis, characterised by intimal hyperplasia 
and hypertrophy of the media ; 

(b) Degeneration of the middle coat of the artery, known as Ménckeberg’s 
medial sclerosis, in which lime salts are deposited more or less symmetrically 
in rings around the artery ; and 

(c) Arterial degeneration of the intima, known as atheroma, or, because 
of the tendency to calcification, as atherosclerosis. 

Or it is confined to the first and second. Or it is restricted to the first. 
Or it is employed to include the three mentioned above and, in addition, 
arterial inflammation, which when chronic is most often the result of syphilis 
but may be caused by other infections. Or, finally, it is employed by a few 
writers to include even other pathological conditions, such as infiltration. 
It is, therefore, clear that the term arteriosclerosis should not be used except 
in a very general sense. 

It is proposed to adopt the following classification of diseases of the 
arteries : 

(i) Arterial inflammation 

(a) Acute arteritis 

(6) Chronic arteritis 

(c) Thrombo-angiitis obliterans 

(d) Polyarteritis nodosa or periarteritis nodosa 

(1) Diffuse hyperplastic sclerosis 

(i111) Ménckeberg’s medial sclerosis 

(iv) Fatty Degeneration of the Media 

(v) Atheroma (Atherosclerosis) 

(vi) Other Degenerations allied to atheroma 

(vii) Arterial infiltration. 
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And the following will be dealt with separately : (1) The syndrome of inter- 
mittent claudication, caused by several of the foregoing pathological con- 
ditions; (2) Aneurysms, whether (a) saccular, most frequently caused by 
syphilis; (b) aneurysmal dilatation, most often due to atherosclerosis ; or 
(c) the less common forms of aneurysm. 


ARTERIAL INFLAMMATION 


The arteries may be infected from their intima, either by micro-organisms 
settling on the surface or by the arrest of an infective embolus within the 
lumen. They may also be infected by micro-organisms reaching the media 
or adventitia through the vasa vasorum or by direct inward spread of 
inflammation from the surrounding tissues. 


ACUTE ARTERITIS 


Acute arteritis was formerly described as a common event in many 
diseases, the staining of the intima being mistaken for inflammation. Acute 
inflammation of the arteries is, however, a rare disease, and is usually met 
with as a complication in the acute infections. The intima of the aorta 
may be infected in cases of septicemia and pyzemia, and most commonly 
in cases of progressive septic endocarditis, when the organisms usually 
found are streptococci. Vegetations may be seen upon the intima and 
the inflammation rapidly involves the subjacent coats. Occasionally the 
aorta may be infected in a septicemia or pyemia, through embolism of 
the vasa vasorum, or the ascending aorta may be infected by spread through 
the vessel wall from a pericarditis. The wall of the aorta mav rupture, or an 
aneurysm be formed, but this is rare. Acute multiple arteritis is most 
frequently seen as a sequel of typhoid fever, but cases have been observed 
after small-pox, scarlet fever, influenza, and pneumonia. In many cases the 
organisms of the disease have been found in the vessel wall. 

Symptoms.—The symptoms depend upon the vessels affected. In the 
case of the femoral artery, there may be severe pain in the course of the vessel 
with sometimes redness and swelling in the part affected. The pulse below 
is obliterated. The limb becomes pale and cold, and then livid.. Gangrene 
may or may not follow ; it depends upon the rapidity with which the vessel 
is blocked. In some cases where the onset is severe and the symptoms 
suggest that gangrene will follow, the circulation improves and colour returns 
to the limb. In other cases, several of the arteries may be infected at the 
same time, with high fever and symptoms of an acute infection. Some cases 
of cerebral thrombosis in which a young or middle-aged patient makes a 
good recovery and lives for twenty or thirty years without any other vascular 
catastrophes are probably of this type. 

Prognosis and Treatment.—In acute arteritis treatment, other than 
rest and general and local measures for the relief of pain, is of little avail. 
The condition is a very severe one. Ifthe artery involved is a large one, every 
offort should be made to avoid infectious gangrene, and in some cases a 
surprising return of circulation may be observed. 
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Cnronic ARTERITIS 


AEtiology.—Acquired syphilis is by far the most common cause of chronic 
arteritis, and less frequently congenital syphilis. Tuberculous endarteritis 
is not uncommon in the small pulmonary arteries and in the arteries of 
the brain in tuberculous meningitis. Endarteritis obliterans may also be 
caused by infection with pyogenic organisms of a subacute or chronic type. 
Moreover, changes in the adventitia of the small arteries are also found in 
polio-encephalo-myelitis and in encephalitis lethargica. 

Pathology. — Chronic arteritis is a focal affection, and is found in 
muscular and elastic arteries of all calibres. It is common in the aorta and 
large elastic arteries, and it also frequently attacks the small arteries. The 
large muscular arteries, however, are but rarely affected by syphilis. Chronic 
inflammation of the arteries has been divided into—(1) Endarteritis, where the 
intima is affected ; (2) mesarteritis; and (3) periarteritis, where the external coat 
is involved. In the great majority of cases of inflammation of the smaller 
arteries all coats are involved. The muscular and elastic fibres tend to be 
destroyed and this may result in direct rupture. The changes in the intima 
are very conspicuous. Its layers become very much thickened by inflam- 
matory infiltration and proliferation. In the early stages round cells are 
seen, and later spindle-shaped fibroblasts, definite granulation being thus 
formed, while in cases of syphilis plasma cells and eosinophil leucocytes 
are often present. The result of this thickening in such small arteries is to 
narrow the vessel, and the condition is often termed endarteritis obliterans. 
The lumen may finally become completely blocked, leading in the brain 
to cerebral softening, and in other tissues to fibrosis. The adventitia is also 
greatly thickened in chronic syphilitic arteritis and consists of inflamed 
tissue infiltrated by lymphocytes, plasma cells, and occasional eosinophil 
leucocytes. 

Syphilis of the aorta or syphilitic mesaortitis is a focal inflammation, but 
it may implicate almost the whole length of the aorta. The inflammation 
extends from the adventitia. The vasa vasorum proliferate and in most 
cases pass into the intima. About these vessels is a zone of granulation 
tissue, usually consisting only of plasma cells, lymphocytes, eosinophil 
leucocytes, and fibroblasts, but occasionally there are gummata with giant 
cells. Endarteritis of the vasa vasorum is found only in the more intense 
reactions. The elastic fibres of the media are completely destroyed in the 
areas of granulation tissue; occasionally the media is necrosed between 
areas of granulation tissue. The Sp. pallida has been demonstrated in the 
lesions. The intima of the aorta is usually thickened over the areas of 
inflammation, and this thickening has been in the past confused with the 
degeneration of the intima that we know as atheroma. The inflammatory 
thickening of the intima due to syphilis can, in its earlier stages, be dis- 
tinguished by the naked eye from atheromatous thickenings by its sharper 
demarcation, pearly colour, rubber-like consistency, crenated outline, pitted 
surface, and freedom from fatty degeneration. The weakening of the vessel 
wall on account of the replacement of the middle coat frequently results 
in dilatations, varying in size from minute stellate patches to large aneurysms. 
The scarring and pitting are due to fibrous tissue replacing the inflamed 
media and are characteristic. In the later stages atheroma usually occurs 
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in the thickened intima over the areas of inflammation; also syphilitic 
mesaortitis and primary atheroma may co-exist, especially in later life. 

The coronary circulation is often found affected in these cases, with the 
result that there are attacks of angina pectoris. Owing to the mesaortitis 
of the ascending aorta, the orifices of the coronary arteries become narrowed 
or blocked, but the disease does not spread far down the arteries, in this 
way providing a striking contrast with atheroma. It may cause extensive 
necrosis or fibrous patches in the myocardium, and the heart is not un- 
commonly enlarged. Frequently the aortic ring has expanded, or the aortic 
valves have become involved by the syphilitic inflammation, so that aortic 
regurgitation is 2 common sequel. 

The arteries of the brain are frequently involved by syphilis, which causes 
endarteritis obliterans and consequent cerebral softening. This change is 
also present in syphilitic meningitis, where the syphilitic inflammatory 
reaction 1s more intense. The kidneys are but rarely affected, though occa- 
sionally gummata are found. The eyes are not infrequently attacked and a 
condition of syphilitic choroido-retinitis may be seen on ophthalmoscopic ex- 
amination. In other organs, such as the liver and testicle, gummatous 
necrosis, followed by fibrous changes, is found. In rarer instances the trachea 
and lungs are affected. 

Symptoms.—The symptoms that result from syphilitic vascular disease 
depend upon the organ affected. 

In the aorta, aneurysm is a common result from syphilis. Aortic regurgita- 
tion, with its usual effect on the heart, is even more common. The symptoms 
of necrosis or fibrosis of the myocardium are severe anginal pains, often result- 
ing in sudden death. Occasionally the heart muscle may give way, with the 
usual signs of chronic cardiac failure. If the brain is affected by arterial 
thrombosis, the symptoms depend upon the area affected; hemiplegia, 
aphasia, and hemianopia may all result. Albuminuria is quite uncommon in 
syphilitic vascular disease. Iritis may be present, and more commonly 
choroiditis, in which white patches surrounded by pigmented areas give a 
striking appearance to the fundus oculi. The optic disc is often white and 
atrophied. In syphilitic meningitis, edema of the optic papilla is often present. 
The radial artery is practically always normal to the touch in cases of 
syphilitic vascular disease. 

Course.—The course of syphilitic arterial disease is very variable. The 
symptoms resulting from endarteritis and subsequent thrombosis in medium- 
sized arteries such as the cerebral, are generally present in the acute secondary 
stage, from 2 to 5 years from the date of infection, but the vascular disease 
may exist with exacerbations all through life, and the important and char- 
acteristic cardiovascular changes in the first part of the aorta generally 
follow 15 to 25 years after the original infection. 

Prognosis.—The prognosis in cerebral syphilitic vascular disease is on 
the whole good, if the condition be taken early enough and treated properly. 
It has to be remembered, however, that vascular syphilis is often complicated 
by parenchymatous syphilis, where the spirochetes are not only found in the 
walls of the vessels, but also in the cerebro-spinal tissues themselves, and this 
complication certainly increases the gravity of the condition, In the later 
cardiovascular syphilis the prognosis is bad unless the diagnosis is made 
early before anv serious cardiac symptoms have developed. 
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Treatment.—Prophylaxis is of the greatest importance in syphilitic 
vascular disease. With regard to treatment, in the acute stages of syphilitic 
vascular disease it is generally thought that mercury is the best drug 
to use. Mercurial inunctions or soluble intramuscular mercurial injections 
should be given for 2 or 3 weeks before any intravenous injections are 
prescribed. Moreover, iodides should be given by the mouth, to absorb 
as far as possible the inflammatory products in the intima of the vessels. 
The indiscriminate use of arsphenamine and neoarsphenamine in the acute 
stages of syphilitic vascular disease has been followed by most disastrous 
results, their administration causing further swelling of the intima and further 
blocking and thrombosis of the small vessels. After mercury and iodides 
have been given for 3 or 4 weeks, neoarsphenamine, should be administered 
cautiously in small doses and gradually increased. 


THROMBO-ANGIITIS OBLITERANS 


This name was suggested by Buerger in 1908 for a disease characterised 
by acute inflammation of the deep arteries and veins, and sometimes by a 
migratory inflammation of the superficial veins in the extremities. Throm- 
bosis develops and the vessels become occluded. 

fEtiology.—The malady is found most commonly in middle-aged 
male Hebrews. ‘The cause is unknown, but the pathological changes suggest 
that it is due to an infection. Syphilis is usually not present, the Wassermann 
reaction being negative. Excessive tobacco smoking has been suggested as 
a predisposing factor. 

Pathology.—The deep vessels of the arms and legs, especially the latter, 
are occluded by thrombosis in various stages of organisation ; their walls 
are traversed by vessels, and show a little inflammatory infiltration. In 
about a quarter of the cases this is associated with a migratory phlebitis in 
the superficial veins of the limbs. The condition is characterised by extensive 
progressive thrombosis, with organisation, with little inflammation of the 
vascular coats. 

Symptoms.—The onset is gradual with pains in the feet and toes. The 
patient is unable to walk for more than a few minutes without severe cramp- 
like pain in the legs (intermittent claudication, see page 1041). The thrombi 
in the superficial veins, when they occur, are also very tender. Redness of 
the extremity, especially when in a dependent position, is often noted, while 
blanching occurs when the limb is raised. Diminution or loss of pulsation 
in the arteries, such as the radial or dorsalis pedis, is often present. In the 
later stages, the cramp-like pain becomes intense, and the disability in 
walking often leads to marked mental depression. Trophic changes appear in 
the skin, with gangrene, and fissures and ulcers may occur. 

Diagnosis.—(1) Raynaud’s disease more often attacks females; the 
upper extremities are most affected ; and X-rays show marked atrophy of 
the bones of the hands. This is not present in Bueryer’s disease. (2) In 
erythromelalgia the limbs become red and flushed, but the arteries 
pulsate forcibly; gangrene does not occur. (3) In gangrene due to 
Ménckeberg’s sclerosis, the calcified arteries may be well seen by means 
of the X-rays. 

Prognosis.—The course of the disease varies. Some cases progress 
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rapidly, while others last for years. Gangrene may require high amputation 
of the limb. 

Treatment.—As the cause is not known, there is no specific treatment. 
With regard to drugs, iodides and glyceryl trinitrate are used. Gentle massage 
is useful, and diathermy sometimes helps. Ultra-violet therapy has been 
tried. Buerger recommends passive postural exercises, and employs the 
following method: ‘ The affected limb is elevated, with the patient lying 
in bed, to from 60 to 90 degrees above the horizontal, being allowed to rest 
upon a support for from thirty seconds to three minutes, the period of time 
being the minimum amount of time necessary to produce blanching or 
ischemia. As soon as blanching is established, the patient allows the foot 
to hang down over the edge of the bed for from two to five minutes, until 
reactionary hyperemia or rubor sets in, the total period of time being about 
one minute longer than that necessary to establish a good, red colour. The 
limb is then placed in the horizonta] position for about three to five minutes, 
during which time an electric heating pad or a hot-water bag is applied, 
care being taken to prevent the occurrence of a burn. The placing of the limb 
in these three successive positions constitutes a cycle, the duration of which 
is usually from six to ten minutes. These cycles are repeated over a period 
of about one hour, some 6 to 7 cycles constituting a séance ”’ (Leo Buerger, 
The Circulatory Disturbances of the Extremities). Others claim that the main- 
tenance of a high venous pressure and stimulation of the heart are the most 
effective lines of treatment. Pain is relieved by rest in the recumbent position, 
and heat applied to the painful limb by electric pads or electric light baths is 
also useful. Ulcers of the legs should be treated surgically. 


POLYARTERITIS NODOSA OR PERIARTERITIS Noposa 


Polyarteritis nodosa is a rare complaint characterised by prolonged fever 
and the occurrence of nodular swellings, and in some cases aneurysms of the 
medium-sized arteries. It may affect arteries in almost any part of the body, 
producing a very diverse symptomatology. 

fEtiology.—Young adults are most commonly affected, and males more 
often than females. The cause is unknown. The Wassermann reaction is 
negative, but the pathological changes and course of the disease suggest an 
infectious agent. 

Pathology.—The medium-sized arteries are usually affected, especially 
those of the heart, kidneys, and intestines. A remarkably focal acute inflam- 
mation extends through all the coats of the artery with hyaline or fibrinoid 
necrosis of the arterial wall, and within the lumen are often found thrombi, 
which may become organised. Aneurysmal dilatation is usually present. 
There may be many polymorphonuclear leucocytes and some mononuclear 
cells, lymphocytes, and plasma cells ; eosinophil cells are a characteristic but 
inconstant finding. White or yellowish-white nodules, from the size of a pin’s 
head to that of a pea, can be seen on the arteries. Owing to the alteration 
in the lumen of the vessels, necrosis and infarcts occur in the organs supplied. 

Symptoms.—The disease may start in almost any way, even with bronchial 
catarrh or with epigastric pain. There is tachycardia and irregular fever, with 
marked prostration. Some cases may start as an acute illness, simulating 
nephritis or rheumatic carditis ; in others long continued malaise is the main 
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presenting symptom. Acute abdominal pain may be caused by disease of the 
mesenteric arteries—indeed, even perforation of the intestine and peritonitis 
have followed. If the arteries of the heart are involved, evidence of myocardial 
disease will be present ; and when the kidneys are affected, blood and casts 
appear in the urine. Occasionally bronchial asthma, cough and hemoptysis 
have been noted. Later, in a small proportion of cases, nodular swellings, 
varying in size up to a pea, may be felt in the subcutaneous tissues of the 
abdomen, thorax, and limbs. Examination of blood shows the anzemia and 
a moderate leucocytosis. Blood cultures are sterile. 

Diagnosis.—This is extremely difficult, owing to the variable symptoms 
displayed. In most cases, a pyrexial infection, of unknown origin, has its 
nature revealed only post-mortem. Rarely, however, where a node was 
felt in the subcutaneous tissues and excised during life, the diagnosis has 
been made before death. The diagnosis should now be made more often if 
it is suspected in any obscure and varied illness in which there is some 
evidence of arterial involvement. 

Prognosis.—It has been said that in most cases death occurs within a few 
weeks to a few months after the onset of symptoms. Now, however, when 
more cases are recognised, it is found that many recover and that the disease 
may run an intermittent course for many years. 

Treatment.—This is the same as that of any acute infection. Arsenic, 
mercury, and quinine should all be tried, though the results up to now have 
not been encouraging. In the main the treatment should be symptomatic 
as the parts involved are so varied. 


DIFFUSE HYPERPLASTIC SCLEROSIS 


The diffuse hyperplastic sclerosis of Jores and Evans, formerly known as 
arterio-capillary fibrosis of Gull and Sutton, is characterized by intimal 
hyperplasia, especially of the smaller arteries and arterioles, and hypertrophy 
of the media, particularly of the medium-sized arteries. 

fEtiology.—Diffuse hyperplastic sclerosis is commonin late middle age, and 
is by no means a senile change. In the great majority the causes are those of 
hyperpiesia (see p. 1065). Theaffection may also bedueto gout and lead poison- 
ing, and chronic nephritis. In rare cases associated with chronic interstitial 
nephritis, it may occur in young children. It is more common in males than 
in females. The inherited constitution is of great importance as shown by the 
high familial incidence in certain cases. Syphilis has no part in the causation 
of this condition, though, of course, it may be present in syphilitic cases. 

Pathology.—The condition is widespread, frequently involving the 
whole arterial system. It affects the smaller arteries and the arterioles, and 
the medium-sized arteries. The kidneys and spleen are most commonly 
affected, especially the first; the next most frequently, the brain; while 
the pancreas, liver, suprarenal glands, stomach and intestines are less often 
implicated. The characteristic lesion consists of a cellular proliferation of 
the intimal cells and increase of hyaline material. At a later stage there is 
fatty degeneration in the arterioles alone. The thickening of the intima 
may lead to obliteration of the lumen of the vessels. There is hypertrophy 
of the media of the medium-sized arteries, e.g. the radials, with little or no 
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change in the intima. In the case of the smaller arteries and arterioles, a 
patchy ischemic fibrosis of certain organs, 1.e. the kidneys and brain, may 
take place. Heemorrhages may also occur. 

There may be co-existent atheroma, e.g. of the cerebral and coronary 
arteries, and, 1t may be, of the aorta, due to age or, in the opinion of some, 
the result of the hypertension. 

Symptoms.—In diffuse hyperplastic sclerosis the vessel wall may be felt 
to be uniformly thickened—the so-called ‘‘ whip-cord’’ artery. The degree of 
hardening of the arteries is found on palpation to vary at different times. 
The artery feels hardest when the vessel is most contracted and consequently 
smallest. As the muscular arteries are those chiefly affected, the radial, 
brachial, and temporal arteries are involved. The systolic blood-pressure 
in cases of simple hyperpiesia may be 160-240 mm. or more; it may reach 
even 300 mm. in cases associated with chronic interstitial nephritis. Symp- 
toms of cardiac hypertrophy are common in the early stages, but in favour- 
able cases they may not appear for years. In some cases cardiac hyper- 
trophy is followed by dilatation, with its attendant symptoms. Headache, 
of a throbbing and bursting character, and generally in the occipital region, 
is an early symptom of arterial hypertrophy, and giddiness and fullness in 
the head are frequently complained of. Transient paralysis may occasionally 
be met with, and this has been attributed to spasm of the hypertrophied 
arteries. Later on, cerebral hemorrhage may occur, with the production of 
hemiplegia. Albuminuria and casts in the urine may be found, while profuse 
renal hemorrhage may occur. Uremic symptoms do not occur frequently 
and then not till late unless the condition is secondary to chronic nephritis. 
Gastro-intestinal symptoms are often present. The patient may first com- 
plain of dyspepsia. A chronic diarrhoea without obvious cause in an elderly 
man should lead to a careful examination of the arteries and kidneys. 
Bronchitis and emphysema may mask a cardiovascular hypertrophy, and 
the enlargement of the heart may be overlooked unless there is a careful 
examination of the blood-pressure. The changes in the fundi are numerous 
and characteristic, and have been discussed in the section on hypertension 
(see pp. 1066, 1067). Intermittent claudication is not uncommon in these cases. 

Prognosis.—The prognosis depends very largely on the degree of renal 
involvement. In hyperpiesia the condition may last for many years and 
only be terminated by hemorrhage into the brain, the ischemic fibrosis of 
the kidney, which accompanies it, being of no clinical importance. If, 
however, there is evidence that the cardiovascular hypertrophy and high 
blood-pressure are complicated by true nephritis, the condition is a grave 
one and uremia may ensue; and when well-marked albuminuric retinitis 
is present death usually occurs within six months, though very rare cases have 
been recorded where a certain amount of ocular change has persisted for years. 

Treatment.—The first indication is to remove the cause of the condition 
as far as possible, As a rule the most important thing is the regulation of 
the patient’s life, the removal of anxiety and the reduction of his work and 
activity to a reasonable amount. The reduction of alcohol and tobacco is 
often needed, and it is the average daily consumption that counts in this 
direction. Any gouty tendencies should be corrected by the administration 
of alkalis and intestinal antiseptics, such as sodium benzoate. All sources of 
focal sepsis, whether in tonsils, teeth, nasal sinuses, or genito-urinary tract, 
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should be carefully sought for and, if found, removed. Moderation in food 
and drink, with regular exercise and care in promoting diaphoresis, is essential. 
Turkish and vapour baths may be given cautiously. The administration of a 
purgative pill once a week, and the use of a mild saline purgative each morning 
are indicated ; while in acute crises the abstraction of one pint of blood from 
the arm has often saved life. 


MONCKEBERG’S MEDIAL SCLEROSIS 


This form of degeneration is accompanied by a deposition of lime salts 
in the middle coat. 

Etiology and Pathology.—The cause is undoubtedly a senile degenera- 
tion of the elastic tissue and the muscle of the large muscular arteries, and a 
deposition of masses of lime salts in the dying tissue. It has no relation to 
syphilis. This degeneration has been caused experimentally in animals by 
a great variety of toxins. In man the causation is obscure, but it is common 
in diabetes and in old people. The lime salt is deposited, more or less 
symmetrically, within the media in plaques, which encircle part or all of the 
lumen. The affection is very common in the arteries of the leg below the 
bifurcation of the femoral; occasionally the radial and ulnar arteries are 
affected ; rarely the aorta. 

Symptoms.—The symptoms are coldness and cedema of the legs, as the 
result of defective circulation through them, and finally, and not uncommonly, 
gangrene results, this form of degeneration being usually present in senile and 
diabetic cases. The arteries feel like pipe stems, and sometimes crackle when 
rolled beneath the finger. They can be well seen by means of the X-rays, 

Prognosis.—This depends partly upon the amount of gangrene present 
and partly upon the associated conditions. 

Treatment.—It is clear that if amputation has to be undertaken a local 
amputation is of little value, and the limb should be amputated above the 
knee, as the arterial degeneration almost aways extends to the bifurcation 
of the femoral artery. 


FATTY DEGENERATION OF THE MEDIA 


Fatty degeneration of the media occurs commonly in all arteries. Jt tends 
to occur in cases of high blood pressure, and ts consequently a common and 
wmportant secondary complication of diffuse hyperplastic sclerosis. It is prob- 
ably the result of toxins or lack of nourishment, and is frequently present in 
cases of severe anemia. It also occurs in old age, and is associated with 
cardiovascular hypertrophy. The muscle fibres become lost, being replaced 
by fibrous tissue. The vessel wall usually becomes weakened and is liable to 
rupture. 


ATHEROMA 


Synonyms.—Atherosclerosis ; Degeneration of the Arterial Intima. 
Definition.—-Atheroma is a variety of arterial degeneration which affects 
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and is almost confined to the intima. It is characterised by the accumula- 
tion of debris, which is at first fatty and Jater becomes impregnated with 
lime salts. The Greek word was used by Galen to signify a swelling full of 
gruel-like material. 

fEtiology.—There is no doubt that atheroma is found more frequently 
and is more widespread with advancing age. Long life is a question of the 
blood vessels, and it has been well said that a man is only as old as his arteries. 
The quality of the arterial tissue that has been inherited may be poor, and a 
tendency to the development of atheroma at about the same age is often seen 
in all the members of certain families, thus showing the influence of heredity 
in the production of the condition. Atheroma also results from the amount of 
wear and tear to which the vessels have been subjected. It appears as a 
secondary change in cardiovascular hypertrophy, so that it tends to be more 
frequent in patients with hypertension than in other subjects of the same 
age. The affection is much more common in men than in women, and in 
subjects who have hard and prolonged mental or physical work. Moreover, 
it is much more common in the aorta than in the pulmonary artery, and when 
it does occur here it is nearly always associated with high pulmonary pressure, 
e.g. in mitral stenosis and in pulmonary fibrosis. The severity of the disease 
increases with the length of time during which the high blood-pressure has 
existed. Over-eating and stress and strain of modern life are probably 
factors in the etiology of the condition. It has been said that the most impor- 
tant cause of atheroma is chronic poisoning. Acute degeneration of the 
media has been found after typhoid fever in young people, and has 
been caused experimentally bv the injection of bacterial toxins. Chronic 
lead poisoning and gout are also stiological factors. On the other hand, 
syphilis has no connection with atheroma, though the condition of the aorta 
known as syphilitic mesaortitis was for a long time confused with the 
chronic intimai degeneration we now know as atheroma. Disease of the 
kidneys probably has no direct relation with atheroma, though the high blood- 

ressure of chronic interstitial renal fibrosis and of secondary contracted 
bidney is an important factor in producing atheroma in the large elastic 
arteries. 

Pathology.—Atheroma occurs in the large elastic and muscular arteries. 
The condition is usually most marked in the aorta. The coronary, cerebral, 
retinal, radial, brachial, and temporal arteries are frequently affected. The 
peripheral arteries may be normal to the feel in cases where there is advanced 
atheroma of the coronary or cerebral arteries. In the slighter degrees, minute 
yellow flecks or patches on the aorta may be observed by the naked eye. 
In the later stages, yellow plaques or buttons are conspicuous, and under 
the microscope masses of large fatty crystals, with a covering layer of fibrous 
tissue, are to be noted. Atheromatous plaques may ulcerate and the con- 
tents be discharged into the aorta, and thrombi are often deposited on the 
surface of these atheromatous ulcers. As the atheroma may be associated 
with degeneration of the media, a general dilatation of the aorta is very 
common. Qn the other hand, circumscribed aneurysm due to severe medial 
degeneration very rarely occurs. The aortic valves are frequently affected 
by atheromatous degeneration, and. aortic stenosis or aortic regurgitation 
may result. A yellow atheromatous patch is commonly seen on the anterior 
flap of the mitral valve. Atheroma often causes great narrowing of the 
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lumen of the vessels, and eventually a thrombosis may form and complete 
occlusion result; this is the most dangerous result of atheroma; it fre- 
quently occurs in the large divisions of the coronary arteries, especially in 
the anterior interventricular branch of the left, and is not uncommon in the 
vessels of the brain. With regard to the heart, atheroma has a most profound 
influence, owing to the fact that it is one of the commonest causes of fibrosis 
of the myocardium ; but the chief danger is a sudden blockage of one of 
the coronary arteries, generally the anterior ventricular branch of the left 
coronary. In these cases, if death does not follow immediately, a sudden 
softening of the heart muscle (myomalacia cordis) may occur, and an aneurysm 
of the heart may result, and in certain rare cases actual rupture of the heart 
wall has followed—a broken heart. In the brain, atheroma results in cerebral 
thrombosis, and is the commonest cause of this condition in old people, 
and in middle-aged people who have not had syphilis. Very commonly, 
however, especially in those cases of atheroma where the blood-pressure is 
raised, hemorrhage may occur. In most cases of atheroma the kidneys are 
not involved, though occasionally atheromatous plaques may be found on 
the branches of the renal artery. Should, however, one of these plaques 
be large enough to cause much narrowing of an interlobar artery, a wedge- 
shaped red area of fibrosis in the distribution of the artery will occur. The 
renal changes, however, are relatively unimportant, and they rarely lead to 
symptoms during life. 

Symptoms.—The blood pressure is only raised if the atheroma happens 
to complicate cardiovascular hypertrophy. In the aorta a diffuse dilatation, 
with pulsation in the supra-manubrial notch, may be present. The radial, 
brachial, and temporal arteries are often irregularly thickened and tortuous 
and can often be seen pulsating beneath the skin, but this dilatation has none 
of the important effects that so often follow a saccular aneurysm. Atheroma 
of the coronary arteries frequently gives rise to cardiac failure, and more 
often to angina pectoris; and sudden death is not uncommon, owing to a 
sudden thrombosis of a large branch. In the brain, hemiplegia usually 
results from hemorrhage and more rarely from thrombosis. Ocular symptoms 
are rare in atheroma of the retinal arteries, which may be seen with the 
ophthalmoscope to be irregularly swollen and tortuous, but swelling of the 
optic disc and retinitis are not present. 

Prognosis.—The course and prognosis are extremely uncertain. Circula- 
tion through the diseased vessels may proceed fairly satisfactorily for a 
long time, but thrombosis may occur with alarming suddenness, and with 
the direst results, if a cerebral or cardiac artery 1s affected. 

Treatment.—The treatment of atheroma is unsatisfactory. Prophy- 
laxis exists in the removal of the cause when possible. Great attention 
should be paid to diet, and repletion should be studiously avoided. Alcohol 
and tobacco should be taken with greatest moderation, and attention should 
be paid to regular exercise, and the action of the skin should be assisted by 
warm baths. It is doubtful if drugs are of value in the treatment of atheroma ; 
but small doses of potassium iodide seem to be of some use in absorbing 
the degenerative products and assisting in the circulation of the blood through 
the obstructed areas. 
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OTHER DEGENERATIONS ALLIED TO ATHEROMA 


There are closely allied intimal degenerations, in which this accumulation 
of fatty debris is absent. 

In fibrotic degeneration, muscle fibres and to a less extent elastic fibres 
disappear after little or no fatty degeneration, and the intima becomes fibrotic. 
This may be found in any artery, but is very common in the smaller arteries, 
for instance, the interlobular and afferent arteries of the kidneys, where 
atheroma is very rare. 

Hyaline degeneration affects the ultimate arterioles in the kidney and other 
organs; the muscle and elastic fibres disappear rapidly, and the intima 
becomes swollen and hyaline, and usually fatty. It is common with high 
blood pressure, but is otherwise rare. 

Both these forms of intimal degeneration are of importance, because 
intimal fibrosis is much less focal than atheroma, and both forms, in affecting 
arteries of small calibre, lead in the same way as atheroma to a narrowing of 
the lumen sufficient to cause ischemic destruction of the tissues. They may 
therefore be considered together with atheroma in their clinical effects. 


ARTERIAL INFILTRATION 


The commonest form of infiltration is amyloid infiltration. 

fEtiology.—Amyloid or lardaceous disease occurs in cases of long sup- 
puration due to pyogenic organisms, and is frequently associated with the 
secondary pyogenic infections that occur in tuberculosis of the bones and 
joints, in chronic syphilitic ulceration, and in actinomycosis. 

Pathology.—The ainyloid substance is extracellular and is deposited 
beneath the endothelium of capillaries, the reticulum of adenoid tissue and 
the pulp of the spleen, and in the smaller arteries and veins, especially in 
their middle coats. The affected organs are firm to the touch and have a 
waxy appearance. The amyloid substance can be demonstrated macro. 
scopically by pouring tincture of iodine on the affected organ, the waxy 
material being stained a deep mahogany colour. Microscopically, an iodine 
staining may be used, or a methyl-violet stain, which colours the amyloid 
substance pink and the parenchymatous cells blue. In the kidney, the small 
arterioles in the glomeruli, those around the convoluted tubules and those in 
the medulla, are first attacked. In the intestine, the arterioles in the villi 
stand out clearly. There are two forms of amyloid infiltration of the spleen : 
the diffuse waxy spleen, where the venous sinuses are outlined and the central 
artery of the Malpighian capsule is affected ; and the sago spleen, where the 
Malpighian capsule is greatly enlarged by the amyloid infiltration—its central 
artery is untouched, but its branches into the capsule are greatly swollen 
by the waxy material. In all these organs the parenchymatous cells are 
unaffected directly by the amyloid infiltration, but in the later stages necrose, 
owing to interference with their nourishment. 

Symptoms.—The patient is pale, but often has a waxy complexion with a 
bright colour in the cheeks. Chronic, profuse and painless diarrhoea is com- 
mon. The urine contains a large quantity of albumin, and is usually fair in 
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amount and of low specific gravity. The liver and spleen are enlarged, and 
ascites and oedema of the legs are often present. 

Prognosis.—If the chronic suppuration can be cured, the condition may 
sometimes disappear; but in the majority of cases this is not possible, as the 
septic condition is engrafted on to a chronic tuberculous or other granulo- 
matous condition, which is almost always impossible to eradicate. 

Treatment.—This consists in trying to remove the cause. 


INTERMITTENT CLAUDICATION 


So far the various conditions discussed have been classified according 
to the underlying pathology. Intermittent claudication is only a symptom, 
but it provides such a characteristic syndrome that it is best taken separately 
here. The term “ intermittent limp ” or claudication is applied to a condition 
in which severe pain, in one or both legs, comes on after walking for a certain 
distance. 

Etiology and Pathology.—In the large majority of cases this syndrome 
occurs in elderly men, who have well-marked calcification of the middle coat 
of the arteries of the lower limbs (Ménckeberg’s degeneration, q.v.). In rarer 
cases it may be present in atheroma or diffuse hyperplastic sclerosis or 
thrombo-angiitis obliterans (g.v.). It may be associated with high blood 
pressure, gout, diabetes, syphilis, or excessive indulgence in tobacco. 

The symptoms are due to the arteries of the leg being unable to supply 
the muscles with the increased flow of blood that the limb requires during 
ee: It is one of the earliest signs of partial impairment of the arterial 

ow. 

Symptoms.—The characteristic pain comes on after walking a certain 
distance and is brought on more quickly by faster walking. It may be 
accompanied by cramp in the calves, and also by numbness or tingling 
sensations. It causes the patient to limp and finally to stop. After resting 
for a minute or two, he is able to continue walking, but the symptoms again 
recur after he has walked for a further period. Sometimes the pain may 
only be described as tiredness or may only be felt in the feet and unless 
a careful examination is made the pain may be attributed to flat feet. Often 
the patient may suffer from angina pectoris, the causation of the two con- 
ditions being very similar, or his anginal pain may seem to disappear as 
his intermittent claudication appears, really because he is no longer able 
to walk quickly enough to provoke the anginal pain. In nearly all cases of 
long standing there is absence of pulsation in the dorsalis pedis artery, or 
in the posterior tibial of the affected limb, which often shows signs of circula- 
tory disturbance, being swollen, congested, and mottled, while the toes 
may be white and cold ; but in early cases the arteries may still carry enough 
blood when the patient is resting so that it is more difficult to confirm the 
diagnosis. The amount of calcification in the arteries, which is often very 
extensive, may be determined by X-ray examination. In many cases dry 
eee of the limb has supervened. 

' Prognosis.—The prognosis is bad, but the attacks may persist for years 
before more serious results, such as gangrene, appear. 

Treatment.—Exercise must be limited, and the patient warned to move 
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slowly and avoid hurrying in his walks. The production of intermittent 
venous occlusion may give helpful results. Diathermy has been used to 
relieve the pain. Heart muscle extracts and preparations of the pancreas 
given hypodermically have been tried, but without much success. Dry 
gangrene may require amputation of the limb, and when threatened may be 
relieved by removing the sympathetic nerves round the femoral artery. 


ANEURYSM 


Definition.—The word aneurysm is derived from the Greek to widen or 
dilate, and may be said to include any dilatation of an artery. 

Aneurysms are generally divided into— 

1. TRuE ANEURYSMS, in which the walls of the dilatation are formed by the 
coats of the artery. These may again be divided into— 

(a) Diffuse aneurysm.—These are general dilatations of an artery. The 
dilatation is generally not great, and is of little clinical significance except 
that it indicates medial degeneration. The artery is sometimes tortuous in 
addition. The so-called cirsoid aneurysm is a very extreme example of this. 

(b) Circumscribed aneurysm.—-These are limited to a segment of an artery 
or to a part of its circumference. 

(c) Dissecting aneurysm.—These are caused by the splitting of the coats 
of the artery, the blood having passed through the lumen into the wall of the 
artery, sepurating one coat from another. 

(ad) Artervo-venous aneurysm.—In these there is a communication between 
an artery and a vein; there are two varieties in this group—(1) aneurysmal 
varix, and (2) varicose aneurysm. 

2. Fase ANEURYSMS are those following a wound or rupture of an artery, 
with the formation of a diffuse or circumscribed hematoma, and are bounded 
by tissues external to the wall of the artery. 

When a true aneurysm ruptures and gives rise to a false aneurysm the 
resulting structure is known as a mixed aneurysm. 

“Etiology and Pathology.—The two main factors in the causation of 
aneurysm are—(1) loss of the muscular and elastic fibres in the wall of the 
artery ; (2) strain. The latter is generally brought about by repeated and 
prolonged muscular effort, and high arterial pressure may sometimes be an 
additional factor. The importance of strain as a causal factor is borne out 
by the fact that aneurysm is much more frequent in men than women—about 
five to one—and occurs more frequently. in the fourth decade of life than at 
any other period. It also occurs much more frequently in hard manual workers, 
such as dock labourers, soldiers and sailors. By far the most common cause 
producing weakening of the large elastic arteries 18 syphilitic inflammation. 
In persons dying of aneurysm, examination of the aorta in the neighbourhood 
of the aneurysm will generally reveal mesaortitis (see page 1031). In the first 
part of the aorta this is nearly always so, but as one gets farther away from 
the aortic valves an increasing number of aneurysms are due to atheroma 
and non-syphilitic degeneration of the media; in the abdominal aorta less 
than half are syphilitic. Small aneurysms may also result from erosion 
of the walls of the arteries in cases of septic endocarditis—the so-called 
mycotic aneurysm. Frequently these are multiple; they occur most often 
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in the cerebral arteries or in the peripheral arteries. Extensive growth of 
streptococci and septic granulations may be seen in the neighbourhood of 
the dilatations. 

Aneurysm may also be the result of congenital defects in the media of the 
vessel, which is very commonly seen about the circle of Willis, at the junction 
of the anterior communicating artery with the anterior cerebral. The 
aneurysms vary from about the size of a pin’s head to that of a pea, and not 
infrequently their rupture gives rise to a diffuse subarachnoid h»morrhage, 
the origin of which is often overlooked unless careful search is made for the 
aneurysm. Congenital aneurysm has also been described in the aorta, at the 
point of insertion of the ductus Botalli, and in cases of coarctation of the aorta, 
in which condition there is great narrowing of the aorta just below the origin 
of the left subclavian artery. 

Loss of support by surrounding tissues also appears to lead to the produc- 
tion of aneurysm, e.g. at the base of a gastric ulcer a smal] aneurysm often pro- 
jects as a nodule and is liable to rupture. Peptic erosion may also be a cause 
of weakening the walls of such arteries. In the cavities of the lungs, occurring 
as the result of pulmonary tuberculosis, it is quite common to find an aneurysm 
on the walls of the arteries lying in such cavities. 

It is very doubtful if external trauma alone is ever the cause of true 
aneurysm, but injury to the artery by penetrating wounds by knives or 
bullets may certainly cause it. 

Slight medial degeneration leads to diffuse aneurysm, and severe medial 
degeneration may cause circumscribed aneurysm. It is the usual cause of 
circumscribed aneurysms of muscular arteries, such as the popliteal, but is 
a very rare cause of circumscribed aneurysm of the aorta. Atheroma itself 
does not lead to aneurysm, but it may be complicated by medial degeneration. 
Continued high blood-pressure is an important contributory factor in the 
formation of a diffuse dilatation of the aorta, but this has few clinical re- 
semblances to saccular or even to fusiform aneurysm. 

One of the most striking appearances In an aneurysm is the coagulation 
of blood in the sac itself. This does not occur in diffuse dilatation of the aorta, 
butin those cases of sacculated aneurysm where the wall has become roughened. 
The sac becomes lined with fibrinous deposits, and occasionally an aneurysm 
may be cured by the deposition of successive layers of fibrin, so that the 
sac becomes almost completely filled. On the other hand, thrombus in 
aneurysms may form emboli and so lead to infarcts. Again, in many fatal 
cases of aneurysm, rupture and hemorrhage have taken place, the deposition 
of fibrin having failed to prevent the blood reaching the surface. Rupture 
may take place externally, or into any of the hollow viscera or the serous 
cavities. Rupture into the pleura is common, as also is rupture into the 
trachea or into the cesophagus. In these cases, death is usually sudden, 
though oozing may have taken place some time before the final rupture. 
When the heemorrhage forces itself into the connective tissues or muscles, it 
takes place much more slowly, and in the cases of the limbs may allow time 
for treatment. An aneurysm often exercises pressure on the other organs 
and structures in its neighbourhood. The heart is displaced away from the 
aneurysm, and the blood vessels are often narrowed so that circulation 
through them is impeded. The trachea, the bronchus, the cosophagus, and 
the nerves passing near the aneurysm also suffer. When the aneurysm meets 
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bony tissues, absorption of the bone takes place and the vertebre are fre- 
quently eroded in this way, the bone being absorbed more rapidly than the 
intervertebral cartilage. When the aneurysm presses against the anterior 
surface of the chest, the ribs and sternum are pushed forward and finally are 
absorbed and perforated. 


I. ANEURYSM OF THE THORACIC AORTA AND ITS BRANCHES 


These are two types—(1) The diffuse aneurysm, or general dilatation, 
which occurs in medial degeneration of the aorta ; and (2) the circumscribed, 
usually saccular, aneurysm, almost always the result of syphilitic inflamma- 
tion. 


GENERAL DILATATION OF THE AORTA (Dirrus—E ANEURYSM) 


Symptoms.—In general dilatation of the aorta the enlargement is extensive, 
but never reaches a very great size. The symptoms are generally due to ather- 
oma and the medial degeneration that accompanies it. Very often there 
is interference with the coronary circulation, and this leads to diminution of 
the circulation of blood through the heart and consequently to cardiac pain. 
The aorta may sometimes be felt pulsating in the supra-manubrial notch, 
and the X-ray photograph will show general dilatation of the aortic arch. 
When the aortic ring is not stretched, the dilatation of the aorta beyond it 
may lead to the formation of a systolic murmur. Occasionally these patients 
die suddenly, on account of thrombosis of an atheromatous branch of a 
coronary artery. Provided there is no aortic regurgitation or coexisting 
coronary disease, patients with a dilated aorta may live for many years without 
serious discomfort. 


CIRCUMSCRIBED ANEURYSM 


These are generally saccular but may be fusiform. 

Symptoms.—ANEURYSM OF THE ASCENDING PART OF THE ARCH OF THE 
AortTa.—An aneurysm of the ascending part of the arch tends to grow 
forward and outwards, and to produce a pulsating tumour that is palpable 
and audible at the level of the second or third interspace ; hence it is often 
called the aneurysm of physical signs. It often erodes the ribs and sternum. 
The tumour is tender and is often the seat of pain, which may be constant 
but 1s increased by exertion. A soft systolic murmur may be heard over it. 
If syphilitic aortitis spreads to the aortic valve or if the part adjacent to 
the aortic valves is affected, the aortic ring may be dilated and aortic regurgi- 
tation will take place. There will then be hypertrophy and dilatation of 
the left ventricle, with an aortic diastolic murmur, and the symptoms of 
aortic regurgitation will be added. 

The pressure effects produced by an aneurysm of the ascending aorta 
are as follows: The heart is displaced downwards and to the left. The 
superior vena cava is pressed upon; this may result in cyanosis of the head 
and neck, and cedema of the arms, and enlarged veins may occasionally be 
seen coursing over the front of the thorax. Very rarely the aneurysm may 
rupture into the superior vena cava, in which case the symptoms noted may 
come on quite suddenly and are very marked. There is often a systolic 
thrill, and on auscultation a continuous murmur, which is increased during 
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systole, is of great diagnostic value. The aneurysm may press upon the 
right bronchus, causing a chronic cough, due to irritation of the bronchus 
and stasis of its contents, and deficient or absent breath sounds over the 
upper lobe of the right lung. It may occasionally press upon the pulmonary 
artery and in rare cases, actually open into it, causing great dilatation of 
the right ventricle and auricle. Such aneurysms may present themselves 
to the left of the sternum rather than in the usual place, the right. Aneurysm 
of the ascending aorta has been known to perforate into the right ventricle 
and much more frequently into the pericardial sac. When the aneurysm 
comes forward it may irritate the pleura ; and in some cases a loud pleuritic 
rub, audible over the aortic area, may be one of the early signs. Not un- 
commonly this form may rupture into the pleura or sometimes externally. 

ANEURYSM OF THE ‘TRANSVERSE ARCH OF THE AORTA.—AsS the arch of 
the aorta passes from right to left it also passes from before backwards, 
and consequently aneurysms arising from the transverse and descending 
parts of the aortic arch are situated more deeply in the chest than those 
arising from the ascending portion. Aneurysms of the transverse and de- 
scending parts of the aortic arch have been called by Broadbent aneurysms 
of symptoms, because their presence has often to be inferred by the pressure 
symptoms that they produce, while a pulsating tumour is only present 
in the very late stages and may not appear at all. 

1. Pain.—Pain is one of the commonest and earliest symptoms of 
aneurysm. It may often occur behind the sternum or across the back and 
pass down the left arm and be very severe: it then lasts longer than true 
anginal pain and is more liable to occur at night; this form of pain occurs 
when the ascending aorta is distended. When, however, the transverse arch 
is affected the pain is sometimes felt on the left side of the neck and even 
in the occipital region ; it is probable that this pain in the neck is a reflected 
pain caused by abnormal afferent impulses reaching the cervical spinal cord 
as a result of the distension of the transverse arch. A boring, persistent 
pain in the chest is probably the result of direct pressure of the aneurysm. 
Sometimes there may be true angina pectoris owing to involvement of the 
mouths of the coronary arteries. 

2. Respiratory Symptoms.—Dyspneea is common in aneurysm, and apart 
from associated heart disease is usually caused by pressure upon a bronchus. 
There is often stridor, which in this case is heard both in inspiration and in ex- 
piration. Hemorrhage also occurs as a result of leaking of an aneurysm 
through the bronchus. It may at first be slight, but often a huge gush of blood 
supervenes, causing death. It is said that reflex irritation of the vagi will 
occasionally cause bilateral adductor spasm of the vocal cords and marked 
dyspneea. In this case the stridor is only heard with inspiration and dis- 
appears if a little chloroform is inhaled. Patients with aneurysm often have 
@ ringing, rough, brassy cough. If the pressure on the bronchus has been 
gradual, secondary changes occur in the lung, and compression of the left 
bronchus in the early stages may produce over-distension of the left lung 
with diminished or absent breath sounds, so as to lead to a suspicion of 
pneumo-thorax ; later on bronchitis occurs with dilatation of the bronchus 
with expectoration of purulent phlegm. Pressure on the trachea may occa- 
sionally be observed in cases of aneurysm of the aortic arch, the larynx 
being drawn downwards and backwards with each cardiac pulsation. A 
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physical sign described by Surgeon-Major Oliver is known as tracheal tugging, 
The patient should be placed in the erect position, and directed to close his 
mouth and elevate his chin. The cricoid cartilage should be grasped between 
the finger and thumb and gentle steady upward pressure be made upon it. 
If there is an aneurysm, the pulsation of the aorta will be distinctly felt 
transmitted through the trachea to the hand. This sign may occur in 
aneurysm before other symptoms are evident, but 1s not very reliable. 

3. Pressure on nerves.—(a) The left recurrent laryngeal nerve.—This 
nerve courses round the arch of the aorta and passes up behind it, and is 
consequently often involved in aneurysm of the transverse arch. The 
abductor fibres of the recurrent laryngeal nerves succumb to the effect of 
pressure before the abductor fibres and consequently the vocal cord is at 
first in the position of adduction. During respiration, the right vocal cord 
moves up to and meets the adducted left vocal cord and respiration is un- 
affected. During phonation, the right vocal cord again comes up to and 
meets the left vocal cord, and the voice may be quite normal. It is therefore 
clear that a laryngoscopical examination may reveal the early stage of 
pressure on the left vocal cord before there has been any alteration in the 
voice. As the pressure increases, the adductor muscles are affected and the 
left vocal cord remains motionless in the cadaveric position half-way between 
full inspiration and full expiration. The voice is now hoarse, and it not 
uncommonly happens that hoarseness is the first symptom for which the 
patient presents himself. (b) The sympathetic nerve.—Pressure upon the 
sympathetic nerve causes first of all irritation and later on a paralysis of 
the cervical sympathetic fibres. When the sympathetic is irritated, the pupil 
on the same side is dilated, and there may be sweating and flushing of the 
same side of the face and ear. When the cervical sympathetic is paralysed, 
the pupil is smaller than on the opposite side, the eyeball may be sunken 
into the orbit, and there may be a slight degree of ptosis. Unequal pupils 
in aneurysm are, however, frequently found without any of the other 
symptoms of sympathetic irritation or paralysis, and in these cases Doctors 
Wall and Walker suggest that the difference in the pupils is due to the 
pressure of the aneurysm upon the arteries passing to the neck. They have 
shown that in a condition of low blood pressure the pupils are dilated, 
whilst in a condition of high blood pressure they are contracted, and that 
pressure upon one common carotid will cause dilatation of the pape on the 
same side. They point out that under these conditions the dilated pupil 
is constantly on the same side as the smaller temporal pulse, and they 
consider that the dilated pupil and the small pulse are due to the same cause, 
namely, pressure upon the arteries supp ying that side of the neck. Unequal 

upils also occur as the result of syphilitic disease of the nervous system. 

e may get bilateral pin-point pupils, or the pupils may be unequal and 
irregular in outline. In both cases the reaction to light is lost, while the 
reaction to accommodation remains. (c) Pressure upon the intercostal 
nerves occasionally results from an aneurysm that presses backwards and 
erodes the vertebree and posterior portions of the ribs. In these cases the 
pain is very severe along the affected nerves. In the distribution of the 
nerve itself the skin may be anesthetic—the so-called anesthesia dolorosa. 
(d) In some cases the aneurysm presses upon the brachial plexus, shooting 
pain occurring in the head and neck and down the right arm. 
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4, Pressure upon the branches springing from the aorta.—This is not un- 
common, and may result in the absence of one radial or temporal pulse, or in- 
equality between the two pulses. If the innominate artery is pressed upon, the 
right radial and temporal arteries may be small and imperceptible, while in an 
aneurysm of the transverse arch of the aorta, the left subclavian artery is 
compressed, in which case the left radial pulse may be affected. A sphygmo- 
graphic tracing is often of value in demonstrating the difference between the 
two pulses, and a forced expiration, by increasing the intrathoracic pressure, 
will often accentuate the difference between the two sides. When the pulses 
are markedly unequal, the blood-pressure is also diminished on the side of 
the feebler pulse; a difference of pressure of over 30 mm. between the 
two sides is in favour of aneurysm provided it is not due to coarctation 
of the aorta. 

5. Pressure on the wsophagus.—This may result in slight difficulty in 
swallowing. but the dysphagia is very rarely important. Occasionally the 
aneurysm may ulcerate into the cesophagus so that death takes place from a 
sudden rupture. 

ANEURYSM OF THE DESCENDING PoRTION OF THE ARCH.—In these cases 
the sac frequently projects backwards and erodes the vertebre from the 
third to sixth thoracic, causing great pain and occasionally compression of 
the spinal cord, resulting in paraplegia. Dysphagia is more common, and 
sometimes a tumour appears in the region between the scapula and the spine, 
and may attain a very large size. 

ANEURYSM OF THE DESCENDING THoRaAcIc AORTA may occur close to 
the diaphragm. Aneurysm of this form is frequently overlooked, pain in 
the back being the most prominent early symptom. 

Diagnosis.—Inspection.—This is most essential. Abnormal pulsation 
should be looked for in the thorax, and can often be seen when the patient 
is seen obliquely in a good light. Posterior pulsation is generally observed 
to the left of the spine. Enlarged veins over the chest, suffusion of the face, 
and alteration in the pupil may be noted. The apex-beat is often displaced 
from its normal position, especially when the sac is large, this being due to 
pressure of the aneurysm on the thorax; the heart itself is seldom hyper- 
trophied, unless there is a leakage through the aortic valves. 

Palpation—Palpation may reveal the area and degree of the abnormal 
pulsation. There may only be a diffuse impulse, but if the sac has perforated 
the chest wall, a forcible heaving and expansile impulse may be felt. Occa- 
sionally a diastolic shock is to be noted. This has been thought by some to be 
due to the forcible closure of the aortic valves producing an effect within 
the aneurysmal sac; another explanation is that the contraction of the 
heart draws in the ribs during systole at the point where they are adherent 
to the aneurysm and the diastolic shock is produced by the elastic recoil 
na the ribs and costal cartilages. Occasionally a systolic thrill may be 
elt. 

_ Percussion.—A dull area may in some cases be made out in the seoond right 
interspace in cases of aneurysm of the ascending aorta. Much more rarely 
an aneurysm of the arch may press forwards and to the left, and produce dull- 
ness below the left clavicle. Pressure upon a bronchus may at one period 
result in hyper-resonance from lung distension, and later, owing to absorp- 
tion of air in the lung, the percussion note may become dull. 
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Auscultatton.—There may be no murmur, even in a large aneurysm, but 
a systolic murmur is not uncommon. When both systolic and diastolic 
murmurs are heard, aortic regurgitation is present in addition tothe aneurysm, 
Accentuation of the aortic second sound is a most constant auscultatory 
sign of aneurysm, but it occurs with syphilitic aortitis before an aneurysm 
has developed. 

Reference has already been made to alteration in the radial and temporal 
pulses. Exceptionally, in a large aneurysm of the descending aorta there may 
be absence of pulsation in the abdominal aorta and peripheral arteries of 
the legs, the dilatation of the thoracic aorta being sufficient to convert the 
intermittent into a continuous stream. 

Examination by radioscopy is most important in every case where 
aneurysm is suspected and may give valuable information. The chest should 
be examined from the anterior, the posterior and the right oblique positions. 
The pulsation of the tumour and its relation to the aorta may actually be 
seen, but photographs should always be taken, both in the anterior-posterior 
and oblique positions, as much information is obtained from the density of 
the shadow cast by the aneurysm. If the latter is very dense, it can be 
reasonably inferred that deposition of the laminated clot has taken place 
within the sac. 

Complications and Sequelz.—The main complication causing death 
is rupture, which may take place either externally, into the pericardium, 
into the pleura, into the oesophagus, into the bronchus, or into the lung tissue 
itself. Pressure on the trachea, causing stridor and respiratory obstruction, 
is a very distressing complication. Bronchitis may occur during the course 
of the illness, and may be recovered from more than once. Broncho-pneu- 
monia and gangrene of the lung not infrequently occur when there is pressure 
upon a bronchus, and empyema may occasionally result. Tuberculosis of 
the lung may coexist with aneurysm, but death from hemoptysis, the result 
of perforation of a deep-seated aneurysm into the bronchus, has often been 
mistaken for the profuse hemorrhage of tuberculosis. Cardiac failure is 
responsible for a large number of deaths. This may be the result of inter- 
ference with the circulation through the coronary arteries, and in other cases 
it is due to the aortic regurgitation. Cerebral embolism sometimes occurs 
in cases of aortic aneurysm, a portion of the clot within the artery becoming 
displaced and passed up to the brain. 

Course.—Most cases live from 2 to 5 years from the time when the first 
symptoms have appeared. Occasionally life may be prolonged for several 
years by treatment, provided the diagnosis is made early. Spontaneous 
cure may be obtained by deposition of laminated clots within the cavity of 
the aneurysm, but this 1s comparatively rare. 

Diagnosis.—Intrathoracic aneurysm is sometimes difficult to diagnose 
from intrathoracic neoplasm. In both there may be an externally projecting 
tumour, but in aneurysm the pulsation may be seen to be expansile. The 
diastolic shock indicates an aneurysm. Systolic murmurs may occur in both 
conditions, but the ringing aortic second sound is of great importance, and 1s 
rarely heard in tumours. Tracheal tugging is in favour of aneurysm, while 
progressive wasting and enlargement of glands in the neck are in favour of 
neoplasm. Aneurysm, as 4 rule, occurs in apparently healthy men between 
45 and 60 years of agc, whereas malignant growth in the chest is associated 
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with emaciation and pallor. In aneurysm there is a greater likelihood of the 
pupils and pulses being unequal, while in neoplasm cedema of the upper 
extremities and chest wall is not uncommon. In all cases an X-ray examina- 
tion should be made, and will nearly always clear up the diagnosis. Clinical 
evidence of infection by syphilis and a positive Wassermann reaction are 
obviously important. 

A violently pulsating thoracic aorta, either in association with aortic 
regurgitation or with violent throbbing of the heart, may lead to the un- 
founded suspicion of an aneurysm. 

In cases where an empyema is pointing on the deft side in the region of the 
heart, the tumour may pulsate. The throbbing is usually diffuse and wide- 
spread, and there is a coexistence of a pleural effusion. Exploration with a 
fine needle will usually settle the diagnosis. It must, however, be remembered 
that occasionally an empyema may be the result of extension of septic trouble 
from a bronchus which has become compressed by an aneurysm. 

Prognosis.—In aneurysm this is always difficult. Complete cure is very 
unlikely, although pain and other unpleasant symptoms and physical signs 
may give way totreatment. The presence of aortic regurgitation 1s unfavour- 
able, while an aneurysm progresses much more slowly in people of a placid 
disposition and those who lead a quiet life. Even in cases where treatment 
has apparently been most successfu] and pain and dyspnoea have been 
apparently relieved, sudden death from rupture may occur. 

Treatment.—The recognition that the main cause of aneurysm is the 
weakening of the wall by syphilitic mesaortitis has brought anti-syphilitic 
remedies into the forefront of modern treatment of aneurysm of the thoracic 
aorta. Mercurial inunctions and injections have been but little tried, but in 
many cases a good deal of benefit has been observed. The iodides have been 
given in aneurysm for many years—long before syphilis had been recognised 
as a cause of the condition. The most striking effect of iodide is the relief of 
pain, and this may be obtained by even small doses, such as 5 grains three 
times a day. In all cases, however, large doses, such as 20 grains three times 
a day, should be given atrial. Neoarsphenamine has been given intravenously 
in many cases with great success ; it should always be tried when the diagnosis 
is made early enough, but should never be used if congestive failure or paroxys- 
mal nocturnal dyspnoea have developed. 

Efforts to produce clotting within the sac should be tried in early cases 
of aneurysm. Tufnell’s method—that of a complete rest and restricted diet— 
is only of historic interest. The patient had to lie in a quiet and secluded 
room for several months. Few patients put up with such a rigid diet and 
rest. Secondly, the administration of lime-salts, such as the chloride or 
lactate of calcium, should also be tried, in an endeavour to promote clotting 
within the sac. The gelatin treatment has been abandoned. . 

Many patients with intrathoracic aneurysm do better if, after a preliminary 
rest with the treatment appropriate to their stage, they are allowed to follow 
their general vocations, provided their work be not too strenuous for body 
or mind. Nearly always it will be necessary for their activity to be curtailed. 
Patients should be cautioned to take things as easily as possible, to avoid 
alcohol, to eat with great moderation, and to avoid any sudden exertion. 
At least 10 hours should be spent in bed. A certain amount of tobacco may 
be smoked. 
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Special symptoms may have to be treated. For severe pain, cyanosis 
and dyspnoea, venesection will often give marked relief. Amyl nitrite and 
iodide of potassium are of great service in relieving the anginal pain of 
aneurysm. Severe paroxysmal dyspncea is nearly always due to direct 
pressure on the trachea ; both inspiratory and expiratory stridor are present. 
The inhalation of chloroform does not give relief, and tracheotomy is use- 
less. In some very rare cases there may be a bilateral abductor spasm of the 
vocal cords, due to irritation of the vagi, and relief may be obtained by 
chloroform. Intubation of the larynx is preferable to tracheotomy, which 
should never be performed to relieve the dyspnoea of aneurysm. 

Surgical Treatment.—This may be considered under four heads—(1) 
ligature of the vessels arising from the arch of the aorta; (2) the passage 
of wire into the sac with or without’ galvanism: (3) needling the sac; and 
(4) ligature of the neck of the sac. There are few cases where the outlook 
under medical treatment is so bad that the certain risks and uncertain benefits 
of surgical treatment can be advised with wisdom. 

Ligature of vessels has been of little service in the case of aneurysm of 
the aorta. In aneurysm of the innominate artery, combined simultaneous 
ligature of the right common carotid and subclavian arteries may be tried, 
but even this may be insufficient to prevent the flow of blood through the 
sac. Moore’s method of introducing silver or zinc wire into the sac through a 
cannula has been used, but the best results have been in cases of abdominal 
rather than intrathoracic aneurysm. Puncture of the aneurysm and scratching 
its wall with the point of a needle, as advocated by Sir William M‘Ewen, has 
sometimes been partially successful. Ligature of the neck of the sac may 
be undertaken when it appears to be small, but suitable cases are very 
rare. 

ANEURYSM OF THE INNOMINATE ARTERY.—This is not uncommon. It 
forms a pulsating tumour, which can sometimes be felt above the right 
clavicle, and nearly always produces marked diminution in the right radial 
and temporal arteries. In this form of aneurysm, paralysis of the right 
recurrent laryngeal nerve occurs not infrequently, the right vocal cord being 
paralysed instead of the left. 

ANEURYSM OF THE CAROTID AND SUBCLAVIAN ARTERIES is mainly of 
surgical interest. It has been thought to be most frequent in the common 
carotid, especially in women, but in many of these cases there is really a 
kinked carotid artery, due to hypertension and athero-sclerosis, that simulates 
an aneurysm. Subclavian aneurysm is nearly as frequent as carotid aneurysm. 
Syphilis is found in nearly all cases near the aorta but trauma becomes more 
important towards the periphery. 





II. ANEURYSM OF THE ABDOMINAL AORTA AND ITS BRANCHES 


Aneurysm may occur in any part of the abdominal aorta, but it is much 
less common than aneurysm of the thoracic aorta. A forcible dynamic 
pulsation of the vessel is often mistaken for aneurysm and no case should be 
diagnosed as aneurysm unless a tumour can be grasped between the fingers 
Often in true aneurysm there is evidence of syphilis and the Wassermann re- 
action is positive. A systolic thrill can sometimes be felt, and a systolic 
murmur is, as a rule, audible. The complications in abdominal aneurysm are 
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many. Death may result from complete obliteration of the lumen by clots, or 
by erosion of the vertebrae and compression of the spinal cord, resulting in 
paraplegia. Occasionally the superior mesenteric artery may become blocked 
by a clot and acute intestinal obstruction result. The commonest complication 
is rupture, which generally takes place into the retro-peritoneal tissues, with the 
formation of a large rapidly-growing tumour in the flank. More rarely death 
takes place from rupture into the peritoneum or duodenum. 

Treatment.—The treatment of abdominal aneurysm is the same as that 
of thoracic aneurysm. In cases where medical treatment is unsuccessful 
after a fair trial, surgical measures should be undertaken and are more likely 
to be successful than in thoracic aneurysm. 

ANEURYSM OF THE SPLENIC ARTERY is very rare. A tumour can be felt 
near the spleen and it may perforate into the colon. If the diagnosis 
can be made, removal of the aneurysm and of the spleen should be 
undertaken. 

ANEURYSM OF THE MESENTERIC ARTERY, which is also rare, generally 
results in plugging of the vessel or its branches, with the result that acute 
intestinal obstruction takes place and death occurs from this cause. 

ANEURYSM OF THE Hepatic ARTERY is very rare. 

ANEURYSM OF THE RENAL ARTERY has occasionally been noted, and in 
some cases successfully removed. 

ANEURYSM OF THE BRACHIAL ARTERY used to be common, but is now 
rarely scen. 

ANEURYSM OF THE FEMORAL ARTERY is much more common, and is 
most often traumatic. 

ANEURYSM OF THE POPLITEAL ARTERY 1s one of the most common of 
the peripheral aneurysms. It has been suggested that this is due to the fact 
of the exposure to stress and strain to which the popliteal region is subjected 
during violent lifting efforts. 

In all cases of peripheral aneurysm not due to trauma, a syphilitic basis 
should be invesigated ; but the aneurysms of the muscular arteries of medium 
size are almost invariably due to medial degeneration, and a syphilitic 
aneurysm would be most unusual. The treatment is mainly surgical. Distal 
or peripheral ligature and excision have all been tried, and more recently 
Matas has suggested treatment by Reconstructive Endoaneurysmorrhaphy. 
After rendering the limb exsanguine, he freely opens the arterial sac and by a 
process of suturing reconstructs a channel between the afferent and efferent 
artery of the sac. This is theoretically the best treatment, but in practice 
it is often found impossible. 

When the symptoms warrant surgical treatment, proximal ligature is 
probably the method most frequently used for a large artery and excision 
of the sac for a smaller one. Proximal ligature as close to the aneurysm as 
possible has been the classical operation since the time of John Hunter. 
It should be combined with distal ligature, as this does not increase the risk 
of gangrene and diminishes the risk of spreading infection or of an embolus 
becoming detached. 

Until the War of 1914-1918 great care was taken to avoid injury to the 
vein, but it was found that proximal and distal ligature of the vein as well as of 
the artery reduced the risk of gangrene. This should therefore be the routine 
Surgical treatment. 
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II. DISSECTING ANEURYSM 


This may originate in an atheromatous ulcer. Very often the dissection 
of the coat is small, especially when the blood-pressure is not high. When, 
however, there is a very high blood-pressure and much degeneration of the 
media, an extensive dissecting aneurysm may occur. The degeneration of 
the media may cause a small split in the intima and the dissection separates 
the intima from the media, so that in some cases there may be a double tube 
instead of a single aorta. Extensive dissection frequently causes sudden 
death, but in other cases the patient may live on, and the association of a 
rapidly beating heart and a feeble pulse in the lower limbs has been suggested 
as a clinical sign by which the condition may be recognised. The immediate 
picture is very similar to that of a coronary thrombosis. If the dissection 
spreads up the common carotids, symptoms from interference with the cere- 
bral aulstion may follow and this soon after an attack, suggesting coronary 
thrombosis may reveal the diagnosis. Occasionally the patient makes a 
complete recovery and lives for years with the circulation through the new 
channel made by the dissection. 

In many cases of extensive dissecting aneurysm of the aorta, due to medial 
degeneration, vascular hypertrophy is well marked, and consequently the 
blood pressure was high during life. Less commonly dilatation, rupture and 
the dissecting aneurysm of the aorta are apparently due to congenital weak- 
ness, histological evidence of degeneration or inflammation being absent. 


1V. CIRSOID ANEURYSM 


Cirsoid aneurysm is a condition in which an artery is dilated and tortuous. 
Occasionally it is due to medial degeneration of muscular arteries, particularly 
the splenic and temporal, but this form is of little clinical importance. More 
often it 1s due to defective development of the walls of arteries and their 
branches, and this form has been called serpentine angioma. The arteries, 
their branches, the capillaries, and even the efferent veins dilate progressively, 
causing destruction of the intervening soft tissues and erosion of bone. The 
superficial temporal, posterior auricular, and occipital arteries are most 
commonly affected. It also occurs in the brain, pancreas, orbit, and limbs. 
It is most common between puberty and 30 years of age. Although the 
condition is generally congenital it may develop greatly after some local 
Injury such as a blow. 

Pathology.—The arteries are dilated, thinned and very tortuous, and the 
disease tends to spread towards the capillaries and also along the arteries 
that feed the aneurysm. The skin over the aneurysm is often atrophied 
and may become ulcerated, leading to very dangerous hemorrhage. 

Symptoms.—There is an ill-defined pulsating tumour on the scalp, in 
which the tortuous vessels may be felt. In rare cases the tumour may be 
slow in its growth, but this is generally rapid and the skin over it ulcerates, 
leading to hemorrhage. 

Treatment.—This is very difficult. In limited cases the tumour may be 
excised. Generally, however, ligature of the peripheral arteries of the growth 
is more satisfactory. Electrolysis and injections of perchloride of iron into the 
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mass have been tried, with some success. Occasionally spontaneous cure 
follows some infection. 


V. ARTERIO-VENOUS ANEURYSM 


Arterio-venous aneurysms, in which an artery and a vein communicate, 
are of two kinds: (1) aneurysmal varix, where the two vessels anastomose 
ae ; and (2) varicose aneurysm, where the sac separates the connecting 
vessels. 

(1) ANEURYSMAL VaRIxX.—The aneurysm ig usually traumatic in origin 
and used to be frequent at the elbow, as the result of venesection. The artery 
is wounded at the same time as the vein and they become connected, the result 
being that the vein becomes markedly dilated and tortuous. 

The varix forms a soft, compressible, ill-defined tumour, which pulsates. 
Pain in the tumour is not uncommon. A marked thrill can often be felt and 
a loud briut may be heard over the tumour. If the limb is raised the tumour 
shrinks, while it becomes large and congested if the limb is held downwards. 
The limb below the tumour is often edematous. 

In some cases the aneurysm remains stationary, and all that is required 
is an elastic support. If, however, it tends to increase in size, the artery 
should be ligatured above and below its communication with the vein, and 
the vein should also be ligatured. 

An intrathoracic aneurysm may become adherent to a vein and peiforate 
into it. The most common site is when an aneurysm of the ascending 
arch of the aorta perforates the superior vena cava, but even this is rare. The 
latter vessel becomes greatly distended and an arterio-venous aneurysm is 
formed. There is often a sudden onset when the lumen of the two vessels 
becomes connected ; there is congestion of the head and neck and upper 
limbs, great distension of the veins, and often cdema. On auscultation 
over the tumour, a continuous humming murmur is heard, with marked 
accentuation during systole. 

(2) Varicos—E ANEURYSM.—This occurs when an artery and vein are simul- 
taneously wounded. A false aneurysmal sac is formed in the tissues and 
communicates both with the artery and vein. The symptoms are similar 
to those of an aneurysmal varix, but in addition there is a pulsating tumour, 
which can be distinguished from the dilated vein. This form of aneurysm 
should be excised by open operation combined with four-fold ligature of the 
artery and of the vein. It is not often seen in civil life but is fairly common 
in war-time, mainly as a result of gun-shot wounds. 

ARTERIO-VENOUS ANEURYSM OF THE ORBIT OR PULSATING ExopH- 
THALMOS.—This is a form of aneurysm by anastomosis, due to a communica- 
tion having formed between the cavernous sinus and internal carotid artery 
as it passes through it. It is generally the result of a fracture of the base 
of the skull. It is usually unilateral, but may be bilateral, and the com- 
munication may take place immediately after the fracture, or evidence of 
the lesion may only appear days or weeks after the injury. 

The main symptom is protrusion of the eyeball, the globe being displaced 
outwards and downwards. It may be seen to be visibly pulsating, but if not, 
slight pressure upon the globe of the eye will bring out pulsation. A loud 
bruit, either continuous or increased during systole, may be heard anywhere 
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over the head ; this roaring sound is generally very distressing to the patient. 
There is great dilatation of the veins around the eyelids, conjunctive, and 
fundus. Headache is common 

The condition may last for years, and in a few cases spontaneous recovery 
has taken place. 

The treatment is either compression or ligature of the carotid artery. 
The great danger in ligaturing the carotid artery is the occurrence of 
cerebral softening and hemiplegia. To avoid this, it is better to ligature 
the artery temporarily and see if any cerebral symptoms tend to develop ; 
if they do, the ligature should be removed after 24 hours ; but if they do not, 
the ligature may be tightened and the artery completely occluded. 


DISEASES OF THE PULMONARY ARTERIES 


The pulmonary artery is much less frequently the seat of disease than 
is the aorta, but it is liable to be affected by pathological changes of a similar 
character to those that are found in the systemic arteries. 

fEtiology and Pathology.—Four main pathological changes are 
generally recognised, namely : 

1, HyrertropHy.—This condition is associated with an increase in the 
blood pressure in the lesser circulation and is found in cases of disease of the 
lungs, such as emphysema, pulmonary fibrosis, and bronchiectasis, and also 
in disease of the heart, such as mitral stenosis. The intima of the pulmonary 
arteries hypertrophies and is prone to degeneration, so that patches of fatty 
change (atheroma) appear in the hypertrophied tissue. This form of intima] 
degeneration is superimposed upon hypertrophy, which is the result of 
obstruction to the lesser circulation and is independent of inflammatory 
change. 

2. INFLAMMATION.—There is no doubt that syphilitic inflammation may 
attack the pulmonary arteries as well as the aorta. The larger trunks may 
be affected by mesarteritis, and saccular aneurysms of the main branches 
have been described, but are rare. The smaller arteries and arterioles in 
the lungs may also be affected by syphilitic arteritis, with endarteritis 
obliterans. The endarteritis, either by itself or in combination with throm- 
bosis, may lead to complete occlusion of the lumen. Ayerza and his pupils 
have emphasised the importance of syphilis as an etiological factor in the 
production of cyanosis and congestive heart failure in the absence of the usual 
causes of these conditions, such as emphysema and fibrosis of the lungs, 
or mitral stenosis. Fatty or calcareous changes may occur as secondary changes 
in the walls of the inflamed arteries. 

Tuberculous inflammation of the branches of the pulmonary arteries is 
also common. Tuberculous endarteritis obliterans is frequent in phthisis. 
Tuberculosis of the lung or a bronchial gland may extend through the wall 
of a large artery to its intima, giving an intimal tubercle which when softened 
can lead to a general dissemination. The wall of a pulmonary artery exposed 
in a tuberculous cavity is frequently weakened by tuberculous or pyo- 
genic invasion from without, and an aneurysm results. The profuse hemo- 
pee found in the latter stages of chronic pulmonary tuberculosis results 
rom the rupture of one of these aneurysms. 
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3. DEGENERATION.—Degeneration of the intima secondary to intimal 
hypertrophy or to inflammation has been described above. Slight primary 
intimal degeneration, or atheroma, is not uncommon in elderly subjects. C.F. 
Coombs and others have described cases of a severe atheroma of the pulmonary 
artery in young subjects, in whom there was no evidence of syphilis or of 

ulmonary or cardiac lesions, and suggest that in these cases there is an 
inherited tendency to intimal degeneration. 

4. ConceniTaL Ma.LrormMaTions.—In the majority of cases a pulmonary 
stenosis is present, but in rare instances dilatation of the vessel has been 
found. These conditions are described under congenital heart disease 
(g.v. p. 968). 

Symptoms.—The symptoms of disease of the pulmonary artery are 
those of obstruction of the lesser circulation. 

Dyspnea is often an early symptom, and may occur on exertion or in 
nocturnal paroxysms. In the later stages it becomes constant, with attacks 
of orthopnea. Cyanosis is one of the most characteristic manifestations, but 
it varies in intensity and also in the stage of the disease at which it appears. 
Cyanosis is due to an imperfect oxygenation of the blood passing through 
the lungs at each cardiac cycle. It will, therefore, be most marked in those 
cases in which only a small proportion of the blood passes through the lungs 
at each beat, as in congenital pulmonary stenosis, or those in which the capillary 
area in the lungs has been so reduced by emphysema or the lung itself has 
been so damaged by fibrosis that the circulating blood is imperfectly oxygen- 
ated. In mitral stenosis the degree of cyanosis is remarkably variable and 
probably depends as to whether secondary changes in the lungs have 
developed. In Ayerza’s disease (syphilitic inflammation of the pulmonary 
arteries) the cyanosis may be extreme and the patients may have almost a 
black appearance (cardiacos negros). This may be due to the endarteritis 
obliterans of branches of the pulmonary artery, or to a coexisting syphilitic 
obliterating bronchitis, or a syphilitic pneumonia causing fibrosis of the lung. 

Hemoptysis may occur before cyanosis has become established or in the 
later stages. It may be slight or profuse, and may be associated with attacks 
of pulmonary artery thrombosis. Cough, with mucopurulent expectoration, 
is common, and attacks of vertigo may occur. Somnolence is not infre- 
quently found when marked cyanosis is present. The fingers are not clubbed, 
except in cases resulting from bronchiectasis or fibroid lung. 

The pulse is usually regular and the heart is much enlarged, especially 
the right ventricle. If mitral stenosis is present diastolic murmurs may be 
heard at the apex. There are no constant physical signs in the lungs, but if 
emphysema, fibrosis, or bronchiectasis has been the determining factor, the 
physical signs characteristic of these conditions will be found. (Edema is 
often present and may be extreme and the liver enlarged. The spleen is not 
palpable. The blood shows an increase in the number of red cells, up to 
8,000,000, the number varying with the degree of cyanosis. 

The radioscopic findings are characteristic. The right ventricle is 
enlarged, the pulmonary artery often dilated, and the branches of the 
pulmonary artery show more clearly than usual and can be followed into 
the lung and in some cases can be seen to pulsate. The electrocardiogram 
shows a marked right ventricular preponderance and alterations in the P 
wave, suggesting right auricular hypertrophy. 
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Diagnosis.—Cases of pulmonary artery affections secondary to pulmonary 
or cardiac disease can be distinguished by the presence of the symptoms and 
signs of the underlying lesion. There is no sure method of diagnosis between 
syphilitic and non-syphilitic cases. In syphilitic pulmonary arteritis the 
patients are usually between 30 and 50 years of age and may give a history 
of syphilitic infection. The Wassermann reaction in the blood is positive. 

Course.—There may be a history of pulmonary symptoms, such as cough 
and dyspnea, for many years. Later the intense cyanosis may develop, 
and this may last for 4 or 5 years. Some of these patients die in their sleep, 
but in others myocardial failure, with advanced anasarca, is the cause of 
death. Others die of complications, such as broncho-pneumonia. 

Prognosis and Treatment.—The outlook depends on the causative 
factor. In early cases in which syphilis has been established as the cause 
of the inflammation of the pulmonary artery, anti-syphilitic treatment will 
retard the progress of the disease: In paroxysms of cyanosis, venesection 
gives marked relief. The usual treatment for congestive heart failure must 
be adopted, when this has supervened. 


PHLEBITIS 


Phlebitis or inflammation of the veins may be sharply divided into two 
great classes—(1) non-suppurative or plastic, and (2) suppurative. The 
terms endo- and peri-phlebitis have been used to indicate inflammation of 
the internal and external coats. Peri-phlebitis results from invasion of 
the veins by inflammatory processes outside it, or from injury. It may 
extend inwards towards the lumen of the vein, and result in endophlebitis 
and generally clotting of the blood within the vein. Endophlebitis is usually 
the result of poisons or microbes circulating within the vein. Inflammatory 
changes of a plastic type occur in the endothelium, and in consequence a 
clot or thrombus is set up within the vein. The clot may adhere to the 
vessel wall and completely obliterate it. Organisation of the clot by fibrous 
tissue may occur, the vein being transformed into a hard fibrous cord. In 
other cases the clot may become softened and broken down, and the circula- 
tion may be resumed through the vein. In certain cases changes in the 
composition of the blood may lead to clotting in a vein, and the presence 
of this clot itself may give rise to a plastic phlebitis ; this is sometimes called 
thrombo-phlebitis. In other cases the vein and contained clot may become 
invaded by pyogenic organisms, and leucocytes will enter the clot and cause 
it to break down into a purulent fluid. 


Piastic PHLEBITIS’ 


fEtiology.—(1) Traumatic phlebitis ; (2) the formation of a non-infective 
clot—thrombo-phlebitis ; (3) gouty phlebitis may accompany an attack of 
gouty arthritis or may occur independently ; (4) typhoid fever not infre- 
quently causes phlebitis and thrombosis; (5) in pneumonia and influenza 
phlebitis is not an uncommon complication ; (6) post-operative phlebitis is 
not at all uncommon in cases of operation on the lower abdomen and the 
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bladder; and (7) puerperal phlebitis or phlegmasia alba dolens frequently 
follows parturition. : 

Phlebitis may attack any vein, but is most common in the lower limb, 
particularly in the saphena vein. | 

Symptoms.—-Phlebitis is accompanied by pain and tenderness in the 
course of the affected vein, which can be felt as & hard cord. The skin may 
become reddened over the superficial veins, and the limb is often edematous 
when thrombosis has taken place. There is usually more or less febrile 
disturbance. In gouty phlebitis, the pain is often severe, the areas of in- 
flammation are often multiple ; there is a great tendency for more than one 
vein to be attacked at once, and, in opposition to most forms of phlebitis, 
the disease may be symmetrical. 

Complications and Sequelz#.—The complications and sequels of plastic 
phlebitis are those of the thrombosis that accompanies it, and will be de- 
scribed under thrombosis. 

Prognosis.—This is generally good apart from the risk of embolism or 
of the thrombosis spreading towards the large veins, such as superior or inferior 
vena cava. Treatment must be carefully carried out to minimize the risk of 


Treatment.—Patienta with phlebitis should be put to bed, and the limbs 
elevated and wrapped in cotton wool. All sudden movement, friction, or 
handling should be avoided. The bowels should be freely opened, as chronic 
constipation and stasis in the colon may impede the circulation im the iliac 
veins. In gouty phlebitis, the diet should be restricted to fish and hght 
farinaceous foods, but when patients are marasmic and anemic, the diet 
should be as liberal as their digestive powers will permit. In all cases of 
phlebitis foods containing much lime-salts, such as milk, should be limited. 
Potassium or sodium citrate with carbonate of ammonia and liquor ammonii 
acetatis are of service. Glycerin of belladonna smeared over the inflamed 
vein appears to ease the pain. 


SuPPURATIVE PHLEBITIS 


ZEtiology.—Suppurative phlebitis is the result of infection of the walls 
of the veins with pyogenic organisms. The micrococci may be in the 
circulating blood, as in some cases of puerperal phlebitis, or they may 
reach the veins from a focus of suppuration around it, as in facial ear- 
buncle, middle-ear disease, or inflammation of the portal veins—suppurative 
pylephlebitis. . 

Pathology.—The coats of the vein are infiltrated with leucocytes, the 
clot which has formed within the vessel breaks down into yellow pus, and 
abscesses are not infrequently found along the course of the vein. Not un- 
commonly the septic inflammation spreads along a vein, splitting up the coats. 

Symptoms.—There is a throbbing, smarting pain in the region of the 
affected vein, and the part drained by it 1s cedematous. Not sonal fast 
the septic process spreads afong a vessel. There is often fever, a rapi 
a dry tongue, and delieiaia: and in many cases a succession of rigors indicates 
the development of pyamia. ! | 

Complications and Sequel#@.—These depend upon the situation of the 
vein and the occurrence of emboli, owing to breaking away of the softened 

34 


1058 DISEASES OF THE CIRCULATORY SYSTEM > 


clot. (See Thrombosis.) When the vein is superficial the diagnosis is easy, 
but when a deeply-seated small vein is affected the only symptoms may be 
those of the pyemia to which it gives rise. 

Treatment.—The prevention of this disease by asepsis is one of the 

t advances in modern surgery. As soon as the disease is recognised, a 
ligature should be placed upon the vein between the affected area and the 
heart, the inflamed vein should be thoroughly laid open, the septic clot 
removed and the cavity thoroughly cleansed. In some cases where numerous 

‘abscesses are formed, amputation is the only means of arresting the general 
infection. 

Thrombosis of the portal vein is commonly the result of septic conditions 
within the abdomen, most often suppuration in the region of the appendix. 
The condition is not always acute. Peptic ulcers may lead to portal throm- 
bosis, and tubercular glands along the course of the portal vein have been 
found to cause clotting within the lumen of the vessel. Dysenteric ulcers 
resulting from bacillary dysentery may also give rise to septic portal throm- 
bosis, but typhoid ulceration very rarely does so. 

The effect of portal thrombosis is to produce a portal pyeemia, portions 
of the clot passing into the liver and causing abscesses within the radicles 
of that organ. Occasionally the portal vein itself becomes converted into a 
sac containing pus, and the liver is then riddled with abscesses along the 
course of the portal branches. This condition is known as portal pylephlebitis. 

Symptoms.—The symptoms of septic portal thrombosis are the occur- 
rence of fever and of rigors. The liver becomes enlarged and tender, and 
jaundice of a slight degree is quite common. 

As the condition is such a generalised one, recovery very seldom takea 
place, even if treatment is adopted. 

Treatment.—This consists in removing the cause and incising any liver 
abscesses. 

MavricE CAMPBELL. 


THROMBOSIS AND EMBOLISM 


Thrombosis is the name applied to the coagulation of blood within living 
vessels, whether in the heart, the veins or the arteries. 

Embolism is the process whereby a portion of clot or other substance, 
such as parasites, fat globules, masses of bacteria or particles of tumour, 
is carried from one part of the circulation to another, and is impacted when it 
arrives at a vessel too narrow for ite further progress. An infarct is the 
degenerated or necrosed condition of the tissues due to interference with the 
circulation of blood within it, and can be caused by embolism, thrombosis, 
endarteritis, endophlebitis or strangulation of veins. An infarct is gener- 
ally wedge-shaped in outline, with the base towards the periphery of the 
organ affected. As seen post mortem, it is either yellowish-white in colour 
(the white infarct), or blood-red in colour (the heemorrhagic infarct). 

In the case of the white infarct the tissue deprived of its blood supply 
becomes permeated with lymph from the surrounding living tissue, and coagu- 
lative changes take place in it. In the case of the kidney or spleen, the 
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coagulable material is sufficient to render the infarct hard. In the case of 
the brain, less coagulable lymph is poured out, and the area of the brain 
affected becomes softened. In the early stages there is often a zone of 
congested vessels around a white infarct; this is a reaction on the part of 
the surrounding living tissues to the presence of the dead material. Later 
the infarct becomes invaded by fibrous tissue and a scar results. 

In hemorrhagic infarct, coagulation and necrosis also take place, but to 
this is added hemorrhage, by diapedesis of the red blood cells from vessels 
of the collateral circulation. A hemorrhagic infarct is commonly seen in the 
lung ; 8 cone-shaped area of lung tissue becomes hard and dark-red in colour. 
Should the embolus, instead of being aseptic, contain living micro-organisms, 
@ septic process is set up within the infarct and an abscess results. Such 
purulent abscesses are commonly seen in the lungs, as the result of septic 
phlebitis, and occasionally in the systemic system, as the result of septic 
endocarditis, 


THROMBOSIS 


fEtiology.—The causes of thrombosis are—(1) altered conditions of the 
blood or increase in its coagulability ; (2) slowing of the current of the blood 
within the vessels; and (3) a lesion of the lining membranes of the vessel 
or cavity of the heart. Thus, thrombosis may occur in cases of anemia or 
after infections or operations, where the blood is more coagulable than 
normal; in the appendages of the dilated auricles of the heart where the 
movement of blood is feeble or in peripheral vessels or in the lungs when the 
circulation as a whole is feeble, e.g. with a failing heart; and it may result 
from inflammation of the lining of the vessel er degenerative changes in its 
endothelium, especially when there is atheroma associated with much narrow- 
ing of the channel obstructing the circulation. 

(1) Inrra-Carpiac Toromsosis.—This is one of the commonest forms 
of thrombosis and is very important. It occurs in the left auricle, when it 
has become extremely dilated as the result of mitral stenosis. The ante- 
mortem clot generally begins to form in the dilated appendix of the left 
auricle, but may extend by the deposition of excessive layers of fibrin to 
invade the auricle itself so that a large ball thrombosis be formed within 
the cavity. Portions of the ante-mortem clot may break away from the 
thrombus, and may be carried into the left ventricle and into the general 
circulation, and embolism may occur in the brain, spleen, kidneys, intes- 
tines and the main arteries of the limbs. This danger is mainly to be feared 
in the first few weeks after the deposition of the thrombus, but may of 
course recur as fresh thrombi form. : 

Ante-mortem clot is occasionally deposited poone the meshes and cavities 
of the dilated left ventricle. In cases of cardiac fibrosis and myelomalacia 
cordis, the result of disease of the coronary arteries, and especially after 
coronary thrombosis and cardiac infarction, the lining of the heart may become 
affected and fibrinous deposits occur within either ventricle. Lastly, in 
septic endocarditis, large vegetations, consisting of clot and masses of micro- 
organisms, may occur. Inflammation of the ventricle and of the auricle may 
also be present, and ante-mortem clot may be deposited on these roughened 
surfaces. Portions of this clot may leave the ventricle and pass into the 
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general arterial circulation, where the effect produced will depend upon 
whether the emboli are aseptic or contain micro-organisms, 

Thrombosis in the right auricle occurs in many conditions where there is 
gradual cardiac failure and dilatation of the right side of the heart. Portions 
of ante-mortem clot form in the right auricular appendix, and parts may break 
away and pass into the lungs and an embolism of the pulmonary artery result. 
If the embolus is sufficiently large to cause blocking of the artery or of one 
of its main branches, sudden death ensues, but if only one of the smaller 
branches is affected, 8 pulmonary infarct results. Much more rarely ulcera- 
tive endocarditis occurs on the right side of the heart, and portions of the 
valves or affected clot reach the lungs in the same way. 

(2) ArTERIaL THRomsBosis.—Arterial thrombosis is rarer than venous 
thrombosis. It is sometimes due to arterial embolism, but is also the result 
of trauma or disease of the arterial walls, such as atheroma or endarteritis. 

Thrombosis of the coronary arteries is a very important condition, since 
it is a frequent cause of sudden death and of serious cardiac disability. It has 
already been described (pp. 991-994). The usual artery affected is the 
anterior interventricular branch of the coronary artery. Atheromatous 
plaques are constantly found within the thrombosed vessel, and sometimes 
atheroma has occluded the orifice of the artery. In cases where the circulation 
has been slowed and greatly diminished before the final clotting, changes in 
the wall cf the left ventricle are very common. Syphilitic mesaortitis some- 
times occludes the orifices of the coronary arteries but this is much less 
common. 

Thrombosis is very frequent in the small cerebral arteries, especially 
when they have become narrowed as the result of disease. In early middle- 
age this narrowing is usually the result of syphilitic endarteritis, but most 
patients are older and then the arterial lumen is diminished by athero- 
matous changes in-the wall of the vessel. 

Thrombosis of the main artery of a limb usually results in gangrene ; 
the limb becomes first white and pallid, later mottled in appearance, and 
finally black. If the patient survives the immediate shock and the disease 
to which the thrombus owes its origin, a line of demarcation will form between 
the vital and devitalised tissues, and the limb should be amputated well 
above this level. 

Thrombosis of the retinal artery is more common than embolism. There 
is 8 sudden painless loss of sight in one eye, and generally the blindness 1s 
permanent and complete. Within a short time there is opacity of the central 
ate of the retina, and the macula shows up*by contrast as a bright cherry- 

t. 

iy Venous THRoMBOSIS.—Thrombosts of the lateral sinus occurs in 
disease of the middle ear. The mastoid cells become infected with pyogenic 
organisms and the disease spreads to the petrosal or sigmoid sinus. The clot 
in the vein becomes softened by pyogenic organisms, and particles break 
away and are conveyed to the lungs, in which pyogenic abscesses are formed. 

he symptoms of septic thrombosis of the lateral sinus—and its con- 
tinuation of the jugular vein—are infiltration of the tissues of the neck, with 
a cord-like induration of the vein itself, with some restriction of the move- 
ments of the head. There is a history of a chronic and often offensive 
discharge from the ear of the same side. A high temperature and rigors, 
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due to flooding of the circulation by poison, occur when a portion of the 
septic clot is dislodged. In these circumstances the jugular vein should at 
once be ligatured below the clot, in order to prevent further portions of the 
clot gaining access to the blood stream. A radical mastoid operation should 
also be performed, the sinus opened and its septic contents removed. 

Thrombosis of the longitudinal sinus of the brain occurs as the result of 
injuries and infected wounds of the skull. It is a common war injury, the 
vertex of the head having been injured by a bullet as the soldier passes along 
the trench. Thrombosis of the cranial sinuses also occurs in marasmic 
patients, but it is usually agonal. 

In many of these cases, owing to the vertical position of the leg areas 
in the brain, a paraplegia is produced, while the arms are not affected. The 
condition should be treated by trephining and draining the cranial cavity. 
Occasionally the longitudinal sinus Saunas thrombosed in septic conditions 
in children and also in chlorotic ansmia in adults. 

Thrombosis of the cavernous sinus is not infrequently the result of the 
extension of a chronic suppurative process of the sphenoidal cells at the back 
of the nose. The cavernous sinus 1s also affected by septic processes on the 
face ; a small boil on the nose or a mosquito sting on the face may produce 
a septic thrombosis of the angular vein; this veln communicates with the 
ophthalmic vein, and the septic clot may extend along the latter into the 
cavernous sinus. As the venous plexuses of the pterygoid and zygomatic 
fossse communicate through the foramina in the middle fossa and by the 
inferior ophthalmic vein, purulent inflammation of the jaw and of the teeth 
sockets is sometimes a cause of cavernous thrombosis. The result is that a 
marked degree of exophthalmos and swelling of the lide, and cedema of the 
optic disc and extensive retinal hemorrhages occur. Not infrequently the 
septic condition of one cavernous sinus spreads to that on the other side 
through the circular sinus, and the exophthalmos may be double. Death 
from pysmia or meningitis results. Owing to the position of the sinus, 
operation is impossible. 

Thrombosis of the central retinal vein is common in elderly patients with 
athero-sclerosis and high blood pressure. The loss of sight is not so sudden 
or complete as in blockage of the artery. There is often albuminuria. Giau- 
coma often develops, but if the thrombosis is in a tributary vein the degree 
of recovery may sometimes be fairly good. 

Femoral thrombosis is perhaps the commonest form of thrombosis. It 
frequently occurs after parturition and in anemic and marasmic states. 
It is met with after infectious fevers, especially after typhoid fever, more 
rarely after influenza and pneumonia. It also follows operations, especially 
if a septic condition has been dealt with, or results from the operation. 
The thrombosis generally occurs in the femoral vein, and there is often 
some rise of temperature and a slight rise in pulse rate. It is most common 
on the left, because of the pressure of the right common iliac artery on the 
left common iliac vein. The limb affected becomes codematous and a hard 
cord ig found in the course of the vein. 

in other cases thrombosis of the veins may also occur in marasmic condi- 
tions secondary to carcinoma, tuberculosis and tertiary syphilis. 

Complications and Sequel#.—Collateral circulation is usually satis- 
factorily accomplished in femoral thrombosis. In cases where the arteries 
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as well as the veins are involved gangrene may occur. Occasionally the 
thrombosis may spread up into the iliac vein and into the inferior vena cava, 
in which case both legs may become swollen and edematous. Even in cases 
where the inferior vena cava has become thrombosed, recovery may take 
place, collateral circulation being established by means of veins passing up 
from the legs into the axille. If, however, the clot reaches the entrance 
to the renal veins, death nearly always results from renal thrombosis. 
Embolism is not at all uncommon in femoral thrombosis, the clot passing 
into the right auricle, and then into the right ventricle and pulmonary 
artery. 

Treatment.—Complete rest for at least 3 weeks, as a precaution against 
embolism, should be insisted upon. Limitation of foods containing quantities 
of lime salts, such as milk, and the administration of citrates and salts of 
ammonia will materially help in the treatment of the case. The leg should 
be elevated and wrapped in cotton wool and kept warm. 


EMBOLISM 


Embolism may occur in three main situations, namely—(1) in the 
systemic circulation; (2) in the pulmonary circulation; and (3) in the 
portal circulation. 

Emboli in the systemic circulation are derived from ante-mortem clots 
in the left auricle and left ventricle. These clots are formed in cases of 
mitral stenosis and more rarely in mitral regurgitation, and also when the 
left ventricle is greatly dilated and hypertrophied. In these cases the 
emboli are aseptic. Systemic emboli also occur in septic endocarditis, 
when portions of the valve break away or masses of fibrin and micro-organisms 
pass into the general circulation. These emboli are septic, and when they 
reach their destination usually form abscesses. 

Emboli in the pulmonary circulation may have their origin in clots formed 
within the nght auricle and right ventricle, or more rarely from septic endo- 
carditis of the tricuspid and pulmonary valves; they may also come from 
any part of the systemic venous system. A very important form of pul- 
monary embolism is met with after abdominal operations and after childbirth. 
About the tenth day after an apparently successful abdominal operation or an 
uneventful parturition, a pulmonary embolism may occur with appalling 
suddenness. Death may take place at once, or hemoptysis and pleurisy 
supervene. The clot forms in the common iliac vein, at the junction of the 
internal and externa] iliacs. Not only may a clot pass along the veins, but 
we also get droplets of fat in fat embolism, air Bue bles in air embolism, and 
masses of parasites in parasitic embolism. 

Two recent studies, one of autopsy cases of hemorrhagic infarct of the 
lung and one of post-operative cases of thrombosis and embolism, support 
the view that embolism is much the most common cause of pulmonary 
infarction (87 per cent.) and that this generally comes from a venous throm. 
bosis. In 14 per cent. of the autopsy cases a massive pulmonary embolisn 
was the main diagnosis and most of these were after operations or fractures 
In 47 per cent. heart disease with the accompanying stagnation of the blooc 
stream appeared to be a predisposing factor. A potential source for th: 
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embolus was found in 75 per cent., most often in the pelvic or leg veins. 
Massive embolism was more likely to occur on the tenth day but was not infre- 
es at any time in the first fifteen days; it was independent of sepsis and 

epended on the stagnation of the blood stream, either from the state of the 
heart or more often from the mechanical conditions of rest. Smaller infarcts 
were more closely associated with sepsis (which suggests that the embolism is 
more often due to the breaking off of a small part of the thrombus) and more 
erratic in the time of their appearance. 

dn embvulism m the portal circulation portions of clot in the radicles of 
the portal vein are finally arrested in the liver. 

ymptoms.—1. EMBOLISM OF THE CEREBRAL ARTERIES.—The onset 
is sudden, and the left side of the brain is rather mure viten affected than 
the right. Hemiplegia or aphasia is produced; consciousness is lost only 
for a few minutes during the attacks. 

2. EMBOLISM OF THE SPLENIC ARTERY. —The onset is sudden, with pain in 
the left side aud sudden enlargement of the spleen, which is very tender. 
During the next few days, the spleen diminishes in size, but it often remains 
permanently enlarged. 

3. EMBOLISM OF THE RENAL ARTERIES.—Sudden pain in the back is 
produced, and blood and a little albumin are present in the urine. The 
hematuria may last for a day or two, or longer if a larger branch was 
involved. 

4. EmMBoLIsM oF THE SurPERIOR MesEeNtERIC ARTERY.—The patient is 
seized with sudden, violent abdominal pain and distension. The collateral 
circulation, in spite of the numerous vascular arteries that supply the intestine, 
fails, and gangrene of the small intestine results. There is a complete 
intestinal obstruction, and blood finds its way into the stools and into the 
peritoneal cavity. Operation should be undertaken at once, but owing to 
the large amount of bowel affected recovery is very rare. 

5. EMBOLISM OF THE CENTRAL ARTERY OF THE RETINA.—This is not an 
uncommon event in cases of mitral stenosis and in septic endocarditis of the 
aortic and mitral valves. The patient is seized with pain in the eyeand becomes 
suddenly blind on one side. The optic disk becomes pale and the retival 
vessels small. Occasionally only a single branch of the vessel is affected. 
The same picture is found more often as a result of arterial thrombosis in 
elderly patients with athero-sclerosis or high blood pressure. 

6. EmBouisM OF & Lance ARTERY IN A Lims.—This sometimes occurs. 
There is acute pain in the limb, fullowed by numbness and loss of power. The 
pulse is imnerceptible below the seat of the embolism, and gangrene resulta. 

7. Arp EmBo.tismM.—Air may enter the veins during operation on a large 
vein, or during intravenous injection of saline or other solutions, or after 
distension of the bladder and the urethra with air. Air embolism is un- 
doubtedly capable of causing death, but a small quantity may enter a vein 
without any effect whatever, or, if some disturbance should arise, without 
fatal termination. The exact way in which air embolism causes death is 
doubtful ; it may be due to arrest of the pulmonary circulation or to cerebral 
anemia. 

The diagnosis is not difficult; the respiratory embarrassment, con- 
Vulsions, the feeble pulse and the characteristic sound upon air entry into 
the veins are usually sufficient. . | 
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Treatment consists in immediately occluding the vein into which the air 
has entered. Stimulante should be administered hypodermically and nitrite 
of amyl inhaled. Venesection may be used to relieve the embarrassment 
of the heart. 

8. Far Emsoiism.—Fat may reach the blood vessels in cases of fracture 
of bones and in cases of hemorrhage into or rupture of the liver. The 
fracture is usually situated in the long bones, generally in the tibia or femuz, 
and occasionally in the ribs. Fat embolism may occur withm a few hours 
of fracture of the bones. 

The fat droplets first lodge in the capillaries of the lungs. Occasion- 
ally they are forced on through the lungs into the general circulation, and 
the glomeruli of the kidney may be plugged with fat cells, and they may also 
lodge in the brain or spinal cord. 

The patient becomes cyanosed, and crepitations from oedema of the 
lungs may be heard at the bases. The temperature remains normal. 
Cerebral complications, such as delirium, coma and rarely localised paralysis, 
may be found. The urime should always be examined, as oil drops have been 
detected by staining with osmic acid, and also the reting, as in one case the 
fat drops were recognised in the retinal vessels before death. 

When fat embolism occurs within a few hours of fracture of the bones, 
it has to be diagnosed from the general shock of the accident. It is doubtful 
whether fat embolism in the lungs can alone cause death ; more probably this 
1s due to the disturbance of the kidneys or lesions of the brain. 

The indication for treatment is to sustain the heart. Nitrite of amy! is 
often useful, and inhalations of oxygen should be given to lessen cyanosis. 

9. ParapoxicaL EmBoiisM.—In certain cases of venous thrombosis, 
emboli occur not only in the lungs but also in the systemic arteries. It has been 
shown that in these cases the embolus has passed from the mght auricle to 
the left auricle through a patent foramen ovale. These crossed or paradoxical 
emboli are often ded by c deapsa reads embolsm, which causes a rise in 
pressure in the right auricle and a fall in the left auricle, so that the embolus 
can pass from the right to the left side of the heart. 
Maurice CAMPBELL. 


ARTERIAL BLOOD PRESSURE 


HYPERTENSION 


In hypertension the systolic and diastolic blood pressure readings 
are persistently—not necessarily permanently—above certain levels, from 
whatever cause. Authorities differ somewhat as regards these levels, for 
the limits of normal variation are fairly wide, and, moreover, it is now 

ractically universally believed that the blood pressure does not normally 
increase with advancing age as much as was previously thaught to be 
the case; but it is generally agreed that persistent readings above 
160 and 90, or at any rate 160 90, in adult males, and 170 and 100 
in the elderly are pathological. 

It is important to note that a transient increase in the blood pressure 
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readings, especially of the systolic, may occur with nervous excitement, 
such as is not infrequently incidental to a medical examination. 

The late Sir Clifford Alibutt introduced the term hyperpiesia to denote 
a clinical condition in which there is a persistently raised blood pressure 
independent of renal disease. Some writers use the term essential or primary 
hypertension, or hypertensive cardiovascular disease (Janeway). The in- 
creased blood pressure is the essential or primary condition. Any changes 
which may he in the walls of the blood vessels, the heart, the kidneys or other 
organs are either a secondary result of the hypertension, or co-existent 
with it, and in the latter case may or may not be due to the same cause as 
is the hypertension. 

etiology and Pathology.—The stiology and pathology of hyperpiesia 
is obscure, and constitutes one of the most important and difficult questions 
in clinical medicine. | 

An inherited constitution is an important factor, as revealed by the high 
familial incidence in certain cases. The malady is more common in late 
middle life ; in those who tend to worry, to be over-anxious, to take things 
too seriously, or are of an excitable disposition ; in those whose manner of 
life involves continued mental or emotional stress or strain ; and in the obese. 
It may be the result of poisons circulating in the blood, which act as pressor 
substances, such as occurs in endocrine disturbances, for example, at the 
female menopause, in tumours of the adrenal cortex or medulla, with Cushing’s 
Basophiliam Syndrome (pituitary basophilism), and in acromegaly; in focal 
sepsis; and in chronic alcoholic excess and excessive smoking. The general 
consensus of opinion is that a high protein diet intake in itself is not a cause, 
but in my view it is. 

With regard to the pathogenesis of hyperpiesia, it is generally agreed 
that the immediate cause of the condition is an increased resistance to the 
peer of blood through the smaller arteries, especially the arterioles, at 

rst due to hypertonus on their part. If the latter does not cease, either 
spontaneously or because of therapeutic measures, then, sooner or later, 
cardiac hypertrophy, especially of the left ventricle, and diffuse hyperplastic 
sclerosis supervene (see page 1035). The latter gives rise to actual narrowing 
of the lumen of the blood vessels, which may even be great, and a resultant 
further increase in the resistance to the passage of blood. 

The cause of the initiation of the hypertonus of the arteries cannot yet 
be explained. 

It is to be noted that some now consider that hyperpiesia is primarily 
of renal origin. Among the reasons adduced for this view are that 
some cases, in the course of time, develop into what is termed “ malig- 
nant” hypertension. It may here be observed that this only ocours in a 
small proportion of cases. The matter will be dealt with further later on. 
Again, experimentally produced renal ischsamia in dogs, the result of the 
gradual narrowing of the renal arteries by means of clamps, will give a 
condition similar to hyperpiesia in man. With regard to this, it may be 
Pointed out that pressor substances circulating in the blood from any source, 
Including the kidneys, will have s like effect. 

_ By far the Daria consensus of opinien—which I myself share—is that 
¥+ la net possible to explain hypexpiesia aa being due to structural shangee 
in the kidneys, in which connection the following observations may be 
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made. (1) In hyperpiesia the blood pressure becomes normal under ether 
anesthesia, and 1s diminiahed during sleep. (2) Hyperpiesia and diffuse 
hyperplastic sclerosis may occur independently of any renal lesion. (3) While 
in hyperpiesia and diffuse hyperplastic sclerosis the kidneys generally 
become involved secondarily, it may be in marked degree, Ae 
increased obstruction to the circulation and an increase in the hypertension, 
in a large proportion of cases there is generally little or no impairment of 
renal function, which is one of the most characteristic features of hyper- 
piesia, and less than 10 per cent. die from renal failure. (4) There is fre- 
quently an absence of hypertension in polycystic and tuberculous disease 
of the Kidney, occasionally in acute nephritis, and rarely in chronic nephritis. 
(5) In chronic nephritis changes may take place in the renal vessels of an 
almost exactly similar nature to those in diffuse hyperplastic sclerosis, 
leading to hypertension and similar cardiovascular accidents. But there 
the vascular changes are secondary to the nephritis. 

Hypertension is not by any means only the result of kidney disease. 
There are many other causes. Indeed, it may even be asked whether in 
some cases of hypertension and diffuse hyperplastic sclerosis, and chronic 
nephritis, the former may have been the cause of the latter? Or, again, 
may both be the result of a common cause ? 

While the great majority of cases of hypertension are of the nature of 
hyperpiesia, the condition may also be due to diffuse hyperplastic sclerosis 
(see page 1035), chronic and acute nephritis, polycystic disease of the ra 
increased intracranial pressure, e.g. intracranial hemorrhage, and polycyth- 
emia vera. With regard to the first, however, the condition is rather the 
result than the cause. 

Symptoms.—In hyperpiesia the patient is often well nourished and 
may be plethoric. There may be a complete absence of subjective symptoms 
for some years, and the condition may be discovered accidentally, e.g. during 
an examination for the purpose of life assurance. 

Usually the onset of symptoms is insidious. The most common ett 
symptoms are a feeling of fullness and it may be of throbbing in the head, 
transient giddiness, tinnitus aurium, flushing, insomnia, palpitation, languor 
and early fatigue, the latter especially on mental effort, headache, of a dull 
aching or it may be of a throbbing character, particularly in the occipital 
region and especially in the morning, impairment of memory, mental irrita- 
bility and diminished emotional control. The blood pressure readings are 
above those mentioned in the first paragraph. 

The condition may subside, either spontaneously or the result of thera- 
peutic measures. If not, the blood pressure readings usually increase, and 
the systolic may reach 240 mm. or even more. Consciousness of the action 
of the heart may become more prominent. Sooner or later, there is evidence 
of hypertrophy of the heart, especially of the left ventricle, and of diffuse 
dd eed sclerosis (see page 994). The walls of the radial, the brachial 
and temporal arteries may be felt to be uniformly thickened—the so-called 
“whip-cord ” artery. The degree of hardening of the arteries is found on 
palpation to vary at different times. The artery feels hardest when the 
vessel is most contracted and consequently smallest. The character of the 
pulse is that of high-tension. The retinal arteries are often thickened, and 
on ophthalmoscopic examination may show a glistening light along their 
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course—the so-called “silver wire” arteries, due to reflection of light from 
the thickened vessel. Even more important is a visible irregularity in 
calibre of the arteries best seen near the disc. Further, at the arterio-venous 
crossings there may be seen an obstruction to the flow of blood through it, 
leading to distension of the peripheral part of the vein and also to deviation 
of the vein where it crosses the artery. 

The subsequent clinical picture and course exhibit considerable diversity. 

The cardiac symptoms are by far the most common. The most frequent 
are shortness of breath, palpitation and precordial discomfort or pain, 
referred to exertion. Later, cardiac failure, usually left-sided but it may be 
involving both sides, mav supervene (see page 857). Acute left-sided failure 
may occur (see page 857). Angina pectoris is not very infrequent. There 
is occasionally coronary occlusion. For further particulars, the reader is 
referred to page 857. 

Various gastro-intestinal symptoms are often present. There may be 
hemorrhages from the nose, the stomach, the intestines and other mucous 
membranes, the kidneys, the conjunctiva, and occasionally the retina, 
which are sometimes flame-shaped. There may be tingling, numbness and 
cramp of the limbs, and occasionally intermittent claudication. Hyper- 
tensive encephalopathy (see page 1607) may occur. Cerebral hemorrhage 
may be a terminal event. 

Not infrequently there is albuminuria, generally slight and not constant, 
and there may be polyuria and nocturnal micturition, and hyaline and 
granular casts. There is usually no or little impairment of renal function. 
Ureemia is rarely a terminal event. 

There is a small group of cases of hypertension in which, instead of the 
symptoms being mild or moderate, the course slow, and little or no renal 
insufficiency, the symptoms are severe, the course is es Basalt rapid, 
and the patients die from renal failure. The former, which constitutes the 
great majority, is called benign and the latter ‘‘ malignant’’ hypertension. 
There are also intermediate forms between the two groups. The renal 
changes in malignant hypertension are described as malignant nephro- 
sclerosis, and those in benign hypertension may be termed benign nephro- 
sclerosis. It may be remarked, however, that the term malignant is not 
altogether an appropriate one. 

MaLicNant HyperTENsION.—There appear to be two forms of this, 
namely: (1) In a case of benign hypertension of a varying number of years’ 
duration, the symptoms suddenly become severe and the malady pursues a 
rapid course. (2) In an individual who has not been aware that he had 
hypertension, from the outset there are severe symptoms in association 
with hypertension and the course is rapid. The second usually occurs at 
an earlier age than the first. 

There are the same changes in the kidneys as in the benign form, and, 
in addition, those which are believed to be characteristic, +.e. acute necrosis 
of the walls of the arterioles and also often of the root of the glomeruli, 
and it may be resultant thrombosis of the glomeruli. While acute necrosis 
is most marked in the vessels of the kidneys it is also found in those of other 
organs. There has been much discussion among ee regarding the 
interpretation of the distinctive changes in the ere In the opinion 
of some, they are an intensified result of the etiological factor of the changes 
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in the walls of the arteries in the benign form ; while others think they are 
due to a special toxin. Again, some are of opinion that malignant hyper- 
tension is merely a severe or extreme phase and a terminal result of the 
benign variety, whereas others think that it is a separate entity. 

In malignant hypertension, the blood pressure, especially the diastolic, 
is usually materially higher than in the case of the benign form, being 
generally over 200-120, and may be very high and may become extreme. 
There is lassitude, anorexia, frequently loss of weight, severe headache 
and anemia. Changes in the retina occur earlier and are more marked, 
hemorrhages being more evident and retinopathy is frequent if not usual. 
There is palyuria and nocturnal micturition. The urine is of low specific 
gravity, and contains hyaline and granular casts, a variable amount of 
albumin and often red blood cells. As the disease progressea, there is 
evidence of renal impairment, Death occurs from uremia, cardiac causes 
or cerebral hemorrhage. 

In hyperpiesia it is probable that more than half the patients die from 
cardiac causes—in the great majority from congestive failure, not infre- 
quently from angina pectoris, and occasionally from coronary occlusion ; 
in a fair proportion of cases, cerebral hemorrhage is a terminal event; in 
less than 10 per cent. uremia; while in the remainder the cause of death 
is some intercurrent disease. 

Diagnosis.—Hypertension is recognised by persistent blood pressure 
readings above those mentioned in the first paragraph of this article. 

The diagnosis between hyperpiesia aid malignant hypertension may 
readily be made from a consideration of the respective clinical features 
described above. That between malignant hypertension and chronic 
glomerular nephritis may be difficult. 

Prognosis.—Hyperpiesia usually pursues a slow course. It is probable 
that the duration of life after the beginning of symptoms is ten to fifteen years, 
oreven more. The outlook is chiefly affected by the blood pressure readings, 
particularly the diastolic, the state of the heart and of the arteries, and 
the patient’s manner of life. See also page 996. The duration of life in 
malignant hypertension is usually at the most two years. 

Treatment.—As regards the treatment of hyperpiesia, the first indication 
is a thorough review of the etiology. Then, the question as to whether a 
preliminary rest and, if so, how much is advisable should be considered 
(see pee 862). 

yperpiesia is an excellent example of the value of treating not only 
the disease but the patient. He should be reassured and encouraged. It is 
inadvisable to let him know the exact blood pressure readings at any time. 

In no cardiovascular malady, excepting perhaps in angina pectoris, is 
the manner of life of so great consequence. 

The cardinal indications are that, while the patient’s activities should 
not be unnecessarily curtailed, they should come within the limits of his 
strength and even keep something in reserve; there should be a sufficiency 
of rest in his life; and all causes of mental and emotional stress should be 
carefully avoided. With this object in view, inquiry should be made regarding 
the patient’s environment, the nature and hours of his work, his habits, 
the question of sleep and other relevent matters, while his temperament 
ghould be taken into consideration, 
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Each patient should be in bed for at least ten hours each night, rest 
physically and mentally for at least half an hour after the midday meal 
and have a quiet day each week. Ifthe blood pressure is more pronounced, 
he should be in bed for at least twelve hours, rest for at least an hour after 
lunch, and stay in bed on one day a week with, it may be, a diet limited to- 
vegetables, fruit and milk. In addition to an annual holiday of good length, 
several shorter ones during the year are advisable, in each case with a sufficient 
element of rest. As indicated, physical exertion and mental effort should 
be within the limits of the patient’s strength (see page 863), with something 
in reserve. With this proviso, walking in the open air, riding a non-pulli 
horse, golf and mild bicycling are suitable forms of the former. The patient 
should be encouraged not to worry, or be over-anxious, or to take things 
too seriously ; to avoid all excitement and other forms of emotional stress ; 
and cultivate the art of ‘‘ relaxing,” physically and mentally. 

If the patient tends to worry, or be over-anxious, or to take things too 
seriously, sedatives (see page 863) are often of special value. The matter 
of sleep is also of particular importance, and if there is insomnia, it should 
be treated on the lines laid down on page 863. Again, any obesity should, 
without fail, be corrected. 

The amount of fluid with meals should be diminished, while an ample 
quantity should be taken between meals. Some prefer the mildly alkaline 
waters. The benefit of a regulated diet of moderate latitude may be con- 
siderable. Its amount should preferably be rather less than is needed. 
Those articles of food which especially stimulate the cardiovascular system 
should be reduced and proportionately to the degree of hypertension. The 
quantity of beef and mutton should be diminished, while twice-cooked meat, 
salted and preserved meat, liver, kidney, brains, sweetbreads, meat soup, 
and gravies, and meat extractives are better avoided altogether. Fish, 
poultry, game (not high), rabbit, vegetables, salads and fresh fruit are 
suitable. Ruthmol may be used as a substitute for table salt with meals. 
Moderation in the use of tobacco, tea and especially of coffee should be 
enjoined. Alcohol is better avoided altogether. 

Strict attention to the condition of the bowels, preferably by a saline 
each morning, and a mercurial preparation at bedtime once or twice 
weekly are indicated. 

Cold and hot baths are contra-indicated ; but a warm bath, the tempera- 
ture of which is gradually lowered, may be taken daily. A Turkish bath 
once or twice a week may be helpful. Patients often derive much benefit 
from a course of treatment at a Spa where different kinds of baths are used, 
on account of the rest, the change of air, the regular mode of life and exeroise, 
the careful dieting and other factors, and in such cases periodic visits are 
to be recommended. 

Iodine, in some form, in small doses appears to be occasionally of help. 
The same perhaps applies to the nitrites, such as a combination of sodium 
nitrite, erythrityl tetranitrate and mannityl hexanitrate, when symptoms are 
present. I have been disappointed with the results of the administration 
of mistletoe, liver extract, and potassium and"sodium thiocyanate. 

Diathermy, high frequency currents and other forms of physiotherapy 
are employed by some. . | 

When the blood pressure is very much raised, particularly if there are 
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any head symptoms, venesection may be of great benefit as a temporary 
measure, especially in plethoric patients. At least a pint of blood should 
be withdrawn. H required, this method of treatment may be repeated at 
intervals. It is also indicated when there are manifestations of great dis- 
* tension of the right side of the heart. 

If the foregoing measures fail, a prolonged holiday, or complete rest in 
iba me a diet restricted to vegetables, fruit and milk for 2 to 4 weeks should 

e tried. 

During the last few years a variety of surgical measures have been intro- 
duced in the treatment of hyperpiesia with the object of denervation of the 
kidneys, the suprarenal glands and the splanchnic area. It would appear 
that (a) the only procedures which afford promise of some success are 
bilateral section of the splanchnic nerves and decapsulation; (b) a very 
careful selection of cases 1s required ; and (c) only those which are severe 
and unaccompanied by cardiac and renal failure should be considered. 
Surgical treatment of hyperpiesia is in its experimental stage but deserves 
further investigation. 

For headache in hyperpiesia, cold compresses, or the application of 
menthol, or a cup of tea, or phenacetin and citrate of caffein, failing which a 
tablet of trinitrin or one of the other nitrites may be used. 

For the treatment of cardiac failure in hyperpiesia, see page 996. That 
of hypertensive encephalopathy is described on page 1608. For the treat- 
ment of renal failure, see pages 1327, 1328. 

In conclusion, I would repeat that in the treatment of a case of hyper- 

iesia the patient’s manner of life is of the greatest consequence and its 
importance can scarcely be exaggerated. 


HYPOTENSION 


In hypotension the systolic blood pressure is persistently—not necessarily 
ermanently—below 110 mm. in adult males and 105 mm. in adult females, 
om whatever cause. Usually the diastolic pressure is proportionately 

less affected. 

ZEtiology and Pathology.— a oeneen may be physiological, that is, 
in some healthy individuals the blood pressure is persistently below the level 
mentioned. 

The pathological form of hypotension may occur in a variety of condi- 
tions, such as; endocrine glandular disturbances, for example, Addison’s 
disease ; acute infective diseases, especially diphtheria; in pulmonary 
tuberculosis ; in shock and collapse ; in focal sepsis; in most cases of fatty 
degeneration and fatty infiltration, and in some of fibrosis of the myocardium ; 
in some cases of chronic valvular disease ; in coronary occlusion ; in anemia ; 
and in cachexia and malnutrition. 

The chief factors in the causation of hypotension are: diminished con- 
tractile force of the left ventricle; and, more frequently, vaso-dilatation, 
especially of the splanchnic area. 

Symptoms.—Among these may be languor; early fatigue on physical 
and mental effort, and on maintaining the upright position; giddiness and 
faintness, especially on change of posture; a tendency to mental depression 
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and headache; coldness and pallor or lividity of the extremities; and an 
abnormal response of the cardiac rate with the assumption of the upright 
aap after lying down. In splanchnic stasis, pressure on the abdomen 

y the hand while the patient is lying down is sometimes accompanied by 
distension of the jugular veins. 

Treatment.—The etiology should be reviewed. In acute cases, rest in 
bed for a time is advisable. In others, care should be taken to avoid over- 
exertion, physical or mental; and it is an advantage to rest after effort, and 
before sad after meals. A tepid or cold sponge bath in the morning, followed 
by simple exercises, may be helpful. An ample amount of nutritious and 
easily assimilable food, with an increase of those articles which stimulate the 
cardiovascular system, such as meat, and the periodic administration of 
general tonics are indicated. Physio-therapy, including massage, is useful 
in certain cases. Strychnine, citrate of caffeine, nikethamide (coramine), 
ephedrine, and pituitary (whole gland) may be tried. For Addison’s disease, 
see page 507. Digitalis is of no avail. The wearing of an abdominal belt 
is very helpful in some cases. 

FREDERICK W. PRICE. 


SECTION XIV 


VASOMOTOR NEUROSES (ANGIO-NEUROSES) 


INTRODUCTION 


Unper this heading are described several diseases in which vasomotor 
disturbance is the prominent symptom. Sensory, secretory and trophic 
disturbances may also be present. These diseases differ from each other 
both in regard to the nature and location of the vasomotor changes. Thus in 
Raynaud’s disease there is a spasm of peripheral arteries. In erythromelalgia 
there is vaso-constrictor paralysis or excitation of the vaso-dilator nerves. 
In angio-neurotic cedema there is disturbance of capillary permeability, and 
erhaps of capillary tone. These diseases are described as vasomotor neuroses 
ause a lesion of structure is not an essential part of their pathology, and 
because a considerable functional element is generally present. Thus they are 
common in persons who have an unstable nervous temperament, and emotional 
disturbance and fatigue play a not unimportant part in their etiology. It 
has been thought in the past that these diseases were primarily due to disorder 
of the involuntary or vegetative nervous system. Lewis, however, has shown > 
in the case of Raynaud’s disease that a local fault of the vessels rather than a 
disordered vasomotor impulse determines the spasm of the digital vessels, 
and he finds the explanation of Raynaud’s disease in terms of vasomotor 
dysfunction unconvincing. Too little is known of the etiology of acropar- 
eesthesia, erythromelalgia and Milroy’s disease to throw light on this aspect 
but whatever the basic pathogeny of these conditions may be, vaso-dilatation 
is @ prominent feature of erythromelalgia. 

It is important that as far as possible a distinction should be drawn between 
these diseases occurring as neuroses and similar syndromes complicating 
recognised pathological states, such as lesions of the spinal cord or brain 
(tabes dorsalis or hemiplegia), lesions of peripheral nerves (peripheral neuritis), 
and lesions of vascular channels, or local pressure effects, poh as may result 
from a cervical rib. But they are not separated by a rigid line from slighter 
manifestations of vasomotor instability, such as are frequent in women at 
the climacteric, and in clinical disorders resembling exophthalmic goitre. 
They are undoubtedly akin to such common symptoms as flushings, cerebral 
hyperemia, facial congestion, angio-spasm in all its varieties, tachycardia 
(in some of its forms), anginal attacks, migraine, vertigo, tinnitus aurium, 
universal or circumscribed hyperidrosis, and gastric disorders of certain 
forms of functional gastric dyspepsia. 

Lewis’s studies on the local vascular reaction to irritation of the human skin 
have thrown much light on these diseases. He showed that there are three 
components in the reaction: (1) a primary dilatation of capillaries—the red 
line ; (2) an increased permeability of | these capillaries, producing the wheal, 
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which is independent of the nerve supply ; and (3) the fare, which depends 
en the integrity of the sensory nerve fibres in the neighbourhood. these 
phenomensa can be produced by an intradermal injection of histamine, Gnd he 
attributed them to the liberation of this or some similar chemical substance 
to which he gave the name of “‘ H-substance.” It has been suggested that 
local liberation of histamine may play a part in producing the vesicles in 
herpes and the rash in erythema esum. It is of special interest that 
these reactions are partially dependent upon and partially independent of 
the nervous system. Some of the angio-neuroses are therefore so closely 
cee to allergy that a general description of that condition is called for 
@. 


ALLERGY 


Idiosyncrasy has been defined as an unusual physiological personal equa- 
tion, and allergy is a chemical idiosyncrasy, which expresses itself as an 
urgent attempt on the part of the cell to conserve its chemical identity. 
The tendency to allergy is inborn, whereas anaphylaxis is an acquired 
sensitivity. All the phenomena of allergy can be reproduced by histamine. 
The question is, how does this substance, which is toxic to everyone, become 
liberated in the tissues of certain people in answer to stimuli which are 
quite harmless to everyone else? Normally there are two antagonists to 
histamine, adrenalin and the special ferment histaminase. It has therefore 
been suggested that the chemical basis of allergy is a congenital lack of 
histaminase, aggravated by an intermittent deficiency im adrenalin. The 
reaction is usually excited by foreign proteins, but a similar idiosyncrasy 
may be shown to various drugs. 

The manifestations of allergy express themselves chiefly (a) in the re- 
spiratory system, by asthma, hay fever, paroxysmal rhinorrhea, recurrent 
catarrhs; (b) in the sken, as urticaria, purpura and eczema, particularly of 
the infantile type; (c) im the alimentary canal, by diarrhea and vomiting, 
or spastic colon; and (d) by effusion into joints. There are many other 
conditions which with more or less show of reason might be added to this 
list. Certainly some cases of migraine seem to be of this order. It will be 
noted that several of these manifestations could be interpreted as a violent 
attempt to expel the mvader, at any rate from the vital organs. 

Most allergic manifestations are worse at night, because of the prominence 
of vagus control then, so that there is a relative insufficiency of the has 
pathetic nervous system, and therefore in the supply of adrenalin. The 
prcipel conditions produced by allergy are described under their appropriate 
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Synonym,.—Quincke’s Disease. 

Definition.—A paroxysmal affection, characterised by the appearance of 
circumscribed odematous swellings of the akin and subcutaneous tissues of 
transient duration. The mucous membranes are often affected. 

#tiology.-Heredity is an important factor. Osler the case 
of a family in which five generations had been aff , involving 22 
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members. The condition is more common in men than in women, and 
generg)'y affects the young. Those attacked are usually of a nervous dis- 
itidn. Garrod reported a case in which each recurrence of periodic 
ydrarthrosis was attended by circumscribed cedema, either of the lips or 
eyelids. The attacks may coincide with menstruation. The exciting cause 
is generally difficult to determine. It may be emotional strain, exposure 
to cold, or trauma. Local trauma sometimes determines not only the onset 
but the site of an attack, as in a case recently reported in which riding pro- 
voked an attack on the inner aspect of the thighs and knees. 
Pathology.—In the absence of a known pathology various theories 
have been advanced to explain the condition. Local venous spasm, a direct 
nervous influence on capillary walls, as a result of which the permeability 
of the vessels is increased, and, more recently, the local action of a circulating 
toxin on the capillary walls, are theories which have obtained support. 
With regard to the last named, Garrod drew attention to the joint swellings 
that frequently accompany erythematous and urticarial rishes resulting 
from known toxic causes. Such conditions form a part of the clinical picture 
of serum sickness, or may occur after taking certain articles of diet, or as 
the result of stings of insects or nettles. Lewis has shown that a modifica- 
tion of the same toxin may produce a dermolysin or a hemolysin. In the 
former instance cedema; in the latter purpura results. Thus, B. welchii 
may produce either condition, depending on the intensity of the infection. 
This thesis illustrates the present view of angio-neurotic cedema as being a 
local expression of the presence of @ circulating toxin, prone to occur in 
persons of nervous temperament, rather than a disease sus generis. The 
peu often show other signs of allergy, especially in their sensitiveness to 
oreign proteins. | 
Symptoms.—The complaint takes the form of acute circumscribed 
swellings of the skin and subcutaneous tissues, 1 to 4 inches in diameter. 
The swellings are rounded, painless, rarely itch, and are generally pale or 
sometimes redder than the surrounding skin, from which they stand out 
capes They may develop simultaneously in different parts of the 
ody, and disap in a short time. They may recur repeatedly, or only 
after a period of years; the recurrence is occasionally periodic. They occur 
most commonly in the eyelids, lips, cheeks and backs of the hands, and are 
asymmetrical. The whole side of the face, one side of the scrotum, the penis, 
a whole limb, or in fact any part of the skin, may be involved. The pharynx, 
tongue and conjunctive may be implicated. (idema of the glottis is rare, 
and has proved fatal. Swelling of mucous membranes may lead to symptoms 
of gastro-intestinal disturbance, such as nausea, vomiting and colic. Cases 
in which hemorrhage from mucous membranes, stomach, bronchi, bladder, 
etc., occurred have been reported. Heemoglobinuria has been observed ; 
in such a case a Waassermann test is indicated. The attacks are generally 
afebrile, and there is no constitutional disturbance, unless the stomach or 
intestine is involved. 
Course.—This is variable. Recurrence is frequent, often at intervals of 
3 to 4 weeks, but sometimes after long intervals. It is rarely periodic. 
Diagnosis.—The complaint is so characteristic, in the sudden onset and 
rapid subsidence of asymmetrical rounded dione 2 that it is hardly likely 
to be confused with other affections. The condition is nearly allied to 
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urticaria, from which it is distinguished by the circumscribed and dee 
seated nature of the swellings and the absence of itching. No distinction is 
made between angio-neurotic cedema and giant urticaria. 

Treatment. — The general health must receive first attention, and a 
saline purge is indicated. Both arsenic and quinine have been advocated. 
It is advisable to avoid any particular protein in the food which is found 
to excite attacks. When the attacks occur after » particular meal of the 
day, a capsule containing 1 to 2 grains of peptone half an hour before that 
meal appears to have an effect in temporarily desensitising the body against 
foreign protein. This, combined with 5 to 74 minims of tincture of 
belladonna and 10 to 15 grains of calcium lactate after meals, has prevented 
recurrences in several cases. The former drug diminishes the vagal hyper- 
sensitiveness, and the latter increases the viscosity of the blood. One of the 
most useful forms of treatment for the relief of the paroxysm is a sub- 
cutaneous injection of 3 to 7 minims of liquor adrenaline hydrochloridi. This 
excites the antagonistic action of the sympathetic. For the same reason half 
a grain of ephedrine orally administered may be tried. When the tongue is 
involved the patient should be given one or two of Armour’s suprarenal 
tablets to suck. Pituitary (posterior lobe) extract injections have also been 
recommended. Bromide is often helpful as an additional measure when the 
symptoms are marked. In severe cases the intravenous injection of small 
doses of peptone might be considered. Autohemotherapy has proved 
decidedly useful in some cases. Vitamin K is also worthy of a trial. 

Intermittent Hydrarthrosis, which is described under “ Diseases of 
the Joints” (p. 1367), presents some interesting affinities with the vasomotor 
neuroses, particularly in its association with angio-neurotic cedema. 


RAYNAUD'S DISEASE 


Definition.—“ Intermittent pallor or cyanosis of the extremities brought 
on by cold, with the skin a normal colour between attacks” constitutes 
Raynaud’s phenomenon, which may occur however in conditions other 
than Raynaud’s disease. 

4Etiology.—The cause of this malady is unknown ; it almost exclusively 
affects young women, and symptoms may begin any time between adoles- 
cence and middle age. The diagnosis of Raynaud’s disease in a man is nearly 
always wrong. Jonathan Hutchinson preferred to speak of Raynaud’s 
phenomenon, regarding it not as an entity but as a syndrome occurring in 
many different conditions. As he first suggested, a few cases are due to 
syphilis, congenital or acquired. It has occasionally been observed after 
acute infections. 

Pathology.—Lewis has shown that there is an abnormality of the digital 
arteries, which expresses itself in a hypersensitiveness of these vessels to 
relatively low temperatures. It seems therefore that the fault lies primarily 
in the vessel wall rather than in the nerve supply to the muscle fibres. In 
advanced cases there is endarteritis, with partial occlusion of the lumen of 
the artery. 

_Symptoms.—The patients complain of attacks of pallor, blueness or 
numbness of the fingers, brought on by contact of the hands with anything 
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cold, Keeping the palms of the hands in cold water (15° ©.) for 15 minutes 
in a cool room (18° C.) is usually sufficient to induce an attack. The body 
temperature is just as important, if not more so, than that of the hands in 
determining the onset of cyanosis. When such patients feel chilly in them- 
selves their hands go blue on the slightest provocation, e.g. when sitting in & 
draught ; when walking, cycling or driving a car in cold weather; or when 
swimming. When the body is really warm it is impossible to induce an 
attack no matter how cold the hands are. Emotion also may bring on an 
attack. In this connection it is interesting that an injection of adrenaline 
may have a similar effect. The attacks vary from slight pallor of one finger- 
tip to cyanosis and numbness of all the fingers of both hands. The cyanosis 
begins as a light-bluish tint, and later becomes a deeper blue. It always 
starts at the pea and spreads proximally to the base of the fingers 
and perhaps to the palm; rarely, if ever, does it reach above the wrist. 
If the attack persists for long, a secondary waxy pallor replaces the cyanosis. 
The hands remain blue or pale until they are warmed. They feel cold to 
the observer’s touch. When the hands are warmed (40° C. fur 3 minutes), 
or when the body temperature rises, the blueness begins to pass off, and 
irregular red blotches appear in its midst “like the spots on a plaice.’’ 
Some of these appear and fade away, but in the end they coalesce until the 
dorsum of the hand and the palm are fiery-red or scarlet. Gradually this 
redness spreads up each finger from base to tip. 

Throughout the period of cyanosis the patients complain of a “ tingling ” 
or of a “ feeling of numbness” in the fingers; some of an “ uncomfortable 
sensation”; some of a “slight pain”; severe pain is unusual. When 
warmth is na in any form—hot air in front of a fire, or by friction—the 
fingers quickly recover their normal colour. During this stage there are 
paresthesia, “ pins and needles,” etc. In only a few patients is sweating 
of the hands a marked feature during attacks. Swelling of the fingers is 
rare, In a severe attack local pressure on a finger leaves an indentation 
which takes longer to disappear than when the circulation is normal. While 
the hands remain cold the radial pulses are of smaller volume and the veins 
less prominent than when warm. If a finger is accidentally cut when cold 
it does not bleed; ‘only a little dark blood oozes out.” If symptoms 
occur in the feet they are usually less severe than in the hands. Nutritional 
changes at the extremities are rare in true Raynaud’s disease. But in the 
later stages, when secondary arterial changes in the arterial walls have 
occurred, small areas of superficial necrosis at the finger-tips may be found, 
which leave small depre tender scars. 

Diagnosis.— This has been considerably clarified by John Hunt. 
The first question to be answered is: Is the complaint “ Raynaud’s 
ae ae 4 4.e. Is there intermittent cyanosis of the extremities, 

rought on by cold, with the skin a normal colour between attacks ? 
The following conditions with their vascular phenomena are eliminated 
by this simple definition, many of them because their symptoms are 
continuous and not intermittent: chilblains; frost-bite; acrocyanosis ; 
erythrocyanosis; clubbed fingers and cyanosis of the fingers and toes due 
to lesions of the heart and lungs ; enterogenous cyanosis ; incipient gangrene 
from arterial thrombosis (in pian arteriosclerosis, thrombo-angiitis 
obliterans, or ergotism) ; arterial embolism ; diseases of the nervous system 
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(neuritis, poliomyelitis, ga ed pyramidal lesions, and hysterical 
paralysis), cervical rib. If true Raynaud's phenomenon is present. then 
the other conditions in which this phenomenon occurs must be considered : 

(1) Heredetary cold fingers.—Many healthy young people find that their 
fingers go white and numb on exposure to cold. This is the commonest, 
cause of Raynaud’s phenomenon, and is local syncope in its simplest form. 
The onset is usually during childhood up to about the eighth year. Both 
sexes are affected, as are often members of the same family. These three 
points clearly differentiate the condition from Raynaud’s disease. 

(2) After local injury or infection of the hands or feet, and in workmen 
using vibrating instruments—pneumatic chisels, hammers, riveters, road 
drills, etc. 

(3) Scleroderma.—This is diagnosed from Raynaud’s disease by the 
following points: The fingers soon become stiff, and the stretched shiny 
skin cannot be picked up from the underlying tissues. Nutritional changes 
in the finger-tips are frequent. It is not confined to the extremities, and is 
much more rapidly progressive, painful and depressing than Raynaud’s 
disease. 

(4) Syphilitie Arteritis——This may be diagnosed when Raynand’s 
phenomenon is associated with severe necrosis of the nose and ears, and 
when hemoglobinuria is present. A blood Wassermann may be positive. 

(5) Other rare causes of Raynaud’s phenomenon.—Erythremia is one. 

Treatment.—Cold in any form should be avoided. The temperature 
of the body as a whole is almost more important than that of the hands 
and feet, and warm clothing is essential. The temperature of a living-room 
should be about 20° C. (68° F.). Cold water should be banned, and gardening 
in cold weather left to others. Gloves should be loose and long, overlapping 
the coat-sleeves. For people who work with their fingers, mittens are 
invaluable. A muff, a small hot-water bottle, or an electric heater in a 
handLag or pocket may be recommended. Cracks at the ends of the fingers 
may be covered with a collodion preparation, or with narrow strips of elastic 
adhesive plaster. The skin of the fingers may be kept soft by applying 
liquid paraffin. Care should be taken to avoid minor injuries to the fingers, 
and when these occur they should be treated at once. Boots or shoes should 
be of stout construction, allowing plenty of room for the toes, and stockings 
or socks should be thick and soft ; two thin socks often keep a foot warmer 
than one thick one. Tight suspenders should be avoided. Bedsocks and 
hot-water bottles are helpful at night. 

The number of drugs that have been recommended te relieve symptoms 
indicates how few are really valuable. Thyroid, calcium lactate or 
gluconate, potassium iodide, and belladonna are perhaps the favourites. 
In some patients physical therapy is needed to give relief: postural exercises ; 
radiant heat, taking special care to avoid burns; contrast baths; inter- 
mittent venous occlusion by alternating positive and negative pressures ; 
and galvanic baths. ‘Sympathectomy is indicated when the attacks of 
cyanosis are causing definite distress or recur so frequently as to interfere 
with work, and when temperature tests suggest that there is a considerable 
degree of vasomotor tone. The immediate results of the operation are 
excellent; but after some months, perhaps two years or more, slight 
symptoms may return. In spite of this disappointment the great majority 
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of patients insist, even several years after the operation, that their hands 
are better than they were before it. The relief of major symptoms is due 
to removing from the vessels the burden of their norma] vasomotor tone. 
The local fault in the vessels remains untouched, for on this the operation: 
has no effect. 


, ACROPARASTHESIA 


Definition.—A vasomotor neurosis, characterised by paresthesia of 
the hands, especially affecting the finger-tips. 

ZEtiology.—The condition is usually observed in women, especially at the 
climacteric. It rarely occurs before the age of 30. It is frequently agsoci- 
ated with a neuropathic diathesis and a lowered vitality due to any cause. 
Genera] causes include inanition, anemia and pregnancy. Local causes are 
exposure to cold, particularly cold water, or to alternate hot and cold water 
as experienced by washerwomen. 

Symptoms.—The onset is insidious and the symptoms are almost 
entirely subjective. The affection is often limited to one hand or certain 
fingers, the toes rarely being affected. The patient complains of numbness, 
tingling, formication of the fingers or tenderness of the finger-tips. There 
may be slight loss of sensibility in the finger-tips and occasionally evident 

allor. 
Diagnosis.—The condition is readily distinguished from Raynaud’s 
disease by the absence of local asphyxia. It is important to exclude any 
affections of the spinal cord, such as tabes dorsalis. 

Prognosis.—The complaint tends to be continuous and persistent. The 
outlook regarding recovery is not good, unless the condition is due to a 
recognisable and removable cause. There are, however, no complications. 

Treatment.—This is directed to the removal of the cause, and improve- 
ment of the general health and of the local circulation. Sodium salicylate 
and bromides are often helpful, and radiant heat and massage are of 
value. 


ERYTHROMELALGIA 


Definition.—A rare condition characterised by pain, redness and swelling 
of the toes and feet, and less often of the hands. 

ZEtiology.—Little is known of the etiology of the disease. Men are more 
often affected than women. The condition may occur in the course of 
a disease of the central nervous system, such as hemiplegia, disease of 
the canda equina, and disseminate sclerosis. The swelling and pain are 
aggravated by standing and by warmth. 

Pathology.—Disease of the peripheral arteries—a chronic endarteritis— 
has been described in three cases by Batty Shaw. Changes in the peripheral 
nerves have been held responsible, and Weir Mitchel] found marked degenera- 
tion of the fine nerve branches in one case. Others regard the malady as an 
angio-neurosis, allied to acroparesthesia and Raynaud’s disease. Lewis 

ers to regard erythromelalgia as a special instance of a condition he 

ignates as erythralgia, which he maintains has nothing to do with 
abnormality of the vasomotor system, but always results from a local process. 
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‘There is a release into the skin of an unknown substance not histamine, which 
lowers the threshold of the pain nerve endings. | 

Symptoms.—The first case was described by Weir Mitchell, and was that 
of a sailor, aged 40, whose first complaint, following an African fever, was of 
* dull, heavy pains at first in the left, and soon after in the right foot. There 
was no swelling at first. When at rest he was comfortable, and the feet 
were not painful ; after walking the feet were swollen. They scarcely pitted 
on pressure, but were pupe with congestion ; the veins were everywhere ' 
singularly enlarged, and the arteries were throbbing visibly. The whole foot 
was said to be aching and burning, but above the ankle there was neither 
swelling, pain . . . nor flushing.” 

Pain is generally the first symptom, soon followed by redness and swelling, 
most marked in the terminal phalanges of the toes or fingers. The pain is 
generally severe ; at first it occurs only in the evening, but later it becomes 
chronic or remittent and may be agonising. The redness may increase to 
cyanosis. The swelling is more marked in the latter part of the day, and is 
aggravated by standing, walking, dependence of the limb and by heat. 
These symptoms are relieved by cold and recumbency. Hyperidrosis of the 
affected part is not uncommon. The condition may be complicated by 
general weakness, vertigo, headache, palpitations and tachycardia. Its 
complication with erythreemia has been described. Pellagra has been mis- 
taken for erythromelalgia. 2 

Prognosis.—The complaint is intractable, and tends to persist, with 
exacerbations and remissions, for many years. 

Treatment.—The affected part should be elevated and immobilised. 
Faradism and cold have been recommended. Analgesics are required for the 
relief of pain, which may even necessitate amputation (Shaw). Sympathec- 
tomy is contra-indicated and should never be performed for this condition. 
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This condition occurs, as its full name, Erythrocyanosis Crurum Puellarum 
Frigida, implies, chiefly in the legs of young women. The feet and legs are 
cold, and the back of the leg and ankle is swollen and blue, especially at the 
insertion of the tendo Achillis. Chilblains are often present, and ulceration 
may occur where the swelling is most severe. The condition is due to vascular 
spasm, in which the modern fashion of inadequately protected extremities 
is presumably a factor. Treatment includes warmer stockings, with silk 
ones outside to gratify the usual desire for appearance, and the loosening of 
all tight bands above and below the knee. Exercises, such as walking and 
skipping, with local massage should be ordered, and elevation of the heel 
may give some relief. Calcium gluconate, vitamin D and small doses of thyroid 
have been advocated, and daily subcutaneous injections of acetyl choline 
bromide, beginning with 3 c.c. and gradually increased to 1 ¢.c., have given 
good results, After a fortnight the injections may be administered less fre- 
quently, and at the end of six weeks discontinued. Bilateral lumbar ganglion- 
ectomy has been recommended, but should not be considered unless thorough 
medical treatment fails. It may improve the colour of the skin and promote 
healing of any ulcers, but it does not diminish the swelling. 
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CAUSALGIA 


This is e form of neuralgia usually following injuries in the neighbourhood 
of certain nerves, particularly the median and sciatic. It is probably due to 
irritation of the peri-arterial sympathetic fibres. On account of the burning 
character of the pain, Stopford has suggested the name thermalgia. The 
malady is fully described under lesions of the median nerve. 


MILROY’S DISEASE 


Synonym.—Hereditary (idema. 

Definition.—In 1892, Milroy described a persistent cedema of the legs, 
occurring in the absence of any of the known causes of cadema, affecting 
members of the same family in successive generations. 

ZEtielogy.—The disease has occurred in six generations of the same family, 
but the percentage of incidence in the families has varied greatly. It is apt 
to appear in neurotic families. Both sexes are affected about equally, and 
the oedema may either appear soon after birth, or its onset may be delayed 
tall puberty or even till adult life. Thirty-five years after his origina] descrip- 
tion, Milroy found that the disease was tending to die out in the family in 
which he first observed it. 

Pathology.—Nothing is known of the pathology of the condition. There 
is no evidence of venous or lymphatic obstruction. 

Symptoms.— Only the legs are affected, and these to a variable extent. 
Thus the swelling may be limited to the ankles; it usually daes not extend 
beyond the knees, but may reach the thighs in long-standing cases. It never 
extends above Poupart’s ligament. Gradually the affected part becomes 
hard and brawny. The swelling increases in the standing posture, and, once 
established, it is permanent. There is no pain or redness, the veins are not 
enlarged, and the general health is not affected. 

In some cases there are acute attacks accompanied by fever and pain. 
Daring this phase the condition resembles erythromelalgia. 

Diagnosis.—This is made on the familial incidence, and the absence of 
all other recognised causes of cedema. A group of cases in which there is 
swelling of the feet, ankles and legs without albuminuria or discoverable 
organic disease to account for the swelling, has recently been recognised by 
Osman. The patients the writers have seen have been women in the third 
decade. The swelling is pale, brawny, and does not pit on pressure. This 
type may respond to rest in bed and intensive alkali chenane, 

Pragnosis.—The affection does not tend to shorten life. 

Treatment.—The affected : should always be kept bandaged with 
crepe, as by this means the.swelling can be kept under control, and the patient 
remains able to lead an active life; but if such measures be not employed 
the codema gradually extends. Acute attacks may require opium internally, 
and evaporating lotions locally. . 

W. Lanepon-Brown. 
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SECTION XV 
DISEASES OF THE RESPIRATORY SYSTEM 


| THE PHYSICAL SIGNS IN THE CHEST IN HEALTH 
AND DISEASE 


ACCURATE diagnosis in diseases of the air-passages and lungs depends 
largely upon careful observation and record of physical signs, especially in 
their relation to subjective symptoms, Unfortunately, there is no strict 
uniformity in regard to the nomenclature of physical signs. It is, therefore, 
desirable to define explicitly the sense in which the various technical terms 
used in this section are employed. At the outset, it is well to emphasise 
the importance of a careful and methodical examination in every case. The 
magistral sequence of inspection, palpation, percussion, auscultation and 
mensuration has more than the sanction of tradition to commend it. Unless 
confined to bed, the patient should be examined both in the erect and recum- 
bent positions in all cases of difficulty. 

InsPECTION.—The patient being placed in a good light, the configuration 
of the chest, the range and character of the respiratory movements and the 
position of the cardiac pulsations should be carefully noted. Most of the 
terms used in this connection, such as flattening, retraction, recession of 
intercostal spaces and diminished movement are self-explanatory. 

The respiration may be unduly slow (bradypnoea), rapid (tachypneea) 
or distressed (dyspnea). Dyspnoea may be inspiratory, expiratory or 
spasmodic. A peculiar periodic disturbance of the respiratory rhythm is 
that referred to as Cheyne-Stokes breathing. In this condition, the re- 
spiratory movements wax and wane in short periods of dyspnea, each 
followed by an interval of apnoea or cessation of respiration lasting up to 
30 or 40 seconds, It is due to deficient aeration of the blood and is met 
with in respiratory, cardiac and renal disease, and also in cerebral lesions 
and after some poisons. 

A variety of grouped breathing is Biot’s breathing, sometimes seen in 
tuberculous meningitis. The hyperpneic period consists of a few breaths, 
deep or of increasing depth, followed by apnea without the waning. 

Certain abnormal forms of chest configuration are described: The elar, 
phthinoid or pterygoid type of chest is long, narrow and flat, with winging of 
the scapule; the subcostal angle is narrow and the upper interspaces are 
wide. The emphysematous or barrel-shaped chest is broad and rounded, 
the angle of Louis is prominent, the subcostal angle is wide, and the move- 
ments are restricted. The pigeon breast is characterised by prominence 
of the sternum, with sloping eae thoracic walls. The funnel breast is 
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the converse of this, with depression of the lower end of the sternum and of 
the cartilages attached to it. 

PaLpaTIon.—Vocal fremitus or tactile fremitus is the vibration felt 
over the lung when the hund is placed flat upon the chest-wall without 
pressure and the patient says “‘ ninety-nine ” or some other resonant syllables. 
Vocal fremitus may be increased, decreased or absent in disease. 

Tussive fremitus.—The similar vibration felt during cough. 

Rhonchal fremitus.—The vibrations communicated to the chest-wall 
by sonorous rhonchi in bronchitis, and felt by the hand. 

Friction fremiius or pleural fremitus—A rubbing sensation com- 
municated to the palpating hand in certain cases of dry pleurisy. A 
similar fremitus is occasionally felt in pericarditis. 

PERCUSSION.—This consists in tapping the chest-wall over the lung and 
observing the note produced and the sense of resistunce telt. Percussion 
may be direct on to the chest-wall or mediate, when the tap is made on to 
@ finger or an instrument placed on the chest. The applied finger or instru- 
ment is called the pleximeter, the tapping finger or instrument, the plessor. 
Percussion should always be light, except over very muscular parts of the 
chest. 

Normal resonance is the note obtained over healthy lung tissue. 

Hyper-resonance is an increased resonance, with diminished sense of 
resistance obtained over emphysematous lung tissue. 

Dullness is diminution or loss of resonance, with increase in the sense 
of resistance. Various degrees of dullness are described, such as impaired 
percussion, slight dullness, flat, wooden or stony note. 

Tympanitic resonance—a hollow drum-like note. 

Skodaic resonance—a clear, high-pitched note intermediate in char- 
acter between the hyper-resonant and tympanitic notes. 

Cracked-pot sound—or bruit de pot félé—a hollow note with a slight 
jingle added to it, obtained by smart percussion over a fair-sized cavity. 
It is also heard on percussion of a eryirg baby. 

AUSCULTATION.—The breath sounds should be listened to first, then the 
adventitious or added sounds, and lastly the vocal resonance. 

(a2) Breato Sounps.—The following varieties of breath sounds may be 
differentiated : 

Vesicular breathing.—The normal respiratory murmur or faint rustling 
sound audible during inspiration and expiration, the former phase bein 
two or three times as long as the latter. The pause between inspiration an 
expiration is short. 

Cog-wheel, jerky or interrupted breathing is a form of vesicular breathing 
in which inspiration waxes and wanes, or is divided into two or move parts. 

Harsh, exaggerated or puerile breathing.—An intense form of vesicular 
breathing heard in children and in some forms of emphysema. 

Vesicular breathing with prolonged expiration.—There is no alteration in 
the intensity or pitch of inspiration, but expiration is more prolonged and 
often harsher. 

Absent, diminished, weak and suppressed breathing are self-explanatory. 

Bronchial breathing.—The pitch of both inspiration and expiration is 
raised. Expiration is as long as inspiration and is separated from it by a 
distinct pause. 
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Broncho-vesicular and vesiculo-bronchial breathing are incomplete forms 
of bronchial breathing in which inspiration or expiration respectively assume 
the bronchial type. | 

Tubular breathing is a peculiar form of high-pitched bronchial breathing 
of whiffing character, sounding as if produced close under the stethoscope. 
This term is often used as if synonymous with bronchial breathing, but 
should be restricted to breathing of the type just described, which is only 
heard in consolidation from lobar pneumonia and broncho-pneumonia and 
in collapse of the lung. 

Cavernous breathing is bronchial in type, but both inspiration and expira- 
tion have a peculiar hollow character. Expiration is more hollow and more 
prolonged than inspiration. ; 

Broncho-cavernous breathing is incomplete cavernous breathing, inspira- 
tion being bronchial, while expiration is cavernous. 

Amphoric breathing.—An intense form of cavernous breathing, often 
having a very hollow metallic sound. 

(6) ApventiTious Sounps.—These were formerly divided into dry and 
moist. The former are now called rhonchi, the latter rales. 

Rhonchi are musical sounds produced by the passage of air over 
mucus or muco-pus in the bronchi. Those arising in the larger tubes are 
called sonorous rhonchi, those in the smaller tubes sibilant or whistling 
rhonchi. 

Rales are bubbling or crackling sounds produced in the bronchi or alveoli 
by the passage of air through fluid exudate or secretion. They are usually 
divided into bubbling and crackling rales. Bubbling rales are heard when 
the lung tissue is still spongy. Crackling or crepitant rales are produced 
in consolidated or softening areas of lung. Both varieties are arbitrarily 
subdivided into fine, medium and coarse rales. Crepitant rales are some- 
times referred to as “creps’”’; this practice may lead to confusion with 
crepitation and is better avoided. Crepitant rales were formerly called 
consonating, bubbling rales non-consonating. Gurgling rales are coarse, 
low-pitched rales, usually heard over a cavity, especially after a cough. 

epitations are fine “ hair-like” crackling sounds. They may be pro- 
duced either in the pleura or in the lung. In the latter they occur only in 
pneumonia, broncho-pneumonia, collapse and codema. They are heard 
chiefly with inspiration and may be mcreased in number and intensity by 
coughing. A coarse variety heard in resolving pneumonic lung is called 
redux crepitation. 

Pleural crepitations are fine sounds of similar character occurring in the 
early or dry stage of pleurisy. They are heard rather towards the end of 
inspiration and are usually unaffected by cough. 

Friction is a coarse rubbing, creaking or grating sound heard in pleurisy 
when there is rough exudate on the pleural surfaces. It may occur with 
either inspiration or expiration or with both. 

Stridor is a loud, coarse sound, heard chiefly during inspiration in cases of 
obstruction of the larynx, trachea or main bronchi. It is louder and lower 
pitched than a rhonchus. | 

Post-tussive suction is a hissing sound, audible directly after cough. It is 
heard only over a cavity, and is caused by the influx of air to replace that 


expelled by cough. 
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Veiled puff of Skoda is a puffing sound heard towards the end of inspira- 
tion, It is said to indicate small and sacculated bronchiectatic dilatations. 

Metallic tinkling and amphoric echo are terms used to describe the quality 
of certain sounds produced near a very large cavity or a pneumothorax, in 
breathing or coughing, or by the heart’s action. 

Succussion splash is & splashing sound produced in a hydro- or pyopneumo- 
thorax by ages patient, or getting him to shake his thorax. If a 
gastric splash can be excluded, it is pathognomonic of a pleural or subphrenic 
hydro- or pyopneumo-thorax. 

Bell sound or bret d’airain.— A ringing sound heard on auscultation over 
& pneumothorax or any large cavity when a coin placed flat on the chest- 
wall over the air-containing space is tapped by @ second coin. A similar 
sound is often audible on flicking with the finger and thumb over the chest- 
wall under similar conditions. | 

Voice Sounps or Voice Conduction. 

Vocal resonance is the muffled sound on listening over normal lung 
when the patient articulates ‘‘ ninety-nine ” or some other resonant syllables. 

_ Bronchophony is an increase in the intensity of the normal vocal resonance. 

Pectoriloquy is conduction of the articulate voice sounds which are clearly 
heard as if spoken into the stethoscope. It is best appreciated by auscultat- 
ing the whispered voice, and is then called whispering pectoriloquy. 

Aigophony denotes a peculiar bleating or nasal modification of the 
voice sounds, sometimes heard on listening to them through fluid in the 
pleural cavity. 

Physical examination of the chest includes mensuration, estimation of 
vital capacity and examination by the X-Rays when these are necessary. 

Vital capacity is determined by a spirometer, which measures the amount 
of air which can be expired by a full expiration after the deepest possible 
inspiration. The average for an adult man is about 3600 c.c. The vital 
capacity is diminished in many diseases of the respiratory system, notably in 
acute pneumonia, pulmonary tuberculosis and in attacks of asthma. 

R. A. Youne. 
G. E. Beaumont. 


DISEASES OF THE NOSE 


ACUTE CATARRHAL RHINITIS 
See The Common Cold, p. 133 


CHRONIC CATARRHAL RHINITIS 


#Etiology.—Simple chronic rhinitis appears to result from frequently 
occurring attacks of coryza, or even from the persistence of a single acute 
attack. Predisposing causes of this persistence are deficient resistance, local 
irritation, auto-intoxication from the gastro-intestinal tract, and reflex 
vasomotor disturbance. Thus we find chronic catarrh associated with 
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anemia, stuffy and over-heated rooms, occupations involving inhalation of 
irritating dust or vapour, excessive smoking, snuff-taking (a commoner 
habit than is generally realised among shop-assistants and clerks who are 
prevented from smoking during working hours), dyspepsia and constipation, 
alcoholism, sexual excess and masturbation. Nasal obstruction is an im- 
portant factor in keeping up chronic catarrh by preventing ventilation of the 
passages, allowing mucus to collect and encouraging the growth of micro- 
organisms. In children the presence of adenoids is the commonest cause 
of catarrh. ; 

Symptoms.—The symptoms are nasal obstruction and excessive secretion, 
which may be watery or muco-purulent, and may come forwards to the 
nostrils or pass backwards into the throat (“‘ post-nasal catarrh”’). Secondary 
results, from the extension of the inflammation, include catarrhal and 
suppurative otitis media, pharyngitis, laryngitis and bronchitis. 

The nasal mucosa may be reddened, but often has a pale, sodden appear- 
ance. The turbinals are swollen and are at first quite soft, but later, when 
definite thickening has occurred, they feel firmer, and no longer shrink after 
the application of cocaine or adrenaline. At this stage the condition may be 
called * hypertrophic rhinitis,” and the mucosal thickening, most marked 
over the two ends of the inferior turbinals and over the lower margin of the 
middle turbinal, may form large lobulated masses. 

Diagnosis.—The diagnosis, in cases of hypersecretion, can only be made 
after exciuding by rhinoscopic examination all other causes, such as a foreign 
body, mucous polypus, syphilitic, tuberculous and lupoid ulceration, and, 
more especially, suppuration in any of the accessory sinuses ; in the latter, 
the discharge is not scattered over the nasal passages, but emerges in a local- 
ised stream from one or other of the ostia and reappears in the same situa- 
tion after being removed. The discharge of chronic rhinitis is bilateral, 
and, though often muco-purulent, is never true pus. The diagnosis from vaso- 
motor rhinorrhea is often difficult ; the symptoms of the latter come and go 
with great suddenness, often as a result of definite causes such as going into 
a hot room, and there is complete absence of symptoms between the attacks. 
A bacteriological examination is often helpful. 

Treatment.—Genera] treatment, directed to the predisposing causes 
mentioned ubove, is necessary if @ good result is to be obtained. Next, 
nasal obstruction must be removed, and operative treatment is called for if 
the cause be adenoids, deviation of the septum, or great hypertrophy of the 
extremities of the inferior turbinal bodies. For details, the reader is referred 
to surgical works; but it must be emphasised that the valuable secreting 
surface of the nasal mucosa must not be recklessly sacrificed, and that large 
portions of inferior turbinal must on no account be removed, nor should 
every slight deviation of the septum be submitted to operation, for it is 
rarely quite straight. When the turbinal enlargement is soft and shrinks 
after the applications of cocaine, the galvano-cautery should be used under 
local anssthesia to draw one or two lines along the length of the inferior 
turbinal, the result of which is to produce a scar binding the mucosa to the 
bone. When the case has not gone on to definite hypertrophy, the most 
valuable form of local treatment is cleansing of the nasal passages. The 
lotion must be warm, about 90° F., and quite unirritating ; for this reason 
it should have approximately the same specific gravity as serum, and 
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normal saline solution does very well. A mildly antiseptic and alkaline lotion 
is usually preferred, of which Dobell’s solution is the type, such as sodium 
bicarbonate, grs. 3; sodium chloride, grs. 3; phenol, gr. 1; glycerin, min. 45 ; 
water, fl, oz. 1. A convenient instrument for the purpose is a smull 
rubber ball of a capacity of 2 oz. with a blunt nozzle moulded in one piece, 
which is slowly emptied into the nostril, while the patient breathes deeply 
through the mouth and inclines the head forward over a basin ; in this way 
the palate is raised and the lotion passes through the naso-pharynx and 
out by the other nostril. The nose must not be violently blown afterwards, 
nor must any force be used during syringing, or fluid may be injected into 
the Eustachian tubes. Occasionally syringing causes headache, in which 
case the lotion may be used in a coarse spray-producer. Chronic nasal 
catarth is, however, in certain cases notoriously resistant to treatment, 
especially under the conditions of civilised town life ; indeed, many sufferers 
found themselves better in the wet and exposed conditions of life in the 
trenches during the War of 1914-1918. Vaccine therapy is uncertain in its 
effect, but gives good results in a proportion of cases ; an autogenous vaccine 
should be prepared from the patient’s nasal secretion. 


ATROPHIC RHINITIS 


Synonym.—Ozcena. 

ZEtiology.—Cases usually first come under treatment between the ages of 
15 and 18, but its insidious beginnings date from an earlier age, and 8 history 
of nasal discharge through childhood is often obtainable. It affects females 
at least three times as often as males. A peculiar physiognomy is to be 
noticed in nearly half the cases ; the skull is brachycephalic, the nose wide 
and flat, and the nostrils broad and so directed forwards as to be more than 
usually conspicuous. The affection is sometimes unilateral, in which case 
the septum is deflected and the disease occurs on the wider side. Occasion- 
ally it is found among several members of a family, which might be the result 
of contagion, but it is also inherited in circumstances where contagion cannot 
apply, and this may be due to inheritance of the disease or merely of the pre- 
ing physiognomy. It is more often seen in the poorer than in the 
more well-to-do classes and, in England, it has become much rarer during 
the last twenty or thirty years. Of the many bacteria found in association 
with the affection, the most important are the Klebs-Loeffler bacillus, the 
Cocco-bacillus fatedus of Perez, and the Cocco-bacillus mucosus of Beeritz, but 
the consensus of opinion is that they are secondary, and, though helping to 
produce the fostor, are not the primary cause of the disease. The condition 
occurs at too early an age to be the final stage of hypertrophic rhinitis, nor is 

it usually due to accessory-sinus disease, which can be excluded in the majorit 
of cases. It is probably the sequel of prolonged purulent rhinitis in childhood, 
which results in the replacement of the ciliated by squamous epithelium, and 
thus destroys the principal agent for the removal of secretion; the undue 
width of the nasal passages promotes this retention by diminishing the force 
vf the expulsive current ae air, by drying the secretions and By unduly 
admitting dust and micro-organisms. this way crusts of dried mucus 
are formed and decompose, and the resulting inflammation prevents the 
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roche aca of the turbinals and thus further increases the width of the nasal 
OB8®. 

Pathology.—There is a chronic inflammation resulting in sclerosis and 
atrophy of the mucosa; the ciliated epithelium is replaced by squamous, 
the mucous glands are degenerated and the venous sinuses have disappeared. 
These changes are most marked over the inferior turbinals; the middle 
turbinals are frequently large and cedematous. The discharge is not pus, 
but mucus precipitated by evaporation, mixed with shed epithelial cells 
and teeming with micro-organisms. This collects and dries into large 
greenish-black crusts which give rise to the peculiar sweetish and horribly 
offensive odour. There is never true ulceration nor necrosis of bone. 

Symptoms.—The symptoms are chietly those of the nasal discharge and 
the offensive stench ; the latter is rarely perceptible to the patient, who 
usually, in established cases, has complete anosmia. There are also obstruc- 
tion from the crusts, dryness of the throat and cough, and often some degree 
of ill-health from toxic absorption. 

The inside of the nose is full of crusts ; the inferior turbinals are reduced 
to mere ridges, the mucosa is pale and thin, and through the widened nasal 
rit the body of the sphenoid and the wall of the pharynx are plainly 
visible. 

Complications.—Infection of an accessory sinus may result by extension 
from the septic nasal cavities, but is not very common ; conversely suppura- 
tion of the sphenoidal or a posterior ethmoidal cell is a possible, and has been 
considered by some authorities as the usual, cause of the affection. The 
lymphoid tissue of the throat is conspicuously absent ; there is often a dry 
pharyngitis and laryngitis, and sometimes the crusting extends to these 
parts, or even down the trachea. Catarrhal and suppurative otitis are 
common, and the disease is thought by many to predispose to pulmonary 
phthisis. oF 

Prognosis.—<As the ciliated epithelium can never be replaced, the affection 
ig not truly curable, though regular treatment can keep it in an inoffensive 
condition, and it is common to see a suggestive degree of atrophy of the 
turbinals in young people with rhinitis completely disappear under treatment. 
Also, the crusting tends to become less troublesome as time goes on and 
ultimately to cease, a state of things which 1s difficult of explanation. 

Treatment.-—-The nose must be kept clean by regular syringing with 
a mild alkaline antiseptic lotion, of which a large quantity should be used 
with a Higginson syringe provided with a fine nozzle which cannot block the 
nares. An oily, stimulating or emollient application, such as oleum eucalypti 
15 minims to 1 ounce of paraffinum liquidum may be applied as a paint or 
spray, or a 25 per cent. solution of dextrose in glycerin as a paint. The crusting 
can be prevented by excluding the air and, when syringing is insufficient, 
this should be done by introducing a plug of gauze or cotton wool loosely 
into the anterior nares, which should be changed twice a day by the patient. 
After some weeks of treatment the packing may be omitted, but resumed in 
the event of a relapse. When the surgeon removes the plug the discharge is 
seen to be a clear mucus ; if pus be found, it must be traced to its source in 
&n accessory sinus. Paraffin wax may be injected under the mucosa, to 
narrow the nasal passages, but it is liable to slough out, and a piece of costal 
cartilage has been implanted with the same object. A plastic operation 
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has been devised to shift the antro-nasal wall inwards and has given encourag- 
ing results. The treatment of anemia is important; good food and an 
open-air life, especially at the seaside, are beneficial. 


EPISTAXIS 


ZEtiology.—The causes of epistaxis may be classified as follows : 

' Local causes.—Traumatism, including blows on the nose, fracture of the 
base of the skull, surgical operations and foreign bodies; the small septal erosion 
of rhinitis sicca, which is the commonest of all causes; malignant disease ; 
angio-fibroma, or “ bleeding polypus,” of the septum; multiple telangiec- 
tasis, a curious hereditary affection characterised by numerous minute dilata- 
tions of the capillaries on the face and mucous membranes of the nose, mouth 
and throat ; the general congestion caused by adenoids ; and syphilis, lupus 
and the rarer granulomata, though in these the bleeding is usually an 
insignificant symptom. 

General causes.—High blood pressure, as in arterial disease, chronic 
nephritis, cirrhosis of the liver, violent exertion, extremes of heat and cold, 
congestion at the menstrual period or “ vicarious menstruation” ; venous 
congestion, as in mitral stenosis, tumours in the thorax or root of the neck, 
emphysema, bronchitis and whooping-cough; toxic blood conditions, as 

ernicious anzmia, leukemia, purpura, scurvy, and all the acute infectious 

evers, especially in the prodromal stage. To these may be added rarefaction 
of the air, as in aeroplane ascents and mountaineering, and poisoning by some 
drugs, especially salicylates and quinine. 

Phe source of the bleeding is, in the large majority of cases, in a region 
called Little’s or Kiesselbach’s area, situated on the front and lower part of 
the septum just beyond the vestibule. 

Treatment.—Epistaxis, of sufficient severity to call for the attention of 
the doctor, should always be treated, though it is of comparatively little 
importance in healthy young people; in older patients with high blood 
pressure the loss of blood may be beneficial, but the occurrence is so distressin 
and alarming to the patient that other means to lower the pressure shoul 
be adopted. 

The source of the bleeding is usually so far forward that a pledget of wool 
introduced for less than an inch into the naris, and held by compressing the 
nostril, will generally control it temporarily. To arrest it and prevent 
recurrence the bleeding spot must be found, started if necessary with a probe, 
controlled by application of cocaine and adrenaline on a plug of wool, and 
sealed by the galvano-cautery at dull-red heat. The use of an emollient 
ointment during the separation of the scab is advisable. In obstinate cases 
the bleeding may recur from another spot or from the opposite naris, when 
the treatment must be repeated. As in other forms of hemorrhage, a rapid 
excited heart’s action, associated with restlessness and fright, is often present, 
and an injection of morphine is of great value. Calcium lactate is often 
recommended and may be given in 20-grain doses three times a day for 2 or 
$ days; or colloidal calcium may be injected subcutaneously. If the bleeding 
is from the usual situation, formal plugging of the nose is seldom called for ; 


but sometimes the bleeding proceeds from farther back in the nose, or is 80 
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profuse that its situation cannot at first be determined. In such cases the 
naris should be evenly packed with ribbon-gauze introduced on forceps under 
inspection. The older method of plugging the posterior nares is seldom 
required, and carries the risk of causing otitis media. Nasal ae quickly 
become septic, and should ordinarily be removed in 24 hours; but they may 
be kept sweet for several days, should it be necéssary to retain them, by 
moistening them frequently with peroxide of hydrogen. 


MUCOUS POLYPUS 


“Etiology and Pathology.—Nasal polypi are rare before puberty and are 
somewhat commoner in men than in women. They never grow from the 
septum, inferior meatus or inferior turbinal, but only from the ethmoidal 
region and interior of the accessory sinuses. They are not neoplasms, but 
are essentially due to a local edema of the mucous membrane ; the swelling 
thus produced is acted upon by the expulsive forces of the nose, and, being 
so pulled down and elongated, the return flow of its blood vessels and lymph- 
atics is further impeded and 8 greater degree of oedema results. All stages 
of polyeye formation may be found, ranging from an cedematous fringe 
along the border of the middle turbinal to enormous pedunculated masses 
which block the nose and expand its bony walls. In the majority of cases 
the cedema is due to inflammatory infiltration of the muco-periosteum of 
the ethmoidal labyrinth and is often associated with inflammation in the 
ethmoidal cells ; sometimes, however, the cause is vasomotor disturbance, 
for polypi are found in cases of hay fever and paroxysmal rhinorrhcea in the 
absence of true inflammation. There is also another form, the so-called 
“ choanal polypus,” in which a large single polypus hangs into the naso- 
pharynx from a long pedicle attached within the antrum and passing through 
the ostium into the nose. 

Symptoms.—The cardinal symptoms are nasal obstruction and discharge, 
which is profuse and watery. The symptoms are worse in damp weather. 
Cough, headache and asthma are not infrequent, and a loss of the power of 
mental concentration often occurs. 

Polypi are smooth, shiny, white, translucent bodies, pedunculated and 
extremely soft and movable to the probe ; their appearance is so characteristic 
that they cannot properly be mistaken for anything else. If they project 
into the nostril they become pinker and more opaque. 

Treatment.—The best method of removal is m most cases with a wire 
snare, 8 process which can be rendered quite painiess with skilful manipula- 
tion and the application of cocaine. Any polypoid mucosa in the neighbour- 
hood should be removed with punch-forceps, but the application of caustics 
or the cautery only does harm. Recurrence is common, but becomes less 
rapid if the new polypi are removed at regular intervals before they have 
grown large. Inflammatory disease in the ethmoidal cells and other sinuses 
must, of course, receive treatment. In the worst cases, the polypi are so 
numerous and return so rapidly that the snare cannot deal with them 
adequately ; in such they should be removed with a ring-knife or suitable 
f der general anesthesia, together with the softened ethmoidal 
eo suppurating sinuses be opened at the same time. 

a 38 
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PAROXYSMAL OR VASOMOTOR RHINORRHGA 


Synonym.—aAllergic Rhinitis. 

In this condition fits of sneezing are associated with a profuse watery nasal 
discharge, irritation of the nasa] and conjunctival mucosa, nasal obstruction, 
and often marked depression and prostration. The discomfort is usually 
worse in the morning, in overheated rooms, or on going out into the cold. 
The rapidity with which the attacks come and go is sufficient to distinguish 
them from an ordinary coryza. The affection usually shows itself in al 
adolescence and tends to improve with advancing age ; it is distinctly hered- 
itary and is often associated, either in the patient or in his relations, with 
other symptoms of allergy, such as asthma, urticaria or chilblains. Males 
and females are equally affected, and it is most frequent among the cultivated 
classes ; a mental shock is sometimes the starting-point of the attacks. 

Of these cases, hay fever is the best known and most marked variety, and 
is due to specific susceptibility to a proteid substance contained in the pollen 
of certain grasses; in this country, attacks begin about the end of May and 
terminate in August. Hay-fever subjects are affected by very minute 
quantities of this toxin, whereas ordinary people are completely immune. 
Other individuals are susceptible to the pollen, seedlets or scent of other 
rae and flowers, and others again to the emanations from horses, cats, 

ogs and other animals; and researches show that asthma, urticaria, eczema 
or rhinorrhea may be variously produced by many kinds of proteid 
substances, including common and uncommon articles of diet, such as eggs 
or lobsters, in certain people who are specifically susceptible to these 
substances. 

Treatment.—The determining factors, which should receive attention, 
are heightened irritability of the nervous system, occasionally some intranasal 
abnormality which increases the sensitiveness, and on emery irritant. 
Nervine tonics, strychnine, arsenic and valerian, are indicated, and attention 
to the general health. Hay-fever patients are better in a locality as free as 
possible from pollen; some remain comparatively well at the seaside. others 
only on board ship, while some have to spend the best days of the year in a 
darkened room. Occasionally great benefit results from the removal of some 
nasal abnormality, a polypus or a sharp spur impinging on the turbinal, but 
the result of operative treatment is uncertain. In most cases the nares are 
normal, and in many of these a light cauterisation of the most sensitive areas 
is very helpful; the sites usually chosen are on the upper anterior part of the 
septum, and on the anterior part of the inferior parbinal, Tonisation of the 
nasal mucosa with sulphate of zinc is also employed. True hay-fever patients 
may have their susceptibility to pollen lessened by inoculation with dilute 
extract of pollen; the use of these extracts gives excellent results in a pro- 
portion of cases, and, more recently, the attempt has been made to teat 
susceptibility to, and to immunise against, other proteid poisons. 


ACCESSORY-SINUS SUPPURATION 


4£tiology.—In the large majority of cases infection reaches the accessory 
sinuses from the nasal cavity, and may result from a simple coryza or from 
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one of the acute infectious fevers. Influenza is especially liable to produce 
disease of the sinuses, wltich may also be caused by measles, scarlet fever, 
erysipelas, enteric, pneunfonia or sapped In addition, antral suppura- 
tion 1s caused by infection from the teeth, particularly the second bicuspid 
and first two molars, whose sockets are in closest proximity to the antral 
floor. The discharge from one sinus readily enters and infects another, 
so that disease of several cavities often coexists. 

Symptoms and Diagnosis.—If the ostium of a suppurating sinus be 
occluded the pus is secreted under pressure, and the local symptoms are 
severe, whereas if the secretion can escape freely there may be no symptoms 
except discharge. The former class of case has been called “ closed ” and the 
latter “open ’’ empyema. The difference between the two is, however, only 
relative, and many cases are alternating, the severe symptoms being relieved 
by periodical discharge. As the pressure of the pus in the cavity depends on 
the rapidity of its secretion, and the degree of occlusion of the ostium by in- 
flammatory swelling, it follows that the closed and open cases correspond 
generally to acute and chronic suppuration ; acute suppuration is usually 
fairly obvious, but some chronic cases with scanty secretion are only to be 
detected after very careful examination and may be for long the undiscovered 
cause of post-nasal catarrh, pharyngitis or chronic toxemia. 

The symptoms, then, are swelling, pain, tenderness and discharge, to- 
gether with the secondary effects of the suppuration. Swelling is rare; the 
bony walls are not bulged by an empyema, and this is a point of distinction 
between it and a tumour or cyst, but occasionally spread of the inflammation 
causes periostitis, or a fistula in the bone is formed leading to an abscess outside 
the sinus. Thus, in frontal sinusitis a swelling may appear at the junction 
of the inner and ded walls of the orbit, displacing the eye downwards and 
outwards, or an abscess may form here and, after opening, leave a fistula. 
Similarly, ethmoidal disease may produce a swelling farther back on the inner 
wall of the orbit, displacing the eyeball outwards. In antral empyema, a 
little codema of the cheek, or slight swelling in the canine fossa, may be found, 
but a swollen cheek is more likely to be due to dental periostitis, while any 
definite bulging of its bony walls is an indication of a tumour. Pain is often 
severe in acute cases, and in chronic suppuration there may be considerable 
neuralgic pain. Pain of an intermittent character, relieved by a sudden 
gush of discharge from the nose, is highly characteristic of sinus disease, as 
also is a peculiar periodicity, for it tends to begin regularly at the same time 
every morning and to get better during the afternoon. The pain may be 
of a local inflammatory character, or may be of a neuralgic type and referred 
to various parts. In antral suppuration it 1s over the cheek, or may be 
referred to the teeth or frequently to the supra-orbital region. The pain of 
frontal sinusitis is over the cavity or along the supra-orbital nerve; that of 
ethmoidal disease is over the nasal bridge, behind the eye or in the temple, 
and in sphenoidal suppuration, in the middle of the head, behind the eye, on 
the vertex or in the occipital region. Tenderness can usually be elicited in 
frontal empyema by percussion over the anterior wall, and especially by 
os upwards against the floor of the cavity ; it is less marked in antral 

isease, in the canine fossa. Discharge into the nose is the most important, 
and often the only, symptom. A localised stream of pus in the nose, which 
reappears after removal, is, in the absence of a foreign body, conclusive 
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evidence of suppuration in an accessory sinus. The differentiation of the 
affected sinus is made by following the pus to its source with a probe and, in 
the case of the antrum, by tapping with a trocar and cannula. The antrum, 
frontal and anterior ethmoidal cells open into the middle meatus, and the 
posterior ethmoidal and sphenoidal into the superior meatus. Further 
assistance is afforded by transillumination and akiagraphy. Fetor, both 
subjective and objective, is often present, and a serious degree of ansmia 
and ill-health frequently results. 

Complications.—These include pharyngitis, laryngitis, bronchitis, and 
ositis media ; the swallowed pus causes various forms of gastrio and intestinal 
disorder, including appendicitis. Acute septicemia, and pywmia are rare, 
but symptoms of chronic poisoning are common, and include anemia, arthritis, 
fibrositis, and even mental aberrations. A very important series of com- 
plications results from extension of the inflammation to surrounding parts : 
orbital abscess or cellulitis, osteo-myelitis of the frontal bone, cerebral abscess, 
thrombosis of the cavernous sinus, paralysis of the oculo-motor nerves and, 
from the sphenoidal sinus, papilleedema and optie atrophy. 

Treatment.—This, in acute cases, consists in rest in bed, hot fomen- 
tations to the affected part, aperients, a light diet, and a few doses of 
aspirin. Inhalations of mentholised steam at frequent intervals are of value, 
and may be prepared by adding 10 drops of 25 per cent. solution of menthol 
in spirit to a pint of steaming water in an inhaler. In recent cases of antral 
da ea the cavity should be bapped with trocar and cannula and 
washed out with a warm saline lotion; this should be repeated daily or every 
two or three days, according to the severity of the disease, and will effect a 
cure in a large proportion of cases in an early stage. Frontal sinusitis has a 
greater tendency to spontaneous cure ; the anterior end of the middle turbina! 
may be amputated and occasionally a cannula can be passed and the cavity 
washed out. Cases which fail to recover under such treatment, and those of 
chronic suppuration, must be submitted to operation. 


SYPHILIS 


ConGENITAL SYPHILIS 


The early form appears at any time within 3 months after birth, usuall 
within the first few weeks. The symptoms, frequently called “ the snufiles,”’ 
are those of nasal discharge and obstruction ; the former may be thin and 
ichorous, or purulent and bloodstained, and is often associated with cracks 
and excoriations about the nostrils, upper lip and angles of the mouth ; the 
obstruction may cause attacks of chelang and frequently prevents the baby 
from taking the breast, and so produces wasting and malnutrition. These 
symptoms are not pathognomonic of syphilis, but may also be caused by 
eatarrhal and purulent rhinitis, therefore the diagnosis must be established 
by the concomitant lesions. 

The late form appears usually about the period of puberty, but may ocour 
at any time after the age of about 5 years. It is characterised by @ alow 
destructive gummatous infiltretion and ulceration, and the symptoms are 
those of nasa) catarrh and obstruction, frequently with fetor and crusting ; 
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this chronic rhinitis destroys the ciliated epithelium, and may thus cause a 
true atrophic rhinitis which persists after the syphilis has become quiescent 
orcured. Congenital syphilis is apt to produce a very characteristic “‘ saddle- 
back ” flattening of the beige of the nose. 


ACQUIRED SYPHILIS 


Primary chancre is very rarely seen on the ala of the nose, and is accome 
panied by bubo of the submaxillary and pre-auricular glands, and by much 
induration and swelling. 

sages syphilis does not produce noticeable symptoms in the nose ; 
there may be rhinorrhea and obstruction associated with hyperemia of 
the mucosa. 

Tertiary syphilis occurs usually in the form of a diffuse gummatous 
infiltration and ulceration, which may proceed to necrosis of any of the bony 
or cartilaginous walls of the nose; there is profuse purulent discharge, often 
bloodstained, which tends to dry into greenish-black crusts, the odour of 
which is extremely offensive. A locdisel¢ gumma may occur on the septum, 
where it forms a smooth round swelling projecting into both nostrils which, 
by its contraction after healing, produces a steep depression of the bridge 
just below the nasal bones. Syphilitic ulceration sometimes attacks the 
external parts of the nose, causing perforation of the ala, or destruction of the 
columella with a characteristic depression of the nasal tip. 

Diagnosis.—This seldom presents much difficulty ; the form with crust- 
ing and ozena imitates atrophic rhinitis, but in the latter there is never 
necrosis or decided ulceration—indeed intranasal necrosis may be considered 
pathognomonic of syphilis. A septal gumma has an appearance identical 
with that of a hematoma, but without the sudden onset and history of 
traumatism. Syphilitic perforations nearly always involve the bone, whereas 
those due to rhinitis sicca or lupus never do. Some cases of diffuse in- 
filtration resemble lupus; but in the latter there is no necrosis or offensive 
odour, the characteristic nodules are usually to be seen at the edges of the 
lesion, and other patches of lupus may be found on the skin or in the fauces. 
The chief difficulty of diagnosis lies between severe syphilitic infiltration and 
malignant disease, but it can usually be determined by the clinical appear- 
ance, especially by the characteristic edge of the syphilitic ulcer, by the 
examination of an excised portion, by the Wassermann reaction, and by the 
results of anti-syphilitic treatment. 

Treatment.—General treatment must be very prompt and energetic 
to prevent irremediable deformity, and should ordinarily be begun with the 
injection of henamine or of one of its congeners. Of local treatment, the 
lesions should be kept clean by frequent syringing with a saline lotion, to 
which lysol, sanitas or listerine may be added when the odour is offensive ; 
any necrosed bone must be removed as soon as it is loose. 


LUPUS AND TUBERCULOSIS . 


ZEtiology.—With the exception of the rare occurrence of tuberculous 
ulceration as a terminal infection in advanced phthisis, the lesions produced 
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in the nose by lupus and by tuberculosis are indistinguishable ; it appears 
that the tubercle bacillus finds in the nasal mucosa a medium unsuitable 
for its development, its virulence is diminished, and it can only produce 
the modified lesions known as lupus. It is possible, also, that this modifica- 
tion of the bacillus by sojourn in the nose is the ordinary cause of lupus ; 
at any rate it is frequently primary in the nares, whence it spreads to the 
fauces and larynx and on to the face and hands. The disease begins most 
often between the ages of 15 and 30, is twice as common in females 
as in males, and is usually seen in badly nourished people of the poorer 
classes. 

Symptoms.—The early lesions are found on the antero-inferior part of the 
septum, the nasal floor and the front end of the inferior turbinal, within 
teach of the finger-nail, which probably conveys the infection. The char- 
acteristic ‘“‘apple-jelly ’’ nodules are seen, with or without ulceration, the 
latter with rounded slightly raised margins, and tending to spread in some 
directions and cicatrise in others. The lesions are covered by small adherent 
scabs, and perforation of the septal cartilage is common. The ale often 
become involved with destruction of the margin or with perforation, and 
the nostrils may be much narrowed and deformed by scarring, while the 
lachrymal duct is frequently involved. The progress of the disease is ex- 
tremely slow and may continue over many years. The subjective symptoms 
are nasal obstruction with a slight sticky discharge. 

Diagnosis.—The nares should be examined in all cases of cutaneous 
lupus, for, if the disease remain unhealed in the nose, relapses will continually 
occur. In the majority of cases of nasal lupus the diagnosis is cleared up 
by the presence of lesions or scars on the face, fauces or larynx. The diffi- 
culties of diagnosis are from rhinitis sicca with perforation, and from syphilis. 
The typical brownish nodules are pathognomonic and can always be found by 
careful examination when the lesions are progressing ; they can be made 
more conspicuous by blanching the mucosa with adrenaline. The scabbing 
of rhinitis sicca quickly clears up under simple emollient treatment, while 
a lesions of syphilis are more rapidly progressive and tend to involve 

ne. 

Treatment.—The affected areas are defined by the application of 
adrenaline and thoroughly and carefully scraped away with a sharp spoon, 8 
general ansesthetic being employed if the lesions are extensive ; small lesions 
and recurrences are destroyed with the galvano-cautery. Nascent iodine 
by Pfannenstiel’s method may be employed ; sodium iodide is given in 7-grain 
doses six times a day, while the nose is packed with gauze kept moist with 
peroxide of hydrogen, 10 volume ali oo with 5 per cent. of acetic acid 
added ; when a marked reaction has been obtained this solution should 
be diluted to half its strength, the iodide being continued as before ; 
the treatment may have to be persisted in for several months. Radium 
is still under trial, and tuberculin has not established its value in this 
affection. 

Of general treatment, arsenic in full doses, fresh air, cod-liver oil and 
fattening foods are of value. Lupus does not show the same tendency to 
spontaneous cure in the nose as in the larynx; it is easy to obtain improve- 
ment, but complete cure is difficult. 
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TUMOURS OF NOSE 


Papilloma occurs on the skin lining the vestibule and differs in no respect 
from cutaneous warts elsewhere. On the nasal mucosa it is excessively rare, 
occurs usually on the septum, has a narrow pedicle, a rough red or greyish 
surface, and bleeds readily when touched; occasionally the growths are 
multiple and, when large, are difficult to diagnose from a malignant 
growth, but they do not erode bone; they tend to recur locally after 
removal. 

Fibroma, similar to the naso-pharyngeal fibromata, occurs, though 
rarely, a8 & smooth pink growth attached to the posterior region of the 
nares. It bleeds readily and spontaneously and demands great caution in 
removal. 

Angio-fibroma, or “ bleeding polypus of the septum,” is less uncommon. 
It varies from the size of a pin’s head to that of a filbert, is red or purple, 
smooth or finely lobulated, sessile or pedunculated, and grows from the 
anterior part of the septum. The prominent symptom is epistaxis, for the 
tumour bleeds freely and spontaneously. When pedunculated, it may be 
removed with the snare and the base cauterised ; when sessile, it should 
be stripped off the underlying cartilage with an elevator. Recurrence is 
common. 

Osteoma and enchondroma are extremely rare, usually grow from the 
ethmoid region and produce obstruction and deformity. 

Cysts.—Mucous polypi are occasionally cystic ; the so-called “ ethmoidal 
cyst ” is an enlarged oall tn the anterior part of the middle turbinal pressing 
on the septum and causing obstruction and headache. True cysts are some- 
times seen on the anterior part of the nasal floor, and arise from the roots of 
incisor teeth. When small, they may be treated by intranasal removal of 
part of the wall; when large. they should be dissected out from the gingival 
fold. Mucoceles are cystic dilatations of the antrum, frontal sinus, or an 
ethmoidal cell. 

Malignant tumours occur in all varieties : carcinoma, sarcoma, and endo- 
thelioma. Though they sometimes appear on the septum or nasal floor, the 
usual site of origin is the ethmoidal region. They tend to expand the bones 
of the face, producing a characteristic frog-like deformity, and they frequently 
invade the antrum and expand its walls, constituting a common variety of 
tumour of the upper jaw. The facial, palatine and orbital walls of the 
antrum may each he bulged outwards, the latter with displacement of the 
eyeball, and egg-shell crackling can sometimes be elicited. Sanioas discharge 
and free spontaneous hemorrhage are prominent symptoms and important 
for diagnosis. Surgical excision produces permanent cure in only a small 
proportion of cases ; better results, especially in endothelioma and sarcoma, 
are obtained by the implantation of radium. According to the situation of 
the growth, access is gained by opening the antrum through the canine fossa, 
by lateral rhinotomy, or for the lower part of the nose by an incision in the 
gingivo-labial fold from the molar teeth of one side to the other. 
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DISEASES OF THE NASO-PHARYNX 


ADENOIDS 


ZEtiology.—By this term is implied a chronic enlargement of the lymphoid 
tissue of the naso-ph , the “ pharyngeal tonsil” This is normally 
present in childhood and disappears by the age of 20 or thereabouts, but if 
chronically enlarged may remain up to any age. The precise stage at which 
the enlargement becomes pathological can only be determined by the symp- 
toms which it produces; these usually become manifest between the ages 
of 3 and 8, but occasionally show themselves at or soon after birth. The 
incidence of adenoids is universal, but they are most common in dam 
temperate climates, and chronic or recurrent nasal catarrh is the principa 
factor in the causation; the infectious fevers, particularly measles, scarlet 
fever, and diphtheria, are also a frequent cause of the hypertrophy. 

Pathology.—The adenoid, as it should really be called, or enlarged pharyn- 
geal tonsil, is a mass of lymphoid tissue of definite anatomical shape ; it is 
thickest above and tapers away below, and presents a series of ridges which 
radiate from below upwards and slightly outwards. In older patients the 
mass is firmer and more fibrous, and the ridges are often adherent in places, 
leaving deep clefts and furrows in which secretion can collect and decompose. 

Symptoms.—The symptoms of adenoids are many and various, and in- 
clude those due to nasal obstruction, those caused by infection and by the 
extension of inflammation, and reflex processes attributable to irritation and 
lowered vitality. In infants the nasal obstruction interferes with sucking 
and s serious degree of malnutrition will result unless the baby be carefully 
spoon-fed. Older children snore at night, breathe heavily in the day, and 
either bolt their food or eat very slowly owing to the necessity of breathing 
through the mouth. Owing to lack of oxygen the patients sleep restlessly, 
wake unrefreshed and often suffer from a peculiar inability to concentrate 
the attention sometimes called “‘ aprosexia.” Persistent nasal obstruction 
during the period of growth mechanically produces permanent deformities 
of the jaws and face which narrow the nasal passages, prevent the mouth 
from closing naturally and thus perpetuate mouth-breathing. When the 
mouth is habitually held open, the ale nasi are pulled downwards with the 
cheeks, and become narrow and slit-like and fall in like valves with each 
inspiration ; this “ alar collapse’ is an important cause of obstruction in 
neglected cases of adenoids. The palate is narrow and highly arched; the 
dental arch is narrow and V-shaped, so that the upper incisors, crowded 
and prominent, look outwards rather than forwards, and are not covered 
by the short upper lip; the lower jaw retains its infantile obtuse angle, and 
the lower incisors lie behind the upper; the chin is receding and, in the 
worst cases, when the molar teeth come into contact on biting, the incisors 
cannot meet. Only a proportion of cases of adenoids show these deformities, 
and there is, indeed, considerable uncertainty as to the importance of adenoids 
in their etiology ; undue softness of the bones, such as occurs in rickets, is 
doubtless an additional factor, and also in the causation of the malformations 
of the chest which result from the obstruction to the entry of air. The long 
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natrow unexpanded chest with acute costal angle and prominent ecapule 
is the commonest deformity. Harrison’s sulcus, a transverse depression 
corresponding to the attachment of the diaphragm ; pigeon-breast, a pro- 
minent sternum with depressed costal cartilages; and funnel-breast, a 
sharp depression at the lower end of the sternum, are also encountered. 

Vacous infective processes result from the spread of inflammation and, 
if the naso-pharynx be large, are not necessarily associated with nasal ob- 
struction. The terribly common catarrhal and suppurative affections of 
the ear in[children are, in an overwhelming majority of cases, the result of 
adenoids. Blepharitis and phlyctenular conjunctivitis are also associated 
with adenoid vegetations. Feverish attacks, often with tender enlargement 
of the cervical glands, are caused by infection of the pharyngeal and faucial 
tonsils, and tuberculous disease of the glands is usually due to passage of the 
bacilli through these portals; in such cases the tonsils and adenoids may 
remain unaffected or may themselves show tubercles under the microscope. 
Chronic or recurrent bronchitis frequently results from the infection spreadin 
to the lower air-passages. The mucus secreted by the adenoids is swallowed 
in large quantities, and produces derangements of stomach and intestines 
with failure of growth and general health. Finally, mouth-breathing pre- 
disposes to dental caries. The irritation of these vegetations, and their 
effect on respiration and the general health, account for numerous reflex 
and nervous disturbances. Among them may be enumerated laryngitis 
with spasm called “laryngitis stridula,” spasm of the glottis without laryn- 
gitis or “ laryngismus stridulus,” stammering, reflex cough, asthma, night 
terrors and nocturnal enuresis; 1t should be stated that the latter disorder 
is by no means always to be cured by removal of the concomitant adenoids, 
and that in general too much stress must not be laid upon the presence of 
adenoids as the causative factor im all these reflex disturbances. 

Diagnosis.—In the majority of tractable children a view of the naso- 
pharynx can with patience be obtained with a good hght and a very small 
rhinoscopic mirror, when the upper part of the septum and the concavity 
above it are seen to be occupied by an irregular convex mass. Where this is 
impossible a rapid ree examination may be required; this is extremely 
unpleasant to the little patient, and may be postponed, in those cases where 
the tonsils are sufficiently large to call for removal, until the child is aneesthe- 
tised. Similarly, in very frightened, intractable children, if the symptoms 
ane strongly to adenoids it is wiser to give an anesthetic for examination, 

eing prepared to remove the vegetations if present. In the mongolian type 

of idiocy the tongue is large and the mouth persistently open, and in micro- 
cephaly the extremely undeveloped naso-pharynx causes nasal obstruction ; 
cases of both these types of maldevelopment are often brought to the doctor 
in the hope that removal of their adenoids will cure their “ backwardness,” 
and care should be taken not to fall into the error of performing a useless 
operation, though if a well-marked adenoid be present it should be removed 
under a guarded prognosis. On the other hand, adenoids can be present 
and produce serious secondary effects without causing nasal obstruction or 
any appearance of the typical “ adenoid facies.” 

Treatment.—The normal naso-pharyngeal tonsil becomes swollen d 
a coryza, and such temporary swelling should not be diagnosed aa “ adenoids, 
by which term chronic hypertrophy is understood, and does not call for 
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removal provided that it subsides promptly, does not frequently recur, and 
is not associated with otitis media or other important complications. In 
such cases, and when the only symptom is & mild catarrh, the regular use of a 
simple warm saline lotion with a rubber ball-syringe (see p. 1086) will often 
effect a cure ; in children below the age of 5 or 6 syringing is apt to be difficult 
and the lotion may be used in a spray, while in infants it 1s best to drop it into 
the nostrils from a small pipette like the filler of a fountain-pen. This treat- 
ment should be combined with open air—if cee a change to the seaside 
or a bracing country district—cod-liver oil, iodide of iron, or arsenic. Breath- 
ing exercises are of great value in these slight catarrhal cases, but only do 
harm where there is marked obstruction. 

When the enlargement frequently recurs or has gone on to chronic hyper- 
trophy, operative removal is the m6 treatment, and this is especially called 
for when any aural symptoms supervene, or when cervical adenitis is present. 
After operation the general treatment referred to above is valuable, but the 
nose should on no account be syringed until healing is complete, as this 
encourages aural complications. If the ale nasi are collapsing, or the chest 
narrow, breathing exercises are of use, but healthy open-air occupations are 
more useful still. In patients in their teens, or upwards, turbinal hypertrophy 
has not infrequently resulted ; the surgeon should be prepared to snare off 
enlarged posterior ends of the inferior turbinals at the time of the operation, 
and intranasal cauterisation may be required later. 


TUMOURS 


Innocent tumours in the naso-pharynx are exceedingly rare; the so-called 
“ choanal polypus ” is a variety of nasal mucous polypus which hangs into 
the naso-pharynx from a long pedicle attached within the naris. 
Fibroma of the naso-pharynx, or naso-pharyngeal polypus, occurs usually 
in males between the ages of 10 and 25, grows by a broad pedicle from the 
riosteum of any part of the walls of the naso-pharynx, usually from the 
asi-sphenoid, and forms a smooth, rounded, pink mass which fills the naso- 
pharynx and sends prolongations into the nasal cavities. The palate is 
pushed downwards, the bones of the face expanded, and the yabells separ- 
ated and displaced, producing the “ frog-face” deformity. The cardinal 
symptoms are nasal obstruction and discharge, with headache and severe 
epistaxis ; aural complications may follow, or the eyes may be involved, with 
diplopia, exophthalmos and ig pee of the optic nerve; and, finally, 
death results from exhaustion, hemorrhage, sepsis or cerebral invasion. 
Histologically the tumour is composed of fibrous tissue containing numerous 
thin-walled blood vessels and a variable admixture of round or fusiform cells, 
so that in some cases it might be described as a fibro-sarcoma ; but it is not 
truly malignant, for it neither involves the glands nor becomes disseminated, 
though there is a tendency to local recurrence after removal. 
Radium has proved of considerable value in reducing the size and vascu- 
larity of these growths, as a preliminary to operation. 
; tumours are not common in the naso-pharynx, but epithelioma, 
sarcoma and endothelioma all occur. The early symptoms are chiefly pains 
of a neuralgic character and those produced by Eustachian obstruction ; 
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later, epistaxis, nasal obstruction, secondary involvement of glands and 
affections of the eye and cranial cavity may appear. Surgical removal is 
rarely feasible, but sarcomata and endotheliomata in this region sometimes 
yield remarkably to treatment by radium. 

Haroitp 8. BaRWELL. 


DISEASES OF THE LARYNX 


ACUTE CATARRHAL LARYNGITIS 


Etiology.—The affection ordinarily occurs as part of a coryza, or cold, 
the inflammation spreading downwards from the nose or naso-pharynx. It 
is also caused by over-use of the voice, especially with faulty voice-production, 
and frequently a slight catarrh is made worse by using the voice during a 
cold. It occurs in many infectious fevers, e.g. influenza, measles, scarlet 
fever, typhoid and small-pox, and it is occasionally a result of traumatism, 
instrumentation, or the inhalation of irritating fumes in chemical works or 
of the gases used in warfare. eos causes are chiefly those factors 
which favour attacks of coryza, such as nasal obstruction or discharge, 
sedentary occupations and overheated rooms; apart from local tuberculous 
lesions,consum ptives are very subject to laryngeal catarrh. 

Symptoms.—The symptoms consist of hoarseness or aphonia, local 
discomfort varying from dryness or tickling to a burning sensation or actual 
pain, and irritable cough. There is little expectoration, unless the trachea 
and bronchi are involved. At the onset there may be slight feverishness 
and malaise. The degree of hoarseness is by no means proportionate to the 
objective appearances; the voice may be quite good in cases of decided 

remia, and may be completely lost when little abnormal is to be seen. 
This depends largely on the neuro-muscular tone; o muscular man will 
retain a strong voice with a degree of inflammation which would render a 
weakly woman completely aphonic—indeed some women lose the voice with 
every slight cold, so that 1t becomes difficult to differentiate between laryngeal 
catarrh and “ functional aphonia.” On the other hand, in some voice-users 
redness of the cords appears to be the normal condition and causes no inter- 
ference with function. This variable effect on the voice is to be observed in 
all forms of laryngeal disease. In children, acute laryngitis is a serious 
affection. They show a far greater tendency to oedema and to spasm, and 
as the glottis is not only absolutely but relatively smaller than in adults, a 
dangerous dyspnoea may ensue with great rapidity. The larynx is reddened, 
and this is most obvious on the parts usually on kale epiglottis and vocal 
cords, the vessels on the former being unduly prominent. The cords may be 
red, pink, yellowish, or merely have lost their a pearly lustre. A small 
amount of mucous secretion is generally present, but no large accumulations 
or strings of mucus, such as are seen in chronic laryngitis. There is often a 
little swelling of the cords so that, on phonation, their edges come into 
contact at the centre; this explains how singers’ nodules are caused by use 


of the voice during a laryngitis. 
Treatment. — People suffering from the slighter degrees of laryngitis 
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rarely apply for treatment, unless they are professional voice-users. The 

tient should remain in a warm (65° F.), well-ventilated room, preferably 
in bed, and must not attempt to use the voice. The coryza, # resent, 
should be treated at the same time. Steam tnhalations are of value and 
may be used from an inhaler or from a jug round the mouth of which a towel 
has been wrapped in the shape of a cone. The water should be at a tem- 
perature of 130° to 140° F., and one of the following medicaments may be 
added in the proportion of one drachm to the pint: Compound tincture of 
benzoin (Friar’s balsam) fl.oz. 1, with or without menthol, grs. 10-15; or benzoic 
acid, grs. 3, kaolin, grs. 12, tincture of tolu, min. 18, and water to fl. oz. 1, these 
being sedative, while oleum pini sylvestris, min. 40, magnesii carb. levis, grs.,20, 
water to fl.oz. 1 is mildly stimulating. Steam inhalations should only be 
ordered when the patient can remain in a warm room; when he is not con- 
fined to the house, or in a later stage, an oily solution from an atomiser is 
preferable, such as menthol, grs. 7, camphor, grs. 3, chlorbutol, grs. 5, liquid 
paraffin, fl. oz. 1. Internally, expectorants are indicated; tinctura ipeca- 
cuanhes, min. 10, or vinum antimoniale, min. 5, potassium iodide, grs. 2 or 3, 
ammonium carbonate, gr. 4—singly or in combination—or ammonium 
chloride, grs. 5, or oil of cubebs, min. 5 in syrup, every 4 or 6 hours. If cough 
is severe it should be restrained ; a lozenge of morphine and ipecacuanha 
is useful, or a linctus containing diamorphine hydrochloride, gr. ;',, or liquor 
morphing, min. 2 to 4 to each drachm. 

The acute laryngitis of children calls for prompt treatment. One or two 
grains of calomel may be given every 3 hours until the bowels have acted 
freely, after which it may be continued in 4-gr. doses three times a day. 
Hot fomentations to the neck and a steam-kettle are advisable, and in acute 
febrile cases, 1 minim each of tincture of aconite and vinum antimoniale 
every 3 hours. If dyspnoea occurs, an emetic dose of ipecacuanha often 
gives ar relief ; 60 minims of the tincture followed by 30 minim doses 
every half-hour until vomiting occurs: in very young or weakly children, 
15 minims every quarter-hour is to be preferred. 


SPASMODIC LARYNGITIS 


Synonym.—Laryngitis Stridula. 

This is simply catarrhal laryngitis with spasm of the glottis as a marked 
feature. It is a disease of childhood and is predisposed to by general ill- 
health, rickets and adenoids. - The onset is that of an ordinary cold, with 
slight feverishness, hoarseness and a frequent cough, and during the evening 
or night the respiration becomes embarrassed. There is inspiratory stridor, 
recession of the epigastrium and lower ribs and, in some cases, an alarming 
degree of asphyxia. The symptoms tend to subside towards morning and, 
though they may recur on the next few nights, it is usually with diminishing 
severity. The condition should be distinguished from laryngismus stridulus, 
in which there is no hoarseness or other symptoms between the attacks. 
The evanescence of the symptoms serves to distinguish it from cedematous 
laryngitis and from diphtheria, in which the attacks become increasingly 
severe. The general health a ie attention, and adenoids, if present, 
must be removed after recovery has taken place. . 
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(EDEMATOUS LARYNGITIS 


Synonym.—(Edema of the Larynx. 

fEtiology.—Cidema of the larynx is not a disease but a pathological 
condition due to a variety of causes. Non-inflammatory cedema may be 
mentioned here for the sake of completeness; it occurs, though rarely, as 
part of the general anasarca of renal and cardiac disease, Angio-neurotic 
cadema sometimes occurs in the larynx, in which event it produces rapid and 
sometimes fatal dyspnmwa (see p. 1074). The swelling which occasionally 
results from administration of potassium iodide in susceptible subjects may 
be placed in the same category. 

nflammatory cedema seldom results in adults from a simple catarrh, 
but It may do so in children ; it more often occurs as part of an acute septic 
infection of the pharynx, trachea and bronchi, “‘ acute fulminating laryngo- 
tracheo-bronchitis.” (idema may follow various forms of traumatism, the 
drinking of corrosive poisons, inhalation of irritating vapours, such as the 
poison gases of warfare, the lodgment of foreign bodies, or rough or unduly 
prolonged bronchoscopy. Scalding, from attempts to drink from a kettle- 
spout, 18 a common cause among children. In other cases it is a sequela of 
typhoid fever, pneumonia, scarlet fever or small-pox, and is a local com- 
plication of syphilitic, tuberculous, cancerous or traumatic ulceration. 

Symptoms.—TIf part of a septic pharyngo-laryngitis, the general symptoms 
are severe. The chief local symptom is dyspnea with inspiratory stridor 
and the associated symptoms of asphyxiation ; there is hoarseness or aphonia, 
local discomfort and tenderness, and sometimes dysphagia. The aryteno- 
epiglottidean folds are enormously swollen, appearing as pale or purple 
translucent flask-shaped masses; if the epiglottis be cedematous it forms a 
sausage-shaped swelling of the same appearance. The mucosa of the vocal 
cords is too adherent to permit much swelling, and ‘‘ edema of the glottis ”’ 
is therefore a misnomer. The subglottic region is lax and may become 
swollen ; indeed, the edema may be confined to this region and then appears 
as a red swelling below each vocal cord. In children oedema may be inferred 
from the steadily increasing dyspnoea without the rapid increase and decrease 
typical of spasmodic laryngitis. 

Treatment.—In slight cases, the swelling may be reduced by sucking 
ice and by the application of an ice-bag to the neck ; the latter is inadmis- 
sible in young ahikdean: A spray of adrenaline, 1 in 1000, may be used. 
Hypodermic injections of pilocarpine, gr. 3, are recommended and, for the 
cedema produced by iodides, large doses of bicarbonate of soda. Free scarifica- 
tion of the cedematous tissues at the upper aperture should be practised 
without undue delay ; in adults this should be done with a laryngeal lancet 
under guidance of the mirror, but in children it is best performed with a 
curved bistoury guarded to near the point with strapping and passed down 
along the left forefinger as a guide. If this does not give quick relief, or if 
the dyspnosa be severe, tracheotomy should be performed without delay. 
Intubation is not suitable for cases of oedema of the upper aperture of the 
larynx, though it may be employed for subglottic cases, provided that skilled 
attention be immediately available should the tube be coughed out. Angio- 
neurotic oedema should be treated by a spray of adrenaline, and the same 
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drug, or a colloidal preparation of calcium, may be injected hypodermically ; 
tracheotomy may here also be required. 


MEMBRANOUS LARYNGITIS 


The formation of false membrane in the larynx is nearly always part of 
an attack of diphtheria, which is discussed elsewhere, but by the term “ mem- 
branous laryngitis’ is implied a formation of membrane of non-diphtheritic 
origin, Apart from traumatic cases, due to irritating chemicals and scalds, 
inflammation of the larynx accompanied by membrane may be caused by 
streptococcal infection. The affection occurs especially in children between 
the ages of 2 and 8 years. The first symptom is hoarseness, soon followed 
by a brassy cough and the signs of dyspnea; the patient is restless and the 
temperature rises rapidly to 103° or 104°. In some cases, however, the 
disease takes a subacute form, the attacks of dyspnoea being worse at night 
and abating towards morning. The diagnosis from diphtheria is only possible 
by bacteriological examination, and pending the report the case should be 
treated with antitoxin; but it may be noted that the pharynx is nearly 
always involved in diphtheria, whereas in membranous laryngitis the di 
is often primary in the larynx. The prognosis is grave, worse than that 
of diphtheria since the introduction of antitoxin. An emetic dose of 
n wage tgen should be given, and a steam-tent and hot fomentations to 
the neck are advisable. Calomel treatment is recommended ; 1 or 2 grains 
every 3 hours until the bowels have acted freely, and subsequently 1 grain 
three or four times a day ; the sulphanilamide group of drugs will doubtless 
be of value in this, as in other streptococcal infections. Tracheotomy or 
intubation must not be delayed when there is serious dyspnea. 


CROUP 


Croup is an expression which dates from a period when the diagnosis of 
diseases of the throat was less exact than now but, as it is still in occasional 
use, it may well receive a definition in this place. The term can be used to 
cover any rie aeanae obstruction or obstructive dyspnoea, especially in 
children, but 1s usually limited to acute affections and therefore does not 
ordinarily include such conditions as multiple papillomata, congenital web 
or cicatricial stenosis. Croup may thus be caused by various inflammato 
affections such as cedematous laryngitis, membranous laryngitis (bo 
diphtheritic and non-diphtheritic), spasmodic laryngitis and retropharyngeal 
abscess, or by such reflex disturbances as laryngismus stridulus and spasm 
of the glottis, and is in fact descriptive of a symptom rather than of a disease. 


CHRONIC LARYNGITIS 


ZEtiology.—The causation is similar to that of acute catarrhal laryngitis; 
indeed, chronic laryngitis is often the result of recurrent or persistent acute 
eatarrh. The principal factors which predispose to chronicity are nasal 
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obstructions and discharges, dusty occupations and lack of fresh air, over-use 
of the voice and faulty voice-production, and the abuse of alcohol or tobacco ; 
consumptives are particularly liable to non-specific catarrhal laryngitis, and 
oral sepsis must not be omitted. Almost any cause of general ill-health 
may be included among the predisposing causes, such as gout, rheumatism, 
anemia, and gastro-intestinal, cardiac and hepatic disorders. 

Symptoms.—The only constant symptom is impairment of the voice, 
which is hoarse, easily tired or even, though rarely, completely aphonic; it is 
sometimes weakest when tired in the evening, but is often at its worst on 
rising in the morning or after a rest. There is frequently a sensation of 
aching, dryness, tickling or of a lump in the throat, and there is usually 
some cough, but little expectoration unless the trachea and bronchi are 
involved. 

The objective appearances vary with the severity of the affection. The 
larynx generally is of a deeper red than usual, and the vocal cords have 
lost their normal pearly lustre and are pink or grey; they are usually some- 
what thickened at the edges, and enlarged vessels may be visible on their 
surface; the vocal processes are often prominent and may be reddened or 
show up white against the hyperwmic cord. Strings of sticky secretion may 
stretch between the cords, or a little globule of mucus may form on the 
centre of the cord during phonation; adduction is frequently imperfect. 
When the epiglottis is reddened, its yellow edge stands out clearly and 
enlarged vessels are visible; the ventricular bands are often swollen so as 
to hide the outer part of the cords. The mucous membrane in the inter- 
arytenoid space, thickened and relaxed, is seen to be thrown into folds on 
adduction of the cords, and may form a mass large enough to prevent their 
approximation. 

Atrophic rhinitis usually produces a form of inflammation, laryngitis 
steca, in which small brown scabs adhere to the cords and posterior com- 
missure, but occasionally the disease itself spreads to the larynx, which is 
covered by large greenish or brownish-black fetid crusts; more rarely still 
the crusts extend into the trachea and cause severe dyspnoea, which may 
prove fatal. 

Pachydermia laryngis is ® somewhat rare variety of chronic laryngitis, 
occurring principally in middle-aged men. It is frequently ascribed to 
alcoholism, perhaps on insufficient grounds, to syphilis and to tubercle ; 
the diagnosis between pachydermia and these two diseases is, however, 
often a matter of difficulty. The characteristic epithelial thickenings are 
probably of the nature of corns, resulting from ee cough and continued 
irritation. There is hoarseness of a rough raucous character, but no particular 
discomfort. The epithelial thickening is pink or whitish and occupies the 

osterior or cartilaginous region of the eon from the vocal processes 
ackwards to the posterior commissure. circumscribed swelling appears 
on each vocal process, with a small cup or ial eaales at the apex; the 
approximation of the cords is better than would be expected, because the 
prominence on one vocal process fits into the depression at the other. The 
epithelium of the inter-arytenoid space is thrown into ridges, which fill up 
e angles between the arytenoid and the posterior commissure, but leave 
@ depression in the middle line. These firm, opaque, symmetrical swellings, 
without ulceration, are distinguishable from the soft irregular granulations 
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of a tuberculous lesion, and the cup-shaped swelling on the vocal process, even 
when more marked on one side, should not be mistaken for an early 
epithelioma. 

Treatment.—The detection and correction of the stiological factors 
are the most important part of treatment. Any constitutional disturbance, 
such as anwmia, rheumatism, gout or dyspepsia, should receive attention. 
Over-indulgence in tobacco or alcohol, lack of ventilation and exposure 
to dust must be considered, and with teachers the black-board chalk is a 
common source of irritation. 

Incorrect voice-production is a factor of great importance especially, but 
by no means exclusively, among those who use the voice largely in their 
occupations; in such, a course of lessons in voice-production often works 
wonders. In a large proportion of cases the primary cause of the laryngitis 
is to be found in the nose, therefore any source of nasal obstruction, catarrh 
or suppuration must be carefully looked for and treated ; any concomitant 
pharyngitis should also receive attention. 

Locally, treatment must begin with rest of the voice, which should be 
absolute in the case of professional voice-usera. Where there is much secre- 
tion a saline lotion may be used in a spray—sodium bicarbonate, borax, 
sodium chloride, 10 grains of each, thymol water, 120 minims, glycerin, 
60 minims, water to 1 ounce. Oily solutions are usually preferred, such 
as menthol, 5 grains, camphor, 2 grains, chlorbutol, 5 grains, or oil of euca- 
lyptus, pine or gaultheria in similar proportions, to an ounce of liquid paraffin. 

he direct application of pigments is not often called for, and is te be recom- 
mended only when pachydermatous changes are present; in such cases the 
cautious ony of a solution of nitrate of silver on a cotton-wool mop 
once a week may be tried, beginning with 5 grains to the ounce and increasing 
the strength gradually to 50 or more grains. Dundas Grant advises an 
alcoholic solution of salicylic acid, beginning with 1 per cent. and increasing 
to 6 or 8 per cent. 

Internally, smali doses of potassium iodide, 2 or 8 grains, or the yellow 
yn of mercury, ;', grain, three times a day over long periods, is 
of value. 


CONGENITAL LARYNGEAL STRIDOR 


In this condition there is an exaggeration of the infantile shape of the 
upper aperture of the larynx; the epiglottis is sharply folded laterally, the 
ary-opigiottic folds are almost in contact, and the opening is thus reduced to 
a narrow vertical slit. As these parts are very flaccid in infancy, they become 
sucked together during inspiration and, by their vibration, produce the 
characteristic stridor. This stridor is noticed very soon after birth, it is in- 

iratory, of a sae crs purring or even musical character, and is most marked 
ing active breathing and crying. The voice is unaffected, and there is 
remarkably little eign of dyspneea or distress. These characteristics distin- 
ish the condition from other forms of obstraction found in infants, such as 
ngeal webs or papillomata, or “ thymic asthma.” It tends to disappear 
during the second year of life, but the prognosis must be guarded in early 
i , for an attack of bronchitis is mere than ordinarily dangerous and 
kills a proportion of these patients. 
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SYPHILIS 


CONGENITAL SYPHILIS 


The early, or secondary, form appears in the first few months of life and is 
rarely recognised, but it may be suspected when the cry is hoarse in an 
infant with active syphilitic lesions. 

Tertiary lesions are rare, and usually make their appearance about 
deed less often during the second dentition. The disease takes the 
orm of diffuse infiltration with or without ulceration; the swelling may 
produce obstruction, and rarely cicatricial stenosis may ensue. The symptoms 
are stridor with hoarseness, and tracheotomy may be required. 


ACQUIRED SYPHILIS 


Symptoms.—Secondary lesions are superficial, cause no symptoms but 
hoarseness, and seldom come under observation. The commonest manifesta- 
tion is an erythema which differs from that of catarrhal laryngitis by being 
more uneven and patchy in its distribution, and may affect one cord, leaving 
the other normal. Mucous patches are occasionally found on the cords or 
on any part of the larynx, appearing as superficial erosions with a smooth 

yish base and a sharply defined hyperemic margin. The fauces are nearly 
always affected at the same time. 

Of tertiary lesions, the superficial serpiginous ulcer is occasionally seen 
with the same characters with which it more commonly appears on the 
fauces. Diffuse infiltration may attack any part of the larynx, but chiefly, 
In contra-distinction to tuberculosis, the anterior regions, such as the epiglottis 
and the front parts of the vocal cords. Subglottic infiltration 1s fairly 
frequent and abduction of the cords often limited, so that stenosis is much 
commoner than in tuberculous disease. The typical circumscribed gumma 
is distinctly rare ; it is single, unilateral, and attacks especially the epiglottis 
and arytenoids, and usually breaks down rapidly to form a deep excavated 
ulcer, which may result in perichondritis, exfoliation of cartilage, and, 
ultimately, in severe cicatricial stenosis. The subjective symptoms are 
hoarseness, of a peculiar rough “‘ raucous ” character, and sometimes dyspnoea 
with stridor ; pain is in general not a prominent symptom, but a gumms on 
the upper aperture may cause severe dysphagia. 

Diagnosis.—From tuberculous disease the diagnosis is diseussed under 
that heading (see p. 1107). From epithelioma a gumma is distinguished 
by its more rapid evolution ; the edge of an epithelioma is thick and sverted 
and its base nodular, whereas these characters are less marked in syphilitic 
ulceration, the margin of which is hypersmic and frequently sharply cut ; 
while other parts of the larynx or fauces often show syphilitic lesions. The 
i infiltration of secondarily involved glands is characteristic of malignant 

sease. 

Treatment.—General treatment is urgently called for to prevent peri- 
chondritis and stenosis. Local treatment is not often required. Trache- 
otomy should be performed when decided dyspnma is present; it seems to 
aid the recovery of the larynx, and the tube can often be omitted in a short 
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time, when anti-syphilitic medication has removed the obstructing lesion. 
Necrosed pieces of cartilage must be removed by internal or external opera- 
tion, and insufflations of orthoform are indicated when dysphagia is present. 


LUPUS 


Lupus in the larynx is comparatively rare, and is probably always second- 
ary to the disease in the nasal passages. 

Symptoms.—The lesions begin on the epiglottis and slowly spread along 
the aryteno-epiglottic folds; the interior of the larynx is less often attacked 
and the cords usually escape. The infiltration is composed of tiny red nodules, 
which develop the typical “‘ apple-jelly ” centre and break down to form 
multiple coalescent shallow ulcers, the smooth base covered by a scanty 
secretion and with indefinite uninflamed margins. Cicatricial contraction 
goes on during the progress of the affection, and the epiglottis, if not destroyed, 
is usually much deformed ; but the scars are less thick, and the contraction 
leas severe than in syphilis, and marked stenosis is less common. 

Treatment.—The disease shows a decided tendency to spontaneous cure, 
and in many cases of cutaneous lupus the scars of healed disease can be seen 
in the larynx. Open-air treatment, as carried out in a sanatorium, with 
good food, moderate exercise, and cod-liver oil suffices to cure most cases. 
Arsenic, in large doses, appears to have a specific effect, starting with 6 minims 
of liquor arsenicalis 3 times a day and increasing the dose gradually to 
15 or more minims. Local treatment should be reserved for those cases 
which general measures fail to cure. If the lesions are confined to the epi- 
glottis, this may be removed ; for more diffuse infiltration repeated galvano- 
cautery puncture gives the best results, but over-zealous application will 
promote stenosis. Good results have been reported from the use of radium, 
applied externally to the neck in the form of plates. 


TUBERCULOSIS 


ZEtiology.—Primary tuberculosis of the larynx is so rare as to be of no 
practical importance; in the overwhelming majority of cases the disease 
ig secondary to pulmonary tuberculosis, of which it is a common and im- 
portant complication. It is probably caused by infection from the sputum, 
is two or three times commoner in men than in women, and is most frequent 
between the ages of 20 and 40. St Clair Thomson finds that the difference 
in sex-incidence is occupational, and that women working in office and 
factory are as susceptible as men. 

Symptoms.—The disease attacks, in order of frequency, the vocal cords, 

noid region, inter-arytenoid space, ventricular bands and epiglottis; 
in general the lumen is invaded before the ity aperture, and the posterior 
estat than the anterior parts of the larynx. The typical infiltration is finel 
nodular, pallid and soft in appearance; ulcers are shallow, with a smoot 
speckly base and pale ill-defined margin. On the vocal cord the disease 
chiefly attacks the posterior half and especially the vocal process, where 
ulceration readily reaches the underlying cartilage and may produce a deep 
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triangular excavation. Thickening in the inter-arytenoid region is common ; 
infiltration of the arytenoids results in typical pale semi-translucent flask- 
shaped swellings, while the epiglottis appears as a firmer red sausage-shaped 


Of subjective symptoms, the hoarseness is very characteristic, the voice 
being weak and effortless and very different from the raucous voice of syphilis. 
Cough and expectoration are mostly due to the pulmonary disease and not 
in any considerable degree to the larynx. Pain on swallowing is common 
and often very intense; there may also be actual obstruction to degluti- 
tion and, in a late stage, entry of food into the larynx. Dyspnoea is 
rare. 

Diagnosis.—Although signs of pulmonary tuberculosis are helpful in 
diagnosis, it is obvious that any kind of laryngeal disease may occur in a 
consumptive patient. 

From simple laryngitis.—In the earliest stage of invasion tuberculous laryn- 
gitis may exactly resemble catarrh, but redness of one cord only is certainly 
not due to catarrh, and the latter quickly improves under treatment. The 
swollen arytenoids of cedematous laryngitis are less pale and more transparent, 
while the affection is acute and the entire larynx inflamed. Inter-arytenoid 
infiltration resembles pachydermia, but the latter is opaquely white, firm 
and symmetrical. 

From lupus, typical tuberculosis differs completely. The former is pain- 
less, affects first “he epiglottis and upper aperture, is never accompanied 
by cedema, and tends to cicatrisation. But there is a chronic “lupoid” 
form of tuberculous laryngitis which attacks the epiglottis and is very 
similar to lupus. 

From syphtls.—The tuberculous ulcer has an ill-defined margin without 
surrounding hyperemia; the base has a yellow speckled appearance, and 
on healing there is little scarring or contraction. The superficial syphilitic 
ulcer has a well-defined hyperemic margin, with a smooth, flat base; the 
deep ulcer is “crateriform,”’ with thickened punched-out edge, and, on 
healing, leaves a dense scar and marked deformity. In general, syphilitic 
lesions attack the anterior half of the larynx, tuberculous the posterior ; 
the former look firm and dense, the latter soft, translucent and ill- 
defined. 

From neoplasms.—Only the rare tuberculomata resemble innocent 
tumours. Occasionally tuberculosis attacks one vocal cord in an elderly 
ae and may then easily be mistaken for epithelioma (see 

. 1111). 
Prognosis.—Any tuberculous lesion of the larynx renders the prognosis 
of a case of pulmonary tuberculosis much more serious. A considerable 
number of the superficial lesions become healed ; but it is doubtful if any 
cases of extensive infiltration recover, with the exception of a few 
rare instances where it is confined to the epiglottis and can be entirely 
removed. 

Treatment.—Tuberculous laryngitis is but a complication of pulmonary 
tuberculosis, and by far the most important part of the treatment is that of 
the general infection. For the laryngeal lesions the most valuable remedy 
is complete silence, but it is a severe and depressing measure and should 
not be insisted on unless there is a prospect of cure; the pain and irritation 
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in advanced cases are, however, often relieved by vocal rest. Any concomitant 
catarrh should receive attention; an oily spray containing menthol and 
chlorbutol (7 grains of each in an ounce of liquid paraffin) is valuable, and 
irritable cough should be relieved by a simple lozenge, or, if severe, by heroin, 
yz gt. or less in a lozenge or inctus. Attempts to cure by active local treat- 
ment must only be made when the pulmonary lesions are quiescent or pro- 
gressing towards arrest, the general health good, and the local lesions not very 
extensive. Of these methods the galvano-cautery is the most generally 
useful, and may be employed to the surface of superficial ulcers, or as 
multiple puncture of infiltrated areas. Chemical caustics may be applied 
to ulcerated surfaces, especially on the cords and posterior commissure ; 
lactic acid, 60 to 80 per cent., may be used, or Lake’s mixture of lactic acid 
50 per cent., formalin 7 per cent., and phenol 10 cent. Ulcers covered 
with sprouting granulations may be curetted, and occasionally infiltration 
of the epiglottis or arytenoid may be removed with punch-forceps. 

In advanced cases the dysphagia is so distressing that its relief is of great 
importance. For this purpose the most valuable drug is orthocaine 
(orthoform), which may be combined in equal proportions with benzocaine 
(aneesthesine) ; it is an insoluble non-toxic powder and is used as an in- 
sufflation in doses of 3 to 5 grains half an hour before meals; patients 
readily learn to inhale it into the throat through a glass tube. Cocaine 
and morphine should be reserved to the last stages. When the dysphagia 
is due to infiltration of the epiglottis, the greatest relief is afforded by its 
removal under cocaine with special punch-forceps; and when the pain is 
caused by a tense swollen arytenoid, the removal of a piece with punch- 
forceps relieves tension and gives similar relief. Injection of alcohol into 
the superior laryngeal nerve is a useful method of alleviating pain in cases 
of extensive disease. Tracheotomy is seldom required, and tuberculous 
infection of the wound is common after this operation. 


TUMOURS 


INNOCENT TUMOURS 


Singer's nodules are inflammatory epithelial thickenings, and may be 
considered as a form of pachydermia. They are found in teachers and 
speakers, rather than in singers, and are caused by faulty voice-production 
and, especially, by forcing the voice when the cords are inflamed. The 
appearance is that of a minute pink or whitish nodule on the edge or upper 
surface af the vocal cord, surrounded by a varying amount of injection ; 
there is usually a nodule symmetrically placed on each cord, but it is frequently 
larger on one side than on the other. The place where the growth occurs, 
and which is also the “ seat of election” for other innocent tumours, is at 
the junction of the anterior and middle thirds of the glottis, that is, in the 
centre of the true vocal cord, for the posterior third of the glottis is cartila- 

inous. It is here that the cord, if swollen, comes into contact with its 
on phonation. 

Fi ocour usually on the vooal cord on the same site as the singer’s 
nodule, of which they are in some cases probably a development; or at the 
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anterior commissure. They are pedunculated, smooth and round, white, 
pink, or brown from extravasation of blood, and vary from the size of a pin’s 

ead to that of a bean. These growths not infrequently become cedematous, 
when they appear translucent ues a nasal polypus, and have been incorrectly 
described as myxomata. 

Papillomata are reddish, papillary, pedunculated growths, and occur any- 
where on the larynx, but, when single, generally occupy the “ seat of election ”’ 
on the vocal cord, and are seldom found on the posterior half of the glottis. 
Multiple papillomata occur especially in childhood and, as they present 
special characteristics, will be considered separately later. 

Cyste.—A fibroma may degenerate with the formation of a cystic space 
in itsinterior. Apart from this, cysts, which may reach a large size, are found 
as a rarity on the upper aperture of the larynx, especially on the anterior 
surface of the epiglottis. They are thin-walled and translucent, with ramify- 
ing vessels running over the surface. 

Angtomata occur, though rarely, on any part of the larynx either as a flat 
patch or a raised purple mass resembling a blackberry. 

All innocent neoplasms are rather uncommon; in addition to those 
already mentioned, ipomata, chondromata and thyroid-gland tumours have 
been observed. , 

Symptoms.—A tiny growth situated on the vocal cords, or in such a 
situation as to prevent their approximation, causes hoarseness and a variable 
amount of aching and discomfort, but even a large tumour elsewhere may 
cause no symptoms to attract attention. Dyspnoea results in rare cases 
when a@ neoplasm is large enough to block the air-way, but it is astonishing 
how slight a disturbance may be produced by a large tumour if it has grown 
slowly ; inspiration is more difficult than expiration, except when the tumour 
lies below the glottis. Angiomata cause hemorrhage, which may be very 
severe. 

Diagnosis.—This is usually easy on inspection, but a growth on the 
anterior commissure, or one that drops down below the cords, may be readily 
overlooked. The rare tuberculoma may so exactly imitate an innocent 
neoplasm as to be only recognisable under the microscope. The important 
matter of diagnosis from a malignant neoplasm will be referred to under the 
latter disease. 

Treatment.—Tumours situated away from the glottis and causing no 
symptoms should be left alone. Cysts are treated by making a large hole 
with punch-forceps or the cautery, for they refill after simple incision. 
Angiomata, especially if diffuse, are best left untouched, unless bleeding 
calls for interference, in which case it can usually be checked by the cautery 
at dull-red heat; diathermy puncture with a fine terminal through a direct 
laryngeal spatula, or by suspension-laryngoscopy, is a preferable method ; 
if repeated hmmorrhage becomes a danger, the angioma can be excised by 
an external operation, but is usually more widely spread than appears on 
laryngoscopic examination. Singer's nodules, if quite small and sesaile, 
frequently disappear under prolonged rest of the voice; the smaller nodules 
may be lightly touched with the galvano-cautery; larger ones should be 
removed with forceps. Fibromata and papillomata are removed with forceps ; 
it causes less disturbance to the patient if this be done under cocaine anzsthesia 
by the “ indirect method,” ¢.e. under guidance with the laryngeal mirror. 
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vided that the operator has acquired the necessary skill, but since the 
introduction of the “direct method” they are usually removed through 
the tube-spatula. § After the little operation, absolute rest of the voice 
should be enjoined for a few days; in cases of singer’s nodule a longer rest 
is necessary, with training in voice-production and avoidance of dust and 
conditions of vocal strain. 

Multiple papillomata.—This rare but serious condition occurs almost 
exclusively in children and generally attracts attention between the ages of 
2and 4. The warts may be very numerous, fill the lumen with a cauliflower- 
like mass, and extend to the subglottic region, down the trachea and some- 
times on to the pharynx. The first symptom is hoarseness, and long-con- 
tinued hoarseness in a child should suggest the possibility of papilloma ; 
dyspnoea ensues later and becomes gradually more severe until eacheatonay 
is necessary. The growths may disappear after tracheotomy, or spontane- 
ously, or after an acute illness, and tend to vanish or cease to recur about 
puberty. The growths should be removed through the tube-spatula, or by 
suspension-laryngoscopy, under general anssthesia ; a preliminary tracheo- 
tomy is advisable if there is much dyspnoea ; several sittings may be required, 
and the operation must be repeated as often as the growths recur. 


MALIGNANT TUMOURS 


fEtiology and Pathology.—Epithelioma is by far the commonest 
malignant growth in the larynx, but spheroidal-cell carcinoma and sarcoma 
also occur. Malignant disease of the larynx proper is rare below the age of 
40, and is seldom seen in women; but there is a post-cricoid epithelioma, 
originating on the mucous membrane of the pharynx, which is relatively 
common in women, and has been known to occur at such an early age as 23, 
Secondary or metastatic growths are practically unknown in the larynx; 
on the other hand, owing to the fact dat the laryngeal lymphatics do not 
anastomose freely with other systems, cancers confined to the lumen of the 
larynx rarely become disseminated and do not readily infect the glands. 
Therefore, Krishaber’s classification into tntrinsic and extrinsic is valuable 
for treatment and prognosis; the former are those situated within the 
cavity of the larynx, while the latter affect the upper aperture, epiglottis, 
arytenoids, and the outer walls. 

Symptoms.—Unfortunately, intrinsic malignant tumours do not cause 
severe ie toms at an early stage and, particularly in hospital practice, 
frequently do not present themselves for treatment until they have become 
extrinsic by extension; hence the importance of a laryngeal examination 
in all patients over 40 with hoarseness which does not rapidly yield to treat- 
ment. Hoarseness is the most general, and usually the only, early symptom ; 
owing to the deep infiltration characteristic of malignant disease, it is often 
more marked than the size of the tumour would appear to warrant. Cough 
is not a common symptom. Pain is absent in the early stages of intrinsic 
cancer, but is severe in the later stages and in the extrinsic forms; it radiates 
to the ear and side of the head, and is made worse by swallowing, speaki 
and coughing. The later symptoms include involvement of the glands, 
fetor of the breath, salivation, hemorrhage, dyspnoea, dysphagia and general 
cachexia ; often the patient dies of septic pneumonia. 
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On a vocal cord, epithelioma may appear as a definite tumour resembling 
a papilloma or angioma, or it may begin as a diffuse infiltration, or merely 
as a localised area of thickening and congestion. On the ventricular band 
or posterior commissure it usually shows itself as an irregular papillary 
dusky red swelling ; cancer of the epiglottis ulcerates early and appears as 
a dirty white or reddish tumefaction. Often the only sign of a post-cricoid 
growth is a swollen and fixed arytenoid, or merely a pool of saliva in the 
pyriform fossa; sometimes the upper edge of the growth is visible, but it 
may be necessary to pass a tube-spatula, or to pull the larynx forward with 
a probe passed down to the glottis, before it can be seen. 

Diagnosis.—In the earliest stage the diagnosis obviously is a matter of 
extreme oe eer and sometimes one of great difficulty. The unilateral 
character of the infiltration is ordinarily sufficient to exclude a simple inflam- 
matory lesion; though pachydermia may be more marked on one side, the 
lesions are bilateral and the smooth cup-shaped swelling on the vocal process 
is characteristic. The difficulties of diagnosis are generally between an inno- 
cent neoplasm on the one hand, and a tuberculous or syphilitic infiltration 
on the other. A papilloma or a fibroma on a vocal cord should be regarded 
with suspicion in a man over 40, and especially if, after removal, the site 
fails to freal promptly. An innocent neoplasm has a fine pedicle, moves 
freely in the air-current on phonation, there is no tumefaction at its site of 
origin, and it is found at or in front of the middle of the vocal cord. A 
ma Lens growth may occur in any situation ; it is less movable and peduncu- 
lated, the cord in the neighbourhood is frequently swollen and may show a 
leash of tiny vessels running to the tumour; a white spiky appearance of 
the papille is suggestive of malignancy; a sluggish delayed movement of 
the cord is an important sign, insisted on by Semon, but its absence by no 
means excludes malignancy, for it only occurs when the growth has infiltrated 
the muscles, and its presence increases the gravity of the prognosis. Epitheli- 
oma beginning as a flat infiltration may resemble a tuberculous or syphilitic 
lesion, but usually other signs of these diseases are present to aid the diagnosis ; 
in the latter the Wassermann reaction and, still more, the effect of vigorous 
anti-syphilitic treatment will clear up the doubt. There is a form of senile 
tuberculosis in which infiltration of one vocal cord may closely imitate 
epithelioma, more especially as the pulmonary signs are merely those of 
bronchitis and ibercte bacilli are very scanty in the sputum. Sometimes a 
piece may be removed for examination, but frequently the growth is too 
sessile to permit it ; the piece removed must not be very small, and a negative 
finding is of little value, for the tip of a malignant growth cannot always be 
distinguished microscopically from a papilloma. Biopsy is more important 
since the adoption of Brodere’ histological method of estimating the malig- 
nancy and radio-sensitivity of tumours, but it should not be performed in 
cases too advanced for treatment, for it stimulates the growth and does harm. 

Extrinsic epithelioma is most likely to be mistaken for tertiary syphilitic 
ulceration. A gumma grows and ulcerates more quickly, its edge 1s smoother 
and sharper, and its base often covered by a yellow slough. Pain has little 
diagnostic value, for a gumma of the upper aperture may cause severe dys- 
phagia. Palpation with the finger is of great service, for the firm hard feel 
of an epithelioma is very characteristic. 

Treatment.—Malignant disease cannot be removed with certainty by 
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the natural passages. Thyrotomy, or laryngo-fissure, is the operation of 
choice for pamnoval of ‘aehnato, parece ; it conus essentially in os excision 
of the disease from the interior of the larynx after splitting the thyroid 
cartilage in the middle line. The results m suitable cases are probably 
better than those of removal of malignant disease in any other part of the 

; there is now practically no immediate mortality in skilled hands, 
statistics show from 70 to 80 per cent. of permanent cures, and a useful husky 
voice remains. When, however, the growth has spread at all extensively to 
the arytenoid or to the subglottic region, Peay jot is no longer possible 
and a very different picture is presented. By modern methods of laryng- 
ectomy the trachea is fixed in the lower part of the neok, aspiration of septic 
matter is avoided, and the mortality as been much reduced, while the 
results as regards freedom from recurrence have been greatly improved. 
The v taaaligee leaves the patient in a condition very different from that 
after thyrotomy ; as he breathes through the tracheal opening in the neck 
he cannot cough or strain and has no natural voice. Navert eless he can 
often produce a fairly audible whisper by means of the air in the pharynx, 
or with the aid of a tube leading from the tracheotomy wound into the 
mouth or nose, and a number of patients succeed in passing a surprisingly 
happy and useful existence. Subhyoid pharyngotomy and lateral pharyngo- 
tomy are operations designed to obtain access to cancers at the upper aperture 
of the larynx ; the latter operation gives very good results in strictly limited 
tumours of this region. The technique of therapy by means of X-rays and 
radium has now been put on a reliable basis by determination of the appropri- 
ate dosage and by adequate screening ; in many cases of malignant tumours 
of the larynx, great improvement can be obtained by both these agencies, 
and a considerable proportion of cures has been effected. A valuable method, 
in intrinsic cancer, is the insertion of radium tubes through a window cut 
in the thyroid ala. Great care and judgment are required in the selection 
of cases for these various operations, and very many come under observation 
too late. In these much can be done by palliative treatment ; careful atten- 
tion to the hygiene of the mouth and teeth is of great importance, together 
with mild antiseptic laryngeal sprays containing hydrogen peroxide, listerine, 
sanitas or phenol. For dysphagia, insufflations of powdered orthocaine, 
with or without benzocaime, is the most reliable remedy; cocaine is dis- 
appointing, for its effect is very transient and the resulting numbness inter- 
feres with swallowing ; the judicious administration of morphine or heroin 
is eventually necessary, but the local application of these drags is useless. 
Palhative tracheotomy or gastrotomy may be called for, and curettage or 
partial removal by knife or diathermy gives relief in some cases of cancer 
at the upper aperture. 


PARALYSIS 


Paralysis of a vocal cord is 8 frequent symptom of various diseases of the 
thorax and of the nervous system, and the laryngoscope is therefore of great 
valve to the physician as an aid to diagnosis; this is more especially the 
case in that the common early form, abductor paralysis, causes no symptoms, 


and can only be recognised by laryngoscopic examination. 
The oriasaal function of the laryngeal muscles is that of a sphincter to 
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prevent the entrance of fluid into the lungs, and this sphincter, or adductor, 
is the only muscle present in the larynx of the most primitive air-breathing 
animals; the abductors are a later addition, to assist the entry of air. 
Accordingly, in lesions of the nerve path, the abductor muscles sre affected 
first and tha primitive adductors are more resistant. But the function of 

honation, much more recently acquired, is associated with adduction, and 
ig under direct control of the will. Functional disturbances, therefore, 
always cause adductor paralysis, while organic lesions first affect the move- 
ment of abduction. 


OrGANIC PARALYSIS 


The crico-thyroid muscle is supplied by the superior laryngeal nerve, and, 
when this is injured, the affected cord remains slack on phonation, but, 
owing to the short course of the nerve, isolated paralysis of this muscle is 
extremely rare; it results from surgical or suicidal wounds, or by pressure 
from glands, but most often occurs after diphtheria. In lesions of the vagus 
above the origin of this branch the signs of this paralysis are obscured by 
that of the other muscles of the cord. The recurrent laryngeal nerves supply 
all the other muscles. In any progressive lesion of the nerve-path the 
muscles become paralysed in a definite order, the enunciation of which is 
known as Semon’s law; the abductors are first affected, then the tensors 
or thyro-arytenoidei, and finally the adductors. 

In abductor paralysis the affected cord lies in the middle line; during 
ae the sound cord adducts to meet it and the larynx appears normal, 

ut on inspiration it is drawn outwards and backwards and ee eae longer 
than its paralysed fellow, which remains unmoved. As would be expected 
from the course of the recurrent nerves, the left cord is far more often 
affected than the nght. The voice is unaltered, but, although the glottic 
aperture is reduced by half, there is uaually dyspnea only on exertion, 
except in children, in whom the narrowing of the naturally small glottis 
ga cada sufficient obstruction to necessitate a tracheotomy. 
en the thyro-arytenoid fails, the edge of the cord is concave on 
phonation, the cord appears narrower than its fellow, and the voice 
gradually becomes husky. Finally, when total recurrent paralysis has 
occurred, the cord assumes the “cadaveric position” between the middle 
line and the normal position of rest. On phonation, the healthy arytenoid 
crosses the middle line and pushes the paralysed cartilage aside ; sometimes 
the latter drops forward and exposes its broad posterior surface, which 
may be mistaken for a swelling. As the cords are still able to approxi- 
mate, the voice is not necessarily lost, but is hoarse and easily tired, with 
a characteristic breathy quality from waste of air, or a diphonic character, 
due to unequal vibration of the two cords. 

In cases of bilateral abductor paralysis the cords lie together near the 
middle line. The voice is good, but the inability to take a full breath gives 
the speech a peculiar character ;, dyspnea is a marked symptom accom- 
panied by inspiratory stridor and severe paroxysmal exacerbations. When 
the disease progresses to complete bilateral recurrent paralysis, both cords 
remain in the cadaveric position, the dyspnoea becomes less severe but 
the voice is reduced to a whisper. 

Diagnosis.—- The diagnosis is almost entirely a matter of accurate 
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inspection. Obliquity of the laryngoscopic image, due to faulty position 
of the mirror, may cause confusion. In nervous subjects the cords are 
sometimes adducted on inspiration, but they will abduct naturally during 
the involuntary inspiration which follows a prolonged phonation. The 
only condition which really imitates paralysis is the fixation of the arytenoid 
cartilage which results from disease in or around the joint; its complete 
immobility with the presence of swelling or scarring often aids the 
diagnosis, but in old-standing cases of paralysis secondary fixation frequently 
occurs. 

ZEtiology.—The etiology is of importance, for it is on our know- 
’ ledge of their causation that the 
diagnostic value of these lesions 
depends. The movements of the 


1 fl 
\ cords are represented bilaterally 





in the cortex cerebri, and stimu- 
lation of either centre produces 
movement (adduction) of both 
cords, from which it follows that 
no unilateral lesion above the 
bulbar nuclei can paralyse the 
larynx, and clinically we find 
that it is never affected in cases 
tv. of hemiplegia. The bulbar centres 
lie in the floor of the fourth 
ventricle, and here a lesion of 
one centre causes paralysis of 
the cord on the same side which, 
in a gradually progressive lesion, 
affects first the abductor muscle. 
Thence the nerve fibres pass in 
the roots of the bulbar-accessory 
to the vagus and recurrent laryn- 
| geal nerve; the cause of the 
Fie. 97.—Organic Paralysis: 1. Abductor para- paralysis may, therefore, be situ- 
a fe condom epirtion UL Afdce” ated (1) in the medulla, (2) at 
Ill. Total, aralysis of left cord a inspira. the base of the skull, (3) in the 
tor; IV. Total paralysis of left cord on Vagus, or (4) in the recurrent 
phonation. (Laneet.) laryngeal nerve. 

Paralyses of bulbar origin are 
often, but by no means always, bilateral. In lesions here and at the 
base of the skull neighbouring nerves are liable to be involved; thus, 
paralysis of a cord and of the same side of the palate may coexist 
(syndrome of Avellis), or paralysis of cord, palate, trapezius and sterno- 
mastoid from involvement of the spinal accessory roots, or persistent 
frequency of the pulse due to damage of the cardio-inhibitory centre or nerves. 
Tabes dorsalis is the most frequent cause of paralysis of central origin ; it 
may affect one or both cords and may be auscoiated with anesthesia, parses- 
thesia or the spasmodic attacks called “laryngeal crises.” In general 
paralysis of the insane laryngeal palsy is not uncommon. It is the rule in 
bulbar paralysis, and is usually bilateral, but appears late in the disease. 
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Syphilitic nuclear disease, pachymeningitis and gummata at the base of the 
brain are frequent causes, and here the ocular muscles, especially the external 
rectus, are often attacked. 

Peripheral causes usually act by compression of the recurrent nerve, the 
most frequent being aneurysm, enlarged glands, tuberculous or malignant, 
and cancer of the cesophagus. Other causes are thyroid tumours, usually 
but not necessarily malignant, mediastinal tumours, cancer of the lung, 
pleurisy, and pulmonary tuberculosis in which the nerve, usually the right, 
may be involved in a lesion at the apex of the lung or by tuberculous bronchial 
or tracheal glands. Neuritis is a cause of laryngeal paralysis; it may be 
produced by the toxins of the infectious fevers, usually diphtheria, or by 
organic poisons, especially lead, and more rarely arsenic and alcohol. Finally, 
the condition is sometimes the result of traumatism, more especially surgical 
operations on the thyroid gland and cesophagus. 

Prognosis.—Paralysis of one cord is not in itself dangerous to life ; 
but when the cause is undiscovered the prognosis must be guarded, for this 
paralysis may be for a long time the only sign of serious disease; on the 
other hand, the recurrent nerve may be involved in some non-progressive 
lesion, such as a fibrotic bronchial gland, and such cases have been under 
observation for 20 or 30 years without change. 

Treatment.—This depends on the cause. In most cases it is but a 
symptom of disease elsewhere and does not call for special treatment. In 
traumatic cases, however, the nerve may sometimes be found and sutured ; 
afterwards, and in cases due to neuritis, strychnine and the local application 
of the faradic current by means of an intra-laryngeal electrode are indicated. 
Tracheotomy is advisable in bilateral abductor paralysis, but a plug may 
usually be worn in the tube, to be removed at night and whenever dyspnoea 
threatens. 


FUNCTIONAL Paralysis (FUNCTIONAL APHONIA) 


ZEtiology.—Functional aphonia is a common manifestation of hysteria, 
and has been a very frequent symptom of war-neurosis or “ shell-shock,”’ 
but it should be clearly stated that the majority of cases are not purely 
hysterical. Anything which increases the effort of phonation, such as 
debility or laryngeal catarrh, predisposes to this affection, which is char- 
acteristic rather of feeble neuro-muscular tone than of hysteria; this 
explains how some women lose the voice completely with every slight 
cold, while other patients can produce a loud if hoarse voice with severe 
laryngeal disease. | 

Symptoms.—Paralysis of the adductors presents a totally different 
clinical picture from the organic paralysis. It is always bilateral; the 
larynx appears normal while at rest, but, on attempts at phonation, it 
is seen that the cords do not adduct into the position necessary for the 
production of the voice. Very commonly the thyro-arytenoidei are the 
only muscles which fail to act; the cartilaginous glottis is then properly 
closed, but an elliptical chink is left between the cords. If the crico- 
arytenoidei laterales are paretic, the entire glottis remains open to a variable 
extent, and, very rarely, the arytenoideus is affected alone, when 4 
triangular aperture is left behind the vocal processes. The paralysis is 
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hardly ever complete; indeed a considerable amount of movement is 
usually seen, though insufficient to produce phonation. In purely hysterical 
cases the onset and recovery are sudden, the cough is usually not aphonic 
and the voice when regained is not hoarse. In some hysterical patients 
there is also inability to whisper. 

Treatment.—In patients suffering from debility the cause should be 
found and treated; chronic 
phthisis is such a common cause 
of functional aphonia that it 
should always be thought of in 
this connection. There is fre- 
quently a slight degree of laryn- 
gitis and in some of these cases 
the failure of adduction is 
““myopathic,” or due to inflam- 
mation of the muscles; in these 
the local condition must receive 
appropriate treatment. When 
the larynx is normal the voice 
can nearly always be temporarily 
restored by any powerful local 
stimulation, such as the intra- 
laryngeal application of chloride 
of zinc, or any similar drug, or 
of the faradic current; but the 
aphonia usually recurs again, 
and succeeding applications are 
less effective, so that the most 
Fig, 98.-—-Functional Paralysis; all during at- difficult cases to cure are those 

tempted phonation ; V. Paresis of all the who have had much local treat- 


adductors; VI. Arytenoidens still active; 
VII. Paresis of internal tensors; Vill, Ment. Far better results are 
Paresis of arytenoideus. (Lancet.) obtained by moral suasion, ex- 


plaining to the patient that there 
ig no serious disease, but that he is not using his muscles correctly, and 
that he can produce a good voice quite easily when the laryngeal mirror 
or tongue-depressor is in position. With a little elementary instruction in 
voice-production this is usually successful, the patient’s confidence is 
restored and the voice does not again fail; in obstinate cases some per- 
severance in lessons on production is required. These methods have been 
extraordinarily successful with shell-shocked soldiers, but it must be confessed 
that such certain and rapid results are not always obtainable in nervous 
women. 
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SPASMODIC AFFECTIONS 


SpasM OF THE GLOTTIS 


Spasm of the laryngeal muscles produces adduction of the cords, for, 
though the abductors are probably affected, they are overpowered by the 
etronger adductor muscles. 
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#8tiology.—({1) In the majority of cases the spasm is a reflex set up by 
local irritation : foreign bodies, including the laryngoscopic mirror, irritating 
foes ; inflammation, ulceration or tumours in or near the larynx, children 

g much more liable than adults to spasm from local irritation. (2) Spasm 
is also caused by irritation of the recurrent laryngeal nerves by enlarged 
glands, mediastinal tumours and, especially, by aneurysm. (3) Central 
nervous lesions, especially tabes. (4) Functional disturbances, frequently 
hysterical, often associated with globus hysterieus, and sometimes excited 
by sexual disturbances. 

Symptoms.—The attacks vary much in different subjects in severity 
and duration. The patient is usually aware of its onset, and clutches some 
support or rushes to the window. The respirations are rapid and shallow, 
with loud inspiratory stridor, and, in the height of a severe attack, are com- 
pletely arrested with all the signs of asphyxia. The subjective sensations 
include a horrible feeling of anxiety, but consciousness is not lost. Many 
cases are less acute but persist longer, even for several hours. 

Prognosis.—The attacks are practically never fatal, unless a foreign 
gi or tumour be present. 

reatment.—During the attack amyl nitrite or chloroform may be in- 
haled, and ampoules of these drugs should be kept on hand. Between the 
attacks sources of irritation should be sought for and removed, the upper 
air-paasages brought to a healthy condition, and the general health and mode 
of hfe should receive attention. Administration of bromides may be required 
when the attacks recur frequently. 


Larynaismus StTRipuLus 


4Etiology.—-This is a condition, clinieally similar to glottic spasm, 
occurring in children. It is far commoner than the spasm of adults, and it 
has been suggested that the asphyxia] attacks of laryngismus are caused 
by collapse of the soft and yielding cartilaginous framework of the larynx, 
and not solely by spasm of the muscles. It is commonest between the ages of 
6 months and 2 years, but may persist later; it occurs in ill-nourished, 
unhealthy children, usually in association with rickets, and practically 
always in association with adenoids. 

Symptoms.—The onset is sudden and usually at night. The child wakes 
gasping for breath, and a series of short eet! inspirations is followed by 
complete cessation of breathing and terminated by a long, crowing inspiration. 
There are retraction of the lower ribs and epigastrium, cyanosis and great 
terror and distress and, in severe cases, carpo-pedal contractions, convulsions 
and evacuation of urine and faeces. When the attack is over the child is 
perfectly normal and there is no hoarseness, Slighter and less typical attacks 
often occur. 

Diagnosis.—This is easy if the symptoms are carefully noted; the 
sudden attack of dyspnoea, with complete absence of symptoms in the 
intervals, is quite distinctive. 

Prognosis.—The prognosis is somewhat grave in severe cases; an 
yrs rarely dies in an attack, but is often worn out and succumbs to collapse 
Treatment.—During the attacks the face and chest may be freely 
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sponged with cold water, and the inhalation of amyl nitrite from a capsule 
broken in a handkerchief may be tried. The quickest relief can usually be 
obtained by drawing the tongue forward with a finger passed into the mouth 
to its base, a manceuvre easily performed by the mother or nurse. The 
attacks are so short and sharp that there is no time for the hot bath or 
administration of bromides frequently recommended. 
Prevention involves general tonic treatment, fresh air, wholesome food 
and correction of digestive disturbances. The removal of adenoids is of 
eat importance, even if not large enough to be definitely obstructive, as 
18 the treatment of naso-pharyngeal catarrh with the usual saline lotion 
which, in small children, may be dropped into the nostrils from a pipette. 
Bromides are to be avoided if possible as depressing, but 10 to 30 drops of 
liquid extract of grindelia may be given 3 or 4 times a day in milk or sweetened 
water as recommended by Eustace Smith. 


CICATRICIAL STENOSIS 


Etiology.—Suicidal and other wounds, gunshot injuries and scalds 
may produce cicatricial narrowing of the lumen of the glottis. After thyro- 
tomy a web may form across the anterior commissure. In the haste of 
an emergency tracheotomy, the wound has often been made too high and 
the cricoid cartilage cut through ; in these cases it generally happens that, 
after the subsidence of the acute condition, dyspnwa follows every attempt 
to remove the tube, and a stenosis is found to tae resulted from swelling 
and narrowing in the subglottic region. Similarly, a proportion of cases 
intubated for diphtheria are unable to breathe without the tube, by reason 
of a subglottic stenosis. Lupus and tuberculosis of the la can produce 

cicatricial stenosis, and especially when the cautery has hea extensively 
employed in treatment. Syphilis is the most fruitful cause of this condition, 
aad the great difficulty of obtaining a cure at this stage is a powerful reason 
for early and thorough treatment of syphilis of the larynx. Leprosy and 
scleroma cause stenosis, but are rarely seen in this country. The perichond- 
ritis which is an occasional complication of enteric fever, sroall-pox and 
diphtheria commonly ends in severe stenosis. 

Symptoms and Diagnosis.—The principal symptom isnaturally dyspnea, 
but in chronic cases it is remarkable now great may be the narrowing before 
dyspnoea becomes severe. The obstruction and the stridor are most marked 
on Inspiration, in contra-distinction to tracheal stenosis where the stridor is 
both inspiratory and expiratory. The la moves downwards with each 
inspiration ; this “respiratory excursion” of the larynx is a further dia- 
gnostic sign of laryngeal obstruction, but is not always present. The patient 
sits upright, with the head thrown back; whereas in tracheal obstruction 
he bends the neck forward to relax the trachea. 

Treatment.—In all cases with decided dyspnoea tracheotomy should be 
first performed, and in syphilitic cases it is important that all active disease 
should be arrested by thorough treatment before any attempt at dilatation 
be begun, and the stenosis itself will often be greatly improved by such 
treatment. The administration of iodides is dangerous in these cases, for 
the increased secretion is pent up behind the stenosis and may overwhelm 
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the lungs. Difficulty in dispensing with the tube after tracheotomy is 
sometimes due to nervousness on the part of the child, and can then be 
surmounted by using a fenestrated tube which is plugged occasionally and 
by encouraging the patient to breathe through the mouth by blowing soap- 
bubbles or sounding a whistle. When the tracheotomy wound is too high, 
a low tracheotomy should be performed and the original wound allowed to 
close ; this is often sufficient to overcome the difficulty. 

The successful treatment of severe cicatricial stenosis demands the 
greatest skill and perseverance on the part of the surgeon as well as the 
patient co-operation of the sufferer. The whole circumstances of the case 
should be carefully considered before advising difficult and prolonged treat- 
ment. Adult patients can live active lives with a permanent tracheotomy 
opening, which is not so serious a disability as it is generally considered 
to be. If the stenosis be not too extreme, a fenestrated tube may be worn 
which can be kept plugged during the day, so that the patient may have 
the use of speech and respiration by the natural passages. In children and 
young people a permanent tracheotomy is more harmful, but the prospect of 
cure by dilatation is better; the best method of dilatation is by the use of 


intubation tubes. 
Harowp 8. BAaRwELu. 


DISEASES OF THE TRACHEA 
INFLAMMATION oz TRACHEITIS 


AcuUTE TRACHEITIS 


Acute tracheitis may occur from any condition leading to irritation of 
the mucous membrane of the trachea. When it occurs as a result of bacterial 
or chemical agency, the whole of the upper air-passages are usually involved 
in greater or less degree, and the clinical manifestations are not confined to 
the trachea. In some cases, however, the stress of the resultant reaction falls 
upon this tube, and the condition therefore requires separate consideration. 

ZEtiology.—1. Microbic invasion.—This is the commonest cause. The 
bacteria usually found associated with tracheitis are the so-called catarrhal 
organisms, such as the Micrococcus catarrhalis, the pneumococcus, the Freid- 
lander pneumo-bacillus and Pfeiffer’s H. influenzw. It is probable that 
the primary organism in many cases is of filter-passing type. Frequently 
a member of the streptococcus group may be found, either alone or in associa- 
tion with one or more of those Just mentioned. As with catarrhal nflamma- 
tion of other parts of the upper air-passages, damp, cold or foggy climatic 
conditions predispose to racheita. + is more common in young and middle- 
aged adults than in infancy or in old age. Mouth-breathers are more liable 
to this condition. Exposure to sudden changes of temperature may be a 
factor in its onset. 

Tracheitis may also occur as part of the clinical picture in some of the 
acute specific diseases, such as enteric fever, diphtheria, whooping-cough 
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and measles. It is often a troublesome and distressing assoviation or sequel 
of true influenza. 

2. Chemical agencies.—lIrritating or poisonous fumes and vapours may 
lead to a very acute form of tracheitis. It may, therefore, occur in certain 
occupations, unless adequate precautions are taken. The use of “ poison 

asea”’ in warfare has drawn widespread attention to this form of the con- 

ition, since tracheitis was an almost constant result of certain forms of 
“ gassing.” The chief chemical irritants used in the War of 1914-1918 were 
chlorine, phosgene and yperite, or dichlordiethyl sulphide, commonly known es 
yellow cross or mustard gas, Of these the last was perhaps the most irritant 
to the trachea, and fatal oases invariably showed tracheal lesions. Direct 
inhalation of steam may also induce an acute tracheitis. 

3. Mechanwal causes—The presence of a foreign body, or the invasion 
of the trachea by extension from malignant growth in adjacent structures 
may lead to a local or even to a general tracheitis. It is noteworthy, however, 
that the trachea is frequently spared in occupations involving the respiration 
of dusty air, which leads to deposits in the lungs and bronchial glands with 
resulting pneumonokonioses. Although a coal miner’s lungs are black, yet 
his trachea may be practically normal. 

Pathology.—The changes found in the trachea vary from simple catarrhal 
inflammation to intense destructive changes with ulceration, and in some 
cases croupous or membranous exudate. In the catarrhal forms, the mucous 
membrane shows changes similar to those in bronchitis. It is at first swollen, 
red and dry, the vessels running across the trachea being engorged and clearly 
visible. Then, owing to increased activity of the mucous glands, excessive 
mucoid secretion occurs and the mucous membrane becomes moist, after 
which resolution may take pee or the process may proceed to a muco- 
purulent stage, when the fluid on the membrane coheres to form yellowish or 
green tenacious pellets. Occasionally numerous red blood cells are extruded 
and the tracheal exudate becomes streaked, tinged or uniformly pinkish. 

In some inflammations, such as those induced by poison gases or inhaled 
steam, the mucous membrane may be intensely engorged and actual destruc- 
tion may occur, involving even the deeper structures and the cartilages, so 
that greyish yellow sloughs result, which on separation leave ulcers. In 
diphtheria the characteristic false membrane composed of necrosing fibrin, 
leucocytes and bacilli may be found loosely attached to the mucous membrane, 
as in other localisations of this process. It may be primary or secondary to 
faucial or laryngeal diphtheria, either by direct extension or through diph- 
theritic infection of a tracheotomy wound. 

In influenza the pink appearance of the trachea is of such constancy in 
fatal cases that it has come to be regarded as one of the most characteristic 

t-mortem changes found in this disease. The bright injection generally 
involves the lower half of the trachea, but it may occur along the whole 
length of this tube. 

In whooping-cough the inflammatory reaction is usually lese acute. 

In typhoid fever small ulcers may occasionally be found in the trach 
similar to those occurring more commonly in the larynx. | 

Symptoms.—Acute catarrhal tracheitis usually begins more or less 
acutely, like the common “ cold,” of which it is to be regarded as one form, 
with malaise, slight headache, and a mild degree of fever, the temperature 
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being usually between 99° and 100° F., rarely 101° F. The patient soon 
experiences a sensation of irritation behind the sternum, rapidly leading to 
@ harsh, dry cough of noisy character. The cough aggravates the retro- 
sternal discomfort, which develops into a sensation of rawness or soreness, 
making the cough very painful and distressing. If the larynx is involved 
at the same time, the voice becomes hoarse and sometimes lost, or reduced 
to @ raucous whisper. In tracheitis alone the voice is usually unaffected. 
After from 12 to 24 hours the condition passes into the mucoid stage. The 
cough becomes looser and less painful, and small pellets of tenacious mucus 
are coughed up, usually greyish or black in town-dwellers, whitish in those 
in rural conditions ; in either case, the mucus may be streaked with blood 
or even tinged a uniform pink colour ; in the more acute forms it sometimes 
becomes yellow and more purulent. In the mucoid stage, the retrosternal 
soreness becomes less, the constitutional symptoms abate, while the tempera- 
ture subsides and becomes subnormal. The patient often feels weak and 
out of health for some days, and is sometimes left with a noisy morning cough 
and tracheal irritation which may last for days or weeks. The aspect of 
the patient shows nothing characteristic. There is the general appearance 
of fever, malaise and discomfort. The rise of temperature and increase in 
pulse-rate are usually moderate. In the early stages physical examination 
of the chest shows no abnormality, but when exudation occurs a coarse 
wheeze may be audible over the trachea, particularly when the patient takes 
a deep breath or just before a cough occurs. 

Diagnosis.—The association of catarrhal symptoms with a dry, harsh 
cough and retrosternal soreness, without signs of bronchitis, is almost patho- 
gnomonic. In some cases the diagnosis can be established with the laryngo- 
scope or by endoscopy, but in most the discomfort which these examinations 
entail is unnecessary. 

Prognosis.—This is almost invariably good, except in debilitated subjects 
or in those with cardiac or renal disease, in whom the process may spread 
to the larynx, bronchi or lungs. The usual course is from 2 days to a 
week, though cough and expectoration may persist for days or weeks. The 
condition may become chronic. To some extent the prognosis depends 
upon the care and treatment in the initial stage. Cases that are neglected 
are liable to become chronic. 

Treatment.—The prophylactic and remedial treatment of acute tracheitis 
ig practicall identical with that of acute bronchitis of the larger tubes. 
Even in mild cases the patient should go to bed, though this may be necessary 
only for 1 or 2 days ; but he should keep to his room till his temperature has 
become normal. There may be less feel for expectorants than in bronchitis, 
and a simple saline diaphoretic mixture, with the addition later of tinct. 1pecac. 
and tinct. opii camphorata, may be all that is necessary. Sedative inhalations, 
such as vapor benzoini, are useful, and counter-irritation to the sternal region 
is comforting and grateful to the patient.- When a chronic noisy cough 
develops, 2 mixture containing small doses of apomorphine and tinct. chloro- 
form. et morphin. co. often gives relief, or codeine linctus B.P.C. 

When tracheitis occurs as part of some specific disease, such as diph- 
he or influenza, the treatment should be that appropriate to the primary 

sease, 

In ‘‘ gassing,’ every effort should be made to relieve the distressing and 
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: _ optoms, and for this purpose morphine, either alone or in combina- 
tion with atropine and strychnine, may be required. Various inhalations 
may be tried, and useless cough should be checked by sedative mixtures or by 
a linctus of heroin, morphine or codeine. 


CHRONIC TRACHEITIS 


ZEtiology.—Chronic tracheitis may follow an acute attack, or it may 
develop insidiously in patients suffering from chronic laryngitis or bronchitis. 
Inhalation of cigarette smoke is a not infrequent cause. It is also sometimes 
a sequel of chronic rhinitis, especially of the atrophic form or ozena. A 
certain degree of chronic tracheitis accompanies the specific lesions of 
syphilis and tuberculosis, which are described below. 

Pathology.—Various degrees of chronic inflammatory lesions may be 
found. In chronic catarrhal tracheitis, the vessels are distended or engorged, 
and the mucous membrane of the trachea becomes thickened and more or 
less covered with mucoid or muco-purulent secretion, the histological changes 
being those of chronic catarrhal inflammation, namely, shedding of the 
ciliated epithelial cells, overactivity of the mucous glands, and sometimes 
thickening and induration of the submucous tissues from proliferative 
changes. A condition of perichondritis of the tracheal cartilages may, in this 
case, be observed, and this may result in a mammillated appearance in the 
internal aspect of the trachea. In ozena, crusts similar to those in the nose 
and pharynx may form on the tracheal mucosa. 

Symptoms.—The symptoms of chronic tracheitis are similar to those 
of the acute form. There is a sense of discomfort and irritation about the 
trachea and a chronic, almost dry cough, often worse in the morning. There 
is generally some scanty, sticky expectoration, mucoid or muco-purulent, 
darkened by carbon particles and occasionally blood-tinged. 

There are practically no physical signs of this condition, except that 
the tracheal changes can be observed by the laryngoscope or by endoscopy 
of the trachea. 

Diagnosis.—This is concerned chiefly with its differentiation from chronic 
changes in the trachea due to syphilis, tuberculosis or leprosy and to the 
effects of new growths. It must largely be made by endoscopic examination. 

Prognosis.—The prognosis depends upon the cause. en this can be 
removed, as by treatment of predisposing conditions in the nose and throat, 
the outlook is good. When the tracheitis is due to other conditions, such as 
a sen and tuberculosis, it depends upon the situation and extent of the 
other lesions and upon the treatment adopted. 

Treatment.—This is,in its main features, similar to that of acute tracheitis, 
but climatic treatment may be of great importance. The patient may perhaps 
spend the winter months in a warm or equable and clear climate with great 
advantage. Vaccine treatment may also yield good results. When other 
conditions are concerned, such as ozena, syphilis or tuberculosis, the treat- 
ment appropriate to them should be employed as well. 


CYSTS AND TUMOURS 1123 


OYSTS AND TUMOURS 


These are rare conditions, but require careful consideration. 
Cysts 


Owing to weakening of the wall of the trachea, loca] bulging may occur, 
giving rise to a cystic, air-containing swelling in the neck, in direct communi- 
cation with the lumen of the trachea. Such cysts are known as “ tracheo- 
celes” or “‘aeroceles.” They are resonant to percussion and can often 
be temporarily reduced by pressure. 

Small retention cysts may occur in the posterior wall of the trachea, 
from obstruction of the ducts of the mucous glands as they pass through the 
trachealis muscle. They are of pathological interest only, and do not give 
rise to symptoms. 


SIMPLE TUMOURS 


The most important is papilloma. It occurs chiefly in children and is 
usually pedunculated. When it grows in polypoid form it may lead to 
obstruction of the trachea low down, in which case tracheotomy may fail to 
give relief, and death results unless the tumour can be removed by endoscopic 
methods. 

Other innocent tumours occur, but are rare. They include enchondrosis 
from localised overgrowth of cartilage, multiple enchondromata, and osteoma 
from ossification of a pre-existing enchondroma. Lipoma and aberrant 
thyroid tumours may occur, but are very rare. 

Symptoms.—These tumours produce varying degrees of tracheal obstruc- 
tion, and can usually only -be recognised by sidossopy. Treatment is con- 
sidered under that of tracheal obstruction. 


Mauicgnant Tumours 


A few cases of primary carcinoma of the trachea have been recorded. 
Secondary growths are not common, but the trachea is often involved and 
infiltrated by primary carcinoma in adjacent structures, such as the ceso- 
phagus, the thyroid, the larynx, or by the extension of secondary deposits 
in the cervical or mediastinal glands. 

Primary sarcoma of the trachea is also very rare. The growth is usually 
smooth and not pedunculated. Secondary deposits of sarcoma in the trachea 
may ocour from sarcoma of distant organs, such as the kidney; or it may be 
invaded directly by sarcoma originating in the thymus or other media- 
stinal etructures, and especially by lympho-sarcoma of the mediastinal glands. 

Symptoms.—The tracheal symptoms and signs are usually those of ob- 
struction, accompanied by pain. When the primary growth is in the oso- 
phagus, antecedent dysphagia and sometimes laryngeal paralysis reveal the 
origin of the tracheal symptoms when they occur. In this case copious 
frothy mucoid expectoration is frequent, and when ulceration develops with 
posveson, food particles may enter the trachea, excite cough and soon 
ead to inhalation broncho-pneumonia or gangrene. When the growth is 
near the bifurcation, urgent dyspnea is the rule, and spasmodic attacks may 
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occur, causing extreme distress. In most cases of tracheal growth the char- 
acteristic clanging brassy cough (gander cough) of trachea] obstruction 
can be heard. The trachea may be pushed to one side and its lumen distorted 
and obstructed by growth in the cervical glands. In mediastinal new-growth 
invading the trachea, the pressure signs and symptoms characteristic of 
that disease usually render the explanation of the tracheal symptoms apparent. 

Course. —This is generally rapidly progressive. 

Diagnosis.—Intratracheal growths have to be differentiated from other 
causes of tracheal obstruction, and the diagnosis is considered in detail under 
that condition. Endoscopy affords valuable confirmation if it is practicable 
or desirable. In cesophageal and mediastinal new-growths invading the 
trachea, X-ray examination may assist in diagnosis. 

Prognosis. —This is hopeless, death occurring from asphyxia or from some 
complication or by asthenia. 

reatment.—Treatment can be palliative and symptomatic only. In 

obstruction, it may be possible in rare cases to give temporary relief by a low 
tracheotomy, but as a rule this is impossible, owing to the presence of 
obstruction below any point where the trachea is accessible. 


THE INFECTIVE GRANULOMATA 
SyPHILIs 


The trachea may be affected in both the congenital and acquired forms. 

In congenital syphilis, a progressive cicatrisation may occur, leading to 
stenosis. In acquired syphilis, during the secondary stage, the mucous 
membrane of the trachea may become generally hyperemic, or small raised 
mucous patches may develop locally. In the tertiary period, gummata 
may occur in the trachea, the commonest site being towards the lower end. 
Degenerative processes, leading to necrosis and softening, eventually result 
in ulceration, sometimes with local sloughing of parts of the tracheal rings. 
In the process of cicatrisation a progressive stenosis may develop. 

Symptoms.—Symptoms are those of chronic tracheitis and tracheal 
irritation in both the secondary and tertiary manifestations, but in the 
latter, signs of tracheal stenosis may develop when scarring and healing 
are in progress. Laryngeal involvement occurring at the same time tends 
to distract attention from the tracheal lesions or to obscure them. 

Diagnosis.—The diagnosis of syphilis of the trachea depends upon a 
careful study of the history of the case, indications of tracheal irritation, 
laryngoscopic or endoscopic examination, the coexistence of other mani- 
festations of syphilis, and in their absence, a positive Wassermann reaction. 

Prognosis.—If the condition is recognised early, excellent results may 
be obtained by treatment, but it is obvious that where deep destructive 
changes have resulted, medicinal measures can ed palliate. 

Treatment.—Anti-syphilitic treatment should be administered vigorously, 
and after a course of neoarsphenamine, mercury or bismuth preparations 
should be given. Inunction seems sometimes of special value in such cases. 
In cases of stenosis of the trachea from cicatrisation, dilatation of the 
stricture by means of bougies introduced through an endoscope may be 
practicable and afford useful help. 
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TUBERCULOSIS 


Tuberculosis of the trachea is occasionally found post mortem in advanced 
cases of pulmonary tuberculosis, usually in those with extensive laryngeal 
involvement, Primary tracheal tuberculosis is unknown. The rarity even 
of secondary lesions in this tube is probably to be explained by the ciliated 
epithelium preventing lodgment of the bacilli. 

Pathology.—Tuberculous lesions may occur at any part of the trachea, 
but gt are more frequent in the lower part and on the posterior wall. 
When they occur they are usually numerous. There may be some general 
hyperemia, or small tubercles, varying in size from a pin’s head to a split 
pea, may be visible. Later, superficial ulceration occurs, forming irregular 
punched-out ulcers. Occasionally, the process may extend deeper, and 
erosion of the cartilages may occur, with the formation of sinuses and even 
fistulous communication with the cesophagus. 

Symptoms.—Since tracheal tuberculosis is usually a late manifestation 
of advanced disease, its clinical indications are slight and are usually obscured 
by the more obvious laryngeal and pulmonary symptoms and signs, though 
if the proceas extends deeply and produces sinuses and fistulous tracks, it 
may become apparent. The actual tracheal symptoms are those of cough 
and retrosternal soreness. 

Diagnosis.—This condition has to be distinguished from other chronic 
tracheal lesions, and a diagnosis can only be made from a careful review of 
the history, the general evidence of tuberculous disease and by the tracheal 
involvement which may be visible by endoscopy. 

Treatment.—This must, from the nature of things, be largely palliative, 
and is in effect practically identical with that of laryngeal tuberculosis, 
notably intratracheal insufflation with orthoform and benzocaine (anssthe- 
sine). 


LEprRosy 


In some cases of this disease, granulomatous lesions occur in the traches, 
and these may eventually give rise to tracheal stenosis, owing to the con- 
traction of new-formed fibrous tissue. The diagnosis can only be made from 
the occurrence of tracheal symptoms in a case with established lesions of 
leprosy in other parts. 

The treatment is symptomatic. 


ScLEROMA 


Although in most cases this condition affects the nose only, scleromatous 
lesions may be found in the trachea as a pathological curiosity. The disease 
in any form is rare in England, and occurs chiefly in Poland and Austria. 
The nodules of granulomatous tissue in the trachea may cause partial obstruc- 
tion mechanically, or, on contraction, lead to actual stenosis. 


TRACHEAL OBSTRUCTION 


Obstruction to the lumen of the trachea may be produced by foreign 
bodies, by conditions originating in the trachea, and by pressure from without. 
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Forricgn Bopiss in THE TRACHEA 


The commonest route by which foreign bodies enter the trachea is through 
the mouth and larynx, in the acts of breathing, laughing, yawning, sighing, 
or before and after coughing, when food or some foreign substance is in the 
mouth. A piece of bone, a stud, button, false teeth, chewing gum, peas, 
articles of food, nuts, grains of wheat, beads or blades of grass are among 
the substances which may gain entrance to the trachea in this manner. 
Surgical operations in the mouth and throat may lead to the inhalation of a 
tooth, a piece of tonsil or a mass of adenoid tissue. Material vomited from 
the stomach, such as food, blood clot or intestinal worms, may be inhaled into 
the trachea. <A large blood clot in areal alan may temporarily obstruct it. 
Foreign bodies may also gain access through the tracheal wall, such as small 
projectiles in wounds of the neck, a piece of new growth, or tuberculous 
glands by ulceration through the wall. 

Unless it becomes impacted, or is too large to enter one of the two main 
bronchi, a foreign body rarely remains long in the trachea. It either causes 
death with dramatic rapidity, is coughed out again, or passes down into one 
or other of the large bronchi or their secondary divisions, whére it produces 
results which are described in the section on diseases of the bronchi. 

Symptoms.—These depend upon the mode of entry, the size of the foreign 
body, and the degree of obstruction to the air current which it induces, but 
in general the tracheal symptoms are less urgent than those of laryngeal 
obstruction, and less serious than those of obstruction of one or other main 
bronchus. There may be intense dyspnoea, with great discomfort and alarm 
during the actual passage through the larynx of a small foreign body, especi- 
ally iF it is temporarily arrested there ; but when it enters the trachea there 
is an almost instantaneous cessation of the acute distress, though some degree 
of dyspnea may persist. The type of dyspneea is inspiratory in the main, 
though a minor degree of expiratory difficulty may be apparent if the foreign 
body is of considerable size. There may be a definite stridor with both 
oer of respiration, but it is more pronounced in inspiration. If the 
oreign body remains loose in the trachea, which may occur if it is rounded 
and too large to engage in one of the main bronchial divisions, a sound of 
vibratory character may be heard on auscultation of the trachea, sometimes 
described as the bruit de grelottement. This may be produced by friction 
of the foreign body against the tracheal wall, or more commonly by the air 

assing over it during respiration. A paroxysmal cough may occur, caused 
by the foreign body iritating the sensitive posterior wall of the trachea, 
and during such an attack the foreign body may be forced up to the larynx, 
obstruct it, or cause reflex spasm with intense dyspnea and cyanosis and a 
risk of suffocation, unless it drops back, is Soaahed: out, or removed. When 
sudden rupture of caseous material into the trachea occurs, the lumen may 
be biscked and death take place rapidly. 

Course.—A foreign body impacted in the trachea may give rise to septic 
inflammation of its walls, with subsequent cicatrisation after removal, or 
it may lead to secondary infective processes in the lungs, such as purulent 
bronchitis and broncho-pneumonia. 

Diagnosis.—The history of cus ppeatente of some object from the mouth 
during coughing, breathing or laughing should give rise to suspicion of an 
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inhaled foreign body, and this may be confirmed by seeing the object directly 
by endoscopy, or indirectly by means of the X-rays. 

Prognosis.—This depends in the main on the nature of the foreign 
body, and the time elapsing before its removal. An irregular, rough or soft 
foreign body is more likely to induce septic complications than a smooth, 
hard substance. Apart from rapidly fatal results, the prognosis is better 
with intratracheal foreign bodies than with those reaching the bronchi. 
If removal is effected within 24 to 36 hours, recovery is usually rapid and 
complete. 

reatment.—Treatment consists in rapid removal with as little damage 
to the trachea and larynx as possible. This may be effected by means of 
forceps passed through a bronchoscope, or rarely by tracheotomy alone, 
when the foreign body may be coughed ont through the opening or be easily 
removed by forceps. Inversion of the patient in the hope that gravity may 
assist the expiratory efforts of cough is dangerous and should only be 
attempted after tracheotomy has been performed. Where rupture of a caseous 
gland or softening new-growth occurs into the trachea, an immediate tracheo- 
tomy may be necessary. 


OBSTRUCTION FROM CICATRISATION OF THE TRACHEAL WALLS 


ZEtiology.—This may result from any condition leading to ulceration 
of the tracheal walls, with subsequent healing, such as a syphilitic gumma, 
or less commonly other granulomata, such as tubercle, leprosy or scleroma. 
Another cause is cicatrisation from wounds of the trachea, accidental, suicidal 
or after tracheotomy, when the incision has been made too near the cricoid, 
or when the wound has become infected or the tube left in too long. Scarring 
from damage to the trachea by the inhalation of boiling or caustic liquids or 
even by inhaled gases may lead to stenosis. 

Pathology.—The deformity of the trachea and the obstruction of its 
lumen depend upon the situation and the extent of the cicatricial contraction 
of its walls. It may be local, producing an hour-glass constriction, or involve 
a long extent of the tube. Steen aaa especially in syphilitic lesions, 
stenosis may occur at two different levels. 

Symptoms.—These depend upon the degree of stenosis, the rapidity 
with which it develops, and the condition of the larynx, bronchi and lungs. 
When the stenosis is produced gradually, as in cicatrisation, a degree of 
obstruction may result, greater than would be compatible with life if suddenly 
induced. In the early stages of a progressive stenosis, slight dyspnoa may 
be present on exertion, and during sleep a faint stridor may be audible, 
disappearing when the patient is awake. As the contraction progresses, 
the deaputee becomes more marked, and a definite and persistent stridor 
develops, at first inspiratory only, though expiration may become both 
noisy and obstructed. The patient may experience a sensation of obstruc- 
tion referred to the neck or under the sternum, accompanied by pain and 
irritation, leading to cough, which may be dry, noisy and metallic, or accom- 
panied by more or less frothy sputum, if the primary condition is associated 
with widespread tracheitis. The voice may lose tone and volume, and the 
patient more quietly than normal and with some evident effort. In 
advancing stenosis, sudden and alarming attacks of dyspnea may occur, 
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leading to cyanosis and threatening suffocation. These attacks are usually 
due to an accumulation of mucus at the site of the stenosis. The patient in 
advancing degrees of obstruction cannot lie down, and generally sits leaning 
ferward with chin depressed, It may be noted that the extraordinary 
muscles of respiration contract forcibly, and yet the Jaryngeal excursions may 
be small or hardly noticeable, in contrast with those of laeyiesel obstruction 
in which they are maximal. This distinguishing sign was first pointed out 
by Gerhardt, and is of yalue, but unfortunately it is not absolute and cannot, 
therefore, be regarded as pathognomonic. On auscultation over the trachea, 
@ noisy roar may be ar of maximum intensity near to the obstruction, 
whereas the breath-sounds over both lungs may be deficient, although the 
stzidor may be conducted bilaterally. 

Course.—The course of cicatricial stenosis is usually progressive, unless 
eit by treatment, and the dyspneic attacks become more frequent and 

rming. 

Diagnosis.—Tracheal obstruction from cicatrisation has to be distin- 
guished from laryngeal obstruction, in which the symptoms are usually more 
acute and more urgent. Gerhardt’s sign described above may also be sug- 
gestive. It has also to be differentiated from obstruction due to pressure 
from without (vide infra). The only reliable method of distinction is by 
direct inspection with the bronchoscope. 

Prognosis.—Early syphilitic stenosis may be arrested by appropriate 
anti-syphilitic treatment. Obstruction due to other granulomatous con- 
ditions varies with the severity and extent of the primary lesions. Caseous 
material or degenerated growth ulcerating into the trachea is usually immedi- 
ately fatal, or leads to death within a few days from pulmonary complications. 

Treatment.—Rest, avoidance of exertion, smoking and alcohol should be 
advised. The patient’s fears should be allayed and symptomatic treatment 
ordered, such as sedative inhalations or a linctus to check useless cough. In 
syphilitic stenosis vigorous anti-syphilitic treatment with neoarsphenamine,} 
mercury or bismuth preparations should be given. A low tracheotomy may 
be necessary for an intractable stricture high up in the trachea. In some 
cases where an ordinary tracheotomy cannot be performed below the stricture, 
it may be possible to insert Koenig’s long tracheotomy tube through an open- 
ing in the trachea made above it. In other cases, dilatation of a fibrous 
strictura by bougies passed through an endoscope may be feasible. 


OBSTRUCTION FROM EXTERNAL PRESSURE 


Pressure on the trachea may occur in the neck or in the mediastinum. 

Causes of pressure in the neck.—Strangulation, peti Aa garotting 
leads to death by occlusion of the trachea and suffocation. largement of 
both lobes of the thyroid body may cause lateral compression of the trachea, 
until eventually its lumen is reduced to a narrow slit—the so-called “‘ scabbard 
trachea.” Irregular or unilateral enlargements on the other hand cause 
deviation of the trachea, with kinking of its lumen. Other less common 


, % Mr. Harold Barwell, administration of reaps iodide ia very 
ws sue, 8 1t inoresses the secretion which is pent up behind the stenosis. It may be 
given in combination with belladonna, but it is better withheld until the severity of the 
eondition has been relieved by neparsphenamine. 
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causes of compression of the trachés are enlargement of the cervical glands 
from tuberculosis, malignant disease, Hodgkin’s disease or leukemia. The 
trachea may be pressed on from behind by a foreign body impacted in the 
cesophagus, or by a bony tumour arising from the vertebre. 

auses of pressure tn the mediastinum=—An aneurysm of the aortic arch 
may press directly upon the trachea at, or near, the bifurcation and cause 
obstruction. Similarly deep pressure may be caused by a retrosternal goitre, 
a persistent and enlarged thymus, or a thymic abscess, mediastinal glands 
enlarged from any cause, usually malignant disease, a dermoid cyst or a 
bony tumour originating in the sternum. 

ymptoms.—The symptoms are in the main identical with those of 
stenosis of the trachea from intrinsic causes, with the special symptoms 
due to the primary external condition superadded. 

iagnosis.—This may be simple and obvious, as in those cases due to 
pressure from tumours in the neck, whereas, in those due to mediastinal 
pressure, it is usually only possible after a careful survey of all the symptoms, 
and is in brief identical with that of aneurysm or mediastinal new-growth, to 
which reference should be made. In some cases X-ray examination may give 
valuable information. 

Prognosis.—This is good in obstruction due to causes in the neck other 
than malignant disease, but it is almost uniformly bad, indeed hopeless, in 
obstruction due to mediastinal causes, with the exception of abscess and 
some thymic conditions. 

Treatment.—The treatment is that of the primary condition. In goitre 
and tuberculous glands, in a ie tumours, cysts and some thymic condi- 
tions, operation may be possible and may effect complete cure. In those 
due to mediastinal pressure, especially from aneurysm or new-growth, 
treatment, in most cases, can be only palliative or symptomatic, and directed 
to the relief of pain, dyspnoea, cough and distress. 


INJURY 


Direct violence to the trachea has been known to causé rupture when the 
chin is raised upwards and the trachea is, therefore, extended. 
R. A. Youna. 
G. EK. Beaumont. 


DISEASES OF THE BRONCHI 


BRONCHITIS 


Inflammation of the bronchi, or bronchitis, is one of the commonest 
maladies and may be induced by a variety of causes. These, in the main, 
fall into three groups: bacterial, chemical and mechanical, similar to the 
causes of tracheitis, which is, indeed, in many cases, a concomitant or ante- 
cedent of bronchitis, so that tracheo-bronchitis would be a more accurate’ 
designation of the majority of cages. At the same time it should be recognised 
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that the trachea may be alone or predominantly affected, while, on the other 
hand, in many cases of bronchitis of the smaller tubes, the trachea may 
escape, or be only slightly involved. 

ronchitis is so varied in ite extent and in the form and severity of its 
manifestations that a satisfactory classification is somewhat difficult to 
formulate, We propose to consider the clinical manifestations of bronchitis 
according to the following classification : 

1. Acurs Forus—(a) Catarrhal bronchitis, (1) of the larger tubes, (2) of 
the smaller tubes ; (5) suppurative; (c) secondary bronchitis ; (d) bronchitis 
due to mechanical and chemical agencies ; (e) fibrinous. 

2. Coronio Forms—(a) Catarrhal, (b) suppurative, (c) secondary, (d) due 
to mechanical agencies, and (e) fibrinous. 


1, ACUTE BRONCHITIS 


ACUTE CATARRHAL BRONCHITIS OF THE LaRGER TUBES 


Synonyms.—tThis condition is often called Bronchial Catarrh, or Acute 
Tracheo-bronchitis. 

fEtiology.—Predisposing causes.—Climate and latitude undoubtedly 
play an important part. Catarrhal bronchitis is rare in polar and arctic 
regions and near the equator, but is very prevalent in damp and foggy 
climates. In England, attacks are common in late autumn, winter and 
early spring. It is probable that some degree of hereditary predisposition 
occurs, since ‘‘ weakness of the chest ” is common in some families, Owing 
chiefly to greater exposure, the disease occurs more frequently in men than 
in women. It is most common at the extremes of life, infancy and old age, 
but it is not infrequent at any age. Fatigue and privation play their part, 
and exposure to cold, wet or fog so frequently seems to initiate the attack 
that it is often regarded as the exciting cause. Scoliosis, kypho-scoliosis 
and other malformations or deformities of the chest predispose to bronchitis, 
and some of them are induced or aggravated by bronchitis early in life. 
Chronic cardiae and renal disease both render their subjects more liable to 
bronchitis, as do also conditions of the nose and pharynx which lead to mouth- 
breathing, in consequence of the inhalation of air which is unwarmed and 
unfiltered by the nose. In childhood, dentition seems to be a frequent 
predisposing condition. 

The exciting cause is usually one of the catarrh-producing organisms, 
and one or more of the following may be found in the sputum: the pneumo- 
coccus, Friedlinder’s pneumo-bacillus, streptococci, Mtorococcus catarrhalis, 
roe M. tetragenus, and filter-passing organisms. It may also be 

by the Spirochata bronchiahs. 

Pathology.—The changes induced in the bronchi are similar to those 
in the nasal mucosa in coryza and in the trachea in tracheitis. Three stages 
may be described: An initial dry stage, when there is active hyperemia of 
the bronchial mucosa, with exudation into the submucous layer, causing 
temporary diminution of the bronchial secretion from occlusion of the 
mucous ducts. The second or mucoid stage is associated with copious 
discharge of mucoid secretion, owing to increased activity of the mucous 
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glands, this secretion being mixed with shed ciliated epithelial cells and 
scanty leucocytes. Sometimes in acute cases a few red blood corpuscles 
are present. The third stage is that of resolution, though not infrequently 
& muco-purulent stage occurs, when the sputum becomes less copious and 
greenish in colour from large numbers of pus cells. 

In fatal cases the lung tissue may appear slightly distended and red, 
while the bases may be sodden from cedema. On section, the bronchi 
appear injected and the mucosa is swollen. On squeezing the lung, beads 
of mucoid fluid or muco-pus exude from the cut ends of the bronchi. There 
is No consolidation and the lung tissue floats in water. 

Symptoms.—An attack of acute bronchitis generally begins suddenly, 
with malaise, aching in the limbs, and a sense of oppression in the chest. 
If the trachea is also involved, there is the characteristic feeling of rawness 
under the sternum. The temperature rises, varying from 99° to 100° F. 
in mild cases to 103° F. in more severe ones. The cough is at first dry, 
irritating and ineffective, but in a few hours it becomes looser. The sputum 
in the early stage is scanty, tenacious and sometimes streaked with blood ; 
it then becomes copious, mucoid and frothy in character, and is found to 
contain mucus, shed epithelial cells, leucocytes and red blood corpuscles. 
Later it lessens in quantity and may become thick, yellow and muco-purulent. 
With the onset of expectoration there is generally an abatement in the 
symptoms, the rawness under the sternum disappears, and the feeling of 
pain or soreness about the pectoral muscles and the costal attachments of 
the diaphragm lessens. The febrile reaction may last only 3 or 4 days, but 
the cough and expectoration may go on for 10 days or longer, gradually 
diminishing, until they are present only night and.morning, and then cease 
completely. 

In the early stage the patient is flushed and the breathing may be slightly 
increased in rate, but it is rarely or never laboured, unless emphysema co- 
exists. Vocal fremitus is unaltered, but rhonchal fremitus may sometimes 
be felt over one lung or both. The chief physical signs are discovered only 
on auscultation. The breath-sounds may be harsher and higher-pitched, 
particularly in infants and children, but they remain vesicular, and expira- 
tion may be prolonged. The voice conduction is unaltered. As a rule rhonchi, 
either sonorous or sibilant, according to the size of the bronchus in which 
they are produced, are audible over both lungs, and during the mucoid stage 
bubbling réles may be heard, especially at the bases. 

Complications and Sequelz.—Bronchitis may go on to broncho- 
pneumonia or may be followed by lobar pneumonia, fibroid induration 
or bronchiectasis. It may lead to chronic bronchitis, or be followed by 
active tuberculosis. Occasionally acute interstitial emphysema may result 
from violent coughing. 

Course.—This is variable. The patient may be convalescent in from 
7 to 14 days, but cough, expectoration and a condition of debility may 
continue for several weeks, though, in this case, the possibility of pulmonary 
tuberculosis should always be considered. 

Diagnosis.—The diagnosis of bronchitis is usually easy, owing to the 
characteristic rhonchi, but it is important to differentiate primary bronchitis 
from bronchitis occurring as a secondary condition in acute specific fevers 
and other diseases. 
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Prognosis.—Bronchitis of the larger tubes is rarely fatal, except when it 
occurs in infants or the aged, or as a complication of advanced cardiac or 
renal disease. 

Treatment.—ProrayLactio.—This consiste in the avoidance of stuffy, 
ill-ventilated rooms and places of entertainment when catarrha! infections 
are rife. In mouth-breathers, steps should be taken to deal with the condi- 
tions of the naso-pharynx inducing this habit, and instruction in normal 
breathing given. In dusty occupations, suitable measures should be taken 
to minimise the irritant particles in the air, as is now done in most factories 
and workshops. Where poisonous gases have to be encountered, some form 
of efficient gas-mask should be utilised. 

Prophylactic inoculation by vaccines, either from stock mixtures such 
as are now available, or from autogenous cultures, is now being extensively 
used, and with some success. An autogenous vaccine is usually to be pre- 
ferred, if possible. The dose given depends upon the organism and varies 
from 1 to 50 or 100 millions. Two or three doses at intervals of 7 to 10 to 
14 days are usually given in the case of the stock vaccines, whereas with the 
autogenous a course of 6 to 12 gradually increasing doses is given at intervals 
of about a week. 

Curativze.—No matter how mild the attack may be at the onset, the patient 
should be kept in bed. This may only be necessary for 1 or 2 days, but he 
should keep to his room till his temperature has returned to normal. The 
Turkish bath taken by some patients at the first onset is unwise and should 
be discouraged. The room temperature should be kept at 60° to 65° F. 
While the temperature is raised the diet should be the ordinary, simple, 
liquid diet suitable to febrile conditions, namely, milk, weak tea, cocoa and 
simple gruels, broths or one of the many invalid foods. The patient is 
often thirsty, and warm or hot demulcent drinks, such as toast water, 
fruit juices in hot water, and linseed tea sometimes afford great comfort. 
The air of the bedroom may be moistened by means of a steam kettle in the 
dry stage, but the use of a steam tent is to be avoided. Local applications 
over the sternum, acting 2s counter-irritants, seem to give some relief to the 
distressing soreness so often complained of. A mustard leaf or one of the 
medicated wools is the most easy to apply, but a linseed poultice, kaolin 

tice or a liniment, such as camphorated oil or the acetic turpentine 

iment, may be ordered. Some patients find a cold or hot compress to 
the neck comforting. Medicated inhalations may be used, either in a special 
inhaler or in a domestic substitute, such as a jug. At firet vapor benzoini 
—60 minims to the pint of water at 160° F.—is the most comforting, but in 
later stages vapor pini (olei pini, min. 10; mag. carb. levis, gr. 10; aquam ad 
min. 120)—120 minims to the pint—or a dry inhalation of creosote, terebene 
and spirits of chloroform may be useful. It is often wise to start treat- 
ment with an aperient, unless this is contra-indicated. In the dry stage a 
simple saline diaphoretic mixture may be given, with tinct. ipecacuanh» or 
vin. antimonisle in small doses. One-drop doses of tincture of aconite are 
also sometimes given. When expectoration starts it may be encouraged by 
saline and stimulating expectorants, such as ammonium chloride or car- 
bonate, combined with squills and flavoured with syrup of tolu or of Vir- 
ginian prune. For the first night it may be well to give 10 grains of Dover's 
powder to relieve discomfort and secure sleep. 
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During convalescence the patient should take care to avoid chill and 
should be given a more liberal diet. A mixture of strychnine and phosphoric 
acid may be given for a few days, and a linctus or lozenge containing small 
doses of diamorphine (heroin) or other sedative, to lessen the ineffective cough, 
which not infrequently occurs, especially at night. Convalescence is usually 
shortened by a few days’ stay at the coast, especially the south. 

When bronchitis occurs as a part of some specific disease, such as diphtheria 
or influenza, the treatment should be that appropriate to the particular disease. 


Acors CaTarruaL Bronositis oF THE SMALLER TUBES 


Synonym.—(apillary Bronchitis. 

It is open to question whether this condition exists as a separate entity. 
When the finer bronchi and bronchioles are inflamed the alveoli invariably 
become involved, since very little swelling of the bronchiolar walls is sufficient 
to occlude the lumen of the tube, with the inevitable production of an area 
of lobular collapse. The transition from this condition to actual lobular 
pneumonia is a very small one. In any case, the causes, the symptoms 
and the treatment of capillary bronchitis and broncho-pneumonia are identi- 
cal. (See Secondary Broncho-pneumonia.) 


Acute SUPPURATIVE BRONCHITIS 


5 a aaa called Acute Purulent Bronchitis, or Suffocative 
atarrh. 

This condition was brought into prominence during the Great War. 
In 1916 and 1917 it appeared in epidemic form amongst the British 
troops in England and France. Although it was then regarded by some 
observers as & new disease, it is more probable that it was, in reality, an epi- 
demic form of a condition usually rare and sporadic and previously termed 
“ suffocative catarrh.” That name has unfortunately been applied loosely 
to a number of conditions associated with acute dyspnaa. 

Ztiology.—Predisposing causes—The exceptionally severe winter of 
1916-17, together with conditions of overcrowding in huts and billets, were 
undoubtedly concerned in the epidemic just mentioned. The condition 
affects young adults chiefly, and is much more common in men. Over- 
exertion, fatigue and debility predispose to it, but the disease may occur in 
robust and healthy persons. A history of chill may be given, but often no 
obvious cause can be discovered. 

Exciting cause—-The organisms usually found are the pneumococcus 
and Pfeiffer’s H. influenza, the latter being reported in 90 per cent. in some 
series of cases. The Micrococcus catarrhals is also sometimes present. 

Pathology.—A very intense inflammation occurs in the medium-sized 
and small bronchi, leading to an exudate rich im leucocytes. The inflam- 
matory process may extend to the alveoli, which then contain a fibrinous 
fluid, with entangled red cells. The condition occurs in both lungs and is 
usually almost universal, no portion being spared. Post mortem the lungs 
are heavy and red in colour. On section the bronchi are found to contain a 
thick yellow purulent fluid. Small areas of collapse and sometimes of 
broncho-pneumonie consolidation are seen, and there is usually edema of the 
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bases. Plastic pleurisy is not infrequent, and the glands at the root of the 
lung are enlarged. 

ymptoms.—The onset is usually abrupt, often in young people appar- 
ently in robust health. A definite chill may occur, or only coryza and general 
malaise, with aching of the muscles. The temperature rises quickly and may 
reach 104° F. early in the disease. A cough soon develops and extreme 
dyspnoea is a characteristic feature. LExpectoration starts early, often on 
the second or third day. At first it may be streaked with blood, but it soon 
becomes yellowish green and nummular; it consists of almost pure pus; 
there is often as much as 5 or 6 ounces in 24 hours. In most instances here 
is great prostration. In grave cases the patient becomes unconscious and 
loses control of the sphincters, 

There is intense cyanosis, the face, lips and ears being purple. Respira- 
tion is rapid, 30 or 40 per minute, and the accessory muscles are often in 
full action. Palpation and percussion may not shoe any abnormality 
though slight aullaéss is sometimes present at the bases. At first no 
signs may be discovered on auscultation, but soon the breath-sounds 
become largely obscured by medium-sized bubbling rales, often audible 
from apex to base, both front and back. The pulse is frequent, the right 
heart may dilate and the heart-sounds become weak. 

Complications and Sequelz.—In severe cases recurrent bronchitis, 
broncho-pneumonia, fibroid disease or emphysema may follow. 

Course.—In favourable cases complete restoration to health results. 
In severe cases the course is rapid, the patient becomes comatose from 
toxemia, expectoration ceases and death occurs from exhaustion in 2 or 
3 days from the onset. In other cases the disease may last for weeks and 
proceed to recovery or death. 

Diagnosis.—The early occurrence of marked dyspnea and cyanosis, 
the expectoration of copious pus, and the widespread rales without dullness 
are very suggestive of acute suppurative bronchitis. The disease must be 
differentiated from other conditions described as acute suffocative catarrh 
that are associated with extreme dyspnoea and cyanosis. 

Acute pulmonary oedema is usually afebrile, and the sputum is albuminous, 
frothy a copious. The condition leading to it, such as cardiac or renal 
disease, may be apparent. 

Capillary bronchitis or broncho-pneumonia may give rise to difficulty, 
but in these conditions the sputum is scanty, tenacious, sometimes rusty, and 
but rarely purulent; moreover, cyanosis and dyspnoea develop late and 
gee upon the extent of the disease and the condition of the nght side of 
the heart. 

Pneumonia of the wandering type may simulate this condition, but the 
character of the signs, with dullness and tubular breathing, and the rusty 
sputum, usually render diagnosis easy. 

Prognosis.—This is very grave. The mortality is high, often as much as 
50 per cent. Cases extending to 3 weeks or more with swinging temperatures 
usually recover. 

Treatment.—Cases of this disease should be isolated. If there are in- 
dications of an epidemic spread, prophylactic inoculations with a vaccine 
made from the special strain of pneumococci concerned may be useful in 
limiting it. In any future epidemic, a trial should be made of sulphapyridin: 
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(M. & B. 693). The steam tent and the inhalation of medicated vapours, 
such as vapor benzoini, may give a little relief to the dyspnea. Oxygen 
should be administered either by means of an oxygen tent, the double nasal 
catheter or the B.L.B. mask. Venesection may give temporary relief, but 
produces no lasting effect. Ammonium carbonate and potassium iodide 
are generally recommended, Stimulants, such as brandy and strychnine, 
should be given freely, and hypodermic injections of nikethamide (coramine) 
or leptazo] (cardiazol) may be given. 


SzmconpaRy BRONCHITIS 


Etiology.—Bronchitis, usually of catarrhal type—indistinguishable as 
regards symptoms and signs from primary acute catarrhal bronchitis—occurs 
as a definite part of many acute infectious diseases and as a complication in 
others. Among these may be mentioned measles, whooping-cough, influenza, 
the enteric group, small-pox, diphtheria, malaria and plague. Acute 
nephritis of infective origin is often accompanied by acute bronchitis. Other 
conditions associated with bronchitis are pulmonary tuberculosis, glanders, 
secondary syphilis, pleurisy and gunshot wounds of the chest. 

Diagnosis.—Bronchitis is easy to recognise, but it is important not to 
overlook the fact that it may not be the primary condition. In all cases of 
bronchitis in the early stages, the possibility of a primary acute specific in- 
fection should be borne in mind. The diagnosis is also of importance in 
regard to treatment—for example, in malaria, nephritis and syphilis, in 
which treatment directed to the primary condition may be more helpful 
than the ordinary treatment of catarrhal bronchitis. 


BRONCHITIS DUE TO MECHANICAL AND CHEMICAL AGENCIES 


AEtiology.—Mechanical.—Attacks of acute bronchitis may be caused by 
the inhalation of dust-laden air. In occupations where the worker is liable 
to inspire fine particles of carbon, silica, steel, iron, asbestos or kaolin, acute 
bioriohitis may result, but more often these conditions lead to chronic bron- 
chitis and pneumokoniosis. Pressure on a bronchus by aneurysm or new- 
growth, or irritation by the presence of a foreign body, may induce local 
acute bronchitis. The symptoms and signs are practically identical with those 
of the catarrhal form and need no special description. 

Chemical.—Acute bronchitis may follow the inhalation of chemical irri- 
tants, either as a result of occupation, accidents, attempts at suicide, or the use 
of poison gases in warfare. Special attention has been drawn to this subject 
by the large number of cases of “ gassing ”’ dealt with in the War of 1914-1918. 
Death not infrequently occurred, much acute suffering was caused, and 
some permanent damage has resulted in many cases which recovered. 
‘‘ Mustard gas” produces its chief effects upon the skin, the eyes and the 
bronchi. A fibrinous exudate forms on the mucosa as a false membrane, 
which separates as a slough. The suffocative gases chlorine and phosgene 
affect the alveoli primarily and more intensely. Chlorine inhaled in a con- 
centration of 1 in 10,000 causes a rapid alveolar flooding with a serous and 
highly albuminous fluid, and if the victim does not die at once he is liable 
to suffer from an acute bronchitis. A condition called bronchiolitis fibrosa 
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acutely may ocour as a sequel. It is often associated with asthmatic 
nea, 

ss ata Oe, Oe are similar to those of acute catarrhal bronchitis, 

but there is great pain, distress and almost constant cough, often with 

copious expectoration. 

The treatment is referred to under the heading of Tracheitis, and is, in 
the main, symptomatic and directed to the relief of pain, useless cough 
and distress. if there is cyanosis, oxygen should be given continuously if 
necessary by double nasal catheter or B.L.B. mask. 


Acute Frsrpovus Broncaitis 


Synonym.—Acute Plastic Bronchitis. 

Definition.—A comparatively rare acute disease in which there is in- 
flammation of the bronchi, with the formation of casts. These may be 
hollow or solid, and are coughed up in the expectoration. 

ZEtiology.—The cause of the disease is unknown. It is more common in 
males, and is met with both in children and in adults. It may begin as a 
primary catarrhal bronchitis, or develop as a complication of enteric fever, 

or pulmonary tuberculosis. Such organisms as the pneumococcus 
or a streptococcus may be found in the casts. 

Pathology.—The casts may involve the main bronchi only, or more 
frequently the smaller ones and the bronchioles. They are greyish white, 
solid or tubular, and when large, bear the impress upon their exterior of the 
bronchial walls in which they have been enclosed. Thus, when a cast extends 
up to the lower portion of the trachea, the indentations made by the tracheal 
rings may be seen impressed upon it. The fine terminations generally show a 
spiral cadena Chemically, they consist of fibrin or of fibrin and mucin. 
Post mortem the casts may be seen in some places in situ; in other areas 
the bronchi from which they have been expelled may be recognised. The 
bronchial mucous membrane is at times acutely inflamed, red in colour, with 
.the lining epithelial cells desquamating, or it may appear pale and un- 
affected. There is usually a certain degree of emphysema, and there may be 
collapse of lung tissue beyond the site of obstruction. 

Symptoms.— ‘The disease generally begins somewhat sbruptly with a 
cough and malaise. In the course of a few days the patient becomes con- 
siderably worse, dyspnoea develops and a certam degree of pyrexia, but the 
temperature is often not more than 99° or 100° F. The dyspna@a becomes 
more intense, and is the prominent and all-important symptom. The face 
is seen to be cyanosed, the ale nasi and the eager Mera gaia 2h muscles 
are in violent action, sometimes with retraction of the imtercosteal spaces. 
There may be diminished movement of the chest, ether bilateral or unilateral. 
If there is unilateral pulmonary collapse the heart may be slightly displaced 
towards the same side. Vocal fremitus may be normal or locally diminished. 
The percussion note is somewhat hyper-resonant over the anterior chest-wall, 
but behind there may be some degree of dullness over one or other lobes. If 
the bronchi are unilaterally affected there may be dullness limited to one 
lower lobe, with diminution of air entry and no adventitious sounds. Vocal 
resonance over the affected area is lessened. There is usually some diffuse 
bronchitis, as indicated by the presence of rhonchi or r&les. rked stridor 
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is sometimes heard with respiration. A special sign, the “‘ bruit de drapeau,”’ 
has been described when the cast lies free in the bronchial lumen. It is a 
dry clicking sound, caused by the flapping of the cast against the wall of the 
bronchus as the air passes over it. The ordinary am does not show any 
peculiarities. It may, however, show Curschmann’s spirals, Charcot-Leyden 
crystals and eosinophile cells, and it may be absent until the crisis occurs. 
This consists in the expectoration of the cast after a violent fit of coughing. 
The cast may be stained with blood, or there is sometimes actual hemoptysis. 
The peculiar nature of the expectoration often escapes notice, unless te is 
examined by floating in water, when a large intact cast is revealed. The 
dyspnoea ceases immediately after the cast has been expelled 

borplications and Sequelze.—Emphysema may occur as the result of 
the violent coughing, or the disease may become chronic, recurring at intervals 
of varying duration. The most serious complication is laryngeal obstruction, 
caused by the cast becoming impacted between the vocal cords. 

Course.—The disease is generally self-limited, terminating with the 
separation and expectoration of the cust. The acute stage does not, as a rule, 
continue for more than 12 to 24 hours. 

Diagnosis.—The stridor and respiratory obstruction are suggestive of 
cedema of the glottis, but auscultation will show that the site of the lesion is 
lower down the respiratory tract. Asthma, and all causes of laryngeal and 
tracheal obstruction, must be excluded. The dyspnoea and the presence of 
signs localised to one lobe may suggest an active lobar collapse, or a lobar 
pneumonia, but the dyspnoea is more intense than is met with in either of 
these conditions. Casts are expectorated in diphtheria, pneumonia, chronic 
disease of the heart, pulmonary tuberculosis and hemoptysis. The casts of 
acute fibrinous bronchitis are firmer than those found in these affections, 
and are expectorated in long pieces, showing the many branches and bifurca- 
tions of the bronchial tree. 

Prognosis.—The immediate outlook is fair. Death may occur in the first 
attack, or recurrences may take place, which lead to an increasmg degree of 
emphysema, with its usual results. The ultimate prognosis is, therefore, not good. 

Treatment.—The patient should be kept in bed and treated as a case 
of acute bronchitis. Inhalations of medicated vapours often afford relief. 
Potassium iodide is believed to expedite the separation of the cast. Intra- 
tracheal injections of olive oil or lime water have been recommended, as the 
casts tend to dissolve in the latter. Tracheotomy instruments should always 
be at hand in case of laryngeal impaction. 


2. CHRONIC BRONCHITIS 


Chronic bronchitis is perhaps even more difficult to classify than the 
acute varieties, each one of which may have its counterpart in chronic form, 
so that the same classification may be followed. At the same time it must 
be admitted that, especially in the catarrbal forms, the clinical manifestations 
are somewhat varied. 


Curonico CaTARRHAL BRONCHITIS 


4&tiology.—The causes are practically identical with those of the acute 
form, of which it is in most cases « sequel. 
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This affection may commence at any age, although it is more common in 
middle life and with advancing years. Men are more frequently affected 
than women. It seems also to have a special incidence in some families. 
It is more common in damp and foggy climates, and is favoured by urban 
conditions and by dusty occupations. It starts each winter with a more or 
less acute catarrhal attack, but each year the summer intermission becomes 
shorter, until the bronchitis persists throughout the year. It tends to produce 
emphysema and is aggravated in turn by this condition. It is especially 
favoured by cardiovascular lesions, such as valvular defects and arterial 
disease ; by gout, chronic penne syphilis and alcoholism. Con- 
ditions associated with chronic cough predispose to it, notably emphysema, 
asthma, arrested pulmonary tuberculosis, mouth-breathing and cigarette- 
emoke inhaling. 

The bacteria found are practically identical with those in acute bronchitis, 
the commonest being the pneumococcus, Friedlander’s pneumobacillus, 
Micrococcus catarrhalis, streptococci and staphylococci. Mixtures of two 
or more of these may be present. A rarer cause is bronchial spirochetosis, 
from infection with the S. bronchialss. 

Pathology.—The bronchi show chronic inflammatory changes of a 
catarrhal nature. The walls are thickened from chronic hyperemia and 
also from productive changes in the connective tissues. The mucous glands 
may be hypertrophied or atrophied, and there may be widespread desquama- 
tion of the ciliated epithelial lining of the bronchi. In long-standing cases 
there is usually some peribronchitis, leading to cylindrical bronchiectasis 
and distortion of the fronahi by fibrosis. There is almost invariably a 
greater or less degree of emphysema, which may be generalised or onl 
marginal. Post mortem, the lungs are generally an and somewhat engorged, 
but if much emphysema has resulted they may be paler than normal. On 
squeezing the lung after section, pus or muco-pus exudes from the cut bronchi, 
and there is usually some evidence of cedema at the bases. 

Symptoms.—A patient with chronic bronchitis complains of his “ chest.”’ 
By this he means that he suffers from cough, expectoration and shortness of 
breath on exertion. The cough varies greatly in its severity. During the 
warm weather the patient may be completely free, and yet suffer for ycars 
from a winter cough. It may occur frequently throughout the day and in 
attacks at night, or only in the mornings and evenings. 

The expectoration varies considerably in quality and quantity, so much 
so that the old classifications of chronic bronchitis were based on this factor. 
Thus, there may be practically no sputum or only small tenacious pellets, 
the “crachats perlés’’ of Laennec; on the other hand, there may be a 
profuse expectoration resembling unboiled white of egg diluted with water, 
constituting the form described as “‘ pituitous catarrh ” or “ bronchorrhea 
serosa.” Usually the sputum is mucous or muco-purulent and contains 

yish-black particles mixed with a frothy fluid. the dyspnoea is largely 

ue to the accompanying emphysema, and so indicates the degree of chron- 
icity of the disease. At first the patient may only notice that he gets out of 
breath on going upstairs or on mounting slopes, but later even walking on 
the level causes dyspnea. 

Blight rises of rain wapeail occur in the acute exacerbations of the 
catarrhal process. Slight cyanosis is frequently observed, especially after 
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exercise, when the accessory respiratory muscles are called into play. Some 
times rhonchal fremitus is felt. Movement of the chest is restricted by 
emphysema, and the percussion note then becomes hyper-resonant. On 
auscultation, expiration is prolonged and sonorous or abilant rhonchi are 
heard all over the lungs, with bubbling rales if there is thin secretion in the 
smaller bronchi. On the other hand, rhonchi may be scanty or only occasion- 
ally heard. Voice conduction is unaffected. The fingers may be slightly 
clubbed, and further evidence of venous obstruction apparent in the dilated 
venules on the cheeks or along the costal attachments of the diaphragm. 

Complications and Sequelz#.—The following changes may occur in the 
lungs—peribronchial fibrosis, bronchiectasis and emphysema. Asthma or 
attacks of bronchial spasm sometimes form a complicating factor in chronic 
bronchitis, especially in the cases of so-called bronchorrheea. The increased 
cardiac strain may lead to right-sided dilatation, with basal pulmonary 
congestion, ascites and cadema of the legs. Late in the disease, as the result 
of the cyanosis, a peculiar form of confusional delirium is met with, which is 
worse at night. 

Course.—The disease once firmly established, unless relieved by suitable 
climatic treatment, remains chronic and becomes progressively more severe 
as further damage is wrought in the lungs with each hibernal exacerbation. As 
the emphysema develops, a vicious circle is initiated, the aerating power of 
the lungs diminishes, and finally cardiac failure ensues. 

Diagnosis.—Chronic bronchitis must be distinguished from pulmonary 
tuberculosis, bronchitis secondary to heart failure, and from bronchiectasis. 
In tuberculosis with bronchitis there is generally wasting, and often flattening 
of the chest-wall, owing to fibrosis of the lungs. In all cases where the 
summer intermission of the symptoms fails suddenly rather than lessens 
gradually, tuberculosis should be suspected. The diagnosis is clinched by 
the presence of tubercle bacilli in the sputum. In bronchitis secondary to 
heart failure, in addition to the cardiac signs, the rales in the lungs are chiefl 
basal and the rhonchi are not so universally distributed. In bronchiectasis 
the signs are usually characteristic and often limited to one lobe. The X-rays 
my afford useful aid in diagnosis. 

rognosis.—The immediate prognosis is good, the ultimate is bad. 
Much depends upon the patient’s social condition and opportunities for 
treatment, especially in respect to climate. The expectation of life of a 
patient suffering from chronic bronchitis is considerably shortened. 

Treatment.—Those subject to chronic bronchitis should live in a warm, 
equable and dry climate. In England the south-western districts are best, 
but it is advisable to winter farther afield if possible, either on the Riviera, 
the north coast of Africa, or in Madeira. High altitudes should be avoided 
if emphysema is present or if there are cardiac complications. Exposure 
to wet and chill is dangerous. The question of occupation is often difficult. 
Much time should be spent out of doors, provided that the patient is not 
exposed to the inclemencies of the elements ; and, further, the work under- 
taken must not involve severe muscular efforts, or the inhalation of dusty 
or irritant particles. 

In England it is difficult to find an outdoor occupation conforming with 
these desiderata, consequently light indoor work in a good atmosphere 
should be advised. Clothing should be warm but light, and afford special 
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rotection to the chest without overloading, as some patients are liable to 
ao: Kixcesses in diet are to be avoided, also alcohol and heavy smoking. 
The general nutrition should be well maintained, and many patients, especially 
those of spare habit, seem to derive great benefit from cod-liver oil during 
the winter months. 

If cough is troublesome and expectoration tenacious or scanty, various 
combinations of expectorant remedies are useful, such as ammonium carbonate 
or chloride, tinct. ipecacuanhs», preparations of squills or senega, with tolu, 
liquorice or Virginian prune as flavouring agents. A simple saline mixture 
such as K. Sodii bicarb., grs. 10 ; sodu chlond., grs. 3; sp. chlorof., min. 5; 
aquam anisi ad fl. oz. 1, taken with an equal quantity of hot water in the morn- 
ing or at night, may help to “clear the tubes ” and give the patient a spell of 
freedom from cough. In older patients the ether and ammonia mixture 
may be given, and in cases with bronchial spasm potassium iodide with 
anti-spasmodics, such as stramonium, lobelia, belladonna or grindelia, may be 
of great value. Various antiseptic druge, such as turpentine min. 10, terebene 
min. 5-10, creosote min. 3 in capsules or perles, have been recommended, and 
the elixir thymi et diamorphin. B.P.C. min. 60. Sedative lozenges, such as 
compound liquorice, heroin or codeine, are often useful in checking useless 
cough. Intercurrent attacks of acute bronchitis must be treated on the 
principles described under that condition and the patient kept indoors or 
in bed, as may be necessary. When an advanced degree of emphysema 
coexists the treatment appropriate to that condition should be applied. 
Sometimes benefit may follow the use of the compressed air chamber. When 
failure of the right heart ensues, with visceral engorgement, the treatment 
must be modified suitably as described under emphysema. Liniments 
applied to the chest-wall, especially those containing camphor, turpentine 
or belladonna, are soothing and afford relief. Care should be taken that any 
tendency to constipation is checked. In some cases, especially when the 
predominant organism is the Micrococcus catarrhalis or Friedlainder’s 
pneumo-bacillus, an autogenous vaccine prepared from the sputum amelior- 
ates the symptoms when given in small doses. This should be considered 
especially in cases unable to undergo suitable climatio treatment. 


Curonio SUPPURATIVE BRONCHITIS 


Synonym.—Fetid Bronchitis. 

AEtiology.—This condition is not sharply defined and is not a specific 
and separate nosological entity, but it is a convenient group to include cases 
with fetid purulent sputum. In some forms of chronic bronchitis the secre- 
tion may on time to time accumulate in the bronchi and prove offensive 
on expectoration. In some instances this condition becomes chronic and 
the expectoration is fetid up to the time of death. 

_ Pathology.—There is chronic inflammation of the bronchi, with marked 
peribronchial thickening. The bronchial secretion becomes purulent, and 
ulceration of the bronchial wall or dilatation of the lumen may occur. Post 
mortem, the lungs are soft, and on section some broncho-pneumonic areas, 
with cedema of the bases, may be sean. Pus of an offensive nature exudes 
from the cut ends of the bronchi. | 

Symptoms,—These resemble those found in chronic bronchitis, with, 
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in addition, the unpleasant characteristics of the sputum, in which Dittrich’s 
plugs may be found. These are small, yellowish bodies, with an intensely 
offensive odour, composed of compact secretion. 

_ Complications and Sequelz.— Ulceration of the bronchial walls, abscess 
or guia of the lung, and areas of broncho-pneumonia may develop. As 
with bronchiectasis, pyeemia sometimes ensues, with the formationof secondary 
abscesses in the brain. 

Course.—The disease is progressive, but in the early stages there may be 
long remissions in which the sputum is not offensive although the bronchitis 
persists, 

Diagnosis.—The sputum is offensive in abscess and gangrene of the lung, 
bronchiectasis and interlobar empyema. X-ray examination of the chest 
is of great value in revealing these conditions, and lipiodol or neo-hydriol 
investigation will usually serve to distinguish between them. 

Prognosis.—As the disease becomes firmly established the patient’s 
strength is gradually undermined from the absorption of toxins, and death 
ensues in the course of a few years, either from exhaustion, toxemia or 

yeemia. 

Treatment.—An endeavour should be made to lessen or prevent the 
offensive character of the sputum. For this purpose creosote or garlic may 
be administered, as in bronchiectasis. If sputum is copious, postural drainage 
by means of a Nelson bed may be useful. Creosote vapour baths are also 
of great value. Apart from this, the treatment is as for chronic bronchitis. 


CHROoN1IO SECONDARY BRONCHITIS 


Chronic bronchitis is a common association of chronic cardiac and renal 
disease, and possibly also of gout. Its clinical characters do not need special 
description. It is only necessary to emphasise, as in the acute forms, the 
importance of recognising that the bronchitis is not the essential condition, 
and that treatment must be directed especially to the primary disease. 


CaRronico BRONCHITIS FROM MECHANICAL AND CHEMICAL AGENCIES 


This usually proceeds to interstitial changes in the lung, and these resulta 
may be studied more conveniently under the heading of the pneumokonioses. 


CHRONIO Fisrinovus BRONORITIS 


Acute fibrinous bronchitis has been described above. In certain cases 
of chronic catarrhal bronchitis a fibrinous exudate may occur from time to 
time, with the formation of intrabronchial casts. There is then cough and 
dyspnoea, which abate with the expectoration of the cast. It therefore 
very closely resembles acute fibrinous bronchitis, and the treatment indicated 
is that described above. 


TOMOURS OF THE BRONCHI 


Tumours arising in the bronchi may be (a) simple or (6) malignant. 
(a) Simple tumours.—The following varieties occur: Adenoma, lipoma, 
tmayxoma, papilloma and chondroma. Any of these may lead to bronchial 
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obstruction and, in consequence, to either collapse or bronchiectasis. Adenoma 
is of sufficient frequency and importance to require separate description. 

(6) Malignant tumours.—Primary carcinoma or sarcoma may originate in 
the bronchi. In carcinoma the growth is usually of the columnar type, and 
arises from the lining epithelium of the bronchi or from that in the mucous 
glands. Oat-celled tumours also occur, and occasionally squamous-celled 
carcinoma. In some instances secondary deposits of carcinoma may follow 
very closely the paths of the main bronchi. Sarcoma may originate in the 
connective tissue of the bronchial walls. 

Although the majority of primary malignant tumours within the lung 
originate in the bronchi, either from the linmg epithelium or from the cells 
of the mucous glands, their pathological effects and clinical manifestations 
are in the main pulmonary, and it is therefore more convenient to describe 
them as tumours In the lung (see pp. 1219-1222). 


ADENOMA OF BRONCHUS 


ZEtiology.—Adenoma of the bronchus occurs about equally in the two 
sexes, and usually in adults below the age of 40. | 

Pathology.—The tumour is at first small and of polypoid form, as a 
rule arising in a main bronchus, but not infrequently in the branch to the 
lower lobe. It is about twice as common on the right side as on the left. 
The bulbous end is generally directed towards the trachea. The surface is 
usually smooth and shiny, but may be nodular. An erroneous diagnosis of 
carcinoma was not uncommon in the past owing to differences of staining of 
certain of the constituent cells and their irregular distribution in the con- 
nective tissues. Metastases, however, are unknown. An adenoma often 
projects through the bronchial wall, giving it a dumb-bell or cottage-loaf 
conformation. 

Clinical Features.—Often the earliest symptom is hemoptysis, and 
this may be slight or profuse, since adenomata are very vascular and bleed 
easily. In other cases the tumour causes bronchial obstruction with resultant 
cough and wheezing, proceeding later to pulmonary collapse or bronchiectasis. 
Dry pleurisy may be an early result of infection, and at times pleural effusion 
or empyema may conceal the underlying cause. 

Diagnosis.—Other causes of hemoptysis must be considered, such as 
pulmonary tuberculosis, mitral stenosis, dry bronchiectasis or bronchial 
carcinoma. Pulmonary collapse may suggest an unresolved pneumonia. 
In cases of pleural effusion or empyema the diagnosis is lable to be over- 
looked. The injection of lipiodol or neo-hydriol, or tomography, will often 
reveal a blocked or deformed bronchus, but the diagnosis can only be estab- 
lished by microscopical examination of a portion of the tumour removed 
through a bronchoscope. 

Prognosis.—This varies with the stage at which the diagnosis is estab- 
lished. If the condition is recognised early, and treated before the growth 
has extended outwards through the bronchial wall and before bronchial 
obstruction and ne infection have occurred, the outlook is favourable. 

Treatment.— When the adenoma is recognised before secondary effects 
have developed, piecemeal removal through a bronchoscope, followed by 
radon application is often completely successful. There are, however, the 
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risks of hemorrhage, primary and secondary, and of local recurrence, especi- 
ally when the growth has extended outside the bronchus. Deep X-ray therapy 
has been recommended, If secondary bronchiectasis and fibrosis have 
occurred, lobectomy, or in rare cases pneumonectomy, may be necessary. 


THE INFECTIVE GRANULOMATA 


Sypuitis.—During the secondary stage, a generalised hyperemia of 
the bronchial mucous membrane may occur, giving rise to slight bronchial 
catarrh with the usual symptoms and signs, a condition that has been called 
syphilitic bronchitis. It is frequently beneficially influenced by anti- 
syphilitic treatment. In the tertiary stage, gummata may form in or near 
the large bronchi. They tend rather to fibrosis and contraction than to 
softening and ulceration, although the latter processes may occur. Contrac- 
tion may lead to bronchial stenosis, with the symptoms and signs described 
below, or to extensive peribronchial inflammation and bronchiectasis. If 
the gummata extend into the lung, as may happen in rare instances,destructive 
lesions with cough, expectoration and hemorrhage may result. This condition 
is more fully described in the section on pulmonary syphilis (see p. 1218). 

TUBERCULOSIS Of Wwe Lrunci Uccurs as part of puluonary tuberculuais 
and does not require separate description. 

Leprosy.—The bronchi may be involved in this disease, with the pro- 
duction of cellular infiltration and even nodule formation. At first, these 
lesions may produce bronchitis, and they are progressive, leading to cough, 
expectoration, wasting and asthenia. Jhe general clinical picture may 
simulate chronic pulmonary tuberculosis, from which it is distinguished by the 
acer of leprous lesions elsewhere, and the absence of tubercle bacilli 

rom the sputum. ' 


BRONCHIAL STENOSIS AND OBSTRUCTION 


Obstruction of the main bronchi or of their subdivisions within the lungs 
may arise from causes within the bronchi or from conditions outside them, 
and these require separate consideration. It is important to emphasise the 
fact that in both conditions the symptoms differ according to whether the 
obstruction is sudden and complete, in which case collapse of the correspond- 
ing lung is the rule, or whether it is partial and more gradual, when bronchi- 
ectasis usually results. Obstruction of the smaller bronchi may result from 
spasm as in asthma (see p. 1148) or from disease as in small-tube and capillary 
bronchitis (see p. 1133). 


(a) INTERNAL CavusEs 


These are most conveniently considered in two groups—(1) Foreign 
bodies ; (2) those due to disease or cicatrisation of the bronchial walls. 


(1) Fornzian Boprgs in THE BRronouwi 


These usually gain access through the larynx and trachea by inhalation. 
Any inhaled foreign body that is small enough to pass down the trachea may 
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reach a main bronchus, more commonly the ght, of if it is small it may pass 
into one of the secondary bronchi. It may at once become impacted, or be 
moved by cough, but unless it is expelled in this way, it is sooner or later 
drawn into the smallest bronchus that will receive it, and thete becomes 
impacted. 

The recorded varieties of foreign body thus reaching the bronchi are 
very numerous, but among the more common are pieces of bone, beads, pins, 
coins, ear-rings, studs, pencils, fruit stones, grains, grasses, beans, nuts, teeth 
and pieces of tonsil or adenoid growths after tonsillectomy. Even a living 
fish has been inhaled into a bronchus. Foreign bodies may reach the bronchi 
through a tracheotomy wound, or a gland may ulcerate into the lumen of a 
bronchus. Broncholiths and pneumoliths, calcareous particles originatin 
in the bronchi and lungs respectively, may be inhaled into a bronchus inste 
of being expectorated. 

Pathology.—The pathological changes resulting from a foreign body 
in a bronchus depend upon the nature of the foreign body, the duration 
of its stay, the size of the bronchus obstructed by it, and the degree of 
obstruction induced. If the foreign body is smooth and comparatively 
little septic, and if it be removed within 24 hours or so, complete recovery 
after a very mild local inflammatory reaction may be expected. If, on 
the other hand, the foreign body is rough, or soft and Jaden with septic 
organisms, acute pneumonic processes, often septic in character, may 
develop very rapidly. A soft type of foreign body may swell and com- 
pletely obstruct the bronchus it reaches, leading to complete collapse of the 
corresponding lung area, often the whole or half of the lower lobe. If the 
stay of any foreign body is prolonged to days, weeks, months or longer, 
irreparable damage almost invariably results. The forms this may take 
are numerous. Collapse and septic pneumonia have already been mentioned. 
If the obstruction is partial, septic bronchitis, with stagnation of the bronchial 
exudate and pus behind the obstruction, leads in turn to peribronchitis, 
bronchiectasis and fibroid induration of the corresponding lung area. In 
other cases gangrene of the lung results. Not infrequently an empyema 
may occur and the foreign body may be found m the empyema cavity. 
Suppuration round a foreign body may lead to localised intrapulmonary 
suppuration or abscess. Simple bronchial obstruction, uncomplicated by sepsis, 
may lead to bronchiectasis, owing to the resultant lowering of intrapleural 

reseure. 
. Symptoms.—During the passage of the foreign body through the larynx 
and trachea urgent symptoms may occur which leave no doubt as to what 
has happened ; but this is not invariable, and the patient may not be sure 
whether he has inhaled or swallowed it. In any case, after a bronchus has 
been reached, there may be a latent period which engenders a sense of false 
security and leads to delay in treatment. In most cases pain, discomfort 
and cough develop rapidly. The cough may lead to the expulsion of the 
foreign body, or may cause dyspnoea if it forces it up to the larynx. The 
cough soon becomes noisy, often paroxysmal, and if local septic changes 
are set up expectoration occurs, sometimes mucoid and copious, at others 
muco-purulent. Hemopftysis is nof uncommon. Pain may be absent, but 
is: often severe. The temperature is generally normal for the first few hours, 
but soon rives, especially if b tis, pmeumonia or broncho-preumonia 
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develops. The further symptoms are those of the reactive changes and 
complications which ensue. | 

he physical signs naturally depend upon the bronchus affected and upon 
the degree of obstruction. They are at first those of deficient air entry. 
The affected side may show less movement, and there may be some recession 
of the lower intercostal spaces in young people. If a large bronchus is in- 
volved and collapse results, there is some displacement of the heart to the 
affected side. Vocal fremitus may be diminished or absent, the percussion 
note impaired, and the breath-sounds and voice-sounds weak or absent over 
the whole or part of one lung, almost invariably the lower lobe. When 
bronchiectasis, empyema or other conditions develop, their characteristic 
signs become apparent. 

Complications and Sequelz.—These have been enumerated in desecrib- 
ing the pathological results. Sometimes septic meningitis or cerebral abscess 
develops. 

Course.—Spontaneous relief may occur in two ways, either by the foreign 
body being coughed up, as may happen within a few hours or days or after 
an interval of months or years, or the foreign body may track through the 
lungs and pleura, and be discharged in an abscess bursting through the chest 
wall. In both cases, if an interval of more than days occurs, irrecoverable 
damage may have resulted. Apart from these occurrences and from success- 
ful treatment the course is very variable. Death may occur quickly from 
some of the septic complications, or after a longer or shorter interval from 
bronchiectasis, gangrene or cerebral abscess. 

Diagnosis.—The history of disappearance of some article from the mouth 
in the act of laughing, breathing, yawning, coughing or sighing, should always 
arouse suspicion of an inhaled foreign body. If signs indicating bronchial 
obstruction are found, the diagnosis is almost certain. In every suspicious 
case radiograms of the chest should be taken in two different directions, in 
case the shadow may be merged in that of the scapula or of the ribs. The 

ssibility of a foreign body should always be borne in mind in cases of uni- 
ateral basic bronchiectasis, especially if no obvious cause can be found. 
When such unilateral lung signs develop after an anesthetic, or after operations 
on the mouth or naso-pharynx, the possibility of some inhaled material should 
always be remembered. 

Prognosis.—This is grave unless the foreign body is removed within 36 
hours, owing to the various dangerous complications that may eneue. Ex- 
cluding the few cases in which cure occurs by spontaneous discharge of the 
foreign body, about 50 per cent. of cases left untreated die withm 1 or 2 
years. 

Treatment.—This consists in removal, if practicable, as soon as possible 
after the diagnosis is established. If the foreign body is in a main bronchus 
or one of ita principal divisions it can usually be removed by means of the 
bronchoscope and appropriate forceps. In case of failure the question of 
pheumotomy may have to be considered. If this is decided on, every effort 
must be made to localise the foreign body by X-ray examination. If intra- 
pulmonary or pleural suppuration has occurred, this must be dealt with 
surgically, and sometimes the foreign body can be removed at the same time. 
The medical treatment of the cases consists in that of the various conditions 


resulting. 
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(2) OBsTRUCTION oR STENOSIS FROM DISEASE OR CIOATRISATION OF THE 
BRONCHIAL WALL 


Etiology.—Primary bronchial new-growths, including adenoma, 
columnar-celled carcinoma, oat-celled tumour and squamous-celled carcinoma 
lead to bronchial obstruction at an early stage. These conditions produce 
symptoms and signs practically identical, with those of new-growths in the 
lung (see p. 1220). 

A plug of mucus or a blood clot may cause temporary obstruction of a 
large bronchitis. 

The causes of cicatrisation are those leading to ulceration of the 
bronchial wall, with subsequent healing, such as syphilitic processes in and 
around the bronchi, ulceration from injury produced by a foreign body or in 
its removal, or by the inhalation of severe irritants. The fibroid variety of 
tuberculosis may also produce it. 

Pathology.—The stenosis may occur in one of the main bronchi, or in one 
passing to a lobe or to part of alobe. At first partial, it may progress until 
the lumen is almost completely occluded at one point. The changes occurring 
in the lung beyond the obstruction vary with its degree. At first there is 
retention of secretion in the bronchi, and air may be forced past the obstruc- 
tion in inspiration, but not expelled during expiration, producing emphysema, 
with gradual bronchial dilatation. When the obstruction is more complete 
the air is absorbed, the lung tissue gradually becomes fibrotic, and the 
bronchi dilate further. 

Symptoms.—Cough, not infrequently of paroxysmal character, is an early 
symptom and is usually a continuation of that caused by the primary condi- 
tion. It may be dry or associated with mucoid sputum, sometimes blood- 
streaked. The expectoration may cause dyspnea, by obstructing the 
narrowed bronchus. If bronchiectasis develops, the sputum usually becomes 
fetid. 

The physical signs are those of collapse of a part of the lung and are 
progressive. Local limitation of movement and flattening, with displace- 
ment of the heart to the affected side, may be apparent on inspection. The 
vocal fremitus is diminished, the percussion note, Impaired at first, may pro- 
gress to complete dullness when fibrosis develops. The breath-sounds are 
weak or even absent, and the voice-sounds diminished. In the early stages a 
bronchial stridor may be audible. Compensatory emphysema of the adjacent 
healthy lung tissue often develops. 

Complications.—These are similar to those in stenosis from a foreign 
body, notably fibrosis and bronchiectasis. 

Course.— Unless the primary condition causing the stenosis is one which 
can be arrested by treatment, the condition is progressive, and eventually 
the area of lung beyond the obstruction becomes permanently functionless. 

Diagnosis.-—Bronchial cicatrisation must be differentiated from obstruc- 
tion due to extrabronchial causes, such as pressure from new-growths, 
aneurysm and the other mediastinal conditions mentioned in the section 
below. The history, the physical signs and examination by X-rays and, if 

, by the bronchoscupe may help in distinguishing. The Wassermann 
reaction should be investigated in every case where the stenosis is proved te 
be of intrabronchial origin. : : 
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Prognosis.—This varies with the cause. It is most favourable in cases 
due to syphilis submitted to treatment at an early stage. 

Treatment.—Vigorous anti-syphilitic treatment should be employed in 
cases due to syphilis. In other cases the treatment is to relieve symptoms 
by appropriate measures. 


(b) ExrzenaL Causes 


These may be subdivided into—(1) Mediastinal conditions, chiefly enlarge- 
ment of the bronchial or mediastinal glands from tuberculosis, Hodgkin’s 
disease or malignant growth, aneurysm of the aorta, mediastinal abscess, 
pericardial effusion and cesophageal new-growths. (2) Intrapulmonary 
causes, generally primary or secondary new-growths. 

Symptoms.—These are practically identical with those just described, 
but in addition there are those of the condition causing the pressure. 

Diagnosis.—This has been discussed in the previous section. The 
bronchoscope should not be employed where there is any suspicion of an 
aneurysm. 

Prognosis.—This is extremely unfavourable, except in cases due to 
tuberculous glands and pericardial effusion, and in some cases of mediastinal 
suppuration. 

reatment.—This can only be palliative in the majority of cases. Useless 
cough may be checked by a sedative linctus of diamorphine (heroin) or 
morphine. Dyspnea when due to spasm may be lessened by inhalations of 
creosote and spirits of chloroform, or by administration of oxygen. Pain 
may be pelioved by aspirin or other analgesic drugs. 


ASTHMA 


The term asthma has been loosely employed to denote any form of 
dyspnosa of expiratory type occurring in paroxysms. For all conditions 
other than that now to be described some descriptive qualification should be 
employed to avoid confusion. 

Asthma or true spasmodic asthma is a paroxysmal affection, occurring 
most frequently in patients of neuropathic inheritance. It manifests itself 
in attacks of severe expiratory dyspnoea due to excessive vagal discharges, 
set free by peripheral irritation, chemical agencies or cerebral influences. 

tiology.—Probably no other disease shows such a varied and complex 
causation, but studies of idiosyncrasy and anaphylaxis have served to 
explain many of the obscurities. 

Predisposing causes.—Age.—The first attack may occur at any age, 
even as early as the period of the first dentition. The majority of cases 
begin before the age of 25. 

Sex.—Asthma is generally stated to be nearly twice as frequent in the 
male sex as in the female. 

Heredity.—Asthma certainly runs in families, The heredity is not always 
direct, the nervous instability sometimes being evidenced in other generations 
by migraine, epilepsy or hysteria. The view that hypersenaitiveness to 
certain proteins is raherited is now discredited, and it is believed that an 
unduly irritable bronchial centre is the factor transmitted by heredity. 
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Other diseases—Gout and syphilis are said to predispose to asthma. 
Bronchitis not infrequently leads to paroxysms in patients with asthmatic 
tendencies. Tuberculosis of the lung occasionally induces it, but here again 
it is probably in patients with the asthmatic diathesis. 

amate and loaaheig. <—Agthrantics seem very sensitive to both of these, 
but no general relationship can be proved, as tbe effects are most vanable. 
Some patients are better in dry, others in damp, foggy climates, and in regard 
to locality each patient ie a law to himself. 

Conditions of the nose and naso-pharynx.—Nasal obstruction from swelling 
of the turbinates, deflection of the septum, spurs and polypi, and conditions 
of the naso-pharynx, such as adenoids and enlarged tonsils, undoubtedly 
predispose to asthma, and may also be exciting causes of the actual paroxysm. 

Exciting causes.—Ohemical substances.—The emanations from certain 
animals may be the determining cause. The best known of these are the 
horse and cat, but rabbits, hares, guinea-pigs, deer, dogs and monkeys may 
have a similar effect. Even human hair appears capable of discharging the 
paroxysm. The dust from some substances, such as corn, rice or oats, the 
smell of certain drugs, such as ipecacuanha, and the scent and the pollen of 
grasses and flowers may act in a similar fashion, as also may articles of diet, 
and many drugs. This factor in causation has attracted much attention 
—in this country by Freeman, Coke and Bray, and in America by Walker. 
It is claimed that at least 50 per cent. of asthmatics show hypersensitiveness 
to various protein antigens obtainable from animals, grains, bacterial bodies, 
foods and drugs, and over a hundred are now available for routine testing of 
these patients. The analogy with the causation of hay fever and paroxysmal 
sneezing is obvious. This group has been referred to as “ allergic” asthma. 

Pertpheral trritation.—As already mentioned, irritation of the nose, naso- 
pharynx and bronchi may be asthmogenic in those of asthmatic tendency. 

Gastro-intestinal disturbance.—This is well recognised as a cause, and most 
asthmatics find by experience the penalties of a heavy late meal and of 
indigestible articles of diet. It is possible that actual metabolic errors may 
be a factor, as in the so-called ‘‘ week-end asthma,” due to altered conditions 
of diet and exercise at this period. 

Genito-urinary conditions, particularly in women, notably ovarian or 
uterine disorders, sometimes act in inducing asthma. 

Outaneous.—Asthmatics are peculiarly liable to urticaria and eczema, 
although these conditions usually alternate with the asthmatic attacks. 

Nervous factors.—Fatigue, emotion and nervous shock may precipitate 
an attack. This factor cannot be ignored, even in cases due to protein 
hypersensitiveness, as is shown by a well-known case in which a patient 
susceptible to roses developed asthma when handed an artificial rose. 

Pathology.—Numerous theories have been propounded to explain the 
asthmatic paroxysm. Among these may be mentioned vascular turgescence 
of the bronchial mucous membrane, spasm of the bronchial muscle and 
increased secretion of the mucous glands. Spasm of the diaphragm or of 
the na sgeaer muscles has also been suggested. That bronchial spasm 
pers © major part seems to have been established by the experiments of 

rodie and Dixon, and this view is strongly supported by their observations 
on the effecta of drugs on the bronchial musculature. Muscarine, pilocarpine 
and physostigmine produce bronchial constriction and asthmatic symptoms 
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- animals, while atropine, hyoscyamine and chloroform abolish these 
effects. 

There can now be little doubt that the broncho-constrictor fibres of the 
vagus are the channel by which the impulses discharging the asthmatic 
paroxysm reach the bronchi, although the possibility that impulses leading 
to vaso-dilatation and to increased bronchial secretion are also concerned, 
must be admitted. 

ANAPHYLAXIS,—The important part played by extraneous proteins in the 
genesis of asthma and the obvious analogy between the asthmatic paroxyam 
and the symptoms of anaphylactic shock have suggested that in many cases, 
if not in all, asthma is an anaphylactic phenomenon. Evidence is accumu- 
lating in is ek of this view. It has been shown that the lungs of the 
guinea-pig killed in anaphylactic shock show extreme constriction of the 
bronchioles. Asthmatics are well known to show anaphylactic tendencies, 
and especial care in the administration of antitoxic serums is necessary with 
them. It is of some interest to note that the Eppinger and Hess group of 
vagotonics show urticaria, dermatographia, eosinophilia and liability to 
anaphylactic shock, all conditions which occur in asthmatics. It is tempting, 
therefore, to assume that the foreign protein or toxin produces the asthmatic 
attack by inducing vagotonicity. Lastly, the observations of Freeman, 
Coke and the American workers have demonstrated the cutaneous hyper- 
sensitiveness of many asthmatics to special foreign proteins. Further 
research 1s needed before it can be accepted that anaphylaxis accounts for 
all cases of asthma, but it is almost certainly an important factor in 
many. 

Symptoms.—The asthmatic paroxysm most commonly commences about 
2 a.m, or later, but it may sometimes develop in the daytime. There are 
often preliminary indications some hours beforehand, constituting the 
“asthmatic aura.” These include restlessness, irritability, mental exaltation, 
less frequently depression, itching of the nose or chin, flatulence or polyuria. 
Some attacks are ushered in by coryza. Such warnings are not constant, 
and the sufferer usually wakes from sleep with a feeling of suffocation. In 
early attacks great restlessness, anxiety and alarm occur. The difficulty 
in breathing and the sense of suffocation increase ; the patient sits up in bed, 
or gets up to throw open the window, and fixes his arms to bring into action 
all possible muscles of respiration. Respiration, although laboured and 
difficult, is often slow, inspiration being short while expiration is greatly 
prolonged. Both are accompanied by loud wheezing sounds, audible at a 
distance from the chest. The patient appears pale, but the lips are dusky 
and the expression is anxious and distressed. The jugular veins are distended 
and prominent. The accessory muscles of respiration are seen to be in violent 
action, notably the sterno-mastoids, scalenes and pectorals, The skin is moist 
and there may be marked sweating. The chest is much distended, and at 
each violent attempt at inspiration very little further enlargement occurs, 
while there is often sucking-in of the supra-clavicular and lower costal 
regions, 

Percussion reveals marked hyper-resonance and encroachment on the 
cardiac and hepatic dullness. On auscultation inspiration is short and high- 
pitched, expiration very prolonged, and both are obscured by abundant 
sonorous and sibilant rhonchi, and later by bubbling rales at the bases, The 
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pulse is small, quick and sometimes irregular. There is usually marked 
epigastric ee A differential blood count during an attack may show 
an eosinophilia of as much as 35 per cent. Cough does not develop until 
late in paid pe and is quickly followed in many cases by the expectora- 
tion of small pellets, called “ perles ’’ by Laennec, and often likened to boiled 
sago or tapioca. These were carefully studied by Curschmann, and when 
examined on glass on a black background, prove to consist of a central highly 
refractive mucinoid coil, with masses and threads of mucin wrapped spirally 
around it. Microscopically leucocytes, mostly eosinophils, may be seen 
entangled in the mucus. The sputum frequently contains Charcot-Leyden 
crystals, which are now accepted as spermin phosphate. With the onset of 
expectoration the dyspnoea quickly lessens, and the attack subsides. The 
patient often ig a large quantity of pale urine and then may sleep until 
morning, awaking in apparent comfort. More frequently he appears pale, 
tired and anxious. 

Course, Complications and Sequelz.—Such an attack may last from 
a few minutes to several hours, and may remit and then return. When the 
spasm is very severe and prolonged into hours, with little or no remission, 
the condition is often termed “ status asthmaticus.” The patient may be 
extremely ill, and death may occur unless the attack remits spontaneously 
or as & result of treatment. More often the attacks recur at the same time 
each night for a considerable period extending to weeks, and then pass off, 
after which the patient may enjoy a period of freedom of weeks or months. 
The intermissions may become shorter with successive attacks, and increasing 
emphysema may develop. This in turn leads to secondary bronchitis, which 
persists, together with some degree of permanent cedema of the bases. Later 
still the cardio-vascular changes incidental to emphysema occur as sequels, 
namely, engorgement of the right heart, tricuspid regurgitation, venous stasis, 
ascites and oadema. Chronic asthmatics frequently present a characteristic 
appearance. Of thin build, with sallow complexion, anxious expression and 
nervous manner, they often have a long neck, high straight shoulders, and a 
forward stoop. Asthma necessarily imposes limitations upon those who suffer 
from it at all severely, although many asthmatics lead active, useful lives in 
spite of their disease. 

Diagnosis.—This involves the differentiation from other forms of dys- 
pnosa, particularly those of spasmodic expiratory type. The chief forms of 
paroxysmal] expiratory dyspnoea are: 

1. Bronchial asthma or spasmodic dyspnea complicating chronic bronchitis 
and emphysema.—This condition is sometimes a late result of true asthma, 
but aml occur independently. The dyspnea is more persistent and is more 
definitely related to the bronchitic attacks, being therefore more common in 
the winter. 

2. Cardiac dyspnea or cardiac asthma.—This, like true asthma, is usually 
nocturnal, but the signs of failure of compensation in association with valvular 
or myocardial disease usually make the nature of the dyspnea clear. 

3. Uremic dys or renal asthma.—T his is also not infrequently noctur- 
nal and may be almost indistinguishable from true asthma. Examination of 
the urine, the urea and non-protein nitrogen content of the blood, usually 
enable the distinction to be made with certainty. Cardio-vascular changes 
with high blood pressure are frequently but not invariably present. 
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4. Hay asthma is probably only a severe form of hay fever and is to be 
regarded as a variety of true asthma. 

5. Pulmonary tuberculosis may be associated with asthmatic dyspnea.— 
The differentiation may not be easy during the attack, but the persistence 
of apical signs in the interval may give a clue. It is a wise precaution to 
examine the sputum for tubercle bacilli in all cases of asthma. A low blood 
pressure in an asthmatic should also arouse suspicion of tuberculosis. 

The dyspnoea of laryngeal or tracheal obstruction and of mediastinal 
pressure can usually be recognised by the fact that it is chiefly of inspiratory 
type, and may be associated with stridor, instead of wheezing. In all cases 
of doubt the chest should be examined with the X-rays to exclude aneurysm 
or new-growth. 

Prognosis.— When the disease starts in childhood or in early adult life 
it may stop spontaneously or be relieved permanently when some causal 
condition is discovered and treated. During a severe attack the aspect of the 
patient may be so alarming that a fatal issue may seem imminent, yet death 
wy occurs. In chronic cases, the ultimate prognosis is made more serious 
by the complicating emphysema and bronchitis, and in spite of popular 
belief, the asthmatic has less than the normal expectation of life. 

Treatment.—(a) During the attack.—The list of anti-spasmodic drugs and 
measures employed is a long one, and it is impossible to foretell which will be 
efficacious, for asthmatics vary as widely in their response to drugs as the 
do in regard to asthmogenic causes. Drugs may be administered for this 
purpose by inhalation, by nasal sprays, by the mouth or by hypodermic 
injection. Adrenaline hydrochloride, in doses of 2 to 5 minims of a 1 in 
1000 solution hypodermically, may act with dramatic efficacy if administered 
sufficiently early, but it should te given cautiously to elderly asthmatics. 
It may also be combined with pituitary extract, as in the special preparations 
evatmine, pitrenalin and asthmolysin. In status asthmaticus, the procedure 
suggested by Sir Arthur Hurst may give relief. A syringe of I c.c. capacity is 
filled with adrenaline solution 1 in 1000. This is slowly injected over a period of 
several minutes to half an hour or until the spasm relaxes. Ephedrine hydro- 
chloride, in tablets of gr.} to 2, has proved itself a useful substitute for adrenaline 
in some cases and can be given by the mouth. Pseudo-ephedrine in doses of 
+ to 1 grain is often helpful where ephedrine fails. Ephetonin, a synthetic 
preparation of similar character is also sometimes employed. Adrenaline 
often proves helpful as a nasal spray, especially in combination with chlore- 
tone. A weak solution of cocaine and atropine in an oily yea saery has 
been much employed as a nasal spray, but it is not devoid of risk if used 
indiscriminately. The fumes of burning nitre paper, or of a powder composed 
of tobacco, stramonium and nitre, sometimes help to relieve the distress, 
but they should be avoided in cases with bronchitic complications. Smoking 
8 cigarette or a cigar may be helpful in patients who do not smoke habitually ; 
others are helped by cigarettes containing stramonium. Inhalations of 
amy] nitrite, ethyl iodide or chloroform may be tried in some cases. Various 
drugs have been employed, of which potassium iodide and bicarbonate with 
tincture of stramonium, hyoscyamus, lobelia or belladonna are the most 
useful. Twenty minims of liquid extract of grindelia every 20 minutes 
for three doses have been found useful in some cases. Other drugs which 
have been recommended are chloral hydrate, phenacetin and the other coal 
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tar antipyretic drugs, elixir of caffeine tri-odide (eupnine) in 60 minim doses, 
and an emulsion of benzyl benzoate, 120 minimsevery 2hours. Other measures 
include drinking a cup of strong coffee, the application of a mustard leaf 
over the sternum, and placing the feet in hot water and mustard. In very 
severe cases, if all else fails, it may be necessary to inject morphine or dia- 
morphine (heroin), but this should only be done after careful consideration, 
owing to the danger of inducing habit particularly with heroin. It is especially 
dangerous in cases of status asthmaticus. 

6) Between the attacks.—The greatest care should be taken to discover 
and deal with any predisposing or exciting cause. The patient should live 
in that locality which his experience shows to be most suitable for him, and 
at present no rules can be formulated in advising on this matter. 

Diet requires careful consideration. Any article of diet to which the 
asthmatic is susceptible should be entirely eliminated, and only the lightest 
of meals should be taken after midday. Dextrose has proved to be helpful in 
some cases of asthma in childhood. It is recommended to give 3 teaspoonfuls 
in lemonade or orange juice 3 times a day, with extra sugar and sweets at 
meals. Alkalis may also be given at the same time. Fatigue, overwork and 
emotional stress are to be avoided. Care should be taken to see that the 
bowels act efficiently. The general health should be maintained by every 
possible means. Arsenic may be given by the mouth or intravenously or intra- 
muscularly as sodium cacodylate (gr. # in min. 15 sterile water). When the 
patient is having a series of attacks, iodide of potassium with one or more of 
the anti-spasmodic group of drugs such as stramonium, lobelia, belladonna 
and grindelia, may be given regularly with great benefit. Any local source of 
irritation in the nose or naso-pharynx should be dealt with adequately. 
Sometimes touching the nasal septum with the galvano-cautery may alone 
be efficacious. In cases complicated by bronchitis, the sputum should be 
examined bacteriologically, and a vaccine may be made from the predominat- 
ing organisms, but small doses and very gradual increments should be em- 
ployed, since asthmatic pee are frequently hypersensitive to vaccines. 
If these prove to be Micrococcus catarrhalis, or Friedlinder’s pneumo- 
bacillus, great benefit may result, but the patient should be told that the 
vaccine can only help the asthma by lessening the accompanying catarrh. 
Some cases associated with marked emphysema obtain considerable relief 
from compressed air baths, at first on alternate days, then daily, the course 
extending to 1 or 2 months. : 

Careful investigation of the question of protein hypersensitiveness should 
be undertaken, and the method of testing by means of the cutaneous appli- 
cation of various antigens is worth a trial, For this purpose, the particular 
protein antigen, or a series of such antigens, may be applied to the skin 
of the forearm in the form of powder, solution or paste, and superficial 
scarification is then effected by means of a sterile needle or scalpel. A 
positive reaction is shown by the development of an urticarial wheal 
surrounded by a hyperemic area. A control scarification with normal 
saline or a paste free from protein should be made at the same time. A 

ositive result may be expected in about 50 per cent, of asthmatic patients. 
such a condition is established to one or more such substances, they 
should be avoided if possible ; if not, the methods of desensitisation may be 
tried, but the results are frequently disappointing. The specific antigen 


BRONCHIECTASIS 1153 


may be employed in very minute doses by injection, starting, for example, 
with 1 minim of a ;y5'555 Solution and gradually increasing. Peptone given 
hy the mouth or by hypodermic injection is sometimes employed as a shock 
desensitising agent. 

A variety of “shock” treatment which has given good results is the 
intramuscular injection of sulphur oil (huzle soufrée), 0-03 gramme in 1 «.c. 
This is given in doses up to 1 c.c. once or twice weekly over a period of weeks 
or months. 

A gold salt, allochrysin, has been given intramuscularly in doses of 0-05 
gramme, followed in a week hy 0-1 gramme, and then, if tolerated, up to 0-2 
gramme at weekly intervals till a total amount of 2 grammes has been given. 

Breathing exercises of expiratory type such as those recommended by 
the Asthma Research Council are often of great value. 


BRONCHIECTASIS 


Definition.—Bronchiectasis is a condition of permanent dilatation of 
one or more bronchi. When it occurs in the finer divisions it is sometimes 
described as bronchiolectasis. ; 

#Etiology.—Bronchiectasis is invariably secondary, and may result from 
disease of the bronchi, the lung parenchyma or the pleura. Even the rare 
congenital cases are probably consequent on aaliomne lon. atelectasis 
or intra-uterine disease. 

1, The bronchial conditions which may progress to dilatation are 
bronchitis, and any affection leading to partial bronchial obstruction, such 
as inhaled foreign body, tumour (simple or malignant), stenosis from cicatrisa- 
tion and external pressure from new growth or aneurysm. Localised pul- 
monary collapse thus induced seems to be the commonest antecedent con- 
dition. In children, measles and whooping-cough are not uncommon causes, 
especially when they follow one another in rapid succession, although either 
alone, if severe, may lead to it. 

2. Conditions of the lung parenchyma which may cause bronchiectasis 
are unresolved pneumonia, broncho-pneumonia, collapse, syphilis and tuber- 
culosis. Syphilis is rare and usually acts by leading to bronchial obstruction 
or stenosis. Fibroid tuberculosis is a common cause, but the clinical mani- 
festations are as a rule masked by the primary condition. The pulmonary 
complications of influenza are not infrequently followed by bronchiectasis. 

3. The pleural conditions which are followed by bronchiectasis are those 
which lead to pleural adhesion and those which are associated with pulmonary 
fibrosis, notably chronic pleural thickening, or empyema leading to prolonged 
or permanent collapse of the lung. 

In a lesion with such diverse antecedents the age relations are necessaril 
indefinite, It may occur at any age, but is commonest in the third and fourt 
decades, It frequently commences in childhood, although the characteristic 
clinical manifestations may not develop until adult life. 

Sez.—In most recorded statistics there is a striking preponderance in 
the male, 

_ Social state—It is noteworthy that bronchiectasis in its more severe form 
18 More common in the poor than in the well-to-do. 
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Pathology.—Four factors in the pathogenesis of bronchial dilatation 
have to be considered. (1) The most important is the localised collapse which 
leads to secondary bronchial dilatation. (2) Weakening of the bronchial 
walls. Most of the conditions preceding bronchiectasis tend to induce severe 
bronchitis and peribronchitis, and thus render the walls more yielding. 
Where stagnation of secretion occurs, septic and putrefactive organisms 
develop, producing tryptic ferments which may act injuriously upon the 
lining membrane. The importance of the infective factor has been stressed 
by Moll. (3) Increased pressure on the walls thus weakened is the deter- 
mining factor. This is generally expiratory in origin and due to the strain 
of cough. The actual pressure of secretion accumulating behind an obstruc- 
tion may promote yielding of the bronchial walls. In cases of bronchiectasis 
following on collapse of the lung the force of inspiration has been regarded 
as contributory, but this is doubtful and in any case is less important than 
the expiratory strain of cough. (4) The fourth possibility is the traction 
pee | upon the walls of the bronchi by contracting connective tissue in 
the surrounding fibroid lung. This obviously postulates the existence of 
pleural adhesion, which is not invariably present. While this must be ad- 
mitted as a possible contributory factor, its importance is certainly less 
than that of dis preceding ones. 

Congenital bronchiectasis is a pathological rarity and may be confused 
with congenital cystic disease of the lung (see p. 1222). It is usually unilateral, 
and the bronchi involved are of small size, although in some cases the lung 
may show a large central cavity, with smaller spaces around it. Bronchiol- 
ectasis is also more of pathological than of clinical interest. It occurs chiefly 
in children, as the result of acute broncho-pneumonic processes. It is said 
sometimes to follow influenza and possibly tuberculosis. The lung’ has a 
peculiar spongy appearance, to which the name “ honeycomb” has been 
applied. 

Bronchiectasis of the larger tubes may be either cylindrical or saccular. 
In the former condition several of the bronchi are more or less uniformly 
dilated, and when opened out they appear like the fingers of a glove. 
Sometimes the dilatations are fusiform, at others they show a beaded 
arrangement, described as moniliform. These forms of dilatation are usually 
associated with emphysema and chronic bronchitis. Saccular bronchiec- 
tasis is generally localised and may be found in any part of the lung, but is 
most common in the lower lobes and near the base. This is partly due to the 
fact that the antecedent processes fall with special stress on the bases of the 
lung, and partly to the influence of gravity in leading to retention of secre- 
tions in these parts. Although it may be unilateral in origin, it often spreads 
and may involve both bases or even all the lobes. There may be one large 
irregular cavity, or a series of smaller globular dilatations involving the whole 
or part of the walls of one or more bronchi. The cavities are usually filled 
with the fetid secretion, to be described under expectoration. When this 
is washed away the walls are found to be thin, smooth and formed of 
thinned-out mucous membrane. In places this may have ulcerated, owing 
to the tryptic action of the secretion, and the lung tissue is thus exposed. 
An abscess may then form, and an aneurysm sometimes develops, as in 
tuberculous cavity. The openings of the smaller bronchi, derived from the 
dilated bronchus, can often be recognised in its walls. In doubtful cases the 
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histological demonstration of cartilage and muscle in the walls establishes 
the bronchial origin of a cavity. The surrounding lung tissue is usually airless 
and fibroid, and sometimes is almost of leathery consistence. Occasionally, 
however, it is emphysematous, congested or pneumonic. In the great majority 
of cases there is a dense pleural adhesion over the area of lung involved. 
Other morbid conditions found post mortem include lardaceous disease, 
gangrene of the lung, empyema, pyo-pneumothorax, suppurative peri- 
carditis and cerebral or spinal cord abscess. Owing to the obstruction of the 
pulmonary circulation which may result, engorgement and dilatation of the 
right side of the heart, eneaupid regurgitation and the results of systemic 
venous stasis are often found. | ; 
Symptoms.—The onset is usually insidious, the symptoms developing 
during the course, or as a sequel, of one of the acute or chronic affections 
mentioned above. In some few cases, however, they develop rapidly in 
patients previously in good health. This is particularly the case where 
bronchiectasis results from an inhaled foreign body or after general anzsthesia, 
and a rapid onset should lead to the suspicion of this. The cough in well- 
developed cases is somewhat characteristic and occurs in paroxysms. These 
are frequently induced by change of posture—for example, bending forward 
or lying down. They occur with special frequency on rising, and are usually 
associated with the expectoration of large quantities of sputum, due to 
the overflow of the secretion, accumulated in the cavities during the night, 
into a sensitive or relatively healthy bronchus, which excites cough reflexly. 
They also occur on retiring to bed and at long intervals during the day. 
The sputum frequently amounts to as much as 20 or 30 ounces in the 24 
hours. It is generally extremely fetid, although in the earlier stages it is 
not invariable. The patient’s breath is often also malodorous, and the 
stench may pervade the room or even the house in which he lives, although 
it is not persistent. The patient is himself much distressed by the unpleasant 
character of the sputum, of which he is, as a rule, acutely conscious. On 
standing in a glass vessel it can be seen to settle into three layers—a surface 
scum of light frothy mucus, an intermediate stratum of thin, turbid, greenish 
fluid, and a deep layer of brownish colour consisting of muco-pus, bacteria, 
anaerobes, spirochetes and putrefactive products, including foul-smelling 
organic acids. Fetid yellow bodies called Dittrich’s plugs can usually be 
found in the deep layer. Elastic tissue 1s only present when erosion of 
the wall has occurred. Hemoptysis is not infrequent, and may occasionally 
be fatal. It may be the first and only symptom in some cases, which are 
referred to as dry or silent bronchiectasis. Dyspnoea is not, as a rule, apparent 
unless the condition is widespread, or unless the pulmonary or cardiac com- 
plications are present. The general condition of the patient is at first but 
little affected, and there may be no fever for long periods. As the disease 
rogresses, lassitude, anorexia and some wasting slowly develop, while 
outs of fever occur, due to retained secretions or to some complication. 
Physical signs vary with the extent and degree of dilatation, and also 
with the amount of secretion present. In the early stages there is at most 
slight dullness at one base, with diminished air entry, peculiar sticky, 
“leathery ” raéles, and diminished vocal resonance. en bronchiectasis 
is well developed the signs are almost characteristic. The patient may 
appear well nourished and of good colour, although on cold days, especially 
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in children, duskiness or cyanosis is often noticeable. There is well-marked 
clubbing of the fingers, generally of drum-stick character, and pulmonary 
osteo-arthropathy, involving many joints, sometimes develops. There may 
be localised flattening or retraction of the chest wall over the affected area, 
with diminished movement, and the heart is drawn over to this side. The 
remaining signs vary with the state of the cavity. If this is full, there is 
diminished vocal fremitus, dullness and weak or absent breath-sounds and 
voice-sounds. If the cavity is empty or partly empty, the vocal fremitus 
is increased, the percussion note is boxy or dull, while the breath-sounds are 
bronchial or cavernous. Adventitious sounds are then generally audible, 
the most characteristic being sharp metallic or “ leathery ” rales. Broncho- 
phony and pectoriloquy are marked, and occasionally the “ veiled puff”’ of 
Skoda can be heard. Signs of bronchitis are often apparent in the adjacent 
lung tissues; compensatory emphysema may be demonstrable in the un- 
affected parts of the lung, and on the opposite side. X-ray examination 
before and after the injection of lipiodol or neo-hydriol serves to define the 
extent of the disease and the degree of fibrosis. Tomography may also be 
useful. 

Complications and Sequelz#.—The chief pulmonary complications are 
septic broncho-pneumonia, gangrene and abscess. The pleura may become 
involved, giving rise to dry pleurisy, which sometimes progresses to empyema 
and rarely to pyo-pneumothorax, while in other cases pleural adhesion and 
contraction result. Septic pericarditis may develop and prove fatal. Septi- 
cemia and pyemia sometimes occur as terminal results. Cerebral abscess 
constitutes a serious and somewhat common complication, and may be found 
in the frontal, parietal or temporal regions, the cerebellum or cord. Occa- 
sionally multiple abscesses form. Lardaceous disease sometimes develops, 
especially in the liver, kidneys and intestines. 

Course.—This is progressive, but is often slow unless fever or complica- 
tions develop, though the morbid process may eventually involve the other 
lung. The sputum at first may be simply purulent, then becomes unpleasant and 
finally fetid. The disease may start in childhood and not lead to death until 
well on in adult life. The course is slower in cases due to bronchitis and fibroid 
lung conditions than in those due to foreign bodies, new growths or aneurysm. 

iagnosis.—In well-developed basic cases this is, as a rule, easy. The 
history of cough, influenced by posture and associated with copious sputum, is 
suggestive, especially when variable physical signs are observed. The develop- 
ment of the characteristic sputum with these signs renders the diagnosis 
almost certain, and the X-rays usually serve to confirm. Radiological in- 
igation after an intra-tracheal injection of 10 to 20 c.c. of lipiodol or neo- 
hydriol, through the crico-thyroid membrane or between two rings of the 
trachea, under local anesthesia, or with care directly between the vocal cords, 
has greatly facilitated the diagnosis of bronchiectasis. Franklin has recom- 
mended the nasal route for the introduction of the lipiodol. One nostril, 
the we eeeeey and the larynx are cocainised, then a gum-elastic catheter is 
assed along the floor of the nose into the larynx. Some cocaine is injected 
own the catheter and then the lipiodol follows. An attempt should be 
made to direct the ae towards the affected side by turning the patient 
towards that side. e injection should be carried out in the X-ray room 
and the patient instructed to restrain cough if possible until the films have 
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been taken. The pictures obtained are strikingly characteristic and of great 
value. In cases with less characteristic symptoms and signs the distinction 
has to be made from chronic bronchitis, especially the fetid variety, pul- 
monary tuberculosis, gangrene or abscess of the lung, and fetid empyema. 
The distinction from chronic bronchitis may be difficult, especially in the 
early stages when the sputum is not fetid, but the paroxysmal cough, the 
ie expectoration with signs including breaelial” breathing and sticky 
rales at the base, may be strongly suggestive. In fetid bronchitis the fcetid 
sputum is not constant, and the cough and sputum may occur only during 
exacerbations of the bronchitis. Pulmonary tuberculosis may give rise to 
difficulty, particularly in cases of apical bronchiectasis. Repeated examina- 
tions for tubercle bacilli and also for elastic tissue in the sputum should be 
made. The history, the mode of spread, and X-ray examination may all 
assist. It should be remembered that the two conditions may coexist and, 
this may be suspected in some cases of fibroid tuberculosis with basic ex- 
cavation. Abscess and gangrene of the lung have a more acute onset and 
course, but the chronic cavities left by these conditions may give rise to 
difficulty. In such cases the history may be an important aid in diagnosis. 
In fetid empyema rupturing through the lung, particularly when of inter- 
lobar origin, the patient is generally acutely ill, there may be a history of 
pleurisy at the onset and possibly some evidence of mediastinal pressure or 
cardiac displacement. The rare condition of congenital cystic disease of the 
ney give rise to some difficulty (see p. 1223). 

rognosis.—This varies with the cause. If due to aneurysm or growth, 
the duration is determined by these conditions. Bronchiectasis induced 
by a foreign body is generally permanent, even when the latter is removed, 
but it is not progressive. If the foreign body is not removed, complications 
generally supervene, and the course may be rapid. In bronchiectasis due . 
to bronchial or pulmonary disease the course may extend into years, particu- 
larly if treatment is followed strictly, but sooner or later toxsemia and general 
or local complications supervene, with the result that the duration of life is 
inevitably considerably shortened. 

Treatment.—Prophylactic treatment in cases of chronic bronchitis, 
delayed resolution in pneumonia and other conditions tending to fibrosis 
is of the utmost importance. This comprises respiratory exercises, climatic 
treatment, inhalations and vaccines. 

The medical treatment of bronchiectasis consists in measures to promote 
the general health and well-being of the patient, to secure efficient emptying 
of the cavity, and to lessen or control the putrefactive processes occurring in 
it. The first of these involves a careful mode of life, adequate rest and 
change, a good and digestible diet, and medicines such as cod-liver oil, iron, 
quinine, strychnine or arsenic. The evacuation of the cavity may be pro- 
moted by postural methods, such as bending over the edge of the bed or 
stooping forwards. This can now be effectively secured by treating the patient 
on a Nelson bed. By X-ray and iodised oil (lipiodol) the exact position of 
the cavities in relation to the trachea can be Serena, and the patient 
placed in the position best adapted to secure effective drainage. Expectorants, 
especially of antiseptic character, may be given, such as creosote, terebene, 
tar preparations, balsam of tolu or Peru, compound tincture of benzoin or the 
benzoates. If the sputum is tenacious, or if much bronchitis coexists iodides 


1158 DISEASES OF THE RESPIRATORY SYSTEM 


and alkalis may be given in an ordinary expectorant mixture. To lessen the 
fetor, creosote is most frequently given in perles of 3 to 5 minims three times 
a day after food, or in an emulsion with cod-liver oil. Guaiacol carbonate and 
other creosote derivatives may also be tried. Syrupus allii, in 60 minim doses, 
is sometimes given, and is of value; but it is not always well tolerated by 
patients on account of its taste and tendency to repeat. Although these 
drugs are helpful, the amount of antiseptic reaching the cavity by the blood 
must necessarily be small. Attempts to secure more direct application by 
intratracheal injection and ‘by inhalation have been made. The former 
method is now seldom used. 

For inhalation purposes, solutions of volatile antiseptics are employed on 
a Burney-Yeo mask, such as creosote, terebene, menthol or eucalyptol in 
spirits of chloroform. The mask may be worn almost continuously or at 
intervals during the day. The creosote vapour bath is, however, the most 
satisfactory form of inhalation treatment, and is of great value. This should 
be given in a concrete-floored room without furniture. The patient is covered 
with a smock, the eyes are protected by closely-fitting goggles, and the 
nostrils by cotton wool plugs. A small nae of creosote is heated in a 
metal dish, on a tripod over a spirit lamp. When the patient inhales 
the vapour, which quickly fills the room, violent cough is excited and the 
cavity is emptied. The ensuing deep inspirations carry down creosote-laden 
air into the air passages. The baths should be at first given on alternate days 
and last from 10 to 15 minutes. When the patient becomes accustomed to 
them, they may be given daily for half an hour or longer. The results are 
often strikingly beneficial. Vaccines made from the predominant organisms 
found in the sputum have been given with benefit in some cases. Surgical 
treatment is now more often employed than formerly. Repeated washing-out 
through a bronchoscope, at weekly intervals, is often helpful, giving comfort 
to the patient by diminishing the amount of sputum, and lessening or abolish- 
ing its fetor. Induction of artificial pneumothorax is sometimes of value, 
especially in early cases, in which it may be successful. Unfortunately it is 
often impracticable, owing to adhesions, and even in cases in which it is 
carried out, the beneficial effect only persists as a rule while the collapse is 
maintained. Temporary or permanent paralysis of the phrenic nerve has 
also proved helpful, especially in ipeaiged basal cases and in those secondary 
to abscess of the lung. Lebectomy or pneumonectomy is proving a satis- 
factory and effective method of cure in unilateral cases. The mortality from 
these operations is rapidly lessening with recent improvements in technique. 


INJURY 


External trauma applied to the chest-wall may cause rupture of a main 
bronchus. This is especially liable to occur after severe crushing accidents. 
One or other of the main bronchi may be completely severed from the trachea. 
The chief clinical feature presented in such a case is emphysema of the neck 
and upper portion of the chest-wall. Death usually ensues in 2 to 3 days. 


R. A. Youna. 
G. E. Beaumont. 
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DISEASES OF THE LUNGS 


HYPERZMIA AND G@DEMA 


Hyperemia of the lungs may be either active or passive. In the former 
there is an increased supply of arterial blood through the pulmonary and 
bronchial arterioles. In passive hyperemia there is engorgement of the 
pulmonary venous radicles and capillaries. With both forms there is fre- 
: agiat cedema, due to the exudation of serous fluid into the lung alveoli. 

he term “‘ congestion ” is sometimes employed as an alternative to hyper- 
swimia, but owing to its erroneous popular use it is best avoided. 


(2) Active HyprrRaAMIA 


fEtiology.—This may occur in association with any acute inflammatory 
process affecting the bronchi, lungs or pleura. It sometimes results from 
the inhalation of pulmonary or bronchial irritants, such as poisonous gases 
or heated air. Severe muscular exertion and exposure to extreme cold are 
described as causes, but the former at least is doubtful. An important variety 
is that known as collateral or fluzionary hyperemia, which occurs when there 
is obstruction to the circulation in the whole or part of one lung, from con- 
ditions such as a large or rapidly developing pleural effusion, an extensive 
and spreading pneumonia, or in association with pneumothorax. This may 
develop in the sound lung, or in the unaffected parts of that diseased. A 
primary form of acute hypersmia, the “‘ maladie de Woillez,” has been 
recognised by French authors, but this is generally regarded as a mild or 
abortive pneumonia. ~ 

The clinical manifestations of acute hyperwmia are merged in those of 
the processes with which it is associated, and therefore do not need separate 
description. 


(6) Passive Hyprramia 


Etiology.—Passive hyperemia may be produced by (1) conditions im- 
peding the venous return from the lungs; (2) those leading to increased 
resistance to the passage of blood through the pulmonary capillaries, and 
(3) failure of the driving power of the right ventricle. The commonest causes 
of impeded return are left-sided heart lesions causing overfilling of, and 
increased pressure in, the left auricle. In mitral stenosis it may occur early 
and sometimes almost acutely, but aortic and myocardial lesions also lead to 
it, when the left ventricle fails and the mitral valve yields. Direct obstruc- 
tion of the pulmonary veins sometimes results from external pressure by 
aneurysm, mediastinal tumour or enlarged bronchial glands, or from obstruc- 
tion of the lumen by thrombosis. The passage of blood through the 
pulmonary capillaries may be impeded by emphysema, chronic bronchitis, 
pulmonary tuberculosis and fibrosis of the lungs. Failure of the right 
ventricle occurs in the late stages of right-sided heart lesions, with tricuspid 
regurgitation, and as a late sequel of left-sided failure. 

Passive hypersmia is obviously in the main dependent on mechanical 
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factors; it is not surprising, therefore, that gravity seems to play 6 part 
in the localisation of its effects, which are usually most marked in the bases 
or most dependent parts of the lungs. In bedridden, enfeebled or old patients, 
phous if myocardial weakness or degeneration coexists, this factor 

ecomes of great importance, Not infrequently some degree of cedema 
of the bases develops, and the condition is then called hypostatic congestion. 
If such an area becomes infected the resulting process is known as hypostatic 
pneumonia. Basal hyperemia and cedema of the hypostatic type also result 
from toxemia due to diseases such as enteric fever, from poisoning by drugs 
such as morphine, and as a terminal event in many cerebral] lesions causing 
increased intracranial pressure. 

Pathology.—The pulmonary veins and capillaries are engorged, with the 
result that the lung is darker in colour and heavier, while the alveolar walls 
and septa are swollen. If the condition persists for some time, pigment 
derived from the hemoglobin of red corpuscles escaping by diapedesis is 
deposited in the epithelium of the alveoli and in the fibroblasts in the inter- 
alveolar septa. In long-standing cases the lung is firmer than normal and 
brownish-red in colour, a condition described as brown induration. If any 
degree of cedema is present, serous fluid is found in the alveoli on post-mortem 
examination, and on section of the lung frothy serous fluid exudes, which 
may contain some of the pigmented alveolar cells, constituting what are 
called ‘‘ cardiac cells.’’ Although congested and cedematous lung is heavier 
than normal, it usually floats in water. 

Symptoms.—In slight degrees of hypersmia these may be absent or 
noi Bs pe In more advanced cases, they are those resulting from the im- 
peded circulation through the lungs and the deficient aeration which this 
entails. Dyspnaa is the most prominent symptom, and it is generally a 
measure of the degree of hyperemia. It is markedly increased by exertion 
of any kind, and in extreme degrees it is distressing and eventually alarming. 
It may be inspiratory or expiratory in type, and in the latter case it is some- 
times described as cardiacasthma. In severe cases there is usually orthopnea. 
Cough is almost invariably present, and there is usually some expectoration 
of frothy fluid, which may be blood-stained. The pigmented cells referred 
to above as “cardiac cells”? may be found in it. Cyanosis is common 
and indicates the degree of anoxemia. This may be associated with dis- 
tension of the jugular veins, and there is often obvious distress. As in 
other forms of cyanosis there is usually some increase in the number of red 
corpuscles. The vocal fremitus at the bases may be diminished, the per- 
cussion note impaired, the breath-sounds weak and accompanied by rhonchi, 
crepitations or bubbling réles, although these signs are for the most part 
due to the associated cedema. In addition, the signs of the primary condition 
in the lungs or heart will be apparent. 

Complications.—Pulmonary cedema and infarction are the chief com- 
plications. | 

- Course.—If the venous engorgement cannot be removed, it usually 
tends to become progressively worse, whereas when it results from temporary 
cardiac embarrassment, recovery is usually complete as soon as the heart 
function is restored. 

Prognosis.—This condition has to be distinguished from (1) chronic 
‘bronchitis, in which case there may be some rise of temperature and the 
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physical signs are more variable and more disseminated ; (2) infarction, 
in which pain and hemoptysis of sudden onset are the rule. 

Prognosis.—This is so entirely dependent upon the nature and degree of 
the condition responsible for the engorgement that no general rule can be 
formulated. 

Treatment.—In elderly patients, or those likely to be confined to bed for 
long periods, attention should be directed to the decubitus. This should be 
changed frequently, and if possible the patient should be permitted to sit 
up or to get into a chair, and encouraged to take a few deep breaths several 
times during the day. If the hyperemia is associated with cyanosis and 
engorgement of the right heart, bleeding to the extent of 8 to 12 ounces may 
be helpful. If this is not practicable, the application of 6 leeches over the 
liver, or dry cupping of the bases of the lungs may be tried. Free purgation 
and the administration of diuretics, notably injection of mersalyl fexlecean) 
or neptal may also help indirectly to relieve the engorgement. In cases 
associated with cardiac failure, the administration of cardiac tonics, such as 
digitalis, strophanthus or squills, the injection of strychnine, camphor in oil 
or nikethamide (coramine) may all be of assistance. Moderate hemoptysis 
should not be checked, and cough, if effective, may be promoted by suitable 
expectorants. In cardiac cases a “régime lactée’”’ or strict milk diet is 
advocated by some French physicians. 


(c) AcUTE oR HypgeracutE PutMonary (EDEMA 


In this condition flooding of the alveoli with the serous exudate from the 
pulmonary capillaries occurs with great rapidity. 

FEtiology..--lt is more commonly met with after the age of 40 than before, 
although cases have been recorded in children. It is considerably more 
frequent in the female than in the male sex. Arterial disease and hyper- 
tension are the most common antecedents, but acute or chronic renal disease 
and pregnancy may all act as predisposing factors. It sometimes oecurs 
in diabetes. The actual exciting cause is often obscure, and probably varies 
in different cases. A heavy meal, an epileptic fit, or the administration ef 
an anesthetic may be the immediate cause in those predisposed. In other 
cases it may be a manifestation of angio-neurotic edema. Sometimes 
paracentesis of a pleural effusion is quickly followed by cedema, no doubt 
as a result of a collateral hypersmia. It has occurred after “ gassing” by 
chlorine. In diabetes the lipemic condition which sometimes occurs has 
been suggested as the determining factor, possibly causing multiple fat 
embolism. Coronary occlusion and acute left ventricular failure are notc- 
worthy causes. In some cases dissociation of the action of the two ventricles 
has been supposed to be the cause, the right contracting forcibly while the 
left is in an enfeebled or asystolic condition. In support of this contention 
may be adduced the fact that acute pulmonary oedema has been observed after 
rupture of the chord tendines of the mitral valve. 

-Pathology.—The alveoli are found to be flooded with a thin serous 
exudate. The lungs are heavier than normal, sodden, and on squeezing 
exude large quantities of greyish-yellow or pinkish fluid. Frothy fluid of 
similar character is found in the bronchi and even in the trachea and naso- 
pharynx in hyperacute cases. 
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Symptoms.—The onset is sudden, and generally occurs when the patient 
is lying down, hence being most frequently observed at night. The patient 
awakes with intense dyspnea, and a sense of suffocation, then frequently 
rolls or rushes about in the endeavour to breathe, even clutching at the 
throat. Cyanosis is present, and the aspect is one of anxiety and alarm. 
Frothy fluid, often pink in colour, may soon stream from mouth and nose, 
or be brought up in great gulps. The chest movements are hurried, and the 
accessory respiratory muscles are in violent action. Vocal fremitus is 
diminished over the lower lobes. The percussion note soon becomes impaired 
over the lungs, commencing at the bases. The breath-sounds are at first 
vesicular or harsh with prolonged expiration, then become faint and may be 
obscured by bubbling rales or crepitations, audible all over the chest. Voice 
conduction is diminished. 

Complications and Sequelz.—Owing to its acute and rapid course, 
complications do not occur. Bronchitis may result as a sequela. 

Course.—The malady usually lasts only minutes or hours. Unless it 
remits, or treatment affords relief, the patient rapidly becomes unconscious 
and death follows, the heart continuing to beat after respirations have ceased. 

Diagnosis.—The affection is usually so characteristic that the diagnosis 
is obvious. In the more protracted cases the dyspnoea and the physical 
signs are not unlike those of acute suppurative bronchitis or suffocative 
catarrh and broncho-pneumonia; but in both of these there is some degree 
of fever and the expectoration is less copious, and when it occurs is usually 
of purulent or muco-purulent character. The nocturnal onset of edema 
may suggest asthma ; but the physical signs and the late and scanty expectora- 
tion in the latter suffice to distinguish it. 

Prognosis.—The prognosis is always very grave; but prompt treatment 
has saved some cases. Death may occur in less than 10 minutes, or be 
delayed for 24 or 48 hours. In the angio-neurotic type repeated attacks 
may occur. 

Treatment.—The most successful treatment is the immediate subcu- 
taneous injection of gr. $ morphine. Good results have also followed the 
injection of gr. yj5-79 atropine sulphate hypodermically. These are often 
given together. Oxygen inhalation by nasal catheter or special mask such 
as the B.L.B. variety may be used. Prompt venesection has been recom- 
mended, and should be tried if possible. 


(d2) Coronio Putmonary CipEMA 


This is usually the sequel of chronic passive hyperemia, and the causes 
and symptoms are those of that condition. It may also occur in chronic 
renal disease. In marked degrees of oedema, however, the signs may closely 
simulate those of pleural effusion, save for the displacement of the cardiac 
impulse. It is important to remember that some degree of hydrothorax 
may occur as a complication, and increase the difficulty in diagnosis. 


INFARCTION OF THE LUNGS 


‘Infarction of the lungs or “ pulmonary apoplexy ” results when a branch 
of the pulmonary artery becomes occluded by embolism or thrombosis. 
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fEtiology.—Embolic forms.—The obstructing plug may originate in any 
part of the systemic venous system, in the right side of the heart or on its 
valves or in the pulmonary artery itself. The commonest peripheral cause of 
embolism is detachment of a thrombus in cases of thrombo-phlebitis. This 
may occur in the veins of the lower extremity, or in those of the uterus after 
childbirth. Thrombosis with embolic detachment may also develop in 
prolonged or wasting diseases, such as enteric fever, tuberculosis and eancer ; 
in acute processes, such as influenza, septicssmia and pyeemia ; and in localised 
septic lesions, such as otitis. Pulmonary embolism is not infrequently 
observed after abdominal or pelvic operations, and after the radical cure of 
hernia or hemorrhoids. 

Intracardiac thrombi from the right auricle or ventricle, becoming 
detached, lead to embolism, and this occurs especially in cases of right-sided 
heart failure secondary to left-sided valve lesions. Veyetations forming on 
the tricuspid or pulmonary valves in septic endocarditis on detachment 
produce pulmonary infarction. Rarer causes are fat embolism after injury 
to bone or to a fatty liver, the entry of pieces of new-growth or hydatid 
daugliter-cysts into systemic veins, and even air embolism. 

The exciting cause of embolism is not infrequently sudden movement 
or strain leading to detachment of a thrombus or vegetations. 

Thrombotic forms.—Thrombosis occurs as a secondary process around 
pulmonary emboli; but it is probable that some cases of infarction are due 
to a primary thrombosis. This condition may be produced by some acute 
or chronic pulmonary disease, such as gangrene, tuberculosis and fibrosis, 
and by atheroma of the pulmonary artcry. Any process leading to chronic 
venous hyperemia may also cause it. A rare cause is thrombo-phlebitis 
migrans. 

Pathology. —Although the pulmonary arteries are not strictly oe 
end arteries, since there is some degree of anastomosis between them an 
the bronchial] arterioles, yet the result of their obstruction is to produce 
infarcts comparable with those in other organs. The origin of the blood in 
the obstructed area has been much discussed. Cohnheim regarded it as the 
result of regurgitation from the veins, a view subsequently disproved, since 
the infarct is hemorrhagic even when the veins are also obstructed. It is 
now regarded as due to influx from the anastomosing bronchial capillaries 
into the pulmonary capillaries, and the escape of this blood from the latter 
owing to their altered nutrition. It is generally accepted that embolism is 
much more common than thrombosis. It has been suggested that some 
infarcts are not obstructive, but are the result of hemorrhage per rhexin in 
cases of extreme passive hyperemia, and that the shape is due to the alveolar 
distribution of the bronchial area affected. If a large embolus has caused 
sudden death, it will be found arrested at the bifurcation of a large branch 
of the pulmonary artery, or even in one of the main divisions of that vessel. 
In such cases there has not been time for pulmonary changes to occur, and 
the chief post-mortem condition found is engorgement of the right side of 
the heart. 

In post-mortem examination of cases where smaller emboli have led to 
infarction, the infarcts are usually found in the lower lobes, more commonly 
in the right lung. They extend to the surface in the majority of cases, and 
can be seen before section as slightly raised, dark red areas, with the over- 
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lying pleura a little roughened from inflammatory exudate. They feel hard 
and firm, and on section are typically wedge-shaped, with the base on the 
surface and the apex centrally placed. In the rare deep-seated infarcte a 
spheroidal form is the rule. When recent, an infarct is dark red in colour, 
and suggests hemorrhage with clot formation, hence the term “ pulmonary 
apoplexy.”’ In some cases infarcts have a purplish hue, and are said to 
resemble the colour of damson cheese; later they change to brownish-red. 
Infarcted areas sink in water. There may be a single large infarct almost 
occupying one lobe, sometimes only a small one, or several of varying size 
and age scattered throughout the lungs. In some cases a fortunate section 
may reveal the embolus with its ensheathing thrombus, but sometimes a 
thrombus only is found. Microscopically, the alveoli and finer bronchioles 
are filled with red blood corpuscles, and there is a sharp delimitation from 
the healthy lung. If the embolus is infective, suppuration occurs, and 
abscess or empyema ensues. 

Symptoms. --If a large embolus blocks one of tie main divisions of the 
pulmonary artery, there is sudden intense dyspnoea, pain in the chest, 
distress, cyanosis, and rapid unconsciousness, death resulting in a few minutes 
from asphyxia. In other cases the patient gives a short cry, and falls un- 
conscious, death occurring almost immediately from syncope. In some 
cases unconsciousness develops so rapidly, and the respiratory symptoms 
are so little apparent, that a cerebral] vascular lesion may be suspected. On 
the other hand, life may be maintained for several minutes or even hours, 
the patient being unconscious or in acute distress and anxiety with urgent 
dyspnea, lividity and cyanosis. Respiration is deep and laboured, but fails 
to give relief to the sense of suffocation. In such cases also, death may 
result eventually from asphyxia or syncope, or the patient may slowly recover. 
In less severe forms, such as occur in cardiac and in some post-operative 
cases, there is sudden pain with difficulty in breathing, followed in a few 
hours or in a day or two by cough with hemoptysis or by the expectoration 
of deeply blood-stained mucus persisting for some days, and slowly clearing 
up. Ifthe embolus is infective, fever, often of hectic type, results, sometimes 
delayed for a day or more. | 

In the severe cases there is cyanosis, distension of the veins of the neck, 
acute anxiety with exophthalmos and cold, clammy skin. The only physical 
signs apparent are the deep, laboured breathing, the harsh breath-sounds, 
and the evidence of cardiac embarrassment with feeble, failing pulse. 

In less severe cases the signs are also not characteristic. There are 
evidences of cyanosis and distress of less urgent character, possibly some 
limitation of movement on the affected side, increase of vocal fremitus, 
localised dullness, with weak or absent breath-sounds, and sometimes a pleural 
rub. In some cases definite bronchial or tubular breath-sounds may be 
audible. A few fine réles are sometimes present in the adjacent lung 
areas. 2 

Complications and Sequelz.—Localiseddry pleurisy is almost invariably 
present. With infective emboli, abscess or gangrene, and later empyema 
may result. In organisation an infarct leads to a localised area of fibrosis. 

_ Course.—As already described, death may occur from asphyxia or syncope 
in the course of a few minutes or hours, although recovery occurs in some 
very severe cases. Jn the less severe forms, after the initial urgent symptom 
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have waar off, recovery is often rapid and uneventful, save for pain, cough 
and bloodstained expectoration. ; 

Diagnosis.—The dramatic onset, the history and the associated lesions 
of the veins or heart render diagnosis easy as a rule; but it may be necessary 
to eliminate other causes of hwmoptysis, notably pulmonary tuberculosis 
and chronic venous hypersmia. 

Prognosis.—This depends largely upon the initial shock. The prognosis 
is very grave when the patient rapidly becomes unconscious. As there is 
less likelihood of sepsis in cases due to cardiac lesions than in those due to 
localised venous thrombosis, the prognosis is rather better in the former; 
but, on the other hand, organisation of a clot in a vein may completely remove 
the source of the emboli, while the source often persists when they are derived 
from the heart. 

Treatment.---The coagulability of the blood may be lowered by the 
administration of 30 grains of sodium citrate three times daily. This is a 
wise prophylactic measure in prolonged illness, especially when a milk régime 
is being enforced. When thrombosis has occurred in a peripheral vein, such 
as in the leg, the affected limb should be immobilised until organisation of 
the clot has taken place. Morphine is useful in quieting a patient if there 
is much mental distress when a pulmonary infarct forms; but usually the 
patient is collapsed and stimulant measures are indicated. An injection 
of morphine gr. ¢ atropine gr. y4y, and strychnine gr. 5 is found of value 
in some cases. If there is dyspnoea oxygen should be administered. Vene- 
section to the extent of 10 or 12 ounces may be tried in cases where there 
is marked lividity with a forcibly acting heart. Hemoptyais, when it occurs, 
should not be checked. Pain may be relieved by leeches, cupping or by 
application of iodine. In cases with heart failure the appropriate treatment 
by cardiac tonics should be administered. A few cases are on record in which 
immediate surgical aid has been available and the operation of embolectomy 
has been successful. 


COLLAPSE OF THE LUNGS 


In collapse of the lungs the alveoli are completely or partly devoid of 
air. The condition may be congenital, and due to non-expansion of the 
lung, when it is referred to as atelectasis. On the other hand, collapse may 
be the result of removal of the air from lung tissue previously expanded, 
when it is called apneumatosis or acquired collapse. The three terms— 
collapse, atelectasis and apneumatosis—are, however, used as synonyms 
by many writers. 


ATELECTASI8S OR CONGENITAL COLLAPSE 


Etiology.—This condition occurs in still-born and in premature infants, 
and probably persists to some degree for weeks or even months in weakly 
children. It may result from immaturity or from weakness of the inspiratory 
muscles, and from obstruction of the air passages by mucus and meconium. 
It may be a consequence of disease, such as congenital syphilis or leaions 
and developmental defects of the nervous system. 

Pathology,—Atelectasis is dye to failure of the respiratory mechanism 
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to draw air into the alveoli and expand them, as occurs normally with the 
first few inspiratory efforts of the newborn infant. 
Atelectatic lungs are solid, airless and small. They are usually described 
as presenting appearances similar to those of adult liver as regards colour 
_and consistence. In partial atelectasis the lung appears mottled, and small 
expanded areas of pinkish colour may project from the surface. The condi- 
tion is chiefly of medico-legal and pathological interest. 


APNEUMATOSIS OR ACQUIRED COLLAPSE 


Collapse of previously expanded lung may be active or passive, the former 
being due to active shrinking of the lung owing to defects in the inspiratory 
musculature, the latter to conditions disturbing the pressure relations within 
the thorax. 

1, Acttve Putmonary CoLuapss. 

Synonyms.— Active Lobar Collapse ; Massive Collapse. 

Etiology.—This condition was first described by William Pasteur in 1890 
in cases of diphtheria associated with paralysis of the diaphragm. In 1908 
he pointed out that it occurred also as a sequel of operations, oi eae 
of those upon the abdominal organs, less frequently of those upon the nec 
and pelvis. It is highly probable that many post-operative lung conditions 
formerly recorded as pneumonia were in reality due to active collapse. It 
mey also follow after injuries, such as those resulting from falls from a 
bicycle or a horse. During the War of 1914-1918, when chest wounds were 
collected in special hospitals, it was found that massive collapse was not 
infrequently an important complication of penetrating and non-penetrating 
wounds of the chest. It was also noticed in some cases after severe wounds of 
the buttocks and pelvis. 

Pathology.—The mechanism bv which deflation results is obseure, and 
is the subject of controversy. Pasteur regarded the condition in the diph- 
theritic cases as due to paralysis of the diaphragm through the phrenic nerves 
or their nuclei, and in the post-operative and traumatic cases as & consequence 
of reflex inhibition of this muscle. Briscoe, on experimental, pathological 
and clinical evidence discards Pasteur’s explanation. He maintains that the 
deflation is caused by an exaggeration of the normal phenomena of breathing 
in the supine position, in which he states that the crural portion of the dia- 
phragm alone contracts, the costal portion being in abeyance. In the supine 
position, with quiet breathing, deflation of the lower lobes occurs, and this 
is promoted by conditions of debility, toxemia or operation. The clinical 
manifestations described by Pasteur are regarded by Briscoe as the result 
of superadded pleurisy, or of inflammation of the crura of the diaphragm. 

Boland and Sheret have put forward the suggestion that massive collapse 
is due to obstruction of the bronchi, followed by removal of the air in the 
corresponding lung areas by absorption into the blood stream. The obstruc- 
tion is supposed to be due to increased secretion and the inhibition of the 
cough reflex. 

Post mortem, the lower lobe of one lung is usually found to be deflated and 
retracted towards the spine. Sometimes the whole of one lung may be 
affected, or both lower lobes. The collapsed area is bluish-red, firm, does 
not crepitate and sinks in water. Pleurisy or pneumonic changes may be 
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seen, and these are regarded by Pasteur as secondary to infection of the 
deflated lung, the resistance of which is lowered, and by Briscoe as the essential 
factor in the production of the symptoms. In massive collapse the heart 
and mediastinum are displaced towards the affected side, and the sound lung 
is often bulky and distended. 

Symptoms.—The symptoms commonly commence within 24 or 48 hours 
of the injury or operation, although they may rarely be delayed for 5 to 7 
days. The onset is generally sudden, with pain in the lower part of the thorax 
or behind the sternum. Severe dyspnm@a quickly follows, and the paticnt 
appears dusky, cyanosed and alarmingly ill. se with viscid mucoid 
expectoration, generally develops in a few hours. e latter may become 
copious and muco-purulent if pneumonic changes ensue. The pulse and 
respirations are markedly increased in rate, and the temperature not in- 
frequently rises to 103° F. Occasionally the onset is more gradual with pain 
and cough, and in some cases of wounds it may give rise to few symptoms 
and be discovered only on routine examination. 

Examination of the chest shows diminished. movement on the affected 
side, and often absence or reversal of epigastric excursion with respiration, 
whereas the movement on the other side may be exaggerated. In other 
respects the signs usually simulate those of lobar pneumonia. Over the 
collapsed lung the vocal fremitus is increased, the percussion note is dull, 
the breath-sounds are tubular, and bronchophony and whispering pectoriloquy 
are present ; but as a rule there are no adventitious sounds, although occasion- 
ally rhonchi and a few fine rales may be heard. In some cases the breath 
sounds are very weak or almost absent, and voice conduction is diminished. 
Over the healthy lung, loud and harsh breathing is audible. The displace- 
ment of the cardiac impulse towards the collapsed lung is a point of cardinal 
importance. It is noteworthy that in certain cases of gunshot wounds of 
the chest the collapse aff-cts the contra-lateral lung. 

Complications and Sequelz.—Bronchitis, lobar pneumonia, or pleurisy 
may occur as cumplications. There are usually no sequela, except that 
pleural adhesions may occur. 

Course.—The course of the affection is rapid. After periods extending 
from 2 to § days the temperature falls to normal, the symptoms disappear, 
the lung quickly re-expands, the heart returns to its normal position, and 
there is complete recovery. 

Diagnosis.—The most important conditions from which this malady has 
to be distinguished are lobar pneumonia, pulmonary embolism, pneumothorax 
and pleural effusion. The position of the cardiac impulse is often the decidin 
factor: in collapse it is displaced towards the lung involved, in pleura 
effusion and pneumothorax it moves away from the affected side, whereas 
in lobar pneumonia there is usually no cardiac displacement, although there 
may be dilatation. Labial herpes and blood-stained expectoration are 
frequently seen in pneumonia, but not in collapse. When in right-sided 
collapse there is marked distension of the left lung with obliteration of the 
normal cardiac dullness, the signs superficially resemble those of a left-sided 

neumothorax; but with careful examination no such error should be made. 

he distinction from pulmonary embolism may be difficult at first, but the 
localisation of the signs, and the blood-stained expectoration, may give useful 
indications. ; 
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Treatment.—PropuyLactic.—The administration of morphine and 
atropine before the anwsthetic, propping up of the patient in bed as soon as 
possible after it, and the insistence upon periodic deep breaths are useful 
measures in preventing the onset of lobar collapse. When the “ collapse 
attack ” develops oxygen should be administered and pain relieved by local 
applications, such as leeches or poultices, or by an injection of morphine, 
atropine and strychnine. Expectorants may be given if the cough is 
ineffective, and cardiac tonics, such as digitalis, strophanthus and caffeine 
if there is much cardiac embarrassment. Injections of strychnine or 
coramine are useful if the patient is collapsed at the onset. Bronchoscopic 
aspiration has been recommended in cases of post-operative massive collapse. 

2. PasstvzE PutMoNnaRY COLLAPSE. 

This form of collapse may affect the whole of one lung, or be confined to 
one lobe or to groups of lobules. . 

fEtiology.—Total collapse is generally the result of pleural effusion, 
empyema, pneumothorax or obstruction of a main bronchus. In a large 
effusion and in pneumothorax collapse is complete, unless the shrinkage is 
prevented by adhesions. In a smaller effusion, the process may be limited 
to the lower parts of the lung. Other causes of lobar or partial lobar collapse 
are conditions leading to complete obstruction of a main bronchial division, 
particularly new-growth, aneurysm or foreign body. It also occurs in aged 
or bedridden patients, or in those with enfeebled inspiratory muscles, when 

rolonged fever has enforced a dorsal decubitus. Abdominal distension 
om tympanites or ascites can also cause collapse of the bases of the 


lungs. 

To Wvalae collapse results from any condition impeding the air entry to the 
smaller bronchi or bronchioles, such as bronchitis, broncho-pneumonia, 
pulmonary tuberculosis, whooping-cough and diphtheria. Obstruction of the 
naso-pharynx by moa tonsils and adenoids may cause partial collapse, 
especially in the upper lobes. 

Pathology.—The deflation of the lung area may be produced in three 
ways—(l) By complete obstruction to the air from blocking of a bronchus 
or bronchiole, the residual air being absorbed; (2) by enfeeblement of the 
inspiratory mechanism similar to the process in active collapse; and (3) 
by disturbance of the intrapleural pressure by fluid or air, the lung at first 
contracting in virtue of its elasticity until the intrapleural pressure becomes 
equal to that of the atmosphere, when any further accum ation of fluid or 

Post mortem, in complete or lobar collapse the appearances are similar 
to those in active collapse. In lobular collapse the deflated areas are con- 
tracted and depressed below the level of the healthy lung. They are dark 
red or slaty in colour, while the adjacent areas are pinkish and often emphy- 
sematous. The collapsed areas do not crepitate. 

Symptoms.—Total collapse of the lung or of a lobe being usually a 
secondary process, the symptoms and signs are masked by those of the 
primary condition, such as pleural effusion, pneumothorax, growth or 
aneurysm. It can, however, usually be demonstrated by X-ray examina- 
tion, the collapsed lun tiga, Fa aah as a fairly dense shadow lying along- 
side the vertebral bodies. Not infrequently, however, in pleural effusion 
definite tubular breath sounds, with bronchophony and pectoriloquy, may 


HAMOPTYSIS 1169 


be audible in the relatively dull area above the level of the fluid posteriorly, 
and these signs are due to the collapsed lung. In aortic aneurysm, or less 
commonly in mediastinal, pulmonary and bronchial neoplasms, distinctive 
signs due to the local collapse may be apparent. These consist of slight] 
diminished movement of the corresponding part of the chest wall, wit 
diminution of vocal fremitus and impairment of percussion note or actual 
dullness. Breath-sounds are weak, as a rule, but may be bronchial or tubular. 
Voice conduction is increased, and in incomplete collapse crepitations are 
often audible. The cardiac impulse may be displaced towards the affected 
side, but this is less apparent than in active collapse, and it is not infrequently 
displaced to the opposite side by the primary condition. Lobular collapse 
gives rise to no symptoms which can be differentiated from those of the 
condition inducing it. 

Complications and Course.—The lung usually re-expands wholly or in 
part when the condition causing collapse has been removed. Thus a lung 
that has been maintained continuously collapsed by artificial pneumothorax, 
with repeated refills for as long as 4 years or more, will re-expand when the 
gas in the pleural cavity is not replaced. In chronic effusion, or in large or 
neglected empyemata, re-expansion may be incomplete, and some falling 
in of the chest wall results. Fibroid changes may occur in lung tissue which 
has been long collapsed. | 

Diagnosis.—This is frequently a matter of inference, owing to the 
nature of the primary disease. Valuable help may be afforded by X-ray 
examination. 

Treatment.—No special treatment apart from that of the condition 
causing the collapse is required. If a pleural effusion is slow to absorb, the 
necessity for paracentesis or gas replacement, to avoid pleural thickening, 
may have to be considered. 


HAMOPTYSIS 


It should be recognised that hemoptysis is a symptom, not a disease. 
It is here considered separately because the accurate diagnosis of its origin 
is essential to its treatment, which differs widely in different conditions. 

Definition.—The term hxmoptysis is arbitrarily restricted to the ex- 

ectoration of blood, entering the air passages from structures below the 
arynx or from the larynx itself. When the blood is derived from the 
naso-pharynx or mouth it is sometimes described as spurious hemoptysis. 

Etiology.—1. Pulmonary tuberculosis is the commonest cause, the blood 
being derived from an aneurysm in a pulmonary -cavity, or from ulceration 
of a small vessel, or congestive processes around the early lesions, 

2. Chronic venous congestion, particularly in mitral stenosis. These 
two conditions account for the majority of cases. 

3. Inflammatory and destructive diseases of the lungs, air passages or 
pleura, such as pneumonia, broncho-pneumonia, especially the imfluenzal 
Variety, abscess, gangrene and bronchiectasis with ulcerauun of the walls. 
A latent bronchiectasis without sputum may cause recurrent hemoptysis 
(forme hémoptoique séche). Pneumvukunivolo, streptotrichosis and ulceration 
of the larynx, trachea or bronchi from tuberculosis, gamma or new-growth 
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may also be associated with hwmoptysis. Breaking down of a caseous or 
calcareous bronchial gland is a rare cause, as also is rupture of an empyems 
through a bronchus. 7 

4. Infarction of the lung from embolic or thrombotic obstruction. 

5. New-growths of the lung, bronchi or mediastinal glands. 

6. An aortic aneurysm may cause hwmoptysis by ‘ weeping” through 
an eroded bronchus, or by direct rupture, the latter being of course imme- 
diately fatal. 

7. Traumatic causes.—Injury may cause hemoptysis, by fractured ribs 
wounding the lung, by contusion and by breaking down of healed tuberculous 
lesions. Hemoptysis occurs frequently in wounds of the chest, both pene- 
trating and non-penetrating. A foreign body, such as a piece of shrapnel, 
may lie dormant for years, and then cause recurrent hemoptysis. 

8, Certain abnormal blood conditions, chiefly leukemia, purpura, hemo- 
philia, scurvy, minor degrees of vitamin C deficiency and occasionally per- 
nicious anemia. Hemoptysis occasionally occurs in the malignant specific 
fevers, especially small-pox and measles. 

9. Parasitic causes, such as pulmonary distomatosis and spirochetosis, 
are common in Asia but rare in Europe. Hydatid disease of the lung may 
cause repeated slight hemorrhages. 

10. Vicarious menstruation.—Some cases in women have been regarded 
as Vicarious menstruation, and this view dates back to Hippocrates. It 
is probable, however, that most cases are to be explained as due to leakage 
from obscure pulmonary lesions. 

11. Hemoptysis occasionally occurs in apparently healthy persons. In 
some, with high systemic arterial tension, it is probable that the pulmonary 
arterial pressure is also raised, and the condition may be regarded as analogous 
to the epistaxis which occurs more commonly in such patients. Sometimes 
the hemoptysis is due to leaking from an old arrested tuberculous lesion. 

12. Rupture of an hepatic abscess or hydatid cyst through the diaphragm 
into a bronchus is an occasional cause. 

Spurious hemoptysis is usually due to staining of the saliva or the 
pharyngeal secretion with blood, generally derived from the gums, which 
are spongy and congested, often from early pyorrhoea. The condition is 
common in anemic girls, and is, as a rule, observed in the morning. 
Hemorrhage from an enlarged pharyngeal vein is often suggested as a 
cause, but is rarely seen. Hemorrhage after tooth extraction, and staining 
of the mucus expectorated after epistaxis, are other causes of spurious 
hemoptysis. 

Pathology.—From the list of causes it might be inferred that the origin of 
the blood ditfors in different cases. It may come from the pulmonary or 
bronchial vessels in pulmonary tuberculosis and other lung or bronchial 
conditions, and also in chronic venous congestion or infarction. It may 
come from the thoracic aorta direct, or from some of its branches, in aneurysm 
and mediastinal new-growth, and from the hepatic vessels in abscess of the 
liver. In cases due to disease of the trachea and larynx it comes direct from 
the vessels supplying them. 

Post mortem, the larynx, trachea and bronchi may contain clots, or 
blood-stained froth and mucus, and their walls may be stained in places. 
Dark reddish areas of lobular distribution, due to inhaled blood, may be seen 
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in various parte of the lungs, particularly at the bases. Sometimes this 
may induce bronchitic changes, described as hemoptoic bronchitis. Careful 
search in cases of profuse hemoptvsis will usually reveal the source of the 
hemorrhage, and in pulmonary tuberculosis this is generally a ruptured 
aneurysmal dilatation in a cavity or an ulcerated vessel. The aneurysm 
may be small and escape notice unless many cuts are made into the lung. 

Symptoms.—In hemoptysis, the patient often experiences a tickling in 
the throat, followed by a gush into the mouth with a salt taste, and on 
expectoration notices blood. The alarm and anxiety this occasions lead 
to restlessness and rapid action of the heart. If the bleeding is profuse, 
cough is frequent, and large clots, together with liquid alkaline blood, may 
be expectorated to the extent of 20 or 30 ounces in afew hours. The bleeding 
may cease temporarily, to recur at intervals for several days, until the patient 
becomes blanched, weak and syncopal, with rapid, weak pulse. In any 
profuse lags hee death may occur in a few minutes, either from asphyxia 
or syncope. In the former case, the blood, at first bright and arterial, is 
soon dark and frothed, while the patient becomes cyanosed and livid. In 
slighter degrees of hemoptysis there may be only streaks, small clots or 
liquid blood mixed with ordinary sputum. After the actual bleeding has 
ceased, the sputum may be blood-stained for some days, owing to the ex- 
pectoration of blood inhaled into other parts of the lungs. This can be 
recognised by its colour, which varies from dark red to brown, owing to 
the changes undergone by the blood pigment. 

Diagnosis.—'This involves two problems—first the differentiation from 
hematemesis and spurious hemoptysis, and secondly the recognition of the 
cause of the hemorrhage. If the patient is seen at the time of the bleeding 
the first of these is easy. The nature of the blood, and its association with 
cough and possibly with pulmonary or cardiac signs, are conclusive. When the 
diagnosis has to be made upon the history given by the patient or by 
friends it may be difficult, especially in the absence of physical signs. 

In hematemesis there is frequently gastric pain and faintness before 
the vomiting, the blood is acid in reaction, dark in colour, even brown from 
acid hematin, and is sometimes mixed with food. The fact that in hemop- 
tysis blood may be swallowed and subsequently vomited increases the 
difficulty. Patients often give very dubious answers to questions as to 
whether the blood was coughed or vomited up. They should then be 
questioned as to whether sputum was brought up on the following day, and, 
if so, whether it was blood-stained. In cases of doubt the investigation of 
the pulmonary and abdominal physical signs, when the patient’s condition 
permits, may decide the diagnosis. 

The utmost caution should be exercised to exclude tuberculosis before 
making a diagnosis of ‘‘ spurious hemoptysis.” Only when there are no 
pulmonary symptoms, signs or X-ray indications, and when some obvious 
cause, such as anemia or pyorrheea, is found, is it safe to do so. 

While distinguishing between the various causes of hemoptysis it is 
wel] to regard and to treat it as due to pulmonary tuberculosis until some 
other cause is conclusively established. The sputum should be examined 
for tubercle bacilli on several occasions, the temperature recorded and the 
physical signs including X-ray appearances most carefully watched. 

_ The presence of a valvular lesion, especially mitral stenosis with signs of 
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pulmonary engorgement, may render the cause of hemoptysis clear. When 
tuberculosis and cardiac disease can be excluded, a careful study of the 
history, the symptoms and signs, may throw light on the diagnosis or 
suggest some investigation which will serve to establish it, e.g. examination 
of the sputum for parasites and hydatid hooklets, the cytological examination 
of the blood and an X-ray examination. 
In other cases, as in bronchiectasis, abscess or gangrene, the history, 
the physical signs and the nature of the sputum are often characteristic. 
f the latent or silent form of bronchiectasis (forme séche), the condition 
may be revealed only by lipiodol injection. 
Bronchoscopy may be of great value in revealing the presence of adenoma 
or carcinoma. 
Prognosis.—Apart from hemoptysis, which is rapidly fatal, due to 
aneurysm or pulmonary tuberculosis, the immediate prognosis in cases of 
ulmonary hemorrhage is not unfavourable, even when it continues for 
ays. The ultimate prognosis depends upon the cause. 
Treatment.—This is so entirely dependent upon the cause and origin 
of the bleeding that reference should be made to the corresponding diseases. 


EMPHYSEMA OF THE LUNGS 


Emphysema of the lungs, or alveolar-ectasis, is a condition of distension 
of the alveoli; it is usually progressive and is associated with definite changes 
in the inter-alveolar walls. The following varieties are generally recognised— 
(1) Large-lunged or ape ee (2) small-lunged or atrophic; (3) com- 
pensatory; (4) acute vesicular; and (5) acute interstitial emphysema. 
The last-named condition has no relation to true emphysema except in name, 
but will be described in this group for convenience. 


1. Lance-Lunerp on HypertropHic Empaysema (SUBSTANTIVE OR 
IpiopaTHic EMPHYSEMA) 


This is a chronic affection and is usually bilateral. 

ZEtiology.—Predisposing causes.—It may occur at any age, even in 
childhood, but is most frequently seen in middle and late adult life. It is 
commoner in men than in women, probably because they are more exposed 
to the conditions inducing it. Although not strictly hereditary, it often 
shows a familial incidence. Certain occupations are credited with bei 
concerned in its production, notably those involving violent or prolon 
muscular effort with closed or partially closed glottis, such as blowing wind 
instruments and lifting heavy weights. Dusty occupations also favour its 
onset by leading to bronchitis and cough. 

The common exciting cause seems to be the strain of prolonged and repeated 
cough, induced by chronic bronchitis, bronchiectasis, asthma, whooping- 
cough, cigarette smoke inhaling, and other causes of irritation of the upper 


air passages. 
Pathology.—The pathogenesis of par vada has been much debated 
and various explanations have been offered. (1) Primary degeneration 
theory. Villemin suggested that the essential lesion was s fatty degeners- 
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tion of the alveolar walis, while Cohnheim believed that there was a congenital 
defect of the elastic tissue of the lung. (2) The inspiratory theory, firat 
suggested by Laennec and developed by Gairdner, postulates the force of 
inspiration as the distending agent. (3) The expiratory theory, first enunci- 
ated by Mendelssohn, was inlepandently brought forward and established 
by Jenner. The distension of the alveoli is regarded as due to the effect of 
forced expiration and cough. Jenner pointed out the special and early 
involvement of the apices, the anterior and lower margins of the lungs; in 
other words, the parts least supported by the thoracic cage. (4) Freund | 
regarded the changes in the lungs as secondary to calcification of the costa! 
cartilages, the chest becoming fixed in the inspiratory position and the lung 
permanently expanded in consequence. The expiratory explanation is 
now generally accepted, and emphysema is regarded as the result of increased 
intra-alveolar tension, due to violent expiratory efforts, acting on walls 
weakened by congenital defects, by inflammatory processes or by toxic 
agents, such as alcohol (Nothnagel). 

The characteristic conformation of the chest is usually apparent (see 
Symptoms), the costal cartilages are often calcified, and on opening the 
thorax post mortem, the lungs bulge instead of retracting, so that the peri- 
cardium may be almost completely obscured. They are pale in colour, even 
in town-dwellers, a condition called albinism of the lung = Virchow. They 
are soft and pit on pressure, and, as described by Laennec, give the sensa- 
tion of a down pillow. The surface of the lung under the pleura shows a 
finely vesioular appearance, due to the distension of the alveoli, the vesicles 
often being nearly as large as pins’ heads. Not infrequently large bulle 
or blister-like protuberances, varying in size from a pea to a Spanish olive, 
occasionally much larger, may be seen projecting from the surface, particu- 
larly at the apices and margins. These bulle when incised show fine fibrous 
bands crossing them, the remains of inter-alveolar walls and of atrophied 
blood vessels. It was formerly customary to refer to such cases as bullous 
or marginal emphysema and to describe those in which the dilatation 1s less 
obvious but more widely diffused as general emphysema ; but the conditions 
are so commonly associated together in varying degrees that little is gained 
by so doing. On section the lungs are pale and dry, except at the bases, 
where there is frequently some cedema in advanced cases. The bronchi 
may show some general dilatation, although less commonly than might be 
expected frem the close similarity of the causal factors of emphysema and 
bronchiectasis. When bronchitis coexists, muco-pus can be squeezed from 
the cross-sections of these tubes. As pointed out by Fowler, pleural adhesion 
is relatively uncommon. The infundibuls and alveoli are dilated, and the 
inter-alveolar walls are thin and atrophic, even Serpe wholly or in 
part. The distension and coalescenec of adjacent alveoli result in the forma- 
tion of bullw. The calibre of the pulmonary capillaries is diminished by 
stretching of the alveolar walls, and where atrophy of the inter-alveolar 
septa occurs the capillaries are destroyed. These two processes result in a 
considerable diminution in the total aerating surface, and cause the dyspnoea 
and cyanosis characteristic of the disease. Moreover, the normal anasto- 
moses between the terminal bronchial and pulmonary capillaries increase 
considerably, and some of the blood in the latter may therefore fail to reach 
the alveoli and so escape aeration. Atrophic changes in the elastic tissue 


1174 DISEASES OF THE RESPIRATORY SYSTEM 


have been described. In order to maintain the circulation through the 
diminished capillary area, the right ventricle hypertrophies and the resultant 
raised blood pressure sometimes induces atheroma of the pulmonary artery. 
Emphysema being a progressive lesion, and the defective aeration of the 
blood perhaps interfering with the nutrition of the heart muscle, cardiac 
failure eventually ensues, causing tricuspid regurgitation, engorgement of 
the right auricle, and the visceral effects of venous engorgement, such as 

“nutmeg” liver. Cabot states that true emphysema is often not found 
post mortem in cases so diagnosed during life, and prefers to designate the 
clinical entity here described as ‘‘ the ip Chest.” 

Symptoms.—Dyspnwa of varyin ree is the most characteristic 
symptom. In uncomplicated cases 4 Jes moderate extent it is only present 
on exertion, unless bronchitis coexists. In advanced emphysema, dyspnoea 
is marked and becomes extreme in the bronchitic or ‘“‘ asthmatic” attacks 
and in foggy weather. Cyanosis is common, and is to some extent a measure 
of the degree of emphysema. Varying degrees of polycythemia may be 
observed. The patient may walk about with a more extreme degree of 
ear than in any other condition except congenital heart fincase. 

bbing of the fingers of moderate degree is common. Cough is usually 
due to the associated bronchitis, and is worse in the winter and in foggy 
weather. It is frequent, noisy and often hacking and paroxysmal. Expec- 
toration is also the result of the bronchial catarrh, and varies from a few 
grey mucoid pellets to copious muco-pus. 

The chest is enlarged, particularly in the anterio-posterior diameter, 
the upper thoracic spine is rounded and kyphotic, the sternum protrudes 
forward, and the angle of Louis is prominent, the general effect being the 
so-called barrel-shaped chest. The ribs run forward more horizontally 
and the intercostal spaces are wider than normal, the chest being as a whole 
in the inspiratory position. The respiratory movements are much restricted, 
the patient elevating the rigid thorax with little expansion on taking a 
deep breath, so that the inspiratory increase at the level of the nipples may 
be only half to 1 inch, instead of the normal 24 to 3 for an adult. There 
is often filling and even bulging of the supra-clavicular hollow, while the 
neck appears short, the sternomastoids stand out, and the jugular veins 
are full. A zone of dilated venules, the “ emphysematous girdle,’’ is often 
present along the line of the costal attachment of the diaphragm, but is not 
pathognomonic. The cardiac impulse is not visible as a rule, and may only 
be felt with difficulty, but epigastric pulsation is usuully apparent. Vocal 
fremitus is diminished, and the percussion note is hyper-resonant. The 
superficial cardiac dullness is greatly diminished or even absent, and the 
lower limit of pulmonary resonance may extend to the costal margin, back 
and front, the hepatic dullness being encroached on or obliterated. 

It ia said that in bullous em hysema the breath-sounds are harsh over 
the outer part of the upper lobes in front, and weak at the bases. In general 
ves phate the breath-sounds are weak everywhere, inspiration is short, 

expiration is greatly prolonged. A loud rumbling, from contraction 
of the thoracic muscles, may entirely obscure the breath-sounds. A few 
fine bubbling réles may be heard at the bases or at the sternal margins. If 
bronchitis is present, scattered rhonchi may be audible. Vocal resonance is 
generally slightly diminished. The heart-eounds are weak and distant, 
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and in late stages a tricuspid systolic murmur may develop. The “ vital 
“a pe! ” of the lungs, measured by a spirometer, 1s often reduced to one- 
half or less. Examination by the X-rays shows increased extent, and undue 
transradiancy of the lung tissue. They show the diaphragm lower in position 
and flattened, and the costophrenic angle widened. The liver is sometimes 
palpable, possibly from downward displacement by the bulky lung, but 
more often from enlargement due to passive hyperemia. The spleen may 
also be depressed and enlarged. 

Camplications. —Bronchitis is the commonest, and often constitutes a 
vicious circle. Asthmatic attacks, so-called ‘‘ bronchial asthma,” are common 
in later stages; on the other hand, spasmodic asthma may be the cause of 
the emphysema. Pneumothorax and interstitial emphysema may occur 
from rupture of the bulle, although these accidents are surprisingly rare. 
Pulmonary tuberculosis is an occasional complication of emphysema, which, 
contrary to popular opinion, is not antagonistic to it, although it may mask 
and obscure the early stages. Right-sided cardiac failure, with its train of 
consecutive changes, is a late and often terminal complication. 

Course.—Emphysema is progressive, unless the cause is removed or the 
effects of the disease are mitigated by residence in a warm, dry climate, 
especially in the winter. Conversely, residence in unsuitable districts, per- 
sistence in detrimental employment, and repeated attacks of bronchitis 
accelerate its course. 

Diagnosis.—This is never difficult in advanced cases. The slighter 
degrees may be more difficult, and the diagnosis is then largely a matter of 
inference from the association of chronic cough and dyspnoea, with physical 
signs of hyper-resonance and prolonged expiration. 

Confusion may occasionally arise in regard to pneumothorax and pul- 
monary tuberculosis. Careful record of the symptoms and signs and the 
investigation of the sputum generally suffice to distinguish these conditions. 
In doubtful cases the X-rays may assist. 

Prognosis.—This depends upon the degrce of emphysema and the cir- 
cumstances of the patient. If progressive, it exerts an increasingly cripplin 
effect, and it certainly shortens life under urban conditions. A “ vita 
capacity ’’ of less than 60 per cent. of the normal is of serious import. The 
advent of severe bronchitis or of cardiac complications may affect the 
prognosis gravely, : 

Treatment.—Emphysema may be arrested but cannot be cured. Atten- 
tion must be directed to prevention of the causes of chronic cough and increased 
intra-alveolar tension. a any person with hereditary tendency to emphysema 
or to winter cough, the questions of occupation and place of residence should 
be carefully considered. When the disease is established, the patient, if in 
& position to afford it, should spend the winter in a warm, more equable 
climate, either abroad or at the south-west coast of England. 

Various attempts have been made to increase the respiratory ventilation 
of the lungs, e.g. by compression of the chest during expiration, by expiring 
into rarefied air, by breathing compressed air or by expiratory breathing 
exercises. The patient enters a special iron chamber fitted with a window, 
and the air pressure is raised during the course of half an hour to 1$ atmo- 
spheres. He remains at this pressure for an hour, and is then decompressed to 
normal during the nest half-hour. These baths may be given every other 
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day and gradually increased in duration and frequency. This treatment is 
often helpful in cases of emphysema associated with bronchial épasm or with 
bronchitis. Cases with marked arterial disease or with much rigidity of the 
chest-wall are unsuitable for this form of treatment. 

The diet should be simple and easily digestible, especially in the later 
stages. If there is spasmodic dyspnoea or asthma, no late meal should be 
permitted. Cod-liver oil or halibut liver oil in the winter seems to help some 
patients. Clothing should be warm, but the excess of under-garments, often 
worn in fear of chill, is harmful. 

In other respects treatment is largely symptomatic. In acute bronchitic 
attacks the measures to be adopted are in no way different from these in 
bronchitis uncomplicated by emphysema. In the more chronic bronchitis 
so commonly present in the winter, iodides with alkalis and balsamic ex- 
pectorants seem beneficial. Terebene (min. 10) in emulsion or in capsule has 
been recommended. Counter-irritation to the chest by liniments, such as the 
lin. terebinthingy aceticum, is often comforting to the patient, when cough is 
troublesome. When asthma or paroxysmal dyspnea occurs, antispasmodic 
drugs and measures similar to those used in spasmodic asthma may be 
employed. When cardiac failure supervenes, the appropriate treatment 
must be vigorously applied. If there is marked cyanosis and venous engorge- 
ment, oxygen administration, venesection, leeching, purgative and diuretic 
drugs may be employed, and digitalis and other cardiac tonics administered. 
American authorities have suggested the use of an abdominal belt to 
increase the intra-abdominal pressure and raise the diaphragm. 


2. SMautt-Lunerp EmpuHysEMA (ATROPHIO OR SENILE EMPHYSEMA) 


Etiology.—This condition occurs in old age and forms part of the general 

atrophy of the tissues. 

athology.—The alveolar walls become thinned and disappear, so that 
adjacent alveoli coalesce. The condition is primarily atrophic, and therefore 
differs from true emphysema, although the result is to produce a diminished 
area for aeration. Post mortem the lungs are small and do not bulge or 
obscure the pericardium. They are often deeply pigmented, and are more 
spongy than normal, but although bulle ocour they are small. On section 
the lung tissue is bloodless and friable. The bronchi may be alightly dilated 
and show catarrhal changes. 

Symptoms.—These are slight and are masked by the enfeeblement due 
to the general atrophy and debility. There is shortness of breath only on 
exertion, or on exacerbation of the chronic bronchitis which is frequently 
present. The chest is small, flat and thinly covered, the movements are 
pee and there is elevation of the chest as a whole, with poor expansion. 

ountz and Alexander maintain that there is very little diminution in vital 
capacity, that the movements of the diaphragm are increased and that the 
intervertebral discs are abnormal. There is little cyanosis, and no clubbing. 
The vocal fremitus is unaltered or ieceed diminished. The percussion note 
is hyper-resonant, but there is no encroachment on the cardiac and hepatic 
areas of dullness. Breath-sounds are weak, and there is but little prolonga- 
tion of expiration. Rhonchi and rales may be heard, especially if bronchitis 
is present, or if the heart is failing. 
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_Diagnosis.—The condition is generally so obvious that no difficulty 
arises. 

Treatment.—This is chiefly a matter of careful regimen and diet, with 
treatment of coexisting bronchitis or cardiac failure. 


3. Compensatory Empuysema (LOCALISED on SEconDARY EmpnHysEMa) 


4Etiology.—Localised emphysema is a sequel to some process inducing 
collapse, contraction or destruction of areas of lung tissue. It may be lobular 
in distribution in bronchitis, broncho-pneumonia, tuberculosis and diphtheria. 
It may affect one or more lobes, or the whole of one lung, especially in cases 
of fibrosis following tuberculosis, pneumonia, chronic pleural effusion and 
empyema. 

athology.—It is generally conceded that the inspiratory theory of 
Laennec and Gairdner satisfactorily explains the genesis of this condition. 
When shrinkage of an area of lung occurs, the chest wall may fall in, if there 
is pleural adhesion, but otherwise inspiration tends to expand the normal 
parts of the lungs. None the less, it must be admitted that the expiratory 
strain of cough may assist in its production. 

Although it may be compensatory and physiological at its inception, it 
is doubtful whether a true rtrophy tales place after adolescence. In 
any case it soon leads to atrophy of the alveolar walls, as in true emphysema, 
and thus becomes pathological and harmful. Post mortem the condition 
may be found in an upper lobe around contracted scarred lung tissue, or in a 
lower lobe when the upper lobe is contracted or disorganised. In cases where 
one lung is fibroid and contracted, compensatory emphysema may be found 
throughout the sound lung. The resulting adaptations caused by enlarge- 
ment of one and shrinking of another may produce some striking dis- 
placements, the lower lobe extending upwards nearly to the clavicle, or the 
anterior margin of the sound lung crossing the mid line. The general 
appearances are closely similar to those of ordinary emphysema, except 
that bulle do not occur, at any rate until the process is advanced and definitely 
pathological. 

Symptoms.—This condition does not produce symptoms that can be 
differentiated from those of the primary disease. When it affects a lobe or 
the whole of one lung, there is hyper-resonance over the area involved, which 
often contrasts strikangly with the dullness due to the primary lesion. The 
hyper-resonance may extend across the sternum and even for an inch or more 
beyond it. The heart is displaced towards the side where fibrosis is in pro- 
gress. Vocal fremitus and vocal resonance are little altered, but may be 
increased at first and subsequently diminished. In the early stages, when there 
is alveolar dilatation without degenerative mural changes, the breath-sounds 
are exaggerated, harsh or puerile, but when such processes develop, they 
become weak and there are indications of dyspnma and cyanosis on 
exertion. 

Diagnosis.—This is easy, owing to the difference between the diseased 
and “ compensatory ” areas, and to the indications of contraction and dis- 
placement. 

_ Treatment.—No special treatment apart from that of the primary condi- 
tion is required. | 
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4, Acute VrsicuLan EMpHysEeMA 


Although custom has included this condition with ge a ag it is in 
reality only a temporary acute distension of the alveoli resulting from any 
condition causing widespread obstruction of the smaller bronchi. It is 
sometimes observed after death in cases of acute bronchitis, whooping-cough 
or asphyxia and in anaphylactic shock, and its existence may be inferred in 
severe asthma. Post mortem the lungs are bulky and the alveoli distended. 

The symptoms are dependent upon the primary condition, although 
dyspnoea is invariably present. The chest is found to be fully expanded, the 
vocal fremitus is diminished, the percussion note is hyper-resonant, and the 
breath-sounds vary with the condition inducing it. 


5. AcuTE INTERSTITIAL EMPnySEMA 


In acute interstitial emphysema air is present in the stroma of the lungs, 
and in the subpleural connective tissues. It may follow external trauma, 
such as fractured ribs, or wounds penetrating the lungs. The alveoli may 
rupture with violent expiratory efforts, as occur in whooping-cough or 
influenzal broncho-pneumonia. It may occur in diphtheria. The air some- 
times tracks along the pulmonary roots to the mediastinum, and appearing 
in the neck or on the chest-wall gives rise to surgical emphysema. 

Post mortem, subpleural] bullw may be seen containing air, and on section 
of the lung minute air bubbles may be found in the inter-alveolar connective 
tissue. A diagnosis cannot be made unless the physical signs of surgical 
pal aha are present. The air is usually completely absorbed, and a 
periect recovery takes place. No special treatment 1s required beyond keep- 
ing the patient at rest, and giving sedative drugs to allay cough. 


ABSCESS OF THE LUNG 


Definition.—Abscess of the lung includes any circumscribed collection 
of pus formed in the lung tissue, but softened tuberculous areas and bronchi- 
ectatic accumulations are usually excluded. 

ZEtiology.—Predisposing causes.— These include any diseases producing 
general cachexia or malnutrition, notably diabetes and chronic ischobatn, 
also any conditions leading to diminished resistance locally in the lung, such 
as injury, disease or exposure. 

Exciting causes.—These are pyogenic organisms, which reach the lung by 
inhalation, by extension from adjacent suppurative processes, or by the 
blood stream, either directly or in septic emboli. The common organisms 
found are streptococci, staphylococci, the pneumococcus, Friedl&nder’s 
pneumo-bacillus, Bacillus a and the Bacillus coli—sometimes acting in 
conjunction with putrefactive bacteria. Spirochwtes, Bacillus fustformes, 
treponemata and anaerobic organisms are often present, especially after 
rupture has occurred. Pulmonary abscess may form under the following 
conditions : 

(1) After inhalation of foreign material into a bronchus. This may be a 
foreign body, or may occur in association with septic conditions in the nose, 
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nasopharynx and larynx, or during and after operations in these regions. 
These are referred to as inhalation abscesses, though some post-operative 
cases are regarded as due to embolism and not to inhalation. (2) As a 
result of lobar or lobular pneumonia, especially after the deglutition and 
aspiration varieties of the latter. Such abscesses are sometimes called meta- 
pneumonic. (3) Embolic causes—in pywmia, or following on septic pul- 
. monary emboli due to right-sided septic endocarditis, or derived from distant 
septic processes, such as otitis media, and infective thrombo-phlebitis. 
Amosbic abscess occurs occasionally after dysentery, and pulmonafy abscess 
may be found as a rare complication of enteric fever. (4) From infection 
of the lung tissue due to spread from adjacent disease. This may occur 
in bronchiectasia, in ulcerating new growths of the lung, bronchi, esophagus 
or mediastinal glands, in caries of the vertebre or ribs, and in suppurating 
mediastinal glands. Rupture of an empyema, of a subphrenic shected, of 
a liver abscess, or of infected hydatid cysts of the lung or liver may also 
lead to pulmonary suppuration. Ten per cent. of cases of abscess are due 
to new growths. (5) Asa sequel of perforating chest wounds, or of fractured 
ribs piercing the lung. 
athology.—Abscess of the lung is generally single and basic when con- 
sin aa on pneumonia, whereas embolic abscesses are often small and multiple 
and may be found in any part of the lung. Abscesses due to extension from 
adjacent disease are generally solitary, and are often large and irregular. 
The walls of acute abscesses are generally formed of congested and cedematous 
lung tissue, or of a zone of unresolved pneumonia. Since acute abscesses 
commonly rupture quickly into a bronchus, a fibrous capsule is unusual, but 
in chronic abscess there is often considerable fibroid change in the neighbour- 
ing lung tissue. The pleura may become involved over superficial abscesses, 
leading to empyema, or to pyo-pneumothorax if rupture follows. 
Symptoms.—Abscess may develop insidiously, with comparatively slight 
symptoms. More commonly they are an intensification of those due to the 
primary or antecedent condition. The patient often appears seriously ill, 
the fever becomes of septic type, remittent or intermittent in character, and 
ofa highrange. Rigors andsweating arecommon. The pulmonary symptoms 
at first may be only slight cough with scanty muco-purulent expectoration. 
Dyspnoea may be present and pain of acute character develops if the pleura 
is involved. Hemoptysis occurs in 70 per cent. of cases of abscess. ia con- 
siderable leucocytosis, up to 20,000 or 30,000 may be found, and occasionally 
the breath may be offensive, even before rupture into a bronchus occurs, 
followed by the sudden expectoration of a large quantity of pus. The pus is 
sometimes unpleasant or offensive-smelling, but has not the extreme fetor 
of gangrene. Microscopical investigation will demonstrate the presence of 
pulmonary debris, especially elastic tissue, together with pus cells and micro- 
Organisms. After the expectoration of the pus, the temperature usually falls 
and the general condition of the patient is much improved, though cough and 
expectoration persist. In chronic cases after rupture the temperature may 
become irregular and periodic, a few days of normal temperature being followed 
by a period of fever and later by increased expectoration. The physical 
signs in a deep-seated or small abscess are often inconspicuous, and comprise 
slight dullness over a small area, weak breath-sounds and possibly a few rales 
in the surrounding infiltrated or cedematous lung tissue. With a large or a 
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_ superficial abscess, the signs before rupture may be those of consolidated or 
collapsed lung. After evacuation occurs, the characteristic signs of excava- 
tion usually develop at once. In multiple embolic abscesses the signs are 
usually those of disseminated broncho-pneumonia. 

Complications and Sequelz.— The commonest complication is dry 
pleurisy. This may progress to empyema, or to pyo-pneumothorax, if 
rupture into the pleura occurs. In some cases mediastinitis or pericarditis 
may develop. Gangrene is described, but is a rare sequel. Metastatic 
abscesses may be produced in other parts of the body, especially in the brain, 
and meningitis is a rare and serious complication. The most important 
sequels are fibrosis of the lung, with bronchiectasis, pleural adhesion, and 
rarely indurative mediastinitis. 

Diagnosis.—This is difficult before rupture, but abscess may be suspected 
from the gravity of the symptoms in relation to the history and signs, especially 
if leucocytosis and fetor of the breath are present. X-ray examination may 
be helpful, by demonstrating a localised shadow before rupture, and excava- 
tion afterwards, and also by establishing the situation of the abscess. A fluid 
level can often be seen in films taken in the erect position. The sudden 
expectoration of pus, followed by retrogression of symptoms and signs of 
excavation is very suggestive of abscess. After rupture has occurred the 
differential diagnosis has to be considered from: 

1. Interlobar empyema.—This may be very difficult or even impossible. 
In this condition the signs are generally most marked in the region of an 
interlobar septum, there may be some cardiac displacement, and the sputum, 
though purulent, does not contain elastic tissue. 

2. Bronchiectasis.—The history, the characteristic cough and sputum, 
and the variation of the physical signs with the state of the cavity usually 
suffice to distinguish this condition. An X-ray examination after lipiodol or 
neo-hydriol will distinguish in doubtful cases, since they do not as a rule 
enter the abscess cavity and the appearances in bronchiectasis are char- 
acteristic. 

3. Gangrene. of the lung.—The distinction is not always easy in acute 
abscess, since the two processes are closely related. The extreme gravity of 
the patient’s general condition and the horrible fetor of the breath and sputum 
are the most characteristic features of gangrene. 

4. Tuberculous exoavation.—The history, the distribution of the signs, and 
the characters of the sputum, including the presence of tubercle bacilli, are the 
distinguishing indications. 

5. Purulent bronchitss.—The history, the widespread physical signs, and 
the absence of elastic tissue from the sputum usually serve to establish the 
diagnosis, and lipiodol or neo-hydriol investigations may be helpful. 

ee or pyemic abscesses, it is often impossible to recognise the 
condition, though it may be suspected from the severity of the symptoms 
and signs. In any doubtful case an X-ray examination or peeps vt 
should be carried out, if the condition of the patient permits. The possibility 

“of malignant growth as a cause of abscess should be borne in mind and, when 
necesssary, bronchoscopy as well as lipiodol investigation carried out. Ex- 
ay puncture as a means of diagnosis is dangerous and should be 
avoided. 

Prognosis.—The prognosis, though grave in many cases, is better than 
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might be anticipated. Many of those in which rupture into a bronchus occuts 
recover. Death is inevitable in the pysemic cases. 

Treatment.—(1) Medical—In acute abscesses medical measures should 
be employed, since in a considerable proportion of cases, recovery may occur 
after rupture, especially when the abscess is in the upper lobe. Before 
rupture the treatment should be similar te that for acute pneumonia. After 
rupture, evacuation should be promoted by “‘ tipping,” or postural drainage. 
The Nelson bed is of great value in this connection when the relation of the 
abscess to the nearest patent bronchus has been determined by X-ray examina- 
tion, Expectorant drugs and antiseptics, such as creosote, should be em- 
ati tiseptic inhalations may also be used on a Burney-Yeo mask, as 

or bronchiectasis, or creosote vapour baths may be given. In like manner 
intratracheal injections of menthol, guaiacol and olive oil have been employed 
with benefit. In cases with spirochetes, treponemata and anaerobic organisms 
in the sputum, intravenous injections of salvarsan or neo-arsphenamine may 
be administered with benefit. 

(2) Surgical.—If spontaneous rupture does not occur after the abscess 
has become localised and encapsulated, operation is indicated in order to 
prevent the walls becoming thick. Repeated bronchoscopic aspiration is 
sometimes employed after rupture, and at times gives satisfactory results. 
If, after rupture, there is not satisfactory progress towards cure within 6 weeks, 
clinically and radiologically, surgical treatment should be considered. Thor- 
acotomy and open drainage is the operation generally employed. This is 
now usually carried out in two stages: (a) a preliminary exposure of the 
pleura by rib resection and packing with gauze, to ensure adhesion of the 
pleura; (6) some days later the abscess is opened along the course of an 
exploring needle. Artificial pneumothorax has been recommended, especially 
in deep or centrally placed abscesses. There is a risk of rupture into the 
pleura, more particularly when re-expansion of the lung is permitted. For 
this reason, this form of treatment is rarely advisable. Phrenic evulsion 
may aid in the evacuation of a chronic abscess, either alone or after thoraco- 
tomy. Pneumolysis, lobectomy, and thoracoplasty are also used in the treat- 
ment of chronic abscess. Lobectomy seems likely to be the most satisfactory 
in chronic cases in which it is practicable. 


GANGRENE OF THE LUNG 


In this condition localised or diffuse areas of lung tissue undergo putre- 
factive necrosis. 

Etiology.—Predisposing causes.—T hese include old age, over-indulgence 
in alcohol, general debility, diabetes and insanity. In certain rare cases, 
especially after broncho-pneumonia complicating measles, gangrene of the 
lung is met with in children. 

aciling causes and associated condiétons.—T hese are, in the main, identical 
with those of pulmonary abscess (see p. 1183). In addition, the pressure of 
aneurysm or of new-growth on branches of the pulmonary artery may lead to 
gangrene. The causal organisms are also very similar to those found in 
sbecess of the lungs, and include staphylococci, streptococci, sarcinsw, the 
Micrococous tetragenus, the Bacillus coli communis, the B. pyocyaneus, the 
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B. fustformis with its associated spiroch@te, and various anaerobes. In 
some instances acid-fast bacilli, classed as streptothrices, occur. Some of 
these organisms yield putrefactive products, with the liberation of phenol, 
indole and skatole compounds in the lung. 

Pathology.—It is not quite clear what are the factors determining 
whether abscess or gangrene occurs in an infected area of lung. Doubtless 
the general resistance of the body, the degree of local vascular disturbance, 
and the virulence of the infecting organisms all play their part. Laennec 
first described the two varieties of gangrene, the circumscribed and the 
spreading or diffuse. Around the former there are indications of a line of 
demarcation, formed by congested lung tissue, which may present the appear- 
ance of red hepatisation. The surrounding lung tissue is invariably some- 
what cedematous. The gangrenous area is soft and pulpy, and its colour 
varies from reddish-brown to greenish-black. As the necrosis advances, 
putrefactive liquefaction occurs, with the formation of a hornbly reeking 
fluid, containing shreds and masses of necrotic lung tissue. When this is 
discharged, excavation results, and isolated vessels may be seen running 
across the resulting cavity, the walls of which are rough and covered with 
fetid pus. The diffuse variety of gangrene is less common; there is no 
attempt at a zone of demarcation, and the whole of a lobe or of one lung 
aa be affected. In both forms, the overlying pleura is intensely inflamed, 
and empyema or pyo-pneumothorax may be produced. 

Symptoms.—These are similar to those occurring in abscess of the lung, 
but are more acute. The patient is desperately ill, mgors are more common 
and sweating is more profuse. The breath has a peculiar fetor, which, on 
account of the presence of the skatole group of putrefactive products in the 
gangrenous lung, has an almost fecal odour. The sputum is intensely 
offensive, and on standing separates into three layers, similar to those of the 
expectoration in cases of bronchiectasis. Elastic tissue is usually resent, 
but it may undergo rapid disintegration. Hemoptysis is not infrequent 
and may prove fatal. rare cases gangrene is not accompanied by fetid 
expectoration, especially when developing in the insane, in young children, 
and in diabetics, or after pulmonary embolism. The physical signs closely 
resemble those present in cases of pulmonary abscess, and are those of con- 
solidation before liquefaction occurs, and of excavation afterwards. The 
signs of the antecedent condition such as bronchiectasis, aneurysm, or 
malignant disease may also be present. 

Complications and Sequelz#.—These are similar to those met with in 
pulmonary abscess, but owing to the rapid course and greater fatality of 
g ne, they are not so common. Cerebral abscess may occur. 

ourse.—The course is usually rapid, unleas the diseased area is amall 
and circumscribed. In rare cases of localised gangrene of small extent, 
resolution and subsequent fibrosis occur. 

Diagnosis.—The differential diagnosis is as for pulmonary abscess, the 
oe features being the extremely critical condition of the patient 
and the revolting fetor of the breath and expectoration. X-ray examina- 
ae may give great assistance if the patient’s condition permits it to be 
made. 

Prognosis.—This is always extremely grave, though a few cases of 
localised gangrene recover spontaneously. The prognosis is improved by 
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early operation in suitable cases. The outlook is said to be worse if the 
condition is apical, and diffuse gangrene is invariably fatal. 

Treatment.—Operation is indicated when the general condition of the 
patient permits, if the gangrenous area can be localised by physical signs 
or X-ray examination. Exploratory puncture should not be carried out. 
The other operative procedures are similar to those for abscess of the lung. 
Operation is contra-indicated in cases of diffuse gangrene. The medical 
treatment is in all respects similar to that for pulmonary abscess. Injections 
of neo-arsphenamine, in doses of 0-3 g., have given good results, especially 
in cases due to fuso-spirochstosis. 


PULMONARY FIBROSIS 


Synonyms.—Fibroid Disease of the Lung; Chronic Interstitial Pneu- 
monia ; Cirrhosis of the Lung. 

Definition.—Pulmonary fibrosis is a late sequel of many acute and 
chronic inflammatory or irritative processes affecting the bronchi, lungs 
and pleurs. It is therefore rather of pathological than of clinical interest, 
and in no sense constitutes a separate disease, although the end-results 
are remarkably similar in different forms. It is described here partly in 
deference to tradition, and partly to point out the methods of diagnosis 
between the various causes producing such strikingly similar effects. 

fEtiology.—(1) The commonest cause is pulmonary tuberculosis, particu- 
larly the fibroid and fibro-caseous varieties. (2) The group of pneumo- 
konioses contributes a considerable number of cases, and possibly some 
varieties of gas poisoning may induce fibroid changes. (3) Broncho- 
pneumonic processes, particularly the forms associated with measles and 
whooping-cough, may be followed by widespread fibrosis, especially in 
children. (4) Although fibroid induration is commonly described as a sequel 
of lobar pneumonia, this disease 1s one of the rarer causes. (5) Localised 
fibrosis may occur around any circumscribed pulmonary or bronchial lesion, 
such as that produced by syphilis, leprosy, glanders or streptotrichosis. 
Similarly it occurs about infarcts, pulmonary abscesses and parasitic cysts. 
(6) Chronic venous congestion, if prolonged, leads to fibroid change, which 
is referred to as “ brown induration.” This is usually of moderate degree 
and does not affect the clinical manifestations. (7) Chronic pleural afiec- 
tions, particularly those leading to adhesions or causing pulmonary collapse, 
may induce fibroid changes within the lung, and these forms are described 
as “ pleurogenous cirrhosis.” (8) Any condition causing obstruction of a 
bronchus and leading either to collapse or to bronchiectasis may, if long 
continued, cause fibrosis of the corresponding lung area. Among such 
aa be mentioned inhaled foreign body, new-growth, cicatricial contraction 
and thoracic aneurysm. 

Pathology.—The fibroid overgrowth may be: (1) Massive or lobar; 
(2) localised or insular; (3) peribronchial; and (4) reticular. 

Any part of the connective tissue framework of the lungs and bronchi 
may contribute to the fibrosis. In the massive form, which generally affects 
the whole or the major part of a lobe or even of one lung, the appearances 
in cases due to tuberculosis differ from those due to other causes. In the 
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tuberculous variety the primary distribution is usually apical, and evidence 
of other tuberculous processes may be apparent in the form of large or amall 
dried-up cavities, i peneted caseous material or calcareous masses enctosed 
in fibrous strands. In non-tuberculous processes, the early localisation is 
commonly basic, and although the primary cause may he obvious in the 
form of bronchial obstruction or same pleural condition, this is not always 
the ease. On the other hand, non-tuberculous processes may involve the 
upper lobe primarily and fibroid tuberculosis may fall with special stress 
upon the lower lobe. In both forms of fibrosis, bronchiectasis may result, 
although this is more common in the non-tuberculous cases. Apart from 
the special tuberculous lesions, the end results are very similar in both forms. 
The affected area of the lung is shrunken and often devoid of air except for 
that in the bronchi and in the cavities. It is dark in colour, very firm and 
hard. On section it presents a mottled appearance owing to the strands of 
blue-grey fibrous tissue traversing it, contrasting with the pigmented, con- 
densed, airless lung tissue. The fibroid area may be honeycombed by 
cavities or may present one large excavation, due either to tuberculous 
eavitation or to bronchiectatic dilatation. There is nearly always thickening 
and adhesion of the pleura. The contraction of the abnormal fibrous tiggue 
leads to marked displacement of the heart and mediastinum. 

The localised form is commonly due to healed tuberculous processes at 
an apex. There may be simple puckering with or without pleural thickening 
and adhesion, or a dense mass enclosing dried-up cageous matter or gal- 
careous spicules. In bronchitic or broncho-pneumonic processes a patchy 
fibrosis may occur, described as insular fibrosis by Fowler. 

Reticular fibrosis is a rare condition in which the fibrous tissue in the 
interlobular septa seems to become increased as well as that around the 
bronchi. It is at present only of pathological interest. 

Symptoms.—The symptoms of pulmonary fibrosis are, in the main, 
expectoration and dyspnoea together with those of the primary affection. 
In the non-tuberculous cases, bronchiectasis is so frequently associated 
that the symptoms and signs found are practically those of this condition. 
Even in tuberculous cases, some degree of bronchial dilatation is the rule. 
although the sputum is rarely offensive. The cough is generally periodic 
and associated with change of posture. The expectoration is abundant, 
and if bronchiectasis is present, it has the usual characteristic features. 
The dyspnaa is proportional te the extent of lung involved. It may 
be extreme in the later stages, when the heart becomes embarragsed 
and begins to fail. Fever is usually absent, except when complications 
occur. 

The patients are generally spare, although nutrition may sometimes 
be well maintained until late. They may show signs of deficient geration 
in duskiness, i oat and congested cheeks. Polycythsemia of some degree 
is the rule. Clubbing of the fingers is almost constant. Evidence of con- 
traction is generally forthcoming in the flattening and retraction of the 
affected side, with the dropped shoulder and compensatory spinal curvature. 
Movement is greatly restricted, contrasting with the increased expansion 
of the other side. The cardiac impulge is sometimes much displaced, 
especially in left-sided cases, when it may be in the left posterior axillary 
line or even under the angle of the scapula, In right-sided cases, it is drgwn 
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to the right of the sternum, even sometimes under or outside the right 
nipple. Vocal fremitus is usually diminished and percussion gives dullness 
of varying degree over the fibroid area, while the unaffected parts may be 
hyper-resonant from ‘“‘ compensatory’ emphysema. The diaphragm may 
be drawn up, and the liver or stomach correspondingly displaced. The 
breath-sounds are often weak or inaudible unless there is bronchiectasis 
or cavitation, when the characteristic signs of these conditions can be 
recognised. The vocal resonance is diminished if there is much pleural 
thickening, increased if cavities are present. Adventitious sounds may 
be entirely absent, and when present vary from rhonchi and bubbling riles 
to coarse metallic rales, according to the presence or absence of excavation. 
X-ray examination gives useful confirmation, showing displacement, excava- 
tion and pleural thickening. 

Course.—The course is invariably chronic, and may extend to years, 
even ten or twenty. 

Diagnosis.—The diagnosis is usually easy. The evidence of contraction 
and of mediastinal displacement towards the affected side, especially if 
signs of cavitation are also present, is highly suggestive. In the absence 
of the cavitation some difficulty may arise in regard to chronic pleural effusion 
or empyema, In the earlier stages the contra-lateral displacement of the 
cardiac impulse should prevent any mistake, but where partial absorption 
has occurred, this may be very slight or absent. In such cases an exploratory 
puncture or an X-ray examination may be helpful. 

When the diagnosis of pulmonary fibrosis has been made, the differ- 
entiation of the cause is an essential to prognosis and treatment. If the 
condition is apical, there is a presumption in favour of tuberculosis ; 1f basic, 
some other cause is more probable. Repeated examinations of the sputum 
should be made for tubercle bacilli, and if these prove negative, X-ray 
examination may reveal some cause such as new-growth, aneurysm or even 
foreign body. In some cases a careful consideration of the history may 
afford a clue to the diagnosis. 

Prognosis and Treatment.—These depend upon the primary condition, 
but in most cases the latter is mainly symptomatic. 


PNEUMOKONIOSIS 


Synonyms.—Pneumonokoniosis ; Dust Disease of the Lung. 

Definition.—Pneumokoniosis comprises all the pathological changes 
induced in the bronchi, lung and pleura by the inhalation of dust 
particles. 

ZEtiology.—Predtsposing causes.—Pneumokoniosis is one of the occupa- 
tional diseases. It is practically limited to men, and usually develops 
between the ages of 25 and 40. Defective ventilation, bad hygienic con- 
ditions and alcoholism promote its incidence. 

Exctting causes.—Various forms of dust, both inorganic and organic, 
serve to produce pneumokoniosis, and in general the harder and more gritty 
the particles, the more marked are the changes induced. Organic forms of 
dust lead especially to bronchitic changes, the inorganic forms to pulmonary 
fibrosis. 

38 
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The following varieties are recognised : 

1. Anthracosis from coal dust (coal-miners’ phthisis). 

2. Siderosts (silico-siderosis), from the inhalation of fine particles in tin, 
copper, lead and iron miners, and in grinders of steel goods (grinders’ rot), 

3. Silicosis or chalicosis, met with in workers in quartz, gannister and 
slate quarries, also in potters (quarts-miners’ phthisis, and potters’ asthma). 
Gold-miners’ phthisis, the most serious form of pneumokoniosis, and especially 
ada 1m the South African gold mines, is due tu the fine dust caused 

y the rock drills. 

4. Byssvnosis, a rare variety, is met with in cotton workers, felt-hat 
makers, and the employees in shoddy mills. 

5. Asbestosis —A condition found occasionally in those working in the 
manufacture of asbestos articles. Asbestos is composed of compound 
silicates of iron and magnesium. 

Pathology.—The lungs of persons living under rural conditions are 
practically free from deposited pigment. certain amount of carbon 
18 Invariably present in the lungs of town-dwellers, giving them a dark- 
grey mottled appearance, but producing no pulmonary fibrosis. In 
coal-miners this occurs to such an extent that the lungs are black 
(anthracosis), although even here little fibrosis occurs, except in miners 
of hard coal or anthracite. In siderosis and silicosis, fine sharp particles 
of metallic oxides or silica are deposited in the lung tissue. According to 
Stewart, siderosis is in effect silico-siderosis, the damaging agent being silica 
inhaled at the same time. In asbestosis, curious irregular discoid structures 
of golden yellow colour and containing iron, now called ‘‘ asbestosis bodies,” 
are found in the lungs and in the sputum. There is also much fibrosis in 
pneumokoniosis, and tuberculosis is liable to be a later development. 

It is generally accepted that these particles are conveyed to the bronchi 
and alveoli by inhalation. In normal breathing, most of the coarse particles 
are detained in the nose, and are discharged with the nasal mucus, whereas 
in mouth-breathers they readily gain access to the trachea and bronchi. 
.Even then, the coarser particles may be discharged, in the expectoration 
through the agency of the ciliated epithelium, but, owing to the catarrhal 

rocesses induced by the irritation of the inhaled dust, this epithelium may 
be desquamated and the absorption of the particles is promoted. As a further 
consequence of this initial bronchitis, the finer particles may reach the alveoli, 
and passing between the epithelial cells, gain access to the tissue spaces, 
or in some cases they may be taken up into special “ dust cells.” In silicosis, 
particles of crystalline silica become deposited in the connective tissue, and 
chronic peribronchial and perialveolar fibrosis develops. The bronchial 
glands also become enlarged by the deposition of similar particles conveyed 
by the lymphatics. Other changes more or less constantly present are 
emphysema, pleural adhesion and bronchiectasis. | 

The relationship to tuberculosis has been much debated. It is now estab- 
lished that pneumokoniosis is non-tuberculous in origin, and that it may 
remain so throughout its course. On the other hand, certain forms un- 
doubtedly favour the development of tuberculosis. In England and Wales 
coal-miners suffer less from tuberculosis than do all other males. On the 
other hand, gold-miners are extremely liable to it. It would appear that 
the determining factor is the presence of particles of silica. Silicates, as 
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in clay, do not induce tuberculosis. Workers in freestone develop this 
disease, limestone workers do not. Slate quarries do not acquire tuber- 
culosis very readily, while metalliferous miners working in quartzite very 
frequently suffer from it. The Miners Phthisis Bureau recognises two types 
of silicosis. (1) Simple silicosis, the damage found being due to dust alone. 
It is non-progressive if exposure ceases. (2) Tuberculo-silicosis, in which 
most of the damage is due to dust, and tuberculosis is secondary, Haldane 
and Mavrogordato demonstrated that particles of coal are absorbed by the 
“dust cells’ whose movements are thereby stimulated, with the result 
that they appear in the black spit, which is therefore a healthy sign. The 
particles of silica are also absorbed by these “ dust cells,’ but no stimulus 
to their movement is induced and they remain in situ. Kettle and Gye have 
shown that a silica colloid is slowly formed, which leads to breakdown of 
the tissue defences and thus favours the activity of tubercle bacilli. 

Post mortem, the lungs are generally firm and pigmented, the colour 
varying with the cause, being black in anthracosis, reddish-brown in siderosis, 
and greyish-black in silicosis. The pleura is generally adherent, especially 
at the bases. On section the lungs are firm, and often gritty. Small hard 
nodules may be felt with the finger. Fibroid changes are especially marked 
in silicosis. The bronchi are inflamed and sometimes dilated. Soem degree 
of emphysema is usually apparent. If tuberculous lesions are also present, 
these vary from fibroid areas to miliary nodules. Destructive processes 
resulting in cavitation may also be seen. Microscopically, the alveolar 
walls are thickened, the connective tissue is everywhere found to be in- 
creased, the ‘‘ dust cells”? may be seen in the connective tissue or in the 
alveoli, and particles of pigment or silica are found widely deposited in the 
connective tissue cells. 

Symptoms.—The onset is insidious, bronchial irritation and cough, 
especially in the morning, may be the first indications, but increasing short- 
ness of breath and debility are frequently early symptoms. The expectora- 
tion, at first scanty and mucoid, becomes more abundant and may present 
characteristic features as in the “ black spit” of anthracosis. Tinging of 
the sputum and later hemoptysis occur, but these suggest the possibility of 
superadded tuberculosis. The patient may appear healthy and be but 
little troubled except by the shortness of breath, but later emaciation and 
an appearance of premature old age are not uncommon. 

The physical signs are not characteristic; at first they are simply 
those of persistent bronchitis, then emphysematous changes may become 
apparent. Later, signs of fibrosis appear, very similar to those described 
in the preceding section. Even when tuberculosis develops the signs are 
often but little characteristic, and repeated sputum tests may be necessary 
to establish the diagnosis. Examination by X-rays may be helpful; at 
first there is an increase in the reticulation and later nodulation, somewhat 
like that of miliary tuberculosis. At a still later stage, the nodules become 
larger, and there is increased fibrosis. The changes characteristic of tuber- 
culosis may be super-added. 

Complications and Sequelze.—The most important complication is 
tuberculosis, which forms the terminal stage of many cases of silicosis. This 
may be suspected when fever, night sweats, hemoptysis or emaciation 
develop. Bronchiectasis of considerable degree sometimes results as @ 
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consequence of the fibrosis, and leads to the symptoms and signs character- 
istic of that condition. 

Course.—This is progressive, unless the sufferer is removed from the 
exciting causes. Anthracosis runs a very chronic course, siderosis some- 
what less so, while gold miners only live a few years (5 to 6—Oliver) after 
the onset of the disease. 

Diagnosis.—The diagnosis can usually be made from the history of 
shortness of breath, cough and expectoration, developing in a worker in a 
dusty occupation. In the early stages, cigarette-smoker’s cough and 
bronchitis may give rise to difficulty. In the later stages, the possibility 
of a primary fibroid tuberculosis has to be considered. 

Prognosis.—This is unfavourable except in anthracosis. Lyle Cummins 
suggests that the finely divided carbon particles absorb the toxins of the 
tubercle bacillus. If recognised early, and if the patient is taken from the 
dusty conditions, recovery may be anticipated. The development of tuber- 
culosis affects the outlook very gravely. 

Treatment.—Prophylactic.—Every means should be adopted to avoid 
the dusty conditions leading to the disease. Mines should be well ventilated, 
and respirators should be worn where practicable in dusty occupations. 
Factories and workshops should be provided with apparatus to draw awa 
dust. Sprays or jets should be used with drills to moisten the dust produced. 

Curative—Directly the condition is diagnosed, the patient should be 
advised to change his occupation. Nutrition should be kept at a satis- 
factory level. Symptoms and associated conditions, such as bronchitis or 
tuberculosis, should be treated on general principles. 


PULMONARY TUBERCULOSIS 


Synonyms.—Phthisis ; Consumption ; Decline. 

Pulmonary tuberculosis embraces all the abnormal conditions induced 
by infection of the lungs, pleure and bronchial glands with the tubercle 
bacillus. 

AEtiology.—PREDISPOSING CausEs.—Age.—The maximum age incidence 
is between the 15th and 45th years, although the disease may be encountered 
at any age. Senile tuberculosis is more common than is generally recognised. 

Sez.—The disease is more frequent in males, but between the ages of 
5 and 15 the female sex shows a preponderance. 

Heredity.—Pulmonary tuberculosis certainly occurs with undue fre- 
quency in certain families. Since the direct transmission of the tubercle 
bacillus to the infant is extremely rare, two explanations seem possible— 
(1) Children born of tuberculous stock may inherit an increased suscepti- 
bility or diminished resistance, the tuberculous diathesis ; or (2) they may 
contract tuberculosis on account of their exposure to massive infection in 
early life. 

Race.—Differences in racial susceptibility probably depend upon the 
degree of inherited resistance acquired by the race from infection of previous 
generations. Native races suffer every when first exposed. In Kurope 
the Irish are particularly susceptible, whereas the Jews are relatively immune. 

Olimate.—Tuberculosis occurs in all climates. The prevalence of strong 
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rainy winds and defective subsoil drainage may tend to increase ite 
incidence. 

Occupation.—The highest mortality from tuberculosis occura in England 
amongst the workers in dusty occupations, thus Cornish tin miners head 
the list. On the other hand, coal miners are notably free from the disease. 
Any conditions leading to overwork or to underfeeding increase the liability 
to tuberculosis. 

Environment.—Overcrowding, defective sanitation, dampness, dirt, lack 
of sunlight and insufficient ventilation are most potent factors in the spread 
of the disease, causing both lowering of the resistance and increased facilities 
for direct infection. 

Trauma.—Trauma, involving the chest-wall, may be followed by active 
pulmonary tuberculosis. This is probably because the injury leads to 
activity of previously arrested disease, rather than to fresh infection at a 
spot of lowered resistance. 

Gassing.—In certain cases the inhalation of poison gases causes rapid 
activity and spread in latent disease, or it may possibly prepare the ground 
for reinfection, but it is not a factor of great etiological importance. 

The influence of other diseases and conditions.—The following diseases 
predispose to the development of pulmonary tuberculosis: measles, 
especially when complicated by broncho-pneumonia, whooping-cough, 
influenza, pneumokoniosis, alcoholism, diabetes, syphilis, congenital heart 
disease and insanity. Tuberculosis may manifest itself for the first time 
during prolonged lactation or after repeated pregnancies ; when previously 
existent it often remains quiescent during pregnancy, but it may spread 
rapidly after childbirth. Contrary to the usual belief, pulmonary tuber- 
culosis not infrequently coexists with mitral stenosis. Cases apparently 
following pneumonia, pleurisy or bronchitis are usually tuberculous from 
the onset. 2 

Excitinac Causes.—The causal organism is the Bacillus tuberculosis, 
discovered by Koch in 1882. It exists in four main forms, human, bovine, 
avian and reptilian; only the two former usually occur in man, but avian 
infection has been recorded. The human type is found in over 97 per cent. 
of pulmonary tuberculous lesions, though a higher proportion of the bovine 
type has been found in Scotland. In glandular tuberculosis up to the age 
of 5 years, over 80 per cent. of the bacilli isolated conform to the bovine 
variety. In tuberculosis of bones and joints up to the same age, 29 per cent. 
of the cases are of bovine origin. 

The bacilli may gain access to the body by inhalation, by alimentary 
ingestion, through the tonsils, through the skin, or possibly, in rare instances, 
by hereditary transmission. It is probable that in the majority of cases 
of pulmonary tuberculosis in adults, the organisms are carried direct to the 
lungs in the inspired air, and Ghon showed that in children, who had died 
of tuberculosis of the lungs, a primary focus was present in the lungs in 
92°4 per cent. As, however, extensive tuberculous lesions are frequently 
found in the bronchial glands in cases of pulmonary tuberculosis, it is believed 
by some that the glands are primarily affected, and that the bacilli pass 
from them to the lungs, either against the lymphatic flow or in the blood 
stream. Calmette and others have demonstrated that the bacilli may gain 
access to the bronchial glands from the alimentary tract through the 
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thoracic duct, or from the tonsils through the cervical and mediastinal 
lands. Cases have been recorded in which primary cutaneous infections 
ve been followed later by active pulmonary tuberculosis. Direct trans- 
mission of the tubercle bacillus is believed to occur only when the mother 
is suffering from advanced tuberculosis, and even then is of great fees 

The incubation period tuberculosis of is uncertain, owing to the difficulty 
in determining when infection takes place. It is now believed by many 
authorities that the majority of individuals are originally infected in infancy 
or early childhood, either from the ingestion of tuberculous milk, or by 
the inhalation of bacilli from dried sputum. Pulmonary tuberculosis is thus 
regarded as a late manifestation comparable with the tertiary stage of syphilis. 
On this hypothesis, active pulmonary disease in adult life may result either 
from reinfection or from the activation of a dormant lesion in the body. As 
the organisms found in early life are frequently of the bovine type, whereas 
in pulmonary tuberculosis they are almost invariably of the human variety, 
it is probable that reinfection is the more common, since mutation of type 
has not so far been proved. 

Provided that the proper precautions are taken, the risk of infection 
from adult to adult is not great, and only exists in “ open” cases of tuber- 
culosis, 7.e. in cases with tubercle bacilli in the sputum. The occurrence 
of conjugal disease, which is less common than might be expected, has been 
explained by mating of those with hereditary diathesis. 

Pathology.—The earliest lesion in the lung is the formation of tubercles, 
whose structure is described in the general article on tuberculosis. They 
usually appear first near the apex. This may be due to the relative immobility 
of this portion of the lung, possibly as the result of calcification of the first 
costal cartilage (Freund), but in some cases the bacilli may spread from the 
cervical to the supraclavicular glands and thence to the adjacent lung. 
In some cases the earliest lesion is found in the subclavicular region well 
below the apex. It may commence in a subacute manner. In such cases, 
an area of localised deposit may be seen on radiological examination—known 
as Assmann’s focus (Redecker’s “‘frithinjiltrat”’). The initial deposit is usually 
in or around the small bronchioles of the third to fifth degree (Hirschfeld’s | 
bronchioles). The inflammatory swelling of the bronchioles obstructs their 
lumen, leading to collapse of the alveoli beyond and the formation of broncho- 
eee areas. At the same time peri-bronchiolar inflammation develops. 

n children there is, in the majority of cases, a primary lung focus (Ghon’s 
focus), with secondary deposits in the bronchial glands. 

SEconDARY CHaNnGcEs.—1. Caseation.—The tubercle is avascular, and 
owing to this, and possibly also to the action of tubercle toxins, coagulation 
necrosis and fatty degeneration frequently ensue. This combined process 
is known as caseation and results in the formation of a structureless, cheesy 
mass. Further changes may now occur, either softening, with the develop- 
ment of a “cold abscess” filled with tuberculous “ pus,” or calcification, 
with the subsequent formation of gritty masses known as ‘“‘ pneumoliths.” 

2. Cavitatton—Cavities result from the liquefaction of caseous areas, 
and the expectoration of the resulting debris. They may be no larger than 
& pea, or may occupy the whole of one or more lobes. A recent cavity has 
an irregular outline, with rough, shaggy walls and a vascular line of demarca- 
tion. It is often traversed by trabecule, formed by bronchi and vessels 
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which may be partly or completely obliterated, while sometimes the trabecule 
consist of condensed lung tissue which originally separated adjacent cavities. 
In chronic cases, the cavity is surrounded by fibrosed lung tissue forming a 
 oihear iba and its interior becomes lined by a thin, smooth, false mem- 

rane. Small aneurysms may be found, arising either from vessels running 
in the walls or in the trabecule of the cavity, the former being the more 
common. In some cases, where hemoptysis has occurred, rupture of such 
an aneurysm is the cause. 

3. Frbrosis.—Reactive changes in the lung stroma lead to the formation 
of fibrous tissue. This may occur early or after caseation has taken place. 
Such changes are often classified as productive, whereas infiltration and 
the earlier reactive changes are referred to as exudative. 

In the majority of deaths from all causes, old tuberculous lesions are 
found post mortem near the apex of one lung. These consist of small 
nodules of arrested disease, with thickening and dimpling of the adjacent 
pleura. 

DIssEMINATION IN THE Lunas.—The disease may spread from the primary 

ri-bronchial deposit—(a) By direct infiltration ; (b) By the peri-bronchial 
ymphatics and capillaries, leading to a racemose appearance or to peri- 
bronchial fibrosis; (c) By the subpleural and interstitial lymphatics, with 
localised miliary dissemination ; (d) By inhalation into a bronchus of tuber- 
culous material, which is then carried to other parts of the same or to the 
opposite lung—this not infrequently happens after hemoptysis and in 
cavitation ; (e) By the blood vessels, e.g. generalised miliary tuberculosis 
may result from erosion of a caseous tubercle into a vein. 

The pathology of the clinically distinguishable forms of pulmonary 
tuberculosis will now be described. 

1. AcutE Mitiany TuBERcULOsIs.—A primary caseous focus may be 
discovered at the apex of one lung, in the bronchial glands, or at some distant 
Dee in the body. Local erosion of a vem may be found, accounting for the 

issemination of the disease. The lungs are usually studded with minute 
grey tubercles, the smaller ones requiring a hand lens for their recognition. 
In very acute cases death occurs before any secondary broncho-pneumonic 
changes take place. Miliary tuberculosis may develop as a terminal event 
in chronic fibro-caseous or fibroid tuberculosis. The tubercles are then found 
in large numbers around the old foci of disease, but to a less extent in the more 
remote portions of the lung. 

2. Coronio Mitiany Tusercutosis.—The lungs are studded uniformly 
with firm nodules varying in size from one to several millimetres in diameter. 
They are grey or white, project from the cut surface of the lung, and in some 
cases are calcified. There may be, in addition, a diffuse fine fibrosis. Miliary 
tubercles are at times found scantily distributed in the spleen, kidneys and 
liver. Not infrequently there is evidence of terminal acute miliary tuber- 
culosis involving the brain and meninges. : 

3. Acuts Caszous TUBERCULOSIS.—Large areas of consolidation form 
rapidly, which differ rey: ef from the common chronic tuberculous 
brenoho pneumonia in that the alveolar exudate is more definitely inflam- 
matory and contains fibrin. In the rare lobar cases, the rapid caseation and 
the presence of tubercle bacilli show that the caseous pneumonia is a 
specific process. Firm yellowish patches, which may be confluent, are seen, 
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usually scattered thronghout both lungs. The affected areas are airless 
and smk in water. Softening is generally present in varying forms up to 
actual cavity formation, which may be extensive, involving even a whole tbe, 

_ ‘4, Frero-caszous Tusercutosis.—This is the commonest variety of the 
disease ; the appearances of the lung vary with the ee of 
the caseous and fibrotic changes. The early lesions are miliary or broncho- 
pneumonic, but areas of caseation in varying stages, including cavitation, 
are almost always present. The older lesions show considerable fibrosis, 
the strands of sclerotic tissue being pigmented and glistening. The earliest 
lesion is usually near the apex of the upper lobe at the back, more rarely a 
little lower and towards the front. The apex of the lower lobe is next 
affected, and the disease then spreads in the direction of the interlobar 
septum; the apex of the upper lobe of the opposite lung is next involved 
(Fowler’s law of spread). Pleural adhesions are usually present over the 
oldest lesions, and in the interlobar fissures. An open cavity, from which 
infected sputum is discharged, is a danger, being a frequent cause of spread. 

5. Frsror TuBERcuLosis.—Fibrosis may be localised around a small 
arrested lesion, or may spread throughout a lung in which caseation or 
excavation has occurred. One lobe or the whole lung is then contracted 
and firm. In the interstices of the fibrous tissue, which is usually pigmented, 
inspissated caseous material, calcareous patches, or cavities are seen. The 
shrinkage may lead to bronchiectasis, especially in the lower lobes. The 
overlying pleura is much thickened and adherent, and the mediastinum is 
drawn over towards the affected side. The opposite lung, or the sound 
portions of the fibrosed one, may show compensatory emphysema. 

The bronchial glands.—The tracheo-bronchial glands are affected in all 
forms of pulmonary tuberculosis. They are enlarged, sometimes pigmented, 
and may present miliary, caseous, calcareous or fibroid changes, in some cases 
primary, in others secondary to the lesions in the lungs. 

The pleura.—This, too, is almost constantly affected. The commonest 
changes are an early dry pleurisy, and a later thickening with adhesions 
which may completely unite the visceral with the parietal layers. In acute 
disease or active spread, the pleura may be studded with miliary tubercles, 
leading to a large serous effusion. 

_ The post-morten appearances of the lesions situated in the other organs, 
found as complications of pulmonary tuberculosis, are described in the 
respective sections dealing with them, and include tuberculous meningitis, 
peritonitis, enteritis and genito-urinary tuberculosis. There is usually 
atrophy of the skeletal muscles, sometimes lardaceous and fatty degenera- 
tion of the liver, and hypoplasia with fatty degeneration of the heart. 

Symptoms.—The symptoms fall into three groups (Pottenger)—(1) 
pulmonary, such as catarrh, expectoration, hemoptysis and pleurisy ; (2) 
reflex, such as pain, cough and laryngeal irritability ; (3) toxemic, including 
malaise, tachycardia, pyrexia and loss of weight. 

oral ia mode of onset is very variable, but certain forms can be 

sed. 

(a) Insidvous.—The early symptoms may be malaise, anemia, amenor- 
rhovea, cardiac irritability, progressive loss of weight, and slight rise of tem- 
perature, generally towards evening. Cough and expectoration often appear 
only when the signs in the chest are quite apparent. When there is intestinal 
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(b) Catarrhal—A series of febrile “ colds ’’ may usher in the disease, and 
such a sequence is always suspicious. | 

(c) Phihisis ab hamoptoé—Hemoptysis may first draw attention to the 
lungs. It may be slight, and is then due to early congestion around the 
focus of infection. If it is more marked, it indicates breakdown of an old 
arrested lesion, or may afford dramatic evidence of extensive disease which 
had not been recognised previously. 

(d) Laryngeal_—Hoarseness or aphonia may be the first symptom, but 
laryngeal tuberculosis is usually secondary to pulmonary disease, although 
the latter may have been unsuspected. 

(¢) Gastro-tntestinal.—Anorexia and flatulence often occur early. When 
they are accompanied by slight loss of weight and pyrexia, the possibility of 
pulmonary tuberculosis should be suspected. 

(f) Pleural.—Dry pleurisy is a frequent manifestation of latent pulmonary 
tuberculosis. When a serous effusion develops, its tuberculous character can 
be determined by laboratory investigations. Pneumothorax, developing in 
@ previously healthy individual is a rare but often serious clinical mode of 
onset. 

(9) Pneumonic.—" Galloping ” consumption often begins with pneumonic 
manifestations, especially in the young. 

(h) Traumatic.—Pulmonary tuberculosis may follow injury or “ gassing,” 
as described under wtiology. 

(1) Neurasthenic.—Neurasthenia may occur as a complication of tuber- 
culosis; but in some cases an initial neurasthenia dominates the picture, and 
tke pulmonary lesion is only detected on careful examination. 

(j) Malarial_—Regular attacks of sweating and fever may occur, especi- 
ally in those who are or who have been residing in malarial climates, 
suggesting malaria, but in reality due to tuberculosis. 

(4) Associated with other diseases.—Tuberculosis may follow immediately 
on an attack of measles, influenza or whooping-cough, especially if complicated 
by broncho-pneumonia. In some cases it develops at a later period after the 
acute disease. 

(1) Sentle.—In old people an insidious onset is common. The disease may 
be of bronchitic type, and the signs are often masked by emphysema, Theze 
may be little or no rise of temperature. 

Tue cater symprome of pulmonary tuberculosis are— 

Cough.—This varies considerably in different types of disease. It may be 
very slight or absent in generalised miliary tuberculosis, or in any form in 
the insane. It is sometimes ary, persistent and ineffective, especially in 
miliary extension in the lungs from an old focus of disease, in bronchial 
gland tuberculosis, or in pleurisy. When there is associated bronchitis or 
caseation, the cough is usually accompanied by expectoration, which, if very 
tenacious, may lead to a7 Cs or even to vomiting, particularly in the 
ae In laryngeal tuberculosis the cough is husky and frequently 


Eapectoration.—In early disease there is usually no sputum, and in some 
oases, more sally in the fibroid type, widespread jeans may be present 
with practi no expectoration. — caseation is in progress, or when 
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there is secondary infection with bronchitis, the sputum may be abundant 
and amount to as much as 20 or more ounces in the 24 hours. It may be 
clear or mucoid, or thick tenacious muco-pus. If mucoid, it often contains 
small particles, the size of a pin’s head or larger, of yellow caseous material. 
Nummular sputum may be met with in active caseous disease, especially with 
excavation. This consists of flat rounded masses of muco-pus, with a some- 
what digtant resemblance to coins. In tuberculosis the sputum is usually 
inoffensive, but may have the characteristic sickly odour which is also noticed 
to emanate from the patient himself (odor phthisicus). If bronchiectasis or 
gangrene occurs as a complication, the expectoration becomes typically 
malodorous. Pulmonary calculi or pneumoliths, composed chiefly of calcium 
carbonate or phosphate, are sometimes expectorated. They vary in size 
from a pin’s head to a pea, are irregular in outline and sometimes branched, 
being derived generally from the walls of a cavity. Although the occurrence 
of these does not necessarily indicate fresh activity in the lungs, yet such a 
possibility should always be suspected, and a careful watch maintained on 
the temperature during the next few days. In some cases larger pneumoliths, 
as big as a cherry, may be coughed up, and those are frequently derived from 
calcified tracheo-bronchial glands. They may give rise to alarming symptoms 
at once, and be the forerunner of fresh activity in the lungs. 

Microscopical examination.—The presence of tubercle bacilli in the 
sputum is the most decisive test of the existence of this disease. The small 
yellowish caseous particles should be selected from the sputum, and appro- 
priately stained. If no tubercle bacilli are found, samples from the whole 
sputum of the 24 hours, concentrated by the antiformin method, can be ex- 
amined. Droplets collected on a laryngeal mirror by cough induced by it 
may be examined for the presence of tubercle bacilli, especially in children 
or in patients who habitually swallow sputum. . 

Sputum culture by the Loewenstein method may be of value when tubercle 
bacilli are not found in smears. The cells present are usually of the mono- 
nuclear type, either mononuclear leucocytes or altered alveolar epithelial 
cells. The presence of elastic tissue indicates that destructive pulmonary 
lesions are in progress. Secondary infecting organisms may be demonstrated 
by cultural methods. 

Dys .—Slight dyspnoea occurring early in the disease may be due to 
diminished movement of the diaphragm on the affected side. In more 
advanced cases the degree of dyspnea is proportional to the amount of 
lung tissue involved. In addition, cough and pyrexia play a part in its 
production. Complications such as pleurisy, pleural effusion, pneumothorax 
and cardiac failure increase the shortness of breath. It is rare to find ortho- 

neea even in acute and rapidly spreading disease. In arrested cases the 
yspneea is proportional to the extent of fibrosis. 

Cyanosis.—This is not an early symptom of tuberculosis. It is dependent 
oe the amount of lung tissue involved, but is increased by the coexistence 
of emphysema or cardiac failure. The typical ‘“‘ hectic flush” of tuber- 
culosis is a vasomotor effect caused by toxemia. 

Pain.—Not every sufferer from tuberculosis experiences pain, even in the 
acute stages of the disease. The commonest cause of pain is pleurisy. 
When the diaphragmatic layer of the pleura is affected, pain may be referred 
to the epigastrium or to the corresponding shoulder. In chronic fibroid 
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phthisis there is frequently a dull, aching pain in the chest, which is more 
noticeable in damp weather. This is caused by the contraction of the 
condensing fibrous tissue. Cutaneous tenderness of the chest-wall is met 
with in some cases of advanced disease, and is probably due to a cachectic 
neuritis. A “ cold abscess” forming along one of the ribs or costal cartilages 
is a rare cause of localised pain in the chest-wall. Cough may be painfull 
especially when paroxysmal or frequent, the pain being referred to the costal 
attachments of the diaphragm and upper abdominal muscles. The sudden 
occurrence of pneumothorax may cause such severe pain as to induce collapse ; 
but when of more gradual onset no severe discomfort may be experienced. 
Tuberculous laryngitis may be the cause of very great suffering. 

Night sweats —Although not pathognomonic, night sweats occur more 
frequently in tuberculosis than in other diseases. They are met with in all 
stages of active lesions, and may be of great severity. 

Loss of weight.—This is often an early symptom. It is most marked in 
acute disease and in the late stages of chronic fibro-caseous tuberculosis. 

Fever.—Pyrexia is one of the most important indications of activity at 
any stage of pulmonary tuberculosis, although it does not follow that the 
disease is arrested when there is no fever. During treatment the tempera- 
ture should be recorded at certain definite hours in the day. (a) On ae 
The normal mouth temperature at 7 or 8 a.m. is 97° or 98° F. in the mouth, 
and 97°*2 to 99° F. in the rectum. This temperature should be taken in bed, 
before eating or drinking. (b) At 1 p.m., after the hour’s recumbent rest. 
(c) At6 p.m. (d) At 9 p.m., after retiring to bed. The maximum temperature 
is usually reached between 4 and 6 p.m., but may be delayed to 8 or 9 p.m. 
In most Continental sanatoria the rectal temperature is taken, arid a centi- 
grade thermometer employed. The temperature is dependent upon the 
extent and the activity of the disease, and upon the amount of exercise taken. 

(a) In acute miliary tuberculosis it may be continuous or remittent, and 
the “typus inversus”’ is not uncommon, the morning temperature being 
higher than the evening. This is generally regarded as a sign of grave 
prognosis. 

(b) In acute caseous tuberculosis the high temperature at the onset is con- 
tinuous, and the record resembles a pneumonic chart. When caseation 
occurs it becomes hectic or intermittent, with a daily swing of 4° or 5° F. 
This is probably due to the action of tubercle toxins, and not to the presence 
of a secondary infection. 

(c) In chronic fibro-caseous tuberculosis there is no characteristic tempera- 
ture record. There may be only a very slight rise occurring at intervals of a 
few days. On the other hand, the patient may be afebrile while oe but 
febrile when ambulant (Stage 2. Inman’s classification). Further an afebrile 
ambulant patient may over-exert himself, and by excessive auto-inoculation 
develop a sharp rise of temperature which subsides in a few days with rest. 
The temperature chart is thus a guide to prognosis and to treatment, and if 
acute miliary tuberculosis or caseation occurs, a typical temperature varia- 
tion ensues. 

(2) In fibroid tuberculosis the temperature is usually normal, unless ex- 
ceasive auto-inoculation results from exercise, or the disease advances. The 
occurrence of hemoptysis may have a very definite effect upon the tempera- 
ture. In some cases it is not followed by pyrexia, but if the inhaled blood leads 
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to a hemoptoic bronchitis, there may be a slight d of fever lasting for a 
few days. en a definite and persistent pyrexis follows, it usually indicates 
activity around an old focus of disease, or fresh spread by inhalation of 
blood containing tubercle bacilli to distant parts of the lung. 

A premenstrual rise of temperature may occur ; but as it is also met with 
in healthy women it is not pathognomonic. 

Hemoptysis.—Hemoptysis occurs at some stage of pulmonary tuber- 
culosis in about 50 per cent. of all cases. With early lesions the sputum is 
only streaked. This may result from the congestion of tuberculous bronchitis, 
or from a small area of collapse or broncho-pneumonia. In the pneumonic 
or broncho-pneumonic forms rusty sputum may be seen. Profuse hemop- 
tysis generally occurs in chronic disease; but it is occasionally met with in 
acute caseous forms. Recovery may take place after coughing up 2 or 3 
pints, or death may ensue rapidly from suffocation before any considerable 

uantity of blood has been expectorated. After the cessation of bleeding 
the sputum may be blood-stained for several days, the colour becoming 
darker. The source of profuse hemoptysis is generally an aneurysm of a 
_ branch of the pulmonary artery lying in a cavity or in a fibroid lung, although 
occasionally ulceration without previous aneurysm formation may occur. 
In the majority of cases hemoptysis begins while the patient is lying down 
or resting, so that exercise or work are not frequent exciting causes. 

The patient notices a salt taste, feels a warm gush in the mouth, and then 
expectorates the blood. He is usually greatly alarmed, flushed and sweating, 
with rapidly beating heart. The blood at first is as a rule bright and frothy 
but some clots may be present ; later it is mixed with muco-purulent expec- 
toration, in the form of clots or streaks. | 

Circulatory system.—The heart may be small, but the night side often 
hypertrophies in chronic fibroid cases. Tachycardia may be due to nervous- 
ness, but when constant it generally indicates active disease or over-exertion 
on the part of the patient. The blood pressure is usually low ‘in the stages 
of activity, and a steady rise during treatment is a favourable sign. If 
tuberculosis is coexistent with other diseases, such as atheroma, which raise 
the biood pressure, higher readings are naturally obtained. 

The blood.—The red cells are usually normal in number, but there may 
be a slight anemia. On the other hand, when there is much cyanosis, or 
after sanatorium treatment, the red cells may be increased. The colour index 
is usually low. In the early stages the leucocytes may be slightly increased. 
A polymorphonuclear leucocytosis occurs in caseation and in early cavity 
formation, and at times with secondary infection of the lungs. A special 
differential count of the polymorphonuclear leucocytes themselves may be 
made by subdividing them into groups, according to the number of their 
nuclear lobes, as suggested by Arneth. An increase in number of immature 
cells with only one or two nuclear lobes constitutes a deviation to the left from 
the normal, and raises the Arneth index. This levo-deviation is said to in- 
dicate toxremia, and if it is not present, the disease will probably be chronic. 
The von Bonsdorff modification in which the number of lobes of the nuclei 
in one hundred polymorphonuclear leucocytes is counted, is sometimes used. 
The normal figure is 274, a figure less than this suggests activity. The 
lymphocyte monocyte ratio is said to be of prognostic value, an absolute and 
relative increase in the monocytes being unfavourable, 
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Alumentary system.—The tongue is usually clean and the appetite good 
even in cases with marked fever. When tuberculosis of the larynx is present, 
there is frequently severe dysphagia. Dyspepsia may be complained of, 
usually of a nervous type. Anorexia, flatulence, distension with nausea are 
the commonest symptoms, pain being rarely noticed. There may be marked 
intolerance of fat in the diet. Atonic dilatation of the stomach may occur 
in some cases towards the end of the disease. Constipation is common; on 
the one hand, diarrhoea may occur apart from intestinal ulceration or lardaceous 
disease. 

Nervous system.—The classical ‘‘ spes phthisica ”’ is distinctly rare, but 
when present is very striking from its contrast with the realities of the disease. 
It is most commonly seen in acute caseous tuberculosis. More often the 
patient becomes emotional and self-centred, depression is common and hard 
to combat, and melancholia with delusions occasionally develops. Neuras- 
thenia is frequent and, as mentioned above, may lead to errors in early 
diagnosis. Insomnia may be due to cough, pyrexia, night sweats or pain, 
especially in laryngitis. With marked cachexia, a definite peripheral 
neuritis may occur. 

Gentto-urinary system.—In the early stages there is often an increased 
sexual desire, and this may recur when arrest is taking place. This is 
probably in part due to the therapeutic régime, the rest, abundant food and 
lack of interesting occupation reacting upon the nervous system of young 
adults. In advanced disease, all sexual desire is lost. Menstruation often 
ceases early, and the patient may seek advice for amenorrhea. Women 
remain fertile even in advanced disease. The urine is normal in the early 
stages, later a febrile albuminuria may occur, or in advanced cases an amyloid 
nephrosis with generalised codema may develop. . 

Tae Paysica, Siens or Harry Diskase.—The general appearance 
of the patient may be healthy, or may be that of malnutrition with 
the characteristics of the “ habitus phthisicus,” the hair being lank and 
lustreless, the skin white, thin, dry and shiny, and the thorax of the alar or 
phthinoid type. Certain stigmata are described, which although useful, 
are not pathognomonic. The eyelashes may be long, dark and curling, the 
back hairy and the thoracic cutaneous venules dilated. When present around 
the upper thoracic vertebral spines, they are sometimes known as “ the vari- 
cose zone of alarm.” Deficient movement may be observed below one 
clavicle, at the point of one shoulder, or at the lower costal margin. The 
corresponding shoulder may be slightly drooping, with flattening above or 
below the clavicle, and slight hollowing of the supra-spinous fossa with wasting 
of the trapezius muscle rea be observed. Pottenger regarded these shoulder 
signs, when not due to scoliosis or kypho-scoliosis, as reflex, and comparable 
with the fixation of a tuberculous joint and wasting of its adjacent muscles. 
In women it may be noticed that the breast on the affected side is smaller 
and hangs at a lower level. 

Palpation confirms the diminished expansion, and reveals a slight 
increase of vocal fremitus over the affected area of the lung, usually at one 
apex. The normal increase in fremitus of the right apex over the left must 
be borne in mind, in order to prevent mistakes. 

With light percussion slight dullness and a small increase in the sense 
of resistance can be detected. This is usually most apparent in the 
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supra-spinous and upper interscapular regions. The extent of pulmonary 
resonance above the clavicle, known as “ Krénig’s isthmus,” may be 
diminished by } to 1 inch on the affected side. 

Various types of breath-sounds may be heard over the affected portion 
of lung. They are—(a) weak inspiration, with expiration vesicular or 
inaudible ; (6) cog-wheel inspiration, with expiration vesicular, prolonged 
or rarely jerky; (c) the “ granular”’ breathing of Grancher, the breath- 
sounds being somewhat coarse and irregular, suggesting fine or distant 
rales, although none can be definitely detected ; (d) harsh inspiration, with 
expiration vesicular or prolonged ; (e) broncho-vesicular breathing ; (f)definite 
bronchial breathing when early consolidation is in progress. 

Often there are no adventitious sounds. Occasionally a few small 
rhonchi or fine crackling or bubbling rdles may be heard with the first 
few deep breaths, or only with the inspiration immediately following 
coughing. If rifles are constantly heard, it indicates that the lesion is 
already of some extent. Care must be taken to differentiate them from 
atelectatic rifles, emphysematous rfles audible along the sternal margin, 
and pleural friction or fascial creaks. There is usually a slight increase 
in the conduction of both the spoken and whispered voice, and the more 
definitely this extends away from the trachea in front, and from the vertebral 
spines behind, the more reliable is the sign as an indication of disease. 

Mensuration is seldom practised in routine examination, but graphic 
records of the chest contour, which are of interest in following the progress 
of a case can be obtained by cyrtometry. 

PuysicaL Siens or Acute Mitiary TuseErcuosis.—lIf the condition 
develops acutely from breaking down of an infected bronchial gland or small 
lung focus, the physical signs are generally those of an acute generalised 
broncho-pneumonia, unless there is meningeal involvement as well, in which 
case the pulmonary symptoms and signs are masked or obscured by those of 
the cerebral involvement. When miliary tuberculosis occurs as a terminal 
event in a chronic case, marked dyspnoea, cyanosis and tachycardia are earl 
symptoms. There may be crepitations or fine crepitant rAles widely distri- 
buted over both lungs, and sometimes areas of tubular breath-sounds especi- 
ally in the lower lobes. The original signs are often masked or less apparent. 
This is especially the case if meningeal involvement occurs also. 

THe PuysicaL Siens or ConsoiipatTion.—Limitation of movement 
and flattening over the affected part of the lung, usually the apex, is now 
more noticeable. 

The diminution of movement is confirmed on palpation, and vocal fremitus 
is found to be definitely increased. 

The pulmonary resonance is diminished to definite dullness and the sense 
of resistance is correspondingly increased. 

The breath-sounds are bronchial, or in acute caseous disease may even 
approximate to tubular. : 

Adventitious sounds may be absent, but usually fine or medium crackling 
rales are heard with inspiration, especially after coughing. When active 
softening is in progress the rales danaenily become coarse and sticky. 
The voice conduction is much increased, bronchophony and whispering 
pectoriloquy being audible. 

Mensuration may confirm the presence of flattening. 


PULMONARY TUBERCULOSIS 1199 


Taz Puysicat Sicns oF Excavarion.—Flattening of the chest-wall 
and diminished movement over the cavity are now more marked; if the 
cavity is apical there is in addition notable dropping of the shoulder, and 
wasting of the shoulder-girdle muscles. 

The diminution of movement is confirmed by palpation. Vocal fremitus 
is generally increased owing to the surrounding consolidation, but if the 
cavity is full or there is much pleural thickening, it is diminished. 

The percussion note is dull when the cavity is small or filled with 
secretion. A peculiar boxy or “cracked-pot’’ note, the “bruit de pot 
félé,” is obtained over large superficial cavities, especially when communi- 
cating with an open bronchus. This is best heard on percussing with the 
mouth open, and Wintrich showed that the note may be altered in pitch over 
such cavities when percussing with the mouth open or closed, apart from the 
actual presence of the cracked-pot sound. Gerhardt’s sign (alteration of note 
with the position of the body) 1s supposed to indicate a cavity of oval shape. 
It is rare, and of little value. 

The breath-sounds are bronchial, broncho-cavernous, cavernous or 
amphoric, according to the size of the cavity, and to the amount of its 
contents. When it is full the breath-sounds may be distant, weak or even 
absent, and this is especially noticeable in basal bronchiectasis. 

With a dry cavity there may be no adventitious sounds. Usually rales 
are audible; they may be medium or large, and bubbling or crackling 
in character. Over a large cavity a metallic tinkle and amphoric echo 
may be heard. With a very large cavity, extending through the whole of 
one lung, a typical bruct d’atrain is at times obtainable. Voice conduction 
is increased, bronchophony and whispering pectoriloquy are present, and in 
some instances post-tussive suction is heard. Some cavities are only revealed 
by X-ray examination or by tomography. 

Mensuration affords a graphic representation of the flattening of the 
chest-wall. | 

Tue Puysica, Siens or Fisrosis.—The chest is asymmetrical, the 
affected side being flattened and moving little, while compensatory scoliosis 
or kypho-scoliosis is often present. The cardiac impulse is seen to be 
displaced towards the affected lung and may be higher or lower than 
normal. It may be drawn over to the right axilla, or on the left side as 
far back as to the posterior axillary line, or even to the angle of the scapula. 
The intercostal spaces may be retracted, and dilated venules are sometimes 
seen over the front of the chest as the result of obstruction, caused by 
displacement of the mediastinum and traction on the deeper veins. 

Diminution of movement is confirmed by palpation, and the cardiac 
impulse can be more accurately localised. Vocal fremitus may be increased 
or diminished ; the former occurs when the lung is consolidated and the 
large bronchi patent, the latter when there is much at aiap thickening. 

The percussion note over fibroid lung is dull and the sense of resistance 
increased, unless cavities are present, The opposite lung may be hoa 
resonant, and its resonance extend across the mid-sternal line. The cardiac 
dullness is often continuous with that of the fibroid lung, and its area can 
only be determined by the cardiac pulsation. 7 

The breath-sounds are weak and distant, unless modified by the presence 
of a cavity. 
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Often there are no adventitious sounds, although fine or medium rf&les of 
a sticky or metallic nature may be heard. The voice conduction is usually 
diminished, and there is no pectoriloquy unless excavation has occurred, 
when bronchophony and pectoriloquy are audible. 

It must be borne in mind that in actual disease the lesions are not so 
clear-cut and well-defined. In a case of some duration different stages of 
disease can be found in the same individual, thus infiltration, consolidation 
with softening, excavation and fibrosis may be present in different lobes of 
the lungs, and thus it may be possible to determine the site of origin and path 
of spread of the disease. 

Certaiti other signs are occasionally seen in pulmonary tuberculosis. 

Myoidema is an undue irritability of the muscles to direct mechanical 
des preinas revealing itself by a flickering fibrillary contraction on tapping 
with the finger, and may occur in tuberculosis at all stages. It is best seen over 
the pectoralis major on the affected side. It may be present quite early, but 
is not pathognomonic, as it may occur in any cachectic state. 

Clubbing of the fingers is commonly seen in chronic cases, the nails 
are curved and present a parrot-beak appearance, the thumb, index and 
middle fingers being most affected. Drum-stick clubbing is only seen in 
fibroid lesions with bronchiectasis. 

Curonic Mitiary Tusercuiosis.—Clinical features——Chronic miliary 
tuberculosis affects males and females equally. The age incidence is between 
6 and 40 years, but usually the patient is between 11 and 30. The early 
symptoms include cough, shortness of breath, pain in the chest, expectoration 
and at times hemoptysis. Constitutional disturbance is usually slight with 
low-grade fever. In some cases the spleen is palpable and in others tuber- 
culous lesions are present in glands, bones or joints. Tubercle bacilli may be 
found in the sputum, gastric contents or pleural fluid. X-ray examination 
reveals small symmetrical, rather ill-defined opacities throughout the lung- 
fields. In some cases they may be limited to one portion of the lung. The 
course of the disease is more prolonged than that of miliary tuberculosis, 
being never less than three months and usually considerably longer. Death 
may occur in about six months, or eventually the disease may be arrested. 

The differentiation of chronic miliary tuberculosis from the acute variety 
depends rather upon the clinical than the radiological findings. The fact 
that the pulmonary lesions are tuberculous is established in many cases by 
the finding of tubercle bacilli in ‘the sputum or stomach contents. When 
tubercle bacilli cannot be detected, other conditions giving rise to scattered 
opacities throughout the lung-fields must be considered. Thus in secondary 
carcinomatosis, sarcomatosis or chorio-epitheliomatosis, the opacities are 
usually larger. Multiple opacities are also found in pneumokoniosis, con- 
gestive heart failure, sarcoidosis and more rarely with periarteritis nodosa, 
xanthomatosis, bilharziasis, leukemia and disseminated broncho-pneumonia. 

Hitum Tupzercuiosis.—The existence of a special type of pulmonary 
tuberculosis commencing at the root of the lungs and extending thence in a 
fan-shaped manner along the bronchi has been postulated by some authorities, 
chiefly on X-ray evidence. While lesions in the middle zone of the lu 
are sometimes revealed by X-ray examination, it is more than doub 
any this condition merits recognition as a separate variety of the 

lsease. 
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EPrrUBEROCULOSIS.—This term was applied by Eliasberg and Neuland 
in 1920 to a condition of consolidation in tuberculous infants, often affecti 
a whole lobe. In spite of definite physical signs and characteristic radiologi 
appearances, there are few symptoms, and recovery is the rule, with fairly 
rapid clearing of the X-ray shadows, from the periphery inwards. It is 
probably due to atelectasis of a lobe in whole or part, due to bronchial obstruc- 
tion from enlarged hilar glands. 

Hiuar Fare is the name given by Burton Wood to a similar condition 
affecting the right middle lobe, or the upper part of either lower lobe in 
childhood. The X-ray shadow is generally triangular in shape, the base being 
at the hilum or mediastinum. This, like epituberculosis, is probably due in 
many cases to localised bronchial obstruction, but in both conditions it is 
possible that there may be an allergic factor. 

It is important to note that in both epituberculosis and hilar flare, the 
chief evidence is radiological, and that the prognosis is good. 

PULMONARY OsTEO-ARTHROPATHY.—In cases with bronchiectasis the 
joints may be affected, swelling occurring especially in the wrist, ankles 
and knees, and rarely in the hips and shoulders. A serous effusion into the 
joints may be present. Pain is usually slight, but there is much deformity 
and functional impairment. X-ray examination reveals productive periosteal 
changes, which may also affect the long bones and the spine (see p. 1376). 

RADIOGRAPHY OF THE CHEST.—If possible, the chest should be examined 
in every case with the fluorescent screen, and a photograph taken on 4 
film. Certain important points can only be determined by a screen ex- 
amination. The chief of these are the respiratory movements of the dia- 
phragm, lighting up of the apex of the lung with inspiration, and the cardiac 
pulsation. Unilateral restriction of diaphragmatic movement not infre- 
quently occurs in early apical tuberculosis, but as it may be observed under 
other conditions, notably with pleural adhesions, it is not diagnostic. The 
film will show the extent of the disease and in some cases it may suggest the 
existence of activity; thus areas of consolidation, caseation or excavation 
can be demonstrated, and thickening of the pleura, pleural effusion and 
pneumothorax give their characteristic appearances. In films taken in the 
erect position a fluid level is often apparent in cavities. A curious rounded 
shadow may be apparent in early disease called Assmann’s focus, in which 
rapid changes, such as softening, may occur. The tomograph sometimes shows 
unsuspected cavities. 

The significance of “root shadows” is still debatable. Although the 
presence of calcareous deposit in the glands at the roots of the lungs is usually 
obvious, the interpretation of the radiating shadows is a matter still under 
discussion. They may be due to peribronchial thickening, caused by the 
formation of fibrous tissue, or may merely represent the shadows cast by 
the branches of the pulmonary artery. 

A film is often of crucial value in determining the presence or absence of 
early disease, but slight diminution of translucency of one apex may be due to 
an old arrested lesion, or, on the other hand, there may be definite physical signs 
of active disease, without abnormalities being found on X-ray examination. 
The heart shadow is often narrow and vertical in tuberculosis. Displace- 
ment of the heart due to pulmonary fibrosis or to affections of the pleura is 
clearly indicated. A good film may also give valuable information as to the 
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extent of lung involved and as to the presence of complications, such as 
effusion, pneumothorax or bronchiectasis. As the X-rays only cast shadows 
lacking in all pictorial details, tuberculous shadows cannot always be dis- 
tinguished from those due to other pulmonary lesions. It is thus clear that 
the X-ray findings should always be interpreted in connection with the history, 
symptoms and physical signs of the case. The X-rays, although often of great 
help, do not afford a simple road to diagnosis or supply infallible evidence in 
determining the nature of an obscure case. On the other hand, they are 
absolutely essential in the determination of the suitability of a case for 
artificial pneumothorax or other collapse treatment and in controlling its 
application. 

Complications and Sequelz#.—Compensatory emphysema is common 
in chronic fibroid disease, but bronchiectasis occurs less frequently. Gan- 
grene of the lung is not often observed. Colds and catarrhal affections of the 
respiratory passages are frequent in sufferers from tuberculosis, and lobar 
pneumonia may develop as a complication. Bronchitis often occurs, due 
either to spread of the tuberculous process or to a secondary infection. In 
some instances asthma appears for the first time after tuberculosis has 
become manifest. A tuberculous abscess occasionally forms about a mb or 
costal cartilage. 

Small areas of dry pleurisy are present at some stage in nearly every 
case ; a serous pleural effusion is common, and an empyema may develop as 
the result of a mixed infection, or from the tubercle bacillus alone. Pneumo- 
thorax may occur as an early complication, or late in the disease, generally 
from rupture of a caseous focus just under the pleura ; this frequently pro- 
gresses to the formation of a pyo-pneumothorax. The implantation of tubercle 
bacilli from the oe air or sputum may lead to secondary foci in the 
larynx, trachea and epiglottis, or more rarely in the pharynx, tonsils, base 
of the tongue or nose. Swallowing of sputum containing tubercle bacilli 
gives rise to gastro-intestinal complications in many cases. The most 
common site of tuberculous ulcers, is the terminal portion of the small 
intestine, but the appendix may be affected, and the connective tissue around 
the cecum is sometimes matted and thickened to form a palpable mass 
(hypertrophic tuberculoma). Tuberculous peritonitis is not common in 
adults and is usually secondary to intestinal lesions. The stomach is very 
rarely ulcerated, but an atrophic gastritis may occur in advanced cases. 
Fistula-in-ano and ischio-rectal abscess are comparatively common com- 
plications and tubercle bacilli may be found in the discharges. 

Small vegetations may be found post mortem in the heart on the aortic 
and mitral valves, but these are usually due to some terminal infection. 
Fatty degeneration of the myocardium occurs as a result of toxemia, and 
infection by direct spread along the lymphatics may lead to pericarditis. 
The peripheral circulation is not infrequently poor, chilblains are common, and 
cachectic purpura may be seen. Lardaceous degeneration as a consequence 
of chronic tuberculosis is not so common nowadays as formerly, but when 
present may affect the liver, spleen, intestines, lymph glands and kidneys. 

The genito-urinary complications include lesions in the kidneys, bladder, 
epididymis and prostate. If the suprarenal body is affected Addison’s 
disease will usually develop. Spinal caries is occasionally observed. A 
peripheral neuritis may form part of the lesions occurring with marked 
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cachexia. Generalised dissemination of the tubercle bacilli by the blood 
stream is followed by tuberculous meningitis. 

Course.—The course pursued by pulmonary tuberculosis is variable, 
je cee upon the clinical type of the disease. In acute miliary tuber- 
culosis, death may occur in from 1 to 3 weeks from toxemia or generalisation 
of the lesions. Tn acute caseous tuberculosis, death usually results in from 
1 to 6 months. In chronic fibro-caseous tuberculosis, the disease may be 
completely arrested, or after a temporary arrest may become active at 
intervals and again become arrested under suitable treatment; in other 
instances it progreases steadily to a fatal termination. In fibroid tuber- 
culosis the disease may become completely arrested or smoulder quietly for 
many years. 

Apart from the question of the expectation of life, various stages of 
tuberculosis are described based upon anatomical lesions, toxemia and 
functional disablement. The most important of these are as follows: 

1. THE TURBAN-GERHARDT CLassiFICATION.—An anatomical classifica- 
tion based upon the extent of lung tissue involved. Three stages are 
described. Stage 1. Early cases in which physical signs, if unilateral, only 
extend from the apex to the second rib, and, if bilateral, are limited to the 
supra-clavicular and supra-spinous regions. Stage 2. The signs, if unilateral, 
do not reach lower than the fourth rib, and, if bilateral, are situated above the 
second nibs. Excavation is not present in this stage. Stage 3. This in- 
cludes more extensive lesions or localised ones in which excavation is present. 

2. Sin Ropert Purip’s CiassiFicaTion.—Both the extent of lung tissue 
involved and the degree of toxemia present are taken into consideration. 
Twelve stages are described, which are indicated by the following signs: 

L,, L,8, L,S, and 1,8; L,, Ls, L,8, and 1,8; Lg, L,s, L,S, and 1,8. L,, 
L,, and L, represent lung involvement to the extent of stages ], 2 and 3 
respectively, according to the Turban-Gerhardt scale. 8s applied to these 
letters indicates that there is only alight systemic disturbance, whereas § 
signifies marked systemic disturbance ; and the signs 1,5, 1,8 and 1,8 show 
that the systemic disturbance is excessive in relation to the lung involve- 
ment. 

3. InmAN’s CLASSIFICATION.—This is based solely on the temperature in 
relation to exertion. 

Stage 1. The patient is febrile when resting. Stage 2. The patient is 
resting afebrile, but ambulant febrile. Stage 3. The patient is ambulant 
afebrile. Stage 4. The patient is working afebrile. 

The course taken by tuberculosis of the lung may lead to several termina- 
tions. These are: (1) permanent arrest, either by fibrosis prior to caseation, 
or if the latter has occurred, by calcification and fibrosis; (2) incomplete 
arrest, as shown by the peraistence of tubercle bacilli in the sputum, or by 
slight degrees of pyrexia on over-exertion; (8) rapid extension, here the 
disease spreads, and the toxemia is out of all proportion to the extent of 
the lesiona; (4) death, this may result from the pulmonary lesion or from 
complications. The former may prove fatal as the result of progressive 
asthenia or cardiac failure, from asphyxia due to acute miliary tuberculosis 
or sd fi or in a small proportion of cases directly from loss of blood 
in repeated hemoptysis. The complications that most often prove fatal 
are meningitis, enteritis, laryngitis leading to dysphagia and starvation, or 
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neumothorax. Intercurrent diseases, such as pneumonia, influenza or 
ilabetes, are occasionally the cause of death. 

Diagnosis.—This is easy when definite signs are present in the lungs, 
and when tubercle bacilli are found in the sputum. On the other hand, the 
diagnosis of early cases may present one of the most difficult problems in 
clinical medicine. Tuberculosis may be suspected on account of symptoms, 
although the physical signs are indefinite. The conditions which most 
frequently lead to doubt are dyspepsia, neurasthenia, debility, visceroptosis 
and intestinal stasis, oral sepsis, tachycardia associated with early Graves’s 
disease or heart disorders, affections of the nose and throat, and in children 
enlargement of the bronchial glands or acidosis. The history and symptoms 
are of great importance in these cases, and a careful examination should 
be made of each system. A test meal, opaque meal, or blood examination 
may be required before the correct diagnosis 1s established. 

On the other hand, there may be definite signs of disease in the lungs 
which have to be differentiated from those produced by other conditions 
simulating tuberculosis. The cases included in this group embrace the 
majority of pulmonary lesions, especially chronic bronchitis, fibrosis, 
bronchiectasis, asthma, emphysema, apical catarrhs and collapse, poy. 
new-growths and cysts. Diagnosis depends upon the history and course 
of the disease, together with a careful record of the physical signs in the 
chest, investigation of the sputum for infecting organisms, X-ray examination 
and in some cases the determination of the Wassermann reaction. 

A condition of special difficulty is that of the variety of sarcoidosis known 
as Boeck’s sarcoid. The lesion is a benign lymphogranuloma or reticulosis. 
It affects the lymph glands, lungs, bones especially those of the fingers, and 
the skin (see pp. 1478-1480). The parotid and lachrymal glands are sometimes 
involved and irido-cyclitis has been recorded in 10 per cent. of the cases. 
The intestines, spleen and liver may be affected. The chief diagnostic pointe 
are the character of the skin lesions and the chronicity and tendency to 
spontaneous arrest. Tubercle bacilli are not found and the Mantoux reaction 
is often negative. The radiological appearances in the lungs are those of a 
diffuse mottling—coarser than that of miliary tuberculosis. The hilar glands 
are often markedly enlarged. 

When the diagnosis still remains doubtful the patient should be placed 
under observation, and a series of examinations carried out, the object 
of which is to determine whether or not active tuberculosis is present. The 
temperature should be observed with the patient in bed, a daily rise to 
99° F. or a swing of 1°-5 to 2° below normal being suspicious. The 
sputum should be examined repeatedly for tubercle bacilli by the ordinary 
method, and if not found the antiformin process should be carried out. 

Before applying any tuberculin teste the blood may be examined ‘sero- 
logically. The use of the Arneth or von Bonsdorff blood count in diagnosis 
has been referred to on page 1196. The complement-fixation test has proved 
disappointing, and in the present form does not afford reliable criteria of 
activity or quiescence, 

The sedimentation test of the blood (stability reaction), ¢.e. the rate of 
settling of the erythrocytes in blood diluted with sodium citrate solution, 
is affected in this disease. In active cases the sedimentation rate is increased, 
but this reaction is not specific. It is also increased in other conditions such 
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as pregnancy, carcinoma, syphilis, rheumatism and acute infections. The 
test is therefore of little or no value in diagnosis, but it affords valuable 
indications of the degree of activity, and may assist in determining the form 
of treatment. 

It has also been used as a guide to prognosis, since it is affirmed that 
arrest should not be considered as firmly established until the sedimentation 
rate has returned to normal. This may not occur until some time after the 
usually accepted clinical symptoms and signs of activity have disappeared. 

THE TuBeroutin Trsts.—1. Cutaneous (the Pirquet reaction). —Scari- 
fications are made on the skin of the forearm through a drop of Koch’s 
old tuberculin, human and bovine, and through a drop of saline as a control. 
A positive reaction is shown by the formation of a slightly raised, reddened 
papule at the site of the scarification through one or other varieties of 
tuberculin, whereas the control is not affected. Unfortunately, except in 
the first two years of life, this affords no indication of active disease, but only 
reveals the presence of previous infection with resulting tuberculin sensitive- 
ness. A positive reaction is therefore given by the majority of adults. 

2. Mantouz’s intradermal test.—An injection of 0-1 c.c. of a 1 in 10,000 
dilution of old tuberculin (0-01 mgrm.) is injected intradermally. If no reaction 
occurs, the injection is repeated in a week, with 0-1 c.c. of 1 in 1000 dilution 
(0-1 mgrm.). A positive reaction is shown by a red areola, with some oedema 
and occasional vesiculation. 

A modification of this test consists in the use of Purified Protein Deriva- 
tive (P.P.D.). This is supplied in tablets of two strengths, which must be 
dissolved in a buffered solution immediately before use. The advantage of 
this preparation is its constant potency. 

3. Vollmer’s patch test—A strip of adhesive plaster is applied over the 
sternum, previously cleaned with ether. To this strip are attached three 
small squares of filter paper, the central one is a control of untreated paper, 
the other two have been saturated with undiluted old tuberculin and allowed 
to dry. The plaster is removed in 48 hours and 12 or 24 hours later a positive 
reaction is shown by redness, infiltration and sometimes by papules or 
vesicles. 

4, The subcutaneous test.—The patient must be apyrexial, and must be 
kept in bed—-~; mgrm. of old tuberculin is injected subcutaneously, and 
its effect determined. The reactions that may develop are—(a) local, 
an inflammatory swelling at the side of the injection; (b) focal, an increase 
of the signs observed at the seat of disease in the lungs, such as the temporary 
appearance of a few rales at one apex. This is the most important ; (c) general, 
as judged by a rise of temperature and sense of malaise. The temperature 
should be charted 4-hourly after the injection, and a rise to over 99° F. 
indicates @ positive reaction. If no reaction follows this initial dose, larger 
injections are given at intervals of 2 or 3 days, in this sequence: }, 4, 1, 5 
and even 10 mgrms. 

This test has the drawback that it does not indicate activity of disease, 
and it has the additional disadvantage that it may cause a quiescent pul- 
monary focus to light up and spread, and so cause irreparable damage. 

Finally, the X-rays afford most valuable assistance in the diagnosis of 
early cases with doubtful signs, and also help in the differential diagnosis of 
tuberculosis from other lung diseases with well-marked signs. 
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Prognosis.—A number of factors must be critically considered in the 
determination of the prognosis in pulmonary tuberculosis. 

A marked family incidence generally suggests an unfavourable course, 
though this rule is not invariable. 

Personal history.—Chronic alcoholism is serious, chiefly because the régime 
of treatment is then peculiarly irksome, while the digestion and powers 
of resistance are often impaired. in alcoholics. Tuberculosis in syphilitics 
frequently assumes a fibrotic type, and its course may be beneficially in- 
fluenced by anti-syphilitic treatment. The outlook is grave when tuber- 
culosis is conjoined with diabetes though less so since the use of insulin. 
Congenital heart disease and ney stenosis are unfavourable factors ; 
but hypertrophy of the heart and mitral stenosis are said to be beneficial. 

The prognosis is very grave in infants and young children; but slightly 
less serious up to the age of 20. Between 20 and 50 age has little influence ; 
but in later years the outlook becomes progressively less favourable. 

Apart from the effects of pregnancy and exposure, sex plays no im- 
portant part. 

Freedom from financial embarrassment improves the prognosis, inasmuch 
as advice can be sought early, and treatment carried through thoroughly. 

Marriage often leads to a breakdown in arrested cases especially in women, 
and induces more rapid spread of active lesions. 

Persistence in an unfavourable occupation, or return to it after com- 
pletion of institutional treatment, affects the prognosis adversely. 

Poor chest development and the “ habitus phthisicus”’ are usually bad 
prognostic signs, although tuberculosis may run a rapid course even in patients 
with good physique. 

Patients with resolute and persistent personality are more likely to 
persevere with treatment and to recover, than those of weaker moral 

bre. 

The prognosis is greatly affected by the type of the disease—acute 
miliary tuberculosis is usually rapidly fatal, whereas in acute caseous 
tuberculosis, although the prognosis is very grave, recovery may occur. 
In fibro-caseous tuberculosis the prognosis is most uncertain and difficult 
to forecast. Every factor must be carefully considered, and the response 
to treatment noted. The best outlook is in fibroid disease, which often 
undergoes complete and permanent arrest. 

SYMPTOMS IN THEIR RELATION TO PrRoGNosis.—Persistent cough, by 
exhausting the patient and disturbing sleep, is often unfavourable. 

The amount of sputum is usually dependent upon the type of disease 
and upon the presence of secondary infection, and may therefore be of 
value in prognosis. 

The significance of tubercle baciils 1n the sputum.—The figures obtained 
at the Midhurst Sanatorium, over a period of 8 years, in which the after- 
history of the patients was traced for the ensuing 6 years, show that the 
prognosis is best in “ closed ” cases; but that it is nearly as good in those 
cases in which the tubercle bacilli disappear from the sputum during the 
sanatorium treatment. Persistence of bacilli in the sputum is an unfavour- 
able sign. The actual number of bacilli in the sputum and the presence of 
“ ” have no definite prognostic significance. 

Cases commencing with hecioptya progress more satisfactorily than 
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those with other modes of onset, chiefly because they are diagnosed earlier. 
Hemoptysis occurring later may exert an unfavourable saiiaanos, either 
indirectly by spreading the disease into previously healthy portions of. the 
=e or speaalg by the loss of blood. 

f dyspnoea is not due to attacks of bronchial spasm, it has usually an 
unfavourable significance. 

The temperature affords a clue to the type and activity of the disease, 
and is thus a valuable aid to prognosis. Profuse and persistent night sweats, 
or marked anorexia, especially when occurring early in the disease, are grave 
signs. Tachycardia due to toxemia, signs of cardiac failure, edema and 
albuminuria are of bad omen. The blood pressure is thought by some to 
be a useful guide, systolic figures below 100 mm. Hg being unfavourable, 
whereas a rise of pressure may be associated with amelioration of the disease. 
In fibroid lesions the pressure may be raised throughout. 

Tue Extent or Puysicay Siens.—The activity of the disease rather 
than its extent is the important factor in determining prognosis. The 
development of compensatory emphysema is of value only as an indication 
of fibrosis in the tuberculous portion of lung, and therefore of chronicity. 

Tue INFLUENCE oF COMPLICATIONS ON PRoGNosis.—Generally speaking, 
the presence of complications increases the gravity of the disease. Involve- 
ment of the larynx is a serious complication, especially when accompanied 
by dysphagia ; but complete recovery may take place if the pulmonary 
lesion is quiescent. In early cases spontaneous pneumothorax occasionally 
acts favourably ; but when it develops in association with extensive tuber- 
culosis, and especially if it progresses to pyo-pneumothorax, it is almost 
invariably. fatal though: if the : is unilateral, surgical measures may 
prove successful. 

Pleural effusion often has a beneficial influence by diminishing the move- 
ments of a lung in which there is an early tuberculous focus. 

Secondary catarrhal affections tend to increase the cough and expectora- 
tion, and may lead to further spread of the disease. 

Meningitis is almost invariably fatal. Tuberculous peritonitis or enter- 
itis is a very grave complication, but fistula-in-ano often occurs in chronic 
cases, and exerts no marked deleterious effect. Involvement of the genito- 
urinary system increases the severity of the disease, especially if the kidneys 
or bladder are affected. If the epididymis alone is involved the ipenose i8 
not materially affected, as the lesion can be dealt with surgically, although the 
administration of a general anesthetic may cause spread of the peony 
disease. For this reason when operations are urgently needed on these 

tients, gas and oxygen, basal anzsthetics, local or spinal anesthesia should 
insisted on. 

As shown by the figures obtained at the Midhurst Sanatorium, a fairly 
accurate guide to prognosis is afforded by observing the condition of the 
patient on admission to the sanatorium, and his response to treatment. Even 
in the most favourable cases, which are diagnosed in an early stage, and 

satisfactorily under treatment, the mortality rate 1s six times 
greater after discharge from the sanatorium than it is for the remainder of 
the population of England and Wales for the same age periods ; whereas in 
the cases of advanced disease the mortality rate is thirty-eight times ter 
than for the average population. As the most critical time is during the two 
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or three years succeeding discharge from the sanatorium, the prognosis is 
largely affected by the conditions of life during this period. 

The rate of sedimentation of the erythrocytes (see p. 1204) has proved to 
be a valuable aid to prognosis. A persistently rapid rate is unfavourable. 

Treatment.—Proray.actic.—The prophylaxis of tuberculosis involves a 
consideration of public health questions dealing with the purity of the milk 
supply, the infection of meat, sanitation and housing, the early diagnosis of 
tuberculosis, the examination of contacts, and the segregation of “ open ” 
cases. Inoculation with the B.C.G. vaccine (attenuated living bovine bacilli) 
has not met with favour in this country. All these questions are considered 
in the general article on Tuberculosis. 

CuRaTiveE.—This varies with the type and stage of the disease. In 
all acute or febrile cases treatment should be commenced at home or in a 
nursing home or hospital, where the patient can be under careful observation 
in bed. The various forms of treatment which may be considered are—(1) 
sanatorium treatment; (2) home or institutional treatment; (3) dietetic 
treatment and personal hygiene; (4) climatic treatment; (5) graduated 
rest, exercise and labour; (6) medicinal treatment; (7) specific measures ; 
(8) operative treatment ; (9) symptomatic treatment. 

1, Sanatorium TREATMENT.—This constitutes the best mode of treatment 
for early and for certain types of chronic disease ; but is totally unsuited for 
acute febrile or very active cases. The advantages obtained are: (a) the 
patient learns the most suitable mode of life, and the methods employed to 
check the spread of the disease; (b) the housing is specially designed and 
the climatic conditions are good; (c) the dietary is abundant and adapted 
to the patient’s needs; (d) there is constant skilled medical supervision, and 
the daily routine is adapted to the actual physical condition of the patient. 

On arrival a newcomer is kept in | for a few days in order that his 
resting temperature may be shicreet, and the necessary examinations 
carried out. If there is pyrexia, rest in bed must be enforced until the tem- 
perature falls to normal. If the temperature mses above 99° F. when the 
patient is up, return to bed is usually necessary. The routine of sanatorium 
treatment varies in different institutions, the most important divergence 
ae whether or not a system of “ graduated exercise’ is employed. In 
nearly all an hour’s recumbent rest is enforced before lunch and dinner. 

After three months’ stay it is usually possible to decide whether the patient 
is responding to treatment, and, if so, it should, if possible, be prolonged for 
at least another three months, or until the sputum is free from tubercle 


2. Home AND INSTITUTIONAL TREATMENT.—Treatment at home, in nurs- 
ing homes or in special hospitals, is essential in early cases with fever, and in 
cases in which it is necessary to establish the diagnosis. Home treatment is 
also usually necessary on return from sanatorium or climatic treatment, if 
arrest is incom . An endeavour should always be made to carry out the 
principles inculcated at the sanatorium, and the patient should be under 
reguiar medical supervision. Advanced cases are best looked after in special 

3. Dreretic TREATMENT AND PERSONAL Hyorene.—It is desirable to 

te the diet in each case so that the patient is restored to the previous 
maximum weight ; but, in order to accomplish this, the food ahould be slowly 
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increased and all ideas of enforced overfeeding discountenanced. A total 
calorie value of 3000 to 3500 is usually ample ; but, if the patient is performing 
ants work, as much as 4000 may be necessary. Meat, fish, eggs and fats are 
usually well tolerated. It‘is not often necessary to give large quantities of 
milk when the patient is on a full dietary. If extra food is required, the 
protein may be increased by raw meat sandwiches. Additional carbohydrates 
with smal} daily doses of insulin if they are not well tolerated are often helpful. 

In all cases in which there is expectoration the patient should be clean- 
ahaven. Great care must be taken in the disposal of sputum to ensure that 
it does not become dry, and that flies do not have access to it. All patients 
who are up should carry special sputum flasks, while those who are in bed 
should have sputum cups suitably covered and containing disinfectant. The 
sputum should be burnt, or, if this is impossible, it should be emptied into the 
water-closet after disinfection with carbolic acid or other simple or cheap 
disinfectant. 

Smoking is best avoided in cases of active disease or laryngeal tuberculosis, 
and in no instance should inhaling be allowed. Woollen under-garmenta 
should be worn; but all excess of clothing is harmful. Sun-bathing and 
injudicious uncontrolled sun exposure are dangerous and often activate 
quiescent lesions. Patients should be strongly warned of this danger. 

4. Curmatic TREaTMENT.—This is undoubtedly of value in carefully 
selected cases. The climatic resorts fall into three groups—mountain, 
marine and inland. 

The mountain resorts —In Europe the most suitable places are found in 
Switzerland. Among these are St. Moritz (6090 feet), Arosa (6000 feet), 
Davos (5150 feet), Montana (5000 feet) and Leysin (4690 feet). In America 
the most celebrated resorts are in the Rocky Mountains at Colorado Springs 
(5000 feet) and Denver (5000 feet), or in the Andes or Adirondack Mountains. 
The advantages of high altitudes consist in the stillness, purity and rare- 
faction of the air, and the greater diathermancy of the atmosphere to the sun’s 
rays. Metabolism and the general circulation are thereby increased. 

High altitudes are suitable for early cases which are afebrile, or for quiescent 
cases of more advanced type. Contra-indications are recent hemoptysis, 
active disease with fever, extensive fibrotic lesions and complications such as 
emphysema, asthma, cardio-vascular lesions or nephritis. 

arine and coast resorts.—Among the important coast resorts in the British 
Isles are Hastings, Bournemouth, the Isle of Wight, Torquay, Falmouth, 
Llandudno. Penmaenmawr, Scarborough, Mundesley and the various seaside 
towns in Thanet. Farther afield are the French and Italian Riviera, Madeira, 
the Canary Isles, Morocco, Algiers and Egypt. The climate tends to be warm, 
moist and equable, and the amount of ozone is probably increased. These 
resorts are especially suitable for cases of more advanced and active disease, 
and for those complicated by hemoptysis, bronchitis, emphysema and 
laryngitis. Residence by the sea actually at sea-level is undesirable. 

Inland resorts.—These are to be found on the English and Scottish moor- 
lands. The climate of California, the South African veldt, and parts of 
Australia and New Zealand are admirably suited to this disease, especially 
for arrested or early uncomplicated cases ; but the laws against the admission 
of tuberculous patients are strictly enforced at all of them. 

Sea voyages.—These are contra-indicated for all except completely arrested 
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cases owing to the lack of fresh air in cabins, the possibility of sca-sickncss, 
and the difficulty of obtaining suitable treatment if the disease advances. 

5. Grapuatep Rest anp ExercisE.—Treatment in bed is necessary so 
long as there is fever, and if the raised temperature is persistent “ absolute 
rest’ should be enforced. This consists in keeping the patient recumbent in 
bed, sufficiently well covered to prevent any muscular contraction from chill, 
while feeding and washing are attended to by the nurse, and the use of the 
bed-pan and slipper for evacuations is insisted upon. When the temperature 
becomes normal the patient is allowed up for varying periods, commencing 
with 1 hour daily, and increasing slowly to 6 or 8. If still apyrexial, 
walking exercise of 1 or 2 miles or more daily can be allowed. 

The system of “‘ graduated exercise”’ which Paterson instituted at the 
Frimley Sanatorium has proved of great value. There are six grades, the 
first and lightest consisting of walking up a slope carrying a light weight such 

as a basket of earth, while the sixth and heaviest aloes hard manual labour 

with a pickaxe or shovel.for 6 hours daily. This system is based on the 
popes that muscular exercise leads to the discharge of tubercle toxins 
rom the pulmonary focus, and by liberating these in gradually increasing 
doses, a condition of active immunity is induced. A careful watch must be 
kept during this controlled process of auto-inoculation to prevent excessive 
doses of toxin being discharged, which are early indicated by rise of tempera- 
ture and of pulse-rate, headache, increased cough and expectoration, laasi- 
tude and malaise. If such occur, the patient should be put back to bed for 
a few days, and when the condition has subsided the graduated exercise 
may be resumed at the grade which induced the over-inoculation or that 
immediately below it. 

6. MepicInAL TREATMENT.—No specific drug has yet been discovered 
for the treatment of tuberculosis. Amongst the medicines in most general 
use are : 

(a) Cod-liver ol.—This may be administered by the mouth in doses up to 
2 ounces daily. The cod-liver oil may be of value either on account of its 
fat-soluble A and D vitamins content, or, as suggested by Rogers, it may 
assist by dissolving the capsules of the tubercle bacilli and so facilitating 
their disintegration. Halibut liver oil is now sometimes used instead. 

(b) Creosote-——This may be given in doses of min. 2 to 3 three times a day 
after food, either in combination with cod-liver oil, or in capsules. It should 
be discontinued if gastric disturbance or hemoptysis ensue. 

(c) Hypophosphites—These are not so generally used as formerly and, 
beyond their “ tonic ” effect upon the nervous system, have no demonstrable 
influence upon the pulmonary lesion. 

(d) “ Nascent ’’ todine—With the idea of liberating free iodine in the 
tissues, potassium iodide grs. 30 is administered after breakfast in half a 
pint of water, and throughout the day 3 to 5 ounces of chlorine water are 
consumed with lemonade. This treatment is of value in certain chronic 
pak cases, but it often produces no appreciable results, and may cause 

pela. 

Ce) Arsenic.—Liquor arsenicalis min. 2 to 3 by mouth, or sodium cacodylate 

. ¢ to } subcutaneously, are of value in some cases associated with ansemia. 

eoarsphenamine, administered intravenously, is useful in chronic cases 
complicated by syphilis. 
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(f) Inhalations.—Disinfectant drugs when inhaled often check cough. 
lessen expectoration and improve the general condition of the patient. Lees’s 
inhalation is of value. It consists of creosote, parts 2; acid. carbol., 2;_ 
lig. iodi mitis, 1; sp. etheris, 1; and sp. chlorof., 2. About 6 drops an hour 
are placed upon a Burney-Yeo mask, which should be worn almost con- 
tinuously throughout the day. A modification now more frequently employed 
is: menthol, 4; olei cinnamomi, 3; olei limonis, 4; creosote, 10; olei 
pini, 10; sp. chlorof., 10. 

(9) Calcium is often given by the mouth in the form of colloidal calcium 
in doses of 60 minims three times a day; or intramuscularly, as calcium 
gluconate, 5 c.c. of a 10 per cent. solution once or twice a week. Parathyroid 
extract is sometimes administered at the same time. 

(h) There has been a revival of interest in preparations of gold in the 
treatment of this disease, notably by Mollgaard, who uses sodium aurothio- 
sulphate, to which the name of sanocrysin has been applied. It is now admini- 
stered in smaller doses than when it was first introduced. The initial dose is 
usually 0-01 g. dissolved in sterile saline solution and injected intravenously. 
The second dose is given 5 days later, and is asa rule0-025g. If no reaction 
occur, the dose is increased to 0-1 g., and usually later to 0-25 g., the intervals 
being extended to a week. The total amount given in a course is usually 
3 g., or sometimes up to 5. The course may have to be interrupted owing to 
reactions, chiefly fever, albuminuria, stomatitis, diarrhoea, peripheral neuritis 
and skin manifestations. 

7. Specirric Mrasures.—(a) Active immunisation —Tuberculin and 
tubercle-vaccines, 

The tuberculin treatment has not fulfilled the high hopes held out on its 
introduction by Koch. There are now numerous forms of tuberculin avail- 
able, indicated by certain letters, and falling into three groups. (1) Those 
containing the exo-toxins only. These include Koch’s old tuberculin T., 
O.T., and T.0.A., Denys’ bouillon filtré (B.F.) and albumose-free tuberculin, 
T.A.F. (2) Those containing the endo-toxins chiefly, such as Koch’s “new” 
tuberculin, T.R. (3) Mixtures of endo- and exo-toxins, the most important 
of which are Koch’s bacillary emulsion, B.E., the sensitised bacillary emulsion, 
§.B.E. and Béraneck’s tuberculin, T.Bk. 

The Therapeutic Substances Act, 1925, restricts the term ‘tuberculin ” 
to the first of these groups, and recommends the name “tubercle vaccine ” 
for any substance obtained directly from the bacterial bodies. 

Miberoulins and tubercle-vaccines may be prepared from human or bovine 
bacilli; if from the latter the letter P. (perlsucht) placed before the letters 
indicating the variety of tuberculin, signifies its origin,e.g.P.T. In administra- 
tion, some aim at producing reactions and establishing tuberculin tolerance 
by giving large doses at fairly Pay teak intervals ; others believe in minute 
doses at longer periods, the chief object being to avoid the production of any 
reaction. The actual doses are either measured in milligrammes of dried 
tubercle bacilli, or in cubic centimetres or cubic millimetres of the fluid 
tuberculin. The usual method is to measure the doses in cubic centimetres or 
fractions thereof, and to make the necessary dilutions in a series of bottles. 
Smaller initial doses should be used with a strong tuberculin such as the B.E. 
than with the weaker ones such as the T. or T.A.F. Thus, if adopting minute 
doses, xeg¢aay mgrm. of B.E. would be a suitable initial dose, then for T.R. 
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_____.. _ a. would be used and ,,55 mgrm. of T., B.¥., or T.A.F. As the 
different tuberculins are supplied by the makers in varying strengths, 0-001 
c.mim. of the original fluid is equivalent to the above doses. 

Those who believe in minute doses commence with 0:001 c.mm. and work 
up to 0-1 o.c., whereas others commence with 0°5 to 1 c.mm. and increase to 
lc.c. The tuberculin should be injected subcutaneously, and a careful 
observation kept for local, focal and general reactions. Tuberculin, if used 
injudiciously, can be productive of harm. At Midhurst Sanatorium it was 
tried for some years, and no better ultimate results were obtained than in 
the “non-tuberculin ”’ years. It seems wise, therefore, to use tuberculin 
only in very carefully selected cases, thus T.R. does at times appear beneficial 
in chronic tuberculosis, promoting the formation of fibrous tissue and leading 
to the disappearance of tubercle bacilli from the sputum. 

Various attempts have been made to remove as far as possible the fatty 
and waxy constituents from the tubercle bacilli before preparing a vaccine 
from it. Much and his collaborators have employed partial antigens or 
pale cian derived from tubercle bacilli, singly or in varying combinations. 

me good results are on record from both of these methods, but on the 
whole their use has so far been disappointing. 

Grasset has recently recorded success with a preparation described as 
“tubercle endotoxoid,’”’ which he claims is freed from the toxic factor in 
ordinary tuberculins. - 

(b) Passive immunisation.—The various serums such as those prepared 
by Marmorek and Maragliano have not proved successful, and this applies to 
the ‘‘contra-toxin ” of Mehnarto and the “ I.K.” (immune bodies) of Spengler. 

8. OpzraTIVE TREATMENT.—(a) Artificial pneumothoraz.—This mode of 
treatment is now becoming more generally adopted in selected cases. It 
is increasingly employed in cases of early disease, where there are indications 
of incipient softening or of recent cavitation. In early cases without softening 
it is not as a rule used, unless there are indications of rapid spread or of pleural 
involvement when it is wise to start before adhesions have formed. In 
extensive bilateral disease it may be dangerous. If old and dense pleural 
adhesions are present, it is impracticable. If there is much emphysema 
or cardiac embarrassment, it involves risk. It is also of value in certain 
cases of repeated severe hemoptysis. Tuberculous laryngitis or enteritis 
are not contra-indications, providing that other conditions are suitable. 
Sterile air is introduced into the pleural cavity, and the lung allowed to 
collapse. The method of induction of artificial pneumothorax is as follows : 
A preliminary subcutaneous injection of 4 grain of papaveretum (omnopon) 
is given half an hour before the start. The patient lies on the sound side 
with the head- low and supported on a pillow. A second pillow is placed 
under the chest to expand the intercostal spaces. The skin and the tissues 
down to the pleura are ansesthetised with 2 per cent. procaine hydrochloride 
solution after the application of iodine. The site usually chosen is in the 
sixth intercostal space in the mid-axillary region. A special pneumothorax 
needle, attached by a rubber tube to the pneumothorax apparatus, which 
is carefully examined to see that it is in proper working order, is then pushed 
through the intercostal space until the pleural cavity is reached. The 
- daar is then adjusted so that the intrapleural pressure can be observed. 

o air should be introduced until the manometer shows a normal negative 
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pressure range with inspiration, of 5 to 10 or more cm. of water. This is 
the test of entry into the pleural space, and when this is established 200 to 
300 c.c. of sterile air may be allowed to enter the pleural cavity. The final 
pressures are then recorded and the needle is withdrawn. A refill is given 
next day and another after two more days, the quantities of air introduced 
being determined by the final pressures, which should be kept slightly nega- 
tive. Subsequent refills are gradually spaced out to a week, then ten days 
and later to two, three and four weeks’ intervals. The usual custom now 
is to maintain the collapse for three years or even longer. If the condition 
of the patient is satisfactory, re-expansion may then be permitted cautiously. 
It should be remembered that after expansion pleura] adhesion almost 
invariably occurs and the treatment by artificial pneumothorax cannot 
be repeated. In some cases of bilateral disease, which is active but not 
very extensive in either lung, a cautious use of bilateral artificial pneumo- 
thorax has proved practicable and helpful, but very great care is necessary 
in adjusting the pressures. 

There ure certain dangers in the procedure. These are now rare, and they 
can usually be prevented by careful attention to the technique. Death 
has occurred from pleural shock when the needle has reached the pleura 
and before any air has been introduced. Adequate anesthesia of the pleura 
is the only known method of eliminating or minimising this risk. the 
lung is adherent to the chest-wall, owing to pleural adhesions, or if the needle 
is pushed in too far, it may be inserted into the lung or into a pulmonary 
cavity ; the manometer will then show a swing above and below the zero 
line instead of entirely below it. Under these circumstances, no air should be 
allowed to enter. The needle may be inserted into a blood vessel. In this 
case the manometer pressure will rise above zero, and blood may appear in 
the glass section inserted in the rubber tube leading from the manometer 
to the needle. The needle should be withdrawn immediately, lest air should 
enter the vessel. 

If the pleura is found to be adherent at the site of the first puncture, 
another attempt may be made elsewhere, e.g. just below the inferior angle 
of the scapula. This spot may be selected for the initial puncture in left- 
sided cases where there is marked cardiac displacement. In cases in which 
localised band or cord adhesions prevent adequate collapse, it is often possible 
to cut them by electrocautery or diathermy through an operating thoraco- 
scope, thus ensuring completely effective collapse. This 1s called internal 
pnreumolysis. 

(6) Oleothorax.—Sterilised olive oil or liquid paraffin with a varying 
percentage of gomenol is sometimes used to maintain the collapse started by 
artificial pneumothorax. Paraffin is used when the mediastinum is unduly 
mobile, since it tends to thicken the pleura. The oil or paraffin is introduced 
by means of a Dieulafoy syringe, and air is withdrawn at the same time by a 
reversed artificial pneumothorax apparatus. Whichever is used, It 1s 1m- 
portant to test the sensitiveness of the pleura by small injections of 2 to 5 ¢.c. 
to start with. In later injections the amount introduced may be gradually 
increased to 200 c.c. or more. Oleothorax is now for the most part restricted 
to cases of therapeutic pneumothorax tending to obliterate from spreading 
adhesion, and those with mobile mediastinum. 

(c) Hvulsion or crushing of the phrenic nerve.—This is now often performed 
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in order to produce basal collapse, but it helps to produce relaxation at the 
apex and may aid in the contraction and closure of a cavity. Division 

one is not sufficient ; it is desirable to remove as long a stretch of the nerve 
&8 ee In recent years temporary paralysis has been induced: by 
crushing the nerve, the effects lasting about 6 months. This is often carried 
out instead of evulsion, since it does not prejudice further surgical treatment 
subsequently. ; 

(2) Thoracoplasty.—If owing to adhesions it is impossible to collapse 
the lung temporarily by an artificial pneumothorax, permanent collapse by 
thoracoplasty may be considered. In the Sauerbruch operation, the posterior 
3 or 4 inches of the ribs from the first downwards are removed, even to the 
tenth or eleventh, the lower level being determined by the extent of the com- 
pression of the lung it is desired to produce and therefore by the amount and 
situation of the diseased area. This operation is now performed in two or 
three ds and generally under local anmsthesia. Good lateral collapse is 
usually obtained by this operation, but antero-posterior compression is less 
complete. Semb’s operation is more satisfactory and is now more frequently 
employed. The first, second and third ribs are completely removed and the 
fascial supports of the apex of the lung are divided, which is thus allowed to 
sink down, producing a concentric collapse. The second and if necessary a 
third stage are similar to those in the Sauerbruch operation. 

(ec) Apicolysis (extrapleural pneumolysis).—Successful local collapse can 
sometimes be attained by introducing some extraneous material like paraffin 
between the chest wall and the parietal pleura over a local area of disease, 
or a cavity which is not too near the pleura. 

(f) Eatrapleural pneumothoraz.—In some cases where artificial pneumo- 
thorax fails owing to extensive apical adhesions, an extrapleural pneumo- 
thorax may be induced. A portion of the fourth rib is removed near the spine 
and the parietal pleura with the adherent lung is stripped away from the 
chest wall through the endothoracic fascia. The separation 1s carried down 
to the hilum on the mediastinal aspect, to the eighth mb posteriorly and to the 
fourth costal cartilage in front. The wound is then carefully closed and 
sutured. The extrapleural space thus produced is maintained by repeated 
refills of air, at first very frequent, subsequently at longer intervals. After 
about a month high positive pressures up to +18 and +24 must be main- 
tained, otherwise the space obliterates. This procedure, though sometimes 
successful, seems less generally satisfactory than apical thoracoplasty. On 
the other hand it involves less shock than the operation of thoracoplasty, 
and is therefore practicable in some cases where thoracoplasty cannot be 
considered. The existence of an intrapleural pneumothorax below where it 
is necessary to keep the lower lobe under control does not contra-indicate it. 

9. SympromaTio TREaTMENT.—When cough is ineffective it may be 
Telieved by a sedative lozenge or linctus containing diamorphine or codeine, 
or by the well-known liquorice lozenge. If there is difficulty in bringing up 
the sputum, & simple saline mixture 1s of value, such as sodii bicarb. grs. 10, 
sodii chlorid. grs. 3, sp. chlorof. min. 10, and aq. anisi ad fl. oz. 1. 

Pain in the chest 1s usually alleviated by local application of pigmentum 
iodi, liniments, mustard leaves or other counter-irritants. 

Night sweats ——The windows should be widely opened at night. A pill 
containing zinc. oxid. gra, 3 and ext. belladonn. sicc. gr. } is often of value. 
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Picrotoxin, agaricin and strychnine have also been used. A rush mattress 
as used in the tropics has been recommended. 

Fever.—Rest in bed up to the extent of “ absolute rest” is the best 
means of lowering the temperature. Antipyretic drugs have no effect upon 
the course of the disease, but may alleviate malaise. Amongst these may 
be mentioned aspirin and cryogenin. 

Slight hemoptysis, in which the sputum is only streaked, calls for 
no special treatment. Moderate hemoptysis, with expectoration of 3 or 
4 ounces of blood, requires more active measures. The patient should 
be put to bed, a saline aperient administered, and if there is anxiety or 
alarm a’ sedative drug should be given, such as heroin or morphine. In 
profuse or persistent hemoptysis the patient should be confined strictly 
to bed, and if it is known from which side the bleeding has occurred, it is 
best to lie on this side. If the cough is troublesome, or if the patient is 
alarmed, morphine gr. 4 to }, or diamorphine, hydrochloride gr. » to +; 
should be injected subcutaneously. The food is best given ale and may 
be iced ; no alcohol must be taken. A course of calcium lactate grs. 10, t.d.s., 
may be commenced ; but its action is somewhat uncertain. If the bleeding 
persists, various other remedies should be tried, these include the inhalation 
of amy] nitrite, or the injection of hemoplastin, coagulen ciba, horse serum, 
or emetine hydrochloride subcutaneously. Congo red, given intravenously, 
has proved of value in some cases. Ergot and adrenaline are both contra- 
indicated. Ifthe hemorrhage is still unchecked, or is frequently repeated, the 
advisability of establishing an artificial pneumothorax must be considered. 

Gastro-intestinal symptoms.—Anorexia or dyspepsia can often be relieved 
by changes in diet, or by the administration of suitable drugs. Alkalis 
and gentian are especially valuable, and when hypochlorhydria is present, 
dilute hydrochloric acid (min. 10-30) should be given well diluted after 
meals. Digestive ferments, such as taka-diastase or papain, may be required 
at times. All tendency to constipation should be sheoked by laxatives, and 
if diarrhoea develops, avoidance of diet leaving bulky or irritating residues 
should first be tried, before administering drugs containing lead, opium, 
bismuth or tannic acid. 

Insomnia is often a troublesome symptom, and every endeavour should 
be made to obtain a good night’s rest by administration of mild hypnotics, 
and by relieving distressing cough and pain. 

The treatment of the complications of ee tuberculosis is de- 
scribed under their respective headings. The after-care of patients dis- 
charged from sanatoria is an important subject, to which considerable 
attention is being devoted, and involves a consideration of the advisability 
of establishing training centres or industrial colonies for consumptives. 
These are proving of very great value. 


THE PULMONARY MYCOSES (PNEUMONOMYCOSES) 


A number of fungi produce pulmonary lesions.. Considerable confusion 
exists in regard to their nomenclatures, and at the present time it is difficult 
to give accurate accounts of them. The pulmonary mycoses have one 
feature in common, in that they produce chronic pulmonary lesions 
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practically indistinguishable clinically from those of the chronic forms of 
pulmonary tuberculosis. 

Among the varieties of mycotic infection at present separated clinically 
may be mentioned—({1) Actinomycosis and other streptothrix infections ; 
(2) Aspergillosis; (3) Blastomycosis; (4) Sporotrichosis; (5) Moniliasis ; 
(6) Mucormycosis. 


STREPTOTRICHOSIS (ACTINOMYCOSIS) 


fEtiology.—The general characters of the streptothrix group of organisms 
are described in the section on Actinomycosis, Itis now recognised that more 
than one of these may be pathogenic for man, and some authors give separate 
descriptions of the forms due to the various streptothrix organisms. At the 
present time there seems little advantage in so doing, since the important 
point in regard to treatment is to recognise that the morbid process is due 
to some form of streptothrix infection, the identification of the variety being 
a pathological refinement. The manner of infection is at present 
The organism is now believed to be present not infrequently in the alimentary 
tract, but the conditions favouring its invasion of the tissues are not known. 
A large proportion of cases show the first lesions in the head and neck regions, 
but primary pulmonary cases occur, and are probably more frequent than is 
generally recognised. 

Pathology.—The streptothrix group of organisms produces an in- 
flammatory reaction which leads to the formation of granulomatous tissue. 
This, like the granuloma of tubercle, is very liable to undergo secondary 
changes producing small areas of pus formation or leading to fibrosis. Unlike 
tuberculosis, however, streptotrichosis tends frequently to transgress ana- 
tomical limitations and spreads by contiguity. in the primary pulmonary 
cases the distribution of the lesions is at first very similar to that of tuber- 
culosis, and the disease may extend in an identical manner. In the forms 
due to spread from other organs such as the liver, the base of the lung may 
be first involved, while in cases extending down from the neck the path of the 
infection is apparent. 

Owing to the tendency of the lesions to spread by contiguity, subcutaneous 
abseesses may form and simulate caries of the ribs. Pleural adhesion is 
the rule, but occasionally empyema results. When a subcutaneous abscess 
sbitpeahe or is opened, the characteristic “ sulphur granules’’ may be found, 
although this is not invariable. The skin around the sinuses which result 
is often puckered in a somewhat characteristic fashion. 

Symptoms.—These are in general identical with those of the chronic 
forms of pulmonary tuberculosis, such as cough, expectoration, which may be 
offensive, dyspnoea, fever and night sweats. The occurrence of local 
abscesses under the skin or the presence of the organism elsewhere may 
give rise to special features; but these are late developments in primary 
pulmonary cases. 

Complications and Sequelz.—These are usually due to the other 
localisations of the organism ; but, in addition, empyema and bronchiectasis 
may be mentioned. 

Course.——This is progressive, and leads eventually to asthenia, emaciation 
and death. 
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Diagnosis.—This can only be established by the discovery and identifica- 
tion of the organism in the sputum and the discharge. The characteristic 
‘sulphur grains ’’ are not invariably present, and may escape notice unless 
looked for carefully. In any obscure case of pulmonary disease in which 
tubercle bacilli are not found after raneated search, the possibility of 
streptotrichosis should be considered, and direct films should } be specially 
examined. 

Prognosis.—This is serious, although some cases respond well to treat- 
ment. 

Treatment.—Large doses of potassium iodide should be administered, 
commencing with 5 or 10 grains three times a day, and increasing until the 
dose reaches a drachm or even more thrice daily, tn addition, collosol iodine 
(Crookes) may be given intravenously in doses of 5 c.c. at least once a week. 
If the organism grows well in culture, a vaccine may be prepared and em- 
ployed cautiously, especially if the iodides do not act sstifactouily: A stock 
vaccine may be helpful in other cases. Surgical treatment of local abscesses 
or of empyema may be required. External application of a radium pack is 
sometimes useful. 


PULMONARY ASPERGILLOSIS 


Etiology.—Infection of the bronchi and lungs sometimes occurs by 
the Aspergillus fumigatus, more rarely by the A. nidulans. The disease 
has been most frequently observed in France. It occurs among pigeon 
breeders and hair sorters and combers. The former acquire the disease 
from the process of artificial feeding, from grains in the mouth to the beak 
of the bird ; the latter from the use of rye flour in cleaning the hair. Millers 
and farm labourers have also been the subjects of the disease. 

Pathology.—The fungus induces nodular formations in the lung 
tissue somewhat resembling aggregated tubercles. Bronchitis, patchy 
lobular consolidation and fibrosis result. Emphysema, bronchiectasis and 
cavity formation may follow. A secondary aspergillosis may occur in 
chronic cases of bronchitis or lung disease, but is of little clinical 
importance, 

Symptoms,—Primary aspergillosis produces symptoms similar to those 
of bronchitis, broncho-pneumonia or pulmonary tuberculosis, according 
to the localisation and degree of the lesions. The sputum may be blood- 
stained, or definite hemoptysis may occur. There is generally wasting with 
irregular fever. 

ourse.—Acute broncho-pneumonic forms may be fatal in a few weeks 
or months. The chronic lesions may extend to years, and arrest with 
fibrosis is not uncommon. - 

Diagnosis.—The condition has to be differentiated from pulmonary 
tuberculosis, and from other varieties of pneumonomycosis. This depends 
upon the recognition of the fungus by microscopical and cultural examination 
of the sputum. 

Treatment.—This consists in avoiding further infection, and giving large 
doses of potassium iodide as in streptotrichosis. Open-air measures and 
general tonic treatment are also to be recommended. | 


39 
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OrgeR Myooric INFECTIONS 


Fungi of the genera Blastomyces (Oidium, Cocetdvoides) and Sporotrichum 
are well known to produce cutaneous affections simulating chronic gummatous 
or tuberculous lesions. They may also give rise to pulmonary disease pro-' 
ducing symptoms like those of tuberculosis. 

Castellani has described various broncho-pulmonary conditions due to 
species of the genus Monslia, including the “‘tea-tasters’ cough ”’ and “ tea- 
factory cough.”” Another fungus, Mucor mucedo, has been found in the 
sputum, and is regarded as pathogenic to man. 

_ All these moulds produce bronchitic symptoms and mild infections, 
while more severe forms simulate pulmonary tuberculosis. The diagnosis 
in each case depends upon the recognition of the fungus, and the treatment 
recommended is large doses of potassium iodide. 


SYPHILIS OF THE LUNGS 


ZEtiology.—Clinically recognisable pulmonary syphilis is a rarity; but 
syphilitic lesions occur in the lungs in both the congenital and acquired forms 
of the disease. 

Pathology.—Even post mortem it is often difficult to establish the 
syphilitic nature of the pulmonary lesions found in cases of syphilis, owing 
to the fact that they tend toe the formation of scars presenting no char- 
acteristic features. 

Congenital syphilis —The essential changes are—(1) Round-celled in- 
filtration with eventual fibrosis, starting round the bronchi and spreading 
to the inter-alveolar framework ; (2) periarteritis of the smaller arteries; and 
(3) desquamation and degeneration. of the epithelium of the alveoli and 
bronchi, Gummata may be present, but are rare. Spirochetes can be 
demonstrated in the lesions by Tvevaditi’s method. The microscopic appear- 
ances comprise the “white pneumonia” of Virchow and an interstitial 
pneumonia, which is commoner, although both conditions are frequently 
associated. White pneumonis is found in premature or still-born infants, 
and in those dying soon after birth. The condition may be widespread or 
localised. The affected areas are firm, consolidated, smooth and greyish- 
white in colour. There are no interstitial changes, and the consolidation is 
ae to the filling of the alveoli with desquamated, degenerating epithelial 
cells. 

In the commoner interstitial form the lung is firmer, harder and darker 
ey in colour, and the connective tissue is mainly involved. To this con- 
ition the term “ pancreatisation of the lung ” has been applied by Rogers. 

Acquired syphilis.—Syphilitic lesions of the bronchi have already been 
described in the section on diseases of the bronchi. Gummata may occur in or 
around the intra-pulmonary bronchi or in the lung tissue. They may be 
single or multiple, and vary in size from that of miliary granules to a hen’s 
egg. They are said to be more common in the deeper parts of the lung near 
the roots and in the lower lebe. They undergo changes similar to those 
occurring in gummata elsewhere, but tend more to fibrosis and contrac- 
tion than to softening. Owing to these secondary changes, the following 
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conditions may result: broncho-pneumonic processes, widespread fibrosis and 
contraction with pleural adhesion, bronchiectasis and occasionally excavation. 

Symptoms.—Small gummata may be latent and give rise to no 
symptoms or signs. When fibrosis occurs, they are similar to those of pul- 
monary fibrosis from other causes. It is generally recognised that in rare 
cases a destructive process occurs, formerly called ‘ syphilitic phthisis,”’ 
and almost exactly similar in its clinical manifestations to those of caseous 
or fibro-caseous tuberculosis. 

Complications and Sequelz.—Syphilitic lesions in the larynx, trachea 
or bronchi may complicate the course. Bronchiectasis has already been 
ment oned, and tuberculosis may occur as a complication. | 

Diagnosis.—This is often difficult and sometimes inconclusive. Obscure 
pulmonary signs in a syphilitic subject should arouse suspicion. The Wasser- 
mann reaction should be determined, and other indications of syphilis looked 
for in all fibrosing and destructive lung conditions when no tubercle bacilli 
are found in the sputum. The difficulty of diagnosis is increased by the 
association of syphilis and tuberculosis mentioned above. 

Course and Prognosis.—Where the lesions are localised and can be 
recognised early, the course. is favourable if anti-syphilitic treatment is 
applied. Where fibrotic changes occur, leading to bronchiectasis, the 
course is less favourable, and in the destructive form it is serious. An 
inter-current tuberculous infection increases the gravity of pulmonary 
syphilis. 

Treatment.—When a diagnosis of pulmonary syphilis has been estab- 
lished, vigorous anti-syphilitic treatment should be carried out. Its 
beneficial effect is undoubtedly promoted by open-air treatment. In cases 
where tuberculosis coexists with syphilis, anti-syphilitic treatment is strongly 
recommended, especially by French physicians. 


NEW-GROWTHS IN THE LUNGS 


Both simple and malignant tumours may occur in the lungs, the latter 
being the more common. 

ZEtiology.—Malignant tumours occur more frequently in the male sex 
in the ratio of five to one ; carcinoma is rare before the age of 40, but sarcoma 
may develop in earlier years. Simple tumours may arise at any age, but 
are found chiefly in adult life. The exciting cause is unknown. In some 
cases of malignant growth there is a history of thoracic trauma or disease. 

Pathology.—Simple tumours found in the lungs usually arise in the 
bronchial mucous glands or in the bronchi, They include adenoma, fibroma, 
lipoma and chondroma (see p. 1141). 

Malignant tumours may be primary or secondary. The primary growths 
are carcinoma, sarcoma or endothelioma. Carcinoma arises in the bronchi, 
usually as a columnar-celled growth. A variety of bronchial new-growth 
formerly regarded as a lympho-sarcoma is now called an oat-celled tumour. 
It is picbably derived from the basal cells of the bronchial mucous membrane. 
Squamous-celled growths of the’ bronchi are rare and are now said to be 
derived from basal cells. Round-celled and spindle-celled sarcomata growing 
from the pulmonary connective tissue are met with, while endotheliomata are 
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usually derived from the endothelium of blood vessels and lymphatics, or 
from the pleura. A primary carcinoma of the breast, wsophagus or medd- 
astinum may directly invade the lungs. Secondary carcinoma may have its 
primary focus in the breast, stomach, intestines, liver, pancreas or prostate, 
whereas a secondary sarcome most often results from metastasis of 4 primary 
bony growth. Chorion-epithelioma and hypernephroma also give rise to 
secondary deposits in the lies | 

Primary malignant tumours are unilateral; but secondary growths 
are often multiple and diffuse. Dissemination in the lungs may oveur by 
spread along the bronchi or vessels, and a condition of miliary carcmo- 
matosis is at times produced. The pleura is often affected by direct 
extension. Infiltration of, or pressure upon, the mediastinal structures 
frequently occurs. 

ymptoms.—Simple tumours except adenomata are pathological curiosi- 
ties and, as a rule, only produce symptoms when they cause obstruction of a 
bronchus or press on mediastinal structures (see pp. 1046 and 1280). 

The early symptoms of malignant growths are slight, and consist of 
malaise with, perhaps, cough and expectoration. Later, when the growth 
becomes more extensive and exerts pressure on, or involves the larger 
bronchi, mediastinum or pleura, they are more noticeable. Pain, dyspnaa 
and loss of weight with cachexia usually develop, and the cough and ex- 

ctoration are more marked. The latter is often of the typical “ currant 
jelly” or ‘‘ prune juice” appearance due to altered blood. Microscopic- 
ally, groups of large fatty cells, or irregular epithelial cells may be seen. 
Malignant cells may be found in 60 per cent. of cases by Dudgeon’s wet method. 
There are usually no definite physical signs until the tumour causes pressure . 
upon the bronchi, mediastinum or deep thoracic veins or nerves. The chest- 
wall may bulge locally, owing to the presence of a growth near the surface, or 
it may be retracted if a main bronchus is obstructed. An actual subcutaneous 
swelling caused by the tumour eroding through the chest-wall may be visible. 
Enlarged veins often run across the chest, and one or other arm may be 
swollen or oedematous if there is mediastinal obstruction. Vocal fremitus 
is often unaffected ; but is increased when the growth is near the surface, and 
diminished if pleural effusion has occurred. The percussion note over a 
moderate-sized tumour is impaired and may be extremely dull; more often 
the dullness is due to collapse of the lung. The breath-sounds vary with 
the size and position of the growth, and with the displacement or pressure 
effects produced. They may be weak, or loud and stridorous. The stridor 
18 nally unilateral. Adventitious sounds depend upon the presence of 
complications such as bronchitis. Some degree of fever often occurs. The 
eupra-clavicular and axillary glands are not infrequently enlarged, and evi- 
dence of malignant disease may be present in other parts of dis body such as 
the abdomen. 

One special variety of apical carcinoma is the superior pulmonary sulcus 
or Pancoast tumour, which gives rise to a somewhat characteristic or sug- 
gestive clinical picture. The chief symptoms are pain in the shoulder, inner 
side of the arm and forearm together with weakness and wasting of the small 
muscles of the hand. Paralysis of the cervical sympathetic on the same side 
develops. There is usually localised dullness at the extreme apex. Radio- 
logical investigation reveals a sharply defined apical shadow with destruction 
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of the posterior part of the first three ribs and sometimes localised vertebral 
erosion. Pancoast suggests that these tumours may arise from remnants of 
the fifth branchial cleft. 

Complications and Sequelz.—Bronchitis is nearly always present in 
some degree. Pulmonary collapse, fibrosis, bronchiectasis, emphysema, 
gangrene, hemoptysis, pleural effusion, abscess and empyema are sometimes 
observed. The effusion is frequently bloodstained. In cases of primary 
malignant disease of the lungs, secondary deposits may occur in other parts 
of the body such as glands, brain, suprarenals, heart and bones. 

Course.—This is progressive, the patient gradually losing strength and 
dying from cachexia or some intercurrent affection. 

Diagnosis.—This is difficult in early cases, and not easy in some 
advanced ones. It not infrequently happens that metastases, especially 
in brain or bone, afford the earliest manifestations to be recognised. Diffi- 
culties may arise in connection with pu one tuberculosis, fibrosis and 
gumma of lung, aneurysm, pericardial and pleural effusion and enlarge- 
ment of the mediastinal glands due to Hodgkin’s disease or tuberculosis. 
The whole body should be searched for evidence of malignant disease else- 
where. The sputum should be examined repeatedly for tubercle bacilli and 
for cellular elements, and an X-ray examination made of the chest. By the 
stereoscopic method excellent evidence of pulmonary neoplasms is often 
obtainable. Lipiodol injection and X-ray examination or tomography may 
demonstrate the obstruction of a bronchus by the growth which often presents 
a tapering or “rat-tail’’ appearance. Bronchoscopy may also serve to 
establish the diagnosis especially in bronchial carcinoma. Temporary 
artificial pneumothorax may be helpful in diagnosis, particularly in differen- 
tiating simple tumours in the periphery of the lung, growths in the medias- 
tinum and in the chest-wall. 

The Pancoast tumour may give rise to special difficulty. It has to be 
differentiated from syringomyelia, cervical mb, apical pulmonary tubercu- 
losis and secondary sarcoma. 

Prognosis.—Apart from those cases in which early recognition may in 
suitable conditions render lobectomy, with removal of the growth, possible, 
this is hopeless, death occurring in a few weeks, or being delayed for two or 
three years. 

Treatment.—Simple tumours are often capable of complete removal 
with gratifying success. | 

In malignant growths lobectomy or dissection pneumonectomy with com- 
plete removal of the growth is only practicable for cases recognised early in 
which there are no secondary deposits. | 

Radon seeds are sometimes used; when practicable they are inserted 
into the growth through a bronchoscope. In other cases they may be intro- 
duced directly into the growth by thoracotomy. Treatment by deep X-ray 
application may be by diminishing local pressure and relieving symptoms 
chiefly in sarcoma or oat-celled carcinoma. Cure by these methods is 
rare, | 

In cases unsuitable for ony and radiation treatment this can only 
be palliative and symptomatic. Useless cough should be checked by sedative 
lozenges or a linctus. Dyspnoa due to pleural effusion may be relieved by 
‘  “" + with or without air replacement; but the fluid often reaccumulates 
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rapidly. Pain should be relieved by analgesic drugs, and in the later stages 
those containing opium or ita alkaloids may be required. 


PARAGONIMIASIS 


Synonyms.—Pulmonary Distomatosis; Lung Fluke Disease; Endemic 
Hemoptyais; Parasitic Hemoptysis. 

fEtiology.—(See p. 306). 

Pathology.—The flukes settle down in the lungs and form burrows. 
These burrows may coalesce and give rise to cystic swellings, varying from $ to 
1} inches in diameter. These in turn develop fibrous sheaths and may give 
rise to abscess formation or pleurisy. The adult fluke is hermaphrodite, and 
lays numerous eggs which measure 100 x 70 ». These are coughed up in the 
sputum, and are easily recognisable owing to their large size. The adult 
parasites are also occasionally found in the brain, liver, lymph glands and 
peritoneal cavity. 

Symptoms and Complications.—The onset of symptoms, after in- 
fection has taken place, is insidious, with cough and expectoration. The 
latter is very constantly blood-stained, and there may be profuse ee 
Secondary pleurisy occurs when the cysts reach the surface of the lungs, 
causing pain. Examination may reveal no abnormal signs, at most there 
are a few scattered rales, together with signs of dry pleurisy at one point. 
Later in the disease the characteristic signs of the various complications 
may appear. 

a general, abdominal and cerebral symptoms and complications, see 

. 306, 307. 
re Course.—This is chronic: the disease often persists for years, without 
giving rise to any acute disturbance apart from periodic hemoptysis. 

Diagnosis.—Distinction from other forms of hemoptysis is accomplished 
by discovering the ova in the sputum. To facilitate the examination a little 
0-1 per cent. sulphuric acid should be added to it. 

rognosis.—The immediate prognosis is good, the ultimate unfavourable, 
as there is considerable difficulty in eliminating the parasites, and permanent 
damage is wrought in the lungs. 

Treatment.—Prophylaxis is important where the disease is endemic. 
No bathing should be allowed in infected rivers, and all water used for drink- 
ing or washing should be boiled or filtered. Crabs should not be eaten. 
When the disease has developed the patient should move from the infected 
area. Potassium iodide (gra. 10-20, t.d.s.) 1s recommended, but other treat- 
ment is symptomatic. 


CONGENITAL CYSTIC DISEASE OF THE LUNG 


4Etiology.—Congenital cysts of the lung may be met with in infants, 
children or adults. There is no infective or parasitic cause, and as in some 
instances cysts have been found in the fostus they are considered to be due 


to developmental errors. . 
Pathology.—The following varietes are described: 1. The large balloon 
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cyst. This may completely compress a lung in an infant or young child. 
2. The solitary cyst. This may occupy half the lung-field. 3. Multiple 
medium-sized cysts, often situated near the root of a lung. 4. Multiple small 
cysts. These cause a honeycomb appearance of the lung resembling bronchiec- 
tasis. 

It is probable that in all cases the cysts are of bronchial origin. The 
lining membrane of the cyst is uniform, the cells having the characters of 
bronchial epithelium. Microsoopieally; the irregular distribution of the 
cartilage, muscle, elastic tissue and mucous glands in the supporting tissues 
differentiates congenital cysts from bronchiectatic cavities. The cysts may 
contain air only, or the contents may be watery, mucoid, or purulent if they 
become infected. 

Symptoms.—These vary with the variety of cyst present. The large 
balloon cyst, met with in infants or young children, may result in severe 
a iptpcar and cardiac distress. In such cases there is cyanosis, dyspnea 
and displacement of the trachea, mediastinum and heart to the opposite 
side of the chest. The percussion note over the cyst is hyper-resonant and 
the breath-sounds are absent. Solitary cysts often give rise to no symptoms 
and are only discovered on routine X-ray examination. When infected the 
clinical features may resemble those of lung abscess or bronchiectasis. With 
multiple medium-sized or small cysts no symptoms usually appear until 
infection occurs, though hemoptysis may occur early. When infected, 
toxemic symptoms develop, nel as loss of weight, irregular fever, cough 
and expectoration which Is sometimes offensive. Clubbing of the fingers 
may then soon be noted. On examination scattered areas of slight dullness, 
weak air entry with a few persistent rales may be detected. 

Course, Complications and Sequelz.—The onset of complications 
usually leads to the development of symptoms which call for investigation. 
Thus spontaneous pneumothorax may result from rupture of a cyst. In 
other cases suppuration occurs in the cyst with the formation of lung abscess, 
bronchiectasis or empyema. Cerebral abscess may be a late sequel. 

Diagnosis.—This is suggested oy X-ray and by lipiodol or neo-hydriol 
examinations and possibly tomography. If the space in the cyst is free from 
fluid the X-ray appearances must be differentiated from those of pneumo- 
thorax, an emphysematous bulla, a thin-walled tuberculous cavity or, in 
some cases, a diaphragmatic hernia. If the cyst contains fluid, further 
investigations are required to exclude the presence of such conditions as 
lung abscess, anbyaten pleural effusion or empyema, hydatid cyst, dermoid 
cyst or a blood cyst. A definite diagnosis can sometimes only be made after 
operation by microscopical examination of a portion of the cyst. 

Prognosis.—This varies with the type of cyst present, the development 
of complications, and the treatment adopted. In many cases the prognosis 
18 good, apart from rupture or infection. In the large balloon cyst there is 
risk of sudden death during an attack of distension. 

Treatment.—The large balloon cysts which are causing respiratory and 
cardiac embarrassment call for immediate treatment by the insertion of a 
needle, Subsequently the only hope of recovery lies in pneumonectomy. 

When the cysts are infected, treatment by postural drainage should first 
be ant Failure usually follows attempts at surgical drainage or collapse 
operations. If the cysts are unilateral and infected, the only hope of cure lies 
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in radical removal of the portion of lung involved, either by lobectomy or 
by pneumonectomy ; and so in bilateral cases it necessarily follows that no 
radical cure is possible. 


HYDATID DISEASE OF THE LUNG 


Hydatid cysts may develop in the lung in patients infected by the ova of 
the Tania echinococcus. 

ZEtiology.—Man is the intermediate host of this parasite, and becomes 
infected directly or indirectly from the dog. The modes of infection and the 
life-history of the parasite are elsewhere considered (p. 314). Males are more 
often affected, and the condition is commoner among the poor than the 
well-to-do. It is rarely seen in this country except in patients from abroad, 
especially from Australia. 

Pathology.—Hydatid cysts have been described in the lungs in from 
5-6 to 16-8 per cent. of cases of hydatid disease in different parts of the world. 
The right lung is more often the site of the disease than the left, and the cyst 
is usually basic, though it may occur in the upper parts of the lung. It is 
generally supposed that infection of the lung is usually secondary to the liver, 
the ova reaching the lung through the diaphragm ; but the occurrence of pri- 
mary lung hydatid suggests the possibility of the embryo gaining access to the 
general blood stream, and thus reaching the lung by the pulmonary artery. 
There is, as a rule, a single cyst in the lung, but multiple or multilocular cysts 
are occasionally observed. The cyst may become as large as a cricket ball, 
but usually ruptures before it reaches this size. It has the same structure as 
hydatid cysts of other organs, with ectocyst and endocyst. It may develop 
brood capsules and daughter cysts, but is often sterile in this situation. 

The reactive changes in the lungs are at first irritative and congestive, but 
eventually some fibroid changes occur, producing a more or less definite 
fibroid capsule around the ectocyst. e overlying pleura may become 
inflamed, thickened and adherent when the cyst grows near the: surface. 
Rupture may occur into a bronchus, into the pleura, pericardium or peri- 
toneum, or occasionally into the aorta or pulmonary vein. Rarely the con- 
tents of a small cyst may become inspissated, thus producing spontaneous 
oure. 

Symptoms.— Until the cyst becomes large enough to cause irritation, there 
may be no symptoms, but sooner or later cough and expectoration develop. 
The latter is generally mucoid, and frequently bloodstained. Dyspnea 
becomes apparent and pain results if the pleura is involved. The signs may be : 
diminished vocal fremitus, localised dullness and weak or absent breath-sounds 
and voice-sounds over a limited area, generally in the lower lobe. A few rales 
may be audible round the dull area. Occasionally with a large cyst there 
may be some bulging on the affected side, and “ hydatid fremitus ” has been 
described. The heart may be displaced in rare cases. Examination by the 
X-rays generally shows a suggestive rounded shadow with very little change in 
the surrounding lung, except in chronic cases where some fibrosis may be 
observed. 

Some degree of eosinophilia is common but not invariable. When rupture 
into a bronchus occurs, there is usually sudden copious expectoration of watery 
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fluid containing hooklets. Daughter cysts and parts of the eotocyst may 
be coughed up and lead to dyspnoea and even suffocation from laryngeal 
obstruction. 

_ After rupture, spontaneous cure may result if the ectocyst is expectorated. 
More commonly the cavity becomes infected and the symptoms and signs 
beoome those of chronic abscess (see p. 1179). Rupture into the pleural 
cavity produces great pain, dyspnoea, cyanosis and shock, similar to the 
condition induced by pneumothorax. Rupture into the pericardium or into 
a vein is usually quickly fatal. When rupture occurs into a serous cavity, 
urticaria and severe toxic symptoms sometimes develop. 

Course.—This is generally progressive, though occasionally spontaneous 
cure occurs either before or after rupture. More commonly the cyst causes 
increasing pressure or irritative symptoms, and eventually rupture or sup 
puration produces acute manifestations, . 

Diagnosis.—The clinical features of pulmonary hydatid may be suggestive 
of pulmonary tuberculosis, pleural effusion or new-growth. Dinguoss may 
be 4 ficult before rupture occurs ; after this the discovery of hydatid hooklets 
or pieces of cyst-wall may establish the diagnosis. In suspicious cases the 
X-ray findings may be of great assistance, and confirmatory evidence may be 
obtained from pas and serological examination. The former fre- 
quently shows eosinophilia, and the latter gives complement deviation when 
a suitable antigen, such as extract of hydatid cyst-wall, is used. A precipitin 
reaction may also be obtained with the fluid from another cyst. The Casoni 
intradermal test with the appropriate antigen has established itself as having 
special diagnostic value. 

Prognosis.—The prognosis is serious owing to the risks of rupture and 
ig eri Spontaneous cure is rare, but can occur. After rupture into 
a bronchus, recovery may ensue, but more commonly abscess formation 
results. Rupture into a serous cavity is frequently fatal. Early surgical 
treatment either before or after rupture improves the outlook. 

Treatment.—Aspiration of the cyst, either exploratory or therapeutic, 
is to be avoided. lt the cyst can be diagnosed or localised before rupture, 
the lung should be exposed by thoracotomy, the pleura stitched together and 
the cyst incised, the endocyst removed, and the cavity drained. Suppuration 
of a pulmonary hydatid must be treated as a pulmonary abscess. 


THE PNEUMONIAS 


The term pneumonia has been somewhat loosely applied to any in- 
flammatory condition of the lung producing consolidation. When the 
consolidation affects large areas of lung uniformly it is described as lobar 
pocomoms, and when it is patchy or lobular in distribution it is called 
obular or broncho-pneumonia. 


1. LOBAR PNEUMONIA 


Synonyms.—Croupous or Pleuro-Pneumonia. 
Definition.—This is an acute infectious disease characterised by an in- 
flammatory lobar consolidation. 
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ZEtiology.— Predisposing causes.—Pneumonia may occur at any age. 
It is common in children up to the sixth year, the incidence being about equal 
in the two sexes. It is commonest between the ages of 15 and 40, when there 
is a preponderance in the male sex of two or three to one. It is also a fre- 
quent terminal malady in the aged of both sexes. It may be doubted 
whether race has much influence, although in America and in the Rand 
mines the incidence and mortality among the black races are both high. 
Pneumonia is met with all-over the world, but it is more rife in localities 
with changeable climate and cold winds. Its seasonal incidence is well 
marked ; it is uncommon in the summer and autumn, and is most prevalent 
from November to March in this country. Although pneumonia is as a 
rule endemic and sporadic in its incidence, it is generally admitted that 
localised epidemics occur. Urban conditions, defective sanitation, over- 
crowding and insufficient ventilation all conduce to the incidence of pneu- 
monia. It is not uncommon to obtain a history of several previous attacks. 
Although the disease often attacks those in normal robust health, there can be 
no doubt that debilitating conditions and diseases predispose to it, among them 
being chronic nephritis, diabetes, over-fatigue, exposure and alcoholic excess. 

Exciting causes.——The exciting cause in most cases is the presence of 
the pneumococcus of Frankel. It may be the only pathogenic organism 
found in the lung lesions and in the sputum, but not infrequently others, 
such as streptococci, staphylococci or Pfeiffer’s bacillus are also present. 
Occasionally these organisms, and others, such as Friedlinder’s pneumo- 
bacillus, the Bacillus typhosus, the gonococcus and the B. pertussis, cause 
lobar consolidation ; but these conditions should be regarded as varieties 
of secondary pneumonia, and differentiated from the acute primary condition 
now under consideration. 

The pneumococcus.—The pathogenicity of the pneumococcus has been 
the subject of an interesting study by Cole, Dochez, Avery and Gillespie 
and more recentl by Georgia Cooper and her co-workers. “Originally three 

were described ; Types I., Il., III., which together account for more 
than 50 per cent. of all cases. The remainder were included in a group referred 
to as Group IV. This has now been separated into 29 other types, making 
32 in all, by means of serological reactions. 

The American observers have shown that 40 per cent. of contacts with 
cases of pneumonia due to oe I. and II. may faibous the corresponding 
organism for an average period of 23 days, and that they may develop pneu- 
monia from it. They have further demonstrated that a convalescent patient 
may carry pathogenic pneumococci in his mouth for as long as 90 days from 
the onset of the disease. They have also found pathogenic pneumococci 
in the dust of rooms in which patients suffering from pneumonia have been 
nursed. The significance of this work is obvious. It confirms the view that 
pneumonia is an infectious disease, capable of being spread by carriers, by 
the convalescent patient, and by the dust of rooms. 

Although the pneumococcus is the specific exciting cause, its activities 
are often determined by some other factor, such as chill, exposure, over- 
exertion or injury. The presumption is that these conditions lower the 
general resistance of the individual, and thus impair the defensive mechanisms. 
Post-operative pneumonia may be a further instance of this, but doubtless 
some supposed cases are in reality due to lobar collapse. | 
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Pathology.—The pneumococcus is found in the pulmonary lesions and 
elsewhere when complications occur. In some patients it is found in the 
blood. These are referred to as bacteriemic cases and are usually more 
severe and often associated with complications. Experimental investigations 
on animals indicate that the avenue of infection is to the lungs by way of the 
trachea and bronchi, the blood infection being secondary to the pulmonary 
lesion, Four stages are commonly described in the process by which the lung 
becomes sansolideted and returns to normal, namely, engorgement, red 
hepatisation, grey hepatisation and resolution. 

In the stage of engorgement the affected part of the lung is slightly 
enlarged, deep red in colour, and heavier than normal, although it still 
crepitates and floats in water. The pleura over it may be injected and 
lustreless and may even show early fibrinous exudate. On section, the 
hyperemia is obvious and there may be some oedema. On squeezing, frothy, 
bloodstained fluid exudes. Microscopically, the engorgement of the 
capillaries, the swelling and partial desquamation of the alveolar epithelium 
are the chief changes to be noted. In the stage of red hepatisation the 
affected area becomes completely consolidated, the general aspect on section 
being remotely similar to liver, hence the name hepatisation. The pleura 
is now notably inflamed and may be obscured by yellow fibrinous exudate. 
The hepatised area of lung is larger and much heavier than normal and bears 
the impress of the ribs upon it. On section, it is seen to be red in colour, 
solid and completely airless. It does not crepitate and it sinks in water. 
The lung tissue is found to be more friable than normal. On scraping the 
cut surface, which has a granular appearance, a reddish fluid is collected, con- 
taining small fibrinous plugs, which are practically alveolar casts. Micro- 
scopically, the alveoli are occupied by a coagulated exudate rich in fibrin 
and red blood corpuscles, with scanty leucocytes and a few larger cells 
derived from the alveolar epithelium. In the stage of grey hepatisation 
the lung tissue, although still solid, airless and non-crepitant, is greyish in 
colour, softer in consistence and still more friable. The surface of the section 
is less granular, and on scraping, a pale yellowish, almost puriform fluid is 
obtained. Microscopically, the blood vessels are found to be relatively 
empty, the alveoli are now incompletely filled, the fibrin and red corpuscles 
have largely disappeared, and the alveoli are occupied by leucocytes and 
desquamated alveolar cells. In the stage of resolution, the exudate becomes 
more liquid and its cellular constituents undergo fatty degeneration. The 
liquetled exudate is largely absorbed, although expectoration may possibly 
assist in its removal. The lung returns to its normal spongy state and the 
alveolar epithelium is replaced. Some pleural thickening or adhesion may, 
however, result. In very severe and fatal] cases, the stage of resolution may 
be replaced by one of purulent infiltration, in which the lung becomes paler, 
softer and in places almost diffluent. The scrapings are practically purulent. 

Although these four stages are described, it should be remembered that 
they are not sharply defined from one another, and that they only represent 
special appearances in a continuous process. Consequently, although the 
major part of the affected area of lung may be characteristic of any one of 
them, all four stages may be recognisable, especially in cases of a spreading 
type. The base is more often affected than other parts, and the right side 
more than the left, in the ratio of 3 to 2. The unaffected parts of the lung 
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may show some catarrhal bronchitis, or some degree of collateral hyperemia 
or oedema. Pleurisy is an integral part of the affection, but it may proceed 
to serous or purulent effusion. Pericarditis and less frequently acute 
endocarditis may be found in fatal cases. Pneumococcal meningitis, arthritis 
and otitis are very occasionally observed. The liver and kidneys may show 
cloudy swelling, and the spleen is often slightly enlarged and soft. Jaundice 
may be observed, especially in right-sided cases. The right side of the 
heart may be engorged and dilated. 

Symptoms.—The exact incubation period is not yet established, but it is 
short, being probably from 1 or 2 days up to a week. The onset is sudden 
and acute, with chill, shivering or rigor in the majority of cases. In children 
convulsions take the place of rigors. Vomiting at the onset is not infrequent, 
occurring in about one-third of the cases. Less commonly the onset is 
insidious, or is preceded by malaise and catarrhal symptoms. The tempera- 
ture rises with the rigor, and as 8 rule a short, dry, irritating cough develops 
quickly, accompanied by a severe cutting pain on the affected side. The 
pain often becomes intense, and coughing may cause the patient great distress. 
The cough is frequently restrained as much as possible, and the breathing is 
rapid and shallow. By the second or third day the pain becomes less and the 
cough easier and more effective. Sputum, which at first is scanty, extremely 
viscid, tenacious and difficult to expectorate, now becomes more abundant, 
although remaining viscid. In typical cases it is characteristically rusty 
at this stage, containing mucus, altered red blood corpuscles, alveolar 
epithelium and large numbers of pneumococci. In a few instances a small 
but definite hemoptysis occurs. Occasionally the sputum is thinner and of 
“* prune juice ”’ type. 

Sleeplessness is often a distressing symptom, especially in the early and 
late stages. In some cases there are marked cerebral symptoms. Headache 
at the onset is common. Delirium is frequent, particularly in the asthenic 
type, in apical cases, and in alcoholics. In the latter it may be violent and 
is often like delirium tremens. The temperature is usually of high con- 
tinuous type throughout, reaching 103°, 104° and even 106° F. or more on 
occasions, especially in the sthenic type. In the asthenic it is often of lower 
range. Defervescence is by crisis in about 60 per cent. of the cases. Crisis 
is commoner in sthenic patients in types 1., IV. and VII., and occurs more 
often on the odd than on the even-numbered days of the disease. The most 
common day for the crisis is the seventh. It is rare before the third or after 
the ninth day. At the crisis the temperature falls to normal or subnormal in 
about 12 hours. The patient often sleeps soundly at this time and may sweat 
profusely ; respiration is slower and easier and the pulse-rate falls. On waking, 
a dramatic change in the condition is usually noticeable. Pain and distress 
are ameliorated, cough is loose and easy, and the patient feels better, although 
weak, Looseness of the bowels and free diuresis are not infrequent, constitut- 
ing the “ critical evacuations.”’ The crisis is sometimes preceded by a pseudo- 
crisis, in which a considerable fall of temperature occurs, with little or no 
improvement in the general condition. A slight post-critical rise of tempera- 
ture of 1° or 2° F. is sometimes seen, but as a rule the temperature remains 
subnormal for a few days and slowly returns to normal. The pulse-rate ma 
be alow for a time. Convalescence is generally rapid, although in cases whioh 
have had marked delirium, some mental confusion may be present for a day 
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or two. Defervescence by lysis more common in asthenic patients. The 
temperiture remits and may take from 2 to 4 days to reach normal or subd- 
normal levels. 

The physical signs vary with the stage of the disease. At first there is 
some restlessness, soon the patient assumes a dorsal decubitus, or les 
more on the affected side. The cheeks are flushed, often markedly so on 
the side of the lesion. The eyes are bright, but the expression is one of 

in or anxiety. A crop of herpes on the lips is very common. The tongue 
is thickly ‘coated and white, becoming dry and cracked in bad cases at a 
tater stage. The skin feels dry and pungently hot. The ale nasi are in 
action, and in children a puff or grunt accompanies each expiration, while the 
pause follows inspiration, instead of expiration. The respiration and pulse- 
rate are increased, the former disproportionately, so that the pulse respiration 
ratio becomes 3 or even 2 to 1, instead of the normal 4 or 5 to 1. | 

In the early stage the pulmonary signs are slight. At the most there 
is lessened movement and diminished vocal fremitys over the affected area, 
with dubious impairment of note, weak air entry and possibly a few crepita- 
tions (indux), or pleural friction sounds, vocal resonance being unaltered, 
Of these, lessened air entry is probably the most common. Slight hyper. 
resonance of the opposite lung, with harsh breathing, may lead to error in 
diagnosis as to the side affected. 

e signs of consolidation (hepatisation) are generally apparent on the 
second or third day, except in cases where the disease starts deeply (central 
pneumonia). There is definite limitation of movement on the affected si 
which is, however, slightly increased in size, as can be demonstrated by 
mensuration. Vocal fremitus is markedly accentuated over the affected 
area, except in massive pneumonia, and friction fremitus may be palpable. 
The note on percussion is dull, but has not the resistant stony character 
of that over an effusion. The note above or below the consolidated area is 
sometimes skodaic. The breath-sounds are tubular, and a few crepitatéons 
may be heard, but frequently adventitious sounds are absent. In some 
oases & friction rub is audible. Bronchophony and pectoriloquy are usually 
very marked over the consolidated area. The breath-sounds in other = 
may be vesicular or harsh, and a few rhonchi may be present. The beart 
is usually in its normal situation, but is sometimes slightly displaced away 
from the affected side. In later stages the signs of dilatation of the right 
heart may become apparent. 

During resolution, which begins after the crisis or during lysis, the tubular 
character of the breath-sounds disappears, and they become at first bronchial 
and later harsh or vesicular. Coarse moist sounds, known as redux crepita- 
tions, are heard both with inspiration and with expiration. The duliness 
gradually diminishes, and the voice-sounds return to normal. In basal 
cases, in which the diaphragmatic pleura is involved early, there may be 
pain, tenderness and abdominal rigiditv simulating peritonitis, perforation 
or aia Graham Hodgson has shown by X-ray examination that 
the diaphragm rises in pneumonia, and in types I. and II. the consolidation 
begins near the hilum and — peripherally. In type III. the appearances 
are leas characteristic, and may begin peripherally and spread centrally. 
Resolution reverses the order of appearance. It is rare for the spleen to be 
sufficiently enlarged to be palpable, The blood shows a leucocytosis up to 
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20,000, occasionally up to 50,000 in young or sthenic patients. Blood 
culture may yield pneumococci, although this was successful in only 30 per 
cent. of cases at the Rockefeller Institute. The urine is diminished in quantity, 
and there is a great reduction in the sodium chloride excretion until the crisis. 
Albumin and albumose are frequently found in small quantities in the urine 
during the febrile stage, and a few granular casts may be present. The 
uric acid excretion is increased to two or three times the normal, commencing 
the day before the crisis and generally falling to normal during the ensuing 
week. This is probably due to disintegration of the exudate in the alveoli, 
and so forms a measure of resolution, although some authoritics maintain 
that it runs parallel with leucocytosis and not with cell destruction. Pneumo- 
cocci can sometimes be obtained from the urine at the height of the disease. 
The blood pressure usually falls during the course of pneumonia, and according 
to G. A. Gibson a sudden rise indicates the imminence of some complication, 
such as delirium, whereas a sudden fall suggests the onset of cardio-vascular 
paralysis. + a . 

The disease does not always follow the typical clinical course, and certain’ 
varieties are described : 

Apical pneumonia.—The consolidation may be limited to the apex or 
upper lobe of one lung. This is more common in children, the aged and 
alcoholics, and is often associated with marked cerebral symptoms. 

Creeping pneumonia (Migratory or wandering pneumonia).—The consolida- 
tion spreads irregularly in one or both lungs. Partial resolution occurs, 
but there is no true crisis, and as successive portions of the lungs become 
involved the temperature exacerbates, eventually falling by lysis in cases 
that recover. 

Central pneumonia.—The symptoms and appearance of the patient may 
suggest lobar pneumonia, and yet no abnormal! signs can be detected in the 
lungs. In some of these cases there may be a deep-seated consolidation, 
which can usually be revealed by X-rays. A typical crisis may occur. 

Massive pneumonia.—The bronchi, as well as the alveoli, may be filled 
with a fibrinous exudate. It is a rare condition and leads to difficulty in 
diagnosis, as the physical signs resemble those of pleurisy with effusion, 
vocal fremitus being diminished and breath-sounds weak or absent. The 
heart, however, is not displaced, or only slightly so. 

Post-operative monia.—It is probable that some cases that were 
formerly described as post-operative pneumonia were in reality instances 
of massive lobar collapse (see p. 1166). At times a pneumococcal pneumonia 
follows the administration of a general anesthetic, but it does not present 
any peculiar features. 

Traumatic pneumonia.—The fact that an injury to the chest may be 
followed after a short interval by a pneumonic process in the lungs has long 
been recognised.. The condition was called “ contusional \Saseelaet ” by 
Litten in 1881. Ktilbs showed later that the changes in the lungs in dogs 
following local trauma were mainly hemorrhagic, and that the lung opposite 
to. the side injured may be affected by “contre-coup.” In the recorded 
cases of traumatic pneumonia two types can be differentiated—(1) those 
with hemorrhagic lesions only, and (2) those showing hemorrhagic foci 
with a superimposed bacterial infection. The former recover rapidly, the 
latter often lead to a fatal issue. , 
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_ Pneumonia in children —This often presents certain characteristic 
features. There is rarely any sputum, the expectoration being swallowed. 
Convulsions at the onset are common. The lesion is often at the apex of 
the lung. Cerebral symptoms are frequent, and empyema or otitis media 
often occurs as a complication. 

Pneumonia tn the aged.—This occurs frequently as a terminal infection, 
often leading to a rapid and comparatively painless death. The onset may 
be insidious and the physical signs slight. 

In pneumonia in the tnsane, lobar consolidation is often observed, 
without marked constitutional disturbance other than fever. 

Secondary pneumonia.—Lobar pneumonia may develop during the 
course of certain acute specific fevers, notably enteric, typhus and plague. 
It is doubtful whether a true lobar pneumonia occurs in influenza, the con- 
dition to which the name influenzal pneumonia is applied being due to 
coalescing lobular pneumonia with hemorrhagic extravasations. 

Complications.—Delayed resolution not infrequently occurs, the signs 
of consolidation persisting for weeks instead of days. Frequent careful 
examinations should be made and possible errors in diagnosis considered, 
such as the presence of tuberculosis or empyema. Gangrene and abscess 
are rare but recognised complications. 

Dry pleurisy is an invariable accompaniment when the consolidation 
reaches the surface, and in a considerable proportion of cases slight serous 
effusion occurs. This occasionally becomes frankly purulent and an empyema 
results. Bronchitis is common and may be due to a complicating secondary 
infection. Cardiac failure is a grave occurrence and can be recognised by 
ncreasing cyanosis, lividity and dyspnea, with signs of enlargement of the 
right heart and with enfeeblement of the heart-sounds. Pericarditis is not 
very uncommon and is a serious complication. It may be dry or proceed 
to serous or purulent effusion. Acute endocarditis, sometimes of infective 
type, occurs. Abdominal complications are comparatively rare. They in- 
clude pneumococcal peritonitis, colitis and nephritis. Acute dilatation of the 
stomach occurs in rare cases, and is usually rapidly fatal. Meteorism is more 
common and, although serious, is more amenable to treatment. Jaundice, 
due to catarrh of the bile-ducts, or to hemolysis, is sometimes present. 

Pneumococcal meningitis supervenes in rare cases, and is invariably 
fatal. Delirium has already been referred to, and is especially serious when 
occurring in alcoholics. Peripheral neuritis has been described, but is very 
uncommon. Otitis media and arthritis, proceeding sometimes to suppura- 
tion, occur as complications, both being commoner in children. A parotitis, 
sometimes going on to suppuration, is an occasional and serious complica- 
tion, especially in old people. During convalescence, thrombosis of the 
veins of the legs may occur in rare instances. 

Sequelz of lobar pneumonia are uncommon. Perhaps the most remark- 
able is the liability to subsequent attacks possibly due to infection by different 
types of pneumococcus. Sorts permanent pleural thickening or adhesion 
may occur, and after an empyema the usual sequelw may result. Pulmonar 
fibrosis (chronic interstitial pneumonia) is rare, especially in comparison wit 
its frequency after broncho-pneumonia ; this may lead to bronchiectasis. 

Course.—The course depends on the type and virulence of the infection 
and on the resistance of the patient. In a typical sthenic case, consolidation 
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is well established by the second or third day, defervescence by crisis occur 
usually on the seventh day, signs of resolution become apparent a day later, 
and all signs clear up within 14 days of the onset. In asthenic cases the 
course is less typical and often prolonged to 9 or 10 days, defervescence 
occurring by lysis. In fatal cases, death commonly occurs between the 
fourth and tenth days, although severe cases may prove fatal as early as 
the first or second day. After the tenth day a fatal result is generally due 
te complications. An abortive course is described, in which typical symptoms 
occur with slight or indefinite signs, the temperature falling by crisis within 
36 hours, followed by rapid recovery. This group includes the “ maladie 
de Woillez.” It is difficult in many instances to establish the true causation 
of such cases. 

Diagnosis.—When the disease is well established and the history is avail- 
able, diagnosis is as a rule easy. To prove the pneumococcal origin, sputum 
examination, lung puncture, or blood or urine culture is necessary. The 
investigation of serum reactions is necessary to establish the type of pneumo- 
coccus concerned if specific treatment is employed. 

At the onset, especially before tle sigus of consolidation develop, diffi- 
culties in diagnosis often occur. The initial rigor or convulsion with vomitin 
may suggest scarlet fever. In children, especially those with early apica 
pneumonia, headache, vomiting, convulsions, head retraction, squint and 
even slight Kernig’s sign may lead to an erroneous diagnosis of meningitis. 
Pain in the side and cough, the altered pulse respiration ratio, and the 
presence even of slight abnormal physical signs in the chest, usually suffice 
in both instances to suggest the correet explanation. 

Occasionally the onset of pneumonia may simulate an acute abdominal 
condition, such as appendicitis or perforation of a gastric ulcer, owing to 
referred abdominal] pain, sometimes with rigidity. The diagnosis may be 
very difficult, and laparotomy has not infrequently been carried out in error. 
The history, the pulse respiration ratio, the absence of tenderness on rectal 
examination, and the presence of pulmonary signs usually enable a correct 
decision to be made. 

Influenza may start acutely and simulate pneumonia, but the distribu- 
tion of the signs and the examination of the sputum generally serve to dis- 
tinguish between them. Typhoid fever less often gives rise to difficulty, 
but some cases of pneumonia pass quickly into a typhoid state, while some 
cases of typhoid fever develop consolidation in the first week. 

When consolidation is well established, the chief conditions to be differenti- 
ated are—(1) Broncho-pneumonia. The slower onset, the more prolonged 
course, the bilateral patchy physical signs, and the marked predominance of 
the bronchitic manifestations usually suffice to differentiate this group of con- 
ditions. (2) Secondary pneumonias, such as those in plague, typhoid fever, 
and influenza, can be diagnosed only from the history, the associated symptoms 
and signs, and from the bacteriological examinations. (3) Friedlander’y 

eumonia is rare. Its course is short, its promos ave, and it can only 

recognised by bacteriological investigation. @) ssive collapse. The 
diagnosis of this condition and its differentiation from pneumonia are 
discussed on p. 1167. (5) Acute pneumonie tuberculosis. The onset 
and early signs may be identical with those of pneumonia. The persistence 
of the fever, its tendency to become remittent or intermittent, and the 
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oeourrence of night sweats should suggest looking for tubercle bacilli in the 
sputum. (6) Pleural effusion and empyema. Differentiation is generally 
easy, except in cases of massive pneumonia. Investigation of the position 
of the cardiac impulse, and of vocal fremitus and resonance, affords the 
most valuable aid. Grocco’s triangle may also assist. In some cases the 
diagnosis can only be established by the pie needle. (7) Infarction 
of the lung in cardiac disease, causing pain, cough, blood-stained expectora- 
tion, and dyspnoea, may simulate pneumonia. The absence of fever, the 
presence of the cardiac condition and the localised physical signs are generally 
characteristic. (8) Acute cedema of the lung, especially in mitral stenosis, 
may suggest pneumonia. Fever is generally absent, the sputum is typical, 
and the primary cause may be apparent. An attack of paroxysmal tachy- 
cardia may give rise to difficulty, when it leads to dullness and crepitations 
at the bases, but careful examination should establish the very rapid action 
of the heart and the evidence of venous engorgement in other parts. 

Prognosis.—Lobar pneumonia is a serious disease, with a high mortality 
rate. This is profoundly influenced by age and by recent methods of treat-~ 
ment. It is but little fatal in childhood, except in the firat years of life. After 
the age of 60, the mortality until the new chemo-therapeutic measures were 
employed was from 60-80 per cent. The New York investigations at the 
Rockefeller Institute demonstrated the importance of the type of pneumo- 
coccus in prognosis; thus, it was found that the mortality of cases with 
types I. and II. was about 25 to 30 per cent., of those with type IIT. 50 per 
cent., and of other types collectively only 12 per cent. With M. and B. 693 
(Dagenan, sulphapyridine) the average mortality of all types has been reduced 
to about 8 per cent. 

‘Ihe previous habits and history of the patient influence prognosis con- 
siderably ; chronic alcoholism doubles the risk of a fatal issue, and the outlook 
18 grave in patients who are the subjects of diabetes, chronic cardio-vascular 
disease, nephritis, marked debility or obesity. Unfavourable indications 
during the course of the disease are profound toxemia, & pulse-rate persist- 
ently 130 or more, a blood pressure in millimetres of mercury lower than the 
pulse-rate, and a temperature remaining at 105° F. or over for several days. 
Absence of the usual leucocytosis is generally of sinister import. Dilatation 
of the right heart, with cyanosis progressing to lividity, is most grave. Modern 
statistics contirm the traditionui view that labial herpes is a favourable 
prognostic sign. 

f complications, meningitis is invariably fatal, unless it responds 
to treatment by sulphapyridine while septic endocarditis is extremely 
grave. Cases with abscess or gangrene, although serious, sometimes recover, 
espécially if operative treatment is practicable. The prognosis of those 
With pericarditis is serious, but not uniformly unfavourable. Cases with 
bilateral empyemata show a high mortality. Late delirium is a very 
serious indication. 

Treatment.—ProrayLactic.—Prophylactic vaccination has been used 
with success by Lister in South Africa. coer hie a triple vaccine, made 
from three types, and gave 6000 millions of each. Three injections were 
made at weekly intervals. 

When a case has occurred, ali contacts should have a throat examination, 
and if virulent pneumococci are found a suitable antiseptic mouth wash 
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should be used. The room in which the patient has developed the disease 
should be disinfected afterwards. If possible, no case of pneumonia should 
be nursed in a general ward of a hospital, and the doctor and nurse in attend- 
ance should wear gauze masks. All sputum should be disinfected. The 
patient should lie in a narrow bed away from a wall to facilitate nursing. The 
room should be well ventilated, and the temperature maintained at 60° to 
65° F. Treatment in the open air is not advisable except in very mild 
weather. Two important factors are rest and sleep. The patient should, 
therefore, be disturbed as little as possible by the examination of the physician 
and by the attentions of the nurse, He should not, however, be allowed to lie 
flat all the time, to avoid basal congestion. The diet should be restricted to 
fluids and semi-solids, eggs, milk, meat extracts and the various invalid 
foods being given up to 2 or 3 pints in the 24 hours. Dextrose, in the pro- 
portion of 2 to 4 ounces to the pint of lemonade or orangeade, is useful. Too 
much milk should be avoided, as it is liable to cause indigestion and flatulence. 
The irritating cough, which induces such intense pain, should be checked 
by a sedative linctus, or by lozenges, but it may be necessary to inject 
fzth grain diamorphine hydrochloride (heroin), or even 4th grain morphine 
to relieve pain and to induce sleep in the early stage. Local applications to 
the chest help to relieve pain. Hot linseed poultices to the back and side 
may be sanloyed’ but cataplasma kaolini or antiphlogistine applied on lint 
does not require such frequent changing and disturbs the patient leas. Care 
should be taken to avoid too hot application, which may injure the skin. A 
pneumonia jacket is preferred by some, by others the ice poultice or — 
is found very soothing. A dose of calomel should be given at the onset, an 
the bowels should be opened daily, either by a laxative or by a small soap 
enema unless at any stage the patient is profoundly exhausted. 
Sulphapyridine (Dagenan, M. & B. 693) has proved of great value in 
the treatment of lobar pneumonia due to all types of pneumococcus, It is 
put up in tablets contaiming 0-5 grm. for adults, and 0-125 grm. for infants 
and young children. The usual dosage for adults is 4 tablets repeated in 
4 hours, followed by 2 tablets every 4 hours for 24 days. Subsequently 
1 tablet is given every 4 hours for 24 hours, then 1 tablet every 8 hours for 
36 hours, making a total of 23 grms. in 5 days. In infants 0-125 to 0-25 grm. 
is given four-hourly. The dose for children is based on the body weight, 
but they require proportionately up to 50 per cent. bigger doses than adults, 
e.g. up to the age of 3 years 0-375 grm., and at 5 years 0-5 grm. is given four- 
hourly, until the temperature falls to normal, when a smaller dose may be 
iven eight-hourly for two further days. Children tolerate the drug well. 
he tablets are best administered crushed and suspended in water, milk or 
fruit juices, The patient should not be given sulphur-containing substances 
such as eggs, onions, Epsom salts or Glauber salts during the course of the 
treatment. A sufficient quantity of fluid should be taken to result in the 
passage of at least 50 ounces of urine in the 24 hours. At whatever stage in 
the illness the treatment is instituted the temperature usually falls to normal 
by lysis in 24 to 36 hours when the drug is effective, although the actual 
process of resolution in the lung is not accelerated. In some cases vomiting 
prevents an adequate concentration of the drug in the blood and the treat- 
ment has to be abandoned, but frequently the difficulty can be overcome by 
varying the method of administration. The most important toxic effects 
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may occur include nausea and vomiting probably central in origin, 
headache, cyanosis due to methemoglobinemia, and hematuria. The latter 
may occur if the urine is too concentrated and is thought to be due to the 
formation of crystals of acetylated sulphapyridine. If the drug is admini- 
stered for longer than 5 days there is a possibility of further complications 
ensuing, such as drug fever and granulocytopenia. In the former the 
temperature may rise to 104° or 105° F. and morbilliform, scarlatiniform 
or urticarial rashes appear. A preparation of soluble sulphapyridine 
(Dagenan—sodium) may also be given intramuscularly or intravenously if the 
patient cannot tolerate the drug by mouth. It is put up in ampoules con- 
taining 1 grm. in 3c.c. The intramuscular injections are given undiluted and 
are painful. For intravenous injection the contents of the ampoule are 
diluted to 10 c.c. with normal saline. The usual dose is 1 grm. every 4 hours, 
In the early stage, a simple saline diaphoretic mixture may give comfort by 
promoting the action of the skin and by rendering the sputum less viscid. 
For this purpose liq. ammon. acetat. min. 120, potass. citrat. grs. 20, syrup. 
aurantil min. 60 and water to the ounce, may be given every 4 to 6 hours. 
The use of depressant drugs, such as tartar emetic, aconite, or pilocarpine, 
although formerly recommended, is now generally discarded. Expectorants 
such as ammonium carbonate or iodide of potassium in doses of 3 to 5 grains 
are often recommended after the second day, but are of doubtful utility. . 

Cardiac embarrassment and failure are the conditions requiring the most 
active treatment in this disease. A careful watch should be kept upon the 
colour of the patient, the condition of the pulse and the size of the heart. 
Digitalis, in doses of 5 to 15 minims of the tincture, may be added to the 
mixture, or given with brandy. Nikethamide (coramine), either by the 
mouth or hypodermically, is often of value and has largely replaced the use 
of camphor, though the latter dissolved in sterile oil may be given in 3-grain 
doses twice daily. If signs of acute heart failure occur, strophanthin gr. siz 
may be given intravenously, or digitalin gr. ;49 with strychnine sulphate 
or hydrochloride gr. 45 to z5 hypodermically. The latter may be repeated 
in from 4 to 6 hours if necessary. Strychnine alone may be given in doses of gr. 
sg every 4 hours, and is often very useful. Other circulatory tonics which may 
be employed hypodermically are pituitary (posterior lobe) extract $ to 1 c.c., 
or adrenaline 5 to 10 minims of | in 1000 solution. Alcohol is often useful ; 
it should not be given too early in the attack, but where there are indications 
of incipient cardiac weakness 4 to 6 ounces daily may be given, and this even 
to alcoholics. 

Oxygen inhalations may be helpful in any case where there is distress or 
cyanosis. It should be warmed, and may be bubbled through alcohol. It 
may be administered continuously by means of a double nasal catheter with 
flow-meter and humidifier if available, or the B.L.B. mask by which with 
various adjustments an alveolar concentration of oxygen of more than 90 per 
cent. can be obtained. An oxygen tent is now rarely used except for infants 
and children. These methods may prove of the greatest value where 
there is marked anoxsemia. Venesection to the extent of 10 or 12 ounces 
is of some value if there is lividity from right-sided engorgement, especially 
in sthenic cases. As a rule it is best not to interfere with the temperature 
by antipyretic drugs and measures unless it remains over 104° F., when 
sponging, either tepidor cold, should be tried. . 
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Sleeplessness is a frequent and distressing symptom and requires treat- 
ment. in the early stages 10 grs. of Dover’s powder or an injection of mor- 
pe or diamorphine hydrochloride (heroin) are usually effective. In the 
ater stages, morphine should only be given with care, and then in association 
with atropine gr. sgz to +35 and strychnine gr. x4, to x. Paraldehyde min. 
120 with syrup of orange in 2 ounces of water, is safe and often effective, 
Chloralamide grs. 20 to 30, with bromides may be tried. In cases with deliriam 
an ve should be applied to the head, and the patient sponged with tepid 
water. Morphine may be necessary, and in severe cases hyoscine, gr. +i5, 
may be injected; but the latter is a dangerous drug and the patient’s con- 
dition should be watched, and strychnine administered if necessary. Tympan- 
ites, when present, is distressing and exhausting, and should be étsated be 
passing a rectal tube or by the administration of an enema of asafostida or a 

ine wash-out. If these measures fail, carbachol (doryl) or acetylcholine 
iar’ be employed cautiously. 

pecific.—Specific antiserums are now available for many of the types, 
and have been used with some success. Horse serums, highly concentrated 
and refined by Felton’s method, are now available for types I., IZ., 1V., V., 
VII. and VIII. Rabbit antipneumococcus serum is available for type II., 
and many others. It has the advantage of ease of preparation and of con- 
siderable concentration. If it is proposed to employ serum treatment it 
is necessary first to determine the type of pneumococcus concerned by sero- 
logical tests. A rapid method involving the parians * of the organisms in the 
fresh sputum against test serums has been introduced by Armstrong and 
simplified by Neufeld. The specific serum causes swelling of the capsules in the 
corresponding type. The patient’s sensitiveness to the serum must then be 
determined by an intradermic injection of 0-02 c.c. of diluted serum (diluted 44, 
with saline), and if he shows a reaction he must be desensitised by small injec- 
tions to prevent anaphylaxis. The serum is then diluted with an equal volume 
of warm sterile saline and 10 to 15 c.c. injected intravenously at the rate 
of 1 c.c. a minute, followed by 90 c.c. more during the next quarter of an 
hour. This dose is repeated every 8 hours until improvement occurs. 
Felton’s serum (2000 units in 1 c.c.) is administered intravenously undiluted, 
after being warmed to body temperature and after careful preliminary tests 
as to sensitiveness. The initial dose is 10,000 units, slowly injected intra- 
venously. Amounts up to 40,000 or 50,000 units are given in the first 24 
hours, though as much as 100,000 units may be necessary in severe cases. 
The earlier it is given, the greater is the likelihood of success. It is as a 
rule unnecessary in young children and adolescents, and contra-indicated in 
advanced age and in patients known to be allergic. Rabbit serums are given 
undiluted intravenously after being warmed to body temperature. At least 
5 minutes should be taken to inject each dose. If anaphylactic manifestions 
ocour adrenaline should be given subcutaneously at once. 

Vaccine treatment is recommended by some, but the results are generally 
disappointing during the acute stage. A common method is to give 20 
millions of a stock pneumococous vaccine, and then to use an autogenous 
one as soon as it can be made. Sensitised and detoxicated vaccines have 
also been prepared. Vaccines seem to be more valuable in cases of delayed 
resolution. / 

Artificial pneumothorax has been suggested as a method of treatment. 
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There is as yet no convincing evidence of its value, but in cases with severe 


pain, the introduction of sufficient air to separate the inflamed surfaces of 
the parietal and visceral pleura is worth considering. | 


2. BRONCHO-PNEUMONIA 


i Synonyms.—Lobular Pneumonia ; Catarrhal Pneumonia ; Capillary Bron- 
chitis, 

Pulmonary consolidation of lobular distribution occurs in a variety of 
conditions which have little else in common. A satisfactory classification 
is at present difficult. The term capillary bronchitis is misleading and should 
be regarded as obsolete, since any inflammatory condition affecting the finer 
bronchi is invariably associated with alveolar changes. For convenience 
the following varieties of broncho-pneumonia may be described : (1) Primary. 
(2) Secondary. (3) Aspiration or deglutition. (4) Tuberculous. 


a. Primary BroNncHO-PNEUMONIA 


Etiology.—This form almost invariably affects infants under 2 years 
of age, in whom a lobular pneumonia seems sometimes to occur under con- 
ditions which would induce lobar pneumonia in older children or adults. 
It occurs equally in the two sexes, and is commoner in the winter and the 
spring. Rickets, malnutrition and debility are predisposing conditions, 
but it sometimes develops in healthy robust infants after exposure or chill. 
The pneumococcus is the organism usually found, either alone or in associa- 
tion with others, such as streptococci, staphylococci, the Micrococcus catar- 
rhalts or Friedlinder’s pneumo-bacillus. 

Pathology.—Widely scattered patches of consolidation are found in one 
or both lungs. These may be small and separated by areas of collapse or 
emphysema. Occasionally they are almost confluent, and at first sight 
appear like lobar pneumonia, constituting the pseudo-lobar form; but 
careful observation shows that the distribution is lobular and that zones of 
incomplete consolidation or of normal hung tissue separate the solid areas, 
If the process reaches the surface some degree of pleurisy is present, although 
this pe than in lobar pneumonia. 

Microscopically, the appearances approximate to those of the lobar 
form; the alveoli are found to be filled with exudate, in which leucocytes 
and desquamated epithelial cells are present, together with some fibrin and 
red blood corpuscles. Catarrhal changes are also present in the bronchi. 

Symptoms.—The onset is acute, with vomiting and chill, or convulsion, 
as in lobar pneumonia, but may be more gradual. Cough, cyanosis and 
dyspnoea develop rapidly. There is no expectoration, since infants and 
young children swallow the sputum. Cerebral symptoms simulating menin- 
gitis are common. The temperature rises quickly to 103°, 104° F., or 
higher, and the range is of the same character as in lobar pneumonia. Defer- 
vescence by lysis is the rule. 

‘The physical signs are variable. In cases with widespread consolidation 
they are very similar to those of lobar pneumonia, with dullness, tubular 
breathing, increased voice-sounds and crepitations. In other cases, although 
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the aspect of the infant appears characteristic of pneumonia, with rapid 
breathing, cyanosis, reversed rhythm of inspiration and expiration, sucking 
in of the lower ribs and dilation of the alse nasi, the signs are more scattered. 
Tubular breathing and increased voice-sounds may only be heard in localised 
patches, especially in the lower lobes. Crepitations are commonly present, 
and rhonchi may be audible over both lungs. 

Complications and Sequelz#.—These are similar to those of lobar 
pneumonia. : | 

Course. —This is usually short, the temperature falling in from 3 to 7 
days, but it may be more prolonged and be suggestive of tuberculosis, or 
some other form of secondary bronchitis. 

Diagnosis.—Primary broncho-pneumonia has to be distinguished from 
the lobar form to which etiologically and pathologically it is so closely related. 
The acute onset without previous respiratory symptoms will suggest its 
primary character, while the patchy distribution of the signs generally 
suffices to establish its lobular distribution. In pseudo-lobar forms, this 
differentiation may be almost impossible during life. The cerebral symptoms 
at the onset, and the early absence of pulmonary signs may give mise to 
difficulty, as in the first stage of lobar pneumonia. 

Prognosis.—The prognosis of primary broncho-pneumonia is generally 
unfavourable, especially in very young or debilitated infants. 

Treatment.—This is practically identical with that of secondary broncho- 
pneumonia in children. 


b. SECONDARY BRONCHO-PNEUMONIA 


In this condition there is inflammation of the bronchi, spreading down 
to and involving the alveoli. It is generally a catarrhal process, but may go 
on to septic or suppurative manifestations. 

fEtiology.—A secondary broncho-pneumonia may occur at any age, but is 
much more common in early and advanced life. It is equal in its incidence 
in the two sexes. It frequently occurs as a complication of measles, whoop- 
ing-cough, psittacosis and influenza, less commonly in cases of diphtheria, 
scarlet fever, plague and the enteric group. <A bronchitis starting in the 
larger tubes may spread downwards to the alveoli. Broncho-pneumonia 
may develop during the course of acute gastro-enteritis. A secondary 
broncho-pneumonia occurs as a terminal infection in many old and debilitated 
persons and in those with chronic wasting or cachectic diseases, and also in 
chronic cardio-vascular conditions, chronic renal disease and in many pro- 
gressive nerve degenerations. Any septic process may produce a metastatic 
broncho-pneumonia. This occurs in association with otitis media, suppura- 
tive inners about the appendix or Fallopian tubes, and cerebral abscess. 

tology.—T his is, as might be expected, very varied. Streptococci 
are frequently present, especially the hemolytic variety, generally associated 
with other organisms, such as the pneumococcus, Pfeiffer’s H. influenza, 
ng ae aa and those found in catarrhal conditions of the upper air-passages. 
The B. pertussis may be found in cases associated with whooping-oough, the 
B. pestis in plague, and occasionally the B. diphtheria in diphtheritic broncho- 
pneumonia. The importance of Friedlinder’s B. pneumome@ was formerly 
overestimated in this connection. ones 
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Pathology.—When, from any of the above-mentioned causes, an in- 
flammatory process reaches the finer bronchi, the alveoli become affected in 
three different ways. Owing to the blocking of the bronchi by secretion or 
exudate, small areas of collapse of lobular distribution are produced. The 
inflammatory process extends into some or all of these, and areas of lobular 
consolidation result. Not infrequently the adjacent groups of alveoli become 
distended and are thus in a condition of acute emphysema. The lungs are 
normal in size or slightly enlarged. The surface presents a somewhat 
uneven, mottled appearance. There are small projecting patches of firmer 
consistence and reddish-grey colour, due to the consolidated lobules. 
Adjacent areas may be depressed and slaty blue, from lobular collapse, while 
the intervening lung tissue is normal or pinkish and emphysematous. There 
may be dimness or slight roughening of the pleura where the consolidated 
areas reach the surface, but serous or purulent effusion is uncommon. On 
section, the lung is found to be congested and sometimes cedematous, especi- 
ally at the bases, while the bronchi exude pus or muco-pus from their cut 
ends. The reddish-grey areas of consolidation are found to vary in size 
from a pin’s head to a hazel nut. They are generally more abundant in 
the lower lobes, especially posteriorly. The consolidated and collapsed 
areas both sink in water, and do not crepitate. There is often some peri- 
bronchitis, and the bronchial glands are usually enlarged. Microscopically, 
the finer bronchi and the consolidated alveoli are found to be filled with an 
exudate containing large numbers of leucocytes and desquamated, pro- 
liferating epithelial cells, but in which few red blood scepdseles and little or 
no fibrin are found. 

In the very acute condition to which the name capillary bronchitis was 
formerly applied, consolidation may not be apparent, but microscopical 
examination invariably demonstrates the involvement of the alveoli. In 
influenzal broncho-pneumonia the pathological changes probably commence 
as an exudative bronchiolitis, associated with capillary reg ties 
Secondary infections are probably responsible for the consecutive broncho- 
pneumonic process, which results in flooding of the alveoli with an exudate 
containing red cells, but little or no fibrin. 

Symptoms.—JIn the cases ensuing on bronchitis in infants or old people 
(formerly called capillary bronchitis), initial symptoms may be slight, and 
simply those of ordinary bronchitis, namely, malaise, slight fever and cough, 
with or without expectoration. The implication of the finer tubes and 
alveoli is usually marked by a rapid rise of temperature, great prostration, 

uick breathing and an irritating, persistent and often ineffective cough. 
n children, the alw nasi work, the lower ribs are sucked in, and the pneu- 
monic type of breathing develops. The patient becomes cyanosed, the pulse 
is rapid, 120 or more, and the respirations 50 or 60 per minute. The physical 
signs are in general indistinguishable from those of primary broncho-pneu- 
monis, but breath sounds are often harsh and puerile, while tubular breathing 
ia not heard, or only in very localised areas. In old people, cyanosis, rest- 
leasness and delirium may occur, and later the cough become less frequent, 
the patient being drowsy and tending to sink down in the bed, whereas 
pevcuy there was orthopnea. These symptoms are ominous and indicate 
allure of the respiratory centre. 2 
The physical signs are often those of bronchitis, harsh or weak inspira- 
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tion and prolonged expiration, sibilant and sonorous rhonchi and crepitations 
or crepitant rales especially at the bases. Patches of tubular breathing 
with increased voice sounds may develop but are not always present. 

In other forms of secondary broncho- pneumonia similar symptoms 
and signs develop more insidiously in the course of the primary disease. 
Broncho-pneumonia should be suspected when cough, expectoration and 
dyspnea, together with a remittent type of temperature, develop in the 
course of an acute specific fever or other severe illness. In all forms, anorexia 
is common, the mouth and tongue become dry, and thirst is complained of. 
The urine presents the usual high-coloured, concentrated character of febrile 
conditions. It is often diminished in quantity, may contain a small quantity 
of albumin, and not infrequently deposits urates. 

Complications and Sequelz.—These are relatively infrequent. Pleurisy 
may proceed to effusion, and when this occurs it is often purulent. Abscess 
and gangrene are rare, but develop rather more frequently than after lobar 
pheumonis. Other complications, such as pericarditis, endocarditis, menin- 
gitis and nephritis, are probably due to blood-borne metastasis. 

The most important sequel is pulmonary fibrosis, which is often the origin 
of bronchiectasis later in life. monary tuberculosis is frequently described 
as a sequel, especially after measles, and may be due to inflammatory changes 
in the bronchial glands activating a quiescent tuberculous deposit there. 
In many cases of tuberculosis described as following on broncho-pneumonia, 
it is more probable that the original lung affection was tuberculous. 

Course.—Secondary broncho-pneumonia generally has a longer course 
than either the primary form or the lobar variety of pneumonia. The fever 
often persists in remittent type for two or three weeks, and sometimes even 
for two or three months, although in this case tuberculosis should be sus- 
pected. The decline is almost always by lysis. Convalescence is often slow, 
the patient being left thin, weak, anemic and debilitated. 

Diagnosis.—The development of pulmonary symptoms, and of more or 
less characteristic physical signs in the course of measles, whooping-cough 
or one of the other diseases mentioned above, usually renders the diagnosis 
easy. Difficulty may arise in regard to tuberculosis, which in one form 
produces lobular pneumonic lesions with symptoms and signs indistinguish- 
able from other varieties of secondary broncho-pneumonia. In any case 
where the fever lasts more than three weeks, or where the signs show no 
tendency to resolve or are chiefly apical, tuberculosis should be suspected. 
Unfortunately in children sputum is rarely available. An attempt is some- 
times made to obtain it on gauze held in forceps, after exciting cough by 
touching the fauces. The mucus in the fauces may also be examined for 
tubercle bacilh. The diagnosis may, however, remain doubtful, until signs 
of softening become established. 

Bronchitis rarely gives rise to difficulty. The fever is usually less high, 
and of shorter duration, while the physical signs are different, signs of con- 
solidation being entirely absent. Hypostatic pneumonia may bays to be 
considered. There is usually some obvious cause for this, such as cardiac 
disease and failure, or prolonged confinement to bed. The temperature is 
generally lower and the distribution is lobar. . 

Pleural effusion and empyema can generally be differentiated by the 
aiteration of vocal fremitus and the displacement of the cardiac impulse. 
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In = of difficulty the exploring syringe enables a distinction to be 
made. 

Prognosis.—The prognosis in secondary pneumonia is serious. Many 
deaths occur from this complication in the acute specific fevers, particularly 
with measles and influenza. Even the form following on severe bronchitis 
is frequently fatal, especially in old people and in wrongly fed or debilitated 
infants. The development of delirium, of a pulse-rate over 150, of marked 
cyanosis and dyspnoea is unfavourable. In old people, drowsiness, sinking 
down in the bed, and cessation of cough are very grave indications. 

Treatment.—The treatment is very similar to that of lobar pneumonia, 
except that stimulant and expectorant drugs may be necessary from the 
first. At the present time there is practically no difference in the methods 
of treatment applicable to the primary and secondary forms, In cases due to 
pneumococcal infection sulphapyridine should be employed (see p. 1234). If 
streptococci are established as the infecting agent, one of the sulphanilimide 
preparations should be given at once. 

be patient must be in bed, and the position should often be changed 
so as to prevent hypostatic congestion. The room should be well ventilated, 
but without draughts, and the temperature kept at 65° F. both night and 
day. In the early stages the air may be moistened by 4 steam kettle, but 
the use of a tent is generally to be avoided. Poultices are now less generally 
employed than formerly, especially for children, and a light pneumonia jacket 
of Gamgee tissue is usually preferred. The diet should be restricted to fluids 
and semi-solids, as in pneumonia. Stimulants may be given early if the 
pulse becomes weak, in doses of 10 drops of brandy every 2 hours to infants, 
and quantities up to 4 or 6 ounces in the 24 hours to old people. The dry, 
distressing cough at the onset may be loosened by giving a simple alkaline 
febrifuge mixture, such as liq. ammon. acetat. min. 120, pot. citrat. grs. 10, 
sod. bicarb. grs. 10, with favouring agents, such as syrupof tolu andchloroform 
water. Later, ammon.carb. and tinct.ipecac. may be given, but large doses of 
expectorants are to be avoided because of their irritant effect on the stomach. 
Opiates should not be administered except as tinct. opii camphorata or possibly 
oe powder in the early stages. In infants they should not be given 
at all. 

When in infants or children, the bronchi are becoming blocked by the 
secretion within them, as evidenced by increasing dyspnea, an emetic should 
be given. For this purpose tinct. ipecac. or ammon. carb. in emetic doses is 
the most effective. In old people, ammon. carb. may be given in milk in 
doses of grs. 10 two or three times a day, and energetic counter-irritation 
applied to the bases by means of turpentine stupes, dry cupping or strong 
liniments. 

Strychnine either by the mouth or hypodermically is strongly recom- 
mended in cases in which the respiratory centre shows signs of failure. It 
may be pushed, if necessary, to the point of producing slight muscular 
twitchings. Nikethamide (coramine) or camphor injections and cardiac 
tonics may be given under the same conditions as in lobar pneumonia. 
The administration of warmed oxygen may give relief to dyspnea and 


In cases in which resolution is delayed the question of vaccine therapy 
may be considered. It seems sometimes to be of distinct value. 
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c. INHALATION, ASPIRATION AND DEGLUTITION BRONCHO-PNEUMONIA 


Acute broncho-pneumonic processes may be caused by the inhalation 
or aspiration of fluid or solid particles, derived from the upper air-passages 
or from other parts of the lung. To this form the name of aspiration, or 
inhalation pneumonia is applied. When from any cause food particles are 
drawn into the bronchi and broncho-pneumonia results, the condition is 
referred to as deglutition pneumonia. e resultant processes are similar, 
and are in effect analogous to those caused by other septic or infected foreign 
bodies inhaled into the bronchi. 

ZEtiology.—These conditions may occur at any age, but are more common 
in adult life. They result from septic processes in the mouth, naso-pharynx, 
larynx or trachea, and from any morbid state leading to anesthesia of the 
pharynx, or to difficulty in deglutition, They oocur in association with 
ulcerating growths of the mouth, tongue, tonsil, pharynx or larynx, and after 
operations for these conditions or upon the nose and throat, including 
tracheotomy. Aspiration broncho-pneumonia may also result from vomit- 
ing during or after the administration of an anesthetic. Carcinoma of the 
cesophagus eroding the trachea may be a cause. Diphtheritic or other 
forms of paralysis, coma from any cause, especially cerebral vascular 
lesions and uremia, may lead to the passage of food particles into the air- 
passages. Other cerebral lesions, such as abscess or tumour and bulbar 
paralysis, can also produce the same condition. Infected material may be 
aspirated from diseased to healthy parts of the lung, as in hemoptysis, 
abscess, gangrene and bronchiectasis, or after rupture of an empyema into a 
bronchus. 

Pathology.—Any material reaching the air-passages in this manner is 
certain to be laden with infective micro-organisms, which may induce bron- 
chitis and broncho-pneumonia. Since pyogenic organisms are often present, 
suppuration is frequent and single or multiple abscesses result, or even 
gangrene. If the pleura becomes involved, empyema may develop. 

ymptoms.—These are in general similar to those of secondary broncho- 
meumonia and are miperedied to those of the primary condition. There 
is generally high temperature, sometimes with rigors, cough and expectora- 
tion which is occasionally offensive. It may be mixed with food material 
and with blood. The physical signs are those of bronchitis and widespread 
broncho-pneumonia. 

Complications and Sequelz.—These are somewhat similar to those of 
other inhaled foreign bodies, and comprise abscess, gangrene and empyema. 

Course.—The course is generally short, owing to the severity of the 
process and the gravity of the primary cause. In the comparatively rare 
cases that recover the course may be severe and protracted. . 

Prognosis.—From the nature of the primary condition and the intensity of 
the resulting broncho-pneumonia, this is usually grave. 

Treatment.—Propay.actic.—The utmost care should be paid to the 
toilet of the mouth and pharynx in disease of, or operations upon, these 
parts. In paralysed or unconscious patients it may be necessary to resort to 
nasal feeding. In hemoptysis or bronchiectasis the patient should lie rather 
on the affected side. 

The treatment of the developed condition can be only palliative or 
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i her decane in many cases. In most instances the general treatment is 
similar to that of secondary broncho-pneumonia. 


d. TUBERCULOUS BRONCHO-PNEUMONIA 


This constitutes one form of pulmonary tuberculosis (see Acute Caseous 
Tuberculosis, p. 1191). 


PNEUMONITIS 


Definition.—A localised or disseminated inflammatory process involving 
the whole texture of the lung and bronchial structures in the areas affected. 

4Etiology.—Any severe septic infection of the bronchi or lungs may 
proceed to pneumonitis. The commonest infecting agents are streptococci, 
especially the hemolytic and ansrobic varieties. The fusi-spirochstal 
organisms may also cause it. Pneumococci alone seldom lead to pneumonitis, 
though they may be found in association with other organisms. Pneumonitis 
is chiefly met with in later adult life, and more in the male sex. It may 
be produced by the aspiration of foreign bodies. It sometimes occurs in 
association with bronchiectasis and may be one of the conditions associated 
with the febrile attacks occurring in that condition. 

Pathology.—The affected area is deeply congested, solid and airless. 
The bronchi may exude pus. Softening is frequent, leading to the formation 
of one or more abscesses. Empyema may occur as a sequel or complication. 

Symptoms.—The onset is usually acute and the general clinical features 
are identical with those of severe broncho-pneumonia, There is usually 
troublesome cough, with more or less copious mucopurulent expectoration. 
Dyspnoea and cyanosis may be marked. There is marked prostration and the 
pain is almost always gravely ill. The physical signs are usually those of 
ocalised pneumonia or broncho-pneumonia. The blood picture is similar 
to that of abscess of the lung—a leucocytosis with polymorphonuclear pre- 
ponderance. 

Diagnosis is generally established by X-ray examination, showing diffuse 
dense areas of consolidation, often progressing to abscess formation. The 
areas may be multiple and the process may spread widely. 

Prognosis.—The prognosis is in the main serious, and depends to some 
extent upon the cause. Many cases, however, recover under treatment either 
with or without abscess formation. 

Treatment is in the first instance that of broncho-pneumonia. When 
abscess formation occurs, postural drainage, adapted to the situation of the 
abscess or abscesses, should at once be adopted. 


A simple pneumonitis has been described in children by Gill. The 
symptoms are cough, anorexia and loss of weight. On physical examination 
one or more areas of impaired percussion note with a few rales are found. 
Radiological examination reveals opacities in the corresponding situations. 
These symptoms and signs usually clear up in a few days without treatment. 

R. A. Youne. | 
G. E. Beaumont. 
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DISEASES OF THE PLEURA 


PLEURISY 


Pleurisy or pleuritis is an inflammation of the pleural membrane covering 
the lung, or of its parietal reflexions. 

An etiological classification, based on the bacteriological findings, would 
be the most satisfactory one, but is at present impracticable, chiefly owing 
to the difficulty of establishing the bacteria concerned in many cases. The 
classification usually adopted depends upon the effects Paani If the 
process leads only to fibrinous deposit it is described as dry pleurisy. If, in 
addition, much serous fluid is poured out, the condition of pleurisy with 
effusion resulta, while if pus-formation occurs, the affection is described as 
purulent pleurisy or empyema. 

It ia, however, important to recognise that, although such a classification 
is convenient from a clinical standpoint, the three conditions are in reality 
only stages or degrees in the pleural response to irritative or noxious agents. 
The form occurring in any given case depends upon the nature of the cause, 
the extent of the infection and the degree of resistance possessed by the 
individual affected. Further, pleural inflammations may be primary or 
secondary to local disease or to blood infection, and they may be acute or 
chronic in course. 


A.—ACUTE DRY PLEURISY (ACUTE FIBRINOUS OR 
PLASTIC PLEURISY) 


fEtiology.—This affection may be primary or secondary, the latter being 
much more common. Even in many cases of so-called idiopathic or primary 
pleurisy, the condition is in reality secondary to latent or unrecognised 
disease of the lung or adjacent structures. 

Primary dry plewrisy.—Predisposing causes include occupation and climate. 
Exposure to sudden changes of weather or cold winds, and the necessity of 
remaining in wet or damp clothing, favour its onset. It is commoner in men, 
particularly in those of poor physique. It may occur at any age, but is most 
frequently seen between the ages of 20 and 40 years. Chill seems to be 
common as a determining cause. It is now certain that the great majority 
of cases are due to the tubercle bacillus, and that chill or injury is simply 
concerned in lowering resistance and thus promoting activity of the bacillus 
It is possible that some cases may be due to acute rheumatism. 

Secondary dry pleurisy—Dry pleurisy is a frequent complication or 
concomitant of many diseases of the lungs, notably of pulmonary tuber- 
culosis in any form. It is almost iiratialt present in lobar pneumonia. 
It occurs in association with pulmonary collapse, interstitial pulmonary 
fibrosis, bronchiectasis, abscess, gangrene, infarcts and new growths of the 
lung. Injuries of the chest-wall, disease of the ribs, chronic nephritis, septi- 
cramia or pyemisa may all be complicated by acute dry pleurisy. 

Pathology.—The inflamed area is often localised, but the process may be 
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widespread or even involve the whole peor surface. Kither the visceral 
or parietal layer may be first affected, but as a rule both become involved. 
There is at first hyperemia with exudation of serum into the su al 
connective tissue. e pleura then appears slightly dull or matt, instead 
of shiny. Further exudation leads to the deposit of fibrin on the roughened 
pleural surfaces in the form of a thin false membrane, which often presents 
a rough or even shaggy appearance. This membrane consiste of fibrin 
entangling leucocytes, a few red blood corpuscles and desquamated epithelial 
cells. 

During the process of resolution, localised adhesions commonly form, 
but this is not invariable, and a patch of thickening without adhesion may be 
the ultimate result. 

Symptoms.—The onset is usually sudden with acute pain in the side, 
often described by the patient as a “ stitch.” Occasionally a sense of malaise 
may precede the development of the pain oy a few hours or even days, but 
this is not the rule. The pain is aggravated by deep inspiration, by coughing 
or even by movement. Cough is generally an early symptom, and it is 
characteristically short, dry, ineffective and distressing. e temperature 
is usually raised, but, as a rule, only to 100° or 101° F., and some cases are 
practically apyrexial. In secondary pleurisy these symptoms are added to 
those of the primary condition. 

The decubitus is variable. The patient may lie on the affected side, 
but in some cases this aggravates the pain, and it is more comfortable to he 
on the back or slightly turned towards the sound side. There is diminished 
movement on the affected side, and breathing may be rapid, although not 
dyspnoic. On palpation, vocal fremitus is unaffected, but local tenderness 
is sometimes elicited, and occasionally a friction fremitus may be felt. The 
breath-sounds are generally unaltered, but they may be short or jerky in 
the neighbourhood of the lesion. The characteristic sign of dry pleurisy is 
the friction rub. This is typically a creaking, rubbing or leathery sound 
heard towards the end of inspiration and sometimes at the inning of 
expiration. In the early stages there may be fine crepitant friction sounds 
only at the end of inspiration. These are very similar in character to intra- 
pulmonary crepitations and can only be distinguished by their association 
with local pain, and by being unaltered by cough. Pleural friction sounds 
may be localised to a small area, and may not be present with every respira- 
tion. They may sometimes be brought out agam after disappearance by 
oe the arm, or by taking a deep breath. The voice-sounds are not 
altered. 

Complications and Sequelze.—Dry pleurisy may proceed to effusion, or 
may lead to pleural adhesion, and this in turn may result in interstitial pul- 
monary fibrosis. The most common sequel is pulmonary tuberculosis, 
sometimes after an interval of years, the explanation being that the original 
pleurisy is frequently tuberculous. Aching pain in the side with some dyspnoea 
may be a temporary sequel of dry pleurisy. 

Course, —The temperature usually subsides in 2 or 3 days, the pain 
In the side and cough disappear, and convalescence is rapid, unless effusion 
occurs. 

Diagnosis.—The differentiation of dry pleurisy from the other causes 
of pain produced in, or referred to, the chest-wall is not always easy and 
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requires careful observation of the case. The distinction is important, since 
an.erroneous diagnosis of pleurisy may arouse a suspicion of tuberculosia 
in subsequent febrile diseases. In the conditions comprised in the term 
pleurodynia, which include fibrositis of the intercostal muscles and membranes, 
the pain is increased by deep inspiration, by other muscular movements, 
and by local pressure, but there is no rise of temperature and pleural friction 
is not present. In intercostal neuralgia, the pain follows the course of the 
nerve and is often periodic in character. It may be influenced by movement, 
but is less affected by respiration than that of pleurisy. There may be 
tenderness and hyperalgesia over the points of exit of the posterior primary, 
lateral or anterior cutaneous branches of the nerve affected. Similar mani- 
festations may occur at the onset of acute posterior ganglionitis or herpes 
zoster. Other conditions inducing pain referred to the chest-wall are tumours 
or aneurysm pressing on the intercostal nerves, malignant disease of the 
spinal cord or of its membranes, and caries of the vertebre. Where the 
pain lasts more than a few days, and no friction is heard, these conditions 
should be borne in mind. 

Occasionally adventitious sounds of extra-pleural origin may give rise 
to some difficulty. Contraction of the muscles of the chest may cause a 
muscular “‘ susurrus”’; grating sounds may be produced in the shoulder- 
joint or in the fascial planes of the back muscles. The origin of these sounds 
can usually be determined by causing the patient to cease breathing while 

ing out movements of the shoulder or back muscles. Occasionally 
true friction sounds may have a cardiac rhythm as well as a respiratory one, 
when the area of pleura involved is near the pericardium. It is then referred 
to as pleuro-pericardial friction. 

Having established the evidence of dry pleurisy, a careful search 
should be made for some primary condition Baars regarding the case as 
one of simple primary dry pleurisy. Pulmonary tuberculosis, pneumonia, 
bronchiectasis and the other causes mentioned above should be considered 
and excluded. 

Prognosis.—The immediate prognosis is good, but as has been mentioned 
already, the condition may be of tuberculous origin, and eventually be followed 
by active disease of the lung. 

Treatment.—The patient should be kept in bed, no matter how mild the 
attack. The diet should be fluid or semi-fluid, especially if more than a 
moderate degree of fever occurs. The pain can often be relieved by strapping 
the affected side. Strips of adhesive plaster are applied from the sternum 
to the vertebra, beginning from below and working upwards. Occasion- 
ally this fails to afford relief and may even induce dyspnaa. As alternatives, 
a local application of tincture or ointment of iodine, a mustard leaf, capsicum 
ointment or small flying blisters may be employed. Leeches may also give 
relief in severe cases. Sometimes the pain is so intense that a small injection 
of heroin or morphine is necessary. A small artificial pneumothorax has been 
suggested as a means of separating the inflamed surfaces and giving relief to 
the pain in severe cases. A dose of Dover’s powder is useful in the early 
stage to ensure a night’s rest. The irritative cough is often relieved by 
strapping, and a sedative linctus or lozenge may be a comfort to the patient. 
An aperient is usually advisable. As a rule no other drugs are necessary, 
but in cases suspected to be due to rheumatism, salicylates and alkalis should 
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be administered. Convalescence is usually rapid, but the patient should not 
be allowed to resume work until fully restored to health, and if a tuberculous 
origin is suspected prolonged treatment on sanatorium lines should be advised. 

Certain localisations of dry pleurisy require separate notice. These are 
the diaphragmatic and interlobar forms. 


DiapHrRaGMaTIo Acute Dry PLEURISsyY 


Etiology.—This affection may occur primarily under conditions similar 
to those causing dry pleurisy in other parts ; not infrequently it is secondary 
to pathological changesin the abdomen. Thus hepatic cirrhosis, perihepatitis, 
perisplenitis, perinephric suppuration or peritonitis may lead to a spread 
of infection through the diaphragm to the adjacent pleura. It may also 
occur as a localised variety of secondary dry pleurisy, when the primary 
lesion is situated near the base of the lungs. 

‘Symptoms.—Pain is usually very severe and may be referred to the 
shoulder or to the abdomen. The former is caused by nociceptive impulses 
ascending the phrenic nerve to its origin in the third to the fifth cervical 
segments of the spinal cord, leading to pain and hypersesthesia referred to the 
cutaneous area of distribution of the fourth cervical root, at the summit of 
the shoulder. The abdominal pain is in the epigastric and hypochondriac 
regions, and in addition there is a localised tender spot, known as the “ bouton 
diaphragmatique ’’ of Guéneau de Mussy. This is situated in the subcostal 
plane, about 2 inches from the mid-line. The diaphragm is nearly motion- 
less on the affected side, and there is often some rigidity of the corresponding 
upper abdominal muscles. Hiccough may be a noticeable and troublesome 
symptom. The diaphragm, being nearly fixed in the inspiratory position, 
may cause a slight downward displacement of the liver if the pleurisy is on 
the right side. A pleural friction rub is rarcly heard, the only abnormal 
signs commonly present being diminution of air entry, and possibly slight 
dullness over the corresponding lower lobe of the lung. 

Diagnosis.—This is often difficult, owing to the fact that the severity 
of the symptoms and their localisation frequently suggest the occurrence 
of some acute abdominal catastrophe such as perforation of a hollow viscus. 
The abdomen should be most saretally examined in every case. The history, 
the collapsed state of the patient and the evidence of free gas in the 
peritoneal cavity in perforation may assist in distinguishing between these 
conditions. 

Treatment.—This is similar to that of simple dry pleurisy elsewhere, save 
ae morphine should be withheld until the diagnosis is conclusively estab- 
ished. 


INTERLOBAR Dry PLEURISY 


Just as inflammation may be limited to the meee portion of the 
pleura, so the membrane in the cleft between two lobes of the lung may be 
alone affected. This does not give rise to definite symptoms and signs b 

which it can be diagnosed during life, though its effects are not infrequently 
seen in X-ray films. It is frequently discovered on autopsy, but is generally 
secondary to pulmonary tuberculosis or pneumonia, and there is usually 
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evidence of pleurisy elsewhere. It only assumes clinical importance when 
followed by effusion, and this condition is considered later. 


B.—_CHRONIC DRY PLEURISY 


Under this heading a variety of conditions are included. Strictly it should 
be restricted to those rare cases, probably usually tuberculous in origin, in 
which the signs of dry pleurisy persist for long periods, or recur at frequent 
intervals. In such cases coarse dry friction may be heard over large areas of 
one lung, often with little or no accompanying pain. 

Pleural adhesion and thickening are usuaily included in the group of 
chronic dry pleurisies, There may be no symptoms, or at most slight 
dyspnoa on exertion, with aching or pain on straining, or on lifting weights. 
Signs suggesting adhesion are local flattening and limitation of movement 
of the chest-wall. Litten’s sign is also absent or diminished when the ad- 
hesion is basic, that is, the shadow cast by the movement of the diaphragm, 
best seen in the region of the seventh and eighth nbs in the anterior and mid- 
axillary lines, is not present or is much restricted. The vocal fremitus may 
be diminished and ae percussion note impaired. The breath-sounds are 
often slightly weaker, and the voice-sounds may be diminished over the area 
where the thickening or adhesion exists. 

Chronic diaphragmatic pleurisy or adhesion may give rise to & group of 
symptoms simulating chronic gastric ulcer. There is pain in the hypo- 
chondrium extending through to the back and aggravated by food. Radio- 
graphic examination may be of value in demonstrating limitation of move- 
ment of one cupola of the diaphragm, together with an angularity due to 
alteration of its normal contour. Investigation of the gastric functions 
may also prove of value in diagnosis. 

The treatment of chronic dry pleurisy is mainly symptomatic. 


C.—PLEURISY WITH EFFUSION 


Many cases of pleurisy, possibly the majority, proceed to effusion. The 
effusion is usually serous in character, but may be hemorrhagic. Inflam- 
matory effusions must be distinguished from passive transudates, which 
will be considered separately under the heading of hydrothorax. 


SERO-FIBRINOUS PLEURISY 


ZEtiology.—This is in the main identical with that of dry pleurisy, of 
which it is, in effect, a later stage. It has now been established that the 
majority of cases of sero-fibrinous pleurisy are due to the tubercle bacillus. 
The evidence on which this conclusion has been arrived at is—(1) the subse- 
quent history of the cases shows that a considerable proportion develop 
active lung signs within 6 years; (2) the cytological and bacteriological 
examination of the exudate; (3) post-mortem examination of fatal cases ; 
(4) the results of tuberculin reactions. 

Other conditions which may give rise to scrous effusions are lobar and 
lobular pneumonia, pulmonary batasote and new growth. It may also occur 
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in the course of generalised infections such as the enteric group, acute rheu- 
matism, and septicemia due to streptococci or staphylococci. In most of 
these conditions the exudate often becomes purulent. Inflammatory serous 
effusion may also occur as a complication of severe answmias, leukemia, 
chronic nephritis, injury to the chest-wall and inflammatory conditions 
below the diaphragm or in the pericardium. It is also a common feature of 
polyorrhomenitis. 

Pathology.—The affection commences with dry pleurisy, spreading over 
the visceral and parietal pleura, the fibrinous exudate soon forming a thick 
rough layer on the surface. Further exudation of fluid occurs and accumu- 
lates in the pleural cavity, the lung collapsing pari passu to accommodate it. 
Owing to the hilar attachment of the lung, it retracts upwards and inwards, 
allowing the fluid to accumulate at the bases and in the axillary region, 
where it reaches its highest level, unless previously existing adhesions pre- 
vent it. The lung retracts in this way owing to its elasticity, until the pleural 
negative pressure is completely abolished. In like manner-the mediastinal 
contents, including the heart, are displaced away from the affected side. If 
fluid continues to be effused after the lung has retracted to the full extent, 
and after the negative pressure has become abolished, a positive pressure is 
produced. The lung is now compressed, and the diaphragm with the liver and 
spleen are pushed down, while the mediastina] structures are now displaced 
further towards the sound side. In long-standing cases, the lung may 
undergo the change known as carnification, as the result of the compression 
apneumatosis. The lung appears dark red or alaty grey in colour, is firm, 
airless and heavier than water. If old adhesions are present, the effused 
fluid may be loculated and the collapse of the lung may be only partial. 

If there is much positive pressure collateral hypersmia of the sound 
lung may result and progress to codema. The fluid in the pleural cavity is 

ale and clear; it often coagulates after withdrawal. Its characters are 
urther described on page 1252. The quantity may amount to as much as 
5 or 6 pints. 

Symptoms.—The onset is usually similar to that of dry pleurisy, but the 
constitutional symptoms are often more marked. There may be an initial 
rigor, but as a a ain and dry cough are the earliest symptoms, The 
fever is of moderate degree, although it may reach 103° F. or more. When 
effusion develops the pain is often relieved owing to the separation of the 
inflamed pleural surfaces. If a large quantity of fluid is poured out rapidly, 
distress of another kind becomes apparent. namely dysphcea caused by the 
mechanical effects of the fluid, collapsing the lung and dislocating the media- 
stinum. In more slowly developing effusions there may be little or no 
dyspnoea, except on exertion. Expectoration is not common, unless there is 
co-existent pulmonarv disease, or nnless ordema of the sound lung develops. 

The patient often lies on the affected side or may be propped up in bed. 
Cyanosis is not a marked feature even in large effusions, unless there is 
collateral hyperwmia of the sound side. There is generally some prominence 
on the side of the effusion, but the intercostal spaces are rarely bulged. 
Movement is restricted or absent in the lower part of the chest on the affected 
side, although with a moderate effusion the apical region may still expand. 
The cardiac pulsations may be seen in an abnormal position, the impulse 
being displaced away from the side of the fluid. In left-sided effusions, the 

40 
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pulsation may be most marked in the fourth space on the right side as far 
out as the nipple line. On palpation, the position of the impulse should be 
verified, and hen the amount of chest movement and the c cter of the 
vocal fremitus determined. The latter is diminished or completely absent 
over an effusion of moderate or large size, although it may be obtained over 
the area where the collapsed or relaxed lung is in contact with the chest- 
wall. The percussion note over the fluid is one of stony dullness, and the 
sense of resistance is greatly increased. The exact limits of this area of 
dullness should be determined with the patient sitting up and recumbent. 
With moderate effusions the upper level is usually found to assume a curved 
line, with the summit in the mid-axilla; this is known as the S-shaped curve 
of Ellis or Damoiseau’s line. In the recumbent position, a change in the 
level of this line may be observed, particularly in the front of the chest and in 
the axilla. This shifting dullness forms one of the pathognomonic signs of 
fluid, but it is not always easy to demonstrate. It is much more apparent 
in cases of pyo-pneumothorax. In large effusions, the dullness may extend 
up to the level of the clavicle and reach across the mid-line of the sternum ; 
moreover, in left-sided effusions it blends with the cardiac dullness, and the 
area of gastric resonance, known as Traube’s space, may be encroached on 
or obliterated. The relaxed lung above the effusion in front often yields a 
skodaic note, which becomes dull if the quantity of fluid increases. At the 
back there is a triangular area of relative or moderate dullness above the 
stony dull area of fluid. This is known as Garland’s dull triangle. It also 
corresponds with the relaxed or collapsed lung. At the extreme base on the 
contralateral side there is often a small area of dullness known as Grocco’s 
triangle... The apex is usually at the vertebral column, about the upper 
level of the effusion, the base extends outwards at the lower margin of the 
lung for 1 or 2 inches. This paravertebral dull area is believed to be due to 
mediastinal displacement by the effusion. Elsewhere over the sound lung 
the note may be slightly hyper-resonant. The area of deep cardiac dullness 
should be carefully marked out. In left-sided effusions it is displaced to the 
right and extends beyond the sternum in the third and fourth spaces, even 
to the nipple line or beyond it. In right-sided effusions, the displacement 
may be very obvious, the left margin of the dullness extending as far out as 
the left mid-axillary line. The auscultatory signs are very variable, and 
much less characteristic than those obtained by palpation and percussion. 
In some cases, the breath-sounds over the dull area are distant and weak or 
even absent, in others they are loud and bronchial or tubular. This in- 
constancy probably depends upon the extent of pulmonary collapse and 
the degree of patency of the bronchi. With marked collapse and patent 
bronchi, bronchial breathing is heard ; with partial collapse and obstructed 
bronchi, the breath-sounds are almost or quite abolished. As a rule, no 
adventitious sounds are heard, but rales may be audible in the lung above 
the effusion. Conduction of spoken voice is diminished or abolished, but 
towards the upper part of the effusion and just above it, the sound produced 
is heard distantly and with a peculiar nasal or bleating twang, a condition 
known as sgophony. Baccelli stated that the whispered voice is conducted 
through a serous but not through a purulent effusion, and called this sign 
‘* pectoriloquie aphonique,” but no reliance can be placed upon this as a 
diagnostic sign. The breath-sounds heard under the clavicle over the relaxed 
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lung above the effusion are frequently harsh or puerile. In the contra- 
lateral lung the breath-sounds may be vesicular or exaggerated, and in 
cases of large effusions, where there is marked circulatory obstruction, there 
are frequently signs of congestion or cedema at the base. Similarly pressure 
on the descending thoracic aorta may cause lowering of the blood-pressure 
in the leg as compared with that in the arm (0. K. Williamson). There may 
be a systolic murmur over the cardiac region (displacement murmur). The 
abdomen should be examined to determine any downwacd displacement of 
the liver or spleen. The blood count in sero-fibrinous pleurisy rarely shows 
any leucocytosis, apart from complications. 

Complications and Sequel#.—Acute cedema with albuminous ex- 
ectoration is rare, but is a dangerous condition unless treatment is prompt. 
ermanent collapse and carnification of the lung may remain after absorp- 

tion in prolonged cases, and may progress to diffuse interstitial fibrosis. 
More commonly some degree of pleural thickening and adhesion persists, 
and expansion of the lower lobe may never be completely restored. Sero- 
fibrinous effusion due to tuberculosis rarely becomes purulent, but this 
sequence is common in other forms. Tracking of the fluid externally through 
the chest-wall and rupture through the lung occur but rarely. An infrequent 
complication is hemiplegia, probably due to an embolus derived from a 
thrombus originating in a pulmonary vein. Miliary tuberculosis occasion- 
ally follows rapidly on an effusion; more commonly active tuberculosis of 
the lungs occurs after a lapse of some years. 

Course.—In effusions of moderate size the temperature usually subsides 

in from 7 to 10 days, and spontaneous absorption is complete in 2, 3 or 4 
weeks. In large effusions reaching up to the second rib or higher, the course 
may be less favourable. The fever may persist even for weeks, and absorp- 
tion of the fluid may be slow or wanting entirely. Aspiration may accelerate 
the resolution, and usually only one tapping is necessary, the fluid left behind 
being absorbed rapidly. In rare cases fluid reaccumulates quickly after 
repeated tappings, and a so-called inexhaustible effusion occurs. In some 
such patients fluid may remain in the pleura for the rest of life. 

Diagnosis.—The recognition of the presence of fluid in the pleural cavity 

is generally easy, but with small or localised effusions it may be difficult. 
The most valuable signs are the displacement of the heart, the absence of 
vocal fremitus, and the stony resistant dullness. The auscultatory signs are 
of leas value, and may even be misleading. The chief conditions which may 
simulate effusion are fibroid lung with thickened pleura and bronchiectasis, 
pneumonia, particularly the massive form, malignant disease of the lung, 
pleura or mediastinum: massive collapse, a large pericardial effusion, and an 
aneurysm pressing on one or other main bronchus. Subphrenic abscess may 
also give rise to difficulty (see Empyema). Fibroid disease can usuall 
Tecognised, since there is generally flattening and sinking-in of the affected 
side instead of bulging. The heart, if displaced, is drawn towards instead of 
away from the affected side, vocal fremitus is present although possibly 
diminished, and the dullness is rarely of the stony character obtained over 
fluid. The breath-sounds are generally weak, | if bronchiectasis is also 
ames the characteristically variable signs of that condition should be 
7 pon in diagnosis. In massive pneumonia the differentiation may be 
difficult, since breath-sounds and voice-sounds are sometimes completely 
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absent, but the position of the cardiac impulse is generally of decisive import- 
ance. In malignant disease and aneurysm, careful observation should afford 
diagnostic indications, such as glandular enlargement or abnormal daar 
and in both instances the X-rays may establish the diagnosis. Malignant 
disease of the pleura may first show itself as a pleural effusion ; the tendency 
to recur after tapping, the presence of blood in the effusion, and the 
onset of emaciation may help to suggest the cause. In massive collapse 
there is, as a rule, but little difficulty, owing to the displacement of 
the cardiac impulse to the affected side. In pericardial effusion the 
shape of the cardiac dullness may be suggestive, and the dislocation of 
the impulse may indicate the real condition; moreover, the dullness 
over the lung behind is rarely of extreme degree unless pleural effusion co- 
exists. In any doubtful case, examination by the X-rays is desirable, since 
it may give valuable aid in diagnosis. The shadow of serous fluid is generally 
dense, but does not obscure the rib shadows completely. The upper level 
is curved and shifts to some extent with the position of the patient. It 
merges into the shadow of the collapsed lung above. The diaphragm is 
immobile on the affected side. A further aid to diagnosis consists in ex- 
ploratory puncture, which has the advantage of establishing the nature of the 
fluid as well as its presence. The technique of puncture is similar to that of 
paracentesis described on pages 1253, 1254, save that a 5 or 10 c.c. syringe 
with a needle long enough to enter the pleura is used instead of an aspirator. 
The preliminary local anesthesia by novocain or some similar preparation, 
with or without adrenaline, should be employed in every case, not only to 
avoid pain but also to obviate the risk, remote though it be, of pleural 
shock. Serous pleural fluid of inflammatory origin varies in colour from 
pale greenish yellow to brown. The specific gravity is usually 1018 or 
over. Protein is present as serum albumin, serum globulin and fibrinogen, 
the total quantity being, as a rule, over 4 per cent. The fluid generally 
clots spontaneously after withdrawal. The cytology of the fluid is varied, 
showing lymphocytes, polymorphonuclear cells, erythrocytes and altered 
endothelial cells in varying proportions. A marked preponderance of 
lymphocytes is very suggestive of a tuberculous origin, while the presence 
of large numbers of polymorphonuclear cells is usually an indication of some 
other infection, generally by a pyogenic organism. In rare cases large numbers 
of eosinophils have been found. The origin of these cases of so-called “ eosino- 
phil pleurisy ” is at present doubtful. Cultural examination of tuberculous 
fluid usually proves sterile unless Loewenstein’s medium is used, but in fluid 
from other causes the infecting organism can often be grown. To establish 
the tuberculous nature of a pleural fluid, moculation of 15 c.c. of the fluid 
into a guinea-pig may be tried. Other methods formerly employed were 
examination of the centrifugate from the fluid, and Jousset’s “ inoscopy,’’ 
which consists in examination of the clots derived from the fluid after they 
have been submitted to artificial gastric digestion. These two methods, 
however, fail in many cases, The methods of differentiation of an inflamma- 
tory exudate from a passive transudate are given on page 1259. 
Prognosis.—The immediate prognosis is good, although with large effu- 
sions of 4 pints or more, sudden death sometimes occurs from acute oedema of 
the lungs, cardiac failure or embolism. The ultimate result depends on the 
cause. In non-tuberculous effusions, recovery may be complete, save for 
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pleural adhesion, or they may progress to empyema. In tuberculous effusions 
arrest may remain complete, but, as already stated, a considerable proportion 
of the cases develop active pulmonary disease in after years. 
Treatment.—The patient should be kept in bed in an airy and well- 
ventilated room until the temperature is normal. Fluid should be restricted, 
and the diet may be salt-free with advantage. The administration of diuretics, 
diaphoretics and saline or mercurial aperients may assist in the disappear- 
ance of the exudate. The use of iodide of potassium has been recommended, 
but it is of doubtful value in these cases. The application of counter-irritants 
to the chest-wall in the form of iodine or of fly blisters is often helpful. 
A sedative lozenge or linctus may be given for the irritating cough present 
in the early stage. Exploratory puncture is generally advisable to permit 
the examination of the fluid. Opinions differ somewhat as to the indications 
for paracentesis, which, however, is nowadays performed earlier and more 
frequently than was formerly the case. It is unnecessary in cases in which 
absorption of the fluid is apparent within 10 days. The following conditions 
may be considered to suggest its employment: (1) if the effusion is large 
and causing positive pressure, as shown by dullness up to the clavicle, marked 
dyspneea, downward displacement of the liver or spleen, and collateral hyper- 
emia of the sound lung; (2) if absorption is slow, the fluid remaining at the 
same level for a fortnight or more; (3) if acute cedema with albuminous 
expectoration occurs; (4) in cases of bilateral effusion with increasing 
dyspnoea, the side with the larger effusion may be aspirated. Paracentesis 
can be performed in various ways. The simplest method is that of siphonage ; 
a long rubber tube filled with sterile saline solution is attached to a trocar 
and cannula, which are passed into the pleural cavity and the fluid is siphoned 
into a receptacle at a lower level. This method has the great advantages 
that the degree of suction employed is under control, and the lung expands 
gradually as the fluid is withdrawn. It is often difficult to remove a large 
quantity of fluid by this means, and it fails in loculated effusion. Aspiration 
is more generally effective, and may be carried out either by Dieulafoy’s pump 
and two-way tap, Martin’s syringe, or by Potain’s apparatus. With these 
methods it is impossible to withdraw all the fluid, and removal with air 
replacement is now often practised with advantage. For this purpose an 
aspirator and an apparatus lke that used in the induction of artificial 
pneumothorax are required. This method permits of almost complete 
removal of the fluid, prevents cough and discomfort, lessens the tendency 
to recurrence of the effusion and promotes expansion of the lung. In per- 
forming aspiration the patient should sit up in bed, or lie slightly turned on 
the unaffected side, and the area for operation should be painted with iodine. 
The skin and muscles down to the pleura should be anzsthetised with procaine 
(novocain) or other local anesthetic, and a small incision made through the 
skin, though this is not essential in the case of a small instrument. The 
trocar and cannula are then pushed carefully into the pleural cavity just 
above a rib to avoid puncturing the intercostal artery. The sites chosen 
depend on the situation of the fluid, but the most convenient are in the 
sixth space in the mid-axilla, the seventh space in the posterior axillary line, 
or the eighth space just below the angle of the scapula. Aspiration should 
be stopped if cough occurs, if pain is severe, or if albuminous expectoration 
With signs of oedema supervenes. In rare cases sudden death from pleural 
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shock has occurred. The risk of this may be obviated by careful local 
anesthesia down to the pleural level. Other risks are due to faulty technique, 
and comprise entrance of air into the pleural cavity from wrong connection 
of the apparatus or from wounding ike lung, and infection of the pleural 
cavity from failure in the aseptic preparations leading to empyema. Air 
ay aot seems preferable, since it allows of almost complete removal of 
the fluid. 

After absorption or removal of the fluid, re-expansion of the lung may be 
promoted by the use of Wolff’s bottles, or by appropriate breathing exercises. 
With the former, fluid is forced from one bottle to another by blowing. In 
the latter, the patient takes deep inspirations while seated in a chair with 
the sound side partly fixed. In all cases in which s tuberculous origin is 
proved or vaapected: prolonged convalescent treatment, on sanatorium 
principles is advisable. 


ANOMALOUS PLEURAL EFFUSIONS 


Two unusual forms of pleural effusion require brief mention—they are 
encysted interlobar and encysted diaphragmatic sero-fibrinous pleurisy. 
The former of these can only be recognised by X-ray examination followed 
by exploratory puncture. Encysted diaphragmatic sero-fibrinous pleurisy 
is rare, but a case has been erroneously recorded as acute serous mediastinitis. 
This condition is simply one of sisutal effusion localised to the space between 
the mediastinal pleura, the diaphragm and the lung. Both of these condi- 
tions, if diagnosed, should be treated on general principles. The effusion 
may absorb spontaneously, but if not, aspiration may be necessary. 


PoRULENT PLevunisy (EmMPYEMA) 


In this condition the pleural exudate becomes purulent. The fluid may 
be turbid and the presence of. pus be apparent only on microscopical 
examination, or it may consist of typical pus. 

fEtiology.—PreEpisposina Cavuses.—Empyema is common in children 
under 10 years of age, and the younger the child the greater the 
pkg | that any effusion will be purulent. In adults it is commonest 

etween the ages of 20 and 40 years, probably owing to the heavy incidence 
of pneumonia in this age period. Debility, exposure and alcoholism may 
promote ite occurrence. Purulent pleurisy is but rarely primary, except in 
the form due to the pneumococcus. It is most commonly due to extension 
from the lungs, especially from lobar pneumonia and from _broncho- 
pneumonia. Other pulmonary causes are tuberculosis, bronchiectasis, abscess, 
gangrene, new-growth, or septic infarcta in infective endocarditis. It may 
develop in agsociation with mediastinal lesions, such as suppurating glands, 
ulcerating carcinoma of the esophagus, or from suppuration in the neck track- 
ing downwards. Infection of the alsa may occur through the chest-wall as 
a result of hot wounds, stabs, fractured ribs, and sat technique in 
aspiration of a serous effusion. The primary source of pleural infection may 
be in the abdomen, the organisms passing through the diaphragm from a 
perinephric, subphrenic, or hepatic Pit or from sosalined: or generalised 
peritonitis consequent on rupture of a gastric or duodenal ulcer. The involve- 
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ment of the pleura may take place through the blood in septicemia, sup- 
purating Agere wounds, compound fracture of the femur, and in otitis 
media, with lateral sinus thrombosis. 

Kmpyema may develop during the course of many of the acute specific 
fevers, such as scarlet fever, variola, measles and the enteric group; but 
since in these conditions it is usually secondary to broncho-pneumonia, it 
belongs strictly to the pulmonary group. 

Exo1tine Causges.—The organisms most frequently found in purulent 
effusions are the pneumococcus and the streptococcus, the former accounting 
for more than half of the cases. Occasionally the pus proves to be sterile 
on culture ; such cases are generally the result of the sahercle bacillus or of 
& pneumococcus which has died out. Other organisms less commonly 
found are staphylococci, Pfeiffer’s H. influenza, the B. typhosus, and Fried- 
lander’s pneumo-bacillus. Streptothrix organisms are occasionally found (see 
Actinomycosis), also various saprophytes and anaerobic organisms, especially 
in fetid empyema, 

Pathology.— The initial stages are similar to those of dry and sero- 
fibrinous pleurisy, but when the effusion occurs, it proves to be rich in leu- 
cocytes undergoing disintegration and to contain the infecting organism. 
It varies from a slightly turbid semi-translucent fluid to typical thick, opaque, 
creamy pus. Its colour ranges from pale amber to green or greenish grey. 
It may be odourless or extremely offensive. In cases secondary to gangrene, 
it may be thin and horribly fetid, while in pneumococcal cases it may be 
curdy and of slightly sweetish odour. The pleura is covered with a more 
or less thick layer of sodden fibrinous exudate. In cases due to the pneu- 
mococcus this false membrane may be very thick. Adhesions form quickly, 
leading to encystment or loculation of the pus. Such adhesions also prevent 
the lung from expanding after evacuation of the pus, with the result that the 
lung becomes carnified and interstitial fibrosis results. There is usually 
some enlargement of the bronchial glands. In long-standing cases there 
may he lardaceous disease of the liver, spleen, kidneys and intestines. 

Symptoms.—Since empyema usually develops in the course of, or as a 
sequel of, some other disease, its symptoms are often masked by those of 
the primary disease and may easily be overlooked. In primary cases due 
to the pneumococcus the onset may be like that of pneumonia ; in the more 
common secondary cases a rise of temperature and increase of signs develop 
after the crisis. in general it may be stated that the symptoms are similar 
to those of sero-fibrinous pleurisy, but more severe. There is more malaise, 
and the patient may appear profoundly ill, with rigors, sweats and dyspncea. 
The temperature ranges higher, up to 103° F. or more, and may be of septic 
type with marked daily remissions, but some cases are almost if not completely 
apyrexial. The signs are usually exactly similar to those of sero-fibrinour 
effusion, but in some instances special features may be noticed. In neglected 
or prolonged cases, wasting, pallor and cachexia become marked. The 
intercostal spaces may be found to bulge, and odema of the chest-wall is 
sometimes i) pata The pus may track through an intercostal space, 
generally the fifth near the nipple, producing a fluctuating swelling known as 
& pointing empyema or empyema necesstiatts. This may infiltrate the skin 
and alate a superficial abscess. The swelling so induced may pulsate, 
especially if it be on the left side—a condition known as pulsating empyema. 
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Pulsation communicated to the chest-wall may also be observed in some 
large left-sided purulent effusions without local swelling. The displacement 
of the liver or spleen may be ter than with serous effusions, probably 
owing to the aa sen pas gravity of the pus, which is usually 1030 or more, 
and to the associated inflammation of the diaphragm. In fetid empyema, 
the breath and sputum may be offensive, even before rupture into a bronchus 
occurs, Clubbing of the fingers and toes occurs in empyema of long standing, 
but may develop in a few weeks. Blood examination reveals a moderate 
leucocytosis in the majority of cases. Counts of 15,000 leucocytes per cubic 
millimetre are usual, and in some instances figures up to 100,000 per cubic 
millimetre are obtained. 

Complications and Sequelz.—In neglected or untreated empyema the 
pus may track and become discharged in various directions. The commonest 
is Yupture through the visceral pleura into the lung and diecharge through a 
bronchus. This may lead to sudden death from suffocation ; on the other 
hand, in small empyemata spontaneous cure may follow this evacuation of 
the pus. In other instances pyo-pneumothorax results, and occasionally 
gangrene of the lung. A second method of discharge is through the chest- 
wall, as an empyema necessitatis. Perforation may occur into the pericardium, 
or into the cesophagus with the formation of a pleuro-cesophageal fistula. 
The diaphragm may be perforated with the production of a subphrenic, 
lumbar or psoas abscess, while in other cases general peritonitis may ensue. 

The pericardium or the mediastinum may become infected without 
perforation ; similarly costal periostitis may be induced. After spontaneous 
or operative evacuation the cavity may fail to close and a chronic empyema 
or sinus result. This is generally due to the lung being permanently collapsed 
and adherent, and therefore failing to expand. It subsequently undergoes 
fibrosis with development of bronchiectasis. Sometimes the failure to close 
may be due to the nature of the infection, particularly when it is due to 
tuberculosis or actinomycosis (streptotricosis). In other cases it may be due 
to a bronchial fistula, or to a foreign body in the pleura. Generalised infec- 
tion is rare, but cerebral abscess, probably of embolic origin, is not very 
uncommon, especially in cases due to streptococci. Chronic pulmonary 
osteo-arthropathy is an occasional complication, and lardaceous disease 
sometimes occurs in cases of Jong duration. Duiphtheritic infection of the 
wound, with subsequent paralysis, has been recorded after operation, more 
especially in cases secondary to influenzal broncho-pneumonia. 

The sequelz in untreated cases may be fistule, such as pleuro-bronchial, 
pleuro-cesopbageal or external, and various deformities. The sequelw after 
operation may be a small amount of pleural thickening, or if operation were 
delayed, and re-expansion incomplete, there is falling-in of the chest, with 
flattening, dropping of the shoulder and secondary scoliosis. In other 
cases, a8 mentioned above, a chronic sinus may result. 

Course.—A part from spontaneous cure of small empyemata by inspissa- 
tion of the pus, or discharge through a bronchus or through the chest-wall, 
death generally occurs in untreated cases within a month or two. As in 
sero-fibrinous pleurisy, sudden death may occur. Death may occur after 
operation, from exhaustion or from cerebral abscess. 

Diagnosis.—The diagnosis of empyema involves two distinct problems— 
one, the recognition of the presence of fluid in the pleura, which is considered 
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under sero-fibrinous pleurisy ; the other, the demonstration of its purulent 
character. In spite of the more severe symptoms, empyema is frequently 
overlooked even by physicians of experience. This is partly due to the fact 
that its development may be insidious, with signs increasing but little from 
day to day, and partly to its secondary character, its onset being obscured 
by the clinical features of the primary condition. It is wise, therefore, to 
sus its existence in any case of obscure lung signs, especially those with 
dullness, cardiac displacement and fever, consequent on pneumonia of any 
variety. 

There are a few special difficulties as compared with sero-fibrinous effusion 
which merit separate mention. The first of these is subphrenic abscess. 
This may lead to immobilisation of the diaphragm on one side, more commonly 
the right, and cause collapse of the lung and even pleural effusion. The 
difficulty is the greater when the subphrenic abscess contains gas as well as 
pus. The history, the absence of displacement of the heart’s impulse, and 
examination by X-rays may all assist, but the differentiation is often 
extremely difficult. 

Empyema necessitatis may simulate a tuberculous or other abscess about 
a rib, and empyema should always be suspected in any case of local etoddeicps: 
swelling about the chest-wall. Pulsating empyema requires to be distinguish 
from aortic aneurysm ; the pulsation is less forcible and little, if at all, expansile 
in the former. The cardiac displacement, the X-rays and cautious exploratory 
puncture, enable the nature of the condition to be recognised. 

In any case in which empyema is suspected three examinations may be 
undertaken—s blood count, radiographic methods, and exploratory puncture. 
A polymorphonuclear leucocytosis of 15,000 per cubic millimetre and over, 
a dense shadow in the radiogram obscuring the ribs, together with cardiae 
displacement may be very suggestive, while puncture may prove the presence 
of pus. Sometimes, however, puncture may fail, although pus is present. 
This may be due to the pus being too thick to pass through the needle, to 
loculation of the pus, or to wrong choice of the site for puncture. In this 
case, if the other signs indicate pus, repeated punctures with a larger needle 
under anssthesia are called for, but it is alk to be prepared to proceed to 
operation if pus is found. 

Prognosis.—This depends upon the primary cause, the method of treat- 
ment adopted, and the duration of the effusion before the operation. The 
most favourable forms are those due to the pneumococcus, which are re- 
cognised and treated at an early stage. In neglected cases, with profound 
toxemia, with gangrene of the lung or lardaceous disease, the outlook is 
extremely grave. Hipyesute due to streptococcal infection are serious, un- 
less recognised early ; similarly with cases of fetid ss due to anaerobic 
infections. Infected haemothorax consequent on gunshot wounds of the chest 
la of grave prognosis. The outlook is serious in cases of bilateral empyema, 
but recovery may follow successive evacuation of the pus on the two 

Treatment.—This consists in the evacuation of the pus by operation as 
scon as the diagnosis is established in pneumococcal cases. In those of 
streptococcal origin, operation should not be resorted to while the fluid is of 
thin sero-purulent character, but should be postponed until it is definitely 
purulent. Premature operation. in streptococcal cases has been shown by 
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the American Empyema Commission to be a very dangerous procedure, since 
the fluid is not shut off by adhesions and operation may lead to open pneumo- 
thorax, with flapping mediastinum. At this stage, the condition is described 
as pyothorax. A preliminary aspiration is of advantage in large effusions, and 
may be repeated in streptococcal effusions until they are ready for operation. 
The operation consists in drainage by removal of a piece of rib subperi- 
osteally and incision of the parietal pletrs. For the operation a general anses- 
thetic may be given, but it is now almost always carried out under local 
anesthesia ; but if the patient’s condition renders this undesirable, an incision 
under local anesthesia may be made through an intercostal space and a 
drainage tube inserted, a piece of rib being removed later under general or 
local ansesthesia when improvement has occurred. The wound is dressed at 
least daily and the drainage tube sterilised, every endeavour being made to 
revent secondary infections. To this end the pleural cavity may be irrigated 
ally by the Carrel-Dakin method, or washed out with some antiseptic such 
as flavine or brilliant green. To avoid pleural shock, free exit for the wash 
fluids must be ensured. By some authorities pneumococcal empyemata, 
particularly in young children, are treated by repeated aspirations or by 
siphon drainage. If the pus is thick and difficult to evacuate, incision of 
the pleura with immediate suture is performed, any reaccumulation being 
treated by aspiration with or without oxygen replacement. If, however, 
toxic symptoms persist, drainage should be effectively established at once. 

In cases of chronic empyema, or of sinus failing to close, the question of 
some plastic operation must be considered. Various forms of operation 
have been devised, involving removal of portions of many ribs, and the 
decortication operation of Fowler and Delorme. The general condition of 
the patient must be carefully considered before these operations are advised. 
In some cases an autogenous vaccine seems to be of value, if drainage is 
satisfactory. 

SPECIAL VARIETIES OF EmpyEMA.—Certain special localisations of purulent 
pleurisy require separate consideration, notably apical, interlobar and dia- 
phragmatic empyemata. 

al empyems.—This condition is usually secondary to apical pneu- 
monia, less commonly to pulmonary tuberculosis, It is one variety of en- 
cysted empyema, the pus being shut off from the rest of the pleural cavity 
by adhesions. The symptoms and signs are not characteristic, but may be 
suggestive. There is very marked dullness below the clavicle, not transgressing 
the middle line, with weak or absent breath-sounds, and possibly some indica- 
tions of mediastinal displacement. Diagnosis can, as a rule, be established 
only by the X-rays and exploratory puncture, the latter being carried out 
in the second space near the mid-clavicular line. The treatment consists in 
drainage by incision as near the lower limit of the effusion as possible. 

Interlobar empyema.—Pus collecting between two of the lobes may be 
difficult to differentiate from pulmonary abscess, gangrene and bronchiectasis. 
It is often not diagnosed until rupture into a bronchus draws attention to 
it. The signs are generally most marked in the axilla or near the angle of 
the scapula. They are often slight until rupture occurs, and even then 
there may be only a small area of dullness in the line of an interlobar fissure, 
with distant_or weak bronchial breathing and a few rales. The pus expecto- 
rated may be fetid, and the patient’s breath may be offensive a few days 
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before rupture occurs. The condition simulates abscess of the lung and may 
te almcst impossible to differentiate from that affection. Examination by 
the X-rays gives the greatest help in the diagnosis. Recent observations 
suggest that interlobar empyema is much less common than abscess. The 
treatment is identical with that for pulmonary abscess. 
Diaphragmatic empyema.—The pus is usually encysted, and may be 
80 coon situated as to give but few signs. The initial symptoms are 
generally severe, being those of diaphragmatic pleurisy, but hiccough is 
often a troublesome feature. When pus forms, share may be marked con- 
stitutional symptoms, and obscure signs may develop, such as dullness, at a 
oe just above the base behind, with weak or distant bronchial breathing. 
ith such a history and obscure basic signs, especially when they occur after 
an attack of pneumonia, the use of the X-rays and of the exploring needle 
should not be neglected. In cases not recognised and treated, rupture into 
a bronchus or through the diaphragm may occur. The treatment is similar 
to that for ordinary empyema. 


HYDROTHORAX (DROPSY OR HYDROPS OF THE PLEURA) 


Hydrothorax is the name applied to a collection of clear fluid in the 
pleural cavity, the result of passive transudation from the capillaries. 

fEtiology.—The commonest cause of hydrothorax is cardiac failure from 
chronic valvular disease, or from myocardial weakness or degeneration. It 
occurs in acute and chronic renal disease, under conditions similar to those 
leading to dropsy in these affections. It is sometimes found in severe 
anemias, especially pernicious anemia. Obstruction to the azygos veins 
may lead to transudation into one pleural cavity or into both. This obstruc- 
tion may be induced by pressure from without by a mediastinal or pulmonary 
new-growth, or by internal causes such as thrombosis. 

Pathology.—The pathology of hydrothorax is that of dropsy elsewhere, 
It is produced by masdtianioal or chemical conditions affecting the blood flow 
through the capillaries, and it must be distinguished carefully from in- 
flammatory effusion. There is a difference in the composition as well as in 
the origin of the two kinds of pleural fluid. The characters of inflammatory 
effusions have been described under pleurisy with effusion. The fluid in 
hydrothorax is pale yellow in colour, and the specific gravity is 1015 to 1010 
or less. It is clear and does not clot after removal. There is little protein, 
often not more than 1 per cent., but transudates due to local obstruction 
may contain as much as 3 per cent. The cellular elements are scanty, 
although some endothelial cells may be present, often united together in 
pou The fluid may be definitely bloodstained, when it is described as 

semo-hydrothorax. 

Hydrothorax is usually bilateral in cases due to cardiac or renal disease, 
but in the former there is often more fluid on the right side, or the fluid 
may be confined to that side. The explanation of this is somewhat obscure. 
It has been suggested that it is due to pressure or traction on the vena azygos 
major by the enlarged right heart, but according to Fetterolf and Landis, a 
more likely explanation is pressure of the distended right auricle upon the 
pulmonary veins. Fluid may also collect in greater quantity on the side 
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upon which the patient lies most constantly. In cases with unilateral pleura 
esion, cedema of the lung may occur on that side, while hydrothorax 
occurs upon the other. 

Symptoms.—The symptoms of hydrothorax are generally overshadowed 
by those of the condition causing it, but the occurrence of dyspnoea and 
cyanosis in any case of cardiac or renal disease should suggest careful ex- 
amination of the bases of the lungs. In the absence of inflammatory com- 
plications the condition is afebrile. The signs are identical with those of 
sero-fibrinous pleurisy, save that no friction sounds are audible at any stage. 
It is, however, more difficult to assess the significance of displacement of the 
cardiac impulse, owing to the increased size of the heart in the cases of cardiac 
origin. 

"SDiagnosis.—This depends upon the presence of signs of fluid in the pleura 
in association with cardiac or renal disease, with absence of fever, and also 
upon the characters of the fluid withdrawn by puncture or aspiration. 

Treatment.—Removal of the fluid may give great relief. It may be 
necessary to repeat the operation, since the fluid often reaccumulates. The 
treatment of the primary condition should also be carried out. 


HEMORRHAGIC PLEURAL EFFUSIONS 


All fluids poured out into the pleura contain a certain number of red 
blood corpuscles. It is only when a number sufficient to give a definite red 
colour are present, that the fluid is regarded as hsemorrhagic. 

For convenience of description three forms may be differentiated— 
(1) Hemorrhagic pleurisy or heemo-serothorax ; (2) heemo-hydrothorax ; and 
(3) hsemothorax. 

1. Ha&MORRHAGIOC PLEURISY. 

This is simply a pleurisy with effusion, in which the exudate is blood- 
stained. 

fEtiology.—The usual causes are malignant disease of the lungs, pleura 
or mediastinum, and rarely tuberculosis of the lung and pleura. Hemor- 
rhagic pleurisy may occur in association with hepatic cirrhosis, but in 
this cage it is often the result of a terminal tuberculosis. It occurs less 
frequently in association with blood diseases, such as purpura, and with 
the malignant or hssmorrhagic varieties of acute infectious fevers such 
as scarlet fever and small-pox, and occasionally with lobar pneumonia. 
Sometimes in tapping a sero-fibrinous effusion for the second-time, it is found 
that the fluid, which was originally clear, is now blood-stained. This is 
not necessarily an indication of increase in the severity of the process, but 
may be due to injury of a blood vessel at the first operation. 

Symptoms.—The symptoms and signs are identical with those of serous 
effusion, and the hemorrhagic character can only be recognised by with- 
drawal of the fluid. An interesting point is the frequency of excess of 
eosinophils in these effusions. Diaynosis and treatment are the same as 
for sero-fibrinous pleurisy. 

2. HamMo-HYDROTHORAX. | 

This condition has been referred to under hydrothorax. It consists 
simply in blood-staining of a passive transudate into the pleura. 
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3. H@MOTHORAX. 

Hemorrhage into the pleural cavity is the result of injury or disease of 
the vessels of the lung, mediastinum or chest-waill. 

fEtiology.—The chief causes are injury, such as penetrating chest wounds 
or fracture of the ribs, rupture of an aneurysm, and erosion by new-growth. 
Experience of the traumatic group has been largely increased during the 
War of 1914-1918. Heemothorax was noted in about 70 per cent. of chest 
wounds. 

Pathology.—The effused blood generally comes from the lung vessels, 
less commonly from the intercostals. It is “whipped” by the movements 
of the heart and lungs, with the result that fibrin is deposited in layers upon 
the diaphragmatic pleura, and the parts of the visceral and parietal pleura 
in contact with the blood. The fluid remaining in the pleura or withdrawn 
by aspiration is largely defibrinated and therefore does not clot, unless a 
secondary pleurisy develops. 

The lower lobe of the lung on the affected side becomes collapsed and 
eventually carnified, unless absorption occurs or unless the blood is aspirated. 
The upper lobe may show some compensatory emphysema, and adhesions 
may form in the pleura, separating it from the hemothorax below. When 
secondary infections of the bronchi or lungs occur, such as bronchitis or 
broncho-pneumonia, the collapsed lower lobe is not affected. 

Symptoms.—The symptoms of haemorrhage into the pleura from 
medical causes, such as rupture of an aneurysm or erosion of a large vessel, 
are collapse and rapid death. When due to disease or injury of an inter- 
costal vessel, they may be insidious and slowly ingravescent until dyspnma, 
restlessness and the other indications of internal hemorrhage develop. When 
due to injury, similar symptoms occur, but may be masked or overshadowed 
by the shock, hemoptysis and cough, induced by the wound of the lung or 
chest-wall. The signs are those of pleural effusion, but in traumatic cases 
certain special features may be mentioned. There is a great tendency to 
retraction of the chest-wall on the affected side, and the cupola of the dia- 
phragm on this side is displaced upwards. This is thought to be due to an 
active lobar collapse of the lung, the lung contracting, not as the result of the 
pressure of the effusion, but in consequence of a nervous protective reflex 
initiated by the trauma. Vocal fremitus is usually diminished or absent. 
The breath-sounds over the effusion are frequently bronchial, and well- 
marked bronchophony and pectoriloquy may be present. 

Complications and Sequelz.—The most serious complication is in- 
fection of the effusion. This is generally due to organisms introduced at 
the time of the wound, either by the missile or by portions of the clothing 
or skin carried in with it. Aerobic organisms, such as a streptococcus, or 
anaerobic ones, as the B. aerogenes encapsulatus or the B, sporogenes, may be 
present. A hemo-pneumothorax may develop, the gas entering the pleural 
cavity from the wound in the lung or through the chest-wall. Gas may also 
be formed by gas-producing infecting organisms in the effusion. Massive 
collapse may occur in the contralateral lung, or other complications may 
arise, such as bronchitis, broncho-pneumonia, lobar pneumonia or odema 
of the lungs. If the effusion is small and not infected, there are usually no 
Siegen ‘after-effects. Im severe cases sequelw, similar to those of sero- 

brinous pleurisy and empyema, may result. 
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Course.—This depends upon the cause and size of the hemothorax, 
and upon the mode of treatment adopted. It is profoundly and gravely 
influenced by infection of the effused blood. A small sterile hemothorax 
is generally absorbed spontaneously. Medium-sized and large effusions 
may not disappear unless aspirated. An infected hemothorax will inevit- 
ably prove fatal, if untreated. 

iagnosis.—Hemothorax should be suspected when basic dullness 
develops shortly after a gunshot wound of the chest. The mistake that is 
most hkely to be made in such cases is to confuse hemothorax with lobar 
pneumonia. The cardiac displacement and the diminution of vocal fremitus 
over the dull area are the most valuable diagnostic signs. An active lobar 
collapse is distinguished by the fact that the heart is displaced towards the 
affected side. The X-rays afford valuable confirmatory evidence in most 
cases. When air and blood are present, the upper border of the dark area 
in the radiogram has a sharply defined edge, while the pleural cavity above 
is very translucent. The use of the exploring syringe generally settles the 
diagnosis, except in certain cases in which, although a considerable quantity 
of blood may be present, none is removed by aspiration owing to the needle 
entering the clot. 

Prognosis.—In a sterile hemothorax due to a chest wound the prognosis 
is good. If infection occurs, the prognosis depends upon the promptitude 
with which this condition is recognised and radically treated, although in very 
acute infections death may occur in 2 or 3 days despite immediate operation. 

Treatment.—A small sterile hemothorax may be left untouched. In 
medium and large-sized effusions, recovery is accelerated by aspiration. 
The possible danger of renewal of the hemorrhage, as the result of lower- 
ing Ae pleural tension by this operation, is very slight, and negligible if it 
is delayed until 2 or 3 days after the wound. If the temperature in a case 
of hemothorax rises suddenly to 102° or 103° F. in the evening, it is criminal 
to wait until the next morning to see what will happen. A specimen of 
fluid should be withdrawn and examined microscopically. Direct films 
may occasionally reveal the presence of organisms, but the important point 
to determine is the number of polymorphonuclear leucocytes present. 
When these are numerous, operation should be performed without awaiting 
the findings of aerobic and anaerobic cultures. A mb should be resected as 
in empyema, and the blood and clots should be removed from the pleural 
cavity and drainage established. 


CHYLOUS AND OTHER MILKY EFFUSIONS 


A se fluid is occasionally obtained on exploratory Poe or aspira- 
tion of a pleural effusion. It is usual to classify such fluids into three groups 
—(1) Chylothorax ; (2) chyliform fluid ; (3) pseudo-chylous fluid. 

1. CHYLOTHORAX. 

There is an effusion of pure chyle or of serous fluid mixed with chyle. 

Etiology. —Chylothorax is usually the result of injury to, or disease 
of, the thoracic duct. The traumatio form is, as a rule, secondary to crush- 
ing of the chest-wall with fracture of the ribs. In disease, the thoracic duct 
may be pressed on by a malignant growth or enlarged mediastinal glands, 
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ot the flow may be obstructed by thrombosis of the left subclavian vein. In- 
vasion of the thoracic duct by the Fulana sanguinis hominis may also be a cause. 

Pathology.—The fluid in true chylothorax is a milky emulsion which 
remains so on standing, although a cream-like layer may form at the top. 
With the microscope fat globules can be seen, which stain with the usual fat 
stains and can be dissolved by ether. 

2. CHYLIFORM EFFUSION. 

In this condition fat is present, but it is not derived from the thoracic 
duct. 

4Etiology.—Chyliform effusions occur in association with tuberculosis 
and carcinoma of the pleura or lung. ; 

Pathology.—The fluid is milky and contains fat in emulsion, although 
in smaller quantities than in true chylothorax. On microscopical ex- 
amination large fat droplets are seen, and numbers of cells, chiefly leucocytes 
undergoing fatty degeneration. It is, no doubt, from this process that the 
fat is derived. 

3. PSEUDO-CHYLOUS EFFUSION. 

In this condition the milky appearance is not due to fat, but to other 
particles causing opalescence. 

ZEtiology.—Pseudo-chylous fluid has been observed in chronic effusions 
due to heart disease, nephritis, tuberculosis and malignant disease. 

Pathology.—The milky appearance is due in some cases to a lecithin 
globulin complex (Wallis and Schélberg). Other rare causes of milky, 
apy or turbid effusions are the presence of particles of calcium phos- 
phate, cholesterin or filarial embryos. These fluids are distinguished from 
the above by showing a deposit on standing. 

Diagnosis.—This can only be established by microscopical and chemical 
investigation of the fluid withdrawn. ‘i 

Prognosis.—The prognosis in most cases of milky effusions is serious, 
owing to the gravity of the primary condition. Some traumatic cases of 
true chylothorax recover. 

Treatment.—The treatment is for the most part symptomatic and 
dependent upon the primary condition. In true chylothorax, removal of 
the fluid is inadvisable, unless it is causing dyspnoea or other symptoms of 
pressure. The drain of fat caused by it is a serious loss, especially if the 
tapping has to be repeated frequently. In chyliform effusions there is a 
marked tendency to recur after removal of the fluid. 


PNEUMOTHORAX 


In pneumothorax, gas, usually air, collects between the layers of the 
pleura, which now becomes a real instead of a potential space. When 
serous fluid is present as well as the gas it is called a hydro-pneumothorax, 
when pus forms the condition is described as pyo-pneumothorax, and when 
blood and gas collect the term hseemo-pneumothorax is applied. 

ZEtiology.—Pneumothorax is more common in men, and the maximum 
incidence is between the ages of 20 and 40 years, but it may occur at any 
age. The air may gain access to the ple cavity in the following ways: 
(1) Through the visceral pleura from the air in the lungs and bronchi. This 
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accounts for 95 per cent. or more of the cases. The commonest cause is 
rupture of a subpleural tuberculous focus. Rupture of an empyema into the 
lung is the next most frequent antecedent condition. Other pulmonary 
causes are gangrene, abscess, septic infarct, bronchiectasis, new growths of 
lung and pleura, and rupture of an emphysematous bulla or vesicle. Puncture 
of the lung during paracentesis, or rupture of the pleura over a diseased 
focus, owing to rapid expansion of the lung during the same operation, 
may lead to pneumothorax. A broken rib perforating the lung can also 
induce it. It may occur as a complication of artificial pneumothorax treat- 
ment, especially when this is bilateral. (2) Through the chest-wall, as a 
result of penetrating wounds, although pneumothorax is not a common 
result. An abscess in the chest-wall opening externally and through the 
pleura, or a discharging empyema necessiiatis, may be a cause. (3) Through 
the mediastinum, by ulceration of an w@sophageal growth, or of a diseased 
bronchial gland, into the pleura, or from accidental perforation of the 
cesophagus during the passage of an cesophageal bougie or cesophagoscope. 
(4) Through the diaphragm, from some hollow abdominal viscus, e.g. an 
ulcer of the stomach or duodenum may perforate, leading to the formation 
of a subphrenic abscess, which in turn may break through the diaphragm 
into the pleura. (5) Gas may accumulate in the pleura owing to infection 
of a pleural effusion by gas-producing organisms. This is generally the 
result of wounds. 

Sudden spontaneous pneumothorax in apparently healthy persons occurs 
more commonly than is generally recognised, and is described as simple or 
benign pneumothorax. The causation is obscure. Rupture of an emphy- 
sematous vesicle, or of a latent or healed tuberculous focus, have both been 
suggested, though the latter is improbable, since there is usually no pleural 
reaction and the lung rapidly re-expands. In rare cases, however, the collapse 
of the lung is long-continued and may even be permanent. The condition is 
often recurrent, and is exceptionally bilateral. Complete recovery is the 
rule. Very occasionally spontaneous hemopneumothorax occurs. The 
shar nape are usually more severe and a fatal result is not uncommon. 

he exciting cause of pneumothorax may be physical strain or violent 
cough, but many cases occur while the patient is at rest or even during 


sleep. 

Pathology.—The entrance of air between the layers of the pleura dis- 
turbs the pressure relations in the thorax in a similar way to the effusion 
of fluid ; but whereas with the latter the process is gradual, in pneumo- 
thorax it is rapid, and the pressure within the pleura changes from the 
normal negative figure to that of the atmosphere, often in a few minutes or 
less. Mediastinal and cardiac displacements like those in pleural effusion, 
and due to the unopposed tractron of the sound side, are also rapidly 
produced. The subsequent pressure relations depend upon the source of 
the air. If the opening is in the chest wall, the ile wvads pressure 
will remain equal to the atmospheric, until the opening becomes closed. 
If the opening is im the lung, three varieties occur: (1) the open- 
ing may remain patent, when the pressure keeps at atmospheric level ; 
(2) the opening may be valvular, permitting the entry of air into the pleura 
during inspiration, but preventing its escape during expiration. In this 
ease the pressure in the pleura rises above that of the atmosphere, and 
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the air within it is at a positive pressure, causing further cardiac and 
mediastinal dislocation with downward displacement of the diaphragm ; 
(3) the opening becomes sealed, and there is a condition of closed pneumo- 
thorax in which the pressure may be equal to, greater or less than, that of 
the atmosphere. 

To demonstrate pneumothorax post mortem, the autopsy may be per- 
formed under water, or a flap being made of the skin and muscles at the 
side of the thorax, this may be filled with water before puncturing the inter- 
costal spaces. A third method is to dissect carefully through an inter- 
costal space down to the pleura, when the lung will be found to be retracted. 
On opening the thorax the appearances vary. If the air entering the pleura 
is sterile, no inflammatory reaction occurs, the pleura remains shiny and 
no fluid is formed, the condition being one of simple pneumothorax. More 
commonly, bacteria gain access to the pleura with the ingoing air, or sub- 
sequently through the opening when this remains patent, with the result 
that either serous fluid or pus collects. In the former case the condition 
is described as hydro-pneumothorax, in the latter as pyo-pneumothorax. 
The appearances of the pleural membrane are similar to those found in sero- 
fibrinous pleurisy and empyema respectively. The lung is collapsed in 
every case of pneumothorax, and lies retracted towards the hilum and the 
spine. In tuberculous disease, a caseous focus or small cavity just under 
the pleura is the most frequent cause. The perforation may be a large 
circular rent or a small pin-hole, but multiple apertures may occasionally 
be present. The opening can usually be found, even if small, by submerging 
the lung under water while pumping air down the trachea. When ex- 
tensive adhesions are present, the collapse of the lung is largely prevented 
and the pneumothorax is only partial. In such cases the perforation is 
frequently near the adhesions. In cases where fluid is present the diaphragm 
may be seen to be depressed on the affected side and its curvature lessened 
or reversed. 

Symptoms.—In a considerable proportion of cases the onset is sudden 
and the condition of the patient becomes alarming at once. On the other 
hand, pneumothorax may develop insidiously, with surprisingly little pain 
and dyspnoea, so that its occurrence may be overlooked or only discovered 
on routine physical and radiographic examination, including a lateral film. 
This is more likely to be the case when perforation occurs in a lung extensively 
diseased or when the aperture is anal and the leak of air is slow. In the 
acute form of onset the patient is seized with severe pain while coughing 
or engaged in some extra exertion. There is often a feelmg of “ something 
having given way,” and at once great dyspnoea develops with signs of collapse 
and severe mental anguish. The patient may appear blue, cold and clammy, 
breathing is rapid and shallow, the temperature falls to subnormal, the 
heart beats quickly and the pulse becomes small and weak. The patient 
is often restless, very alarmed and unable or afraid to speak. Occasionally 
death occurs in a few minutes. Asa rule, the more acute symptoms subside 
in a few hours, but the temperature rises and the rapid breathing usually 
persists for some time. On examination the patient will usually he found 
sitting up, with ale nasi working and with rapid shallow breathi The 
affected side is almost or entirely immobile and is usually bulged. The 
displacement of the cardiac impulse towards the unaffected side is generally 
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obvious, and is almost immediate. Palpation confirms the absence of 
movement, and vocal fremitus is found to be absent, except where the 
collapsed lung remains in contact with the chest-wall, over which area it 
may be increased. The exact position of the cardiac impulse should also 
be determined: in right-sided cases it will be found in the left axillary 
region; in left-sided cases it may be under or beyond the right nipple. 
The liver may be felt much depressed in right-sided cases. The note over 
a pneumothorax is characteristically tympanitic or drum-like, as a rule, 
but in cases with positive pressure the tympany may be flat and muffled. 
The tympanitic area should be carefully mapped out; it may be found 
to extend across the middle line, or to encroach on or obliterate the liver 
dullness in right-sided cases. On the other hand, in partial pneumothorax, 
the area may be small and easily escape recognition. In left-sided cases, the 
cardiac dullness may be completely wanting on that side, and a dull area 
found to the right of the sternum. This may give a useful hint as to the 
diagnosis. On auscultation, the breath-sounds are often absent, but they 
may be present at the apex, although weak. In other instances distant 
tubular breathing may be audible from the collapsed lung; in cases with a 
large patent opening hollow cavernous breathing may be heard. The voice 
sounds have an amphoric or metallic quality, and an amphoric echo may 
occur with any sound produced near the pneumothorax. Metallic tinkling 
is an example of this, being the quality conveyed to rales or other adventitious 
sounds produced in breathing. The bell sound or bruit d’atrain is a valuable 
sign, but is not invariably present. It is elicited by listening to the chest, 
near where a coin is placed flat on it and tapped with another. A similar 
sound may be heard with the stethoscope on flicking over a pneumothorax 
with the thumb and finger. The displacement of the heart can be confirmed 
by auscultation, and the heart sounds may be found to have a metallic 
character. When air and fluid are present in the pleura the signs are some- 
‘what modified. There is dullness at the base, which shifts its level with the 
patient’s movements, the upper limit being straight, in contrast with the 
curved line of ordinary effusions. A marked succussion splash may be heard 
and felt on shaking the patient, or the patient may demonstrate the sign by 
a sudden shake or jerk. 

Complications and Sequelz#.—Cardiac failure and rapid death occur 
occasionally. The chief complications are due to the entry of infective organisms 
into the pleura, leading to pleurisy and the effusion of sero-fibrinous fluid or 
pus. The sequels may be pleural adhesions in cases that recover, especially 
if effusion occurs. There may be also permanent collapse of the lung in 
long-standing cases, and in pyo-pneumothorax a fistula, either pleuro- 
pulmonary or external, may remain in spite of treatment. 

Diagnosis.—The recognition of a large or of a complete pneumothorax 
is easy as a rule, the signs being characteristic. When a large quantity of 
fluid 18 present in an open pneumothorax, the presence of air may not be 
recognised until after paracentesis or X-ray examination. The latter gives 
information of the greatest value and sometimes demonstrates the presence 
of local pneumothorax where it has not been suspected. The air space between 
the lung and awe shows most clearly in radiograms, and if fluid is present 
as well, the dead level of the upper border of the shadow, varying with 
position, is most characteristic. Diagnosis is more difficult in cases where 


PNEUMOTHORAX 1267 


pleural adhesions exist, or where the pneumothorax is small and localised, 
especially if X-ray examination is not available. The following conditions 
may give rise to difficulty and should be considered in doubtful cases. (1) 
Total excavation of a lung, or a large pulmonary cavity, in either of which 
the note may be boxy or even tympanitic, the breath sounds amphoric and 
the rdles metallic or tinkling, while the coin sound may be obtained. These 
conditions can usually be distinguished by the flattening and retraction of 
the chest-wall over them, and the absence of cardiac displacement, or if it 
exists, the traction of the heart towards the affected side by fibrosis. 
(2) Advanced emphysema, with complete obliteration of the cardiac dullness, 
may be confused with pneumothorax. Large bilateral bulle may be mistaken 
for bilateral pneumothorax. (3) Massive collapse of one lung, with com- 
ensatory emphysema of the opposite side, may also be mistaken for it. 
n both these conditions careful examination will establish the real nature. 
(4) A subphrenic abscess containing gas (subphrenic pyo-pneumothorax) ; 
in this condition the diaphragm may be diaplabed apeanin and the note 
over the lower ribs may be markedly tympanitic. These signs are more 
suggestive when right-sided. Succussion splash and bell sound may be 
elicited. The heart, if displaced, is pushed upwards. The history of previous 
abdominal disease may be helpful, and a radiogram may give conclusive 
evidence of the subphrenic origin of the condition. (5) A hernia of the 
stomach or bowel through the diaphragm, or eventration of the diaphragm, 
all rare conditions, may simulate pneumothorax, but in all there is generally 
abdominal flattening and little if any cardiac displacement, Examination 
by X-rays after an opaque meal will, as a rule, establish the nature of the 
condition. 

Course and Prognosis.—The course and prognosis of pneumothorax 
are profoundly influenced by the cause. In cases due to rupture of an em- 
- physematous vesicle, or of a small localised healed tuberculous focus, where 
the pleura remains sterile and the aperture of entry closes, the air is usually 
completely absorbed in a few weeks and recovery is often complete. In 
tuberculous cases with moderate disease, in which the pleura remains sterile, 
pneumothorax may exert a favourable influence. In tuberculous cases with 
extensive disease, the pleura becomes infected and death usually results in 
a few weeks or months, although with judicious treatment life may be pro- 
longed for years in some cases sapesialy where surgical treatment such as 
thoracoplasty becomes practicable. In pneumothorax secondary to some 
grave disease, such as carcinoma or gangrene, the course is brief and the 
prognosis is grave in the extreme. In cases secondary to empyema, surgical 
treatment may be followed by complete recovery. 

Treatment.—The indications in cases of acute onset are to relieve the 
patient’s pain, distress and anxiety, and to lessen the intrapleural pressure, 
if this is positive. A hypodermic injection of morphine, gr. } for an adult, 
with oxygen inhalations if necessary, may achieve the first of these. If 
dyspnoea is extreme and the cardiac displacement marked, a trocar or large 
hypodermic needle should be inserted through an intercostal Ree to allow 
air to escape. An initial pneumothorax needle, with a long rubber tube, the 
end of which is placed under water, is the safest. This simple mancuvre ma 
be the means of saving the patient’s life in valvular pneumothorax, as we 
as of relieving distress. In less urgent cases, the pressure may be taken with 
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an artificial pneumothorax apparatus, and if the pressure be positive, aa 
much air as is necessary may 6 removed by its means. In simple cases no 
other treatment may be required, although the puncture may need to be 
repeated. In cases of recurrent spontaneous pneumothorax or of persistent 
valvular pneumothorax, it is sometimes helpful to induce an aseptic pleurisy 
by means of various injections into the pleural space. Chandler recommends 
for this purpose a solution of gomenol in olive oil. At first 2 c.c. of a 2 per 
cent. solution are used, and this is gradually increased if necessary up to 
20 c.c. of a 20 per cent. solution. A strong solution of dextrose is sometimes 
employed for the same purpose. In valvular pneumothorax Chandler has 
used a self-retaining catheter with a valvular attachment allowing the escape 
_of air. If serous fluid or pus collect in the pleura, they may be withdrawn, 
preferably by siphonage, and in this case, as also with removal of air, too much 
should not be withdrawn in the early stages, as a slight positive pressure may 
assist in closure of the aperture in the lung, whereas a negative pressure may 
open it, after it has begun to close. 

The question of operation in pneumothorax may be difficult to decide. 
In cases secondary to empyema, resection of a part of a rib and drainage 
often lead to satisfactory results. In cases of moderately severe or advanced 
tuberculosis with pyo-pneumothorax, open operation is generally contra- 
indicated, and if performed is liable to result in a permanently open pneumo- 
thorax. It is preferable to remove fluid from time to time by aspiration, 
with or without air replacement until thoracoplasty can be considered. 
Pleural wash-outs with mild antiseptics, such as weak methylene blue, flavine, 
or eusol, are often useful. This method of aspiration sometimes seems to 
assist the lung to re-expand. Surgical methods sometimes employed are 
intercostal tube drainage with slight suction, water-sealed drainage, or 
thoracoplasty in several stages. 


HYDATID DISEASE OF THE PLEURA 


Hydatid cysta may be primary in the pleura, or may encroach on the 
pleura, although originating in adjacent structures such as the lung, liver, 
spleen or mediastinum (parapleural hydatid). 

“Etiology and Pathology.—Primary pleural hydatid is rare, but secondary 
invasion of the pleura 1s more common. In this situation the cyst may 
reach a large size, even 5 or 6 inches in diameter, before rupture occurs. 
in other situations, a fibrous capsule is developed around the cyst from the 
irritative changes set up in the adjacent tissue. Contrary to what might 

expected, extensive pleurisy is uncommon until rupture or suppuration 
of the cyst occurs. The pressure of the cyst may lead to collapse of 
the contiguous areas of lung and to displacement of the heart and 
mediastinum. 

Symptoms.—These may be absent until the cyst is large enough to pro- 
duce pressure symptoms, such as dyspnoea, pain and ough. There is little 
or no expectoration, unless rupture into a bronchus occurs, when cyst wall, 
daughter cyste and hookleta may be found in it. There is no fever until 
suppuration occurs. The signs are practically identical with those of encysted 
pleural effusion. 
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Complications and Sequelz#.—Rupture and suppuration are the two 
most important complications. Rupture may take lees into the lung, into 
the pleural cavity, rarely through the chest-wall or through the diaphragm. 
At the time of rupture an urticarial rash may develop. This is aroeeuly 
an anaphylactic phenomenon associated with the liberation of toxin present 
in the fluid of the cyst. 

Course.—The cyst may be latent for some time, but it usually enlarges 
and produces increasing symptoms, culminating in rupture or suppura- 
tion. Very rarely death of the cyst occurs and its contents become 
inspissated. 

Diagnosis.—The symptoms and signs generally suggest either pleural 
effusion or new growth, and hydatid disease may not be suspected. Obscure 
basic signs, in patients coming from countries where hydatid disease is common, 
should suggest special methods of investigation as to the possibility of its 
presence. Should it be suspected, aspiration is to be deprecated, unless all 
ae era for immediate operation are complete, if the diagnosis is con- 

rmed. These methods comprise X-ray examination, an eosinophil blood 
count, the complement-fixation test, the Casoni intra-dermic test and the 
precipitin reaction (see page 315). 

Prognosis.—If untreated until rupture occurs, a fatal result is most 
probable. If diagnosed and treated before rupture, the prognosis is not 
unfavourable. 

Treatment.—The former practice of aspiration and injection with 
formalin or iodine, although sometimes successful, is dangerous and should 
be discarded. Exposure of the cyst by thoracotomy, and its removal entire, 
should be the treatment if practicable, or if too large, it may be aspirated 
and then dissected out. 


STREPTOTRICHOSIS (ACTINOMYCOSIS) OF THE PLEURA 


The general characters of infection by the streptothrix group of organisms, 
and the special features of the pulmonary localisations have been described. 
Tt is possible, although improbable, that the infection may be primarily 
pleural, more commonly clinical manifestations may point to a predominating 
involvement of the pleura, although the primary lesions may be in adjacent 
structures, such as the lungs, mediastinum or liver. 

Symptoms.—The symptoms and signs in such cases are those of empyema, 
but the following points are noteworthy. The empyema is rarely large, 
and it commonly extends through the chest-wall, producing a local swelling 
which soon discharges through the skin if untreated, causing a suggestive 
infiltration and puckering around. Exploratory puncture of a streptothrical 
empyema often fails, since the grumous caseous material it contains may be 
too thick to pass through the needle, 

Diagnosis.—The characteristic “ sulphur granules ” in the pus may draw 
attention to the real nature of the condition, but they are not alwave present. 
Direct films should always be made from the pus obtained from empyemata. 
The streptothrix may be found in this way, when culture fails. If the lung 
18 involved as well as the pleura, the organism may be found in the expectora- 
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tion, and the nature of the pleural condition may thus be established before 
operation. 

Prognosis.—Some cases respond to treatment, but prognosis is in general 
unfavourable, death resulting from exhaustion or toxemia due to dissemina- 
tion of the disease. 

Treatment.—The pultaceous pleural contents should be removed as far 
as possible by operation, and large doses of potassium iodide given by the 
mouth, increasing the quantity until 60 to 90 grains, three times a day, are 
given. An autogenous vaccine may be tried if the organism can be grown. 
A radium pack has sometimes given successful results. 


SIMPLE TOMOURS OF THE PLEURA 


These are very rare and are, as a rule, only discovered after death. They 
are almost invariably of extrapleural origin and their presence in the pleura 
is due to the direction taken by the growth. Lipoma of the subpleural or 
of the mediastinal fat may occur as small pedunculated tumours or very 
rarely as a large mass. They can be differentiated from tumours of the lung 
by X-ray examination after a diagnostic pneumothorax. 


MALIGNANT TUMOURS OF THE PLEURA 


Primary malignant disease of the pleura is rare, and may take the form 
of endothelioma, carcinoma or sarcoma. Secondary carcinoma and sarcoma 
are more common. 

ZEtiology.—Primary endothelioma of the pleura is more common in late 
adult life and in the male sex. Sarcoma is more likely to occur in children 
and in young adults. Secondary growths may occur at any age, but more 
commonly in later life. . 

Pathology.—Endothelioma of the pleura is a growth of obscure origin. 
It has not been conclusively established that it is derived from the pleural 
endothelial cells, and by some writers it is classed as a carcinoma. It is 
at first unilateral, but it involves the affected pleura over a wide area, some- 
times universally. The membrane appears to be overlaid with an irregular, 
rough hard covering, sometimes nodular. In other cases there is more 
thickening and the condition may be localised. There is nearly always a 

e amount of blood-stained serous effusion. The condition may spread 
to the bronchial or supraclavicular glands, the lung, the spine, the diaphragm 
and the peritoneum. 

Primary carcinoma of the pleura has also been described, but is very 
rare. Primary sarcoma is also extremely uncommon, but the round-celled 
and spindle-celled varieties may occur, and angio-sarcoma, fibro-sarcoma, 
myxo-sarcoma and chondro-sarcoma have all been recorded. 

Secondary carcinoma and sarcoma of the pleura are relatively common, 
and may occur from direct extension in growths of the lung, bronchi and 
mediastinum, by metastases of growths in almost any distant part, or by 
lymphatic permeation in mammary carcinoma. In the last-named condition 
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pleural and pulmonary growths are a not infrequent form of recur- 
oe renee occurring months or years after removal of the primary 
growth. | 

Symptoms.—These are not characteristic, and increasing dyspnea due 
to an accumulation of fluid may be the first indication. More commonly 
pain and cough, similar to those of pleurisy, may occur acutely or develop 
more geadually Although afebrile as a rule, the occurrence of fever does 
not exclude malignant disease. Cachexia and wasting are often not marked 
until the condition is advanced. The signs are generally indistinguishable 
from those of ordinary pleural effusion, unless secondary growths become 
manifest in the cervical or axillary glands. Sometimes coarse dry friction 
may be heard, or there may be signs of pleural thickening without fluid. 
There is often local pain and tenderness over the chest. Exploratory 
puncture may demonstrate the hemorrhagic character of the effusion. The 
specific gravity is generally 1018 or over, and the cytology of the fluid may 
be suggestive, especially if excess of endothelial cells, often aggregated into 
plaques, is found. 

omplications.—The growth may spread to the lung and cause cough 
and expectoration, often blood-stained, or it may involve the chest-wall. 
Metastases sometimes develop along the course of the needle track after 
aspiration of the fluid. The secondary growths, especially those in the 
glands, may exert pressure, ¢.g. the axillary glands may cause cedema and 
swelling of the arm. 

Course.—This is almost invariably progressive, the duration being rarely 
more than 2 years, and occasionally much less. 

Diagnosis.—A chronic pleural effusion in a middle-aged man, not associated 
with fever, and not due to tuberculosis, should arouse suspicion of malignant 
disease of the lung and pleura. Evidence of fluid in one pleura, at an interval 
after excision file breast for malignant disease, 1s very suggestive of second- 
ary pleural growth. A hemorrhagic effusion, not due to tuberculosis or renal 
disease, should also arouse suspicion of malignancy, especially if reaccumula- 
tion after tapping is rapid, and if the subsequent tappings show increasingly 
hemorrhagic characters. When aspiration of a considerable quantity of 
fluid gives little relief to symptoms, or when irregular dull areas remain 
where resonance might be expected, the probability of growth must be borne 
in mind, Growth involving the chest-wall, or the presence of cervical or 
axillary glandular metastases render it certain. Radiologica] examination 
chee removal of some of the fluid may show characteristic plaques on the 

eura. | 
Prognosis.—Malignant growth of the pleura is invariably fatal unless 
removal is possible. | 

Treatment.—From the nature of the condition this can only be palliative. 
Analgesic drugs may be given freely for the relief of pain, morphine being 
reserved for the severe forms and later stages, as far as possible. Repeated 
tappings may be almost compulsory, if there is much distress from the 
reaccumulation of the fluid, but it must be remembered that in hemorrhagic 
effusions the loss of blood by this means is considerable. Air replacement 
may sometimes give relief for a longer period than simple aspiration. In 
rare cases, removal by operation may be practicable if the diagnosis is 
made early and the growth is localised in an accessible position. 
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INJURY 


Injury to the pleura may occur in fracture of the ribs, the fragments 
piercing or tearing it. Similarly in penetrating wounds of the chest, the 
pleura may be extensively lacerated. It may also be torn by direct violence 
without breaking of the ribs, and in rare cases a hernial protrusion of lung 
may occur, forming a small swelling in an intercostal space, protruding with 
mspiration and emptying with expiration. 

R. A. Youna. 


G. E. Bravumont. 


DISEASES OF THE DIAPHRAGM 
SPASM OF THE DIAPHRAGM 


Diaphragmatic spasm may be either clonic or tonic, the former being 
termed hiccough. 

Clonie spasm.—This may be due to a variety of causes, namely: (a) 
Alimentary : From irritation of the oesophagus or stomach by pungent or 
irritant substances such as pepper, pickles, or tobacco. It occurs also as a 
symptom in gastritis, dilatation of the stomach, enteritis, intestinal obstruc- 
tion, tympanites and peritonitis, and in the late stages of debilitating 
disease. (b) Nervous: as in hysteria, cerebral tumour, meningitis, hydro- 
cephalus, epilepsy and alcoholism. It may also result from peripheral 
nerve irritation, in such conditions as mediastinal tumour, mediastinitis, 
enlarged thoracic glands, diaphragmatic pleurisy, or pericardial effusion. 
Epidemic hiccough has been emnied as a form of encephalitis lethargica. 

is usually some slight pyrexia, and the condition may persist 
without intermission for several days. (c) Renal: As in chronic nephritis 
and uremia. ; 

Tonte spasm.—This may be met with in tetanus, strychnine poisoning, 
laryngismus stridulus, eclampsia, epilepsy and hydrophobia. If there 1s 
associated intercostal or laryngeal spasm, there is grave risk of death from 
asphyxia. 

Treatment.—Simple hiccough may often be relieved by holding the 
breath, pressure on the chest, or by simple inhalations, such as of ammonia, 
ether, or spirits of chloroform. Huiccough due to organic disease or to peri- 
oe irritation may only be relieved by removal of the cause. In epidemic 

iccough, in obstinate cases of hiccough due to other causes and in the tonic 
form of spasm, various antispasmodic measures may be tried, such as 
trinitrin, bromides, or phenobarbitone, by the mouth; adrenaline, or 
adrenalme and pituitary (posterior lobe) extract, hypodermically ; or the 
inhalation of chloroform. 


DIAPHRAGMATIC PLEURISY 
This condition is described on page 1247 under the heading of Pleunisy. 


MEDIASTINITIS 1273 


PARALYSIS OF THE DIAPHRAGM 


ee and inactivity of either leaf of the diaphragm, 
or of both. 

fEtiology.—Paralysis of the diaphragm may be caused by disease 
damaging the centre in the spinal cord, by conditions affecting the phrenic 
nerve in its course, or by reflex inhibition of the centre. Causes involvi 
the centre include poliomyelitis, hemorrhage into the spinal cord, an 
tumours of the spinal cord or its membranes, or of the spine itself. The 
phrenic nerves may be affected by diphtheritic neuritis. Either or both of 
the nerves may be compressed by mediastinal tumours, or by inflamma- 
tory exudates. They may be severed or injured by wounds in the neck. 
Evulsion or crushing of the phrenic nerve is now frequently employed thera- 
peutically, in order to promote sare We of the base of one lung and closure 
of cavities in cases of tuberculosis and in bronchiectasis. 

Symptoms.—Diaphragmatic paralysis results in the affected leaf of the 
diaphragm becoming immobile and remaining at a higher level in the thorax 
than normal, or showing paradoxical movement, ¢.e. ascending with inspira- 
tion. This can easily be seen on X-ray examination. Sometimes this is 
noted as a reversal of the ordinary abdominal movements during respiration, 
with the result that there is epigastric recession during inspiration. 

Treatment.—This is, in general, that of the condition causing the paralysis. 


HERNIA OF THE DIAPHRAGM (see p. 553, 554) 


EVENTRATION OF THE DIAPHRAGM (see p. 666) 


DISEASES OF THE MEDIASTINUM 


The mediastinum is the interpleural space, and occupies the median part 
of the thorax, from the superior aperture above to the diaphragm below: 
Strictly speaking, any affection of any of the important structures occupying 
this space, such as the pericardium, heart, great vessels, air passages and the 
thymus, might be included under this heading. They are, however, more 
conveniently grouped under the various systems to which they belong, and 
diseases of the mediastinum are commonly restricted to conditions arising in, 
or affecting the connective tissue and glands found in this space. 


MEDIASTINITIS 


Mediastinitis, or inflammation in the mediastinal connective tissue, may be 
acute or chronic. In the acute forms there may be an inflammatory serous 
exudate causing oedema, or the inflammation may progress to abscess forma- 
tion. The chronic forms are indurative or fibroid in character, although 
chronic abscess may occur. 
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Acuts Srmpite MEpIAstiniris 


fEtiology.—Acute mediastinitis without suppuration may result from 
injuries to the chest-wall or sternum, and from lacerating wounds of the 
cesophagus or trachea. It is sometimes secondary to inflammatory processes 
in the lungs, pleure, pericardium or peritoneum, and to periostitis of the 
sternum or vertebra. Pneumonia is 4 not uncommon cause. 

Pathology.—There is hyperemia of the mediastinal connective tissue 
with inflammatory edema. Mediastinal serous effusions have been described, 
but these are, without doubt, encysted pleural effusions encroaching on the 
mediastinur. 

Symptoms.—tThe clinical manifestations of acute mediastinitis are vague 
and not characteristic. There is a mild pyrexia, the temperature reaching 
99° or 100° F. Pain under the sternum may be complained of, and on 
auscultation over it a few fine crepitations may be heard on deep breathing, 
or they may occur synchronously with the heart beats. 

Course.—The affection may subside or proceed to abscess formation. 
It may result in fibroid thickening or adhesions. 

Diagnosis.—Mediastinitis is often not recognised or suspected, since it is 
masked or overshadowed by the clinical manifestations of the primary 
condition. 

Treatment.—No special treatment is required, apart from that appro- 
priate to the condition inducing it. 


Acute SuppuraTIveE MEpIASTINITIS 


fEtiology.—Acute suppurative mediastinitis or mediastinal abscess is 
more common in males, and may occur at any age, although it is more fre- 
quently seen in early adult life than at other periods. Some cases are of 
traumatic origin, and follow perforating wounds or blows on the sternum, 
not necessarily causing fracture. Perforation or injury of the esophagus is a 
comparatively frequent mode of access of pyogenic organisms to the medi- 
astinum. This may occur from ulceration of an esophageal new-growth, from 
injury due to a swallowed body such as a tooth-plate, or from the passage of 
an cesophagoscope or bougie. Perforation of the trachea or main bronchi by 
an inhaled foreign body is sometimes the cause of mediastinal suppura- 
tion. Various pulmonary conditions may lead to pyogenic infection of 
the mediastinum, such as pulmonary ee or gangrene, pneumonia and 
bronchiectasis. Periostitis or osteomyelitis of the sternum, vertebre or 
ribs, suppuration in the mediastinal glands, or tracking down of deep 
cervical abscesses may all lead to mediastinal abscess. Extensions of 
pyogenic processes from the pericardium, pleura or peritoneum may also 
e causes. A suppurating hydatid or dermoid cyst may rupture into the 
mediastinum, and lastly, the infection is blood-borne in some cases from 
infective endocarditis, pysmia, erysipelas or enteric fever. Dieulafoy 
pointed out that certain cases of empyema, originating near the medias- 
tinum, may, by encroaching on this region, induce predominating mediastina! 
symptoms, which he described as the “ mediastinal syndrome.” Such cases, 
although abscesses in the mediastinum, are not mediastinal abscesses, but 
are in reality special instances of encysted empyema. 
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Pathology.—The suppuration may be limited to any part of the ana- 
tomical subdivisions of the mediastinum, or may spread from one compart- 
ment to another. The pus sometimes tracks in various directions, ¢.g. 
upwards to the neck, downwards to the abdomen, or it may point in the 
chest-wall. The abscess may rupture into the esophagus, trachea, aorta, 
pleura or pericardium. 

Symptoms.—The onset may be insidious or acute. In the latter case it 
may be ushered in by severe pain under the sternum, radiating to the back and 
shoulders. The symptoms may be divided into those due to the inflammatory 
process, and those resulting from the pressure exerted by the collection of pus. 
The former comprise malaise, fever and sometimes rigors, while blood examina- 
tion may demonstrate a leucocytosis of 10,000 per c.mm. or over. The 
pressure symptoms vary according to the amount of pus produced and its 
situation. They include dyspnoa and paroxysmal or brassy cough, from com- 
pression of the vagus nerve or direct pressure on the trachea. There may 
also be dysphagia from obstruction of the esophagus, and hoarseness from 
pressure on the left recurrent laryngeal nerve. Pressure on the spinal nerve 
roots, intercostal nerves, or brachial plexus may lead to severe neuralgic pains. 
Partial or complete obstruction of the great veins may be apparent from 
distension of the superficial thoracic veins or of those in the neck. Cidema 
of the chest-wall is sometimes seen from this cause, or it may result from the 
inflammatory process extending to the chest-wall. The signs in severe cases 
will be those caused by the pressure effects just described. The patient looks 
ill, distressed, dyspnoic and more or less cyanosed. The respirations may 
be noisy, as there 1s sometimes inspiratory dyspnaa with stridor, this being 
known as the bruit de cornage. The dilated ves may be apparent and the 
direction of the current may help to localise the seat of the obstruction. 
There is sometimes local redness and codema from pointing of the abscess, near 
the sternum, in the neck, or in the interscapular region on either side. Pal- 
pation may reveal local tenderness and even fluctuation in eet of these 
areas. There is often dullness over the sternum, sometimes extending to one 
or other side, or the dullness may be found in the interscapular region. It is 
said that the dullness may shift with the position of the patient in some cases. 
Breath sounds are distant, and weak or bronchial over the dull area, except 
when it is behind the sternum, when they are harsh. 

Complications and Sequelz@.—The important complications are those 
due to rupture of the abscess. If this occurs into the lung or the wsophagus, 
pus is expectorated, or passes into the stomach. Gangrene of the medi- 
astinum may follow, or death may occur from suffocation or hemorrhage. 
Extension of the abscess may lead to purulent pleurisy, pericarditis or 
peritonitis, or to suppuration in the neck. In cases that recover, chronic 
mediastinitis with matting together of the mediastinal contents may be 
@ sequel, 

Course.—The disease is acute and rapidly progressive, unless relieved 
by operation or by spontaneous external drainage in a few fortunate 
eases. 

Diagnosis.—-The ‘‘ mediastinal syndrome” of dyspnea, stridor, par- 
oxysmal cough, hoarseness and dysphagia with signs of pressure on arteries, 
veins and nerves is common to many conditions causing mediastinal pressure, 
notably mediastinal new-growth, enlarged mediastinal glands, aneurysm and 
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pericardial effusion. The differential diagnosis of these is more fully con- 
sidered under mediastinal] new-growth. The occurrence of fevers and rigors, 
the presence of a pointing swelling, and the demonstration of a leucocytosis 
mee | give strong suggestion as to the inflammatory origin of these symptoms 
and signs. The X-rays may reveal a localised mediastinal shadow, often 
non-pulsating, although it must be remembered that in rare cases a medi- 
astinal abscess may pulsate. 

Prognosis.—This is very grave, and the majority of cases die unless 
recognised and treated early. If gangrene develops, a fatal result is inevit- 
able. The outlook is more hopeful when the anterior mediastinum alone is 
involved. 

Treatment.— Propuytactic.—Foreign bodies in the msophagus and 
trachea should be removed as soon and as gently as possible. The utmost care 
should be exercised in the passage of a bougie or the cesophagoscope in cases 
of esophageal stricture. 

CuratTive.—As soon as mediastinal suppuration has been diagnosed and 
localised, surgical measures should be adopted. The mediastinum can be 
reached by resection of pieces of costal cartilage or by trephining the sternum. 


CHronio MEDIASTINITIS 


ily also occurs in two forms, chronic indurative mediastinitis and chronic 
abscess. 

Curonic InpuRaTIVE MEDIasTINITIS.—This may occur as a sequel of any 
form of acute mediastinitis. The best known is that associated with chronic 
adhesive pericarditis, and usually known as chronic indurative mediastino- 
pericarditis (pp. 961-963). Other forms include the chronic inflammation 
and thickening which occur around enlarged, sclerotic and pigmented media- 
stinal glands, and around the same glands when affected by caseous or cal- 
careous tuberculous lesions. 

Curonic MepiasTinaL ABSCESS is generally of tuberculous origin, arising 
from breaking down caseous bronchial or mediastinal glands, or from tuber- 
culous disease of the spine or ribs. A chronic abscess may, however, be 
caused by a foreign body, such as a bullet. 

Symptoms.—Simple indurative mediastinitis may give rise to perfect: 
no symptoms or signs. Chronic abscess may cause symptoms of ill-health and 
7 as pressure, or may only become apparent when it pointe super- 

Ciahy. 

Treatment.—The treatment of chronic mediastinal abscess is practically 
the same as that for other “‘ cold ” abscesses due to tuberculosis, incision and 
drainage heing avoided if possible in favour of aspiration and injection of anti- 
tuberculous substances. Other cases may require operation. 


EMPHYSEMA OF THE MEDIASTINUM 


In performing tracheotomy, the pretracheal layer of deep cervical fascia 
is of necessity incised. If difficulty arises in inserting the tube into the 
tracheal incision, air may be drawn deep to this fascia by the vigorous attempts 
at respiration and thus pass into the superior mediastinum, or superficial to 
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it into the anterior mediastinum. Rupture of the trachea, bronchi or 
cesophagus, or rupture of air vesicles or pulmonary lesions where the 
pleura is adherent, may also cause it. In acute interstitial emphysema of 
the lungs, the escaped air may track along to the root and reach the 
mediastinum. . . 

Symptoms.—Emphysema of the mediastinum may give rise to very in- 
definite indications. A few fine crackling sounds may be heard on listening 
over the sternum, sometimes varying with respiration or with the heart 
movements. The percussion note over the prmecordium may be hyper- 
resonant, and the heart sounds may be distant and muffled. Small quantities 
of air escaped into the mediastinum can be rapidly absorbed and may not be 
of serious import. 

Diagnosis.—This is often a matter of speculation, unless the air spreads 
upwards to the neck and causes superficial surgical emphysema. 

Prognosis.—This depends entirely on that of the underlying cause, which 
is often of serious nature. 

Treatment.—No special treatment is required, as a rule, apart from that 
of the primary condition, except that pain may necessitate the use of analgesic 
drugs at the onset. 


ENLARGED MEDIASTINAL GLANDS 


The mediastinal lymphatic glands are arranged in groups. A few small 
ones are found in the anterior compartment, another group is situated in 
the posterior mediastinum. The most important of these is the tracheo- 
bronchial group, situated around the bifurcation of the trachea and extending 
along the bronchi. It is enlargement of this group that most often gives 
clinical manifestations. 

fEtiology and Pathology.—A simple inflammatory enlargement of 
these glands may occur in many acute affections of the bronchi and lungs, and 
in certain acute specific fevers, notably influenza, pertussis and measles, A 
more chronic enlargement, associated with indurative changes, results from 
chronic respiratory diseases, such as chronic bronchitis and the pneumo- 
konioses. the latter case, considerable pigmentary changes may be found, 
from deposition of the particles derived from the dusty inspired air. In town- 
dwellers, these glands are often grey or black in colour from deposited carbon. 
Tuberculosis is the commonest cause of enlargement of the mediastinal glands, 
pedragieues of the tracheo-bronchial group, those about the right bronchus 

eing most affected as arule. This is a frequent early localisation of tuber- 
culous disease in children. The infection spreads from the lungs in the 
majority of cases (Ghon), but in some instances the path of infection is from 
the tonsils through the cervical lymphatics and glands, while in others the 
mode of entrance is from the intestines through the mesenteric glands. The 
lesions may be miliary tubercles, or small caseous nodules which calcify sub- 
sequently, or which may soften and lead to local spread or generalisation. 
Tn other cases a fibroid ype lasia of the glands results. 

In syphilis, mediastin enitis may occur in the secondary or tertiary 
dace, ts Hodgkin’s disease and in lymphatic leukemia, the mediastinal 
glands may share in the general adenopathy, and in the former the condition 
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may be primary in these glands. Enlargement due to malignant disease is of 
great importance and receives separate consideration. 

Symptoms.—These may be slight and escape notice, unless the enlarge- 
ment is sufficient to produce pressure or irritation. Cough is the commonest 
symptom ; it is usually dry, irritative, noisy and ineffective. It may occur 
in Pe somewhat suggestive of those of whooping-cough. Dyspnea 
and dysphagia occur only when the enlargement is considerable. Vomitin 
sometimes develops: probably reflexly from vagal stimulation. Pain behin 
the sternum or in the upper thoracic region posteriorly may be complained 
of. In children with tuberculous disease in these glands, there is often languor, 
anorexia, anzmia and wasting, sometimes with slight irregular fever and night 
sweats. Such symptoms in a child of 5 to 12 years of age are very suggestive. 
The signs are also variable and frequently inconclusive. In tuberculous 
cases, the appearance of the child, pale, delicate looking or sallow, with long 
eyelashes and fine hairy growth over the back, may also be suggestive. In 
glandular enlargement from any cause, there may be dilated veins over the 
front or back of the chest, especially in the upper part, and a “ hilum dimple ” 
has been described as appearing in the second intercostal space beside the 
sternum, on holding the breath at the end of inspiration. One pupil may be 
larger than the other, owing to sympathetic stimulation. Small areas of 
dullness may be found at the back, near the upper thoracic spines, or in front 
close to the manubrium. Breath sounds over these areas may be bronchial 
or harsh. Occasionally the enlarged glands impede the air entry to a lower 
lobe, generally the right, in which case breath sounds are notably weakened 
over this area, while the percussion note may be impaired. Normally, 
whispering pectoriloquy ceases at the seventh cervical spine; with enlarged 
mediastinal glands it may be heard along the middle line or close beside it, 
in the upper thoracic region from the first to the fifth thoracic spines. This 
is known as d’Espine’s sign or tracheophony. It is a confirmatory sign, 
when other indications are present. Eustace Smith’s sign is of little value. 
It consists in a venous hum, audible over the manubrium sterni, when the 
child’s head is thrown back as far as possible. Occasionally pressure on the 
recurrent laryngeal nerve may lead to an abductor paralysis of one vocal 
cord. In cases of tuberculosis, syphilis, Hodgkin’s disease or leukemia, 
enlarged glands may be present in other parts of the body, and may thus assist 
in diagnosis. 

Complications.—A caseous gland may ulcerate into a bronchus or into 
the trachea, and death has resulted from glottic impaction of a portion of the 
gland. Ulceration into the cesophagus has been described. Rupture into the 
mediastinum may lead to mediastinal abscess. Invasion of the pleura, lung 
or pericardium may occur, or generalisation causing widespread miliary 
tuberculosis. 

Diagnosis.— Whenever the condition of mediastinal glandular enlarge- 
ment is suspected, an X-ray examination should be made if possible. It may 
help to distinguish between other conditions causing mediastinal pressure, 
such as aneurysm, abscess and malignant growth. Unfortunately in regard to 
tuberculous disease, it shows best the condition of least importance, namely, 
the old healed calcified glands. “Soft” or “ woolly ” shadows are regarded 
as indicative of active disease, but in doubtful cases it is wise to act upon the 
clinical indications. | 
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Prognosis.—This varies with the cause, being serious in Hodgkin’s disease 
and leukemia. In tuberculous cases, the prognosis is as a rule good, apart 
from complications, provided treatment is prompt and adequate. 

Treatment.—In tuberculous adenitis, the general condition should be 
improved by every possible means. The child should be taken from school, 
rest and exercise are to be carefully graduated, and a liberal diet supplied, 
with extra milk, cream and butter. In England, the Isle of Thanet seems 
especially valuable in the climatic treatment of glandular tuberculosis. Cod- 
liver oil, malt extracts and the syrup of the iodide or phosphate of iron are 
useful. In afebrile cases, tuberculin cautiously given may be of value in 
children of 8 years or over, but it is not necessary, asa rule. If given, the 
initial dose should be small, ;,;'s55 mgrm. B.E., and the dosage gradually in- 
creased. In glandular enlargements due to syphilis, Hodgkin’s disease and 
leukeemia, the treatment appropriate to these diseases should be employed, 
and symptoms due to pressure relieved as far as possible. 


MEDIASTINAL TUMOURS OR NEW-GROWTHS 


The mediastinum may be the seat of either simple or malignant new 
growths, the latter being much more common. 

Sme.Le Tumours or THE MepiastinuM.—These, except retrosternal 
goitre, rarely give rise to symptoms, and the recorded cases have, as a rule, 
only been discovered in the course of a routine X-ray or post-mortem examina- 
tion, The chief varieties found are retrosternal goitre and persistent thymus, 
lipoma, fibroma, chondroma, osteo-chondroma and myoma. 

MaLianant Tumours oF THE MEpIasTINUM.—Although it is certain that 
some malignant growths arise primarily in the mediastinal tissues, while 
others invade the mediastinum secondarily by extension or metastasis, it-is 
often impossible, even at autopsy, to determine whether a mediastinal growth 
originated in the mediastinal tissues or in one of the adjacent organs, par- 
ticularly the lungs and bronchi. The differentiation between primary and 
secondary growths is therefore less sharp than in other situations. 

SARCOMA OF THE Mxrp1astTiINuM.—Recent research has proved that the 
majority of primary mediastinal growths are sarcomatous, but these are less 
common than was formerly supposed. A primary sarcoma may arise in 
the lymphatic glands, connective tissue, periosteum of the sternum or 
vertebree, or in the remains of the thymus gland. The commonest variety 1s 
the lympho-sarcoma, but spindle-celled and chondro-sarcomata may occur. 
Mediastinal sarcoma is commoner in males than females; it may occur in 
early life, and the majority of cases occur before the age of 40 years. Oat- 
celled tumours invading the mediastinum and formerly regarded as lympho- 
sarcomata are now believed to be of bronchial origin and carcinomatous 
nature. | 

CarcinoMa OF THE MEpIAsTINUM.—This is rare as a primary tumour. 
It occurs in older people. It may originate from the trachea, bronchi or 
cesophagus, in the remains of the thymus or in a retrosternal goitre. ; 

EOCONDARY Marianant Growrus oF THE MepiasTINUM.—These usually 
result from direct extension of primary growths of the lung, bronchi, trachea, 
esophagus, chest-wall or breast, but true metastases may occur from 
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mammery growths or from more distant primary tumours. Endothelioma 
has been described in the mediastinum, but is probably generally secondary 
to endothelioma of the pleura. 

Pathology.—The morbid appearance depends upon the situation of origin, 
the directions of growth, and the nature of the tumour. Sarcomata are 
generally soft, pinkish in colour and vascular, while carcinomata are paler 
and firmer. There may be one large mass weighing several pounds, or there 
may be multiple growths. When the tumour reaches a considerable size it 
may infiltrate, surround, compress or displace contiguous structures. This is 
esha the case in the lympho-sarcomata. The trachea, ceesophagus, and 

rge vessels may be surrounded, the pericardium and heart may be exten- 
sively infiltrated, and the nerve trunks may be enclosed and compressed. 
Secondary deposits are common in other glands, but not infrequently the pig- 
mented bronchial glands may be seen entirely enclosed in growth without 
being infiltrated. 

Symptoms.—The onset is often insidious, and the condition may not 
be suspected until cachexia and pressure signs develop. Malaise, weakness, 
shortness of breath, cough and pain are often early symptoms, which become 
more pronounced as the case progresses. ‘The pressure symptoms and signs 
constituting the “‘ mediastinal syndrome ”’ comprise— 

1. Pressure on the air passages, giving rise to dyspnoea, cough and expec- 
toration. The dyspnoea may be inspiratory and associated with stridor, or 
expiratory and paroxysmal. The cough is harsh and may be “ brassy ” ; it is 
often associated with mucoid, blood-stained, or even “‘ prune juice ” sputum. 
Bronchiectasis may result in some cases. 

2. Pressure on or infiltration of the lung, leading to collapse and sometimes 
breaking down of lung tissue. If the pleura is reached or invaded, pleural 
effusion, often blood-stained, may result. 

- 3. Pressure on arteries—Compression of branches of the pulmonary 
artery may lead to local gangrene, or in other cases the growth may ulcerate 
into a larger vessel and cause fatal hemorrhage. Pressure on the subclavian 
artery may cause inequality of the radial pulses, and, according to Kkgren, 
this may only be present when the patient is lying and not when he is 
standing. 

4, Pressure on vens.—Dilated tortuous veins may be seen over the front of 
the chest and abdomen, or in the neck. The flow of blood in these superficial 
veins may be reversed in direction, owing to the obstruction of the superior 
vena cava or its main radicles. The current then runs from above do - 
wards, instead of from below upwards, as normally. There may be oedema 
of the chest-wall or of the face and neck from the same cause. 

5. Pressure on nerves.—The vagus may be compressed, causing paroxysmal 
dyspnoea and cough. Laryngeal paralysis or spasm may result from involve- 
ment of the recurrent laryngeal nerve. Dilatation of the pupil, followed later 
by constriction, drooping of the upper lid and enophthalmos, occurs when the 
sympathetic is involved. Paralysis of the diaphragm on one side from com- 
pression of the phrenic nerve, and pain from involvement of the intercostal 
nerves, may be present. 

6. Pressure on the wsophagus may lead to dysphagia of increasing degree. 

In addition to the signs afforded by these various conditions, there may be 
glandular enlargements in the neck, the suprasternal notch, or in the axille, 
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The growth may invade the chest-wall at any ly and in rare cases it may 
cause visible or palpable pulsation. The pulmonary physical signs are 
dyspnwa, sometimes orthopnwa and cyanosis. In some instances the patient 
_ prefers to lean forward; this is said to be due to the fact that in this position 
the antero-posterior diameter of the mediastinum is increased, and the 
tension caused by the growth is thereby lessened. There may be dullness 
over the sternum or over the upper thoracic spines, and over any part of 
the lung invaded or compressed f the growth. The breath sounds heard 
over the dull area may be harsh, Lronebial, tubular, weak or absent. The 
signs due to any secondary condition, such as bronchitis, bronchiectasis 
or a pleural effusion may be found in addition. 

Complications.—These include the secondary conditions just mentioned. 
Others are due to ulceration of the growth through the chest-wall, or into 
the trachea, bronchi, esophagus or aorta. Pericarditis may occur if the 
growth invades the pericardium, and hsemopericardium may result from 
ulceration of a vessel. 

Course.—The growth enlarges progressively and the course is often rapid, 
particularly in lympho-sarcoma. Fulminating cases lasting only a few weeks 
occur ; more commonly the patients live from 6 months to 2 years from the 
onset, rarely more. 

Diagnosis.—When signs of mediastinal pressure become apparent, new- 
growth should be aye Hagia in common with aneurysm, mediastinal abscess 
or cyst, enlarged mediastinal glands and pericardial effusion. The history, 
the general condition of the patient, the physical signs, blood examination, and 
the X-rays may all help in distinguishing between these conditions. The 
evidence afforded by the X-ray may be of the utmost value. The pulsating 
shadow of an aneurysm, the large area of a pericardial effusion, the indefinite 
edge of an infiltrating growth extending into the lung, may be shown clearly, 
but the appearance should always be interpreted in the light of the other 
clinical features, and a diagnosis should not be made on X-ray findings alone, 
since a growth may pulsate, or may give rise to an effusion, while a mediastinal 
abscess or a cyst may give a sharp shadow. An wsophageal new-growth can 
sometimes be differentiated by the cesophagoscope, but this should only be 
employed when aneurysm can be excluded. er lea from pulmonary or 
bronchial new-growths may be almost impossible. Before the onset of 
pressure symptoms, growth may be suspected from the cough and emaciation, 
and here again the X-rays may give valuable indications. Chronic tuber- 
culous disease should always be excluded by repeated sputum examinations, 
The diagnosis of mediastinal growth may sometimes be obscured by some 
of the complications it induces, notably pleural effusion and bronchiectasis. 
The rapid onset and progress of these conditions and the bloodstained 
character of an effusion may all suggest the possibility of a malignant cause. 
The presence of enlarged glands in the neck or axillw, or of nodular growth 
in the chest-wall or episternal notch, may afford almost conclusive evidence 
of malignancy. ; 

Prognosis.—This is practically hopeless and death occurs from exhaus- 
tion, starvation, toxssmia, asphyxia or hemorrhage. 

Treatment.—The treatment of simple tumours is surgical if they are 
capable of removal. The treatment of maak pani tumours is that of inoperable 
malignant disease elsewhere. X-ray applications, or radium treatment in some 
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form may be tried. Otherwise treatment is symptomatic and palliative. 
Pain may be relieved by aspirin, codeine or morphine. Sleep may be induced, 
if there is insomnia, by chloral hydrate, papaveretum (alopon, opoidine, 
omnopon) or other hypnotics. If effusion is causing dyspnma it may be 
ta aed, but the duid ‘usually collects again rapidly. Air replacement is 
sometimes useful. 


CYSTS OF THE MEDIASTINUM 


Simpie Cysts.—These are usually small and of no clinical importance. 

Dermorp Cysts aND TERATOMATA.—These are rare and become apparent 
generally in young adult life. They may enlarge, giving rise to symptoms 
and signs similar to those of a mediastinal tumour, or they may lead to 
empyema. They usually contain pultaceous material, and sometimes hairs, 
muscle, cartilage, bone and teeth. Such cases are almost certainly tera- 
tomatous in nature and derived from included embryos. This condition may 
sometimes be diagnosed during life by the expectoration of hair, teeth, bone 
or cartilage. The prognosis is, as a rule, serious, but some cases recover under 
appropriate surgical treatment. : 

Hypatip Cysts.—A hydatid cyst may be primary in the mediastinum 
and may give rise to signs of mediastinal pressure, but the condition is ex- 
ina rare. Its presence may be shown by X-rays and its nature demon- 
strated by the blood and skin reactions. Such cysts have been successfully 
treated surgically. 

Other rare mediastinal conditions are hernia of the stomach or colon 
through the diaphragm into the mediastinum. A retrosternal goitre may 
also form a mediastinal swelling. 

R. A. Youne. 


G. E. Beaumont. 


SECTION XVI 
DISEASES OF THE KIDNEYS 


THE CHARACTERS OF NORMAL URINE 


THE amount of urine normally secreted in 24 hours is 50 ounces or 1500 c.c. 
The specific gravity of the total should lie between 1015 and 1025, though 
individual specimens will vary considerably more, according to the amount 
of fluid imbibed or the quantity excreted by the skin and bowels. The 
reaction is generally acid, due to the presence of acid sodium phosphate, 
NaH,PO,. The total acidity is such that about 650 c.c. of decinormal caustic 
soda will neutralise the daily output. This is equivalent to 82 grains of 
NaHCoO,, but it requires a rather larger quantity (120 grains according to 
Spriggs) of bicarbonate of soda by the mouth to effect this neutralisation. 
Expressed in terms of H-ion concentration, the pH varies between 4-7 and 10. 
The total acidity of the urine rises very considerably in acidemia, and may 
be more than doubled despite large doses of alkalis. Normally, urine is more 
acid during fasting than during absorption of food, the acid and alkaline 
tides being thus produced. The alkaline tide may be partly due to the 
earl gage of organic vegetable salts, as it is more marked in herbivora, 
but the increased activity of the respiratory centre after getting up in the 
morning, is chiefly responsible for an increase in the pH of the urine (dimin- 
ished H-ion concentration), by removal of excess of COQ, from the body ; 
in fact, it alone may be responsible for a morning alkaline tide. On decom- 

osition, either in the bladder or after excretion, the urine becomes alkaline, 

om the conversion of urea into ammonium carbonate. 

The constituents of urine are partly derived from the food (exogenous) 
and partly from the katabolism of the tissues (endogenous). e may 
briefly consider the source and significance of the principal constituents. 

Naropenous constituents.—The total nitrogen excreted each day on 
an ordinary mixed diet is about 18 grammes or 270 grains. Of the various 
nitrogenous constituents urea is by far the most abundant, its output being 
33 g., which contains 15:4 g. of nitrogen, or 85 per cent. of the urea 
total. As so much of the urea comes directly from the food, the amount of 
urea falls both absolutely and relatively in starvation; the total nitrogen 
drops to 5 g. or even joss, of which urea nitrogen forms about 60 per 
cent. On a diet rich in carbohydrates and fat, but containing hardly any 
nitrogen, these figures may fall still lower, as the assimilation of other food- 
stuffs reduces the waste of tissue nitrogen to a minimum. This is often 
forgotten, and ge ating undue importance is attached to a drop in the 
output of urea, which is simply due to the diet prescribed being poor in 
nitrogen, whereas the urea excreted depends mainly on the quantity of 
protein ingested. ; 
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Next in importance come the purin bodies. Purins contain the grou 
C,N,, and the best known is tri-oxy-purin or uric acid C,N,H,0,. A sma 
ey of the less oxidised purins, xanthin and hypoxanthin is also 
excreted. Exogenous purins come mainly from meat juices, from the nuclei 
of cellular organs (such as liver and sweetbread), and from tea, coffee or 
cocoa. Only from one-tenth to one-half of the ingested purins are excreted 
as such, the remainder being destroyed by the liver, ultimately appearing 
as urea. The alkaloids of tea, coffee and cocoa give rise chiefly to xanthin 
and hypoxanthin, the rest to uric acid. On a diet rich in meat the daily 
output of purins amounts to 0°34 g. of nitrogen, and on a purin-free 
diet to 0-202 g. This endogenous purin, which forms the larger part, 
comes mainly from the disintegration of the nuclei of maturing red blood 
corpuscles, and also the leucocytes and muscles. Anything increasing the 
leucocytes in the circulation increases the output of endogenous purins, and 
in leukemia the excretion of uric acid may rise to 5 g. a day. Un- 
accustomed exercise diminishes the output of uric acid, while increasing 
that of the less oxidised xanthin and hypoxanthin, the total purin excretion 
remaining the same. Uric acid is only excreted as such when the urine is 
riehy acid ; normally it appears as acid sodium urate. (See also Urinary 

posits.) | 

Creatinin is, according to Folin, the most constant of the nitrogenous 
constituents on a meat-free diet, and serves as a measure of endogenous 
nitrogenous metabolism. In a healthy young man on a diet consisting 
entirely of bread, about 0-9 g. is excreted daily, while on a diet con- 
taining meat extracts more than 2 g. may be passed. During muscular 
wasting its output is increased, while in a subject already wasted it is 
diminished. this suggests that it is derived from the creatin of muscle— 
both of the body and of the food. It may be recognised in urine by Weyl’s 
test; with sodium nitroprusside and caustic soda it gives a ruby-red colour, 
which, unlike that given by acetone, is at once destroyed by glacial acetic 
acid. Jaffe’s test depends upon the deep orange salour, iven by even 
dilute solutions of creatinin on the addition of a saturated solution sf picric 
acid and some 10 per cent. solution of caustic soda ; this has been utilised 
for the colorimetric estimation of creatinin by Folin. Creatinin can be 
obtained from creatin by dilute boiling mineral acids. Creatin, which is 
abundantly present in muscles, is not normally present in the urine. 

Ammonia is normally excreted to the extent of about 1 g.a day. An 
increase in this amount 1s not, as was formerly thought, a sign of incapacity 
on the part of the liver to form urea, but a sign of acidsmia. The body pro- 
tects itself against acids in the circulation by forming ammonia from the 
proteins of the tissues. The increased excretion of ammonia is, therefore, a 
measure of the degree of acidemia, and it is estimated by the amount of acid 
set free from the urine on the addition of formalin, which combines with 
the ammonia to form hexamine. In the acidsmia of diabetes, the output of 
ammonia may rise to 4 g.a day, or even more. | 

. Hippuric acid is not an important nitrogenous constituent of urine, but 
it is of interest as being made by the kidney itself by the combination of 
bensoic acid with glycocoll. It 1s, therefore, increased by a diet of ~ 
| arn fa is diminished when there is conspicuous degeneration of the 
hs tubules. : a 
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The pigments of urine are nitrogenous. The principal one, urochrome, to 
which urine normally owes its colour, though closely related to urobilin, 
has an independent origin from hemoglobin. Even when all the bile escapes 
from the body through a biliary fistula the excretion of urochrome is un- 
altered. Urobilin, on the other hand, is a reduction product of bile. pigment. 
The reduction is effected by bacterial action in the bowel, whence it is re- 
absorbed by the blood and excreted by the kidney. Normally it is not 
excreted as such, but as a colourless chromogen. the appearance of pre- 
formed urobilin is evidence either of increased hemolysis or af keptis infections 
of the gall-bladder or bile-ducts, or of increased intestinal putrefaction, or of 
increased. time for reabsorption, as in intestinal obstruction. It can be 
recognised with the spectroscope by the absorption band it gives in the blue, 
or by the green fluorescence it shows on the addition of zinc chloride and 
ammonia. Very little is known of uroerythrin ; it is an unstable body and is 
readily carried down by urates, to which it imparts the characteristic pink 
colour. <A trace of hematoporphyrin is also normally present in the urine ; 
but an obvious amount is an abnormality, which will be considered 
later. 

Non-nitrogenous constituents.—These are principally salts. Chlorides 
are the most abundant, averaging about 10 to 13 g. of sodium chloride a 
day. Chlorides are retained whenever the body retains excess of fluid. This 
explains the reduced output of chlorides in such diverse conditions as edema, 
serous exudates, pneumonia and acute dilatation of the stomach. Reduced 
chloride intake or loss through excessive vomiting are other causes. On the 
other hand the output is much increased in Addison’s disease. The phos- 
phates are partly excreted as acid phosphates of sodium and potassium, 
partly as earthy phosphates of calcium and magnesium. The former are 
not precipitated on neutralisation, while the latter are.. A phosphatic deposit, 
as stellar crystals of calcium phosphate or tables of magnesium phosphate, 
is no proof of a real increase in the output of phosphates, but is usually 
merely an indication of diminished acidity. Ammonio-magnesium phos- 
ee on the other hand, is evidence of ammoniacal decomposition. It 
orms & deposit of “ coffin-lid” or “ knife-rest’” crystals. The amount 
of phosphoric acid excreted daily amounts to about 2-5 to 3-5 g., of which 
the earthy phosphates form half. Sulphates are present in the urine to the 
extent of 1-5 to 3 g. of 80, a day. Very little sulphate is taken in the food, 
and most of that which is taken either as food or medicine is excreted by the 
bowel, so that the urinary sulphates come almost entirely from the oxidation 
of the sulphur in the protein molecule. About nine-tenths are excreted as 
sulphates of the alkalis, and the remaining one-tenth as ethereal sulphates, 
formed by conjugation with putrefactive products from the tyrosin and 
tryptophan of the protein molecule. Of these, the most striking is indican, 
or indoxy]-sulphate of potash. It is best detected by adding an equal quantity 
of strong hydrochlonis acid to some urine, then a few drops of hydrogen 
peroxide, and shaking up the mixture with some chloroform to which it 
imparts a blue colour. iis resence in excessive amount is some evidence 
of excessive intestinal putrefaction, especially when due to obstruction of 
the small intestine. Not so much importance, however, is attached to 
indicanuria as formerly. All the sulphur in the urine is not excreted as 
sulphates ; some 6 per cent. appears as neutral sulphur, derived from the 
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sulphocyanide of the saliva, the taurine of the bile salts and substances allied 
to cystin. The neutral sulphur is diminished in insanity. 

Many other substances are normally present in traces in the urine, but 
except diastase, they are of little clinical importance. Ten to 30 units of 
diastase are normally present, but less will be found in some forms of impaired 
renal capacity and a great deal more in most pancreatic diseases, The 
presence of 50 units suggests a pancreatic lesion, while 100 or more make 
this certain. In severe pancreatitis 300 to 500 may be found. 


THE ESTIMATION OF RENAL FUNCTION 


It may be necessary to determine (1) the total renal capacity, or (2) the 
adequacy of either kidney separately. Generally speaking, the first is more 
the concern of the physician, and the second that of the. surgeon. Estimation 
of the latter is of vital importance before nephrectomy is considered, lest 
the remaining kidney should prove inadequate to maintain life. Estimation 
of the former is an assistance both to diagnosis and prognosis. Some of the 
tests under the first heading have for their object the determination of the 
part of the kidney involved. These will be considered first. 


A.—ESTIMATION OF CAPACITY OF BOTH KIDNEYS 


1. EXAMINATION OF THE BLoop.—The damaged kidney will fail to excrete 
substances which it should, and examination of the blood may reveal their 
presence in undue amount. The quantity of urea in the blood throws import- 
ant light on renal capacity ; normally this ranges from 15 to 40 mgm. per 
cent. in health, but after middle age figures up to 50 mgm. per cent. (urease 
method) may be within normal limits. The urea content of the blood, as well as 
that of the cerebro-spinal fluid, is raised in various kidney diseases, and also 
in alkalosis. A blood urea figure of 200 mgm. per cent. and over is of serious 
clinical significance. It may rise higher than this, even to 280 mgm. per cent., 
in acute nephritis, and gradually fall to normal with complete recovery. 
chronic nephritis such figures generally indicate a terminal phase of few 
months’ duration, but a oe may live for a year or more with a blood urea 
of 190 mgm. per cent. The amount of sodium chloride in the blood may be 
raised from the normal 0-45 to 0-5 g. per cent. to 0-6 or higher. When there 
is extreme renal failure there may be an increase in the H-ion concentration, 
the uric acid and the indican of the blood, while the calcium content may fall 
from the normal 10 mgm. per cent. to 6. 

2. Toe Urea ConcentTraTIon Trst.—Although ordinary estimation of 
the percentage of urea in urine gives no information of value, the response of 
the kidney to a given dose of urea does. On this MacLean and de Wesselow 
based their vsafal: urea concentration test. Fifteen grammes of urea dissolved 
in 100 c.c. of water, and flavoured with a little tincture of orange, are given to 
& patient just after he has emptied his bladder. The urea in the urine passed 
one, two and three hours afterwards is estimated by the hypobromite method. 
If this amounts to 2 per cent. or over in one or more of the three specimens the 
kidney is efficient according to the test. A concentration of 2-5 per cent. 
or over is more satisfactory. The volume of urine should not exceed 120 c.c. 
in the first hour, or 100 c.c. in each of the second and third hours. Excessive 
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diuresis may be due to release of water previously retained in the tissues, and 
the test should be repeated. This test is of less value if the patient is taking 
a low nitrogen diet. 

3. THz Broop Urea Ciearance Test.—This test was introduced by 
Miller, McIntosh and Van Slyke as a simple and reliable method of estimat- 
ing the urea-excreting function of the kidneys. In principle it is based on the 
relation of the blood-urea concentration to the urea excretion in the urine. 
The result is expressed as cubic centimetres of blood cleared of urea per 
minute. For details a textbook of clinical pathology should be consulted. 
It is claimed that this test is more sensitive and will reveal minor defects not 
revealed by other tests. 

4, Votnarp’s Tests as Mopiriep BY RosEnBERG.—On the first day the 

atient, after passing urine, drinks 1500 c.c. of water within half an hour. 
Urine is passed at half-hourly intervals for the next 4 hours, each specimen 
being saved separately and tested for volume and specific gravity. Normally 
the whole 1500 c.c., often more, is excreted within the 4 hours, and the specific 
gravity falls to 1002, or less. The second day, ordinary meals are given, but 
the amount of fluid is limited to 500 c.c. for the whole 24 hours, taken in 
four roughly equal portions. Fruit should not be given, or should be reckoned 
as fluid. Urine is passed as and when the patient wishes, and each specimen 
is again collected separately and tested for volume and specific gravity. 
The total urine for the day should not exceed 750 c.c., and the specific 
gravity should rise to at least 1027. These are known as the dilution and 
concentration tests respectively. 

In cases of renal insufficiency the volume of urine on the first day is too 
little, while that on the second day is too much, as excretion tends to continue 
at the same rate irrespective of variations in the requirements of the body. 
The limits of variation in specific gravity become more and more narrowed 
as the disease progresses, until at length a fixed point of about 1009 is reached. 
Often the dilution test will show a minimum of about 1005, and the concentra- 
tion test a maximum of about 1015, long before the patient complains of any 
symptoms or the blood shows any evidence of uremia. 

tn our opinion the concentration test is more reliable than the dilution 
test, but both of them set up too rigid a standard of what constitutes normal 
function. — 

5, Frxation or Sreciric Gravity.—This is a simpler method. The patient 
takes no fluid drinks or liquid foods or fruit from after breakfast one day until 
breakfast-time the next day. The urine passed in the first 12 hours need not 
be kept, but that secreted i the second 12 hours is collected and pooled. If 
the renal function is satisfactory the specific gravity of this urine should be 
at least 1024, and the concentration of urea should be more than 2 per cent. 


B.—ESTIMATION OF CAPACITY OF EACH KIDNEY 


_ Catheterisation of each ureter under the direct view of the cystoscope 
is the only reliable method of obtaining the required information. It is usual 
to encourage secretion during examination by giving some tea or simple 
diuretic. Additional information is gained by the intramuscular injection of 
15 minims of a 5 per cent. aqueous sterilised solution of methylene-blue. It 
is first excreted as a colourless chromogen and, later, as methylene-blue itself. 
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The chromogen turns blue when boiled with acetic acid, and should appear in 
the urine in from 15 to 20 minutes, after which the excretion of unaltered 
methylene-blue should begin. It should reach its maximum in from 4 to 5 
hours, and should have disappeared in from 40 to 50 hours. Obviously, 
catheterisation of the ureters cannot be continued all this time, so that 
observation is directed towards a marked delay in the appearance of blue 
on one side as compared with the other. Afterwards, hexamine should be 
given as a precautionary measure, and the patient kept in bed for 36 hours. 
As in acute or subacute nephritis the rate of. methylene-blue excretion is 
entirely unaffected, the utility of this test is confined to unilateral chronic 
sease. 

_ Indigo-carmine may be used for a similar purpose; 10 c.c. of a 0-4 per 
cent. solution is injected intravenously or intramuscularly. The urine 
should be coloured in about 10 minutes, first appearing green and then blue. 
Excretion reaches its maximum in about an hour, so that this test has 
advantages over the methylene-blue method. Delay in the appearance 
of the dye and a feeble staining of the urine may be taken as evidence of 


Pyelography is a valuable means of determining the position of the 
kidneys and their relation to shadows in or in the neighbourhood of the 
urinary tract. By this means the position of renal or ureteric calculi may 
be defined, and such shadows as those caused by calcareous tuberculous 
glands, ape and fecal calculi may be recognised as outside the urinary 
tract. It is an invaluable means of demonstrating the presence of a hydro- 
nephrosis, especially when small. It will show dilatation or irregularities 
in the course of the ureter. By the absence of the shadow caused by the 
dye, a failure in function of one kidney or its absence may be indicated. 
Renal growths and tumours of the renal pelvis may be diagnosed by abnor- 
malities in the pyelogram, and calculi not evident in a plain radiogram may 
be shown by this means. The intravenous method is now commonly adopted 
in the first approach to a urinary case, but instrumental pyelography is often 
_ required to confirm the ee obtained. 

A drug, opaque to X-rays, which is eliminated by the kidneys, is introduced 
intravenously, and radiograms are taken at short intervals after its injection. 
Uroselectan B (a non-toxic iodine-containing substance) is the best prepara- 
tion for this purpose. For instrumental pyelography a 12 to 20 per cent. 
solution of sodium iodide or sodium bromide is aed Before iodine is given 
for the purpose of pyelography, the patient’s tolerance of the drug should 
be tested by giving five or ten grains by mouth, in order to exclude an 
idiosyncrasy. 


ABNORMALITIES OF THE URINARY SECRETION 


: 1.—POLYURIA 
 Polyuria may be due to— _ : 
1. foewsse in the quantity of fluid imbibed. | 


2. Increase in the molecular concentration of the urine as in diabetes 
mellitus, or after saline diuretics. More water is thereby attracted into the 
blood stream by osmotic pressure. 
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8. Incapacity of the kidney to excrete a concentrated urine, as in chronic 
interstitial nephritis. 

4, Dilatation of the kidney vessels, as produced by stimulating diuretics 
of the caffeine group. These diuretics have been shown by Curtis, using 
experimental As to act directly on tissue cells, causing the cells to 

rt with their water; hydremia results, and the excess of water in the 
lood is immediately excreted by the kidneys. 

“* Diabetes insipidus ”’ is frequently due to disease of the pituitary gland 
or of the overlying hypothalamus, or to damage in this neighbourhood by 

hilitic meningitis of the base of the brain. It is also probable that hysterical 
polyuria is due to a temporary inhibition of pituitary secretion through the 
sympathetic. This appears to affect the renal vessels directly, since pituitrin 
will check diuresis, even in the denervated kidney. 


2.—ANURIA 


Suppression, as opposed to retention of urine, may be due to— 

1. Acute nephritis with intense congestion and nephrosis, whether the 
result of an infection or of drugs, such as turpentine, cantharides or carbolic 
acid. 

2. Bilateral obstruction to the ureters. 

3. Reflex causes, such as operations on the kidney or trigone of the 
bladder. . 

4. Vasomotor conditions, as collapse, shock or irritation of the vaso- 
motor centre. Probably the anuria in diphtheria is due to the last of these 
(Garratt). In cholera there is not only collapse, but depletion of water by 
other channels. 

5. Hysterical. This condition has been described by Charcot. It is, 
however, rare, and the element of fraud must be eliminated. Thus, in one 
case, urea was found abundantly present in the contents of the washing-bowl, 
and this explained how the urine was disposed of. 


3.—ALBUMINURIA 


Albuminuria shouid be more correctly termed proteinuria—since blood 
serum contains two proteins—albumin and euglobulin—and either may 
appear in the urine, though search is seldom made for the latter. The 
odinary tests of heat coagulation, nitric acid or salicyl-sulphonic acid give 
positive results with either. The presence of stiplebalin may be shown by 
the addition of dilute acetic acid (383 per cent.) to urine in the cold. @ 
acid is added drop by drop, and the precipitation of globulin is shown by 
an opalescence in the urine to which the acetic acid is added. Mucin is also 
deposited by the addition of acetic acid, but it is not redissolved by an exceas 
of acid. A more distinctive test is the precipitation of globulin in distilled 
water. Single drops of urine are dro into a glass vessel containing 
distilled water. As the drop of urine falls through the water it assumes a 
ring form, and the ring has a milky appearance due to ay aang globulin 
when the latter is present. The globulin can be precisieted or quantitative 
examination by making the urine alkaline with ammonia, and then half 
saturating it with ammonium sulphate.. _ 
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Proteinuria may be classified thus— 


I. Wrrnout Orcanico DiskasEes oF THE KIDNEYS, a5 in— 


1. Functional or orthostatic proteinuria.—This is common in males between 
puberty and adolescence ; it 1s much less common in females of the same 
age. Dukes found it in 16 per cent. of all boys entering Rugby School. Protein 
appears only in the urine secreted in the upright posture, and is absent from 
the urine passed on first rising. There is no evidence that the amount of 
protein in the food influences it, though some constituent of raw eggs may 
excite a transient albuminuria by a toxic action on the kidneys. Severe 
“physical exercise will excite proteinuria in most healthy young adults. Collier 
found it present in every one of the Oxford crew of 1906 after rowing a course ; 
to such a condition the term “ physiological” proteinuria may fairly be 
applied. When the protein appears apart from exertion, the subject is often 
an ans@mic weedy youth with a dull heavy aspect and a tendency to fainting. 
The heart is irritable, and the blood pressure unstable, and fluctuates with 
change of posture. There may also be a few hyaline casts, and frequently 
calcium oxalate crystals. In any case of proteinuria in a boy or young 
man the diagnosis of a kidney lesion should not be made unless casts other 
than hyaline are discovered, unless the tension of the pulse is definitely 
and permanently raised, and unless there are signs of cardiac hypertrophy. 
In the absence of such evidence, the urine passed on first nsing should be 
examined. If this is free from protein, the condition is almost certainly 
functional. Then 15 grains of calcium lactate should be given three times 
a day for 3 days, after which the urine should be examined again. If this 
checks the proteinuria no further anxiety need be felt. Some milder forms 
of toxsemic kidney may simulate functional proteinuria, so that a search 
should be made for toxic foci, such as septic tonsils, tuberculous glands, or 
chronic appendix trouble, in all cases. A holiday is advisable if the patient 
has been acing hard mental work, as the condition is apt to appear under the 
strain of competitive examinations. A tepid bath, with cold sponging 
down the spine, and followed by vigorous towelling, is advantageous, and a 
general tonic such as strychnine, with iron if there is anemia, should be 
prescribed. The condition soon rectifies itself when adolescence is past, 
and any case of proteinuria in a patient approaching thirty probably does 
not fall into this category. 

2. Febrile—Any acute specific fever may be rege ery by proteinuria 
due to cloudy swelling of the kidney. It should subside soon after the 
temperature falls to normal. This type of albuminuria is referred to again 
under the heading of Toxemic Kidney, to which it more properly belongs. 

3. Congestwe.—In failing heart there is ey Pen from venous 
congestion of the kidneys. Hyaline casts may also be found. Unlike the 
urine of nephritis the urine is loaded with urates. After an epileptic fit 
there is often a transitory proteinuria, probably due to the congested con- 
dition of the veins during the fit. For a similar reason protein is apt to be 
present in the urine of any unconscious person. | 

_ 4, Tovic-—This forms an intermediate group between those with and 
those without organic disease of the kidney, for if the action of the toxin be 
prolonged a definite nephritis may be established. Thus the proteinuria 
of pregnancy is generally regarded as toxic in origin, and may clear up 
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completely. The proteinuria sometimes seen in jaundice is also toxic in 
character. 


II, Wrrg Oraanic Diseases oF THE KIDNEYS.— 


1. Nephritis, acute and chronic. 

2. Residual albuminuria.—This term is applied to cases in which albu- 
minuria persists after complete recovery from an attack of nephritis. Obser- 
vation of the case over a period of years may be necessary to exclude a 
low-grade progressive chronic nephritis. If and when residual albuminuria 
occurs it has the same significance as the scar of a perfectly healed wound 
in the skin. It would seem that residual albuminuria may persist throughout 
life unchanged, and there is no reason to think that the persistent passage 
of albumin of itself damages the kidney. 

3. Amyloid disease of the kidneys. 

4. Tumours and infarcts in the kidney may cause proteinuria, but more 
usually simple hematuria. 


4.—ALBUMOSURIA 


Albumose, or more correctly proteose, may be found in urine during 
autolysis of the tissues. It is not of great clinical importance except to distin- 

ish it from Bence-Jones proteinuria. Proteose can be recognised by the 
act that although it is precipitated by saturation with ammonium sulphate 
it is not coagulated by heat. Proteose precipitates disappear on heating 
and reappear on cooling. It can be separated from albumin by saturating 
the urine with crystals of ammonium sulphate, boiling and filtering. The 
precipitate on the filter paper is washed with water, when any proteose 
will be redissolved and carried through the filter paper. It can then be 
detected by the colour it gives on the addition of strong caustic soda 
and a drop of dilute solution of copper sulphate. With these reagents 
native proteins give a violet colour. The Bence-Jones protein, which is 
found in considerable amounts in the urine of sufferers from multiple myelo- 
mata, is not a true proteose though possessing similar solubilities. On 
treatment as above it yields a violet colour, showing that it has affinities 
with native Se a It begins to be precipitated at 40°-55° C., but on 
approaching boiling-point most of the precipitate is redissolved. This is 
probably due to the influence of certain salts in the urine, and is not a property 
of the isolated protein. As Bradshaw showed, it also gives a ring of coagulum 
on contact with strong hydrochloric acid. Its recognition is of great 
diagnostic value, as it is pathognomonic of multiple tumours of the bone 
marrow, and enables them to be detected before there is any external sign, 
but only pain and tenderness in the bones. At a later stage the tumours 
may bisa through the investing bone and give rise to palpable swellings. 
Sometimes the Bence-Jones protein is spontaneously precipitated, causing 
the urine to appear milky. Considerable excess of phosphates may be 
found in this precipitate, probably derived from the autolysis of the 
surrounding bone. | , 

‘True peptone is exceptionally found in the urine in pneumonia and 
phthisis, but is of no clinical importance. 7 
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§.—HAMATURIA 


When blood is intimately mixed with the urine it is held to be in favour 
of its renal origin. Bleeding from the bladder is more apt to occur into the 
last part of the urine voided, while urethral bleeding is said to occur chiefly 
into the first part. When the quantity of renal bleeding is not great, it 
imparts a paoky appearance to the urine, owing to the conversion of some 
of the hemoglobin into methsmoglobin, which on spectroscopic examination 
gives an absorption band in the red in addition to the two bands in the green 
characteristic of oxyhemoglobin, The chief causes of hematuria are best 
classified as follows : 

1. Prerenal_—The altered condition of the blood which occurs, for in- 
stance, in scurvy, purpura hemorrhagica and certain hemorrhagic fevers, 
leads to the escape of some of the blood through the kidney without any 
evidence of a definite kidney lesion. 

2. Inflammations of the kidney, due to (a) Bright’s disease, both acute 
and chronic. Hematuria is a constant feature of acute nephritis and of 
exacerbations of chronic nephritis. It may also occur in the course of 
chronic interstitial nephritis and arterio-sclerotic kidney without any 
acute symptoms. “ Renal epistaxis ”’ is usually an early sign of an 
interstitial change, which is sometimes, as shown by Hurry Fenwick, confined 
to a single papilla where the vessels are dilated. There are a few cases in 
which no cause for the bleeding, either in the condition of the blood or the 
urinary tract, can be discovered in spite of the most careful examination of 
the kidney, the removal of which has been necessitated by the severity of the 
hemorrhage. These are true cases of renal epistaxis or essential hematuria. 

(b) Tuberculosis or a Bacillus coli infection. The latter more usually 
affects only the pelvis of the kidney. 

(c) Certain drugs, such as turpentine, cantharides and carbolic acid, or 
occasionally hexamine. 

3. Vascular causes.—Congestion due to heart failure, thrombosis and 
embolism (e.g. septic endocarditis) are common causes of hematuria. 

4. Irritation of the kidney by foreign bodstes, such as 

(a) New-growth. 

(b) Crystals, such as oxalates or uric acid, and calculi. 

(c) Parasites, such as Bilharsia. | 
Traumatic, vesical and prostatic causes are not considered here. 


6.—H ZX MOGLOBINURIA 


This is due to some hemolytic agent. It may be— 

1. Paroxysmal, as in Raynaud’s disease and in syphilis. Most cases are 
syphilitic. The corpuscles are broken down by a hemolysin which is present 
in the blood of 5 to 10 per cent. of cases of tertiary syphilis, Those who suffer 
from paroxysmal hemoglobinuria are presumed to have some constitutional 
peculiarity which renders them susceptible to this hemolysin. The hemolysin 
acts as an amboceptor, unites with the red corpuscle in the cold and on return 
to warmth the normal complement in the plasma causes hemolysis. In 
addition to this there are some rare forms of non-syphilitic paroxysmal 
hemoglobinuria. | : 
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2. Toxo, In this group the toxic agent produces the hemoglobinuria 
without an additional factor. Striking examples of this are blackwater 
fever a) pecans by arseniuretted hydrogen, and transfusion of incom- . 
patible blood. Hisiioglobiducie ‘may also occur in Lederer’s anjmia. The . 
chemical tests for hemoglobinuria are the same as for hematuria, but the 
microscope will fail to reveal red corpuscles. Some of the pigment is excreted 
as sea ne ar especially after drugs of the aniline group, nitrites, or 
potassium chlorate. | 


7.—PORPHYRINURIA 


Sometimes the hamoglobin molecule is broken down in the blood stream 
and the pigmentary portion is excreted apart from the protein and iron. 
This is usually due to poisoning by sulphonal, trional or sulphanilamide, 
particularly when the drug has been taken regularly for a long time, It is then 
of grave prognosis ; large doses of alkalis should be given. It is commoner in 
females than in males. Occasionally porphyrinuria occurs apart from these 
drugs, when it is not of grave import. It has been met with in cirrhosis of 
the liver, gastric ulcer and as a congenital abnormality of metabolism, when 
it may be associated with sensitivity to light and with hydroa vacciniforme. 
Exceptionally toxic symptoms occur even when it is not associated with 
drugs, as in two cases recorded by Ranking and Pardington, and by one of 
us. In these, some intestinal toxin with a reducing action appeared to be at 
work. The intestinal flora has been found rich in yeasts in such cases. Hema- 
toporphyrin sometimes imparts a port-wine colour to the urine, but some- 
times it is excreted as a porphyrinate. In the latter case the urine is brown, 
from the admixture of some unknown pigment, and the spectroscope shows 
two bands closely resembling those of oxyhemoglobin. On the addition of 
an acid, however, the characteristic bands of acid heematoporphyrin appear. 


8.—CHOLURIA 


Another derivative of h»moglobin, bile pigment, appears in all forms of 

ecg due to obstruction of the main or intrahepatic ducts. In a true: 

wemolytic jaundice, such as acholuric family jaundice, as the name implies, . 
bile does not appear in the urine. Bile pigment can often be recognised 
by noting the finging of the froth caused by shaking the urine, but is best 
detected by the addition of a drop of fuming nitric acid to filter paper dipped 
in the urine, when rings of colour appear, green being the essential one. 
The green colour given on addition of a solution of iodine to the urine is. 
& less delicate test. Bile-salts are often absent from the urine when bile 
pigment is present. Matthew Hay’s test is the only reliable one for their 
presence there. On putting flowers of sulphur on the surface of the urine, they 
sink to the bottom, owing to the lowering of surface tension by the bile-salts 


9.—MELANURIA 


Melanin only appears in the urine in melanotic sarcoma. Garrod has 
shown that in all other diseases in which melanuria has been recorded the 
test employed has been unsatisfactory. The melanin is excreted as melano- 
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gen which darkens on standing, and gives a black precipitate on addition of 
erric chloride, which is soluble in excess of the reagent, yielding a black 
solution. A more delicate test is made by the addition of sodium nitro- 
prusside and sufficient caustic soda to render the urine alkaline. The ordinary 
ruby-red colour, due to creatinin, is developed. The urine is now made acid 
with acetic acid, and if melanogen is present a prussian-blue colour appears. 


10.—ALKAPTONURIA 


This is not the manifestation of a disease, but is rather of the nature of 
an alternative course of metabolism, harmless and usually congenital and 
lifelong (Garrod). The individual is incapable of completely breaking down 
the tyrosin in the protein molecule, so that the intermediate product, homo- 
penaee acid, appears in the urine. The urine reduces Fehling solution on 

oiling, but it does not ferment, and it darkens on standing, or at once on 
the addition of alkalis. It may stain the linen brown. When a dilute 
solution of ferric chloride is allowed to fall drop by drop into the urine, each 
drop produces a transitory deep blue colour. The urine reduces ammoniacal 
silver nitrate in the cold, giving a silver mirror on the sides of the test tube. 
Ochronosis—a blackening of the cartilages and ligaments, and sometimes of 
the conjunctive—may occur, and usually there is also a chronic arthritis, 
which may lead to a curious “ goose-gait.” 

[For other reducing substances in the urine, including sugar, see article 
on Diabetes. ] 


11.—KETONURIA . 


Ketonuria is a term used loosely to include the appearance in the urine 
of diacetic acid and its derivatives, acetone and B-oxybutyric acid. Acetone, 
however, being merely a decomposition product of diacetic acid, is relatively 
unimportant ; B-oxybutyric acid, foemealy regarded as the source of diacetic 
acid, is more saturated and less toxic and has been shown by Hurtley to 
be formed out of diacetic acid by the liver, as an attempt at detoxication. 
Diacetic acid is derived from the incomplete oxidation of fats or of the 
fatty acid groups in protein. It is probably always made in small quantities, 
but when there is an abundant consumption of carbohydrate, it is com- 
pletely oxidised. In starvation the store of glycogen is quickly exhausted 
and the body chiefly lives on its fats; hence ketonuria. Persistent vomiting, 
advanced carcinoma of the digestive tract and rectal “ feeding” also are 
equivalent to starvation, and will excite ketonuria, though without such 
a de of acidemia as to cause toxic symptoms. In conditions where 
the liver is thrown out of gear, such as post-anesthetic poisoning, ketonuria 
may occur with toxic symptoms, because of the severe disturbance of all 
metabolic processes. But there are other agents at work besides diacetic 
acid which may be responsible for those symptoms. Only in advanced 
diabetes do we find toxic symptoms directly dae to diacetic acid. Here 
there may be complete inability to utilise carbohydrates, so that the body 
perforce lives on protein and fats. If these are freely given in the food 
_the amount of diacetic acid produced may be very large, But if a diabetic 
be fasted there is a great drop in ketonuria, showing that most of this is 
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sk in origin (see Diabetes). The test formerly used for diacetic 
acid was the mahogany red colour given on the addition of ferric chloride. 
This has the disadvantage of being masked if the patient is taking any 
salicy] body. The nitro-prusside test was formerly regarded as showin. 
the presence of acetone, but Piper demonstrated that it is really a muc 
more sensitive test than ferric chloride for diacetic acid. A crystal of nitro- 
prusside of soda is dissolved in the urine, and then a strong solution of 
ammonia is poured on the top. A ring, the colour of Condy’s fluid, speedily 
develops at the junction of the liquids and spreads upwards. The intensity 
of colour is a rough measure of the degree of ketonuria. The reaction is 
made still more sensitive by previous addition of crystals of ammonium 
sulphate to saturation (Rothera). 


12.—DRUGS WHICH ALTER THE COLOUR OF URINE 


Methylene-blue is used as a colouring matter of sweets and also as an 
ingredient of certain proprietary pills. It is also given for coli infections of 
the urinary tract, a and bilharzia, or less commonly as an analgesic 
in rheumatism, sciatica and migraine. In small quantities it imparts a green 
colour to the urine, when it may be precipitated with the mucin. In larger 
doses it turns the urine blue. It can be recognised by its presence in pad 
sion, so that it can be removed by simple filtration. It can be dissolved 
from the filter paper by chloroform, and is turned pink by the addition of 
alkalis. Eosin may be used in sweets and turns the urine a fluorescent pink. 
Prontosil rubrum and pyridium turn the urine a reddish-orange colour, though, 
if the urine is alkaline, this may not appear until it is acidified. Amidopyrine 
(pyramidon) may have a like effect. Rhubarb and senna may turn the urine 
reddish-brown from the chrysophanic acid they contain. The urine turns pink 
on the addition of an alkali. Santonin turns the urine a vivid yellow, which 
becomes rose-pink with alkalis. Carbolic acid may turn the urine greenish- 
black on standing, from the formation of hydroquinone. In carbolic acid 
poisoning the urine withdrawn by a catheter may even be found olive-green 
without exposure to the air. Other drugs, which may have this effect are 
salol, creosote, naphthalene and uva ursi. In chronic carboluria, ochronosis 
may occur as in alkaptonuria. 

Certain drugs can readily be recognised in the urine by some colour 
reaction. Thus, salicylates are excreted as salicyluric acid, which gives a 
violet colour on the addition of ferric chloride. Copaiba, which is precipi- 
tated by nitric acid, can be distinguished from albumin by the solubility 
of the precipitate in alcohol. On the addition of hydrochloric acid a urine 
containing copaiba turns cloudy, the cloud soon becoming rose pink. Iodides 
in urine give a blue colour with guaiacum, and on the addition of hydro- 
chloric acid impart a violet colour to chloroform shaken up with the urine. 


13.—PYURIA 


Pus may come from the urethra, prostate, bladder or kidney. The 
diagnosis of the source is discussed under septic diseases of the kidney, 
The best test for pus in the urine is the microscope. If the amount of pus 
be considerable it will yield a ropy mass on the addition of liquor potasam. 


1296 DISEASES OF THE KIDNEYS 


Hf ozonio ether be shaken with the urine, bubbles of oxygen are evolved. 
With tincture of guaiacum a blue colour may be given even without the 
addition of ozonic ether. | 


14.—CHYLURIA 


True chyluria is due to blocking of the thoracic duct, most commonly 
by the Frlaria sanguinss hominis, but sometimes the result of inflammatory 
or neoplastic conditions, with consequent rupture of lymphatics of the 
bladder through back pressure. Fat may be found in the urine in the 
lipssmia of diabetes, in growths of the kidney, and after fracture of long 
bones, when fat may be liberated into the circulation. Accidental contamina- 
tion by an oily lubricant for a catheter and fraudulent addition of milk to the 
urine must be excluded. Pseudo-chyluria is due to a lecithin compound of 
globulin, and is sometimes found when there is a great excess of globulin in 
oo — Unlike true fat, this substance is not extracted by shaking up 
with ether. 


15.—PNEUMATURIA 


Osler gives the following causes for gas in the urine: (1) Mechanical 
introduction of air in vesical irrigation or cystoscopic examination in the 
knee-elbow position. (2) Infection of the urine as by the Bacillus aerogenes 
capsulatus. (3) Vesico-enteric fistula. 


16.—CRYSTALLINE DEPOSITS IN URINE 


These may be: 

1. Uric acid, which is characterised by multiplicity of forms and the 
yellow colour due to the urinary pigment they absorb. The chief varieties 
found are derived from the barrel and the whetstone types. Thus witha 
small whetstone stuck at either end of a barrel we get the lemon-shaped 

l. If the whetstones at the end of the barrel are larger, we obtain the 
“* bicycle-handle ” crystal. A very characteristic form is that derived from 
two whetstones with their broader ends apposed. The rosette crystal is 
& group of whetstones joined by their bases. The factors in the excretion 
of uric acid are considered under renal calculi ; the chief factors in the deposit 
of uric acid crystals as such are high acidity, high percentage of uric acid, 
and ig Ben mineral salts. The first two are the most important, especially 
the fret, eposits of urates are usually amorphous, but ammonium biurate 
may crystallise out as spheres with projecting spines. 

2. of ime is found in the urine, usually as small regular tetra- 
hedra, which under the microscope appear as ‘‘ envelope ” crystals. They 
may arise (a) fram ingested oxalates. Rhubarb, spinach, asparagus and 
sorrel are the foods most likely to produce oxaluria sufficient to excite 
Fe kt for each contain more than 2 g. of oxalic acid per kilogram, 

ough many other articles of diet contain some oxalates. Some individuals 
seem sensitive to strawberries which, however, only contain 0-06 g. per 
kilogram. (6) In either achlorhydria or nd gabe Mig the former per- 
mitting fermentation of carbohydrates, the latter promoting absorption of 
oxalic acid. (c) In crises in neurasthenios, with irritability, lassitude and 
nenralgic pains, without discoverable cause. 
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.. Oxaluria may cause smarting on micturition and may excite both albumi- 
nuria and hematuria. Its importance as a starting-point for renal calculi is 
considered later. Paralytic distension of the bowel also been described 
in oxaluric crises. 

_ 3. Phosphates.—See Characters of Normal Urine (p. 1283).- 

4. Cystsn is an amino-acid containing sulphur, and is contained in many 
proteins, being especially abundant in hair. Its presence in more than 
minute traces in the urine appears to be due to an inborn error of meta- 
bolism, affecting only the endogenous protein, since it is not increased by the 
administration of cystin by the mouth (Garrod). It is deposited as hexa- 
gonal plates, and is often accompanied by a variable amount of diamines, 
such as putresoin and cadaverin, pointing again to an incomplete breakdown 
of the tissue proteins. If the urine becomes infected, these cystin crystals 
may aggregate to form a calculus. 

5. Y oage rarely appears in the urine as sheaves of fine glistening cry- 
stals. It is then generally accompanied by Leuctn, which does not appear 
until the urine is concentrated by evaporation, when it forms spheres with 
concentric rings. The presence of these substances is sometimes regarded as 
pathognomonic of acute yellow atrophy of the liver, but they are occasionally 
seen in other severe disintegrations of the liver, such as cirrhosis. 


17.—_ORGANISED DEPOSITS 


of red blood corpuscles, pus, epithelium, casts and spermatozoa do not call 
for detailed description here. The first two have already been referred to. 
For Epithelium and Casts see sections on Inflammatory Diseases of the 


Kidney. 
W. Lanepon-Brown. 
GEOFFREY EVANS. 


CIRCULATORY DISTURBANCES 


1. Actiwe congestton.—There is no distinction to be drawn between active 
congestion of the kidney and the early stage of acute.nephritis. 

2. Passwe congestton.—Anything which raises the pressure in the renal 
vein must produce a passive congestion of the kidney. Failing compensation 
in valvular disease of the heart is the commonest cause of this; but it may 
also be brought about by respiratory diseases or by pressure on the renal 
vein by abdominal tumours or ascites. A transient congestion may result 
from an epileptic fit. | 

The cardiac kidney, as it is called, is the most typical example of passive 
congestion. The organ is firm and dark in colour, especially ct tiearae 
The capsule strips normally. The stellate veins are engorged. e kidney 
may drip with blood on section, and if placed in a dish after section soon 
see cedematous ate ha cee re high « . 

The urine is scanty, high-coloured an igh specific gravity. Unlike 
the urine of chronic nephritis it is loaded with urates. It contains a variable 
amount of albumin and hyaline casts, with a few red blood corpuscles, if 
the congestion is at all considerable. Renal. inadequacy does not reach 
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the high grade seen in true nephritis, nor is death from uremia likely. The 

pavencele and treatment are those of the cardiac condition vee | it. 
timulating diuretics are of much more service than in nephritis, since there 

is no primary disease of the secreting structures. 

3. Infarction —This, which is a common complication of infective 
endocarditis, may take two forms—(a) Multiple minute hemorrhagic infarcts, 
producing the “ flea-bitten”’ kidney, which may lead to foci of embolic 

nephritis with fibrinous exudate and leucocytic infiltration. (b) Larger 
ansmic infarcts, “ map-like ” areas of coagulation necrosis, roughly wedge- 
shaped, but with irregular edges and with the base reaching the surface 
of the organ. Their formation may cause a sudden pain in the loins, if 
they are large. Hither of these conditions will cause both albuminuria and 
hematuria. 

4. Thrombosis of the renal vein.—This is rare, and is usually significant 
of a terminal infection, as in a marasmic infant. In iheomiboes of the 
inferior vena cava the process may reach as high as and spread into the 
renal vein. This would produce the same effects as the cardiac kidney, but 
in a much more intense form. 


BRIGHT’S DISEASE 


Bright described an acute inflammation of the kidney accompanied by 
dropsy and albuminuria, and a chronic form in which dropsy is absent. 
There has been much controversy as to what should be included in the 
category of “ Bright’s disease,’ but there is no doubt as to its essential 
features. It is a bilateral, non-suppurative affection of the kidneys, accom- 
panied by albuminuria and cylindruria, Except in nephrosis, there is gener- 
ally hematuria in the acute or active stages; cedema and effusion in the 
serous sacs are commonly present. The renal lesion is diffuse in acute and 
chronic nephritis, but in ‘“ chronic interstitial nephritis ” it is chiefly localised 
in wedge-shaped areas, separated by renal tissue which remains relatively 
normal. The actual lesion in all forms of nephritis is obviously inflammatory 
as shown by proliferation of cells, particulary the cells of Bowman’s capsule 
the layers of which become adherent while the multiplication of their cells 
leads to crescent formation. There is also small-cell infiltration and cedema of 
the interstitial tissue of varying degree. ayrire Ban bag these inflammatory 
changes are degenerative changes, chiefly evident in the renal tubules, namely, 
cloudy swelling, fatty, hyaline and other forms of cellular degeneration, and 
necrogis. In some forms of Bright’s disease the inflammatory changes pre- 
dominate; in others the degenerative. In one uncommon form the de- 
generative changes are so marked a feature of the histological picture, while 
the changes which are without doubt inflammatory are so alight or even absent, 
that this form is called Nephrosie in contradistinction to Nephritis. 

_ There are other affections of the kidney, such as toxeemic kidney, pal 
pietic kidney (benign nephrosclerosis) and senile or atheromatous kidney, 
which would be better separated from the category of Bright’s disease, 
because in them the disease of the renal parenchyma is neither the first 
established nor the primary condition of dieceae. It is, indeed, but part 
of a widely distributed pathological change in other organs of the body. 
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They are, however, included in the present classification and description of 
Bright’s disease, because there are intermediate forms which link them to 
Bright’s disease, and because in some cases they develop into Bright’s 
disease. 

There is so much overlapping of the various types of Bright’s disease 
that more is lost than gained by pressing distinctions in detail. Volhard, 
Van Slyke and others recognise three types of Bright’s disease which are 
easentially different in their genesis and pathological nature, namely (1) the 
hemorrhagic or glomerular, marked primarily by glomerular inflammation, 
with hematuria and usually diminished renal function (even in the acute 
stage) ; (2) the sclerotic disease, marked primarily by pathological changes 
in the small arteries of the kidneys (and usually other organs), with hyper- 
tension as the first sign, and diminished renal function only as a terminal 
phenomenon ; and (3) the degenerative disease or diseases, called nephrosis, 
marked primarily by degenerative changes in the kidneys, without hyper- 
tension or hematuria. This classification has long been the accepted 
basis for the description of Bright’s disease, and in our opinion it best es 
monises the anatomical, pathological and clinical phenomena. 


I. DeGENERATIVE Forms : 
(A) Toze@mic kidney. 
(B) Nephrosis. 
II, InruamMaTory Forms. 
(A) Glomerulo-tubular nephritis. (Diffuse nephritis). 1. Acute 
nephritis. 2. Chronic nephritis: (a) secondary type ; 
(6) primary type. 
(B) Embolic focal nephritis set up in infective endocarditis. 
III. Vascutar Grovp. 
(A) Chronte interstitial nephritis, including malignant nephro- 
sclerosis. 
(B) Hypergetse kidney (benign nephrosclerosis). 
(C) Senile or atheromatous kidney. 


TOXAEMIC KIDNEY 


Definition.—Certain toxic substances may excite degenerative rather 
than inflammatory lesions in the kidneys, which are nevertheless capable of 
complete recovery. Characteristically, as in febrile albuminuria, the affection 
of the kidneys is dependent, both for its inception and persistence, on some 
other disease, and, generally speaking, its intensity varies with the severity 
of the primary disease. In its onset, intensity, course and termination, it 
simply reflects the toxemia which causes it. 

tiology.—The commonest cause is bacterial toxemia. As fever in 
itself does not necessarily cause albuminuria, all the so-called “ febrile 
albuminurias ” should be referred to this group. Thus the acute specific 
fevers—pneumonia, typhoid fever, diphtheria, small-pox, tonaillitis and 
scarlet fever (notwithstanding the fact that the two last often cause a true 
nephritis)—are common causes of the slighter degrees of toxemic kidney, 
More potent are exogenous and endogenous poisons. Mercurial salts, arsenic 
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phosphorus and cantharides are important causes clinically, while uranium 
and bichromate salts are uently used in the experimental production of 
the condition. Jaundice and the ketosis of diabetes mellitus are not un- 
common causes. The toxeemias of pregnancy belong to this group, but in 
their tendency in some cases to ke into chronic nephritis and their 
frequent association with a raised blood pressure and visual disturbance, 
these cases differ from other members of the group. - 

Pathology.—The post-mortem appearances are not distinctive. The 
cardio-vascular system is normal. The kidneys are pale and likely to be 
increased in size and weight. On section the cut surface of the cortex is 
pale in contrast to the congested pyramids: it is increased in thickness 
and its structure is blurred. On microscopical examination the parenchyma 
shows degenerative changes, particularly affecting the convoluted tubules. 
Apart from the presence of some swelling of the glomerular tufts, and the 

nce of an albuminous exudate in the intercapsular space, the glomeruli 
show little damage. The absence of tissue reaction that is undoubtedly 
inflammatory and the presence of tissue changes that are certainly degenera- 
tive are the distinctive features of the histological picture. Similar changes 
are to be found in other organs of the body, and especially in the liver, which 
may show various degrees of damage, namely, cloudy swelling, fatty degenera- 
tion and focal or diffuse necrosis. 

Symptoms.—When due to bacterial toxemia the condition does not give 
rise to symptoms. It is recognised by the presence of a trace or cloud of 
albumin in the urine on boiling, and by the presence, in the centrifugalised 
deposit, of granular, hyaline and epithelial casts. In addition, there may be 
a few white blood corpuscles ; when red blood corpsucles are present, or when 
there is frank hematuria, the differential diagnosis from an acute nephritis 
cannot be made with certainty. In the severer types with insidious onset, 
as in mercurial poisoning or in the toxsmia of pregnancy, the first symptom 
is often malaise, disturbance of digestion and constipation, accompanied by 
albuminuria and oliguria. Headache is a prominent symptom, and is often 
persistent. In the toxemia of pregnancy a rising blood pressure or oedema 
may be the initial sign ; the codema is either general or it appears first in the 
lower extremities, as in cardiac edema. Hye symptoms are important ; there 
may be dimness of vision and flashes of light before the eyes, or rarely sudden 
blindness. On examination of the fundus oculi the disc may appear normal, 
or there may be cedema of the disc or partial detachment of the retina. The 
vessels are normal and hemorrhages are rare. These symptoms may be 
followed by fits Seid sabomeaes crises), but sometimes the fits occur without 
previous warning. In general, the symptoms of a fully developed case are 
clinically indistinguishable from those occurring in the uremia of true 
nephritis. The urine contains up to 3 or even 4 per cent. protein. Hyaline, 
granular and epithelial casts may be present, and may be very numerous ; 
white blood corpuscles may be present, though few in number. In severe 
cases, the urine contains blood-cell casts, the result of capillary thrombosis 
and <p rsa blood. P = he a 

_ Diagnosis.—The diagnosis depends on the recognition of the signs and 
symptoms of kidney disease in a patient affected by one of the known causes 
of toxeemic kidney, and on certain biochemical tests by which a true nephritis 
can be reasonavly excluded. In milder cases, the possibility of the symptoms 
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being due to heart failure must be excluded. Complete recovery is in favour 
of the diagnosis of toxemic kidney. Exacerbation of a chronic nephritis 
can be recognised by a history of previous nephritis and the presence of 
definite cardiac hypertrophy and arterial changes. The difficulties are some- 
times considerable, however, since a marked rise of blood pressure may ocour 
in a toxemic kidney, while advanced degrees of chronic nephritis may occur 
without cardiac hypertrophy, increased blood pressure or clinical evidence 
of arterial disease. e blood urea is normal in the toxewmic kidney ; whereas 
in chronic nephritis the blood urea tends to rise, and may reach 300 mgm. 
oreven more. In the toxemia of pregnancy, the appearance of albuminuria 
in the early months of pregnancy 1s in favour of the condition being one of 
chronic nephritis, whereas the albuminuria due to toxemia generally makes 
its first appearance in the later months. 

Prognosis.—The importance of recognising the toxsmic kidney is that 
both the immediate and ultimate outlook are better than in nephritis of 
apparently equal severity. The prognosis in the single case depends on the 
nature of the cause, the degree of its severity, and the possibility of its early 
and complete removal. Recovery, when it occurs, is complete, but in the 
severe cases chronic nephritis may supervene. 

Treatment.—lIf not already in bed on account of the condition responsible 
for the toxemic kidney, the patient should be immediately confined to bed. 
Treatment is directed towards eliminating the toxins and resting the kidneys. 
Barley water and milk and soda should be given. An easy but not loose 
evacuation of the bowels must be secured daily by the use of magnesium 
sulphate, jalap, senna, or compound liquorice powder. A simple diuretic and 
diaphoretic mixture, such as potassium citrate grs. 15, liq. ammon. acetatis 
min. 60, sp. etheris nitrosi min. 15, aq. chloroformi ad ¢ oz., is given in 
water every four or six hours. The intake of solids is limited. At the same 
time, since there is no retention of urea in the blood, it is unnecessary strictly 
to limit the intake of protein. Soups, meat extractives and condiments are 
to be withheld. The action of the skin may be stimulated with hot packs 
or hot baths. The fits are best treated by venesection. The above outline 
of treatment is for the severer cases; for the febrile albuminurias, special 
treatment for the renal condition is not required. 


NEPHROSIS 


This form of Bright’s disease is characterised by edema, marked albumin- 
uria, and two characteristic changes in the blood, namely, a fall in the plasma 
albumin and increase of cholesterol. It is distinguished from the glomerulo- 
tubular type of acute nephritis by the absence of hematuria, cylindruria, 
h nsion and urea retention, and also by the fact that anemia is less 
0 present in nephrosis or, if present, tends to develop only at a late 


Z&tiology.—In most cases no etiological factor is established, and the 
first evidence is the onset of edema without previous illness. In the remainder 
the best established cause is syphilis. Tuberculosis and ae may 
be stiological factors. There may be a recent poe aes ill, of upper 

may | 


respiratory tract catarrh, or of gastro-enteritis. It that streptococcal 
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infection, more especially of the upper respiratory tract, is a cause of the 
complaint. 

athology.—The condition of the kidney is that of toxemic kidney in 
a more severe form, the fatty changes in the tubules being very marked. 

Symptoms.—The disease is generally first recognised by the gradual or 
rapid onset of edema, which gradually increases and tends to become massive. 
The cedems may be generalised, affecting the scalp, hands, trunk and legs. 
It is often first noticed as puffiness of the eyelids, or it may first appear as a 
swelling of the feet and aries extending up the legs. The patient may feel 

uite well apart from the disability saieed by edema. On the other hand 
there is more usually complaint of malaise and fatigue, loss of appetite 
and nausea, and sometimes of epigastric pain. There may be cough 
and slight shortness of breath due to slight bronchial catarrh, edema of the 
lungs or hydrothorax. Swelling of the abdomen may be the result of edema 
of the abdominal wall or ascites. The face is pale and the eyelids and cheeks 
are puffy, but the mucous membranes are of a good colour, and the blood 
count is normal. The urine is reduced in quantity, its specific gravity is normal 
or raised, it contains a large amount of albumin, often amounting to 0-5 or 
even 1 per cent., and readings of 4 per cent. or even more have been recorded. 
The urinary deposit contains but a slight excess of cells and few or no casts. 
Red blood corpuscles are generally absent. The heart and blood pressure are 
normal, but a pericardial effusion may develop. There is no retinitis and no 
urea retention. Characteristic changes are found in the blood. The plasma 
albumin falls more considerably in nephrosis than in other forms of Bright’s 
disease. The normal figures are plasma albumin 4-1 g. per cent., globulin 
2-6 g. per cent., total protein 6-7 g. per cent., which gives an albumin-globulin 
ratio of 1-6 to 1. in nephrosis, plasma albumin may be 2 to 1 g. per cent., 
globulin 2:6 to 3 g. per cent., so that albumin-globulin ratio varies between 1:1 
and 1:3. The blood cholesterol is raised to 300-800 mgm. per cent. (normal 
130-200 mgm. per cent.). 

Course.—The disease pursues a chronic course. In the first stage there 
is @ gradual increase of symptoms. When the disease is fully developed it 
may remain more or less stationary for a number of months, at any time 
during which there may be some exacerbation or remission of symptoms. 
During an exacerbation the symptoms increase and convulsions may occur. 
After remaining stationary for some time, even up to 6 or 12 months, there 
may be a gradual remission of symptoms, and then complete recovery. In 
other cases an intercurrent infection, such as pneumococcal peritonitis, 
broncho-pneumonia, or erysipelas, is responsible for a fatal termination. Or 
the clinical picture of the discuss may gradually take the form of chronic 
nephritis, in which case the edema tends to become less, lethargy and fatigue 
increase, anemia develops, the blood pressure gradually rises, cardiac hyper- 
tro hy follows, and death results from uremia. 

-Diagnosis.—The differential diagnosis from nephritis is made on the 
absence of i ae and hematuria, and the presence of a normal or low 
blood urea. The fall in plasma albumin and the rise in blood cholesterol are 
both greater in nephrosis than in nephritis. In nephrosis, cylindruria is 
relatively slight or absent, and anemia is uncommon. The differential diag- 
nosis from amyloid kidney may not be possible during life. The presence of 
splenomegaly, anemia, and especially a chronic infection, such as chronic 
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osteo-myelitis (a potent cause of amyloid disease), would be in favour of the 
diagnosis of amyloid change. 

rognosis.—The importance of the recognition of nephrosis depends 
largely on the fact that complete recovery may occur even after the disease 
has been present for many months. 

Treatment.—The possibility of a toxic cause, particularly syphilis, and 
to a slight extent bacterial or other toxemia, should be borne in mind. 
Syphilitic cases may respond to specific treatment, which, however, must be 
prescribed with caution. Obvious sources of sepsis should be removed 
wherever possible. During the first stage of the disease, and indeed as lon 
as there is good hope of recovery, the patient should be kept in bed an 
nursed between blankets. Fluid intake is limited to that short of causing 
thirst. During the early stage, when there may be some doubt as to the 
differential diagnosis from subacute nephritis, the patient should be put on 
a diet of low protein and salt content. When the diagnosis is established, 
and the low plasma protein confirmed, adequate protein is given to maintain 
nitrogen equilibrium. This means something more than 1 gr. per kilo of body 
weight per diem: in some cases a high protein intake seems to be beneficial, 
though this treatment has not fulfilled the expectations originally formed. 
It is not usual now to order a pone salt-free diet, though it is advisable 
not to permit the addition of salt at the table. If the blood cholesterol is 
high, the intake of fat should be restricted. The bowels are regulated with 
magnesium sulphate or some other bland laxative, such as senna pods or 
compound liquorice powder. Constipation and loose stools are both to be 
avoided. In some cases the administration of potassium salts is effective in 
producing diuresis and reducing the edema, but must be given very cautiously 
to avoid depressing the heart. The maximum dose given is 120 grs. daily of 
& mixture containing. equal parts of potassium bicarbonate and potassium 
citrate. Perhaps the best diuretic in such cases is urea by the mouth in doses 
of 30 to 60 grs. three times a day ; considerably larger doses are sometimes 
given, but in that case the blood urea should be watched. Thyroid has been 
advocated by some observers. It acts presumably by raising the basal meta- 
bolic rate, which is often low in nephrosis. When other means have failed and 
considerable cedema persists, decapsulation should be seriously considered. It 
is quite often temporarily or even permanently effective in curing, or at least 
greatly reducing, the edema. It has not, in our experience, affected the 
albuminuria so dramatically as it may the cedema, but on occasion it has 
seemed to determine a favourable turn in the course of the disease. Oppor- 
tunities for symptomatic treatment should be looked for, such as the treat- 
ment of anemia with iron, or some slight degree of heart failure with digitalis, 
or the control of sleeplessness, loss of appetite and dyspepsia, depression and 
nervous agitation. | 


ACUTE NEPHRITIS 


The classical form of acute nephritis is hematogenous in origin and essenti- 
ally glomerulo-tubular in distribution. Such a definition would exclude 
an ascending infection of the tubules from the pelvis of the kidney, such as 
‘ocours in pyelonephritis. It would also exclude the embolic nephritis of 
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infective endocarditis, where inflamatmory foci are set up in the kidney as 
the result of septic emboli reaching it from the heart. These produce marked 
fibrinous exudation and infiltration with leucocytes ; but only some capillaries 
in some of the glomeruli are affected. 

Ztiology.—Acute nephritis was formerly not a common disease. 
Herringham found, at St. Bartholomew’s Hospital, where the average number 
of medical cases is 7000 a year, that there were, in a period of 9 years, only 
166 cases, 120 being in males. On the other hand, a large number of cases 
occurred in the oa of. acute nephritis in the War of 1914-1918, 1500 
being recorded in Flanders alone during 1915. Since the War of 1914-1918 
it would appear to have become more frequent. 

The causes usually given for acute nephritis are as follows : 

1. Acurge Srrciurico Fsevers.—Scarlatina is undoubtedly the commonest 
specific fever to produce it. Goodall found nephritis in 8-4 per cent. of all 
cases of scarlatina. Nephritis is an occasional complication of typhus, small- 
pox, chicken-pox and mumps. Syphilis, malaria and yellow fever may also 
cause it. Many cases of a Beery are preceded by tonsillitis, or otitis media, 
and it is probable that the throat is often the door of entry for the infection. 

2. DisEasES OF THE ResPprraTory Tract.—It may also occur as a com- 
ope of other acute infections of the respiratory tract. The commonest 

terial agent is the streptococcus. | 

3. DisrasEs oF THE Sxin.—The frequency with which acute nephritis 
may follow burns or extensive skin diseases is interesting, in view of the 
physiological connection between the kidney and the skin. It is a not 
infrequent complication of erysipelas, impetigo, boils, pemphigus and derma- 
titis. It must be remembered, also, that children who have been burnt are 
very liable to develop true scarlatina as well as a mere septic rash, and that 
streptococcal infection may be the responsible agent. 

. Diszases oy OrnEer Systems.—Acute nephritis may also be a complica- 
tion of acute infections of other systems. Purpura, which is probably toxic 
in origin, may be accompanied by a true nephritis. 

5. Eprpemio Typr.—In the American Civil War and in the War of 
1914-1918 acute nephritis occurred as a primary disease in an epidemic form, 
characterised by dyspnoea at the onset, and in general by a benign course. 
In the fatal cases, inflammatory and thrombotic lesions were found in the 
ay and spleen. 

t is a very common idea that cold or chill is a cause of acute nephritis. 
The statistics of the army epidemic go far to disprove this. For, during the 
first winter, when there was much wet weather, and the men were much 
exposed, cases were few and far between, and not until the weather was 
better did the disease assume epidemic proportions. On the other hand, 
a patient who has nephritis is more race pulls to cold, which may provoke 
an exacerbation. Where exposure seems to be responsible for acute nephritis, 
examination will generally reveal some definite evidence of an old-standing 
lesion of the kidneys. Conformably with that, after the first winter of the 
war, there was an agreement between the incidence of nephritis in the army 
and low temperature. 

Pathology.—-The kidney is swollen, with occasional punctiform hemor- 
thages over 3 pale, greyish surface. The cortex is increased and, on section, 
its pallor contrasts with the deep red medullary cones. Microscopically, the 
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glomeruli are swollen, becoming ge ean a and protruding into the first 
apd of the convoluted tubules, with Bowman’s capsule tightly stretched over 

em. In these glomeruli the nuclei are less distinct, and the capillaries 
show fatty changes in their walls. The capillary loops become filled with 
exudate and empty of red blood corpuscles; their lumina contain a fine 
network of coagulated substance and leucocytes. There is proliferation of 
the endothelial cells, and mitotic figures are not infrequent. A serous exudate 
and a varying number of red and white blood corpuscles may be extra vasated 
between the layers of Bowman’s capsule. The convoluted tubules have 
their lumen blocked either by the swelling of their epithelium or by débris, 
casts and blood. The interstitial tissue is swollen and codematous, with 
hemorrhages here and there, and sometimes lymphocytic infiltration. The 
arteries of the kidney show little alteration except that some of the afferent 
arterioles share in the glomerular changes. 

Symptoms.—The onset is usually acute, though occasionally it’ may be 
rather insidious. In the latter instance the patient may complain of bilious- 
ness, nausea, vomiting and abdominal pain, with headache and sometimes 
diarrhoea before the onset of renal symptoms. In the cases with acute 
onset, he may have more or less severe pain in the back, and odema soon 
develops. It usually starts in the face; the legs and scrotum are generally 
involved next, and the swelling soon spreads all over the body. Occasionally 
the dropsy is curiously localised and fugitive. Though dyspnoea is not 
regarded as a common feature of acute nephritis apart from uremia or 
cardiac failure, in the army epidemic it was almost invariable at the onset. 
As a rule, shortness of breath started at the same time as the dropsy, but did 
not last so long, having ceased at the end of 2 or 3 days. There is 
usually only slight fever, though occasionally a temperature of 102° or 103° 
may be reached. Some irregularity of temperature, however, is common in 
the first week or 10 days: The pulse may be raised in tension and the blood 
pressure is generally raised. Occasionally the serum is milky, as was pointed 
out by Bright. The skin may be dry and itching, with occasionally a papular 
or erythematous eruption. Retinal hemorrhages rarely occur. 

The urine is greatly reduced in volume, and may te entirely suppressed. 
Eight to 12 ounces would be an ordinary figure. It is dark in colour and 
usually contains obvious blood. This may render the urine as dark as 

orter, but it may be bright red or merely smoky. Sometimes the blood 
orms a flocculent, reddish-brown precipitate. The urine is usually loaded 
with albumin, and casts will be found on microscopical examination. At 
first blood casts and epithelial casts will alone be found ; but, at a later stage, 
ape and hyaline casts will appear. Fatty casts are not found in the 
attack of acute nephritis. Their presence suggests a recrudescence of a 
chronic disease. Isolated renal cells, transitional epithelium and squamous 
cells from the lower urinary tract are also commonly found. Micro-organisms 
are not usually observed, and their presence in any number would suggest 
that the case is more probably one of pyelonephritis. A sudden rise in the 
secretion of water after a few days is usually a sign of definite improve- 
ment. 

The sedimentation rate is raised in acute nephritis, and, in favourable 
cases, ite fall is closely related to the reduction in hematuria, but when there 
is continued activity of the disease-process a raised sedimentation rate is the 
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rule (Oakley). In the presence of nephritic edema the sedimentation rate is 
very high in contrast to the low rate of cardiac edema. This is due to the 
alteration in plasma proteins in the former condition, and especially to the 
increase in plasma fibrinogen. 

Complications may be due to three main causes. 

1. Renal failure, t.e. uremia may develop. Some slight uremic symptoms 
are common in acute nephritis, such as headache, dizziness, nausea and 
vomiting. But any of the forms of uremia described later may assert 
themselves. Convulsions are the most common of the severe symptoms, 
but are not as grave in significance as in chronic nephritis. If treated 
promptly, recovery may follow. 

2. Extension of the adema.—Water-logging of the lungs may occur, 
poe serious dyspnea; but this is sometimes chiefly due to cardiac 
ailure. In any case it is serious. A milder degree of bronchial catarrh is 
quite common. A rare but very dangerous complication is oedema of the 
glottis, which calls for prompt treatment. 

Secondary infecttons.—The subjects of nephritis are always liable to 
secondary infection, and these are particularly apt to affect the serous mem- 
branes; therefore pleurisy, pericarditis, and peritonitis are not uncommon 
complications. The last two are very dangerous. 

equelz: If complete resolution does not occur, the patient will develop 
chronic nephritis of ths secondary type (see p. 1309). 

Diagnosis.—The combination of dropsy, albuminuria, hematuria, casts 
and scanty urine usually makes the diagnosis quite easy. The differential 
diagnosis of acute nephritis from an exacerbation of chronic nephritis may be 
difficult. Definite evidence of cardiac hypertrophy and arterial changes 
would be in favour of the latter. The presence of granular caste at the outset, 
or of fatty caste at any time, is suggestive of chronic disease. An infarct in 
the kidney which causes a pain in the back and hematuria may simulate 
nephritis, but general dropsy is not likely to occur, nor are casts present in 
the early stages. Great reduction in the volume of urine is not usual. It 
must be remembered, however, that infarcts may start foci of nephritis. 
Signs of septic endocarditis would suggest infarction. In chronic interstitial 
nephnitis there may be a smart hemorrhage, but the abundant urine of low 

ific gravity and the cardio-vascular signs would lead to a correct diagnosis. 

e renal hemorrhage in the early stage of new-growth of the kidney is so 
profuse that confusion with acute nephritis is not likely to occur. Moreover, 
epithelial casts would not be found, though a large blood cast from the 
pelvis of the kidney is a very characteristic feature. Pyelitis may give rise to 
some confusion, as there may be small hemorrhages, especially at the begin- 
ning. The presence of micro-organisms in a catheter specimen and abundant 
blood corpuscles, with only.a haze of albumin, in the absence of casts, will 
generally make the diagnosis clear. Moreover, general dropsy does not occur 
in pyelitis unless it seta up severe nephritis as a sequel. In any case of hema- 
turia, especially when it is associated with profound constitutional disturb- 
ance, loss of weight, tachycardia, continued fever and yaaa neuritis, 
the diagnosis of peri-arteritis nodosa must be considered (q.v.). Lastly, in 
septicemia,  sarhatdarag streptococcal and complicating an ascending infection 
of the urinary tract, the possibility of acute interstitial nephritis should be 
borne in mind. The diagnosis will be suggested by the presence of albumin- 
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uria and oliguria, or by symptoms of uremia complicating septicemia. The 
diagnosis is usually made post mortem. 

rognosis.—The prognosis naturally depends on the severity of the 
disease. It is better in those cases where there is a discoverable cause, an 
acute onset, and where the patient comes under treatment promptly. Re- 
covery is usually slow, and the criterion of the cessation of the acute stage 
is the disappearance of red blood corpuscles from the urine. 

Volhard distinguished a separate form of acute nephritis under the name 
of acute focal nephritis. Its onset is sudden, and recovery is the rule. It is 
recognised clinically by the presence of hematuria and albuminuria without 
cedéma, hypertension or urea retention. There is little constitutional dis- 
turbance. It is more frequent in children than in adults, and it is said to 
occur in epidemics. Its setiology is the same as that of acute diffuse nephritis. 
It is doubtful if it can be regarded as a distinct clinical entity, but we recognise 
it to this extent that acute nephritis having these clinical features carries with 
it a good prognosis, and recovery is to be anticipated in 2 to 4 months. 
Mild cases recover sooner. When in addition to the above clinical picture 
there is added hypertension, urea retention, moderate albuminuria and some 
degree of ansemia, the course of the disease is likely to be longer, and 12 
months’ duration with complete recovery is not uncommon. We have experi- 
ence, too, of complete recovery after an illness of 2 years’ duration in severe 
cases of the above type. When in addition to the above there is considerable 
cedema and massive albuminuria with hematuria, and with or without hyper- 
tension, the ultimate outcome of the disease cannot be foretold, but in general 
terms a somewhat better prognosis should be given in acute and subacute 
nephritis than the present condition of the patient seems to justify, especially 
for the reason that it encourages persistence with treatment. The disease 
is rarely fatal in the acute stage. In the subacute stage, namely, after the 
first 3 weeks of illness, it may enter a stationary phase, or become slightly 
progressive. The patient may die from uremia, secondary infections or 
extension of the oedema to vital structures. The longer the duration of the 
hematuria, even if it be a microscopic hematuria, the more likely is there 
to be some permanent damage to the kidney, and the development of chronic 
nephritis. 

Treatment.—(a) PropHyLactic.—The best prophylactic measure is 
prompt and efficient treatment of any infective process liable to- set up 
nephritis. There is evidence to show that the routine administration of 
alkalis in scarlet fever diminishes the incidence of acute nephritis. The 
enucleation of obviously infected tonsils, especially when an attack of tonsil- 
litis has been accompanied by albuminuria and cylindruria, is advisable. The 
early administration of scarlatina antitoxin serum in a severe case of scarlet 
fever is prophylactic treatment of nephritis complicating this disease. 

(dD) Conatwve.-_The indications are to remove, if possible, the microbic 
or toxic cause at work and to ensure such physiological rest for the kidney 
as is practicable; to promote elimination of nitrogenous and saline waste 
by other channels ; to treat complications as they may arise and to correct 
the resulting anemia. In this way much may be done to steer the patient 
towards recovery, although we can do little to control the course of the 
inflammatory process. The patient is naturally kept recumbent in bed. 
To counteract the congestive effects of gravity, itis well to move him from 
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side to side, and occasionally to put him on to his chest. He should be 
clad in a flannel nightgown, and be placed between blankets to guard against 
chills and to encourage free action of the skin. The room should be warm 
and well ventilated. If suppression of urine threatens, dry cups or poultices 
should be applied over the loins. This measure is sometimes successfully 
adopted to diminish hematuria. 

jet.—In acute nephritis, the danger of overloading the inflamed kidney 
with nitrogenous substances is hapaly sufficiently recognised; whilst in 
chronic nephritis the dietetic restrictions are apt to be too severe. The 
dictum that “ in acute affections we concentrate our attention on the diseased 
organ, whilst in chronic cases we keep the general condition of the patient 
more in view,” applies particularly to the treatment of nephritis. Nitrogen 
retention is common and a source of danger, so that the free administration 
of milk usually recommended is open to objection, since cow’s milk contains 
4 per cent. of protein, which equals 0-56 per cent. of nitrogen. It will do 
little harm to deprive the patient of nitrogen for a time, and von Noorden 
advises restriction of the diet at the outset to fruit juice, water and sugar. 
Where there is no nausea, toffee is allowed, which, being composed of butter 
and sugar, throws no work upon the kidney. It is gene ier a ee 
by children and allays hunger. Barley water, with a little mi re ed, may 
ala be given, and as the patient improves the proportion of milk may be 
increased. It is quite unnecessary to give anything else for a few days, 
and the relatives’ fear of starvation may be allayed by explaining the rationale 
of the treatment. The excretion of nitrogen is reduced to its lowest level 
by giving a diet of fats and carbohydrates, when it may fall below that 
of a fasting person, as was shown by Folin; but excess of fat is inadvisable 
for reasons given under chronic nephritis. It is well to restrict or withhold 
table salt and substitute a mixture of formates, citrates and phosphates, such 
as ruthmol. The fluid intake and urine output should be measured, and a 
written record kept of total quantity of fluid taken in and excreted every 
24 hours. The patient should not be allowed to be thirsty, but generally 
speaking the amount of fluid allowed in the day should not Geoced 3 pints 
for an adult or 30 oz. for a child of 12. There may be a sudden diuresis after 
some days, and it is a sign of recovery. It is sometimes termed a “ critical 
diuresis,” and after its occurrence the quantity of water and milk taken may 
be increased. A drink prepared by adding 1 pint of boiling water to 60 grains 
of potassium acid tartrate, half a lemon, and some sugar, stirred occasionally 
until cold and then strained, may be allowed throughout in moderate quanti- 
ties. The citric acid and the tartrate become bicarbonates in the blood and 
may render the urine less irritating by making it less acid; apparently it is 
not as easy to render urine alkaline in a severe case of acute nephritis as it is 
in the normal individual. Beef-tea, broth and meat juices are all to be con- 
demned as imposing work on the kidney with very little corresponding 
nutritive advantage. 

GENERAL TREATMENT.—The bowels are kept open by a daily laxative 
such as pulv, jalaps co., magnesium sulphate or sotinin sulphate, or a pre- 
paration of cascara. It is important to secure an adequate and easy evacua- 
tion of the bowels, but loose stools should be avoided. Occasional constipa- 
tion is better treated with an enema than by a large dose of laxative. The 
function of the skin is promoted, and protection from chill is seoured by 
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keeping the room warm and well aired. The patient is nursed between 
blankets, and wears a flannel nightgown or a vest, preferably with long 
sleeves, under the night attire to which he is accustomed. By this means 
the skin is kept warm and at an even temperature. In addition, the patient 
should be sponged with hot water followed by friction with warm dry towels, 
More drastic measures are seldom called for in acute nephritis unless uremia is 
impending, when the hot-air bath may be of service. 

In the acute stage stimulating diuretics are contra-indicated. Saline 
diuretics, such as potassium citrate, may be given. In so far as saline 
diuretics, such as potassium citrate, produces diuresis, they do it by raising 
the osmotic pressure of the blood, and thus drawing water from the edematous 
tissues. The following prescription is mildly diaphoretic and diuretic : 


Pot. cit., gra. 15. 

Liq. ammon. acetatis, min. 60. 

Sp. wth. nitr., min. 15. 

Aq. camph. ad fl. oz. 1. To be taken every 6 hours. 


The addition of 5 minims of tincture of digitalis is advisable if the heart’s 
action becomes weak. ; 

TREATMENT OF CoMPLICATIONS.—For the treatment of renal failure, see 
Uremia. Pleurisy, pericarditis, or peritonitis should be treated on ordinary 
lines. Cidema of the glottis may call for scarification of the larynx or even 
tracheotomy. 

AFTER-TREATMENT.—Bed is imperative until red blood corpuscles have dis- 
appeared from the urine and is advisable until albuminuria has ceased alto- 
gether. This may be impossible, since acute nephritis may go on to chronic 
nephritis, but there is a considerable advantage in prolonging the rest as 
much as possible. Bread, butter, vegetables, puddings, eggs and then fish 
may be gradually added to the diet, according to the scale given under 
chronic nephritis, as the hematuria and albuminuria diminish, but abstention 
from meat is advisable for some time, and meat extracts had better be alto- 
gether avoided. If anszmia develops, iron is given in the form of ferrous 
carbonate 45 grains, or ferrous sulphate 9 grains, daily in divided doses after 
food. Chills should be guarded against in every possible way, and the loins 
may be protected by wearing a well-fitting cholera belt. 


CHRONIC NEPHRITIS 


(2) Seconpary Type. 


It is generally agreed that chronic nephritis involving the paren- 
chyma of” the Kidney is diffuse from the first, though naturally the 
interstitial cha take longer to manifest themselves. It is certain 
that when parenchymatous nephritis has existed for any length of time, there 
will be interstitial change as well. On the view here adopted, “ chronic 
parenchymatous nephritis ” or large white kidney is the subacute stage of a 
@oniarulo-tabalar inflammation. If the patient lives long enough, the kidney 
will ps into the contracted stage, formerly known as small white kidney. 

_ &tiology.—It is most frequently the sequel of acute nephritis, though 
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the initial attack may have been so mild as to have escaped notice. Severe 
forms of toxemic kidney, such as mercury poisoning, and the kidney of 
pregnancy, as also nephrosis, develop into chronic nephritis if they fail to 


clear up. 
Pathology.—The kidneys are swollen. The capsule strips easily, leaving 
8 smooth whitish-grey or mottled surface on which the es i stellate veins 
are very obvious. On section the cortex is increased in thickness and pale in 
colour ; the normally distinct fine radial markings are blurred ; the pyramids 
are relatively engorged and contrast with the pale cortex. Microscopically, 
the glomeruli are large and irregular, with an increase in the number oft nuclei, 
and individual endothelial cells have undergone hyaline or fatty degeneration. 
Proliferation of the cells of Bowman’s capsule is found with crescent formation, 
and adhesion of the visceral to the parietal layer of Bowman’s capsule. There 
is peri-glomerular infiltration of leucocytes, and the capillaries outside the 
glomeruli are engorged with blood, the glomeruli themselves being relatively 
bloodless. The cells of the convoluted tubules undergo cloudy swelling and 
fatty degeneration to a greater or less extent. Desquamation of the cells 
occurs, and the tubules contain hyaline and epithelial casts, or red and white 
blood corpuscles. In some cases of chronic nephritis the tubule changes are 
most marked, and the glomeruli are relatively little affected in the earlier 
stages of the disease. As time goes on fibrosis increases, the kidneys shrink in 
size, their surface becomes granular, and the capsule thickened and adherent. 
The kidneys are tough on section; the whole surface is a more uniform 
brownish colour, or in extreme cases of fibrosis, whitish-grey. The cortex is 
narrowed; the cut vessels may be a little prominent. Microscopically, many 
of the glomeruli may have undergone hyaline degeneration and fibrosis. In 
others, crescent formation is marked ; there is increase of fibrous connective 
tissue around the capsules, and small cell infiltration. The tubules tend to 
dilate and become tortuous, and their lining cells flattened. In others there 
is hypertrophy of the tubules to compensate for units which atrophy and 
disappear completely. In some cases the vasa afferentia undergo intimal hyper- 
pa and fatty degeneration, and there may be hypertrophy of the media. 
en the blood pressure was persistently raised during life, the heart, especi- 
ally the left ventricle, will be found hypertrophied. The sorta is thickened, 
and ordinary atheromatous changes may occur at an unusually early age. 
Pathology of edema in chronic parenchymatous seeks Droey is one 
of the most characteristic features of the disease. Various explanations 
have been given of its causation. One of the earliest was that it was due 
to hydremuia from retention of water which the kidney could not excrete. 
But even total anuria need not cause dropsy, and Rowntree has shown 
that in glomerulo-nephritis the blood volume may be within normal limits. 
The next hypothesis was that the capillary endothelium was damaged by 
toxins, and therefore became unduly permeable (Cohnheim). It has been 
shown experimentally, however, that such damage may actually hinder 
the passage of fluid from the blood to the tissues. Widal attributed cedema 
to the defective elimination of salt by the kidney, which led to accumula- 
tion of water by raising the osmotic pressure of the tissues. But if water is 
retained, salt must also be retained, and when diuresis is produced, salt is 
excreted also. An important observation was made when Epstein showed 
that a feature peculiar to nephrosis and to chronic nephritis with marked 
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codema was a great reduction in the protein content of the blood and exud- 
ates, almost entirely affecting the albumin, so that the amount of globulin 
is always increased relatively and sometimes absolutely. The daily drain 
on the protein may even amount to 10 per cent. of the total protein in the 
blood. This causes a fall in the osmotic pressure of the blood, giving the 
tissues the controlling power to absorb and retain fluid. In fepneriat this 
view it may be mentioned that the oedema produced in perfusion experiments 
with normal saline or Ringer’s solution is prevented by the addition to the 
perfusing fluid of colloids which are in osmotic equilibrium with the colloids 
of the lymph and tissues. A weak point in this hypothesis is its failure 
to explain the dropsy of acute nephritis, which comes on long before any 
depletion of the proteins of the blood can occur. 

But the most usually accepted explanation of renal dropsy to-day is an 
alteration of the affinity of the tissue cells for water as the result of an altered 
salt metabolism, especially in respect of the sodium ions. In other words, 
the oedema is regarded mainly as a result of damage to the extra-renal tissues 
by the same agent that damaged the kidneys, rather than as a consequence 
of the failure of renal function. 

That the blood serum in nephritis may be milky was noted by Bright, 
and subsequent observers have called attention to pseudochylous ascites 
in this disease. This is due to the increased cholesterol content, which is 
more marked in this type of Bright’s disease than in any other, except 
nephrosis. - 

Symptoms.—These may be coritinued from those of acute nephritis. 
More usually there is an interval of apparently normal health. Then the 
‘spre begins to suffer from languor and digestive disturbances, followed 

y the combination of ansemia and dropsy, which gives rise to a very charac- 
teristic aspect. Hence the saying “large white kidney, large white man.” 
The dropsy may extend to the serous sacs. The urine is scanty, probably 
20 ounces or less in the day ; its specific gravity is high, but urates are not so 
abundant as in the urine of the cardiac kidney. It contains a large amount 
of protein, usually about 0-5 per cent., as measured by Esbach’s method. 
Numerous tube casts will be found on sedimenting the urine, epithelial, 
fatty, granular and hyaline forms all being present. Red blood corpuscles 
may be found from time to time. Examination of the blood may show 
no increase in the blood urea. 

Vomiting and diarrhea are common and troublesome. Ulceration of the 
colon, probably due to the vicarious elimination of toxins by the bowel, is an 
occasional and dangerous complication. Areas of exudate, known as “ cotton- 
wool ”’ patches, and cedema of the optic disks—constituting albuminuric 
retinitis—may be found in severe cases. There may be dyspnea, due to 
acidwmia, the result of diminished excretion of acid sodium phosphate. 
Secondary infections of the lung, pleura, pericardium or peritoneum may 
Ifb rophy of the heart and a rise of blood pressure fail to take place, 
the outlook is very grave, and death from uremia or secondary infection is 
likely to close the scene. If, on the other hand, the blood pressure rises, the 
heart hypertrophies, the dropsy subsides, and a more chronic stage supervenes. 
The output of the urine then increases, pro up to 80 oz. or more; the 
specific gravity being persistently low. This is due to failure of the kidney’s 
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capacity to concentrate the urine. The quantity of albumin is very variable, 
but is always more than that of ‘‘ chronic interstitial nephritis.” Epithelial, 
fatty, granular and hyaline casts continue to appear unless a are disi 
tegrated by the extreme dilution of the urine. Towards the end the secretion 
is sure to fail, and uremia is likely to follow. Signs of cardiac hypertrophy 
can be detected, and the blood pressure is generally raised to something 
between 160 and 220. Albuminuric retinitis is more likely to occur now. 
Later, silver wire arteries, retinal hemorrhages, which are often flame- 
shaped, and even glistening white patches are sometimes to be noted. 
Infarction of the lung may occur, causing pain, dyspncea, hemoptysis 
with signs of consolidation, and perhaps pleural friction. It results from 
detachment of a clot in the right auricular appendix, and, gash enerally 
due to a secondary infection, marks a definite step downwards. There 
may be other signs of infection, such as pericarditis or peritonitis. But in 
the absence of complications life may be prolonged for several years. 

Diagnosis. — The combination of a y, anemia, albuminuria and 
cylindruria generally makes the diagnosis of chronic nephritis easy. In the 
dropsy with albuminuria of failing heart the cedema first occurs in the most 
dependent parts, while in nephritis the eyelids are first affected. In cardiac 
dropsy the liver will probably be enlarged and tender, and the urine will be 
high in colour and loaded with urates; the only casts it will contain are hya- 
line ; renal function is not seriously impaired. Amyloid kidney may be accom- 
panied by cachectic dropsy ; but the heart will not be hypertrophied and 
the b pressure is not raised. Moreover, a cause for amyloid disease, and 
the presence of amyloid disease elsewhere, are usually obvious. 

If there is no oedema the diagnosis has to be made from functional 
albuminuria, residual albuminuria and chronic interstitial nephritis. Funo- 
tional albuminuria only occurs before thirty and generally about puberty, 
albumin is absent from the urine secreted in the recumbent posture, casts are 
absent, with the possible exception of the hyaline variety, and calcium lactate 
may clear up the albuminuria for a time. Residual albuminuria, an 
uncommon condition, is not an indication of a progressive disease. The 
albuminuria is detected accidentally, there being no symptoms. The blood 

ressure may, however, be slightly raised. There are no cells in the centri- 
ed deposit of urine. In “chronic interstitial nephritis”’ the specific 
ganty of the urine is very low, and there is little albumin. Unless the 
eart 1s failing there will be no cedema. The estimation of blood urea should 
be carried out whenever there is a question as to renal efficiency. As in acute 
nephritis the erythrocyte sedimentation rate is always raised 

Prognosis.—-The outlook in chronic nephritis 1s always serious. It is 
essentially a progressive disease, but with care life may be prolonged for 
several years. Death may occur from uremia, heart failure or secondary 
infections. Retinal changes make the prognosis more serious, and ‘“‘ woolly ” 
exudate with swelling of the optic disc generally foretells death within two 
years. Retinal hemorrhages and discrete white patches of degeneration in 
the retina are, however, of less serious significance. 

Treatment.—It is essential, as a prophylactic measure, that the treat- 
ment of all cases of acute nephritis should be thorough and prolonged. 
Septic foci, especially in the tonsils, should be looked for and chorong ly 
treated, as also should any syphilitic or malarial infection. Confinement to 
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bed is only advisable during exacerbations, when dropsy is extreme, or when 
uremia is threatening. The skin should always receive attention, and 
patients should sleep between blankets and be careful to avoid exposure to 
cold and wind. | 

Det.—There has been a tendency to restrict the protein intake too much, 
since there is no evidence that the albuminuria is influenced by the amount 
of protein in the food. Epstein has urged, indeed, that a high protein diet 
is indicated in order to raise the low protein content of the blood, while fats 
should be avoided to diminish lipemia. That such a diet may markedly 
reduce cedema is true, but not necessarily by raising the protein content of 
the blood. Probably the diuretic action of the urea formed from the high 
protein diet is partly responsible. It is, therefore, wise to estimate the blood 
urea and, if it is not raised, to carry out the urea concentration test (p. 1286), 
and only to make use of the high protein diet if this test shows at least 2 per 
cent. of urea. If it is below that figure the protein intake may be calculated 
on the basis of 1 G. of protein a day for every kilo of body-weight. Natur- 
ally, meat extracts and cellular organs, such as liver, kidney and sweetbread, 
should be avoided, because they contain a large amount of purin; that has 
to be excreted by the damaged kidney, which elimjnates uric acid with 
difficulty. This is contrary to the principles of physiological rest but, equally, 
such restrictions of diet must be avoided as would lead to failure of appetite 
and consequent wasting, while incapable of diminishing the albuminuria. 
A much greater variety of diet than 1s usually allowed might be permitted ; 
cooked eggs and dishes made from eggs my certainly be taken. Raw eggs, 
however, contain certain indeterminate substances which may irritate he 
kidney. The distinction drawn between red and white meat is fallacious. 
Red meat is assumed to be more injurious, presumably because it is supposed 
to contain more purin, whereas the reddest meat contains far less than 
sweetbread. Chronic nephritics should not be restricted to milk, which is too 
dilute a form of food for them, and may increase the dropsy. An entirely 
salt-free diet is not to be recommended, though moderate restriction in this 
respect is probably wise. Salt can be replaced by lemon juice or ruthmol. 
In this way we can avoid increasing the miseries of an incurable disease by 
unnecessary restrictions. If nitrogen retention exists as shown by estima- 
tions of blood urea, a diet poor in protein should be taken on one day in each 
week. Indeed, a day when the diet is restricted to fruit and sugar is often 
as useful in chronic nephritis as is the day of vegetable and egg diet in diabetes. 
But prolonged nitrogen starvation is as bad for the nephritic as for any one 
else, and in some cases increases the water-logging of the tissues. 

Generally speaking, alcohol is inadvisable in any form, and should never 
be ordered to those unaccustomed to it. In those who have been taking it 
regularly, deprivation may interfere with appetite, in which case a little 
well-diluted whisky is probably as innocuous as any form of alcohol can be. 
But the strictest moderation must be enjoined. Tea and coffee used to be 
forbidden, because of the methyl-purins they contain, but in our opinion 
this restriction is unnecessary. 

Diuretics.—Diuretics should be used with caution in chronic nephritis. 
When there is marked cadema the fluid intake should be limited to a litre or 
perhaps 2 pints in the 24 hours, but the patient should not be allowed to be 
thirsty. In some cases the administration of potassium salts by mouth acts 
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as an efficient diuretic (vide treatment of nephrosis). Saline diuretics in the 
form of citrates and acetates may be safely given, provided that the dose is 
moderate, and that the possibility of alkalosis developing in severely damaged 
kidneys is remembered. Urea may be given in those cases in which the 
blood urea is low, and in which the danger of a rising blood urea is not 
anticipated. The caffeine group of drugs should be employed with caution, 
and when used they are best given in small doses, and then withheld if 
diuresis does not result. Theophylline and sodium acetate grs. 4, or theo- 
bromine and sodium salicylate (diuretin) grs. 10, administered twice or three 
times daily may be prescribed if there is no hematuria. In general terms 
organic mercury preparations are contra-indicated in chronic nephritis on 
account of the danger of mercury-poisoning. Nevertheless, in cases in 
which cedema is persistent, renal function is adequate and there is an 
absence of anzmia, injection of mersalyl (salyrgan) may sometimes be used 
with advantage. Sixty or 120 grains of ammonium chloride are given on 
each of 2 days before } to 1 c.c. of the drug, and, if tolerated, this treat- 
ment is repeated at intervals of 5 to 9 days. (&idema in chronic nephritis 
may be in part due to heart failure. In this case digitalis may prove a 
valuable and efficient diuretic. A raised blood pressure is not a contra- 
indication to its use. 

A marked feature of chronic nephritis is the defective adjustment of the 
kidneys to varying water mee As in acute nephritis, the drinking of 
large amounts of fluid may, therefore, merely increase the cedema. 

As explained under Acute Nephritis, the saline diuretics are the least 
open to objection; since they draw the extra water from the tissues they 
cannot increase and may diminish the cedema. Urea as the natural diuretic 
of the body is often given in doses of 45-60 grains three times a day, when 
there is no nitrogen retention. 

Diaphoretics.—The arguments for and against diaphoretic measures 
will be found under uremia. Diaphoretic drugs are not suitable for the 
routine treatment of chronic nephritis, as a moist perspiring skin renders 
the patient more liable to chills—always a danger in this disease. A course 
of hot-air baths may sometimes be helpful when there is evidence of salt 
retention. If they are followed by diuresis they are doing good. 

Purgation.— Although efficient action of the bowels must be maintained, 
habitual loose stools are to be avoided, because they weaken the patient and 
promote the absorption of intestinal toxins. The special liability to mer- 
curialism renders calomel unsuitable for routine treatment. 

Acupuncture.—The patient is placed in a cardiac bed with the head 
raised and feet lowered for a day or two before acupuncture is performed 
so that the fluid gravitates into the lower limbs. The preparation for acupunc- 
ture consists of @ mackintosh sheet placed under the lower limbs, and 
arranged to form a chute leading into a pail on the floor: the lower limbs 
from the knees to and including the toes are cleaned with ether soap, and 
then with spirit, and placed on sterile towels: the skin is covered with a 
coating of Lassar’s paste. Acupuncture is performed with a medium-sized 
trocar from a Southey’s tube set, the trocar being stabbed through the paste 
and skin to the subcutaneous tissues. Beginning at the side of the tendo 
Achillis, 15 punctures are made in line a in the lower two-thirds 
of the leg. Two lines of punctures about one inch apart are made in each 
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leg. Each leg is then wrapped in a piece of sterile jaconet, wrapped firmly 
round the thigh iuinediataly above the knee, and secured with adhesive 
sr 2 Below the jaconet is wrapped loosely round the limb forming a tube 
which conducts the fluid into the mackintosh gutter at the foot of the bed. 
Drainage may continue for a week. By this method fluid may even be 
drained from serous cavities when there is marked dropsy. 

Decapsulation—This procedure is now reserved for the treatment of 
cedema in the nephrotic type of Bright’s disease if adequate treatment on 
conservative lines has failed to relieve it. 

Climate is a valuable help. In this country, Ventnor or anywhere on 
the south coast from Bournemouth westward is the most suitable climate 
that can be obtained. Egypt generally suits such patients particularly well. 
Madeira or California are also quite suitable. The wind and the more violent 
fluctuations of temperature on the Riviera render it much less advisable. 

Treatment of complications.— These are uremia, heart failure and 
secondary infections, such as pericarditis, pleurisy, colitis and peritonitis. 
Their treatment is discussed under those headings. 

In conclusion, it must be recognised that the kidney, once chronic 
nephritis is established, cannot completely recover, and the main thing is to 
attune the mode of life to a low key, subjecting the patient to as little strain 
as possible. He may have a considerable variety of food, provided that the 
intake of protein is regulated in the way described above, and that he takes 
very little purin and salt. He can be helped by saline diuretics and un- 
irritating preparations of iron, such as liquor ferri acetatis. He will do all 
the better if his medica] man realises that many of the methods recommended 
in the treatment of this disease are impotent, where not actually harmful. 


(6) Primary Type—RenaL DysBioTRoPHY 


Chronic nephritis may develop without any known cause. In such a case 
there is no past history of acute nephritis; of symptoms of Bright’s disease, 
such as cedema, hematuria or pain in the back; nor indeed any history of 
infection, such as scarlet fever or tonsillitis to which the onset of the disease 
can be attributed. The complaint may be found accidentally by the dis- 
covery of albuminuria in the course of routine examination. More often 
the diagnosis is first made at a later stage of the disease when there is com- 
plaint of asthenia, ansemia, or liability to fatigue. Sometimes, indeed, there are 
no en aan of the disease until it has reached the terminal stage of uremia. 

tiology.—This form of chronic nephritis probably be onge to the 
group of congenital-developmental diseases of inborn and familial type, as 
defined by Parkes Weber. According to this view certain forms of chronic 
nephritis are inborn constitutional diseases which, though they may manifest 
themselves soon after birth, may sometimes be delayed in their appearance 
until years later. When the disease runs its course and ends fatally within a 
few weeks or months of. birth, there can be no doubt of ita having been 
present in utero. When it does not manifest itself until after many years of 
antecedent good health, we may assume that the disease was only potentially 
present at birth, the inborn tendency to its development being due to a 
congenital tissue inferiority or dysbiotrophy. The reasons for this view are : 
(1) the absence of a discoverable etiology already referred to; (2) the not 
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uncommon familial occurrence of the complaint ; (3) the finding post mortem 
of congenital abnormalities in the kidneys or urinary tract ; and (4) that in 
its course, which is latent, progressive and invariably fatal, the malady 
eiemail many other diseases which belong to this congenital-developmental 
class. 

Familsal hemorrhagic nephritis, which is also hereditary and apparently 
congenital, is a rare condition. In one family 16 cases occurred among 
28 individuals in 3 generations, 8 being in males, 7 of which ended fatally 
in early life, and 8 in females with only 1 death. The disease evidently 
runs & more benign course in the female. In one patient the first symptom 
occurred when only 3 weeks old, in another when 2 years old, while in the 
remaining cases the onset was quite early in life. Most of the cases have 
been characterised by recurrent attacks of hematuria, sometimes consider- 
able in amount. As such fattacks may be preceded by an increased nitrogen 
output, some inherited form of protein sensitivity seems a probable factor. 
As deafness may also be familial, it is interesting to note that it was marked 
in 5 of the 16 patients, and one otherwise healthy member of the family 
was also deaf. The condition usually terminates in uremia. 

_ Pathology.—The kidneys are small, pale and fibrosed. One kidney may 
be smaller than the other. Congenital deformity is not uncommon: occa- 
sionally one kidney is absent or represented by only a nodule of fibrosed 
tissue, from which an atrophied ureter has its origin. On microscopic examina- 
tion there is diffuse fibrosis of the kidneys; many. glomeruli are atrophied, 
others show varying degrees of inflammatory reaction. 

Symptoms.—In the rare cases that appear in infants of a few weeks or 
a few months old, the symptoms are those of uremia, namely, dyspepsia and 
loss of weight leading to diarrhoea, vomiting and cachexia. In those that 
develop about the age of puberty the disease may cause infantilism (renal 
dwarfism) ; and bone deformities resembling rickets often develop, and may 
be associated with a low calcium content of the blood, leading in some 
instances to a compensatory enlargement of the parathyroids. In one group 
of cases there is cardiac hypertrophy, a considerably raised blood pressure, and 
retinitis. In these arteriolar changes (diffuse hyperplastic sclerosis) are found 
post mortem. In others the blood pressure is normal or subnormal. In 
another group (first described by Rose Bradford in 1904) the disease makes 
its first appearance between the ages of 20 and 30 years. It may appear 
suddenly in the form of uremia without warning, and become rapidly fatal. 
Even in those cases in which the kidneys are found post mortem to be white, 
fibrotic and greatly reduced in size, with diffuse inflammatory changes of 
one standing, early adult life may have been apparently perfectly healthy, 
and symptoms of the disease may have been present for only a few months. 

Differential Diagnosis.—Loss of weight, a sense of fatigue, anemia and 
dyspepsia, may have been so marked as to raise the question of tuberculous 

or neoplasm. When there is marked asthenia and pigmentation, 
Addison’s disease may be suggested, or the differential diagnosis may lead to 
the suspicion of pernicious anmmia. In cases with high blood pressure a 
juvenile form of hyperpiesia must be excluded. When there is marked polyuria 
with urine of low specific gravity, the possibility of diabetes insipidus arises. 

Treatment.—The disease is essentially progressive, and treatment can 
only be symptomatic. 7 
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CHRONIC INTERSTITIAL NEPHRITIS, INCLUDING 
MALIGNANT NEPHROSCLEROSIS 


Synonym.—Granular Kidney. 

When this term was first used it included a number of clinical entities, 
which together formed a somewhat motley group. Among these certain 
forms of chronic nephritis have now been identified as such, particularly the 
type recognised by Rose Bradford as the small white kidney, and classified 
by us under chronic nephritis, primary form. Clifford Allbutt identified 
hyperpiesia, Samuel West and others recognised the senile kidney. Some 
authors are inclined to think that after excluding these clinical forms only 
a single entity, malignant nephrosclerosis, remains. ‘‘ Chronic interstitial 
nephritis,” however, probably still includes more than one clinical entity, 
and it is for this reason that we have retained the term. ; 

fEtiology.—The causation of malignant nephrosclerosis is unknown, 
but probably those factors which apply to hyperpiesia already described 
are concerned. Malignant hypertension, however, tends to make its appear- 
ance at an earlier age, and is not uncommon at any age after 35 years, and 
is frequent between the ages of 40 and 55. According to Ellis it is more 
common in men than in women. As to the other cases included under the 
term “‘ Chronic Interstitial Nephritis,” the wtiology is unknown, but gout, 
lead poisoning and alcohol are thought by some to be factors. Syphilis is 
not & cause. 

Pathology.—The kidney tends to be reduced in size, is tough, and red 
in colour. The capsule is adherent, leaving a finely granular surface on 
stripping. Sometimes the capsule is thickened and splits on attempting to 
strip it, thus giving an erroneous impression of a smooth surface. Retention 
cysts may be seen, both on the outside and the inside of the organ. On 
section the cortex is reduced ; not only is it shrunk from without inwards, 
making the organ smaller, but the increase of intrapelvic fat shows that it 
has also s from within outwards. The vessels are unduly prominent. 
The glomeruli show signs of inflammatory reaction, and the interstitial tissue 
in their neigubousliogd is increased and infiltrated with small cells, generally 
of the mononuclear type. These areas of disease are patchy, and form 
wedge-shaped areas, with their apex towards the cortico-medullary zone. 
The intervening areas of renal tissue show little or no change. The histological 
lesions in the arteries interlobulares and vasa afferentia, as also the patchy 
small-cell infiltration in the kidneys and evidence in some glomeruli of pro- 
liferation of the cells of Bowman’s capsules, provide evidence of inflammatory 
reaction. The cardiovascular changes are those described under hyper- 
pietic kidney (benign nephrosclerosis). In addition a characteristic lesion 
1s acute arteriolar necrosis, while focal necrosis of the capillary tuft is common. 
Hemorrhagic infarction of some glomerular tufts may be found. The 
distribution of the renal lesion in chronic interstitial nephritis is distinct 
from that in chronic nephritis, for in the latter the lesion is diffuse and every 

lomerulus is more or less altered in structure. In advanced cases of chronic 
interstitial nephritis, however, the extent of structural alteration extends and 
becomes more diffuse. 

Symptoms.—The subject of chronic interstitial nephritis often fails to 
seek medical advice until the condition has become well advanced, and this 
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is partly because the body adjusts itself to the changes which are taking place 
in it as a result of the disease, and partly because the disease may develop 
very rapidly in its early stages. Common early symptoms are loss of energy, 

roneness to fatigue, lack of power of concentration, headache and dyspepsia. 

n other cases the patient feels well, and consults his doctor on account of 
hemorrhage. The source of the bleeding is most commonly from the nose 
(epistaxis), or frank hematuria. In other cases it may be a cerebral vascular 
accident, thrombotic or hsemorrhagic : less often it takes the form of heamate- 
mesis or melexna. Disturbance of vision due to retinal hemorrhages, or 
sudden blindness due to hemorrhage into the vitreous are not uncommon 
early symptoms. A woman may complain of bleeding from the uterus, and 
rarely a blood-stained seminal discharge is the initial symptom in a man. 
In other cases the initial symptoms are cardiac, and the patient complains 
of cardiac pain, shortness of breath, or consciousness of the heart’s action. 
Nocturnal begun of micturition may be an early symptom. Qn examina- 
tion the patient will be found to have an increased blood pressure, the systolic 
ranging between, say 200-240 mm. or even higher, and the diastolic over 
120 mm. There is also cardiac hypertrophy, but the case differs from a 
hyperpietic kidney (benign nephrosclerosis) in one or more of the following 
ways. Thus, the complexion tendsto be sallow, and often thereis loss of weight 
and some degree of secondary anemia. The urine may contain only a trace 
of albumin, but more frequently it contains an appreciable quantity, namely 
Ol per cent. or more. The urinary deposit characteristically contains red 
blood corpuscles and granular and hyaline casts. When the disease is fully 
established, the urine has a low fixed specific gravity, varying between 1008 
and 1012. Further examination may show impairment of renal function, 
and the blood urea may be raised to 70 mgm. per cent. at least. On examina- 
tion of the eyes, in addition to arterio-sclerosis of the retinal vessels, retinal 
hemorrhages and exudates, cedema of the disc and retina, and some detach- 
ment of the retina may be found. Ellis has emphasised the diagnostic import- 
ance of papillcedema in malignant nephrosclerosis. 

There are cases of chronic interstitial nephritis which run a most rapid 
course in the initial stage. The clinical features are hypertension, cardiac 
hypertrophy and hemorrhage. Toxic symptoms make their appearance 
within 3 to 6 months of the onset, and by this time some degree of failure 
of renal function may be demonstrated by clinical tests, or the patient’s 
symptoms may already be those of uremia. The whole evolution of the 
disease and its fatal termination in uremia, cerebral hemorrhage or cardiac 
failure, may take place within a period of 12 to 18 months. 

There are other cases in which there may be a preceding period of five 
or more years during which time the patient is known to have hyperpiesia, 
and complains only of cardiac symptoms which are readily explained in 
terms of it. Meanwhile the disease-process seems to be more or less stationary, 
and then for no obvious reason the disease takes a progressive form, and a 
terminal acute phase lasting only 3 to 6 months is ushered in by an 
attack of h»maturia or epistaxis, by retinitis, or by symptoms of renal failure, 
and the toxic picture of chronic interstitial nephritis rapidly develops. 

On the other hand, there are chronic forms of the complaint which pursue 
a varied course different from the grave progressive course of malignant 
hypertension. The variety of the clinical picture which these cases present 
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makes their description difficult, and it is to allow of their recognition, and in 
order to leave the subject open for further clinical and histological observation, 
that the term “ chronic interstitial nephritis” has been retained. Thus, a 
man complains of malaise, loss of health and strength, undue fatigue or loss 
of weight. On examination, the chief finding is an appreciable albuminuria. 
At this stage there may be no abnormal cellular deposit, or there may be 
a few red blood corpuscles and hyaline casts in the urinary deposit. Renal 
function may be normal. With limitation of his activities and general 
measures of medical treatment, the patient may recover his health to a 
considerable extent, though the albuminuria persists. From now on, over 
a period of 2 to 5 years, or perhaps longer, reasonably good health is main- 
tained. Sometimes the blood pressure is but little raised. There may be 
an attack of hematuria or epistaxis from time to time. The blood urea 
may be a little raised, and may even remain more or less stationary at a 
level of 60 to 80 mgm. urea Le cent. for several years, until finally physio- 
logical adjustments fail, and uremia, a vascular accident, cardiac defeat 
or an intercurrent infection determines the fatal termination. 

Complications.—The principal complications are due to failure of the 
pump, the tubing, or the filter. In other words, the heart may fail, causing 
venous congestion; the artery may give way, as in cerebral hemorrhage ; 
or the renal excretion become 80 inadequate as to lead to uremia. Glycosuria 
is sometimes found. This may be due to alcoholic excess, a factor in the 
causation of the interstitial nephritis. 

Diagnosis.—This rests on the combination of ummary and cardio- 
vascular signs. The differential diagnosis from hyperpiesia 1s discussed on 
p. 1068, and that from secondary contracted kidney on p. 1312. 

Prognosis.—The disease is usually progressive. Its course may be very 
slow, but after the development of retinitis a fatal ending occurs in the great 
majority of cases within 2 years. In some cases, however, even including 
those in which all the characteristic signs of the disease are present, including 
microscopic hematuria, persistent hypertension and retinitis, the disease 
may reach a stationary phase, and considerable recovery may occur, the 
fatal termination being delayed on occasion for as long as 6 years. For 
this reason a definite prognosis should not be given until a late stage in the 
disease. Tests of renal function afford useful prognostic evidence. Any evid- 
ence of cardiac dilatation, or of uremia, even of the chronic variety, makes 
the outlook much less satisfactory. Retinal changes are of ill-omen. 

Treatment.—In general terms, this should be carried out on similar lines 
to that for hyperpietic kidney (¢.v.), though the response is not likely to 
be satisfactory. In addition, the anzmia often calls for treatment. 


HYPERPIETIC KIDNEY 


Synonym.—Benign Nephrosclerosis. 

In this form of renal disease the vascular changes are of greater importance 
than the renal, and it will only be necessary to make a brief reference to 
it here. 

Etiology.—This is the same as that described under Hyperpiesia (see 
page 1065), 
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Pathology.—The chief kidney changes are in the small vessels. They 
consist of thickening of the intima and medial nok pct bk The former 
may go on to fatty degeneration and obliteration of the lumen of the vasa 
afferentia, and so cause ischemic fibrosis of the glomeruli with atrophy of 
the associated tubules. Thus, the changes in the renal parenchyma are 
largely degenerative in character, rather than the inflammatory changes seen 
in chronic interstitial nephritis. The kidney is slightly reduced in size and 
is somewhat firmer than normal. On section, the fine radial striation in the 
cortex is ahh and throughout the organ the small arteries are pro- 
minent. Histologically the essential lesion is a thickening of the intima of 
the vasa afferentia and the interlobular arteries, with hypertrophy of the 
media. In the early stages there is cellular proliferation in the intima and 
increase of hyaline material. At a later stage there is fatty degeneration 
in the terminal arterioles in contrast to their parent vessels, in which little 
or no fatty degeneration is found. The thickening of the intima may lead 
to obliteration of the lumen, with fibrosis and atrophy of the glomerulus 
and its tubules. At a later stage, too, owing to fatty degeneration and 
atrophy of the muscle fibres of the media, the media may be actually thinner 
than normal. These changes, like those described in chronic interstitial 
nephritis, have a patchy distribution in the organ. The fibrous connective 
tissue in the immediate neighbourhood is thickened, but there is no glomer- 
ulitis and little or no small-celled infiltration, in contrast to the inflammatory 
reaction found in chronic interstitial nephritis. The vascular changes 
described above were originally termed arterio-capillary fibrosis by Gull and 
Sutton. They were first accurately described by Jores under the term 
diffuse hyperplastic sclerosis. ' 

Symptoms.—These are those of hyperpiesia (see pp. 1066, 1067). 

Treatment.—See that of hyperpiesia (pp. 1068-1070), the heart in hyper- 
ter sion (p. 996), and renal uremia (pp. 1327, 1328). 


SENILE OR ATHEROMATOUS KIDNEY 


In this form of kidney disease also the vascular changes are of greater 
importance than the renal, and it is only necessary to deal briefly with the 
affection. 

Pathology.—The kidneys show depressed red areas, which are due to 
contraction of fibrous tissue along the distribution of particular interlobular 
arteries, and, therefore, tend to be conical in form, with their base to the 
surface of the organ. There is an absence of cardiac hypertrophy; the 
pressure in the diseased arteries falls below that necessary for glomerular 
excretion. The affected glomeruli accordingly shrink, and the connective 
tissue around them becomes condensed and thickened. The degenerate 
glomerulus and its capsule fuse together, and undergo fatty and fibrotic 
changes. The atheromatous kidney is, therefore, generally due to atrophy 
following insufficient circulation, with consequent fibrosis. 

Symptoms and Diagnosis.—There pi gradual failure of the adage 
and mental powers—described by Allbutt as “ contraction of the spheres of 
bodily and mental activity ”’—rather than the more dramatic events of 
chronic interstitial nephritis. There is a trace of albumin in the urine. The 
radial artery is thickened and tortuous. The blood pressure is not high, and 
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there is an absence of cardiac hypertrophy. Death by cardiac failure or 
intercurrent affections is the commonest ending, while cerebral hsemorrhage 
and ursmia are unlikely. 


URAIMIA 


Ureemia is the name which has been given in the past to the toxic state 
which complicates or terminates severe Gdnsy disease, and in which urea 
retention occurs. More recently it has been recognised that a high grade 
of urea retention may develop as a result of extra-renal factors. It is proposed 
to group these conditions under the name of Extra-renal Uremia in order 
to emphasise the fact that although the kidney fails in its function, organic 
disease of the kidneys is not the primary fault. 


EXTRA-RENAL URAMIA 


ALKaLosis (see also Alkalosis, pp. 405-408).—This is a toxic state charac- 
terised by malaise, gastro-intestinal disturbance, and a variety of nervous 
vepome due to an increase of the CO, combining power of the blood plasma. 

tiology.—Alkalosis is caused by giving too large doses of sodium 
bicarbonate or other alkali. The minimum normal tolerance of alkali by 
mouth seems to be the equivalent of 15 g. of sodium bicarbonate in 24 hours, 
If a patient develops alkalosis.when taking this quantity of alkali or less, some 
predisposing factor will be found. Such factors are ansemia, kidney disease, 
or vomiting. Of these factors anzmia is important, because of the action of 
hemoglobin as a buffer helping to maintain a constant pH in the blood. . 
With a low hemoglobin content in the blood an extra tax is thrown on the 
kidneys, so that in anemia a smaller quantity of alkali given by the mouth 
may be the cause of alkalosis. Impaired renal function, such as results from 
kidney disease, is another factor predisposing to alkalosis, because the 
kidneys are unable to excrete the excess of alkali. As alkalosis may itself be 
responsible for kidney damage a vicious circle is set up. It has been suggested 
that chloride loss and the consequent hypochloremia is the cause of the rise 
in blood urea. This explanation cannot, however, account for the whole 
condition, because there are other conditions in which there is a considerable 
loss of blood chlorides without uremia. The uremia which develops in 
repeated vomiting, however, is probably due to loss of hydrochloric acid in 
ge eee db large doses of 

ymptoms.—The toxic symptoms caused by giving too large doses o 

sodium bicarbonate or other skal appear from 4 days up to 4 weeks from 
the beginning of treatment (Cooke). The patient complains of malaise, 
dizziness, constipation and headache, which commonly takes the form of a 
sensation of pressure on the vertex. He becomes nervous and irritable, often 
resentful. There is loss of appetite, distaste for food, nausea and vomiting. 
The patient becomes drowsy in the day and sleepless at night. Respiration 1s 
slowed, the pulse rapid, the face flushed, and the body perspiring. There is 
aching or actual pain in the trunk and limbe, with tenderness of the muscles 
on pressure, and increased muscular irritability. In the severest cases there 
may be tetany or epileptiform convulsions, and if the condition is unrecognised 
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the patient may become comatose, with incontinence of urine and feces, and 
die. In addition to the above symptoms, a dry furred tongue, thirst, and at 
a later stage diarrhcea are common. The urine is alkaline, except sometimes 
in the early stages. It contains a trace or cloud of albumin. The deposit may 
contain hyaline or granular casts, and a few red and white blood corpuscles. 
Renal function is impaired, as is shown in nearly all cases by urea retention, 
and in some by failure of the power of urine concentration, which resulte in 
the excretion of urine of a constantly low specific gravity. There may also 
be a considerable polyuria, amounting to 2 or 3 litres in 24 hours. In most 
cases reported the dose of alkali which has caused alkalosis has been the 
equivalent of 20 g. of sodium bicarbonate given daily for 4 days or more. 
ore usually the toxic dose has been the equivalent of 30 to 60 g. of sodium 
bicarbonate daily, and larger doses than this are naturally all the more likely 
to produce the condition. 
iagnosis.—Alkalosis must be suspected whenever a patient taking 
alkali develops symptoms of malaise, headache, constipation, digestive dis- 
turbance, or change in the personality. The diagnosis is established by an 
examination of the blood. The blood urea is commonly raised to 60 or 80 saa 
per cent., and may reach the high figures found in renal uremia. The li 
reserve, which normally varies between 50 and 75 c.c. CO, per 100 c.c. of 
plasma, increases to 90 c.c. or more. The chloride content of both blood 
and urine may be low. The CO, combining power of the plasma is the most 
important observation to make, because it precedes the rise of blood urea. 
Treatment.—The administration of alkalis is immediately discontinued. 
Acid sodium phosphate, gr. 10, three times daily after food is administered. 
If the case is under close observation, and if repeated estimations can be made 
of the alkali reserve, larger doses may be prescribed, but on account of the 
danger which exists, owing to renal damage, of a rapid change from alkalosis 
to acidemia, some authorities are opposed to giving acid in any form. In 
any case, it is unwise to prescribe ammonium chloride. 


GASTRO-RENAL URAZMIA 


Repeated vomiting from any cause may induce alkalosis and thus be 
responsible for uremia. In acute cases with albuminuria the differential 
diagnosis from renal uremia is made clinically on the high specific gravity 
and high urea content of the urine. In chronic cases a complete blood 
examination and the observation of the degree of alkalosis may be required 
to exclude renal uremia. . 

Diarrhoea may be responsible for uremia, both on account of the loss of 
fluid and the resultant loss of chloride. But in this case the uremia is associ- 
ated with the opposite condition of acidosis, as may be established by the 
estimation of the alkali reserve. In acute cases, treatment is by intravenous 
injection of 200 to 400 c.c. of a 2 per cent. sodium bicarbonate solution. 


Renal Uramia 
This type of uremia belongs to a different category from that of Extra- 
renal Ureemia, because it is primarily due to severe kidney disease of which 
it is a complication or a terminal phase. A raised blood urea is the distinguish- 
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ing feature of uremia. Nevertheless, the term renal uremia is used in a 
clinical sense, both because the diagnosis can be made without an estimation 
of the urea in the blood, and because, on occasion, the patient may suffer 
from uremia before the blood urea is appreciably raised. Renal uremia 
varies greatly in its symptomatology, but, as Clifford Allbutt pointed out, 
it is generally characterised by anzmia, headache, nausea, lethargy, retinitis, 
convulsions or coma. 

Although there are many factors in support of the so-called retention 
pid of uremia, its complete explanation in biochemical terms is not yet 
clear. 

In view of the high blood urea in severe uremia, urea retention might be 
regarded as the simplest explanation of the condition. It has been shown 
experimentally that the administration of massive doses of urea causes 
headaches, giddiness, apathy, drowsiness, bodily weakness, nausea and 
diarrhoea—a group of symptoms characteristic of chronic uremia. But that 
this is not the whole explanation of uremia is shown by the fact that symptoms 
of uremia may be present before the blood urea has risen to a level pro- 
portionate to the symptoms. It has been suggested, therefore, that other 
renal excretory products, such as indican, uric acid and the salts of urine, 
may contribute to the uremic state. When the hypobromite method is used 
for the estimation of urea in the blood or cerebro-spinal fluid other nitro- 
genous products than urea are estimated. The urease method gives the amount 
of urea only, so that the difference between the results obtained by these 
two methods is an indication of the quantity of amine bodies other than 
urea, and to these bodies some at least of the clinical syndrome is probably 
due. But even this expansion of the retention theory to include nitrogenous 
bodies other than urea does not explain uremia, because in complete sup- 
pression of renal function, such as occurs when the ureter of a single kidney is 
completely destroyed by any cause (Ascoli’s urinwmia), the clinical picture is 
entirely different from that of uremia complicating acute and chronic Brght’s 
disease. Ascoli says: “‘ Severe urinsmia in man is chiefly manifested by 
bodily weakness and languor, which often appear before any other symptoms, 
but generally lead to progressive mental weakness and exhaustion, often 
terminating with great suddenness. The greater part of the most prominent 
symptoms of urmmia are, however, lacking, especially the severe and acute 
mental disturbances, the sudden amaurosis, and the epileptic phenomena in 
general. Only in occasional cases do the symptoms resemble uremia.” The 
name of latent uremia is sometimes given to this condition, but it is hardly 
suitable. It has also been held in the past that uremia may be due to some 

recursor or derivative of urea or other nitrogenous body normally secreted 
y the kidneys, but there is no convincing evidence of the accumulation of 
such bodies in the blood at least in such quantity as to cause uremia. 

It is evident that the retention theory and a failure of the excretory 
function of the kidneys do not provide a complete explanation of renal 
uremia, But the kidneys have two other important functions, namely, the 
regulation of the osmotic pressure of the blood and the regulation of its 
hydrogen-ion concentration. Now, in uremia the acid-base equilibrium is 
disturbed, and there is a fall in the CO, combining power of the blood plasma ; 
that is to say, acidemia. If this state of acidemia is corrected by the admini- 
atration of alkali in such dosage as to restore the CO, combining power of the 
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plasma to normal, the patient may be relieved of the more acute symptoms 
of uremia, and may be maintained symptom-free for several weeks or months. 
Or, if the uremic state is the complication of a recoverable disease, as in the 
uremia of acute nephritis, or the uremia complicating or following operations 
on the urinary tract, the restoration of the acid-base equilibrium in the blood 
may save the patient’s life. The fact is that when diseased kidneys fail in 
their function of maintaining acid-base equilibrium, and even when the 
disease is not so severe as itself to have determined the onset of uremia, the 
administration of alkali or acid in excess readily causes uremia. Further, 
both acidemia and alkalosis in themselves cause renal damage, and thus 
aggravate pre-existing renal disease. In this way a vicious circle is set up. 

In order to realise fully the way in which a grave disturbance of the acid- 
base equilibrium of the blood caused by giving too much alkali to a patient 
with presumably previously healthy kidneys, the reader is referred to alkalosis. 
In a severe case of alkalosis the clinical syndrome may be indistinguishable 
from renal uremia, including albuminuria, low specific gravity urine, cylin- 
druria, high blood urea, polyuria, thirst, lethargy, loss of appetite, nausea, 
vomiting, constipation, diarrhoea, coma, convulsions and death. 

There is another approach to the interpretation of some of the oe taeane 
of uremia. Symptoms similar to those occurring in the cerebral type of 
uremia may be produced by a disturbance of the cerebral circulation due to 
cedema of the brain, or to m of one or more of the cerebral arteries without 
a rise in the blood urea. In either case a raised blood pressure is the deter- 
mining factor. In the acute cases, headache, vomiting and bradycardia are 
the important clinical features, and because of the rise of blood pressure which 
characterises the attack, it is described as a hypertensive cerebral attack. 
Even in cases with a high blood urea the cerebral symptoms may be due to 
disturbance of the cerebral circulation, and treatment by lumbar puncture 
or venesection, according to the indications provided by the particular case, 
may abort or cut short the attack. (Vide Diagnosis.) 

It may be concluded that some of the symptoms of renal uremia are due 
to a toxemia acting on the nervous system caused by the abnormal metabolic 
products dade gy: taken inadequate excretion by a diseased kidney. An im- 
portant part of the clinical syndrome is due to a failure of the kidneys to 
maintain the normal hydrogen-ion concentration of the blood. The acidemia 
that results is in due to a failure of the kidneys to excrete acid phosphates 
(Marriott and Howland). Other symptoms, such as increased nerve excit- 
sbility and localised muscular twitchings, have been attributed to a fall in 
the blood calcium by de Wesselow, and Izod Bennett compares such twitch- 
ings with those of tetany. Lastly, the disturbance of cerebral circulation, 
whether due to cerebral edema or vascular spasm, may play a part. On 
these several lines we are approaching an adequate explanation of the 
uremic syndrome. Lastly, account must be taken of the possibility of the 
secretion of a pressor substance by ischemic kidneys being a factor in the 
causation of the ursmic state. 

Symptoms.—A convenient clinical classification of the types of urmmia 
is: (1) Cerebral in the fulminating and acute cases; (2) Respiratory where 
acidmmia is predominant ; and (3) Gastro-intestinal in the chronic cases. The 
terms acute and chronic apply to the uremia and not to the disease responsible 
for it. But each of these types is really nervous in origin. Usually the first 
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type begins with severe headache. Drowsiness and twitchings of the face 
and hands follow. The twitchings may become aggravated into epileptiform 
convulsions, and the drowsiness may deepen into coma, ending in death. 
But several important departures from this course may occur. Sudden 
loss of vision, amaurosis, 1s not i vent, although the fundi may not 
show the changes characteristic of albuminuric retinitis. Local palsies, 
hemiplegia or monoplegia, may come on spontaneously or after a convulsion, 
and are frequently due to small vascular lesions. Intense itching of the 
skin, tingling and numbness of the extremities, muscular cramps or insomnia 
may usher in ee = eee aa lsleadine Sudden mania or delusional 
insanity ma the first and a very misleading symptom. The cerebral type 
is tien eaprdly fatal, but convulsions and ease though more stri be 
are less grave than the other symptoms. In the epidemic of war nephritis 
we saw seven instances of uremic convulsions with complete recovery from 
the nephritis. 

The commonest respiratory symptom is dyspnma, often paroxysmal, to 
which the name of uremic asthma is given. It is associated with a fall in 
the CO, of the alveolar air from the normal 5 per cent. to 3 per cent. or lower. 
There is diminished alkalinity of the blood, from the presence of some non- 
volatile acid. Addison called attention to the hissing character of the 
respirations in this condition. In all types of uremia there is a tendency 
to stomatitis, and this is perhaps particularly so in uremic asthma. This 
combination of dyspnea of a hanna character in a drowsy patient with 
bleeding gums often characterises the terminal phase of uremia. At first 
there may be no signs in the chest except the ordinary cardiovascular signs 
of chronic nephritis, but as the attack proceeds there are usually abundant 
moist sounds from the onset of cedema of the lungs. The heart fails, the 
patient becomes steadily waterlogged, slipping down into the bed from the 
orthopneic position as he becomes more and more drowsy. The fatal issue 
may not occur in this way, however, but from development of some of the 
more acute nervous symptoms. 

Less common than this type of dyspnoea is Cheyne-Stokes’ respiration. 
The whole of the cerebral functions may then show a curious periodicity ; 
thus the pulse quickens during the noisy breathing, the pupil dilates, the 
patient becomes more conscious and restless. As the apnosic pause succeeds, 
the pulse slows down again, the pupil contracts and the patient becomes 
quieter or even comatose. 

The gastro-intestinal hae bea are nausea, hiccough, vomiting and 
diarrhoea, The gastric part of these symptoms may be very chronic. Any 
practitioner who neglects systematic examination of the urine will sooner 
or later treat a case of uremia as one of simple dyspepsia. Apart from 
the urine, there is, however, one significant point: the dyspepsia may 
improve under treatment while the vomiting persists. In simple dyspepsia 
vomiting is never the last symptom to clear up. It is stated that this 
vomiting has no relation to meals, but this is far from being invariably true. 
Vomiting may occur only then, and so the mistake is made. In severer 
cases the vomiting may be quite uncontrollable, when the prognosis becomes 
correspondingly grave. te 

Attacks of diarrhoea are not uncommon in chronic nephritis and are not 
in themselves significant of uremia. The amount of nitrogenous excretion 
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occurring by the bowel, when urinary elimination is inadequate, irritates 
the intestine and leads to the so-called slbuminuric ulceration. Another 
explanation of this condition is that hmmorrhages which occur here as else- 
where in chronic nephritis are the precursors of the ulceration. There may 
also be an intense catarrhal or even “ diphtheritic ” colitis. Here, therefore, 
there are local lesions sufficient to account for symptoms usually referred 
to uremia, for such lesions are conspicuously absent at least in the asthmatic 
and gastric syndromes. It is accordingly inadvisable to call these symptoms 
uremic, as is generally done. At any rate the term should be confined to 
those violent choleraic attacks which are out of all proportion to the local 
lesions. Both the vomiting and diarrhw@a are sometimes regarded as an 
attempt at vicarious elimination of toxins. The fact that the vomit may 
contain a higher  egieea of amines than the blood certainly suggests this, 
but it must not be forgotten that either vomiting or diarrhoea may so alter 
the pH of the blood as to aggravate existing renal damage. It is this altera- 
tion which may actually determine the onset of uremia. 

Diagnosis.—This brief account of the symptoms of uremia will indicate 
also some of the pitfalls besetting diagnosis. en the patient is known to 
have had Bright's disease, or indeed any disease or injury to the urinary 
system, the possibility of uremia will arise. The finding of hematuria, 
albuminuria, cylindruria, low specific gravity urine, bacilluria or pyuria, will 
indicate uri disease. The estimation of the blood urea and CO, com- 
bining power of the plasma will often be necessary to establish the diagnosis. 

The first differential diagnosis to make is between extra-renal and renal 
uremia. The causes of extra-renal uremia must be inquired into, particu- 
larly as to whether the patient is taking alkali. Anwmia is a predisposin 
factor. The importance of vomiting and diarrhosa in causing extra-rena 
uremia must be taken into account. In acute extra-renal uremia, such as 
may be due to vomiting, the concentration of pen urea is high. In 
chronic cases, however, secondary kidney damage may lead to polyuria, low 
specific gravity urine, and low urinary urea even in extra-renal uremia. 

Certain conditions which clinically resemble uremia are separated from 
it under the term oH seceyessige?- because they have a different pathology 
and belong to a different order of clinical events. The commonest cause of 

udo-uremia is cardiovascular disease. Under this heading are to be in- 
cluded the convulsive seizures and varied evidence of cerebral disturbance in 
arterio-sclerotic subjects in whom the symptoms are due to vascular lesions, 
sometimes limited to capillary areas, in the brain. Heart failure, when 
responsible for cerebral disturbance, nocturnal dyspnea, Cheynes-Stokes’ 
breathing, and on occasion cad belongs to the same order of events, 
and has to be distinguished from true uremia. It may be a matter of con- 
siderable difficulty to distinguish between cardiovascular disease in which 
the right side of the heart is failing, and in which there is renal congestion with 
albuminuria, microscopic hematuria and cylindruria—a difficulty which may 
be increased by the fact that the blood urea may rise to 80 or 100 mgm. 
cent. in co ive heart failure. Further, in true or renal uremia a0 
failure may be an important complicating factor. In simple congestive heart 
failure the urine is loaded with urates, ite specific gravity 1s raised, twitchings 
do not occur, and the blood ures is normal or inconsiderably raised. Disorder 
of the cerebral circulation, whether due to cerebral thrombosis, capillary 


URAMIA 1337 


hssmorrhages, angio-spasm, or cerebral edema, may be responsible for tran- 
sient monoplegia or hemiplegia, convulsions and coma. In some cases these 
and other symptoms of central nervous origin are associated with a sudden 
rise in blood pressure and constitute hypertensive cerebral attacks. In other 
cases the intracrania] disturbance is due to oedema of the brain, as was first 
suggested by Traube in 1860. In this type of attack the patient is usually 
under the age of 40. There is complaint of sudden severe headache. Drowsi- 
ness is common, and motor weakness with focal signs or loss of vision may 
be transient phenomena. Retinal hemorrhages, exudates and papillaadema 
appear within a few hours. The blood pressure rises and the cerebro-spinal 
fluid pressure is also raised (McAlpine). The blood urea is normal unless the 
attack occurs as a complication of uremia. (idema of the brain is found 
post mortem. 

Other diseases which may simulate urwmia are cerebral tumour and 
meningitis. Some cases of cerebral tumour without localising signs, but with 
the classical symptoms of headache, vomiting and optic neuritis, may be 
very difficult to distinguish from uremia, if there is chronic nephritis as well 
—a not very uncommon complication in syphilitic tumours of the brain. 
But such cases are more chronic in their course than uremia. If the cerebral 
type of urwmia be accompanied by pyrexia, as it sometimes is, the question 
of meningitis must be considered. Lumbar puncture may then throw light 
on the case by the cytology, bacteriology and urea content of the fluid. 
Lastly, when the uremic state has reached the stage of coma the differential 
diagnosis from alcoholic poisoning, status set tag trauma, opium, diabetic 
coma, the apoplectiform onset of general paralysis and cerebral hemorrhage 
must be made. In all such cases a careful examination of the urine is easential, 
because comparatively slight renal inadequacy may lead to toxic symptoms 
by the retention of some poison which would otherwise have been promptly 
shinitated. Thus salicylates, iodides, opium and mercury are badly excreted 
by the nephritic. 

Treatment.—As in the case of extra-renal uremia the maintenance of the 
normal acid-base balance of the blood is of first importance. In most cases 
of rena] uremia there is acidsemia, and this is treated by the cautious admini- 
stration of alkali by mouth, or by the intravenous injection of a 2 per cent. 
solution of sodium bicarbonate 200 to 400 c.c. Ansmia renders the acid- 
base balance unstable. It is treated by the administration of iron, and 60 to 
90 grains of iron and ammonium citrate are given in divided doses daily, 
provided the salt does not upset the digestion. Vomiting and diarrhwa 
should be checked, because they weaken the patient, prevent assimilation of 
food and cause dehydration. Vomiting causes alkalosis, and diarrhoea may 
cause acidemia. A bismuth mixture or 3 minims of dilute hydrocyanic acid 
and 10 minims of solution of adrenaline hydrochloride 1 in 1000 in half an 
ounce of water given every 3 or 4 hours may afford relief. 

The retention of urea is treated oy a low nitrogen diet. The diet advised 
for acute nephritis may be given with advantage for a week or 10 days, and 
after this for 1 or 2 days in each week. If & low nitrogen diet is continued it 
must at least be adequate in ite protein content to retain nitrogenous equi- 
librium, for which purpose 1 G. per kilo body-weight is required. Elimination 
is promoted by maintaining bowel function, avoiding constipation on the 
one hand, and diarrhoea on the other. According to von Noorden, 8 G. of 
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nitrogen can be excreted by the bowel in the day and 3 G. by the skin. Strong 
aperients and mercurial preparations should not be employed. A zood 
evacuation may be secured by magnesium sulphate 30 to 60 grains repeated 
as necessary, 60 to 90 grains of pulv. jalaps co., 1 oz. of mist. sennw co., or 
60 to 90 grains of compound liquorice powder. The function of the skin is 
promoted by suitable lothing, wearing wool or flannel next to the skin, and 
sleeping between blankets. Much sweating may have disadvantages that it 
causes dehydration, and gives the kidneys a more concentrated and therefore a 
more irritating urine to secrete. The vapour bath or hot pack is more trying to 
the heart than the hot-air bath. None of these measures should be continued 
more than a quarter of an hour after sweating has begun, and a careful watch 
must be kept on the pulse ; the procedure should be stopped at once if there 
are any signs of collapse, and stimulants should be at hand. If the treatment 
is having a good effect, sweating will begin at a lower temperature with 
successive baths. A nightly hot bath, containing 4 tablespoonfuls of mustard, 
followed by wrapping in hot blankets until sweating has ceased, is useful in 
some chronic cases, even where there is no caedema. Pilocarpine is no longer 
advised to provoke sweating. 

Headache and other symptoms of cerebral irritation may be relieved by 
lumbar puncture when accompanied by an increase in cerebro-spinal fluid 
pressure. It is safe to draw off 10 or 20 c.c. if the pressure is Paige’ but if with 
the drawing off of the fluid there is increase of headache the needle should 
be withdrawn immediately. Ifthe headache is due to a hypertensive attack, 
particularly if there is evidence of congestive heart failure, venesection may 
give relief. The withdrawal by venesection of 10 to 20 oz. of blood may cure 
the headache, and it may stop convulsions in acute nephritis with an over- 
burdened heart. Venesection is contra-indicated in chronic uremia with 
anemia. Bromide and chloral hydrate will often relieve headache. Twenty 
to 30 grains of sodium bromide with 15 to 20 fie of chloral hydrate are 

ven by mouth. Aspirin, phenacetin and codeine are other useful drugs 
tet prescribed in combination in severe cases. Morphine, papaveretum 
rr trey and dilaudid are reserved for intractable cases, and are to be used 
with caution. 
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LARDACEOUS DISEASE 


Synonyms.—Amyloid or Waxy Kidney. 

Definition.—A pathological condition in which the blood vessels of the 
kidney, in more advanced cases the tunica of the tubules and the interstitial 
tissue also, are the seat of waxy degeneration. 

ZEtiology.—This affection is now rarely met with. It attacks men more 
than women, and although occasionally seen in children it is more likely to 
occur in adolescence and earlier adult life, being uncommon after fifty years 
of age. It is usually due to chronic suppuration, especially in bone, chronic 
tuberculosis and syphilis. It rarely occurs in other chronic infections, but it 
has been described in severe rheumatic heart disease, and a certain amount of 

amyloid change has sometimes been found post mortem in patients suffering 
from chronic cardiovascular disease and chronic nephritis in the absence of 
chronic supp n. As it is a rative change it has however more 
afinity with nephrosis than with nephritis. __ » 2 
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Pathology.—Amyloid material or lardacein is a product of protein 
degeneration, and consists of protein linked with chondroitin-sulphuric 
acid. The latter substance is a normal constituent of elastic tissue and 
cartilage. In uncomplicated cases, the affected kidney has the appearance 
of a large white kidney with a smooth surface and a capsule that strips easily. 
The organ is firmer than it otherwise would be. On section, the cortex is 
thicker than normal and has a yellowish white appearance; the glomeruli 
may be visible as minute translucent spots. The pyramids are dark red, in 
contrast to the pale cortex. If a solution of iodine in potassium iodide is 
poured over the surface, some of the glomeruli stand out as mahogany-brown 
spots and the vasa recta as brown streaks. In sretigss pee preparations 
stained with methyl-violet, amyloid material takes a pink colour. The disease 
tends to appear first in the capillaries of some glomeruli, while others are 
normal, and its incidence is often partial within a single glomerulus. The 
afferent arterioles, vasa recta and capillary plexus are next affected ; in more 
advanced cases there is amyloid degeneration of the tunica propria of the 
tubules with amyloid deposits in the interstitial tissue. In most cases there 
is an associated nephritis, interstitial rather than parenchymatous. The 
kidney lesion is generally the most striking part of a widespread lardaceous 
degeneration which also involves the liver, spleen and intestine; less 
commonly the blood vessels of the thyroid, suprarenals, pancreas, heart and 
brain may be affected as well. Occasionally only the kidney is implicated. 

Symptoms.—The onset is insidious and the symptoms are not likely to 
occur unless chronic suppuration has existed for at least 3 months. 

The urine is copious, of low specific gravity (1003 to 1010). The amount 
of albumin is variable ; when abundant there is probably coincident nephritis. 
The amount of urine and its specific gravity may also be affected by the 
arta and degree of coincident nephritis, and the state of the heart. 

yaline and granular casts are present in the urine; casts staining brown 
with iodine are not evidence of amyloid disease, and may occur in other 
diseases of the kidneys. True waxy casts are not found. In later stages 
there is codema, with diminished excretion of urine. The blood pressure 
is not raised, nor is the left ventricle hypertrophied, unless there is coexistent 
chronic nephritis. | 

Diagnosis.—The diagnosis is indicated by the nature of the urine. It 
is made (1) when there is a sufficient cause in the past history or present | 
condition, namely, chronic suppuration or syphilis; (2) on the general 
condition of the patient, namely, a secondary anzmia, which may reach an 
extreme grade, with a pale or “‘ alabaster”’ facies and cachexia; (3) on 
signs of lardaceous disease in other organs, such as enlargement of the liver 
or spleen and diarrhwa. | 

ourse and Prognosis.—This depends on that of the p cause. 

If the latter is unchecked, the disease is slowly progressive and death ocours 
from exhaustion due to the original disease, less often from uremia. Where 
the original disease can be cured, recovery may occur. Complete recovery | 
of the kidneys is less likely than is recovery of the liver, spleen and intestines. 
_ Treatment.—The treatment is that of the original disease. In suppura- 
tion of the bones or joints, empyema, etc., it is surgical; but it must be 
recognised that in advanced cases surgical treatment may be too late, even 
though it is successful in eradicating the septic focus. In all cases fresh air 
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and sunlight and a nourishing diet are essential. Iron, arsenic and cod-liver 
oil should be given. Cases of syphilitic origin should be treated with bismuth 
and arsenic, while mercury gid iodides should rarely be given, and then only 
with caution since even therapeutic doses have produced serious reactions. 


PYELITIS 


Definition.—Pyelitis is inflammation of the renal pelvis. The changes 
in the renal parench are those described under Toxemic Kidney. Pyelitis 
may be complicated by nephritis, and the condition is then termed pyelo- 
nephritis. 

P Etiology —Most cases are due to a blood-borne infection of the renal 
pelvis, and it may be noted in this connection that it is a normal function 
of the kidney to excrete micro-organisms present in the blood stream ; 
whether the renal parenchyma is, or is not, of necessity damaged in the 
process is a point on which there is not as yet exact information. The pelvis 
may also be involved by ascending infections—(a) via the lumen of the ureter 
when there is ureteral obstruction; it is probable that infection does not 
apread by this channel when the lumen is normally patent. (b) By way of 

@ peri-ureteral lymphatics from loca] foci in lower parts of the urinary 
tract, such as the bladder, urethra, prostate, seminal vesicles and epididymis. 
Lastly, there is the possibility of direct spread of infection from the bowel, 
and by cross lymphatic channels from one kidney to the other. In those 
cases in which a pyelitis occurs secondary to appendicitis, cholecystitis, 
ulcerative colitis, etc., the spread of infection may be by the lymphatics 
or the blood stream. 

Pyelitis is more common in females than in males. Its age incidence 
depends on the determining cause. Thus, it is common in female infants, 
as a result perhaps of urethral infection, to which they are more liable than 
male infants. It is not an uncommon complication of pregnancy, occurring 
especially in the fifth month of gestation. It is common in males at a later 
age, associated with enlarged prostate and cystitis. 

In general terme any injury or disease of the renal pelvis, or any condition 
which interferes with the normal flow of urine, may be the determining cause 
of pyelitis. Thus it is a common complication of hydronephrosis from 
whatever cause. It often complicates stone in a kidney, tuberculosis of the 
kidney and new-growths of the renal pelvis. The frequency of pyelitis as 
a sg spa of intestinal catarrh (whether due to infection or the habitual 
use of laxatives) and ulceration is probably due to the increased virulence 
and excessive numbers of bacteria that reach the kidney in such conditions. 

Pathology.—The mucous membrane of the pelvis is swollen, edematous 
and hyperemic, and the submucous venules are engorged. Where there is 
obstruction, the pelvis is dilated and contains a slightly turbid or opalescent 
fluid. In these circumstances the ureter above the obstruction is dilated 
and tortuous and ite walls are thickened. The kidney is swollen and pale, 
from cloudy bison and in severe cases there may be multiple small abscesses 
in the renal parenchyma. 
cols is by far the most common infecting micro-organism. 
Streptococci, staphylococci, gonocooci and bacilli of the proteus and typhoid 
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ups may be found. The infecting micro-organism is readily recovered 

om the urine. | 

Symptoms.—The clinical types of pyelitis differ greatly from one another, 
and the condition may be responsible for an acute fulminating illness or for 
chronic malaise of indefinite nature. 

Loca Symproms.— Pain is the most important, especially as a diagnostic 
indication in acute cases. It is a dull ache in the loin or flank, at first slight 
and intermittent, later, or in other cases at once, constant and sometimes 
intense. Occasionally it takes the form of renal colic. At its onset the pai 
may be diffuse and abdominal. Increased frequency of micturition is a 
common symptom. There may be str 

GENERAL Symproms.—In acute cases there may be sudden onset with 
rigors, vomiting, headache and the general constitutional disturbance of 

rofound toxemia. These cases may simulate septicemia (in fact there may 
septicemia), appendicitis, or, when associated with abdominal distension, 
constipation and vomiting may even simulate intestinal obstruction. In 
other cases, with cerebral symptoms, meningitis may at first be difficult to 
exclude. 

In subacute cases, without marked pain or rigors, there is general malaise, 
fever, anorexia, wasting and a secondary anemia associated with some degree 
of polymorphonuclear leucocytosis (W.B.C. = 10 to 15,000). 

In relapsing cases there are periods of exacerbation with acute symptoms, 
and intervening periods of fair health or general malaise. Fever is commonly 
present ; in acute cases with rigors it may rise to 105° or 106° F. In general 
the temperature is irregular, remittent or intermittent, varying between 
102° and 104° F. in acute cases, and 100° and 102° F. in subacute cases. 
The pulse is raised in proportion to the temperature, and there is a corre- 
apopding slight increase in the respiration rate. Of other general symptoms 
constipation or diarrhoea frequently precedes the disease, and constipation 
generally accompanies it. Toxemia is often marked. 

Deep tenderness on palpation of the renal region is the most important 
sign to determine. There is some degree of abdominal rigidity, and it may 
be possible to determine enlargement and tenderness of the kidney. The 
urine is passed in small quantities at frequent intervals. It has the usual 
characters of febrile urine and is turbid. The turbidity or an opalescence 
is still present after filtration. When an appreciable quantity of pus is 
a it settles at the bottom of a specimen glass in a thick whitish deposit. 

xamination of the deposit (catheter specimen in women) shows pus cells 
and epithelial cells from the urinary tract. There may be hematuria. 

Bacteriuria.—In this condition bacteria are present in the urine in such 
quantity as to make it hazy to the naked eye, but there is little or no inflam- 
matory reaction in any part of the urinary tract. Hence there are no localis- 
ing symptoms and few pus cells. The urine when freshly passed has a hazy 
appearance. In a test-tube, when the tube is rotated, the urne has a 
“satiny” appearance or shimmer. It is not oleared by filtration. It 
often has a fishy smell in B. cols infection, and is ammoniacal in smell in 
B. infection. Its reaction is acid, unless due to staphylococcal 
or B. proteus infection. It generally contains a trace of albumin, and often 
may contain a few white blood corpuscles and epithelial cells. A catheter 
specimen grown in broth, in dilutions of 1 .0., yy 0.0. and yy ©.c. urine in 
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10 0.0. broth, gives a growth in all dilutions, and in B. coli infections there is 
erally a growth in greater dilutions. Streptococcal and staphylococcal 
infections are less common. 

There may be no other symptoms. On the other hand, there may be 
indefinite ise, fever, gastro-intestinal disturbance, especially indigestion, 
constipation and abdominal pain ; in other cases headaches, rigors and even 
meningism may occur. There may be local symptoms, such as enuresis 
in children and frequency of micturition in adults. When the symptoms 
point to inflammatory reaction in one part of the genito-urinary tract, such 
as pyelitis, cystitis, prostatitis, urethritis, or epididymitis, the condition is 
better diagnosed accordingly. 

The recognition of bacilluria may be of great importance, not only because 
of the ill-health, acute disease or complications for which it may be responsible, 
but also because it may be a valuable pointer to other disease. For instance, 
& patient may complain of loss of energy and indefinite malaise. On clinical 
examination the aly clinical finding may be some degree of secondary anzmia 
or bacilluria. A further examination of the urine bacteriologically, or X-ray 
examination of the urinary tract, may reveal previously unsuspected 
tuberculous disease, stone or neoplasm, even in ‘is absence of urinary 
symptoms. 

iagnosis.—When there is fever and constitutional disturbance with- 
out localising signs or symptoms, the differential diagnosis is from those 
diseases which come in their early phases under the category of indeter- 
minate fever. The diagnosis is established by examination of the urine. 
onephrosis is diagnosed by the presence of a tumour. Calculus is recog- 
nised by its clinical features and by X-ray photograph. Perinephric abscess 
in its early stages is not accompanied by pyuria or frequency of micturition. 
Cystitis is generally afebrile; and it is accompanied by suprapubic dis- 
comfort an in, particularly at the end of micturition ; the diagnosis can 
be established by cystoscopy. Urethritis is recognised by local tenderness, 
urethral discharge and urethroscopy, and prostatitis by swelling and tender- 
ness on recta] examination. 

Prognosis.—The natural course in the majority of cases is to recovery 
in a few weeks. With modern remedies the urine can generally be sterilised 
in 7 to 14 days unless the urinary infection is a complication of some other 
condition or di . The prognosis depends very largely on this sterilisation 
of the urine, because the persistence of even a minimal infection is likely to 
lead to relapse, or apparent recovery may be followed by a recurrence after 
variable length of time. The disease may progress to betel sechiage ascend- 
ing suppurative nephritis, pyonephrosis or perinephric abscess. A fatal 
termination is rare, except when the condition complicates other disease, 
such as paraplegia, or in elderly persons with obstruction to the outflow of 
urin 


e. 
-Treatment.—Prophylaxis is important in nurseries and children’s 
hospitals, since there is evidence of spread of infection via the urethra, 
at any rate in females. Here it is a question of cleanliness. In general 
terms exposure to cold, over-fatigue, and loose stools are to be avoided when 
there is susceptibility to coli infection of the urinary tract. 
_ The treatment of an acute attack consists of absolute rest in bed, flush- 
ing out the kidneys with large quantities of fluid, and regulation of bowel 
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function. It is important, especially when there is fever, to avoid exposure 
to cold and any possibility of chill. Particularly when there is fever the 
patient should wear wool next to the skin, lie between blankets and be 
nursed in bed. Five to 8 pints of fluid are given in every 24 hours in 
the form of water, barley water, imperial drink, lemon drink, weak tea and 
thin soups. Milk as such is unsuitable, but junket, buttermilk, whey and 
cream are good. As the temperature subsides the diet is increased by the 
addition of carbohydrates, fruit, vegetables and fat. Cooked milk in the 
form of milk puddings is allowed. Alcohol is withheld. The bowels are 
emptied with an initial laxative, followed by an enema if necessary. After 
this the action of the bowels is regulated with paraffin, salts or mild laxatives, 
such as liquorice powder, senna pods or rhubarb, so that constipation is 
avoided on the one hand and loose stools on the other. 

In the initial febrile stage when there is bacterial toxemia, sufficient 
alkali is given by mouth to make the urine alkaline. A mixture containing 
30 grains each of potassium citrate and sodium bicarbonate is given ager’ 
until the urine is alkaline. Every specimen of urine passed is tested wit 
litmus ee When the urine is alkaline the quantity of alkali by mouth 
is reduced by giving it 4- or 6-hourly, but always in sufficient quantity to. 
keep every specimen of urine alkaline, until the temperature is normal. 
One of the sulphanilamide group of drugs is then given 4-hourly. A full dose 
is sulphanilamide 1 gramme 4-hourly (6 grammes in 24 hours). This may be 
reduced to 4 grammes in 24 hours after 3 or 4 days, and later to 3 grammes 
(s.e_0-5 gramme 4-hourly). Alternatively sulphapyridine (M. & B. 693) may 
be prescribed, or rubiazol (Roussel) 12 to 8 tablets in 24 hours (one tablet 
contains 0-2 gramme of the azo-compound). In some cases, especially if these 
drugs are not well tolerated, a mandelic acid salt may be given. The usual 
dose is 45 grains of ammonium or calcium mandelate thrice daily. 

Flushing out the kidneys with large draughts of water must always dilute 
the antiseptic drug. Flushing and antisepsis should therefore be attempted 
consecutively and not simultaneously. 

In uncomplicated cases a sterile urine may be expected in 7 to 10 days. In 
some cases the drug may have to be administered for a longer period, or the 
course of treatment may have to be repeated after an interval of a fortnight 
or 3 weeks. Occasionally in resistant cases, or in those which continually 
relapse as soon as the drug is withheld, good results have been obtained by 
giving ammonium mandelate for several weeks, provided that the patient 
is under good observation, so that the occurrence of kidney damage and 
acidemia can be prevented. In acute cases with fever it may be better to 
initiate treatment with a sulphanilamide drug without the initial course of 
alkali therapy, provided that a close observation of the case can be main- 
tained, caaluding estimation of the blood urea as required. During the acute 
_ of the disease the kidneys are more susceptible to the toxic effects of 
these drugs. 

It is important to remember that, like simple bacilluria, infections of the 
urinary tract are often a complication of organic disease of either the urinary 
tract or bowel. A urinary infection, which at first sight appears to be a simple 
coli infection of the urinary tract, may be only a complication of tuberculosis of 
the kidney caloulus, hydronephrosis or neoplasm. Equally it may be a compli- 
cation of organio disease of the digestive tract, such as chronic appendicitis, 
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especially if the nght ureter is involved, diverticulosis, or even cholecystitis. 
In any case of urinary infection that is resistant to treatment or presents any 
unusual symptom, a detailed investigation of both urinary and digestive 
tracts is required in order to determine or exclude a change in struc- 
ay which may be the underlying and determining cause of the urinary 
infection. 7 

In the uncommon fulminating cases with unilateral suppurative nephritis, 
nephrectomy may save the patient’s life. 

Chronic cases.—An initial course of treatment such as that outlined for 
acute infection with rest in bed is advisable. In some cases, perhaps on 
account of long-standing infection, or some other disease of the urinary tract, 
such as calculus diverticulum of the bladder, enlargement of the prostate, etc.,. 
it may be impossible to sterilise the urinary tract. Every effort should then 
be made to build up the patient’s resistance by living in fresh air, avoiding 
chill and over-fatigue, a generous and nourishing diet, and by so arranging 
the diet that the bowels are open regularly without taking purgatives other 
than a simple saline in the morning, paraffin and agar, or dies laxative which 
determines the evacuation of a formed stool. It is important so far as is 
possible to restore integrity of structure to the body as a whole by the cure 
of ansmia, for instance, and by the eradication of obvious sepsis elsewhere in 
the body. In incurable cases the infection may be controlled to a greater or 
less extent by long-continued use of hexamine, which may often be given 
with advantage with methylene blue. 


es PERINEPHRITIS AND PERINEPHRIC ABSCESS 


1. Perinephritis without suppuration is really a part of some cases of 
chronic nephritis. Its clinical importance is not generally recognised, but 
it may be a cause of lumbar pain in that disease. e capsule of the kidney 
is thickened and adherent to the perirenal tissues, many of the adhesions 
being vascular. 

2. Perinephritis proceeding to suppuration may be primary or secondary. 

Etiology and Pathology.—The primary form may follow injury, but 
more frequently it results from boils, carbuncles anc tonsillitis, or complicates 
an acute specific fever. Soon after the War of 1914-1918, cases were 80 
common as to be described under the name of epidemtc ail igs ide suppuration. 
The ear organism is Staphylococcus pyogenes. J. Koch has shown 
experimentally that intravenous injection of staphylococci is followed by 
their excretion in the urine after an interval of 4 to 6 hours. In the process 
of excretion, according to Koch, they may give rise to multiple cortical 
abscesses, cylindrical medullary abscesses, or, passing along the cortical 
lymphatics, may gain access to the perinephric tissues and there cause abscess 
formation. In these circumstances perinephric abscess is an example of the 
mildest form of staphylococcal pysemia with single metastatic abscess forma- 
tion. The secondary form sf complicate suppuration in the neighbouring 
organs, such as the kidney, liver, gall-bladder or appendix. It may be 

3 to caries of the spine. In other cases the saection may be carried 
by lymphatics from a focus in or around the bladder, rectum or female 
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Such is the ordinary terminology, but it will be observed that the 
“* primary "’ form is really due to infection from a distant focus through 
the blood stream, while the “‘ secondary” is due to direct extension or 
infection through the lymphatics from some focus in the neighbourhood 
of the kidney. 

Symptoms.—The onset is generally gradual. It is characterised by 
fever and malaise as in typhoid fever. There may be no local symptoms 
for the first 7 to 14 days, and during this period there is increasing toxemia, 
general abdominal discomfort or pain, slight fuliness and resistance, with 
deep tenderness, in the affected loin. As the abscess forms, pain and 
tenderness increase, there is induration and, later, redness of the skin and 
cedema in the lumbar region. The tumour first tends to spread backwards, 
obliterating the normal hollow in the lein, and then as pus collects it may 
spread forwards, forming a tender tumour palpable from the front. In its 
relations to the colon it resembles a renal tumour, but does not move with 
respiration. There is resistance or rigidity of the abdominal wall on the 
affected side. There is an increasing polymorphonuclear leucocytosis 
up to 20,000 or even 40,000. The urine is febrile in character, containing 
a trace of albumin and perhaps a few white blood corpuscles; it does not 
contain pus, unless the kidney itself is involved, but hematuria may occur. 
In some cases the disease runs an acute course, and there may be rigors at 
an early stage. 

Course.—When the condition is simply associated with chronic nephritis 
it has no separate significance. When it proceeds to suppuration the 
abscess may rupture into the peritoneum, colon or pleura, or on to the 
surface, unless the abscess is opened and drained. 

Diagnosis.— Before localising signs appear the condition may be mis- 
taken for typhoid fever, malaria or septic endocarditis. The blood 
examination is important for the purpose of excluding malarial parasites ; 
leucocytosis is against typhoid fever, and when above 15,000 is in general 
against infective end tis. Absence of agglutination of micro-organisms 
of the typhoid group is further evidence. 

When the tumour exists it has to be distinguished from a renal tumour 
or pyonephrosis. Renal and adrenal growths may be accompanied by 
fever, but do not usually give the general symptoms of suppuration; they 
tend to extend fo rather than backwards, and induration of the 
tissues is absent. Pyonephrosis causes symptoms of suppuration and a 
tender swelling, but the tumour is circumscribed, moves with respiration, 
and does not cause any bulging in the lumbar region. Pyuria is usually 
present. 

The diagnosis of caries of the spine, hip disease, and even of myositis as 
distinct from perinephritis may be difficult. Since perinephritis in iteelf 
induces lumbar rigidity and some degree of scoliosis, X-ray examination may 
be required to exclude caries of the spine. Hip-joint disease is excluded 
oY agen of local tenderness and by the freedom of flexion and rotation 

the thigh. 

Treatment.—In the early stages, before there is evidence of eee 
tion, and when the chief symptom is lumbar pain, the treatment is that of 
& patient acutely ill with a general toxemia. The bowels should be kept well 
open, and fomentations or poultices applied to the lumbar region. Aspirin 
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may be given to relieve pain. An operation should be performed and the 
abscess evacuated as soon as the diagnosis is definitely established. 


TUBERCULOSIS OF THE KIDNEY 


Small grey tubercles are frequently found scattered through the kidneys 
in persons who die of acute miliary tuberculosis ; the kidney disease, however, 
scarcely affects the clinical t of the case, and this form of renal tuber- 
culosis will not be considered here. Further, in patients who die of pul- 
monary tuberculosis it is not uncommon to find tuberculous foci in the 
reat Ace gy mortem, although there was no indication of their presence 

e 


during life. 

Clinical renal tuberculosis is either the fibro-caseating form of the disease, 
or it is tuberculous hydronephrosis. In either case, the tuberculous infec- 
tion is generally primary in the kidney in so far as its clinical expression 
is concerned. 

ZEtiology.—It is more common in women than men. The maximum 
age incidence is in the third and fourth decades ; the disease is uncommon in 

e young and rarein the old. At an early stage the disease is unilateral. In 
the majority of cases the tubercle bacilli are carried to the kidney by the 
blood stream from a tuberculous focus, such as a caseating lymph gland. 
Recent rimental work has shown that bacteria do not ascend in the 
lumen of the ureter unless it is diseased, when the infection may spread by 
direct extension in its walls. Infection may also reach the kidney via the 
lymphatics in a proportion of cases. The path of infection is by way of 
the ureteric Jophene and it is probable that in pelvic tuberculosis, for 
example, tuberculous prostatitis, may spread to the kidney by this route. 
There is also reason to think that tubercle bacilli from a diseased kidney ma 
infect the opposite healthy kidney by the same lymphatic path, the bacilli 
first psihbane Rees urine and walls of the ureter from the diseased kidney 
and causing di of the bladder, and then travelling from the bladder by 
way of the ureteric lymphatics to the sound kidney. On the other hand, 
there is a shorter path for infection from one kidney to another by the para- 
aortic lymphatic system. Since the disease in the other kidney takes the 
same anatomical form as it originally had in the kidney first affected, it is 
pai that, if the first is due to a blood-borne infection, so is the second. 

esical tuberculosis is, as a rule, secondary to infection elsewhere in the urino- 
genital system commonly in the kidneys. 

Pathology.—The initial lesion is in the cortex, or one of the pyramids, 
and it consists of one or more tubercles. The morbid process spreads by 
destruction of kidney tissue; there is caseation in the centre of the lesion, 
inflammatory reaction, with intense small-cell infiltration, giant-oell forma- 
tion and more or less fibrosis at the periphery. The lesion also spreads by 
the deposition of tubercles at a distance; these are scattered through the 
cortex, singly or in groups. Extension through the capsule is uncommon, 
but extension to the renal pelvis is frequent. Complete destruction of one 
or more pyramids may occur, or the disease may spread and involve one or 
more calices or the entire pelvis. The resulting infiltration and cicatzicial 
contraction may lead to hydro- or pyo-nephrosis. The disease tends to extend 
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down the ureter, and the bladder is commonly infected at an early stage. 
Secondary infections may lead to metastatic abscesses in the kidneys and 
ultimately to destruction of the whole organ. | 
Symptoms.—Frequency of micturition is often the earliest symptom; 
it is first noticed by day aaa later at night. Urgency and painful micturition 
develop next. The urine may show no other abnormality than a trace of 
albumin at an early stage; characteristically it is pale and a little turbid 
from the presence of pus; it is acid in reaction, it may contain a few renal 
cells, and it is sterile on culture. By appropriate staining tubercle bacilli 
may be demonstrated in the centrifuged deposit. Hematuria may be the 
first symptom, or the disease may develop insidiously with lumbar pain. 
On examination, the kidney is sometimes enlarged, and it may be hard and 
irre ; it is often tender. Tenderness along the course of the ureter 
or thickening of the ureter, as determined by abdominal or rectal examina- 
tion, is of great importance. The rest of the urino-genital system requires. 
close examination ; this should include cystoscopy and in some cases ureteral 
catheterisation. X-ray examination of the phone may reveal calcified 
tuberculosis of the kidneys or lymph glands, and it may be required in the 
differential diagnosis from renal aah Finally, a careful review of the 
patient’s history and present condition for evidence of a chronic bacterial 
toxemia or of tuberculous infection elsewhere must be made. 
Diagnosis.—The presence of tubercle bacilli in the urine, whether deter- 
mined by microscopic examination of the stained deposit or by guinea-pig 
inoculation, 1s not absolute proof of renal tuberculosis, because the bacilli 
may be excreted by a healthy kidney or they may come from some other 
agit of the urinary tract. Nevertheless, the demonstration of tubercle 
acilli in the urine is of the first importance in a doubtful case, and the 
diagnosis may be established by cystoscopy. The cases which require most 
careful examination are those with an atypical onset, such as massive 
hemataria, and those in which there is a gross secondary infection when first 
seen. The possibility of renal tuberculosis must always be borne in mind 
in hydro- and pyo-nephrosis. The differential diagnosis from simple album- 
inuna and the several forms of Bright’s disease is made on the presence 
of pyuria and the absence of a and symptoms of chronic nephritis. 
Patients with pulmonary tuberculosis are perhaps more prone than others 
chronic nephritis on account of the secondary infections which complicate 
their di 
Course and Prognosis.—The onset is insidious and the course pro- 
gressive. Natural recovery is hardly known, though occasionally an un- 
suspected caseous kidney may be found at autopsy in patients dying of other 
diseases. The disease runs an uncertain course, having a duration of a 
few years up to ten or even twelve years from the date of diagnosis. Death 
rie ta from tuberculous toxemia, secondary infection, or failure of renal 
ction. 
 Treatment.—When the disease is unilateral the kidney should be 
removed but nephrectomy is rarely justified if the other kidney is involved. 
In any case the patient’s health and resistance should be raised to the utmost 
by rest, fresh air and good food, on the general lines of treatment of tuber- 
culosis of the lungs. Gautious tuberculin treatment may be indicated when 
the disease cannot be treated surgically. 
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RENAL CALCULI (NEPHROLITHIASIS) 


Renal calculi may be composed of calcium oxalate or carbonate, uric acid, 
urates, phosphates, cystin, or of a mixture of these. 

fEtiology.—All these materials are sparingly soluble in water and their 
solubility in urine is dependent on (i) its pH. tf this stands at 5 uric acid 
is precipitated, while phosphates and carbonates are deposited at pH about 
8; the others at some intermediate point. (i) On the presence of urea, 
which renders both uric acid and oxalates more soluble. (ii) The protective 
action of certain non-albuminous colloids. If these become coagulated their 
protective influence is lost. Thus two factors are required to form a renal 
calculus: crystals derived from the urine and some colloidal material to 
bind them together. Hence, as Benjamin Moore pointed out, the commonest 
nucleus of a stone is calcium oxalate, since oxaluria excites albuminuria 
and even hematuria, thus providing the necessary colloid. Prolonged 
recumbency, as after fracture of the femur, provides opportunity for calculus 
formation apparently from stagnation in the dorsal portion of the calices. 
Infection of the urinary tract such as pyelitis is not considered so important 
as formerly, and indeed may be merely secondary to the calculus ; but it is 
a factor in cystinuria, which will not lead to a calculus unless the urine 
becomes infected. Pure uric-acid stones may occur in quite young children, 
but the definite deposit of uric-acid crystals in the pyramids and pelvis 
of the kidney which 1s almost a normal event does not seem to lead to calculus 
formation and milk is usually sufficiently diuretic to remove them. The 
most important single factor in the prophylaxis of stone is adequate diet. 
Lack of vitamin A is especially prone to excite stone. In a recent investiga- 
tion 96 per cent. of cases of renal calculi showed evidence of its deficiency. 
It is necessary for the maintenance of the proper nutrition of epithelial 
linings everywhere. The former comparative frequency of uric-acid stones 
in the children of the poor in London was probably related to the scarcit 
of fresh vegetables in the diet. Such stones were also common in Norfol 
and the neighbouring fens. Chalk in the soil or in the drinking water does 
not predispose to stone. The factors leading to the deposits of various 
. crystals in the urine have already been discussed (see Abnormalities of the 
Uninary Secretion). 

Calculi may occur at any age, but are very rare in the old. They are 
commoner in males than in females. Those of sedentary habit are more 
liable to them. Alcohol and lead are said to predispose to renal calculi. 
A high blood calcium, whether due to excess of parathormone (as in para- 
thyroid tumours) or of vitamin D, can be an important factor in producing 
calculi of calcium phosphate. | 

Pathology.—The pure oxalate stone is very hard, mulberry-shaped, stained 
by altered blood, and varies in size from that of a mere granule to that of a 
walnut. If it is encrusted with uric acid it becomes brown, and in form a 
coral-shaped mass, representing a cast of the renal pelvis and calices. Phos- 

hatic stones are generally smooth and white. A cystin stone is hard, oval, 
ight amber or greenish in colour, with a glistening surface. Other forms 
are rare. If the stone remains in the renal pelvis it may (1) by gradually 
increasing in size lead to the atrophy of the renal tissue; (2) by eroding the 
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capsule of the kidney produce a fistula into the perinephric tissues, resulting 
in a perinephric abscess ; (3) by obstructing the outflow of urine cause hydro- 
nephrosis or, more frequently, pyonephrosis. If it passes into the ureter it 
may become impacted, in this way again exciting hydronephrosis or pye- 
=e} ag or if it obstructs the ureter completely, may produce atrophy of the 
kidney. If it causes ulceration of the ureter, this may be followed by 
stenosis. If it passes into the bladder it is very likely to excite ammoniacal 
decomposition, and thus become encrusted with phosphates. | 

Symptoms.—aA stone may remain latent in the kidney without causing 
any symptoms. More usually it causes pain, particularly on any jolting move- 
ment. This is occasionally referred to the opposite side, a point to be borne 
in mind when considering operation. A bout of pain may be accompanied 
by hematuria, and there may be albuminuria for some days afterwards. A 
small oxalate stone may produce more pain than a large uratic stone, because 
of its hardness and roughness. A large, branched uratic stone vaca geaeeat 
causes profuse hematuria without any pain. The results of renal calculi 
may be classified as (a) mechanical, (6) septic. Under the first heading 
come colic, hsematuria, anuria, hydronephrosis; under the second, pyelitis, 
perinephric abscess, pyonephrosis. 

Renal colic is the most severe and distressing manifestation of calculus. 
It is particularly likely to be started by riding on a horse or in a train or 
omnibus, which causes the calculus to engage in the entrance to the ureter. 
Violent paroxysms of pain then occur, radiating along the course of the 

enito-crural nerve down into the groin and testis, which becomes retracted 
in the scrotum. The pain is also felt in the loin, and the muscles overlying 
the kidney become rigid. Vomiting and sweating arecommon. The patient 
is unable to keep still, and rolls about or gets on to his hands and knees, 
calling out with each paroxysm. He becomes pale and his pulse increases 
in frequency, and the temperature is apt to rise. During or after the attack 
there is usually some hematuria, and crystals may be found in the urine. 
The attack may last several hours and then end as abruptly as it began. 
Anuria is a serious symptom and implies that the ureter is completely blocked, 
and the other kidney is either diseased or its secretion reflexly inhibited. 
Occasionally both ureters may be blocked by calculi. Symptoms referred to 
the bladder, prostate or seminal vesicles do not occur until the stone reaches 
the bladder or the lower end of the ureter. 

Diagnosis.—The occurrence of renal colic and hematuria suggests stone, 
but these symptoms may be produced by the passage of a blood clot from 
renal neoplasm or by acute pyelitis, especially in a movable kidney. Ordinary 
examination of the abdomen reveals nothing beyond lumbar tenderness in 
uncomplicated cases. X-ray examination is of great value. Oxalate stones are 
the easiest to detect by that method, as even when small they throw a dense 
shadow. This is fortunate, since oxalate stones are the commonest. Pure 
uratic stones may not be detected unless they are large. Cystin stones throw 
very little shadow. Calcareous abdominal glands and phleboliths may be 
mistaken for calculi on X-ray examination. In doubtful cases, pyelo- 
graphy, intravenous or instrumental, should be done. A skiagram of the 
pelvis should never be omitted, since a stone may have passed down to this 
region. Attacks of pain and hematuria with the presence of calcium oxalate 
crystals in the urine, but with a negative X-ray examination, are probably 
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due to crises of oxaluria (see p. 1296). Appendicular colic may simulate renal 
colic, but the point of maximum tenderness is different. 

Prognosis.—As long as there is no serious destruction of kidney substance 
or septic complication the outlook as to life is good, if treatment be adequate. 
Attacks of renal colic may occur from time to time, with great suffering, 
and even after stones have been removed by operation they may form again, 
though this is exceptional. Occasionally stones may be followed by a true 
chronic nephritis with its usual consequences. 

Treatment.—The methods which should be employed when crystals 
likely to form stones are found in the urine have been described under urinary 
deposits. Careful attention must be given to the diet, especially to its vitamin 
content. Disinfection of the urine should be carried out as described under 
bacilluria and pyelitis. It is well, however, not to render the urine alkaline 
when a stone is suspected, since this would lead to a deposit of phosphates 
upon it. A book of liteves pa should be given to the patient with in- 
structions to place blue and red strips in the morning urine, which is likely 
to be the most acid. Enough citrate of potash should be given to render 
the urine amphoteric but not alkaline. Probably 20 grains at night will 
be sufficient for this purpose. The urine should be kept dilute by taking 
water freely. Mineral waters, such as Contrexéville and Evian, are helpful, 
the former aslo | for uric acid, the latter for oxalates. Whey is also 
helpful when uric acid crystals are present. If a renal calculus is present, 
sad this is confirmed by X-rays, removal by operation is indicated. The 
followin ints, however, are generally contra-indications for operation : 
(i) large ifateral stones ; (ii) stones which are only the size of a pea or smaller, 
unless there is severe pain, extensive absorption of renal substance causing 
toxic symptoms, or obstruction to the outflow of urine. If a small stone 
is not passed as a result of medical treatment, its removal by operation 
should be seriously considered; (ii1) in some patients smal] calculi are 
repeatedly formed and passed. In these cases operation is better postponed 
because of the likelihood of recurrence. If the diagnosis is uncertain, or 
operation is refused or postponed or considered inadvisable because of the 
patient's general condition, the treatment appropriate to the deposit found 
in the urine should be continued. Violent exercise and jolting movements 
should be avoided. Small stones can often be got rid of by giving the patient 
5 to 10 minims of tincture of belladonna with 10 grains of potassium citrate 
every 4 hours for a few days, and directing that 5 pints of water should be 
taken in the 24 hours. For the symptomatic relief of pain, aspirin in 10-grain 
doses, hot baths and kaolin poultice (antiphlogistine) may be of service. 
Morphine should be avoided in the treatment of chronic renal pain, on 
account of the er of establishing a habit. 

For an attack of renal colic, 4th to $rd of a grain of morphine tartrate, 
together with ,j,th of a grain of atropine sulphate, should be given hypo- 
dermically. The anti-spasmodic effect of the atropine aids the onward passage 
of the stone, while the morphine relieves the pain. If morphine be given 
alone, the pain is apt to recur as soon as its anodyne effect passes off. Ten 
minims of tincture of belladonna should then be given in an ounce of water 
every 3 or 4 hours, with abundant fluids, as described above, until the pupils 
are dilated and the face rather flushed. Inhalations of chloroform may be 
necessary at the onset, until the drugs have had timetoact. Hot applications 
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to the loins or hot baths may help to relax spasm. Inversion of the patient 
has been advised, to attempt to disengage the stone from the ureter. After 
the paroxysm is.over, the aid of X-rays should again be invoked to locate the 
stone if it has not been passed. 


HYDRONEPHROSIS 


Definition.—A condition in which the pelvis and calices of the kidney 
are distended by the accumulation of non-infected urine due to ureteral or 
urethral obstruction. 

-tiology.—ConaEniTaL.—The condition may be congenital, due to 
an abnormality of the ureter or urethra; other congenital defects may be 
present. The ureteral stricture is commonly found at the exit of the ureter 
from the hl of the kidney, or near its entrance into the bladder. Other 
congenital causes are a faulty connection of the ureter to the pelvis of the 
kidney, or an aberrant renal artery. Hydronephrosis is sometimes found 
post mortem in infants and children without evidence of obstruction to the 
outflow of urine. In these cases the condition is presumed to be due to 
& neuro-muscular inco-ordination comparable to congenital hypertrophic 
stenosis of the pylorus. . 

AcQuIRED.—It is more common in females than in males, and the 
maximum age incidence in 74 cases collected by Herringham was between 
the third and sixth decade. 

(a) Bilateral hydronephrosis results from stricture of the urethra, 
phimosis, enlarged prostate, obstruction within the bladder, or from a pelvic 
tumour ; the last named is the commonest cause. | 

(b) Unilateral hydronephrosis is due to ureteral] obstruction from— 

1. Obstruction of the lumen by a stone, growth or blood clot. 

2. Stricture of the ureter following ureteritis. 

3. Pressure from without due to growths. 

4. Torsion of the ureter by displacement of a movable kidney. It is 
also thought that chronic prostatitis or cervicitis may cause sufficient 
inflammation to produce some dilatation of the kidney pelvis and upper 
ureter which lengthens and thus kinks the latter. 

Pathology.—Two types of hydronephrosis are recognised, namely, the 
pelvic type due to upper urinary tract obstruction and the renal type from 
obstruction to the lower tract. In the former the pelvis of the kidney is 
dilated and there is less absorption of renal parcachyma in the calices. In 
the latter the calices are more dilated and there is considerable destruction 
of kidney substance. 

It is generally held that hydronephrosis results from intermittent obstruc- 
tion. It has been produced experimentally, however, by ligature of the 
ureter causing complete obstruction. But complete obstruction is more 
usually followed by atrophy of the kidney. 

Syrnptorns Many cases are latent, and give rise to nosymptoms. The 
tumour may be discovered accidentally, or there may be sonaplaint of pain 
in the flank or back. The onset is insidious. 

The symptoms by which a hydronephrosis is indicated are the presence of 
@ renal tumour and complaint of an aching pain in the flank or back, and 
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sometimes polyuria or hematuria. In intermittent hydronephrosis, the 
tumour suddenly disappears with the passage of a large quantity of watery 
fluid; after an interval the tumour gradually reappears and finally empties 
suddenly as before. This sequence may be repeated at intervals. Where 
true polyuria or hematuria occurs it is due to a coincident nephritis or pyelitis. 
There may be acute exacerbations of the chronic pain, with vomiting and 
collapse ; such attacks may accompany emptying of the hydronephrotic sac. 

Course.—When unilateral, hydronephrosis may never cause serious 
trouble, and intermittent cases may persist for years and finally disappear. 
In bilateral cases uremia may supervene. Infection of the kidney is not 
uncommon, and may lead to acute pyonephrosis. The sac may discharge 
spontaneously through the ureter, and the fluid never reaccumulate. The 
sac may rupture into the peritoneum, or rarely through the diaphragm into 
the lung. Cases have occurred in which the ureter of the sound kidney has 
been blocked by a calculus. 

Diagnosis.—The condition, especially when bilateral and unaccom- 
panied by symptoms, is generally overlooked. In its most characteristic 
form, where the hydronephrosis is intermittent, the diagnosis is readily 
made. When the condition is apparent simply as a renal tumour the diagnosis 
from renal neoplasm (or retro-peritoneal glands in a child) is difficult. When 
the tumour is large it may be mistaken for an ovarian tumour. The diagnosis 
can be established by intravenous pyelography supplemented, if necessary, 
by instrumental avelography. Aspiration of the sac has been occasionally 
done for diagnostic purposes; but surgical exploration is a safer measure. 
Fluid from a hydronephrotic kidney is clear or slightly turbid; it contains 
albumin, and traces of. urea and other urinary constituents; in the deposits 
are epithelial cells. 

Prognosis.—This depends on the cause of the hydronephrosis and the 
condition of the opposite kidney. 

Treatment.—The first indication is to remove the cause. Cases of inter- 
mittent hydronephrosis that do not cause serious symptoms should be 
treated on general lines. An abdominal belt to support a hydronephrotic 
mobile kidney may be of service. 

In unilateral hydronephrosis causing serious symptoms, or of large size, 
von Lichtenberg’s plastic operation or nephrectomy 1s advisable. Since the 
state and function of the opposite kidney can be fairly accurately ascer- 
tained by pyelography and examination of a sample of. urine obtained by 
ureteral catheterisation, nephrectomy is a less serious risk than it was before 
these exact methods of diagnosis were available. Sympathectomy has been 
recommended, but it is not clear how this can produce the desired effect. 

In bilateral hydronephrosis the main indication is to remove the cause 
when possible, and to adopt every measure that may aid in preventing 
infection of the urinary tract. 


PYONEPHROSIS 


Definition.—Distension of the renal pelvis with pus, to an extent 


sufficient to cause a renal tumour. 
ZEtiology.—The affection is a sequela of pyelitis or hydronephrosis. 
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There are two main types, namely, tuberculous and pyogenic pyonephrosis. 
; a Bc which is the commoner, is most frequHtly ies to an impacted 
calculus. 

Symptoms.—The patient is wasted, toxic and febrile. Rigors are 
common. There is a renal tumour, which is tender on palpation, and moves 
to some extent with respiration. Pyuria is present, unless the ureter is 
sae ea obstructed. 

iagnosis.—The differential diagnosis from hydronephrosis is made 
from the presence of pyuria and of local and general symptoms of bacterial 
infection. Perinephric abscess gives signs of a more diffuse swelling, usuall 
with oedema and redness of the surrounding skin, and does not move wit. 
respiration. 

Treatment.—In bilateral cases the treatment is palliative. In unilateral 
cases nephrectomy is indicated, if tests show that the other kidney is 
adequate. 


TUMOURS OF THE KIDNEY 


BENIGN GROWTHS 


These are of relatively slight importance. 

ADENOMATA are the most common, occurring in the cortex or under the 
capsule. They may be single or multiple ; multiple nodules commonly occur 
in sclerotic kidneys in old age. They seldom attain any size. 

FIBROMATA are not uncommon as nodules, sometimes multiple, in the 
cortex or medulla. LipoMATA and ANGIOMATA are rare. 


MALIGNANT TUMOURS 


DysEMBRYOMATA.—These tumours are found most commonly in children 
under 3 years, and almost always under the age of 11 (Hadfield). They are 
more often bilateral than carcinoma. They consist of cells remaining at 
the embryonic level and failing to differentiate in any direction (“ Round- 
celled Sarcoma’”’). There is a stroma of undifferentiated foetal connective 
tissue which resembles spindle-celled sarcoma. In some tumours some 
degree of differentiation may take place. Thus these tumours may contain 
embryonic striped muscle, primitive cartilage or nervous tissue, and primitive 
poorly-formed tubules can usually be found. They are yellow and homo- 
geneous on section. 

ADENOCARCINOMA OF RENAL TuBULES.—As a result of an examination 
of the 74 specimens of tumours of the kidney in the St. Bartholomew’s 
Hospital Museum, Hadfield has come to the conclusion that renal tumours 
Aileen known as Hypernephromata are in fact Adenocarcinomata. 

hese tumours are single, large, well circumscribed, and often surrounded 
by a capsule of compressed kidney tissue which is destroyed by pressure 
rather than by infiltration. These tumours consist of solid anastomosing 
columns of cells. Their blood supply consists of irregularly shaped, lake-like 
sinusoids which lie between the cabales of the growth in contradistinction 
to adenomata, which are composed of well-formed tubules having well- 
defined lumina and a simple capillary circulation. Both in adenomata and 
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adenocarcinomata, and especially in the latter, the cells are infiltrated with 
a lipoid-fat-glycogen complex (“‘lipoid infiltration’), which gives these 
tumours their peculiar yellow colour. Recent and old hemorrhage is 
commonly seen. Cystic degeneration often occurs. On section there is fine 
and coarse lobulation. These tumours may spread along the renal veins 
into the inferior vena cava, and to the pelvis of the kidney and perinephric 
tissues. 

‘Symptoms.—1. Hematuria is the first symptom in more than 70 per 
cent. of the cases. It is much less frequent in children: The blood is fluid 
or clotted, and moulds of the pelvis or ureter may be passed. The hematuria 
is spontaneous, profuse and intermittent ; it is little influenced by rest, nor 
is it provoked by exertion. It may be the only evidence of a neoplasm, and 
after lasting for a week or 14 days may cease, leaving no further evidence 
of the growth until at some later date a tumour is felt. The urine frequently 
contains albumin at intervals. 

2. Pain is uncertain. It may be a dragging feeling, or a constant ache. 
The passage of clots may give rise to renal colic; otherwise the hematuria 
is not accompanied by pain. 

3. The presence of a tumour is a most important sign. It is felt on deep 
palpation bimanually. It is first palpable below the ibe, outside the rectus 
muscle, as a solid swelling, with rounded borders, that moves with respiration. 
It may be possible to define its upper border. As the tumour increases, it 
tends to go forward. It may fill the hollow below the twelfth rib behind, 
but does not cause a swelling in the back. Large renal tumours cause 
asymmetry and bulging of the abdominal wall and marked displacement of 
neighbouring abdominal viscera. On the right side, the ascending colon lies 
in front, on the left the last part of the transverse colon and the upper part 
of the descending colon ; the tumour is, therefore, resonant on percussion in 
front. When the tumour is highly vascular, pulsation is felt in it, and a 
systolic bruit may be heard over it. In later stages, the tumour is liable to 
become fixed by adhesions. 

4. Progressive emaciation is generally late. It may be absent although 
the tumour is large. 

5. Metastases are sometimes the first sign of a renal neoplasm, occurring 
in the lungs, bones or brain. Secondary deposits in the para-aortic lymph 

ds may cause obstruction to the inferior vena cava, or this may result 

m pressure of the tumour itself. 

Diagnosis.—Diagnosis is made on the presence of hematuria, with a 
tumour. When hematuria occurs alone, and other causes have been excluded 
by careful clinical, bacteriological and X-ray examination, then a more 
detailed investigation of the urinary tract must be undertaken immediately. 
This entails cystoscopy, intravenous pyelography and on occasion retrograde 
pyelography. When a tumour is the only sign an exploratory laparotomy is 
advised. The tumour requires to be distinguished from splenomegaly: 
hepatomegaly and Riedel’s lobe. A renal tumour has not the definite edge 
characteristic of splenomegaly and enlargement of the liver. Enlargement 
of the liver is not often a source of difficulty. A Riedel’s lobe is continuous 
with the liver, does not extend back into the loin, and is dull on percussion. 
pd rp tumours are recognised by the fact that they tend to occupy an 
oblique position in the abdominal wall, by the presence of a notch and of a 
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sharp inner margin, free movement with respiration, and dullness to per- 
cussion. 

A differential diagnosis from retroperitoneal tumours, including those of 
the suprarenal, is not always possible, though the suprarenal growths may 
sometimes be recognised by certain characteristic features. Thus, there is 
the medullary sarcoma type described by Hutchison, generally occurring in 
children, characterised by metastases in the skull, ecchymotic swelling of the 
eyelids, papillcedema and severe ansemia, and the “ infant Hercules ” type of 
tumour of the adrenal cortex. 

Prognosis.—The disease is almost invariably fatal? Many die within 
2 years, and the majority within 4 years, though exceptional cases of 
survival for 5 to 10 years after operation have been recorded. 

Treatment.—Surgical treatment alone holds out a prospect of cure. 
Symptomatic treatment includes the use of drugs for the relief of pain and 
the control of hematuria. 


CYSTS OF THE KIDNEY 


So.iTary Cysts 


These may occur in an otherwise normal organ. They vary in size from 
very small cysts to tumours of considerable bulk. They result from dilata- 
tion of an obstructed tubule, and they may be congenital. 


MuLTIPLE Cysts 


Multiple cysts of small size are commonly met with in sclerotic kidneys. 
They result from chronic inflammatory changes that lead to obstruction of 
the tubules with subsequent dilatation. There are also rare cases of multiple 
cysts, of large size, whose etiology and course are little known. 


Pouycystic DISEASE OF THE KIDNEYS 


Definition.—Polycystic kidneys appear as a massive conglomeration 
of cysts, varying in size from a pin’s head to a marble, separated by dense 
strands of fibrous tissue, in which little or no renal tissue is evident on naked- 
eye examination. 

Etiology and Pathology.—The commonest age incidence is between 
40 and 50 years; they are relatively common in the decades preceding and 
following; they may occur in infancy and childhood, and of these a large 
proportion are in still-born infants. Those occurring in infants are con- 
genital, and other congenital abnormalities may be present. The disease in 
adults is probably also congenital in origin. In this case it must be progres- 
sive, because the renal damage in the later stages is too severe to have been 
compatible with many years of active life. In this connection itis noted that 
the disease is often found in more than one member of a family and in suo- 
Ceasive generations. Its familial incidence, congenital origin, and association 
with cysts in other organs, especially the liver, all suggest that this disease 
belongs to the group of congenital-developmental errors. 
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The organs are enlarged in size, and weigh 20 to 30 ounces each, or even 
3 to 4lb. They have been compared to a bunch of grapes in appearance. 
The cysts project from the surface and form the mass of the organ. They 
are lined by a layer of flattened cells, and are filled with fluid. This fluid 
is clear or turbid, limpid or viscid, colourless or yellowish ; it is sometimes 
blood-stained, giving it a red, purple or green colour. Urea has been found 
in the fluid, which may also contain fat globules, cellular débris, cholesterol 
and triple phosphate crystals. On microscopic examination more or less 
renal parenchyma is found in the septa between the cysts; the tubules are 
distorted, and exhibit varying degrees of atrophy, degeneration and dilata- 
tion, while the glomeruli show changes characteristic of chronic interstitial 
nephritis. The blood vessels of the kidney undergo sclerotic changes; there 
is increased fibrous connective tissue and small cell infiltration. In some 
cases cysts are also found in the liver, ovaries, broad ligament, uterus, pancreas 
and spleen; but they are rare in any other organ than the liver. 

Symptoms.—The affection is nearly always bilateral. When the tumours 
develop to large size in the foetus, difficulty in labour may result. In the 
adult there may be no symptoms, or any of the symptoms of chronic nephritis 
may develop and may terminate in uremia, cerebral hemorrhage or cardiac 
failure. General arterial disease, with raised blood pressure and cardiac 
hypertrophy, is commonly present; on the other hand, the condition may 
reach an advanced stage and fata] termination without appreciable cardiac 
hypertrophy. In a third group the bilateral renal tumours are the most 
striking features, associated with general malaise, dull aching pain in the 
loins, and recurrent hamaturia. The tumours are not tender, and present 
the ordinary signs of renal tumours (g.v.). The urine is of low specific gravity, 
and commonly contains a trace of albumin ; there may be polyuria. 

Course.—This usually follows that of “ chronic interstitial nephritis.” 

Diagnosis.—A condition of “ chronic interstitial nephritis ” with large 
palpable kidneys should suggest polycystic disease. Renal neoplasms other 
than sarcomata are nearly always unilateral. The absence of fever and 
pyuria excludes bilateral pyonephrosis. 

Treatment.—The treatment is that of chronic nephritis. Operation is 
contra-indicated, since both kidneys are nearly always equally affected. 


Otuer Forms or Cystic DISEASE 


Echinococcus cysts may occur in the kidney, and the discharge of the 
daughter cysts has produced attacks of renal colic. Cystic degeneration of 
renal neoplasms is described elsewhere. 


MOVABLE KIDNEY 


The kidney is normally held in place by the perirenal fat, the renal vessels 
and the peritoneum stretched over it. But this does not prevent a certain 
amount of respiratory excursion, as may be seen either by X-ray examina- 
tion or in the operating theatre. The range of movement varies between 
1 and 2 inches, and is more marked on the right than the left side. The 
term movable kidney should therefore only be applied to cases where there 
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is an excessive respiratory descent, so that the upper as well as the lower 
pole can be felt, or where the kidney can be ovat about by external mani- 
pulation. As the kidney slips downwards, the lower pole gradually passes 
towards the middle line, while the organ rotates slighth , causing the hilum 
to look somewhat upwards. 

fEtiology.—Movable kidney is about seven times more common on the 
Tight than on the left side. The ascending colon and the hepatic flexure lie 
on the inner aspect of the right kidney, thus tending to drag it down when 
the bowel is loaded or dropped. On the left side, on the other hand, the strong 
costo-colic fold suspends the splenic flexure much more securely, while the 
descending colon lies to the outer side of the left kidney. 

The condition is much commoner in women than in men. In men the 
kidney pouches are deep, narrow and rapidly diminish in breadth from above 
downwards, while in women they are much shallower and broader, and 
diminish only slightly in breadth from above downwards. This natural 
difference is accentuated in the spare long-waisted women with narrow loins, 
who are recognised as specially liable to floating kidney. The greater liability 
of women to chronic constipation further helps to induce dropping on the 
right side. 

Pathology.—Many reasons have been given for the occurrence of movable 
kidney ; but few will stand investigation. Wasting with loss of perirenal fat, 
or loss of tone in the muscles of the abdominal wall, have been held responsible, 
but movable kidney is so common apart from such conditions that their 
importance is doubtful. Glénard emphasised the frequency with which 
movable kidney is associated with a general visceroptosis ; indeed it is rare 
to find a movable kidney without coloptosis. Naturally, if there is general 
visceroptosis, the kidney is its most obvious sign. It is a firm organ which 
can be readily grasped, while the other dropped viscera would elude palpation. 
As Landau says, “ Pleased with his discovery, the physician may impute all 
subsequent symptoms to the movable kidney.” Most of these are really 
due to visceroptosis. 

A serious sequel is the occasional occurrence of hydronephrosis produced by 
torsion of the ureter during the forward rotation of the organ or by its becom- 
ing kinked over the renal vessels. If hydronephrosis occurs, a subsequent 
infection may convert it into a pyonephbrosis. 

Symptoms.—There may be no symptoms at all and, if the movable 
kidney is only discovered in the course of routine examination, it is better 
not to tell the patient of its existence. It may be well, however, to inform 
a@ reliable relation, if such can be found, in order to protect oneself against 
a less discreet medical attendant subsequently revealing the fact to the 
patient. The commonest symptom is a constant dragging pain owing to 
traction on the renal plexus. This most frequently first declares itself 
between 25 and 35 years of age. A zone of hypermsthesia corresponding to 
the distribution of the tenth thoracic segment may also be present. More 
serious symptoms directly due to movable kidney are Dietl’s crises ; but these 
are not common. The attacks are characterised by intense pain radiating 
down the ureter and through the back, shivering, nausea, vomiting, fever 
and collapse. The urine is scanty, and may contain blood. Sometimes 
the pelvis of the kidney may become distended, giving rise to an obvious 
- increase in the size of the organ. This may pass off later, with abundant 
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discharge of urine, showing that the crises are due to kinking and con- 
vent partial obstruction of the ureter. If répeated, they may lead to 
hydronephrosis. 

The other symptoms which have been attributed to floating kidney are 
really due to the associated visceroptosis (q.v.). But there is no reason to 
attribute far-reaching nervous consequences to movable kidney, yet, for some 
enthusiasts, hysteria in women, hypochondriasis in men, and even insanity, 
are common outcomes. There is little doubt that far too much stress has 
been laid upon this condition as a cause of manifold complaints. 

To detect a movable kidney on the nght side, the left hand should be 
placed under the loin while the patient is recumbent, though some authorities 
prefer a semi-recumbent posture. The patient should then be told to take 
a deep breath while the right hand is placed just under the edge of the liver 
in the nipple line. The kidney may then be felt to slip between the fingers. 
Usually, this does not cause the patient a definite pain, but a dull, sickening 
sensation. In the more advanced degree of the condition, the organ may be 
felt far from its normal position, even to the left of the middle line or nearly 
down to Poupart’s ligament. In examining on the left side, the observer 
should stand on the patient’s left, placing his right hand behind the loin and 
palpating in front with his left. 

A movable kidney usually feels larger than the normal excised organ. 
This is because of the surrounding investments through which it is felt. 

Diagnosis.—Usually this is obvious, as the shape and mobility of the 
organ are so characteristic. Occasionally, a Riedel’s lobe has been taken for 
movable kidney; but the continuity of the former with the liver should 
prevent this mistake being made. In the same way, a distended gall-bladder 
is continuous with the liver, and cannot be separated from it. Moreover, it is 
not nearly so movable, and curves characteristically towards the umbilicus. 
Carcinoma of the pylorus has offered difficulties in some cases; examination 
of the stools for occult blood, a test-meal and X-ray examination would clear 
up the diagnosis. Scybala near the flexures of the colon may be mistaken 
for floating kidney; but their indefinite shape and inelasticity generally 
help to distinguish them. Their disappearance after a series of enemata 
would settle the question. In one case a mesenteric cvst appeared closely 
to resemble a floating kidney. 

Prognosis.—Apart from the development of hydronephrosis, movable 
ladney does not tend to shorten life in any way. It is doubtful whether a 
kidney once prolapsed can ever maintain the normal position unaided. 

Treatment.—Some cases call for no local treatment, though the associated 
visceroptosis and neurasthenia will require attention. If pain is felt, the 
adoption, for a short time, of the knee-elbow position will help to replace 
the kidney and relieve the tension on the renal plexus. If pain is at all 
frequent, some form of abdominal support, such as a specially designed corset, 
should be worn. Hurst has urged that the support should be designed to 
increase the general intra-abdominal pressure, and not to replace any one 
visceus. We are convinced that this is sound and that, in many cases, @ 
“ kidney belt ” is worse than useless, while the addition of ingeniously placed 
pads only increases the discomfort. Whatever the form of the support, it 
need only be worn while the patient is in the erect posture, and it is best fitted 
while she is recumbent, preferably with the pelvis raised on a pillow so as to 
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aid the replacement of the kidney. Often, when a support of this kind has 
been worn for a year or two, it is possible to give it up without recurrence of 
symptoms. Breathing exercises to develop the expansion of the lower thorax, 
with exercises to improve the tone of the abdominal wall have in many cases 
proved more efficacious than a ean support. Operation should not be 
advised except for recurrent Dietl’s crises or when there is evidence of hydro- 
nephrosis, when nephropexy may be done. But even this may not be suc- 
cessful, and ultimately nephrectomy may be required for the hydronephrosis. 

Treatment of Dvietl’s crises.—The patient must be put to bed and hot 
fomentations or antiphlogistine applied to the affected side. A hypodermic 
injection of a quarter to one-third of a grain of morphine may be required if 
the pain is severe. Usually this is sufficient but, should the attack last more 
than a few hours, an attempt must be made, under an anesthetic, to rectify 
the position of the kidney by manipulation. Naturally, conditions are un- 
favourable for ge rash during or immediately after a crisis, because of the 
congested state of the organ. 

W. Lanepon-Brown. 


GEOFFREY EVANS. 


SECTION XVII 


DISEASES OF THE JOINTS 
AND INFLAMMATORY DISEASES OF THE 
FIBROUS TISSUES AND MUSCLES 


ARTHRITIS 


The diagnosis of ‘‘ arthritis ” should be reserved for cases in which there 
are pathological changes at the surface of a joint. In the past there has 
been a tendency to employ this term too loosely. 

The clinical conception of arthritis is much simplified by modern classi- 
fication, which divides it into two clear-cut clinical types, each of which 
presents distinctive features. These are the rheumatoid arthritic type and 
the osteo-arthritic type. Consequently such terms as “ arthritis deformans ”’ 
should no longer be used. 

The features of the rheumatoid and osteo-arthritic types of arthritis 
will be found under their respective headings below, and since the criteria 
of these types are clinical, this terminology can be correctly employed in 
those cases in which the etiology remains obscure. 

The most basic difference between these two types is that rheumatoid 
arthritis is a generalized disease in which the most obvious local effects fall 
upon the locomotor system ; while osteo-arthritis is a degenerative type of 
condition, which, without affecting the patient’s general health, for various 
reasons becomes localised in certain joints. 

There are, in addition, certain cases which are referred to as ‘‘ Mixed 
arthritis,” in which the degenerative lesions of osteo-arthritis become super- 
imposed upon those of an inflammatory arthritis of the rheumatoid type. 


1. RHEUMATOID ARTHRITIS 


Synonyms.—Atrophic Arthritis ; Infective Polyarthritis. 

Rheumatoid arthritis has generally been described as being of two types, 
namely, the “ classical’ or idiopathic type, of which the causation is un- 
known ; and the infective type, in which a discoverable infective agent is 
causative. It was the opinion of the committee appointed by the Royal 
College of Physicians (1934) that the term “‘ rheumatoid arthritis’”’ is best 
reserved for ihe first type, and “ infective arthritis” for the second. It is, 
however, generally impossible to distinguish between the two types on 
purely clinical grounds, and the distinction should therefore depend on the 
pathological findings. Either type may, however, be correctly referred to 
as the “‘ rheumatoid type ”’ of arthritis. 

Rheumatoid arthritis is a generalised progressive disease affecting prin- 
cipally the joints, which are swollen and painful. If unchecked great destruc- 


tion and deformity results. 
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fEtiology.—The malady is said to occur at least five times as frequently 
among females. The type of patient most commonly affected by the classical 
form of the disease is a young woman between 20-40 years of age, and of 
slender delicate build, with a somewhat narrow back and acute costal angle. 
The affection seldom commences after the menopause. Predisposing factors 
exist in many cases and include the climateric, chronic gout, malnutrition, 
emotional shock, and minor focal infection which is not in itself causative 
of the condition. 

Pathology.—The pathological processes are inflammatory in nature. 
The soft tissues and the white fibrous structures around the joints are the 
first to be affected. The inflammation then spreads to the capsule and 
synovium, and granulation tissue forms in the angle made by the articular 
cartilage with the synovium. The latter then gradually extends inwards 
as a ring of “pannus,” covering and eventually replacing the articular 
cartilage. As this happens on both articular surfaces the tendency is for 
them to adhere, especially if the joint is immobilised, and so fibrous ankylosis 
occurs, which in some cases progresses to a bony ankylosis. 

There are atrophic changes affecting the skin, subcutaneous tissues, 
muscles, ligaments, joints and bones. This latter condition of generalised 
osteoporosis shows as the first X-ray evidence of the disease. The peri- 
articular swelling can also be seen in outline, but actual joint changes do 
not occur until considerably later. Some degree of patchy recalcification 
may be observed when the progress of the disease is aheaked: Osteophytes 
are never found in rheumatoid arthritis, but in late cases very considerable 
disorganisation of the joints take place, and in these areas the bone some- 
times gives the appearance of having been dissolved away. 

The chief pathological change in the blood is an increase in the sedimenta- 
tion rate of the red blood cells. This is an important index of activity, and 
the response of a patient to treatment over a considerable period can be 
estimated with some accuracy by means of this together with clinical observa- 
tion. A secondary anemia is usually present in the pre-arthritic phase. 
The glucose tolerance of the patient is generally found to be reduced in the 
active stages of the disease. 

Symptoms.—There is in most cases a prodromal period, during which 
the patient loses a considerable amount of weight ; and fatigue, both mental 
and physical, is a marked feature in nearly all cases. There may be other 
symptoms, such as paresthesia, Raynaud-like phenomena, irregular men- 
struation, tachycardia, sweating, and a secondary anemia. 

The onset of the arthritic phase is often announced by a swelling of the 
span ego joints of the second and third fingers of -both hands. It is 
usuaily insidious, but is acute in about 10 per cent. of cases. In the case 
of the former, it is not uncommon for the disease to be marked by long 
periods of low and intermittent fever. The cause of this is not known. 
The thyroid gland is also sometimes enlarged, and fibrositic pains may be 
complained of. , 

asting of the small muscles of the hands is generally the next event, 
while the uncompensated pull of the interossei muscles, which appear to be 
affected a little later in the disease, tends, in combination with trauma, to 
drag the fingers into the typical position of ulnar flexion, in which they 
often become ultimately fixed. The affection then spreads centripetally 
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towards the trunk, involving in turn the wrists (which often become the 
seat of ankylosis), ankles, elbows, knees, shoulders, hips and jaw. The 
bilateral and symmetrical way in which all the joints are affected is a striking 
feature of the disease. This point, however, is not so well marked in cases 
of infective arthritis as in the idiopathic type of rheumatoid arthritis. In 
some cases the spine itself in due course becomes affected. (See p. 1362.) 

Whenever a joint becomes involved it will be noticed that the muscles 
which control it, particularly the extensors, waste rapidly, giving rise to 
the varying flexion deformities seen in the later stages. These may be 
perpetuated by a fibrous ankylosis of the affected joints, and contraction 
of the joint capsule. Bony ankylosis may follow this stage, and when it 
ie so it generally occurs in the wrists and the bones of the carpus in the 

+ place. 

In certain cases enlargement of the lymphatic glands occurs, and even 
the spleen may become palpable. Sufferers with rheumatoid arthritis 
generally experience considerable pain which interferes with their sleep, and 
ee progressively to the severity of the condition. ‘ 

ymptoms often clear up duri regnancy occurring during the course 
of the Nissaae: but in aria oaues | i ps gearee with renewed vigour after 
parturition. It should not be forgotten that periodical intermissions are a 
well-observed occasional feature of the disease, which sometimes results 
in undeserved credit to any treatment which is being undertaken at the time. 

Prognosis.—Under properly planned and supervised treatment, about 
20 oer cent. of patients should prove completely amenable to therapy, a 
further 50 per cent. should show great or moderate improvement, and an 
additional 20 per cent. are improved to some extent ; leaving 5-10 per cent. 
of cases which appear to be entirely resistant to treatment of all kinds. 
With modern methods of splintage, gross deformity should very seldom occur, 
even when ankylosis takes place. It should be remembered, however, that 
in many cases treatment of some sort for months or even years is required, 
and that relapse may occur after apparent cure. Enlargement of the 
lymphatic glands has often seemed to be of bad prognostic significance, 
especially when the white cell count is profoundly altered in addition, and 
subcutaneous nodules appear. If the disease is not checked, the end-result 
is complete and pai crippledom. This often takes place within a very 
short period, particularly she the patient is young. Cases which occur 
later in life tend on the whole to be less virulent in their course. 

Treatment.—As yet there is no specific,form of therapy. It is by a 
careful and intelligent selection and combination of methods suited to the 
individual patient that success will be achieved. 

Diet,—This should be rich in vitamins, especially B and C, and should 
be of the high caloric type, except in the rare cases in which the patient is 
overweight. When the sufferer is much underweight and does not return 
to normal by dietetic means alone, a small dose of insulin (5-10 units) may 
be administered 15 to 20 minutes before two meals in the day, which should 
be rich in carbohydrates. _ 

Physical Therapy.—In the acute phase, most methods of external treat- 
ment will prove too exhausting and are therefore undesirable. An exception 
is poogreenyny Crean ultra-violet rays, which stimulate the skin, and to 
some extent patient’s powers of resistance. Later, massage and heat 
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will help to relax the muscle spasm, which is often a cause of pain and ultimate 
deformity. 

Drug Therapy.—This has only a limited scope in arthritis of all types, 
and should never be the sole method of treatment employed. On general 
principles such patients need iron for anemia, laxatives for constipation, 
and analgesics—especially aspirin, phenacetin, and, when necessary, in 
addition Dover’s powder (gr. 10-15), or codeine phosphate (gr. }-4)—for pain 
and sleeplessness. A valuable remedy is guaiacol carbonate, which is an 
intestinal antiseptic and analgesic. It may be given in doses of 5 to 10 grs.- 
three times daily after food. A useful combination is guaiacol carbonate, 
grs, 8, aspirin, gre. 4, in cachet form, three times daily after food. Guaiacol 
carbonate is free from any danger of toxic symptoms. Arsenic is of con- 
siderable tonic value, especially if combined with nux vomica and taken 
before meals. Cod-liver oil also has great value and, if preferred, may be 
combined with malt extract. It should be given in full doses of one ounce 
two or three times daily if such can be tolerated. Thyroid is useful in oases 
occurring about the menopause. Iodine in the form of liquor iodi simplex 
once daily is useful in some cases. | 

Injections of gold salts have recently been found helpful in many cases 
suffering from the idiopathic type of the disease, especially when the onset 
is fairly recent and the blood sedimentation is high. When the malady is 
known definitely to be the result of an infection their employment is in- 
advisable until this has been eradicated. 

This method of treatment is contra-indicated with renal or hepatic damage, 
diabetes mellitus, eczema, severe ansmia, colitis, pregnancy, hemophilia, 
or a history of having suffered from any severe alteration in the white-cell 
count in the past, or purpura. With regard to other cases, the dangers of 
reaction, complications and mortality should be taken into consideration. 
There should be a complete blood count, blood sedimentation test, and an 
examination of the urine for albumin. The chief complications are purpura, 
rashes, boils, exfoliative dermatitis, gastro-enteritis and colitis, nephritis, 
jaundice, aplastic answmia and stomatitis. There is a mortality of about 
1 per cent. attendant upon this form of therapy. The patient herself should 
decide after being informed of the danger of reaction, complications and 
mortality. She should not be allowed to expose herself to strong sunshine 
or ultra-violet light, for fear of pigmentation. 

It is well not to administer gold near the period of the menses, as skin 
eruptions are said to be more liable to occur then. There are several prepara- 
tions of gold salts on the market. It is wise always to employ those which 
are administered intramuscularly. Whether they are suspended in an oily 
or in an aqueous solution appears to be immaterial. The mitial dose should 
be 0-01 gm., and subsequent doses may be 0-05 and 0-1. This latter dose 
should not be exceeded, nor should the injections generally be given more 
frequently than once weekly. The total amount in a complete course should 
in most cases be limited to 1-1-5 gm. An interval of at least six weeks should 
then elapse before a further course is commenced. The dosage should be 
adjusted’ according to the patient's condition and response to previous 
injections. Patients of very light weight probably require smaller initial 
doses and more careful subsequent grading. A complete blood count, blood 
sedimentation rate test, ee bp urine examination bor albumin should be 
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repeated at regular intervals during the treatment, Great care should be 
exercised in watching for the first signs of reaction, or any other complica- 
tion. In the first instance, no further injections should be given until 48 
hours after the reaction has entirely subsided. In the second, the injections 
should be stopped immediately, and not resumed, if at all, until the patient 
has been free tot two to three weeks. If complications appear treatment is 
palliative, while if the skin is involved also, calamine lotion, with 1 per cent. 
era should be applied, and a mixture containing bromide and phenobar- 

itone (gr. +) should be administered thrice daily until the complication has 
disappeared. Patients with jaundice should be put to bed and treated as if 
suffering with catarrhal jaundice. For the other complications 10 c.c. of a 
freshly prepared 20 per cent. solution of sodium thiosulphate should be 
given intravenously every day, and 10 c.c. of 10 per cent. calcium gluconate 
may be administered intramuscularly at the same time. 

Vaccine Treatment.—In infective arthritis a course of vaccine injections 
is @ rational form of therapy. In certain cases it is very successful in reduc- 
ing the activity of the disease. But it should, however, not be expected to 
take the place of the simple orthopedic and other measures necessary to 
prevent contracture of the joints. When the patient is suffering from 
idiopathic rheumatoid arthritis the results of vaccine therapy are less certain. 
But it is often worth a trial, either previous to the employment of gold 
therapy or in the interval between the courses. In cases in which gold is 
contra-indicated or is not well tolerated, it may be the method of choice, 
except in those who are febrile and much exhausted, when the powers of 
reaction are very low and harm may result. The mght dose is the lowest 
which is found to provoke a favourable reaction, and not the highest which 
can be tolerated, as is believed by some. 

Protein shock may be given in the form of intravenous T.A.B. vaccine 
injections. This is a non-specific procedure designed to raise the patient’s 
temperature temporarily in the hope of benefiting him subsequently. Such 
treatment should never be undertaken when the patient is in an active 

hase of the disease. Once improvement has started, however, it may be 
justifiable to endeavour to speed its tempo by this means. Three to five 
injections should be administered, the dose varying according to the age 
and weight of the patient. At least 24 hours of normal temperature should 
be allowed between the injections, which should not in any case be given 
more frequently than twice weekly. 

Addattonal methods of treatment useful in certain cases include blood 
transfusions in those in which improvement by other means is long delayed ; 
colonic lavage when there is reason to believe that the lower bowel is impli- 
cated ; and sulphur injections, which have a similar object to protein shock. 

Finally, certain considerations regarding focal sepsis: It is a safe rule in 
such a disease such as rheumatoid arthritis, in which the exact stiology is 
often obscure, that “‘ whatever is found wrong—put it right!” This should 
extend to the discovery of foci of infection. It is, however, unwise to embark 
upon operative procedures while the patient is in a condition of debility, 
or while the disease is running an acute febrile course, with marked joint 

and swelling. In such patients an endeavour should previously be 
made to build up the general health. If after 4-8 weeks no improvement 
has occurred and the focus is still believed to be of importance, cautious 
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measures for its removal may be initiated. The patient should in such cases 
be warned that it is unlikely that the removal of such a focus will cure the 
arthritis, but that his general health, and the powers of active resistance 
will be stimulated thereby. The foci of infection which are of particular 
importance and should always be investigated are situated in the tonsils, 
the sinuses, and teeth—in that order. Less important foci include the colon, 
the appendix, gall-bladder, cervix, tubes, prostate and bladder. If more 
than one focus of infection is found the most apparently active should be 
treated first. If this cannot be determined the matter should be dealt with 
in the order mentioned above. In cases in which the sinuses and the tonsils 
both require surgical attention it is important to allow a period of several 
weeks to elapse between the two operations. 


2. SPECIFIC INFECTIVE ARTHRITIS (OF RHEUMATOID TYPE) 


GonococcaL ARTHRITIS 


From 1 to 5 per cent. of those infected with gonorrhea develop gono- 
coccal arthritis. The latter is also found in babies, whose infection occurs 
at birth. In view of the fact that infection due to this cause frequently 
ends in great crippling and bony ankylosis of the joints, it is important to 
make the diagnosis at the earliest possible stage. If this is done the prognosis 
is now good. 

The clinical appearance and course of gonococcal arthritis is similar to 
that of the idiopathic type of rheumatoid arthritis when the onset of the 
latter is acute. A differential diagnosis may be made from the following 
points: (1) A recent history of gonococcal infection or urethritis. Unless 
specifically questioned, patients often omit to mention,this. (2) The onset 
of joint symptoms within three weeks of such an infection. (3) There is a 

redominance of 3:1 in males, unlike true rheumatoid arthritis. As in the 
atter disease, however, the malady is usually a polyarthritis from the onset. 
(4) The knees, wrists and ankles are generally the seat of the most virulent 
attack ; while a painful teno-synovitis around the wrists and ankles is a 
common forerunner of actual arthritis. (5) Conjunctivitis and irido-cyclitis 
is not uncommonly associated with gonococcal arthritis. 

If pathological aid is available the complement fixation test of the blood 
is found to be positive in about 80 per cent. of cases after the first month. 
Gonococci may in many cases also be grown by special methods from samples 
of the joint fluid, which affords an immediate confirmation of the diagnosis. 

The main points in treatment are (1) that of the primary focus and 
prostate; (2) the sulphanilamide group of drugs; and (3) artificial fever 
therapy (hyperpyrexia). The last, whenever it is available, is considered 
by American observers to be “‘ specific ” for gonorrheal polyarthritis. 

In the chronic stages cases should be treated on the same lines as rheu- 
mee arthritis, except that gold salts are contra-indicated. (See also 
p. 28). 


PyNrumococcaL ARTHRITIS 


A polyarthritis clinically of the rheumatoid type is a rare sequel of lobar 
pneumonia. It affects children more commonly than adults. An arthritis 
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affecting one or more of the larger joints is somewhat commoner. These 
conditions will generally occur subsequent to the stage of pneumonic resolu- 
tion. Primary pneumococcal arthritis of either type is uncommon. 

Pathology.—The joint fluid is in most cases purulent, and pneumococci 
can be found in it, except in cases which have received sulphapyridine in 
large doses. | 

Prognosis.—If the patient survives the pulmonary infection his resist- 
ance to the organism should be good, and joint function is in most cases 
preserved provided erosion of the cartilage has not taken place. 

Treatment.—Joints affected in this way should be aspirated early and 
irrigated with isotonic saline solution, although drainage is not advisable. 
They should be immobilised in light plaster splints, which should be removed 
eau, to permit of gentle movement. Sulphapyridine should be given in 

oses. 


AcutE SUPPURATIVE ARTHRITIS 


This is often polyarticular in its distribution, and may be mistaken at 
first for acute rheumatic fever or rheumatoid arthritis. It is commoner in 
children than in adults. 

fEtiology.—The condition may be a blood-borne infection (metastatic), 
or may arise as an extension from neighbouring areas of osteomyelitis, or 
other infection. The former is the more common and may be secondary 
to a focus of infection in the middle ear, throat, sinuses or prostate. It 
may also follow the acute specific fevers, particularly scarlet fever and 
septic tonsillitis. It has also been reported as following meningitis, septic 
endocarditis, infected varicosities and burns, pyelitis and furunculosis. An 
arthritis following typhoid fever is not generally suppurative, but may 
become so. * 

The organisms which are chiefly responsible are the hemolytic strepto- 
coccus, the staphylococcus, the pneumococcus and the gonococcus. 

Symptoms.—These include an acute onset of chills and sweats, pyrexia, 
local pain and tenderness in the joints, with redness, swelling and limitation 
of movement. There is in most cases a high degree of polymorphonuclear 
leucocytosis. 

Course.—The joint fluid rapidly becomes purulent and extensive damage 
to the joints will occur if treatment is not instituted rapidly. Badly damaged 
joints generally ankylose ultimately. The mortality amongst such cases 18 
in the neighbourhood of 20 per cent. 

Treatment.—This should be directed towards the primary source of 
the infection as well as the affected joints. Ifthe organism is known to be a 
streptococcus, pneumococcus, gonococcus or meningococcus, drugs of the 
sulphonamide or sulphapyridine group will be of value. But they are 
ineffective in cases of staphylococcal arthritis, in which condition sulpha- 
thiazole may be of benefit. 

Immediate yee of the affected joints is essential, both for diagnosis 
and therapeutically, and lavage with normal saline should be done. In 
some cases it is necessary to open the joint for this purpose. Blood transfusion 
is valuable in these cases; and orthopedic care is required if ankylosis 
appears probable. Hyperpyrexia treatment is useless in the majority of 
oases, 
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TUBERCULOUS ARTHRITIS 


Tuberculous arthritis usually occurs in young patients, and is an infection 
from a primary tuberculous focus elsewhere in the body, and frequently 
signs of tuberculosis in other parts of the body are present. The possibility 
of an arthritis in a young subject being tuberculous should always be borne 
in mind, and an X-ray examination is of great value in differentiating this 
type from other varieties. The subject is dealt with fully in surgical books, 
to which the reader is referred. 


DysENTERIC ARTHRITIS 


A polyarthritis of the rheumatoid type follows bacillary dysentery in 
about 3 per cent. of cases, at an interval varying from three weeks to several 
months after the cessation of acute symptoms. It may also occur in the 
course of a chronic ulcerative colitis. In some cases the process will only 
affect one joint, but in either event the process commences as an inflammation 
of the periarticular tissues and progressively invades the joint surfaces. 
Suppuration is very rare. 

Treatment will be directed to the dysenteric condition, and should be 
palliative so far as the joints are concerned. | 


Unputant Fever or BRUCELLIASIS 


A mild polyarthritis due to the organism of this disease is probably more 
frequent than is usually believed. It is generally associated with myalgia, 
snd sometimes with intermittent hydrarthrosis. The onset may be acute 
or chronic, and the clinical picture may closely resemble rheumatoid arthritis 
or rheumatic fever. Cases have also been confused with pulmonary tuber- 
culosis and “ neurasthenia.”’ ~ 

The general symptoms are indefinite and multiple, and include malaise, 
long-continued low-grade pyrexia, which “ undulates,” loss of weight, 
sweating and depression. The blood may show a secondary ansjmia and a 
leucopenia with relative lymphocytosis. The agglutination tests will probably 
also be positive if the disease is of some weeks duration. 


DENGUE 


This disease gives rise to a very acute form of peri-arthritis. Intense 
ain and sometimes swelling occur in the tendons and muscles around the 
joints. These usually disappear when the fever subsides, but in the stage of 
convalescence may recur and last for weeks or months. The condition should 
be differentiated from rheumatic fever, from which it differs in being epidemic 
and in not responding to salicylates. 


MenincococcaL, ARTHRITIS 


This is not uncommon in the second week of cerebro-spinal fever, and 
may be polyarticular or monarticular. It sometimes becomes purulent. 
It sesemibies gonococcal arthritis closely, except that it is generally less 
severe, There is also a sporadic form—chronic meningococcal septicemig— 
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which occurs in the absence of meningitis. The diagnosis in these cases rests 
upon the presence of intermittent fever, a rash, which may be purpuric, 
and a positive blood culture. The fluid from the joints affected may contain 
the organism. The patients often seem surprisingly well, and complain of 
little except joint pains. Both these types respond well and rapidly to 
sulphapyridine therapy. 


3. OSTEO-ARTHRITIS 


Synonyms.—Hypertrophic Arthritis; Arthrosis; Arthritis Deformans ; 
Morbus Coxe Senilis (of hip). 

Osteo-arthritis is a degenerative condition which affects the articular 
cartilages and weight-bearing surfaces of the larger joints. 

fEtiology.—The known factors include trauma, certain disorders of 
metabolism, and nervous diseases, e.g. Charcot’s joints. Senility is also a 
cause, a8 may occasionally be prolonged toxemia. There is, however, no 
evidence that focal sepsis is primarily concerned in the etiology of this 
type of arthritis. 

The malady tends to occur principally in men over middle life who have 
led a strenuous existence ; while in women it mainly affects the knees and 
ig secondary to the proliferative synovitis which is often a distressing feature: 
of the menopausal period. ; 

Pathology.—The changes which occur in the joints affect primarily 
the articular cartilage, which in the early stages will show grooving and 
“ fibrillation,” starting at the points where the pressure of the opposing 
surfaces is greatest. Later, the cartilage may actually wear ee at 
these points, and the two bony surfaces will come into contact. en 
this happens, the constant rubbing of bone on bone will gradually polish 
and “‘eburnate ”’ these areas. At the same time a gradually progressive 
enlargement of the articular surfaces will occur, which culminates in the pro- 
duction of “‘ ipping ” and of bony outgrowths from the joint margins called 
osteophytes. These excrescences may be easily palpable at the joint margins, 
and are the typical lesions of osteo-arthritis. No constant changes are 
found in the synovium. 

Symptoms.—The onset of the disease is insidious. The first symptom 
to be complained of is usually stiffness, often accompanied by some pain 
after exertion. The site is generally one or more of the larger joints; or it 
may be any joint which is subjected to particular stresses as the result of 
the patient’s occupation or sport. In the course of time considerable wasting 
of the muscles controlling the affected joints supervenes. These therefore 
tend to become unstable and so liable to further trauma. The coarse grating 
which can be elicited in joints affected with the disease is due to an accom- 

anying teno-synovitis, and is no measure of the actual damage to joints. 

hen extrinsic joint changes have occurred, the patient usually experiences 
considerable pain, particularly on bearing weight. The movements of the 
Joint also become much limited on account of spasm of the surroundin 
muscles, which may in itself be a cause of pain. There is generally not muc 
effusion present. Occasionally new bone formation may limit the move- 
ments of the joint, although this is not very common. Small rounded bony 
swellings on the terminal phalanges of the fingers and thumbs, termed 
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Heberden’s nodes, not infrequently develop during the course of the disease. 
These may be the cause of considerable pain in their early stages. 

The examination of a hip joint affected with early osteo-arthritis will 
reveal some limitation and pain on rotation and often also of abduction of 
the joint, long before the movements of flexion and extension are appreciably 
interfered with. In addition, it may be found that such a patient when 
standing will not support his weight equally on both hips, in order to avoid 
pain. Some wasting of the gluteus muscle on the affected side will also be 
evident fairly early; while in advanced cases actual shortening of the 
affected limb will occur, either the result of absorption of the femoral head 
or from its dislocation upwards. Another point to remember is the possibility 
that even severe pain complained of in the knee may in reality be referred 
from a diseased hip; and in such cases if a full examination of the patient 
is omitted treatment may be directed to the wrong joint. “ Sciatica” is 
often found to be the result of osteo-arthritis of the hip, or of the lumbar 
spine, and is sometimes the initial symptom. 

Osteo-arthritis of the lumbar spine is frequently present without giving 
rise to symptoms. Such cases are often discovered radiologically in the 
course of an examination for another purpose. This sometimes gives rise to 
difficulty in compénsation cases when existing symptoms may be attributed 
to this cause post hoc. The sacro-iliac joints are in the same way frequently 
reported as being the seat of osteo-arthritis. In many cases, however, there 
is an absence of symptoms and so no treatment is required, unless low 
backache or sciatica supervenes. 

The osteo-arthritic joint does not ankylose, but may become locked as 
the result of excessive osteophyte formation. In other cases it becomes 
unstable, owing to continued use in the presence of insufficient muscular 
support, due to muscular wasting; in these cases the joint surfaces may 
ultimately become very disorganised. 

When a weight-bearing joint is affected, the patient suffers great pain on 
standing, and a certain amount of absorption of articular bone may occur, 
resulting in some shortening of the limb. | 

In some cases the articular cartilage may become fragmented, or osteo- 
phytes may break off into the joint cavity. In both these circumstances 
they form loose bodies which give rise to all the symptoms usual in that 
condition, in addition to those of the arthritis. . 

The results of radiological examination and blood sedimentation rate 
and glucose tolerance are described under Diagnosis. 

The general health is not affected, unless the result of unaccustomed 
inactivity necessitated by the affection. 

Diagnosis.—Osteo-arthritis should never be confused with rheumatoid 
arthritis, the two conditions being entirely different. The former is a de- 
generative condition affecting one or two joints, usually the larger ones. 
There is generally a history of trauma in the past, or of continued trauma 
of a minor nature, such as some occupational or sporting stress or strain ; 
or a postural defect; or in some cases a sudden increase of weight, with 
resultant strain on the ankles, knees, or hips, as may occur at the menopause. 
Apart from the menopausal group of cases, the patient is more often a male, 
and his general health is not directly affected by the disease. Again, the pain 
is generally ielieved by rest. | 
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In rheumatoid arthritis, on the other hand, the joint changes are in- 
flammatory in nature, and trauma is not a marked feature, The onset is in 
the smaller joints, many of which are generally affected, symmetrically and 
bilaterally. Finally, the patient is usually a woman, and there are indications 
of general ill-health and also'loss of weight, which often preceded the joint 
manifestations. 

The radiographic appearance of a joint affected with osteo-arthritis is 
generally neat The bone density is unaffected and the joint space is 
narrowed ; this depends upon the amount of erosion which has occurred 
in the cartilage. Osteophytes will be seen at the joint margins, and there 
is frequently also a deposition of calcium in the attached ends of certain 
tendons, such as those of the patella and ligaments, e.g. the cruciates, which 
result in an appearance of “spiking.” Such, however, should not be confused 
with osteophyte formation, as it will sometimes be found independently of 
the existence of osteo-arthritis. In osteo-arthritis of the hip considerable 
deformity, both of the head of the femur and of the acetabulum, may be 
seen, ay | in addition, small degenerative cystic areas adjacent to the joint 
are not infrequently noticed. 

The blood sedimentation rate and the glucose tolerance are normal. 

Differential Diagnosis.—Conditions which are liable to be confused 
with osteo-arthritis are Paget’s disease, osteochrondrosis dessicans, and 
eccasionally neoplastic growths of the articular ends of bones. 

Prognosis.—If not treated the course of osteo-arthritis is progressive 
and generally ends in disablement. Much, however, can be done in the 
early stage to prevent this, by relieving the affected joint of all possible 
strain, and by support and correct treatment. The outlook is perhaps best 
in that form known as ‘“‘ menopausal arthritis,” provided full and adequate 
measures are taken before the malady becomes established. In such cases 
a return to the normal may be anticipated in the course of time. 

Treatment.—As in osteo-arthritis there is an absence of general symp- 
toms, there is no indication for general treatment other than seeing that 
the patients receive an adequate supply of vitamins and that their bowels 
act regularly, while definite periods of rest are advisable. If the patient is 
obese, a diet low in fats and carbohydrates should be insisted upon if success 
from other measures is to be achieved. The caloric value should not exceed 
900-1600 calories, and fluids should not be taken at the same time as food. 
The patients should be reassured that they will not become extensively and 
hopelesaly crippled, as may occur in rheumatoid arthritis. 

It is the experience of most observers that little benefit is to be anticipated 
as the result of removing foci of infection. If, however, these are found 
they should be dealt with on their merits. If varicose veins are present, as 
is often the case when the malady is situated in the knees, treatment directed 
towards these will frequently result in improvement in the joints. 

The drugs chiefly valuable in this condition are those of the analgesic 
group, such as aspirin, guaiacol carbonate, phenacetin and occasionally 
codeine. They should not be prescribed as a routine and should only be 
used when pain is severe. The iodides are also employed on general 
principles, and appear to be of value in some cases, as are sulphur (by 
seater and gualacum. Gold salts should not be used in this type of 
arthritis. 
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In cases which arise about the time of the menopause small doses of 
thyroid are often of value, but should be combined with the other measures 
outlined, particularly those for reduction in weight, muscular re-education 
and joint support by means of elastoplast. 

Physical therapy of some sort is essential in treatment of osteo-arthritis. 
The desiderata are: heat, to stimulate the failing circulation locally and 
to relieve muscle spasm and consequently pain; massage, to maintain and 
stimulate the nutrition and drainage of ihe skin and underlying tissues ; 
and movement, in order to maintain the mobility of the joint, to prevent 
or repair muscle wasting, and discourage the formation of adhesions. 

Movement should, if possible, be active, t.e. special exercises, or if this 
is not feasible at the outset, electrical stimulation by means of the surging 
faradic current, or hydrotherapy, if available, may be substituted. Move- 
ment of the affected joint should, however, as far as possible be disassociated 
from weight-bearing through the affected joint, in order to allow of repair 
in the cartilage. 

A further method of stimulating the circulation reflexly is by means of 
histamine ionisation. Sufficient current should be used to produce a tem- 
porary urticarial reaction in the skin under the pad. When dealing with the 
extremities, paraffin wax applied at a high temperature is also useful as a 
means of applying heat. 

The question of posture, or “body mechanics,” is an important and 
neglected aspect of many cases of osteo-arthritis. For instance, pronated 
feet may cause strain and, later, arthritis in both knees and lumbar spine ; 
as may a pendulous abdomen. Proper postural exercises should be taught, 
which the patient should continue until the correct posture is maintained 
reflexly. 

When after a period of rest the patient begins to put weight on to the 
affected joint again, the latter should always be adequately supported. 
For this purpose a crépe bandage, or better still elastoplast, is of great value. 
In some cases special appliances, such as the Howard-Marsh splint for the 
knees, or a back support when the spine is affected, may be needed for a 
Sages in order to protect the joint. For the feet proper arch ee may 

e necessary, while in cases of severe arthritis of the hip or knee, when 
weight-bearing continues to give great pain, some form of walking caliper, 
whereby the weight of the body is “ by-passed ”’ from the ischium down to 
tle heel of the shoe by a light metal rod, is indicated. 

In very advanced cases operative procedures will sometimes prove 
necessary. Chief amongst these are synovectomy; in those cases in which 
soft tissue proliferation is not responsive to other treatment. When in the 
hip-joint a amall degree of painful movement is all that remains possible of 
achisvament arthrodesis, either by open operation or by means of the 
Smith-Petersen pin, will often be the best method of treatment. Multiple 
bone puncture has recently been advocated (empirically), but no controlled 
series of the effects of this has yet appeared. 

Recently X-ray treatment has been considerably employed as an anszsthe- 
tio procedure in painful osteo-arthritis. The effects are very variable but 
on the whole appear to be more successful when it is the superficially placed 
joints which are to be treated. 

Finally, the question of climate should be considered. If the economie 
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status of the patient will allow him to live in a warm climate, this will in most 
cases prove to be very beneficial. 


4. HYPERTROPHIC PULMONARY OSTEO-ARTHROPATHY (see p. 1375) 


5. ARTHRITIS DUE TO GOUT (see pp. 432, 434) 


6. SPONDYLITIS 


Spondylitis is arthritis of the spine. Most cases fall into one of three 
types: (1) the ankylosing type—spondylitis ankylopoietica ; (2) rheumatoid 
arthritis, in which the spine is involved as a secondary spondylitis; and 
(3) osteo-arthritic type of spondylitis. 


1. ANKYLOSING TYPE OF SPONDYLITIS 


Synonyms. — Ankylosing Spondylitis; Spondylitis Ankylopoietica ; 
Atrophic type of Spondylitis ; Spondylose Rhizomélique ; Von Bechterew’s 
Disease; Marie-Strumpell Disease. It is now realised that all these terms 
apply to the rheumatoid type of spondylitis or sub-varieties of this. 

tiology.—As the condition is a form of rheumatoid arthritis with a 
pega localisation to the spine, the predisposing and exciting factors are 
the same as in that disease (q.v.). The age of onset is also similar, occurring 
chiefly in the young. The malady differs, however, in chiefly affecting males. 
It is considerably less common than the classical form of rheumatoid 
arthritis. 

Pathology.—The only true joints in the spinal column are those which 
permit of movement between the intervertebral articular facets and the 
costo-vertebral joints. This type of arthritis commences as a synovitis of 
these joints, together with some osteoporosis of the vertebral bodies. In 
the vast majority of cases radiological evidence of an infective process will 
be found in the sacro-iliac joints, concurrently with these changes. The 
nature of this is unknown. The ligaments surrounding the affected joints 
subsequently calcify, and those portions of the spinal column become rigid. 
When this process 1s complete the lateral borders of the intervertebral discs 
also calcify, as do the anterior and lateral longitudinal ligaments, the whole 
process resulting in a bamboo-like appearance which is typical of the 
condition. 

Symptoms.—The early symptoms of the rheumatoid type of spondylitis 
are usually of a diffuse and insignificant nature, and are therefore generally 
overlooked until they are localised in the spinal region, which may be com- 

ratively late in the disease. The principal complaint will often be of a 

iffuse fibrositis which chiefly affects the upper part of the body. This 
ee if it persists, should always arouse a suspicion of spondylitis in 
the case of a young male. In others pain may be referred directly from the 
affected spinal segment, and may simulate that of renal calculus, pleurisy 
or even of tabes. Sometimes neuritis or numbness and loss of power in the 
limbs, or severe spasm of the muscles of the back may be complained of. 
All these symptoms are usually intensified on forced movement of the spine, 
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and z addition pain is often elicited by firmly tapping the spinous processes 
involved. 

There is also increasing stiffness in the back, and ultimately this may 
become completely rigid (‘‘ poker back ’’), generally in a position of kyphosis 
and slight forward flexion of the spine. In untreated cases this position 
becomes very exaggerated, the chin sinks into the chest wall, and the patient 
is unable to stand erect or move. Those who are not bedridden move with 
a characteristic slow, bent, shuffling gait. As the costo-vertebral joints 
ankylose, so does the respiratory expansion of the chest diminish. 

For the results of radiological examination, see later. 

Complications.—Those who die with this disease generally do so from 
an intercurrent respiratory infection, the result of the diminished or absent 
expansion permitted by the ankylosed costo-vertebral joints. The disease 
in itself usually does not shorten life. 

Diagnosis.—All patients, especially young and athletic males, who 
complain of vague pains affecting the limbs and upper part of the body 
which do not respond to treatment should be suspect. The presence of 
detectable rigidity of the spine is unusual at this stage. If the blood sedi- 
mentation rate test is high this increases the suspicion and should lead to 
the patient being X-rayed. The radiological appearances at this stage are 
loss of definition (‘‘ wooliness ”’). of the sacro-iliac joints, osteoporosis of 
the neighbouring bones and lumbar vertebral bodies. Later, the sacro-iliac 
joints become obliterated, and the intervertebral joints, if they can be 
shown, are hazy and later on ankylosed. The edges of the intervertebral 
discs and the spinal ligaments are calcified. The vertebre primarily affected 
are usually those of the lumbar and lower cervical portions of the spine. 
Osteophytes are not found. At this later stage the diagnosis becomes obvious 
as the whole spine is rigid, and the hip and shoulder joints are also sometimes 
ankylosed. Hysterical contracture of the spine should be differentiated. 

Course and Prognosis.—In cases in which the onset is acute, ankylosis 
of the spine may occur within a few months. The younger the patient the 
more likely is this to happen. An associated swelling of other joints in the 
body develops at some period of the disease in about 25 per cent. of all cases, 
while the hips and shoulder joints are liable to be permanently involved 
in about the same proportion of cases. Iritis will occur in a small proportion, 
and is of bad prognosis. 

Treatment.—It should be remembered that spondylitis of this type 
is a systemic disease and thus needs general treatment, as well as more 
specialised attention to the spine. Treatment will be more successful if it 
can be started at an early stage of the disease. The general treatment is 
similar to that advised for rheumatoid arthritis: rest, high caloric and 
vitamin diet. Vitamin C is particularly important in this malady. Any 
definite foci of infection aiould be cautiously removed and ansemia counter- 
acted. Ultra-violet light is a useful general tonic, but gold salts do not appear 
to be useful in this condition. 

The special treatment needed in the active stage includes rest in bed 
and mobilisation of the chest by means of breathing exercises. Fracture 
boards should be placed under the mattress, to prevent sagging, and the 
patient should be as flat as possible, the pillows being removed several times 
daily to hyperextend the spine. Breathing exercises done in this position 
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should aim at keeping the chest wall mobile by restricting abdominal 
breathing. Physical treatment is chiefly of value in the form of radiant heat 
or infra-red rays to the back, in order to relax spasm and relieve pain. Gentle 
massage is useful for the same purpose, and later on active movements 
should be performed under supervision. If there is already some deformity 
of the spine a raat? cast of the back should be made, and the patient should 
lie in this night and day to relax completely all spasm. The shell should 
be altered frequently ao as to take advantage of the gradual postural improve- 
ment, and when the patient first assumes the upright position he should be 
fitted with a light spinal brace to relieve the back from all strain. 

Recently aay treatment has been advocated in the treatment of this 
disease, but the results so far are variable. 

Even with the greatest care it is sometimes impossible to avoid ankylosis 
of the spine supervening. But if it does occur it is almost always possible 
to ensure that it does so in the optimum position and thus the patient will 
ultimately be able to lead his life in an erect posture. 


2. RaEUMATOID ARTHRITIO TYPE OF SPONDYLITIS (see p. 1352) 


3. OSTEO-ARTHRITIO TyPE OF SPONDYLITIS 


Synonyms.—Osteo-arthritis of Spine; Hypertrophic Spondylitis ; 
Degenerative Spondylitis. 

Some degree of osteo-arthritis of the spine is said to be demonstrable by 
means of the X-rays of nearly all those over 50 years of age; but it is rare 
for these changes to cause symptoms. Its incidence is rather higher in men 
than women, and it seldom occurs before middle life. 

Pathology.—The changes are not inflammatory in nature and are 
identical with those of osteo-arthritis met with elsewhere in the body. Bony 
ankylosis does not occur in this type of arthritis, but osteophyte formation 
is always seen, together with narrowing of the intervertebral spaces. The 
areas most commonly involved are the cervical and lumbar regions. 

Symptoms.—When symptoms are present they may include the follow- 
ing: root pains, of which sciatica is the most frequent example; increasing 
stiffness of the back, which, however, never becomes completely rigid. 
Headache and pains in the neck, shoulders, and arms are common, sometimes 
in conjunction with areas of paresthesia or anssthesia in the skin. Pains 
are generally aggravated by movement of the spine, as the nerve roots are 
liable to pressure in or around their exit from the spinal foramina. 

Diagnosis.—This should be confirmed radiologically. The lesion ee 
of osteo-arthritis is the osteophyte ; while marginal exostosis and shrinking 
of the vertebral margins, with narrowing of the intervertebral spaces, are 
also seen. The sacro-iliac jointe are generally normal. In all cases the 
possibility of malignant growths in the spine should be borne in mind, as 
the symptomatology is the same. 

Treatment.—This is similar to that of osteo-arthritis elsewhere in the 
body, and includes the correction of body posture and flat feet. The frequent 
application of heat in some form, followed by rest and muscular relaxation, 
is important. Massage and faradism at a later stage will tone up muscular 
support of the back. Sometimes it will be necessary to supplement the 
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support of the back mechanically by a plaster shell or a brace for a time. 
Deep X-ray treatment will sometimes relieve intractable pain which proves 
resistant to analgesic drugs, such as aspirin, pyramidon, or codein. 


7. STILLS’ DISEASE 


This disease is believed by some observers to represent true rheumatoid 
arthritis in childhood. But although the articular changes are of an in- 
flammatory nature their effects are more often confined to the periarticular 
tissues. Again, even in cases of long standing, it is not unusual to find 
little or no radiological evidence of destruction at the actual joint surfaces. 

Etiology.—The sexes are affected in about equal proportion, while the 
age incidence resembles that of rheumatic fever, namely, that the malady 
is seldom met with before the age of three years and the average age at 
onset is between six and seven years. The cause remains unknown, although 
the factors held to be responsible for rheumatoid arthritis are usually invoked 
to account also for Stills’ disease. These are focal infection, such as in the 
teeth, tonsils, sinuses or bowel; metabolic or endocrine disorder; or, in 
some cases, unsuspected or attenuated infection with the bacillus tuber- 
culosis. A hemolytic streptococcus is commonly present in the naso- 
pharynx and other foci. In the majority of cases it is very difficult to assign 
any one cause. It is certain, however, that once the disease has commenced 
a cold damp environment will exacerbate it considerably. 

Symptoms.—lIf a careful inquiry of the history of the patient’s illness 
be made it will very often be found that a considerable period of prodromal 
ill-health preceded the onset of the joint symptoms, 

The onset of the joint condition is not infrequently rapid, with pyrexia, 
and pain and swelling of several joints. This often leads to an initial diagnosis 
of rheumatic fever, but it is soon found that sodium salicylate has no beneficial 
effect and that the joint swellings, far from being transient, increase in 
number and intensity. When the onset is gradual there is little pyrexia 
but a slowly progressive degree of swelling and limitation in movement of 
the knees, wrists, elbows, fingers and ankles—usually in that order. Later, 
the cervical spine and also the hips may become affected and the patient 
will be completely crippled. The foregoing joints are usually attacked 
symmetrically, and their appearance is characteristic in that the periarticular 
swelling renders the joint fusiform in shape. The skin over this swelling is 
rather stretched and often slightly bluish. The muscles adjacent to the 
affected joints waste, which further exaggerates the fusiform appearance. 
In the case of the wrists, ankles and elbows the bony contours are often 
completely obscured. The affected joints are generally tender on pressure, 
but usually are not painful except on movement. This leads to further 
voluntary limitation of movement and so intensifies the muscle wasting 
already present. 

In many cases of this disease the joint swelling and muscular wasting is 
accompanied by a lymphatic reaction which will show as enlargement of 
the superficial lymphatic glands, especially those around the elbows and in 
the axillx. In about half the cases seen there is also enlargement of the 
spleen. These changes were present in the cases originally described by Still 
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in 1897. The enlarged glands are not tender, and are generally discrete and 
‘rubbery.’ Subcutaneous nodules are sometimes found in addition. 

There is generally a secondary anemia, and quite often patches of light- 
brown pigmentation on the skin. When the disease is established, the 
extremities are always cold and clammy, and there is an increase in the 
temperature before other joints are affected. In long-standing cases normal 
growth is considerably interfered with. 

In the late stages the type of deformity seen in adult rheumatoid 
arthritis develops. There is flexion of the fingers and ulnar deviation of the 
hands, and also flexion of the knees and elbows. 

The X-ray picture is chiefly remarkable for the advanced degree of the 
osteoporosis which always occurs. There is often little or no actual joint 
changes, and osteophytes are never found in this type of disease. 

The end result, so far as the joints are concerned, is a fibrous ankylosis, 
or a fibrosis of the joint capsule, which is sufficiently complete to resist all 
attempts at movement of the joint. 

It is stated that at post-mortem examination diffuse pericardial adhesions 
and adhesive mediastinitis are often discovered, although unsuspected during 
life, and evidence of valvular disease of the heart has occasionally been 
reported. 

Prognosis.— Until recently there was considerable doubt as to what 
was the ultimate fate of these patients. Some authorities held that they 
recovered while others sales the rarity of the affection seen in Adult 
Out-patient}Departments by assuming that the patients either died or became 
rapidly bedridden after leaving the children’s departments. A recent 
‘follow-up ” at Great Ormond Street Hospital showed that the mortality 
in those under five years of age is about 25 per cent. (due to intercurrent 
infections) ; that complete recovery occurred in a small proportion; while 
in the majority, the disease remains apparently arrested, often for several 
years at a time, only to resume its ravages at increasing intervals until the 
patients are entirely crippled and bedridden. 

Treatment.—When the presence of an infective focus is established, 
this should be dealt with at an early stage of the disease. In all cases the 
child’s resistance should be built up by all available means. A nourishing 
diet, an open-air life and a dry sunny climate are indicated. In addition, 
cod-liver oil and malt, syrup of iodide of iron, and courses of an arsenic- 
containing tonic are important. 

Vaccine treatment with autogenous very weak vaccine is worthy of trial 
if a hemolytic streptococcus is found. 

Salicylates have little or no beneficial effect. Non-specific protein therapy 
is often recommended, but is possibly too drastic and temporary a measure 
to employ except in the later stages. Recently good results have been 
reported from small doses of gold salts administered intramuscularly in short 
courses. But in some cases these salts provoke unfavourable reactions, 
and so should be used very cautiously. No case should receive a larger dose 
than 0-1 gm. and a total course of 0-75 gm. should rarely be exceeded. The 
injections should be given at weekly intervals. At least six weeks should 
elapse before any subsequent injections are administered, and the onset of 
eae eae stomatitis, diarrhoea and dermatitis should be especially 
00 or. 
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All swollen joints should be bandaged and lightly splinted, or put into 
thin plaster-of-paris casts, to avoid the contraction deformities which will 
otherwise inevitably occur. The child should always sleep in these, and will 
soon become accustomed tothem. They should be removed daily, however, 
for a short period, during which the joint must be given passive movement, 
to prevent fixation. Dry heat from a radiant heat or infra-red ray lamp is 
comfortable and renders the performance of these daily active movements 
easier. These movements are also essential to remedy the muscular atrophy 
present. Massage is generally unnecessary in these cases, 

In the very late stages, and the patient is bedridden owing to extensive 
contraction deformity, minor surgical procedures, sucéh as tenotomy, are 
sometimes justifiable to remedy the deformity. 


PSEUDO-ARTHRITIS (JOINT EFFUSIONS) 


Effusion of fluid into the joints may be associated with various conditions, 
and is often of a temporary or intermittent nature. If not followed by damage 
to the joint surface, 1t should not be strictly referred to as an arthritis. 

Apart from the various forms of arthritis already described, the following 
may give rise to joint effusion : 

(i) The specific fevers, especially scarlet fever, meningococcal fever, 
puerperal fever, influenza, syphilis, subacute bacterial endocarditis, typhoid 
or paratyphoid fever, measles and malaria. In the United States a form of 
pseudo-arthritis associated with lympho-granuloma venereum is not 
uncommon. 

(1) Abnormal blood conditions, such as purpura simplex or purpura 
rheumatica (Schénlein’s disease), scurvy and hemophilia will give rise to 
swelling of the joints due to an effusion of blood. The knees are most 
frequently affected. 

(iii) Growths affecting the bones, in near proximity to a joint. An X-ray 
examination will elucidate the etiology in such cases. 

(iv) Injection of animal sera. 

(v) Trauma will cause synovitis of the affected joint. It should be noted 
that the strain imposed on certain joints due to faulty body posture will 
often result in a chronic form of hydrarthrosis. 

(vi) Intermittent Hydrarthrosis. A periodic recurrence of joint effusion 
of unknown etiology which persists for several days and usually affects 
the knees. Attacks tend to recur at regular intervals ; they show no local 
evidence of inflammation; and they are refractory to most forms of treat- 
ment. Some authorities consider this condition is the result of an allergic 
sensitisation, and advocate treatment directed along these lines. 


NON-ARTICULAR RHEUMATISM; FIBROSITIS 


Fibrositis may be defined as a condition in which acute or chronic in- 
flammatory changes involve the fibrous tissues of the body, such as the sub- 
cutaneous tissues, the superficial and deep fascia, the muscle sheaths and 
tendons, the fibrous portions of the joint capsules and ligaments, the burse, 
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and the fibrous sheaths of the nerves. The affection gives rise to pain and 
impairment of movement. It may be subdivided broadly into three types 
according to the nature of the structures primarily attacked : 

1, Panniculitis: Inflammation of the subcutaneous tissue and fat. 

2. Inflammation of the muscle sheath and the fibrous tissue between 
the muscle fibres, the aponeuroses, the tendons and the superficial and 
deep fascia. 

3. Peri-arthritis: Inflammation affecting principally the fibrous portions 
of the joint capsules, ligaments and burse (bursitis). 

4, Peri-neuritis: Inflammation affecting primarily the nerve sheath 
(perineurum) and the fibrous tissue between the nerve fibres, 

fEtiology.—A large group of cases can be traced to the presence of focal 
infection, and both the teeth and the tonsils are generally suspect. This is 
perhaps more particularly so in cases in which the upper part of the body, 
including the arms, are chiefly affected. In this connection it is to be remem- 
bered that negative X-ray evidence of apical infection of the teeth should 
not be accepted as conclusive evidence, since changes which can be demon- 
strated by this means are necessarily of a chronic and advanced nature. 
Further foci of infection should be sought in the sinuses. Occasionally the 
bowel, particularly the colon, may be thought of as a focus of infection, 
but when considering the question of vaccine treatment the old aphorism 
that it is “a poor bowel which does not grow something ” may be remem- 
bered with advantage. Another focus of infection, which is sometimes 
overlooked, is the prostate, and in the absence of other infection it is worth 
while to perform prostate massage and culture the ‘‘ bead ” so obtained. 

A further group of cases would appear not to be of a primarily infective 
rere ane to be allied to gout or to a special sensitivity to certain types 
of food. 

Finally, a certain proportion of cases of fibrositis can be traced to chronic 
strain, often secondary to faulty posture. A common example of this will 
be found in those cases in which the fascia lata of the thighs is tender and 
painful in conjunction with a flattened plantar arch. Such patients are 
usually cured when the distribution of the body weight is readjusted by 
raising the inner edges of the shoes. Some cases of low backache seem also 
to be attributable to the same cause. Other causes of this chronic strain will 
arise out of the occupation, or sometimes the sports of the patient, while 
any unaccustomed muscular exercise should be inquired into, especially if 
in conjunction it has been associated with exposure to cold and wet, e.g. 
the frequent occurrence of sciatica in doctors who drive a car in wet clothes 
for a long period. 

Morbid Anatomy.—-The morbid anatomy of this affection was investi- 
gated originally by Stockman, who found that the results of injury to fibrous 
tissue, whether bacterial or traumatic, had the effect of producing in the 
acute stage an exudate and inflammatory odema. This is followed by 
organisation of the exudate, and the growth of new fibroblasts and new 
blood vessels with thickened walls. There is no migration of polymorpho- 
nuclear leucocytes and no pus formation, a few lymphocytes alone being 
attracted to the inflamed area. As the condition becomes chronic there is a 
production of dense connective tissue in nodules or strands, which differ 
from normal fibrous tissue in having more fibroblasts, in having arteries 
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with thickened walls, and in leaving the sheaths of the nerves passing 
through it in a state of interstitial inflammation. The pain of fibrositis is 
pd eed due to the swelling of the tissue through the inflamed exudate, 
and subsequently to the involvement of nerve fibres in the new fibrosis, 
apart from the interstitial inflammation of the nerve twigs themselves. 

Symptoms.—lIt is to be noted that the pain complained of in fibrositis 
is not always at the real seat of the lesion but may be referred to other areas 
and therefore careful location of the actual seat of the inflammation is 
essential. Again, the symptoms will vary according to the area of the body 
affected. As examples, the predominant effect of involvement of the muscles 
of the neck will often be headache; of those of the limbs, numbness and 
tingling ; and of the fibrous tissue surrounding joints, stiffness and pain on 
moving these, which is often wrongly attributed to true arthritis. 

Panniculitis is met with most typically in the early stages of ‘‘ meno- 
pausal arthritis” in which tender pads of thickened tissue are found over 
the internal aspects of the knees, the back of the neck, the extensor surfaces 
of the arms, the outer aspects of the thighs and elsewhere. It occurs most 
frequently in stout people, and Dercum’s disease or adiposis dolorosa is a 
progression of this process. In some cases this syndrome appears to be 
associated with moderate hypothyroidism. 

In the case of inflammation of the muscle sheaths and the intramuscular 
fibrous tissue, the local effect is to keep the muscles in a state of spasm 
during the acute period. Subsequently the spasm will relax, but localised 
patches of nodular induration may be palpable in the muscles. Occasionally, 
also, thin fibrous cords may be felt running through the subcutaneous tissues. 
These “ nodules ” will generally, but not invariably, prove tender on palpa- 
tion. Lumbago is perhaps the most common manifestation. Its onset may 
often be very acute. It should be distinguished from arthritis or caries of 
the spine, sacro-iliac disease, perinephric abscess and renal disease, all of 
which may simulate it. Pleurodynia is a rheumatic inflammation of the 
intercostal muscles which gives rise to severe pain when the affected muscles 
are brought into action, as on coughing or deep breathing. Usually local 
tenderness can be elicited on palpation; but careful examination is needed 
to exclude such sources of pain as pleurisy or intercostal neuralgia. The 
muscles of the abdomen are sometimes the site of a local lesion, and this 
will occasionally simulate intra-abdominal disease. They are also affected 
in epidemic myalgia (Bornholm disease). The extensor muscles of the 
thighs, when they are the seat of rheumatic inflammation, give the clinical 
21 aahone’ of sciatica, and this possibility should always be considered 
before making a diagnosis. 

One of the commonest causes of pain, generally diagnosed as brachial 
neuritis, is the presence of a degenerative lesion in the tendon of the supra- 
spinatus muscle. This lesion will sometimes calcify and may then be seen 
in an X-ray, if the shoulder be externally rotated. This type of lesion is 
often the cause of inflammation of the subacromial bursa through which 
this tendon passes. “ Tennis elbow’”’ is the term applied to the painful 
fibrositis affecting the origin of the extensor tendons of the forearm from the 
external condyle of the humerus. 

Bursitis may occur in any of the large burse. The most commonly 
affected is the subaeromial bursa, referred to above. The chief clinical 
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manifestations of “ deltoid bursitis”? are great pain on actively abducting 
the affected arm to an angle of 90° with the body. Above this point abduction 
can generally be completed without pain; the pain returning, however, at 
the same point when the arm is again lowered. Passive movement through 
this range is not painful. Pain of this type will encourage the sufferer to 
immobilise the affected arm, and this will allow the inflammation to spread 
to the joint capsule, which will contract, and so ultimately limit, or even 
entirely prevent, movement taking place in the joint subsequently. The 
patient is often unaware of the full degree of limitation of the movement 
which has occurred in such cases, as a considerable degree of movement is 
possible by virtue of the mobility of the scapula. This condition is the 
severest type of peri-arthritis, and the apparent ankylosis of the joint must 
be differentiated from a true arthritis by means of radiology, as peri-arthritis 
of this type may be cured by the employment of diathermy, gentle manipula- 
tion, and remedial exercises. The next most commonly affected burs» are 
those over the olecranon process, around the knee joint, over the ischium 
and over the great trochanter. Inflammation of any of these should be 
differentiated from a true arthritis of the neighbouring joint. Another 
form of peri-arthritis depends on inflammation of the tendon sheaths of 
muscles surrounding joints. This may occur as part of a chronic rheumatic 
process unassociated with trauma or gout. Its association with gonorrhceal 
and dysenteric infections has been mentioned. The flexor tendons of the 
wrists and knees are the most commonly attacked. Pain, swelling or crepitus 
results and sometimes synovial effusion. The palmar fascia is sometimes the 
site of a chronic fibrositic process, and the resulting thickening and con- 
tracture is known as Dupuytren’s contracture. This is seldom painful, but 
can give rise to considerable disablement of a somewhat intractable nature. 
The condition, which is commoner in males, is often found to be familial. 
A somewhat similar condition, which, however, does not cause so much 
contracture, is known as “ painful heel.’’ In some cases a small spur of bone 
is found radiographically at the insertion of the plantar fascia into the os 
calcis. But in the majority of cases, no cause for ike pain can be found. 

In the case of peri-neuritis, the sciatic nerve is the most commonly 
affected, next in order are the nerves of the brachial plexus, and then the 
intercostal nerves. Some forms of Bell’s “ palsy” are thought to be of 
similar origin. The symptoms in a fully developed case do not differ from 
those of a true neuritis, but the distinction can generally be made from a 
history of an initial fibrositis of neighbouring structures which later spreads 
to the nerve sheath. Since the introduction of radium therapy for carcinoma 
of the lung, cases of axillary fibrosis, followed by severe and sometimes per- 
manent brachial neuritis, have been seen. 

The subjects of fibrositis are usually found to have some degree of defective 
skin circulation, as evidenced by abnormal sensitivity to cold weather or 
to local draughts, spontaneous bruising, or the fact that they perspire in 
the hottest weather only with difficulty. Attacks of fibrositis will occur in 
many people without apparent detriment to their general. health, and in 
such persons the suspicion should arise that the cause may not be primarily 
an infective one. 

The group of cases which appest to be allied to gout or to a special sensi- 
tivity to certain types of food may be suspected by the excellent general 
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health, even during attacks, the periodic or seasonal nature of the attacks, 
a history of familial gout or of being “ unable to digest” certain foods or 
drinks, and finally by the fact that the fibrositis tends to affect the lower 
limbs and other lower parts of the body. Such patients, in addition, often 
exhibit the symptom-complex described by the French as “ hépatisme.”’ 
This is shown principally by morning headache, furred tongue, and a tendency 
to incomplete bowel emptying, with light-coloured and offensive stools ; 
often, too, there is slight tenderness on palpation in the neighbourhood 
of the liver. 

Prognosis.—Provided sufficient care be taken and the value of external 
as well as internal remedies is remembered, the outlook is good. An excep- 
tion, however, is in the case of very old patients, for the senile form of 
fibrositis is sometimes intractable to all the usual remedies. 

Treatment.—When symptoms do not call for urgent treatment, the 
first indication is to investigate the etiology. In the great majority of 
cases in which the malady is believed to be allied to gout or to a special 
sensitivity to certain types of food, appropriate treatment should be adopted. 

At the outset, a mercurial purgative, such as calomel (gr. 4-2), followed 
next morning by a saline, should be prescribed. 

In the acute stage rest in bed is desirable. The internal administration 
of analgesic drugs is indicated. Aspirin and calcium acetylsalicylate (5-15 
grs.) are in the majority of cases the most efficient for this purpose. If 
necessary, potassium iodide (2-5 grs.) may be added, as may phenacetin 
(5-10 grs.) or caffeine (5 grs.) at four-hourly intervals. A useful addition 
to aspirin and phenacetin is codeine phosphate (4th gr.) or Dover’s powder 
(5-15 grs.). Amidopyrine (3-10 grs.), a centrally acting drug, is sometimes 
effective when the salicylates fail. It should be borne in mind, however, 
that if this drug is used there is a danger of agranulocytosis in susceptible 
individuals and therefore frequent blood counts are required. An ointment 
designed to act either as a rubefacient or as a counter-irritant should also 
be prescribed. A hot linseed poultice containing opium will also often give 
considerable relief if applied every few hours; as may a hot cloth wrung out 
in a solution of ordinary mustard in water. Massage is undesirable in the 
acute stage. 

In certain cases benefit will result from a short course of colonic lavage 
twice a week for 2 to 3 weeks. 

When it is desired to immobilise the muscles of the back during the 
acute stage of lumbago, the most effective method is by means of a per- 
forated belladonna plaster, which should be made to cross the mid-line 
behind and come round to the front. Ordinary wide strapping is a good 
substitute. 

When the condition is leas acute and the patient is able to get up, the 
application of both heat and massage to the affected regions is indicated. 
The former may be applied in a dry or a moist form, the one often succeeding 
when the other has failed. Dry heat may be given by means of a portable 
lamp, an electric heating pad, exposure to a gas-fire (which gives out infra- 
red rays), the application of a hot iron through brown paper applied to the 
skin, a hot-water bottle, or a bag of salt or sand which has been heated 
thoroughly in the oven. When the condition is deep-seated, diathermy 
will be the best form in which to apply it. 
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Moist heat may be applied in the form of kaolin, bread or linseed poultices, 
kaolin poultice (antiphlogistine), mud packs, or applications of hot paraffin 
wax of a special melting-point (which is sold for this purpose), or, if the 

atient is in a condition to have such, a Turkish bath. In the course of the 
ast, the patient should be instructed to drink fluids copiously during and 
after it, as otherwise the temporary concentration of the blood is likely to 
provoke a further acute attack. Perhaps the simplest method of moist hisat 
is an ordinary bath, to which 4 lb. of Epsom salts (or common salt) have 
been added. This should be taken as hot as possible, and, contrary to the 
general belief, the patient should not “ soak in it” but should get out after 
only 5 to 10 minutes’ immersion and be briskly rubbed down, after which 
some analgesic ointment should be rubbed rapidly into the affected areas, 
- and he should be wrapped in a blanket and put to bed for several hours. After 

oo deep massage shauld be ordered for the affected areas, although painful 
at first. 

Hydrotherapy and Counier-trritation.— When the patient is near a Spa 
or an Institution equipped for hydrotherapy, “ Vichy” douche massage, 
followed by “‘ contrast douching”’ (alternate hot and cold water directed 
on to the painful areas under pressure from a hose-pipe), is probably the 
best follow-up treatment; it stimulates the skin to resume ita normal 
function. 

In certain cases, particularly when the complaint is that of lumbago, 
counter-irritation by means of a small cautery may be of great value. A 
small blister should result from each application, and the whole area may 
then be covered over with a gauze dressing. Another method is to produce 
blisters by means of “ blistering fluid,” or cantharidin plasters, but these are 
not of such value as the actual cautery. Dry-cupping is a somewhat obsolete 
method of treatment, but is occasionally effective; as is full exposure to a 
mercury vapour lamp at a distance of 18 to 24 inches from the affected area. 

In the chronic stage massage is essential if an attack is to be terminated 
in the minimum time and also if recurrence is to be avoided. To be effective, 
the indurated areas (nodules) should be carefully sought for in the muscles, 
and at these poimts the massage should be very deep. It will be found that 
following deep kneading with the finger-tips or thumbs, after an initial 

riod during which they may be increasingly painful, they will gradually 

ecome insensible to palpation, and ultimately faa ar. This process will 
be considerably facilitated if it be preceded on each occasion by 2Q to 30 
minutes’ application of heat in one of the forms mentioned above. In 
certain cases a “nodule’’ will prove to be too painful for deep massage 
treatment, which will then induce protective spasm in the surrounding muscles, 
and so render further “ kneading” impossible. In such cases a dose of 
aspirin or some other analgesic may usefully be administered before ied pomp 
the treatment. When one or more discrete nodules can be felt and when the 
_ is found to be chiefly localised im these sites, the effect of injecting @ 
few cubic centimetres of a local anmsthetic, such as procaine hydrochloride 
per cent. in saline) or “ A.B.A.” compound, is sometimes dramatic. When 

ere is more diffuse pain and tenderness, this method of treatment is not of 
much use, and unless the injection is made with great acouracy into the 
nodule the trouble may even be exacerbated. 

Diet and After-care—If there is obesity, this should be treated (see 
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p. 438). In cases in which a gouty origin is suspected, this should be 
corrected (see pp. 435, 436). 

After an attack of fibrositis, it is important that the patient should be 
taught to contract the affected muscles daily by means of appropriate 
exercises. He should also make a point of obtaining some regular exercise 
in the open air, even at the cost of rising somewhat earlier in order to walk 
art of the way to the office. The obese subject must not be allowed to regain 

is lost weight once the attack recedes. The question of the localisation of 
attacks, as the result of the occupation or hobbies of those predisposed to 
suffer, should not be omitted. 


MYOSITIS OR INFLAMMATION OF THE VOLUNTARY MUSCLES 


Three forms occur—(1) the suppurative type; (2) the non-suppurative 
type; and (3) myositis ossificans progressiva. 

1. SuppurativeE Myosrris.—In this condition there is a primary in- 
flammation of the affected muscles associated with the local signs of inflamma- 
tion and the general symptoms of a septic infection. Abscesses form in the 
affected muscles, which require incision, and in the pus obtained pyogenic 
a a such as staphylococci, or less commonly streptococci, are usually 

ound. 

2. Non-Suppurative Myosrtis.—It must be remembered that the 
voluntary muscles are affected in the course of other diseases. Thus, de- 
generation of the striped muscle, known as Zenker’s degeneration, may occur 
in any acute infection of long duration, and it was first observed in typhoid 
fever. In scurvy, intra-muscular hemorrhages are very common, and these 
are followed by a chronic inflammation, which usually clears up ; but in a few 
of such cases we have seen suppuration occur. Trichinosis 1s accompanied 
by a myositis, set up by the encapsulated larve: of the trichina spiralis 
deposited in the voluntary muscles. 

Dermato-myositis is an acute or subacute inflammation of the muscles 
of unknown origin, which is associated with dermatitis and edema. The 
onset is usually gradual, and ultimately all the muscles of the body may be 
involved. Pain is an early symptom, and fever of a mild intermittent t 
occurs. (Edema develops over the affected muscles, and is accompanied by 
a dermatitis of erythematous or urticarial type. Sweating 1s common, and 
enlargement of the spleen usually develops. Owing to involvement of the 
respiratory muscles broncho-pneumonia is a late complication. The disease 
is usually progressive, and generally fatal, though some recoveries have been 
recorded. The treatment adopted has been for the relief of symptoms, and 
no specific treatment is known at present. 

A type of the disease in which hemorrhages occur in and between the 
muscles is known as “‘ polymyositis hesmorrhagica.” 

3. Myositis Ossiricans ProcrEsstva.—T his is a progressive inflammatory 
affection of the locomotor system of unknown origin, characterised by the 
deposition of bony substance in the fascise, muscles, aponeuroses, tendons, 
ligaments and bones, with resulting ankylosis of most of the articulations. 
The disease is rare. It usually commences in early life, and is commoner in 
males. Three stages occur in the muscle changes. In the first stage, swelling 
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and infiltration of the affected muscle with embryonic connective tissue 
occurs. In the second stage, the embryonic connective tissue becomes 
organised and forms ordinary connective tissue, which retracts to a hard 
fibrous mass. In the third stage, calcification of the fibrous mass occurs, and 
this becomes replaced by bone. 

The muscles of the back and neck are usually the first involved, and the 
vertebral ligaments become oasified, so that irregular bony swelling occurs 
and deformity and fixation of the spine result. The upper and lower limb 
are later involved, the muscles contracting and causing fixation of the joints. 
The muscles of mastication become finally involved and prevent, movement 
of the lower jaw. Ultimately the patient becomes helpless and bedridden, 
and usually dies from some intercurrent affection, such as pneumonia, or 
pysmia resulting from bedsores. The disease is always progressive, but is 
usually of long duration, and there may be a cessation in its progress for 
several years. No specific treatment of value is known. 


W. H. Witwcox. 
W. S. C. CoreMan. 


SECTION XVIII 
DISEASES OF THE SKELETON 


Diseases of the skeleton will be considered under three headings, according 
to whether bone, endochondral ossification, or bone marrow is primarily 
affected. 


DISEASES OF BONE 
HYPERTROPHIC PULMONARY OSTEO-ARTHROPATHY 


Synonyms.—Hippocratic Fingers; Marie’s Disease ; Acropachy. 

Definition.—A symmetrical enlargement of the bones of the hands and 
feet, and of the distal ends of the long bones, accompanied by clubbing of 
the fingers and toes, occurring in association with certain chronic diseases, 
especially of the lungs. 

Etiology.—The primary diseases in the course of which hypertrophic 
osteo-arthropathy may develop are: 

1. Diseases of the lungs, such as (a) chronic cavitating tuberculosis 
and fibroid phthisis; (b) empyema and bronchiectasis; (c) malignant 
disease of the lung, pleura or mediastinum; and (d) fibrosis of the lung, 
non-tuberculous in nature. 

2. Congenital heart disease, and infective endocarditis. 

3. Chronic diseases such as dysentery, pyelonephritis, alcoholism, Ray- 
naud’s disease, and jaundice, as in hypertrophic cirrhosis of the liver. 

Rarely a neuritis may lead to clubbing of the fingers and ostev-arthro- 
pathy. Pressure on the brachial plexus a subclavian aneurysm has 
given rise to clubbing of the fingers on the affected side. 

It appears that in the majority of cases a chronic infection leads to the 
development of osteo-arthropathy. This is the case in the lung diseases 
above mentioned. In congenital heart disease, the circulatory defect itself 
will lead to marked clubbing of the fingers; in this condition, however, 
the long bones are not appreciably affected, and the changes are limited to 
ee parts of the terminal phalanges, the hypertrophy of which leads to 
clubbing. 

The aie is eight times more common in males than females. All ages 
may be affected. The most striking examples are seen from 30 to 50; but 
in congenital heart disease and in chronic lung disease in children, such as 
ere and fibroid phthisis, signs of the disease often appear in 
early life. 

athology.—The bones most frequently affected are the metacarpal 
bones and the first two rows of phalanges. The radius and ulna may be 
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affected, and more rarely the lower end of the humerus and the scapula. 
In the lower extremities the corresponding bones are affected. “ray 
examination shows a thin layer of neal formed bone spread over the shaft. 
The periosteum is raised unevenly, so that the outline appears serrated and 
the deposits beneath it are unevenly calcified giving a lace-work effect. The 
bony changes are the result of a chronic inflammation, and the thickening of 
the periosteum and new formation of bone beneath it may be accompanied 
by atrophy and rarefaction of the pre-existing bone. There are no bony 
ute in the terminal phalanges, the soft tissues and nails alone being 
affected. 

Symptoms.—The onset is usually gradual, and little local pain is ex- 
perienced, though stiffness and clumsiness of movements occur. Sometimes 
marked clubbing of the fingers develops in a few weeks; but usually 
several months or more elapse before the condition is characteristic. There 
is a remarkable symmetry in the pathological changes. The ends of the 
fingers and toes may be cyanosed. The nails are large, broad and curved, 
both longitudinally and transversely—the so-called parrot-beak. They 
show longitudinal striation and are brittle and easily split. The root of the 
nail is raised above its bed, and if pressure is applied at the root a distinct 
space between them can be made out. Sometimes the joints in the neigh- 
bourhood of the affected bones show swelling, from effusion and thickening 
of the synovial membrane. Osteo-arthritic changes in the joints are only 

‘sent in the severe osteo-arthritic type. 
‘bree types of cases are seen, but these may be only grades in the develop- 
‘f the extreme form of the disease. 

'ases showing only clubbing of the fingers, sn addition to the signs of the 
~wimary disease—This symptom may disappear if the primary 

cured, as, for example, empyema. 
as showing clubbing of the fingers and painful thickening of the bones 
13 and feet, forearms and legs, in addition to symptoms of the primary 


e “‘ osteo-arthritts hypertrophica ”’-type.—The hands and feet become 
snlarged, owing to the bony changes and thickening of the soft parts. 
sarms and legs are thickened. The pelvis, sternum, ribs and clavicles 

8 thickened, and the vertebra may show changes resulting in kyphosis. 
v-arthritis occurs in the parts involved, so that movement of the joints 
painful and difficult. In this type of case the very remarkable changes 
in the bones and joints overshadow the symptoms of the primary disease. 
Diagnosis.—The disease is recognised by the presence of the characteristic 
changes in the extremities, and by the presence of signs of one of the primary 
diseases already mentioned. 
Infectve arthritis is distinguished by the absence of clubbing of the 
fingers, and by the characteristic changes shown by X-ray examination. 
A y is to be distinguished by the spade-like hand, the spatulate 
fingers, enlarged knuckles, and the characteristic facial appearance. The 
phosis is more often cervico-dorsal, whereas in hypertrophic pulmonary 
sa lai git it is more often dorso-lumbar. 
Osteitis deformans shows irregular enlargement of the bones but there 
is a good deal of bowing, the hands are normal, and the X-ray appeatances 
are pathognomonic. 
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Prognosis.—The prognosis appears to depend on the primary discise. 
If that can be arrested or cured, chee is hope of arrest or improvement in 
the hypertrophic osteo-arthropathy. | 
Treatment.—This should be directed towards the cure or improvement of 
the primary disease. Other treatment is symptomatic and similar to that 
adopted in the treatment of infective arthritis. 
W. H. Wii.oox. 


OSTEITIS DEFORMANS 


Synonym.—Paget’s Disease of Bone. | , 

Definition.—A chronic and somewhat rare disorder causing enlargement 
and deformity of many bones. It is not a generalised disease of the skeleton. 
The bones are affected in the following order of frequency: pelvis, spine, 
femur, tibia, skull, fibula, clavicle, humerus, radius, and rib. In a few cases 
the disease is confined to one bone or to part of one bone: tibia, femur, 
clavicle, a vertebra, the ilium, or half the pelvis. 

ZEtiology.—This is unknown. The disease is sometimes familial. It 
rarely begins before the age of 40, and the commonest age of onset is 55. 
The sexes are affected in the proportion of three men to two women. Osteitis 
deformans is not inflammatory in origin. It seems likely that it is a disorder 
of mineral metabolism. Syphilis is not an stiological factor. No alteration 
in the parathyroid glands nor in any other endocrine gland has been demon- 
strated. Both histological and chemical investigations have proved beyond 
doubt that generalised osteitis fibrosa (hyperparathyroidism) is unrelated 
to osteitis deformans. 

Pathology.—There is a great alteration in the architecture of the bones 
affected. They become enlarged, irregularly thickened, and sometimes 
bowed. The skull is very thick, the sutures and foramina being narrowed 
in consequence. The cortex of the long bones ceases to be pure ivory bone 
but looks coarse and spongy with red streaks and dots. Histologically 
there is continuous excessive resorption of bone associated with an increased 
new bone formation that more than compensates for the bone lost. The 
excessive erosion disturbs the skeletal architecture, the compact bone being 
replaced by irregular angular trabeculs, which also form the cancellous bone. 
There is still an attempt at structural adaptation to stresses, but this is 
very imperfectly achieved because the material is not used to the best 
mechanical advantage. 

Biochemistry.—The serum calcium and plasma phosphorus are normal. 
The plasma phosphatase is constantly high, as in many other diseases of 
bone. In more than 8Q per cent. of cases the calcium output in the urine 
ig increased and sometimes reaches four or five times the normal figure. 
There seems to be a complete absence of correlation between the length of 
history, the density of bone shadows in radiographs, and the calcium output. 
A case showing mcreased density of bone trabecule throughout pelvis, 
lumbar spine, and femora is just as likely to reveal a high output of calcium 
in the urine as a low output. 

Symptoms.—The disease may remain symptomless for ten years or 
more. It is very slow in progress and rarely influences the general health, 
giving rise in most cases to few symptoms other than those which are due 
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to changes in the shape of the bones. In 80 per cent. of cases there is pain, 
and the patient usually recognises its origin in the bones. It varies widely 
in severity from a dull ache to a severe shooting or stabbing like a knife. 
The back and lower limbs are the parts usually affected but headache is 
fairly common. When the skull is involved the patient may have to take 
a larger size in hats. The enlargement in the circumference of the head 
leads to the forehead being prominent and the face small in proportion. 
In the later stages the head is held forward and the back is so bent that the 
arms appear too long and an ape-like attitude results. There may be con- 
siderable reduction in total height. The lower limbs especially are bowed, 
the knees being widely separated and held slightly flexed. The bones are 
enlarged, and bowing usually takes place in such a manner as to accentuate 
the normal curve of the bone. The enlargement is particularly noticeable 
in the case of the tibia. The changes in the vertebrae may cause encroach- 
ment on the spinal canal, resulting in compression paraplegia. Bony com- 
pression of the optic nerve may lead to optic atrophy, and of the oculo- 
motor nerves to diplopia. Otosclerotic deafness is common in advanced 
cases. Spontaneous fracture is rare but when it takes place there is no delay 
in union. Osteogenic sarcoma may occur, but is much less common than 
Paget thought and is not seen until the changes in the bones have been present 
for ten years or more. Osteo-arthritis of the hip, knee, ankle, or spine is an 
occasional complication. Arterial degeneration, sometimes with hyper- 
tension, is found in most cases over the age of 50. It is possible that the 
excess of phosphoric esterase in the blood accelerates and intensifies the 
deposition of calcium salts in degenerate vessels. Retinal arteriosclerosis 
is a frequent finding, and it may be associated both with retinal hemorrhages 
and extensive choroidal changes. 

Radiological appearances.—The altered bone appears in radiographs in 
two forms, which may be called the spongy and the amorphous, the former 
being the more common. The two types are often found in the same patient. 
The spongy form consists of coarse irregular stria arranged either as parallel 
trabecule or running in the direction of normal lamelle of cancellous bone. 
The amorphous form is a generalised deposit producing an opaque finely 
granular appearance. The diameter of the bone is increased, sometimes 
to a marked degree, and in the medullary cavity the trabecule are accentuated 
and too widely separated, giving a streaky appearance. The corticalis is 
partly or entirely replaced by bone similar to that seen in the medullary 
cavity, and in an extreme case the impression is that the whole bone consists 
of cancellous tissue highly magnified. Irregular cyst-like areas are sometimes 
observed. Widening and bowing of bones are important points in the 
radiological diagnosis. The vault of the skull is thickened, and the differentia- 
tion between the inner and outer tables is lost. Small islands of dense bone 
are evident alongside pale cyst-like areas. A large clean cut area called 

o8is circumscripta may sometimes be noted. In those cases in which 
part of one bone is affected there is a definite line of demarcation where 
the abnormal ends and the normal begins. ‘Thus there may be definite 
changes in the upper two thirds of the tibia, while the lower third is normal. 
The average rate of progress of such a lesion is about 1 om. in two renee 
Radiographs reveal the shadows of arterial calcification in more than 40 per 
cent. of cases. Such calcified arteries are best seen in the lower limbs. There 
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is no evidence of a higher incidence of renal or vesical calculus in osteitis 
deformans than in the normal. 

Diagnosis.—When advanced the condition is unmistakable. In the 
early stages muscular rheumatism or osteo-arthritis may be wrongly diagnosed. 
Pulmonary osteo-arthropathy is distinguished by the clubbed fingers. In 
radiographs the amorphous type of osteitis deformans is sometimes mistaken 
for secondary carcinomatosis of the osteoplastic type. The difference is 
distinct and important, namely, that in carcinomatosis the bones are neither 
enlarged nor bowed. Syphilis of bones is now very rare, but when only 
one or two bones are involved in a supposed case of Paget’s disease the 
Wassermann reaction should be performed. 

Prognosis.—Because the disease: is uncommon there is a tendency to 
regard ite effects as dreadful. To announce the diagnosis as though it were 
a profound mystery may alarm both patient and relatives unnecessarily. 
Paget's disease is slowly Ae but does not usually shorten life. Thus, 
one patient though much deformed, continued to drive a crane in a dock- 
yard 15 years after the onset of the disease. Another was quite happy to 
have somebody hold him on a rock while he fished a stream, long after he 
was unable to walk unaided. Death usually results from the effects of 
arteriosclerosis or intercurrent infection, and only rarely from compression 
paraplegia or sarcoma of bone. 

Treatment.—No known treatment alters the course of osteitis deformans 
in the slightest degree. Since the bones at one stage are sufficiently decal- 
cified to bend, methods have been used which aim at increasing the calcium 
intake. The patient is given a high calcium diet, that is a diet containing 
three pints of milk or milk products daily, together with butter, cheese, 
and eggs. If milk is not tolerated in these quantities calcium caseinate or 
calcium lactate (10 grammes a day) may be prescribed. Vitamin D may be 
conveniently given in the form of tab. calciferol. (3000 units) one or two daily. 
The claim that prolonged exposure to general ultra-violet irradiation has 
resulted in increased density of the shadows of bones in radiographs has not 
been confirmed. Such treatment can be carried out, starting with short 
exposures to the mercury vapour or carbon arc lamp. Paget treated his 
patients with potassium iodide, but was not enthusiastic over the results. 
When there is pain in the bones Lugol’s solution (of iodine m potassium 
iodide) may be given in milk, beginning with a dose of three minims three 
times a day, and increasing to ten times this amount. If iodine fails to 
relieve the pain, aspirin, amidopyrine, or allonal should be tried. Exploration 
of the neck for a parathyroid tumour is never justified. Osteotomy is rarely 
necessary, but it is interesting that when portions of bone have been removed 
for histological section relief of pain has sometimes occurred. Occasionally, 
and especially in those cases with secondary osteo-arthritis of the hip joint 
or knee joint, an ambulatory splint supporting the weight of the body on 
the tuber ischii is of value. A cork sole is often necessary, and when kyphosis 
causes pain a spinal jacket is useful. 


LEONTIASIS OSSEA 
7 Synonyms.—General Hyperostosis of the Skull; Cranio-sclerosis ; 
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Definition.—The term leontiasis ossea is now used in two senses, specific- 
ally for a progressive sclerosing hyperostosis of the skull, and symptomatic- 
ally when osteitis deformans and the various types of osteitis fibrosa happen 
to involve the bones of the calvaria and face. 

fEtiology.—This is unknown. The fact that the disease commonly 
arises in the region of the nasal sinuses has led to an erroneous view that it 
is infective in origin. 

Pathology._When Virchow suggested the use of the term “ leontiasis 
ossea ”’ in cases of hyperostosis of the skull he had in mind fibroma molluscum 
in which masses of new connective tissue develop in the skin. He believed 
that the overgrowth of bone in hyperostosis corresponded exactly to elephan- 
tiasis of the soft parts, and he decided to call these cases leontiasis ossea, 
not because the bone disease produced a leonine appearance, but because 
he considered it to be analogous to the disease of the soft parts which did. 
The disease is very rare. It occurs in either sex, arising usually in earl 
adult life. In most instances it begins in the nasal fossz and sinuses, though 
in some cases the origin is near the orbit or in the base of the skull. Dense 
ivory bone appears and spreads slowly under the periosteum, being held u 
sometimes in the region of the suture lines but ultimately breaking throug 
and spreading in many directions across the skull. The serum calcium and 
plasma phosphorus are normal. 

Symptoms.—The early clinical features include nasal obstruction, 
blocking of the lachrymal ducts, and alteration in the shape of the face 
and jaws. Ultimately large masses of bone, increasing in various directions, 
give rise to terrible disfigurement. The cavities of the mouth, nose, and 
orbit may be greatly lessened. The eyeballs may protrude even beyond 
the lids, and blindness may occur from optic atrophy. There may be loss 
of the sense of smell, and interference with the mobility of the lower jaw. 
Except in the later stages pain is unusual. 

Diagnosis.—Paget’s disease usually begins at 55, and the pelvis, spine, 
and lower limbs are nearly always affected. Generalised osteitis fibrosa 
leads to decalcification of the whole skeleton, with a high blood calcium 
and low blood phosphorus. Focal osteitis fibrosa often shows multiple lesions 
scattered throughout the skeleton. 

Treatment.—No treatment has any permanent effect though it may 
be possible to remove some of the more disfiguring masses of bone. 


HYPERPARATHYROIDISM (GENERALISED OSTEITIS FIBROSA 
CYSTICA (gee p. £98) 


FOCAL OSTEITIS FIBROSA 


Synonyms.—Osteitis Fibrosa Circumscripta (Schmidt); Local Fibro- 
cystic Disease ; oe Giant-celled Tumour; Osteoclastoma; Osteo- 
genetic Myeloma ; Myeloid Sarcoma. 

efinition.—A focal or multifocal disease of bone unassociated with 
constitutional symptoms or with any known endocrine disturbance. 
4Etiology.—This is unknown. The disease occurs chiefly in adolescence, 
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and is much more common than is generalised osteitis fibrosa (hyper- 
parathyroidism). | 

Pathology.—The lesions are benign, firm, grey or brown tumours. 
Histologically they show osteogenetic fibrous tissue and giant cells which, 
of course, are osteoclasts. This explains the numerous synonyms which 
are used. The tumours sometimes expand the corticalis and may give rise 
to cysts lined by osteoclasts. Even when the lesions are multiple the rest 
of the skeleton consists of normal bone. The figures for serum calcium and 
plasma phosphorus are invariably normal, a finding in striking contrast 
to that of the generalised disease. The calcium balance is usually normal, 
and, taken in conjunction with the normal blood chemistry, this finding is 
strong evidence against hyperparathyroidism. 

Symptoms.—The y affects one or more bones, is usually not 
disabling, is of slow progress, and shows a tendency to become arrested. 
Pain is unusual and the disease is often symptomless until spontaneous 
fracture occurs. Severe cases of the multifocal type may show considerable 
deformity, especially of the pelvis, femora and skull. 

Radiological appearances.—In radiographs the principal changes are 
found in the ends of the long bones. Usually more than one-third of the 
shaft is affected by a fusiform enlargement composed of a pale cyst-like area 
divided by a few coarse trabecular strands. The cortex is thin and may 
be expanded. The periosteum and adjacent bone are normal. Radiographs 
taken with controls show that the whole skeleton apart from the lesions is 
normally calcified. The floor of the skull and the lower jaw may be affected. 

Diagnosis.—The normal blood chemistry serves to distinguish the focal 
from the generalised disease. In adult cases it is sometimes difficult to 
differentiate between focal osteitis fibrosa and osteitis deformans, and it 
may then be necessary to follow the progress of the condition over a period 
of time before a definite conclusion is reached. 

Treatment.—Fractures are treated in the usual way. If spontaneous 
fracture occurs in a long bone through one of the lesions, union is usually 
strong, and radiographs subsequently show that. the pale cyst-like area of 
osteitis fibrosa becomes filled with bone. Exploration of the neck for a 
parathyroid tumour is quite unjustified. 


THYROTOXIC OSTEOPOROSIS (see Hyperthyroidism, p. 488) 


OSTEOMALACIA 


Synonym.—Mollities Ossium’; Adult Rickets. 

Definition.—A generalised disease of the skeleton due to vitamin D 
deficiency. Two types are found. The first is due to a diet deficient in 
vitamin D and calcium salts and may be referred to as dietetic osteomalacia. 
The second is 4 conditioned dietary deficiency disease, arising from deficient 
absorption of vitamin D and calcium salts ; it is seen in idiopathic steatorrhea. 

tiology.—Osteomalacia is rare in England. It is endemic over wide 
areas in Northern India, Japan and Northern China, and occurs sporadically 
in the Rhine Valley, Danube ea Vienna, and certain parts of Italy, 
Switzerland, Flanders and the Balkans. Heredity plays no part. The 
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disease pre-eminently affects women, and is likely to recur earlier and with 
greater severity with each successive pregnancy. But it is a mistake to 
suppose that pregnancy is essential in the etiology. The malady is some- 
times seen at puberty and is quite well known to occur, though rarely, 
in boys and men. In the majority of cases the symptoms begin between the 
twentieth and thirtieth year. : 

Pathology.—Rickets and osteomalacia are essentially identical. What 
difference exists is merely that of age incidence. Osteomalacia is adult 
rickets. Morbid anatomists agree that in rickets and osteomalacia the 
essential abnormality is a deficient calcification of osteoid tissue. This 
deficiency is generalised throughout the skeleton. The broad osteoid seams 
in both diseases are due to deficiency of the calcifying mechanism, which 
should convert osteoid tissue into true bone. In osteomalacia the bones 
throughout the skeleton are so soft that they readily bend and cut with a 
knife like rotten wood. Spontaneous fractures are common. The blood 
chemistry is comparable in experimental rickets of rats, in children with 
rickets, and in women with osteomalacia. The plasma phosphorus and 
sometimes also the serum calcium are diminished. The occurrence of foetal 
rickets has been proved in babies born of osteomalacic mothers. 

Symptoms.—Pain is a prominent symptom. It occurs especially in the 
back and thighs, is aching in character and is worse in the winter months. 
The pelvis, thorax, or long bones exhibit deformity in a haphazard way ; 
one woman suffers in the pelvis, another in the ribs, and a third in both. 
Besides the changes in the pelvis, marked deformities occur in the chest and 
spine. Severe kypho-scoliosis may reduce the height by several inches and 
cause the head and neck to sink downwards and forwards on to the chest. 
Deformities of the sternum and ribs give mse to marked prominences and 
depressions in the chest wall. Coxa vara and irregularly curved long bones 
are less common. The bones are soft and flexible, rather than fragile, so 
that bending is much more common than is spontaneous fracture, though 
both are well recognised. The patient develops a characteristic waddling 
gait, and muscular weakness may add to her incapacity. In many cases 
the pelvic deformities interfere with marital relations or with labour, 
Cesarean section frequently being necessary. Tetany is common. The 
teeth are normal. The course of the disease may be fairly rapid, lasting 
several months, but untreated cases extend over many years. The patient 
then becomes bedridden, spontaneous fractures, anemia, cachexia, and 
bedsores ae to her discomfort and to the difficulties of nursing. 

Radtological appearances.—The degree of lack of calcification in radio- 
graphs will vary with the severity of the disease, and it is therefore important 
to take radiographs with controls. In the slight cases the bones of the patient 
will be slightly more translucent than those of the control. The cortex will 
b; less dense than normal but the bone pattern, especially the trabeculation, 
will be accentuated by contrast. In the severe examples there will be little 
or no difference between the density of the bone and surrounding soft tissues, 
and the cortex will appear as a mere pencilled outline. The bone pattern 
will have disappeared, the long bones will bend, and occasionally show 
fracture. All deformities apart from fracture are the result of weight stress 
or muscular action. The pelvis is tri-foliate, owing to the thrusts of the 
heads of the femora and sacrum. Lordosis is marked and kyphosis may 
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be present. In severe cases the chest and ribs are usually deformed. The 
vertebre are biconcave, having the appearance of fish vertebrae. In severe 
cases the vault of the skull may show numerous areas of uneven translucence, 
varying in size and shape but all fairly clean cut. The spontaneous fractures 
are usually subperiosteal, and radiographs sometimes show pseudo-fractures. 
These appear as areas of complete translucence, running across the bone, 
the edges being quite clean cut, and separated from each other by one or 
two millimetres. 

Diagnosis.—The occurrence of pregnancy and the examination consequent 
upon this lead commonly to the recognition of the pelvic deformity and of 
the disease which has given rise to it. Differential diagnosis from other 
generalised diseases of the skeleton usually produces no difficulty. In hyper- 
parathyroidism there is a high serum calcium, a low plasma phosphorus, 
and an increased calcium excretion in the urine. In senile osteoporosis the 
patient suffers from kyphosis and a tendency to fractures particularly of 
the neck of the femur, and the blood chemistry is normal. In thyrotoxic 
osteoporosis, the usual signs of hyperthyroidism are present, and the blood 
chemistry is normal. In myelomatosis the Bence Jones protein is found 
in the urine in 75 per cent. of cases, the serum globulin is usually increased, 
and the albumin: globulin ratio diminished. The serum calcium is usually 
normal, but sometimes raised. The plasma phosphorus is normal, but it 
rises in cases showing renal insufficiency. In radiographs the condition may 
closely resemble osteomalacia. 

Treatment.—Pure vitamin D is called calciferol because of its power 
to induce calcification in tissues, especially in osteoid tissue. It is 300,000 
times as potent as cod-liver oil, weight for weight. The good effects not 
only of calciferol but also of cod-liver oil and ultra-violet irradiation have 
been noted both clinically and chemically, since they are capable of raising 
the serum calcium to normal. In cases where tetany is present calcium salts 
should be administered in addition. The diet of a woman suffering from 
osteomalacia should contain 3 pints of milk a day, with plenty of milk 
puddings,. eggs, butter, cheese, green vegetables, and even nuts and raisins. 
The dose of cod-liver oil should be large, up to 2 or 4 oz. daily. This treat- 
ment relieves the pain in 3 to 4 weeks. Some cases are refractory, and it 
is then necessary to add 0:5 mg. of calciferol to the cod-liver oil daily. 
Tetany is rapidly removed by treatment with cod-liver oil and calcium 
lactate. A powder containing at least 10 grammes of the latter should be 
used daily, and is best administered fasting with a glass of milk. The patient 
should be exposed to sunlight when this is possible ; otherwise treatment 
by ultra-violet irradiation may be used, starting with a short exposure to a 
carbon arc ray and increasing gradually up to 30 minutes. There is no 
evidence that phosphorus is of any value in the treatment of osteomalacia. 
Where the disease exists in great endemic areas, questions of diet, and social 
and religious customs are proving very difficult. In large areas of China 
and India the diet is often deficient in quantity, and inadequate in calcium 
and vitamin D. In the high mountain valleys of these countries and in 
areas of India where purdah is practised, darkness adds to the danger by 
causing further deprivation of vitamin D. With regard to China, Maxwell 
states: “‘ We want flocks and herds, milk and meat, with security of life 
and property.” The suggestion has been made that it might be practicable 
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in India and China to dispense calciferol freely at a low price just as quinine 
is dispensed in malarial districts. The relation of ovarian function to calcium 
metabolism has not yet been settled. Osteomalacia gets worse during lacta- 
tion, no doubt because of the great drain of calcium from the body. Improve- 
ment has been observed after ovariectomy. This operation may act merely 
by preventing pregnancy, and it is presumably just as reasonable to ligate 
the Fallopian tubes. When pelvic deformity demands it Cesarean section 
is necessary. 


OsTEOMALACIA IN IDIOPATHIC STEATORRH@A 


When osteomalacia occurs in the course of idiopathic steatorrhwa (Gee's 
disease), the following features may be present: fatty stools, dilatation of 
the colon, tetany, ansemia, skin lesions, and infantilism (see p. 476). The 
disease occurs in both sexes and the history nearly always goes back to early 
childhood. The symptoms develop in spite of an adequate diet. We must, 
therefore, suppose that there is some disturbance of gastro-intestinal function 
resulting in deficient production, absorption or utilisation of one or more 
essential factors. The serum calcium is low and the plasma phosphorus is low 
or normal. The total fat in the stools may reach 40 per cent. or more, and 
the bulk of this is unsplit fat. The clinical and radiological features are 
exactly the same as in dietetic osteomalacia. An opaque enema will reveal 
dilatation of the colon. In treatment the fat in the diet must be cut down 
to a minimum, and the calcium salts and vitamins kept high. Vitamin D 
must be given in a solid and not in an oily medium. The rognosis of this 
type of osteomalacia is good especially in young people. Splinting or even 
osteotomy may be necessary to correct deformities such as genu valgum. 
The pelvic deformity may necessitate Cesarean section. 


OSTEOGENESIS IMPERFECTA 


Synonyms.—Fragilitas Ossium Congenita; Osteoporosis Congenita ; 
Congenital Osteopsathyrosis ; Osteopsathyrosis Idiopathica. 

Definition.—A generalised disease of the skeleton, congenital, and in 
some 25 per cent. of cases hereditary, in which the bones are so fragile that 
repeated fractures occur. Multiple fractures may occur in utero (pre-natal 
type of Vrolik, 1849), or fractures may not occur until after birth (post- 
natal type of Lobstein, 1833). Both sexes are affected equally. 

fEtiology.—This is unknown. : 

Pathology.—In both types the basic defect appears to be defective 
osteoblastic activity. The cortex of the bones may be scarcely thicker than 
paper, and the trabecule of spongy bone are extremely thin. In the pre- 
natal type many fractures are seen; in some cases practically every bone 
in the body has been fractured, The older fractures exhibit good callus 
formation. In extreme cases, especially in the pre-natal type, the cranial 
ossification is so disorganised that the vault of the skull consists of a mosaic 
of small Wormian bones. Congenital hypoplasia ocours in other mesenchymal | 
tissues, notably the ligaments and the sclerotics. There is no evidence 
whatever of vitamin deficiency. No abnormality in the serum calcium, 
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plasma phosphorus, or calcium sha a has been demonstrated. The plasma 
phosphatase tends to show a raised value but this is not constant. 

Symptoms.—The general health of the patient is good- but fractures 
occur from the most trivial violence or even normal muscle action. In the 
course of time, 20, 30, or even 100 spontaneous fractures may occur. They 
are often subperiosteal and cause little pain. The patient tends to be short 
in stature and slender in build. As a result of anomalous cranial ossification, 
the shape of the head is often striking. A bitemporal protuberance se 
marked as to turn the ears outwards is frequently shared but protuber- 
ances in the occipital and frontal regions are also seen. Every bone in the 
body may be deformed. The limbs are often bowed and of unequal length. 
Kypho-scoliosis, distortion of the ribs and sternum, and asymmetry of the 
pelvis all occur. Three other defects are commonly found in association 
with the fragile bones, namely, leaden blue sclerotics, a tendency to dis- 
location of joints, and after the age of 20 years otosclerotic deafness. Amongst 
the adult population affected with blue sclerotics approximately 60 per cent. 
have an associated liability to fracture, approximately 60 per cent. an 
associated otosclerosis, and 44 per cent. suffer from all three defects. Osteo- 
genesis imperfecta sometimes occurs in an hereditary form without blue 
sclerotics. 7 

Diagnosis.—Severe cases and all those with blue sclerotics are unmis- 
takable. In the new born great ee of the limbs may suggest achondro- 
plasia, but the skull is quite different. Cases of spontaneous fracture m the 
adult occurring in hyperparathyroidism, hyperthyroidism, myelomatosis, 
osteoclastic carcinomatosis, and neuropathic atrophy of bones really cause 
no difficulty. 

Prognosis.—Severe cases of the pre-natal type are either stillborn or 
live only for -a short time. In post-natal cases the condition proves more 
severe the earlier the first fracture appears. Multiple fractures in the first 
few years of life may lead to such deformities that the patient can never 
walk and may die before puberty. In those who survive, the liability to 
fractures tends to become less before puberty. In eae the longer the 
patient lives the greater will be the improvement, and in many of the adult 
cases the disability is slight only. 

Treatment.—The utmost care must be taken to avoid the occurrence 
of fractures. Treatment consists in gentle handling and careful splinting. 
Union usually occurs without delay and is firm. Dislocations are reduced 
without difficulty. Vitamin D, calcium salts, and a high calcium diet have 
no effect on the course of the illness. 


OXYCEPHALY 
Synonyms.—Tower Skull; Steeple Head; Sugar Loaf Head; Acro- 


cephaly ; Craniostenosis. . 

Definition.—A congenital deformity of the skull due to premature 
synostosis of the cranial sutures. The skull is short from front to back and 
ite vertical diameter is inereased. Allied forms of craniostenosis are scapho- 
sephaly, the boat-shaped head, and plagiocephaly, the obliquely flattened 
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_ €tiology.—This is unknown. The disease is more common in males 
than females. It is sometimes hereditary and familial. It is usually present 
at birth but it may develop subsequently up to the age of six. 3 

_ Symptoms.—lIn its slightest form it attracts attention, while in its grosser 
forms there is no passer-by but is shocked by the disfigurement and repelled 
by its hideousness. The forehead is much increased in height, ke ing 

radually upwards to the vertex with feebly marked superciliary arches! 

he vertex of the skull appears pointed instead of flattened or rounded, 
and a thin bony prominence is sometimes felt in the region of the bregma. 
The hairy scalp may be raised above the normal level and present the appear- 
ance of being perched on the top of a cone. Viewed )aterally, the ears appear 
placed on a lower level than normal. Proptosis is present in most cases, 
and it may be so considerable that the eyeballs become dislocated in front 
of the lids. Failure of closure of the eyes, especially during sleep, may lead 
to lachrymation and conjunctivitis. Divergent squint is common and 
nystagmus is present in some cases. Symptoms arise from insufficient 
room within the skull for the developing brain. There is increased intra- 
cranial pressure with headache and sometimes vertigo. The condition is 
sompatible with normal intelligence, but not infrequently optic atrophy 
supervenes. This is secondary to papillcedema in some 85 per cent. of cases. 
In the remainder it is brought about by narrowing of the optic foramen and 
is of the primary type. The sense of smell is often completely lost, but taste 
is affected very rarely. Hearing is unaffected. The following associated 
congenital malformations have been described in a few cases: webbing of 
a fingers and toes; malformation of ears, elbow and shoulder joints, and 

gers. 

Radiological appearances.—Radiographs show an increased vertical 
diameter of the skull with its highest point either at the bregma or some- 
where between it and the lambda. The anterior fontanelle closes late, and 
its site is marked by a slight protuberance over which the bone is thinned. 
The sutures of the vault are partly or entirely absent, but the basal suture 
between the sphenoid and the occipital bone may be widely open. The air 
sinuses are rudimentary, and the middle fossa bulges forward. The most 
characteristic feature is the presence of numerous deep convolutional markings, 

Prognosis.—The optic atrophy, whether primary or secondary, may 
advance to complete blindness. There is nothing to show that oxycephaly 
shortens life. 

Treatment.—Anodynes should be used in the relief of headache. If 
the symptoms of increased intracranial pressure become marked, and the 
- changes in the optic discs progress, decompression may be necessary. 


DISEASES OF ENDOCHONDRAL OSSIFICATION | 


ACHONDROPLASIA 


Synonyms.—Chondrodyetrophia fostalis. (Kaufmann); Micromelia 
Definition.—A disease of foetal life in which defective endochondral : 
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ossification makes the bones preformed in cartilage short, but stout and 


wa 

tiology.—This is unknown. Both sexes are affected equally. It is 
hereditary and has been recorded in six generations. Several members of 
the same family may be affected. The condition is unrelated to rickets, 
cretinism, syphilis, or tuberculosis. 

Pathology.—The essential abnormality is found in the cartilaginons 
epiphyses. The cartilage does not prepare itself for ossification, which is 
im consequence so slow that the long bones are too short. Since, however, 
the periosteum goes on laying down bone normally, the bones are stout 
and strong. The membrane bones of the skull are unaffected, so that the 
calvaria is of normal size. Premature synostosis of the cartilaginous bones 
at the base of the skull leads to shortening, and consequent depression 
of the bridge of the nose. The clavicles are not affected. The pelvis is 
distorted and contracted, the sacrum being tilted forwards. Extreme 
lordosis may be present. The costo-chondral junctions are enlarged to 
form a rosary. The scapula is so small that the glenoid fossa scarcely holds 
the head of the humerus. 

Symptoms.—The patient is dwarfed but of normal intelligence. The 
usual height of the adult is about four feet. The vault of the head is large 
and the frontal and parietal eminences prominent. The face is small and 
the nose has a depressed and flattened bridge. The nostrils are large, the 
lips thick, and the lower jaw and chin well developed. The teeth are normal. 
The trunk is of normal size but the extremities are much shortened, and 
with the arms at the sides the fingers reach no farther than the great troch- 
anter of the femur. The humerus and femur are relatively more shortened 
than the other bones of the extremities, so that the proximal segments of 
the limbs show the most marked shortening. The arms are muscular and 
are held a little abducted from the trunk. The hands are short, thick, and 
trident-shaped, the fingers being almost equal in length. The lower limbs 
are thick and often show deep transverse furrows as if there were redundancy 
of the soft parts. This appearance is due to the packing of well-developed 
muscles into the restricted long axis of the limb. This muscular develop- 
ment enables the achondroplasic to perform feats which are surprising in 
one so small. He rises from the lying-down position by a characteristic 
springing movement from the legs without any assistance from the arms. 

he curving and enlargement of the ends of certain bones gives rise to bow 
legs and beading of the ribs. The lumbar curve is increased owing to tilting 
forward of the sacrnm and excessive development of the. buttocks. In 
consequence the gait has a peculiar duck-like waddling character. The 
genital organs are normal, The fact that the female may become pregnant 
makes the pelvic.deformity of great importance. The conjugate diameter 
is greatly narrowed, and it is almost impossible for an achondroplasic woman 
to give birth to a living child except by Cesarean section. That the disease 
has existed for something like five thousand years is known from models 
found in mummies of two achondroplasic gods of ancient Egypt, namely 
Ptah-Sokar and Bes. In the Middle Ages the attractive antics of achondro- 
plasios made them much sought after as court jesters or dwarfs. To-day 
not infrequently they play the parts of clowns at fairs, circuses and music- 
halls, and sometimes break chains on the stage. 
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Diagnosis.—In the new born the great shortening of the limbs may 
suggest osteogenesis imperfecta, but the skull is quite different. In child- 
hood the malady is readily distinguished from rickets and congenital syphilis 
by careful attention to the physical signs. Achondroplasia differs from 
cretinism in that the patient is of average intelligence, and has normal skin, 
hair and voice. The pituitary dwarf presents no difficulty because the 
limbs and trunk are in perfect proportion. 

Prognosis.—The majority of infants suffering from achondroplasia are 
either still-born or die shortly after birth. If the child does survive, the 
expectation of life is normal. The female achondroplasio faces greater risks 
in parturition than a normal woman. 

Treatment.—No treatment is of any avail. Orthopedic treatment for 
bow legs is unnecessary. The pelvic deformity may necessitate Cosarean 
section. 


DYSCHONDROPLASIA 


Three clinical conditions are included under this heading. In all of them 
islands of ectopic cartilage are found giving rise to multiple ecchondromata 
or enchondromata. The three conditions are grouped together because of 
one feature they have in common, namely arrest or perversion of the normal 
process of endochondral ossification in certain bones, This change differs 
from that seen in achondroplasia only because it is neither symmetrical nor 
universal. Different manifestations of dyschondroplasia may occur in various 
members of the same family. 

(1) Hereditary multiple ossifying ecchondromata (hereditary deforming 
chondrodysplasia, diaphysial aclasis, or multiple cartilaginous exostoses). This 
is a fairly common disease in which multiple bony tumours are found in 
association with certain other skeletal deformities. It is hereditary and 
may affect several individuals of the same family. It is more common in 
males than in females in the proportion of 3 to 1. It is usually discovered 
in childhood. Palpable bony tumours up to 2 cm. or more across are found 
more or less symmetrically placed near the knee, shoulder, hip, ankle and 
wrist. The scapula, ribs and pelvic bones may sometimes be affected. 
The stature is shortened and the limbs may be unequal in length. In the 
majority of cases the ulna and fibula are disproportionately short in relation 
to the radius and tibia. Bowing of the radius, ulnar deviation of the hand, 
irregular length of the fingers, and valgus deformity of the foot all may 
occur. Sarcoma supervenes in 6 per cent. of cases. Local exacerbation of 
symptoms in a aes over 30 years of age may be the first indication of 
its onset. Rarely pressure of an exostosis upon the spinal cord may cause 

araplegia, or upon a nerve trunk pain or local paralyais, Aneurysm has 

n recorded’ from pressure upon an artery. The radiological appearances 
are characteristic. The metaphysis of the bone affected is broadened and 
distorted, and ar ae ecchondromata with broad bases and pointed tips 

roject from it. The cartilaginous cap of the tumour is not seen unless it 
is calcified. The earlier the ecchondroma occurs the nearer to the centre: 
of the shaft will it.be. Where ecchondromata protrude between adjacent 
bones such as the tibia and fibula, local fusion may occur. The ulna is 
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likely to be short and to end in a point, articulating with the radius on its 
mesial aspect but not partaking in the carpal articulation. Usually no 
treatment is required but should it be necessary to remove any particular 
swelling this is easily carried out. 

(ii) Multiple chondromata (Enchondromatosis). This is a rare disease 
affecting the bones of the hands and feet. Curtilaginous swellings in the 
fingers and toes begin in childhood and increase in size up to the age of 
30 years. The swellings are firm, elastic, rounded and slightly translucent. 
The skin over the larger ones may be tightly stretched and shiny and show 
oe veins. The hands and feet may become hideously deformed. 

ometimes a rib near the costal cartilage, the sternum, the pelvis, and the 
scapula are affected. In certain cases the ulna and fibula are dispropor- 
tionately short as in diaphysial aclasis. Spontaneous fractures may occur, 
and sarcoma may supervene after years. Radiologically chondromata are 
seen as rounded, eccentric translucent areas expanding the corticalis, inter- 
rupting its outline, and projecting into the soft tissues. Sometimes the 
swellings are trabeculated and they may contain dense, punctate, calcified 
areas. Where operation is undertaken to excise some of the chondromata 
care must be exercised to avoid spontaneous fracture of the phalanges or 
metacarpals. 

(iti) Unilateral chondrodysplasia (Oliier’s disease). This is a very rare 
type of chondrodysplasia occurring in children and sometimes familial. 
It usually has a completely unilateral distribution, but some cases have 
only one bone or one limb affected, and others are bilateral. Some abnor- 
mality is often first noticed between the first and second years of life, when 
as a rule one limb is found to be shorter than its fellow. The difference in 
length becomes progressively greater as growth proceeds. Deformity may 
occur either because weight bearing causes bending of the bone, or because of 
the different rate of growth where only one of the paired bones is affected. 
Most patients seem to reach adult life, when their symptoms are mainly 
those of their deformities and sometimes of a secondary arthritis. In a 
small proportion of cases sarcoma supervenes. The diagnosis largely depends 
upon examination of radiographs. The ends of the long bones show translucent 
longitudinal strie interrupted by small pale mottled areas and dark punctate 
spots. In the areas affected there is extensive alteration in the pattern of 
the corticalis and spongiosa, but the centre of the shaft remains normal. 
As the child grows older the typical striped appearance disappears and is 
replaced by dense punctate speckling due to areas of calcification. The 
disease has occasionally been mistaken for osteitis fibrosa, but the radio- 
logical appearances are pathognomonic. Treatment is concerned with the 
ahaa and relief of deformities, and proceeds along the usual orthopedic 
ines. Osteotomy is sometimes necessary. Fractures are of fairly common 
occurrence, and like the osteotomies appear to unite well. 
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DISEASES OF THE BONE MARROW 
MULTIPLE MYELOMA 


Synonyms. — Myelomatosis; Kahler’s Disease; Plasmacytoma ; 
Hematogenous Myeloma. 

Definition.—A fatal disease characterised by the development of multiple 
tumours in the skeleton, which arise from cells of the bone marrow. It is 
very rare. The bones are affected in the following order of frequency : 
spine, ribs, sternum, skull, scapula, pelvis, clavicle, humerus and femur. 

Etiology.—Multiple myeloma is of unknown origin. It is a malignant 
neoplasm of the hematogenous marrow occurring in multiple foci. The 
disease is related to leukeemia, but differs from it in the sharper localisation 
of the neoplasia, the absence of enlargement of the spleen or lymph-glands, 
the much smaller tendency for the abnormal cells to enter the blood stream 
and the frequent appearance of Bence Jones protein in the urine. Inter- 
mediate forms occur with features of both diseases. It is associated with 
interesting alterations of protein metabolism. The disease is sometimes 
familial. It begins most commonly at the age of 55, and only 10 per cent. 
of cases occur before 40. The sexes are affected in the proportion of three 
men to two women. 

Pathology.—Multiple deep red or reddish-grey sharply defined tumours 
are found distributed throughout the red bone marrow. They are usually 
a few millimetres in diameter and very numerous. Occasionally a tumour 
may reach a diameter as great as5cm. They are composed of blood-forming 
cells, either myelocytes, myeloblasts, erythroblasts, or cells resembling 
plasma cells. They erode bone, sometimes expand the cortex, and cause 
deformities and spontaneous fractures. Rarely a diffuse hyperplasia of the 
marrow is associated with foci of tumour formation. Tumours may also 
be found outside the skeleton in the tonsils, liver, spleen, kidneys, or sex- 
glands, and these lesions may even precede those in the bones. The marrow 
tumours give rise in the urine to the Bence Jones protein which appears 
as a cloud when the urine is heated to 55° C., redissolves at 85° but reappears 
on cooling. It is found in 75 per cent. of cases, from a trace to a large 
amount, . In some cases it appears early in the disease, in others late. Its 
occurrence may be continuous or periodic. Sometimes a substance allied 
to amyloid material is deposited in the muscles and in nodules connected 
with the periosteum, burs, tendon sheaths and joints. It is possible that 
both the Bence Jones protein and the amyloid substance are produced from 
the breakdown of myelomata. The serum globulin is usually increased even 
as much as 8 per cent. (normal 2 per cent.). The albumin-globulin ratio 
may drop from the normal 2-2 to a figure as low as 0b. The formol-gel 
reaction 18 positive (see p. 253), and there is a very rapid rate of sedimenta- 
tion of the blood. Metastatic calcification while by no means constant has 
been frequently observed in the kidney, lung, stomach, myocardium and 
uterine mucosa. The serum calcium is usually normal, but, taking into 
account the bone destruction which occurs as the result of erosion by the 
marrow tumours and also the metastatic calcification, it is not surprising 
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that high serum calcium values have sometimes been recorded. Figures 
from 13 to 16 mg. per 100 c.c. have been found, Those cases with a normal 
serum calcium have a normal calcium output, while those with a high serum 
calcium have an output up to double the normal. Where renal insufficienc 
complicates multiple myeloma the plasma phosphorus is found to be hig 
and may rise as the kidney condition becomes worse. The parathyroids 
are not enlarged in multiple myeloma. 

Symptoms.—The initial symptom is pain, often bilateral, in the thoracic, 
abdominal and lumbar regions, and sometimes in the neighbourhood of the 
joints. Progressive kyphosis or angular curvature of the spine with loss of 
total height follows. "The spine, sternum and ribs may be tender on per- 
cussion. It is unusual for any of the myelomata to be palpable. In 60 per 
cent. of all cases spontaneous fracture occurs in the ribs, sternum, or later 
in the long bones. In no other type of bone tumour does pathological 
fracture occur so frequently. In some cases amyloid masses may be palpable 
as firm, rounded, slightly tender, subcutaneous nodules more than a centi- 
metre in diameter. They are felt especially in the scalp, along the spine, 
near the joints, and in the musculature, particularly that of the pelvic and 
shoulder girdles. There is usually a hypochromic anemia, lich: becomes 
aggravated in the terminal stages. In a few instances cells of the type which 
constitutes the tumour enter the blood stream in larger or smaller numbers, 
and it is probable that they can be found in the majority of cases if a suffici- 
ently careful search is made. In rare instances the anemia is of the leuco- 
erythroblastic type (p. 783). Nephritis without hypertension is fairly 
common. The temperature is usually normal but recurring fever has been 
observed. The patient ultimately becomes bedridden and cachectic. It 
seems justifiable on clinical grounds to consider separately what may be 
called the vertebral form of the disease. Here the growth is confined for 
some time to the vertebral and extradural tissues. Moreover, death may 
occur before the growths become widespread, and sometimes without the 
Bence Jones protein having appeared in the urine. In this variety the 
patient rapidly develops signs of a transverse een lesion with blockage 
of the spinal canal. The thoracic cord is usually the site of compression 
and there is focal spinal tenderness. Radiographs show destruction of the 
corresponding vertebral body. 

Radiological Appearances.—In radiographs the marrow tumours are 
found mainly in the spine, ribs, sternum and skull. They are seen as clean- 
cut elliptical or circular areas of complete translucence, set closely together 
and varying from 1 mm. to 5 cm. in diameter. The larger tumours may 
expand the cortex of the bone affected. There 1s a good deal of generalised 
osteoporosis throughout the affected bones. The spine shows aera. of 
the bodies of one or more vertebre. The skull is not thickened. Patho- 
logical fractures, especially in the ribs, are very common. 

Diagnosis.—Once the lesions have appeared in many bones the diagnosis 
is easily made, The age of the patient, multiple involvement of the bones. 
of the thoracic cage, spontaneous fracture of a rib, Bence Jones protein in 
the urine, progressive ansmia, cachexia and characteristic radiographs 

an. unmistakable clinical picture. Biopsy of a portion of bone or 
examination of a bone-marrow smear from a sternal puncture may reveal 
the characteristic myeloma cells. Secondary carcinomatosis of bones may 


1393 DISEASES OF THE SKELETON 


cause difficulty, especially in cases in which the primary growth is symptoms 
lees. It is essential to differentiate the disease from generalised osteiti- 
fibrosa (hyperparathyroidism). There is some resemblance in the clinical 
picture as it affects the skeleton, but the presence of the Bence Jones protem 
and the blood chemistry are characteristic. In multiple myeloma the serum 
calcium is usually normal. If it is high it is associated with a high plasma 
phosphorus, whereas the characteristic effect produced by parathyroid 
hyperfunction is a high serum calcium with a low plasma phosphorus. In 
osteomalacia the patient is usually a woman in the child-bearing period of 
life, and a good deal of bending occurs in the bones. The blood chemistry 
is characteristic. Sometimes in the early stages of multiple myeloma wide- 
spread pain in the thoracic, abdominal and lumbar regions may lead to a 
mistaken diagnosis of fibro-myositis. In tuberculous caries of the spine 
neither the ribs nor the sternum are involved. The fact that the Bence 
Jones protein is found in the urine in an occasional case of leukemia need 
cause no mistake. In those cases in which nephritis complicates multiple 
myeloma the albuminuria may cause difficulty. The Bence Jones protein 
may be detected in the presence of albumin by making the urine slightl 
acid with acetic acid, boiling it and filtering while hot, using a funnel wit 
a hot-water jacket. If Bence Jones protein is present the filtrate will become 
cloudy as it cools. 

Prognosis.—The prognosis is hopeless. Death often occurs within six 
months of the onset of symptoms, but occasionally a patient survives for 
two years or more. Broncho-pneumonia, cachexia, or compression para- 
plegia with ascending pyelo-nephritis are the usual terminal events. 

Treatment.—The patient should be treated by rest in bed, anodynes 
and suitable splinting when necessary. Occasionally deep X-irradiation 
can be used with effect. It alleviates pain and reduces the size of the 
tumours, but rt does not retard the progress of the disease. It is clearly 
unjustifiable to explore the neck in search of a parathyroid tumour. When 
the symptoms and signs point to compression of the spinal cord surgical 
Intervention may be worth while. Laminectomy reveals a grey or reddish- 

y extradural mass either pushing the cord backward or encircling it. 
Removal of the mass decompresses the cord and is followed by improve- 
ment. Deep X-irradiation and the wearing of a spinal brace are advised 
after laminectomy. | 

| 7 DonaLD Hunter. 
Lesiiz J. Wrrrs. 


GAUCHER’S DISEASE 


In 1922 Pick discovered a gross osseous form of Gaucher’s disease. Ht 
is exceedingly rare. The symptoms are pain in the bones, pathological 
fractures and ‘sometimes angular curvature of the spine. In radiographs 
the: bones show patchy osteoporosis. A characteristic feature is that the 
ends of the femora are widened evenly. Both skull and pelvis may be in- 
volved. Sometimes scattered through the bones there are focal pale rounded 
areas which expand the cortex. These areas:are deposits of kerasin, a galaeto- 
lipm. The usual characteristics of Gaucher's disease are, of course, present 
(see pp. 884, 835). Se - 
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HAND-SCHULLER-CHRISTIAN’S DISEASE 


The lesions of Hand-Schiiller-Christian’s syndrome (lipoid granulomatosis 
or xanthomatosis of bones) are not confined to the calvaria, the orbit or the 
sella turcica (see p. 836). Erosions of the maxilla and mandible have been 
described, resulting in loosening or falling out of the teeth. Erosion of the 
ae bones may lead to a syndrome simulating otitis media, and bilateral 

eafness has been observed. Large areas of rarefaction have been described 
in the long bones of the extremities, and in the spine, pelvis, ribs and 
clavicles. Pain may occur in the bones affected, especially the head, pelvis 
and thigh. Spontaneous fracture is not uncommon. When the pelvis is 
involved there may be deformity, including shortening of one lower limb. 
In some cases the skull escapes entirely, diabetes insipidus and exophthalmos 
being absent. Radiologically the deposits of cholesterol-ester are seen as 
irregular clean-cut translucent areas sometimes with a few coarse trabecule. 
In order to distinguish the condition from mu)tifocal osteitis fibrosa it may 
be necessary to excise a portion of bone for histological section. The lesions 
tend to yield temporarily to treatment by X-irradiation. 
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SECTION XIX 


DISEASES OF THE SKIN 


I. ANATOMY AND PHYSIOLOGY 


In order that the diseases which affect the skin may be understood it is 
necessary to give s brief account of the anatomy, physiology and general 
pathology of the skin. 

AnaToMY.—The skin is a fibrous structure varying considerably in 
thickness in different parts of the body and covered externally by several 
layers of epithelial cells. On section its main bulk is seen to be made up 
of white fibrous tissue bundles running chiefly parallel to the surface and 
bound together by thin fibres of elastic tissue. The surface of this fibrous 
mass, which is called the dermis, is not level but is surmounted by a number 
of finger-like projections, called papills, which fit into corresponding depres- 
sions or pits-on the under surface of the epithelial covering which is called 
the epidermis. 

In the fibrous stroma of the dermis blood vessels, lymphatics and nerves 
ramify. The arteries form a plexus of large vessels at ihe junction of the 
dermis with the subcutaneous fatty layer and from this deep plexus arteries 
pass upwards, frequently near hair follicles or sweat ducts to which numerous 
twigs are sent, to another superficial or alt oa aa plexus situated just 
below the bases of the papills. From this smaller vessels pass upwards to 
end in the papille. The vetns follow a similar course in the opposite direction. 

Lymph circulates freely in the spaces between the cells of the epidermis 
and the fibres of the dermie, but definite lymphatic vessels are aleo found in 
the papillw and in the dermis, accompanying the blood vessels. 

he nerves of the skin are both medullated and non-medullated. They 
also follow the course of the blood vessels and are distributed to the hair- 
follicles, sweat and sebaceous glands, blood vessels, arrectores pili muscles 
and to the connective tissue bundles in their passage through the dermis. 
Losing their medullary sheath in the sub-papillary layer some fibres pass up 
and are distributed to the papilla and to the basal and mucous layers of the 
epidermis, while other medullated fibres end in curious whorls in the papille, 
which are called the touch corpuscles of Meissner; a few end in sal ovoid 
sar patil Pacinian é ea, a we ee tissue. 4 
e opt s consists of several layers o , varying considerably in 
thickness in various parts of the body. The layer nearest the dermis consists 
of regular cubical cells to which it is intimately attached, and it is from 
this layer that the rest of the epidermis is developed; it is spoken of as 
the stratum germinativum or basal layer. The layers above this consist 
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of cells in various phases of transformation into horn cells, which are seen 
in their final form in the outermost layers, Above the basal layer there are 
several layers of large polyhedral cells with large nuclei and a spongy cell 
substance ; they are bound to one another by fine fibrils from which they 
have obtained the name “ prickle ” cells; this is the mucous or Malmghian 
layer. Above this are one or two layers of lozenge-shaped cells, lying parallel 
to the surface of the skin, whose protoplasm contains large deeply staining 
granules, giving to it the name granular layer. Then comes a thin trans- 
parent layer, the stratum lucidum, and above this the horny layer. Here 
the cells have lost their nuclei and protoplasm, and consist only of a cell 
capsule which has been converted into a highly resisting substance called 
keratin ; the cells are intimately bound together and can only be separated 
with great difficulty. Thus a strong protective layer is produced which can 
only be destroyed by strong acids or alkalis or by violence. 

In the cells of the basal layer are produced granules of pigment which act 
as a protection against light rays. The pigment is an iron-free substance 
named melanin, and its method of production is still a matter of controversy. 
In the dark races the deeper cells of the mucous layer also contain melanin 
granules, and these can also be found in wandering cells in the dermis but are 
not formed in these cells. 

Dipping down from the epidermis into the dermis are certain epithelial 
structures, the hair follicles with their sebaceous glands, and the sweat glands. 

The hair follicles are pockets of epithelium which contain in their walls 
all the layers of the epidermis in a modified form. They penetrate the whole 
thickness of the dermis and often pass into the subcutaneous tissue for some 
distance. The hairs grow from enlarged papille at the bottom of the pits 
and also consist of modified epidermis, so modified that the cellular structure 
is only visible on the outer layers formed of superimposed scale-like cells, 
the cuticle of the hair ; the remainder of the hair structure consists of an 
outer fibrous part, the cortex, and a more succulent centre, the medulla. 
Hairs are present all over the skin except on the palms and soles, and vary 
very much in size. Their ordinary characteristics need no description. The 
hair follicle is inserted obliquely in the skin, and on the aspect where it forms 
an obtuse angle with the surface, a small band of unstriated muscle, the 
arrector pili, is found, attached below to the hair follicle near the papilla 
and above to the fibrous tissue underlying the surface epidermis. This 
muscle on contraction erects the hair. 

From the same side of the hair-follicle, and lying between it and the 
muscle, so that it is compressed when the muscle contracts, is found a 
sacculated gland growing out of the follicle ; this is the sebaceous gland. It 
secretes an oily substance which lubricates the hair and the skin surrounding 
the follicle. The secretion is produced by fatty degeneration of the cells of 
the gland itself, and is expressed by contraction of the arrector pili muscle. 
These glands vary much in size and in some cases far exceed that of the hair 
follicle ; in this case they often open directly on the surface of the skin in 
common with the hair follicle. They are most developed on the face, back, 
chest and scrotum. 

The other epithelial appendages are the sweat glands, which are found 
everywhere in the skin. They are tubular structures which pass down to the 
lowest part of the dermis or into the subcutaneous tissue and end in a coil, 
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the sweat or coil gland, the straight portion passing to the surface being the 
sweat duct. Both the duct and sland consist of a single layer of cubical cells 
which becomes continuous with the basal layer of the epidermis. The duct 
has no special epithelial lining through the epidermis. Involuntary muscular 
fibres, which expel the secretion of the gland and are under the control of 
special pilo-motor centres, are present among the coils of the glands. The 
secretion of the gland is a true secretion and is not produced by degeneration 
of its cells, as in the case of the sebaceous glands. Certain large sweat 
glands, called apocrine glands, occur in the axille, nipples and pubic region, 
which do, however, show breaking up of the cell protoplasm during activity. 

The only other skin structures that require mention are the nails. These 
are simply modifications of the horny layer of the skin. The nail grows from 
that portion of the nail bed which is partly hidden by the nail fold and 
partly seen as the lunula of the nail, which forms a pale half-moon shaped 
area above that structure; this area is called the matriz. 

PuystoLoey AnD PatHotoay.—The functions of the skin are four in 
number—{1) It forms a protective covering over the whole body; (2) it is 
an organ of secretion ; (3) it is the seat of tactile sensation ; and (4) it plays 
an se pabgs part in regulating the temperature of the body. The skin 
also allows of absorption, though this can scarcely be considered one of its 
pana functions. From the point of view of dermatology the two first 

unctions are the most important. 

The protective function is a double one: firstly the skin as a whole lying on 
a loose connective tissue pad, protects the pia a structures from damage 
by acting as a buffer; secondly, the resistant characters of the horny layer 
protect from irritants, not only the deeper structures, but also the layers of 
the skin lying beneath it. for the moist cells of the body unprotected by these 
dry keratinised cells would perish if exposed even to the ordinary atmosphere. 
Damage to the horny layer is responsible for a very large group of inflamma- 
tions of the skin. 

The horny layer, however, does not act quite alone: it is made more 
impermeable to simple external irritants by the presence of a thin layer of 
oil on its surface which is provided by the secretion of the sebaceous and 
sweat glands. As will be shown later, absence or deficiency of this oily 
secretion renders the skin much more susceptible to external irritants. On 
the other hand, excessive sweat secretion from the large amount of water 
it contains may make the horny layer sodden, and therefore more liable to 
damage. Similarly an excessive sebaceous secretion tends to make the 
horny layer thicker and is an excellent medium for the growth of organisms. 

It must further be remembered that the horny layer does not form a 
complete sheet, but that innumerable invaginations which form the hair 
follicles and sweat ducts are present. These considerably weaken the pro- 
tective power of the horny layer, and it will be found that at these spots 
inflammatory reactions, due to damage of this layer, are most likely to occur. 
It is also practically certain that absorption takes place at these follicular 


openings. 

The secretions of the skin are the sweat and the sebum, the latter of which 
is the secretion of the sebaceous glands. The former is a watery fluid which 
contains traces of sodium chloride and other mineral salts, extractives, and 
a very small quantity of urea and fats. It varies very much in quantity, but 
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normally about equals the quantity of urine voided and, therefore, is re- 
sponsible for the removal of nearly 50 per cent. of the total water excreted 
by the body. The main function of this excretion of water is to maintain 
the temperature balance of the body and, therefore, in hot weather the 
amount of sweat is increased in order to cope with more rapid evaporation 
and so keep the body surface cool, the quantity of urine being correspondingly 
diminished unless larger quantities of water are imbibed. In cold weather 
the reverse is the case. 

A small amount of carbon-dioxide is also excreted by the skin, and the 
latter may therefore be said to be an accessory organ of respiration. 

The sweat has special interest to the dermatologist not only from its 
lubricating effect on the horny layer, but also from the fact that certain 
drugs are sometimes excreted by it, and it is possible that some of the 
eruptions caused by the ingestion of these drugs may be produced by their 
irritating action during the process of excretion by the sweat. 

The sebum is an oily secretion whose function appears to be entirely that 
of lubricating the hairs and surface of the skin: it not only helps to protect 
the skin from chemical] irritants, but also from the actinic rays of the sun. 

The other two functions of the skin, namely, the tactile sense and the 
regulation of temperature, will have been dealt with elsewhere, and as they affect 
the dermatologist but little, they will not be further considered here. 


Il. GENERAL DESCRIPTION OF SKIN DISEASES 


The bulk of skin diseases fall into two great classes, inflammations and new- 
growths. There are in addition certain conditions which cannot be included 
under either of these headings, and will require special mention, namely, the 
disorders of secretion, of sensation, of the circulation, and of pigmentation ; 
atrophies of the skin and certain congenital abnormalities, It will also be 
necessary to describe the diseases of the hair separately. As so many of the 
inflammations depend upon disorders of secretion, sensation and circulation, 
it is proposed to deal with these first. Before proceeding, however, to deal 
with pathological conditions of the skin, it will be useful to define the terms 
used in describing clinical manifestations. It must be realised, however, 
that these terms are used very loosely, and are only a convenient form of 
nomenclature. 

A macule is a spot which is not raised above the skin ; it may be vascular 
or pigmentary. The term is usually applied to small lesions up to the size of 
a pea, a larger lesion being called a “ plaque” or “tache.” Large sheets 
of redness are generally called an “ erythema.” 

A papule is a solid elevation usu ny. not exceeding the size of a pes. If 
the surface is flat and smooth it is called a “ plane” papule; if pomted an 
‘‘ acuminate” papule. 

A tubercle or nodule is an elevation usually between a pea and a hazel 
nut in size. The term nodule is also used for small solid swellings in the 
substance of the skin and subcutaneous tissue which do not necessarily 
project above the surface. 

_A tumour is a swelling exceeding a hazel nut in size. It need not 
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necessarily be solid, but this term is not usually applied to thin-walled super-— 
ficial fluid swellings. 

A wheal is a circumscribed elevation of the skin of a transitory character 
in which cedema is so marked as to force the blood out of the superficial 
capillaries and so produce a dead white elevation. 

A vestcle is an elevation not larger than a pea containing clear fluid. 

A bulla is a similar lesion of larger mze; in other words, a blister or a bleb. 

A pustule is a similar lesion to a vesicle, but contains pus instead of clear 
fluid. 

A scale is a lamella of the horny layer of the skin. 

A crust is a mass produced by the drying of exudates on the skin. 

An excoriation is an abrasion of the superficial layers of the epidermis. 

A fissure is a crack in the skin. 

An ulcer is a circumscribed loss of tissue involving the whole thickness 
of the epidermis. 

A. M. H. Gray. 


III. CONDITIONS PREDISPOSING TO SKIN DISEASES 
A.—DISORDERS OF SECRETION 


Under this heading are included deficiency or absence of sweat and 
sebaceous secretion, and also excessive secretion. 


ANIDROSIS OR DIMINUTION OF SWEAT SECRETION 


This occurs in many diseases, but is seen in its most marked form in 
xeroderma and ichthyosis. It also is seen in hypo-thyroidism and in its 
more marked form myxcedema, in the degenerating skin of old people. and 
in poisoning by certain drugs, of which arsenic is one of the most frequent 
examples. 

The milder cases of hypo-thyroidism show dryness of the skin, dryness, 
brittleness and thinning of the hair. They improve rapidly under the 
judicious administration of thyroid extract. 


XERODERMA AND ICHTHYOSIS 


These two nanies are applied to the mild and severe types of the same 
disease. The condition is one of abnormal dryness of the skin owing to the 
almost complete absence of sweat secretion accompanied by an overgrowth 
of the horny layer of the epidermis (hyperkeratosis). 7 

ZEtiology and Pathology.—The disease is inherited and often oocurs in 
several members of the same family. It attacks both sexes equally. The 
disease is usually noticed about the second year of life, but some children are 
born with a condition closely resembling it (ichthyost. emia): these 
children are frequently premature and generally aanborn: There is no very 
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definite evidence as to whether the changes in the epidermis follow the 
absence of secretions, or vice versa, or whether both are dependent on a 
common cause; possibly the overgrowth of the horny layer is an attempt 
on the part of Nature to compensate for the protection usually supplied by the 
only: secretions. Histological examination shows very marked increase in 
the thickness of the horny layer, which is irregular and grows directly from 
the mucous layer, the granular layer being absent. The sweat glands are 
apparently normal histologically, although they do not function normally. _ 

Symptoms.—In the milder cases (xeroderma) the skin is dry and rough, 
and there may be a certain amount of branny scaling on the surface. On the 
extensor aspect of the limbs the hair follicles are prominent and contain 
small horny spines. The palms and soles are more lined than normal, while 
the flexures of the body how little change. The hair is dry and lustreless, 
and occasionally stunted and brittle, while in a few cases only down grows on 
the scalp. 

In the more marked cases (ichihyosts) the body is covered with large fish- 
like scales which are firmly adherent. They may be thin, transparent and 
colourless, or thick and dark in colour (the so-called alligator skin). In these 
cases the trunk and extensor aspect of the limbs are most involved, the face 
and scalp often showing little change, though the changes mentioned above 
may be present. This dry skin is particularly liable to become inflamed on 
account of alteration in its protective mechanism. 

There is another form in which the disease develops in localised sheets, 
lines or bands (ichthyosis hystrix), but this condition is closely related to the 
linear nevi and will be dealt with under that heading. 

Prognosis.—The disease persists throughout life, and although it can be 
relieved by appropriate treatment it never really gets well. 

Diagnosis.—The dryness of the skin, the origin of the disease in early 
life, and its persistence, and the presence of fine or coarse scaling with the 
absence of inflammation render the diagnosis easy. 

Treatment.—This consists in an attempt to replace the natural oil of 
the skin. Frequent warm baths, followed by the application of some oily 
preparation, are usually sufficient. One of the most useful preparations is 
glycerin. amyli, adip. lane hydros. a4 ptes. #q., to which may be added 2 per 
cent, or 3 per cent. of salicylic acid if desired. Too vigorous use of soap is 
to be discouraged. 

Some authorities recommend thyroid internally, on the grounds that the. 
condition is due to deficient thyroid activity, but the results obtained have 
been scarcely sufficient to confirm this view. 


HYPERIDROSIS 


_ Definition.—This is a condition of over-activity of the sweat glands. It 
may be general or local. 

Etiology and Pathology.—Sweating in febrile illnesses is not included 
under this heading. The generalised forms are usually seen in adults, while 
the localised varieties are not infrequently seen in younger people. They 
are both probably due to disturbances of the nervous system, thong it 1s 
difficult to aay that they always ocour in neurotic individuals. There is 
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no rhe however, thet hyperidrosis is very liable to produce a neurotic 
condition. | “ 

Symptoms.—(reneralised hypertdrosis.—In this condition the patient 
sweats excessively, often on the least exertion or excitement. The sweat- 
ing may be so severe that the patient has to change his clothes several times 
a 


ay—even in cool weather. 

Looalised hyperidrosis.—There sre certain regions of the body particu- 
larly liable to excessive sweating, namely, the palms and soles, the axilie, 
and the genital region and perineum. The sweating is often very excessive, 
and may last for a very long time; there is, however, a tendency for the 
condition to diminish with age, it being most marked in the latter half of the 
second and the third decades of life. | 

The sweat allows certain saprophytic organisms to grow freely, with the 
result that decomposition takes place, and an extremely offensive odour 
develops. This is chiefly noticed in the feet, and is spoken of as bromdrosts. 
Occasionally the sweat is coloured (chromidrosis), due to bacterial activity. 

The skin constantly soaked in sweat is subject to attacks by irntants, 
bacterial and otherwise, and various forms of dermatitis are frequent com- 
plications of hyperidrosis, especially the forms spoken of as msharta rubra 
and dysidross (see p. 1414). 

Prognosis.—Localised cases will generally respond to treatment; but 
the more severe generalised cases are apt to be very persistent. 

Treatment.—For the generalised cases frequent warm baths are required. 
to keep the skin clean. Dabbing on a solution of tannic acid (1 per cent.) 
in 50 per cent. alcohol, or a dusting powder of talc containing 3 per cent. 
salicylic acid, is often useful. e general health should be looked 
to, and all dietetic errors and habits liable to cause sweating rectified. 
Some cases benefit by the internal administration of bromides and 
belladonna. 

The localised cases, when extreme, are best dealt with by X-rays. Ten or 
twelve doses, each of 120r (4 skin unit), given in groups of four doses at 
weekly intervals, with intervals of one or two months between the groups, 
usually give a satisfactory result. Bromidrosis of the feet is best dealt with 
by frequent washing and change of socks, by bathing in 1 in 4000 potassium 
eran gal solution, or by washing with lysoform, or other formalin soap. 
e feet should then be freely dusted with the powder mentioned above. 


SEBORRHGEA 


Definition.—By the term seborrhosa is meant an over-activity of the 
sebaceous glands, resulting in an abnormally greasy skin. 

Etiology.—This condition occurs from the time of puberty onwards, 
peavey diminishing as age increases. It tends to affect certain races and 
amilies, but is also influenced by the habits of individuals. Gastric dis- 
turbance, constipation, anemia, uterine trouble and the lke ali tend to 
exaggerate the condition. 7 

atholfogy.—The condition appears to be due to some disturbance of 
metaboliem not yet fully determined. Some authorities consider that 
infection by organisms play a part, but the evidence is inconclusive. 


PRURITUS 1401 


Symptoms.—The regions affected are the face—especially the nose, 
naso-labial folds—the scalp, chest and back. In the milder cases the skin 
is greasy ; in the more severe cases it is thickened—giving rise to a muddy 
a ppearance—and the follicles are patulous, This condition Darier has labelled 
“la kerose.” In other cases the sebaceous follicles are plugged with semi- 
solid sebaceous material. . 

Complications.—Seborrhwa is the underlying cause of many skin 
affections. Acne vulgaris is merely a more marked stage of the follicular 
plugging noted above. Infection by certain organisms producing sebor- 
rhosic dermatitis is very common, while the skin is especially liable to 
ordinary eczema and impetigo contagiosa. Acne rosacea is particularly 
liable to occur in seborrhoic individuals. 

Treatment.—The general health must receive attention. Diet should 
be regulated to get rid of dyspepsia and constipation; especially should 
excess of sugars and starches be avoided. Iron and arsenic are indicated 
in anemia, and uterine troubles should be appropriately treated. | 

Frequent washing with soap and water is necessary. Sulphur has a 
marked effect in diminishing the secretion, and especially in preventing 
organisms from growing in it; it may be used as a powder—sulphur. precip. 
5 parts, pulv. tale to 100 parts; or as a lotion, potass. sulphurat. min. 60 
sp. vin. rect. fl. oz. 2, aquam ad fi. oz. 8. 


B.—DISORDERS OF SENSATION 


The disorders of sensation comprise hypermathesia, angsthesia and par- 
seathesia. : 

Hyperesthesta is generally symptomatic of some organic or functional 
disease of the nervous system, and has little or no importance in derma- 
tology. 

Anesthesia also is usually symptomatic; but one form occasionally 
comes under the notice of the dermatologist first, namely, that associated 
with syringomyelia. The individuals affected show anesthesia with trophic 
changes in the skin of the fingers, often with whitlows and other signs of 
skin sepsis. Further investigation shows the lesions to be only part of a 
more general disease of the nervous system. This type is spoken of as 
Morvan’s disease, and is dealt with elsewhere (p. 1731). Localised areas of 
eee with redness, are frequently an early sign of leprosy (see 
p. 122), 

_Parasthesia forms the most important group from the dermatological 
point of view, as it includes itching or pruritus. 


PRURITUS 


Under this heading are included those cases of itching of the skin in 
which there is no other obvious dermatosis. It may be general or local. 
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GENERALISED PRURITUS 


_  tiology and Pathology.—The causes of general pruritus, apart from 
that due to animal parasites, may roughly be classified as follows : 

1. The presence of toxic substances circulating in the blood. For 
instance, in diabetes and jaundice from the presence of sugar and bile-salts 
in the blood. Similarly certain ingested drugs, such as opium, will cause it. 
It also occurs in gout and nephritis. - 

2. As a symptom of some blood diseases, such as leukemia and lymph- 
adenoma. 

3. In atrophy of the skin in old people, the so-called senile atrophy. 

4, In a large group of cases in which no cause can be found, and which are 
considered of functional origin. 

_ Symptoms.—In the majority of cases itching is the only or main 
symptom, but others, such as tingling and burning, may be present. It 
may vary very much in intensity, and may be intermittent. Some people 
suffer most in hot weather ; but it is more frequent on exposure to cold. Hot 
baths sometimes being on attacks. In the more severe types the condition 
is most distressing, the patient rarely has any peace, but is constantly scratch- 
ing, it keeps him awake at night, and as a consequence his general health 
suffers and he becomes a nervous wreck. In spite of this, it is extraordinary 
how little sign there is of scratching on the skin; some cases show a certain 
number of linear excoriations, but the scratch lesions are rarely as marked 
as they are in the localised forms and in parasitic affections. Sepsis of the 
skin is rarely seen. 

Diagnosis.—It is essential to try and find the cause. Parasitic infection 
should be excluded in the first place, and then internal ailments, including 
the blood diseases. The presence of marked scratch lesions, especially with 
ee suggests a parasitic origin; the special distribution of parasitic lesions 

ull be considered under their appropriate headings (p. 1441 e¢ seq.). 

Treatment.—In the cases in which no definite cause can be assigned it 
ig necessary to aitend to the general hygiene of the patient. Diet requires 
careful regulation; alcohol, strong tea and coffee should be forbidden, as 
should all substances likely to produce urticaria, e.g. shell-fish, strawberries, 
ete.; hot and highly ee dishes and excess of nitrogenous food are 
better avoided. Any disturbance of digestion, especially constipation, 
should be treated. In bad cases sedative drugs may be required, of which 
bromides, belladonna, cannabis indica and valerian are the most useful. 
Injections of pilocarpine are recommended in dry skins. In cases of sleep- 
lessness, hypnotics may be required. Opium should be avoided, as, apart 
from other reasons, it may increase the itching. 

Local treatment depends on the conditions which excite the pruritus : 
for instance, in some cases baths are advantageous, while in others they 
increase the itching. If the skin is dry, as in senile pruritus or when associ- 
ated with xeroderma, oily preparations are beneficial: glycerin of starch 
and lanolin in equal parts, or cocoa-nut oil with a little soft paraffin, are 
useful preparations, sal rong if 1 or 2 per cent. menthol or phenol is added. 
Liq. picis carbonis and liq. plumb. subacet. fort. aa min. 120, and milk to 
fl. oz. 8 is often satisfactory. Most cases, however, get most relief from alkaline 
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baths and lotions: for the latter lotio alkalina (sodium bicarbonate and 
borax, 1 per cent. of each in distilled water) answers well. 

It is very important to see that the patient changes his undervest at night. 
Many patients do not do so, and this undoubtedly predispgses to pediculosis. 
Even, however, in cases where no pediculosis appears to poressat: cases are 
often cured by attention to this detail. 


LOCALISED PRURITUS 


Certain parts of the body are liable to pruritus; these are the anus, 
vulva, and scrotum. Other local areas, however, may be attacked, such as 
the front of the ankle, lower part of the leg, thighs, back of neck and scalp. 

Etiology and Pathology.—Most of these localised cases probably start 
from some transitory cause, which gets better; but a vicious circle has been 
started, the scratching bringing on itching, and this causes scratching again. 
In the case of the anus, piles are a frequent cause. Some cases are, as 
Castellani has shown, due to fungus infection. Vaginal discharge frequently 
starts a vulval pruritus, as do sugar and other irritating substances in the 
urine. Sweating and friction of clothes, and possibly some parasitic con- 
dition, such as dhobie itch, may start a scrotal pruritus. 

For the other cases it is generally difficult to find a cause, and it is usually 
necessary to treat symptoms. 

Symptoms.—The localised itching is often followed by marked changes 
in the skin from rubbing and scratching. The usual change noted is that 
called lichenification, in which the skin becomes thick and ngid, the lines of 
the skin deeper, and the area assumes a dull purplish colour, and on clearing 
up often leaves deep brown pigmentation. This is well seen in the patches 
in the flexures and on the limbs, but is modified in the moist parts, where it 
usually takes on a white sodden and swollen appearance, surrounded by a 
bright red inflammatory zone. The surface is often covered by numerous 
excoriations or blood-stained crusts. Occasionally these excoriations may 
become septic, and ulceration may occur. The symptoms are often so severe 
as to affect the patient’s health by sleeplessness and worry. 

Treatment.—The treatment recommended for generalised pruritus 18 
often indicated in the localised cases, such as that directed towards obtaining 


eep, 
The first thing to do is to remove any local cause ; e.g. vaginal ape 
may require treatment. The bowels should be made to act freely by paraffin, 
saline aperients or enemata; aloes is better avoided. Irritating food, 
especially coffee, alcohol, curries, etc., should be interdicted. Piles may 
require surgical treatment, and any rectal discharge, fistual or worms should 
be dealt with. All the parts should be carefully washed, mild alkaline 
lotions or weak antiseptics being useful, and afterwards dried thoroughly 
and a tale or zinc oxide powder applied. Further relief may be obtained 
by the application of 1 per cent. phenol and camphor cream, or 5 per cent. 
oleinatum cocaine (B.P.C. 1923). If these milder measures fail, the parts 
may be painted with silver nitrate, grs. 10, ap. sther. nit. fl. oz. 1, twice or 
three times a week, and a bland cream or mild alkaline lotion applied. In 
casea due to fungus infection, Castellani’s fuchsin paint (see p. 1438) usually 
proves efficacious. 
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The most radical results, however, are obtained by X-rays. Three or 
four doses of 120r (4 skin unit) given at weekly intervals to the affected 
area will nearly always remove the itching setae at and the secondary 
changes in the sim will disappear. For localised y pruritus, excellent 
results are obtained by painting the affected parts with crude coal tar, which 
is allowed to dry, and a talc powder applied. This method should not be 
used if sepsis is present. Further, much relief is often given by exposures 
to the ultra-violet rays of the mercury-vapour lamp. 


C.—DISORDERS OF CIRCULATION 


Only certain circulatory disorders have any bearing on skin diseases, 
if we do not include those disturbances associated with infammation, Thcse 
which are referred to below usually come to the dermatologist on account 
of secondary changes produced in the skin. 


- ACROCYANOSIS 


Synonym.—Chilblain Circulation. | 

This is a condition most frequently met with in young women, though 
by no means confined to them, characterised by persistent blueness of the 
extremities, including the hands and feet, the nose and the ears. It includes 
the condition known as erythrocyanosis crurum puellarium frigida, which 1s 
fully described on p. 1079. 


CHRONIC VASCULAR STASIS OF THE LOWER LIMBS 


This condition occurs in almost all individuals approaching middle life, 
and progresses with age. In individuals suffering from varicose veins it 
commences earlier. As a rule no special symptoms are produced, but if the 
skin of the lower part of the leg is damaged—and it is particularly prone to 
injury—it does not heal well, and there is a great tendency for a dermatitis 
to be set up. In some cases, however, the venous congestion causes itching, 
and if the skin in this region is scratched a moist dermatitis is liable to arise, 
which becomes septic, and healing does not readily occur. In these ways 
we have the well-known “eczema of the leg” produced. These cases 
frequently go on to ulceration, and the familiar chronic varicose ulcer of the 
leg is the result. 


ROSACEA (ACNE ROSACEA) 


Definition.—This is a chronic vascular congestion of the nose and 
central part of the face, resulting from dyspepsia and other internal con- 
ditions, and followed by secondary inflammatory changes in the skin. 

4tiology and Pathology.—The disease is common in both sexes, but 
rather more so in women. It begins usually after 30, but is occasionally 
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seen before that age. It is generally associated with dyspepsia, usually 
of the flatulent type, though in many cases there is no very obvious gastric 
disorder. Cases have been recorded in which complete achylia gastrica 
was present, or in which there was considerable diminution in the hydro- 
chloric acid in the gastric juice. Uterine disturbance and the menopause 
are responsible for some cases. Alcohol and strong tea drinking are potent 
causes, 

The mechanism of this vascular dilatation is not quite clear. It is gener- 
ally assumed that some toxic substance is absorbed, and acts on the vaso- 
motor system; but it is more probably a neurosis. The follicular lesions 
are the result of the congestion and of the increased sebaceous secretion 
which the hyperemia causes, as well as of increased activity of the akin 
cocci. 

Symptoms.—The early symptoms are either those of transitory fiush- 
ing of the face, or the nose gradually becomes red. Hxamination shows the 

resence of dilated vessels on the ale of the nose. Later the congestion 
bacories more marked and not only affects the nose but the adjoining parts 
of the cheeks, the chin and the centre of the forehead. The a es may be 
persistent or remittent ; it is worse after meals. There is usually an increase 
in sebaceous secretion so that the skin becomes abnormally greasy. Scattered 
red papules now appear at the follicular openings, and often a bead of pus is 
seen in them, but no sebaceous plug or comedo. This is the typical “ acne ”’ 
rosacea. If the skin is very dry, this papular rash may be absent; but the 
whole affected area may become dry and scaly, especially if exposed to the 
weather, showing that the congestion renders the skin more susceptible to 
mild external irritants. In other cases, these inflammatory conditions are 
absent; but the vessels become very dilated, and much disfigurement 
results. In the most severe cases there occurs an overgrowth of skin and 
subcutaneous tissue which converts the nose into a lobulated tumour— 
rhinophyma. A number of ‘cases show a persistent type of conjunctivitis, 
sometimes associated with a keratitis and corneal ulceration. The severity 
of the eye symptoms does not, however, appear to correspond with that of 
the skin lesions. 

The patients complain of few symptoms except dyspepsia and 
ane of the face; but the unsightliness of the condition brings them for 
relief, 

Diagnosis.—-The “acne” variety must be distinguished from acne 
vulgaris, by the limitation of the lesions on the centre of the face, by the 
underlying congestion and vascular dilatation, and by the absence of the 
comedo. The age is also a help, as acne vulgaris is commonest between 
15 to 30. It must be remembered that sometimes the two conditions occur 
together. In dry “eczemas” of the face, the possibility of an underlying 
rosacea should not be overlooked. 

Treatment.—The cause must first be dealt with. A fractional test 
meal will give useful information as to digestive function. Easily digested 
food, with a minimum of carbohydrates and green vegetables, should be 
ordered, little or no fluid should be taken with meals, and alcohol and strong 
infusions forbidden. Sod. bicarb. grs. 15 to 20 with a bitter three times a 
day after food is of great help. Dilute hydrochloric acid, min. 20 thrice daily, 
may be given in achlorhydric cases. The non-dyspeptic cases often do 
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well on bromides and belladonna. Ichthammol grs. 3 to 5 (in capsules), or 
menthol, gr. 1, t.d.s., is often useful. The bowels should be regulated. 

Loca] treatment should be sedative in the main. In.the acneiform cases, 
calamine lotion wigh liquor calcis sulphurate (1 in 8) applied two or three times 
a day should suffice. In the dryer forms, ung. aquosum (B.P.) should be 
a fi night and morning. en the veins are much dilated and un- 
pleasantly prominent they may be destroyed by electrolysis or a fine 
pointed cautery. In the cases with much hypertrophy it may be advisable 
to remove some of the overgrown tissue with a knife. This can be done 
without leaving much scarring. 


Of the other disorders of circulation which occasionally come under the 
notice of the dermatologist may be mentioned Raynaud’s disease and 
erythromelalgva ; but these are dealt with in other sections of this work (see 


pp. 1075, 1078). 
A. M. H. Gray. 


IV. INFLAMMATIONS OF THE SKIN 


Having dealt with some of those disorders which predispose to inflam- 
matory changes, it is now possible to consider the Inflammatory Diseases 
of the Skin. These may be divided roughly into two great classes: (1) 
The superficial inflammatory dermatoses, due mainly to irritants applied ex- 
ternally ; and (2) the deep inflammatory dermatoses, due mainly to toxic 
substances circulating in the blood. This division is not quite so definite 
as one might suppose, but it is a good basis on which to work. There 
are, however, a certain number of inflammatory dermatoses which 
cannot easily be placed in either group; these will have to be considered 
separately. 


A.—THE SUPERFICIAL INFLAMMATORY DERMATOSES 


These are produced as a rule by the application of external irritants to the 
skin, but there are a certain number of cases in which the external irritant 
cannot be traced, and in which the general symptoms suggest an internal 
toxin. External irritants may also cause deep-seated inflammatory derma- 
toses, but only when they are introduced through the epidermis ; thus, the 
puncture of the hairs of the nettle may produce an urticaria, the infection 
of a crack an erysipelas, a syphilitic x a or patch of lupus vulgaris. 
Nevertheless, the general rule is that a superficially applied irritant pro- 
duces a superficial dermatosis. 

External irritants me be classified into the following groups: (a) 
chemical ; (b) heat and cold; (c) actinic; (d) bacterial ; and (¢) mechanical. 
This order is chosen because the clinical types can best be explained in this 
way. The reaction of the skin to these different irritants is generally of the 
catarrhal type, which is known as “ eczema.” This term has, therefore, been 
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used freely to label lesions, but, as will be explained later, is used more rigidly 
in describing cases. 

fEtiology and Pathology.—Chemical irritants applied to the skin may 
cause immediate, or primary, local necrosis, but only those reactions of the 
skin to irritants which do not cause local death of the tissues are dealt with 
in this section. Secondary local necrosis does, however, sometimes result 
from such reactions, as in the case of chronic leg ulcer following a varicose 
a6 eczema.” 

Chemical irritants applied to the skin produce different forms of reaction 
according to the intensity of the irritant. The reactions also vary consider- 
ably in degree according to the sensitiveness or susceptibility of the subject 
to varying irritants. | 

Recently a great deal of attention has been directed to the subject of 
‘ sensitiveness,” or “ allergy,” of the skin. It is recognised that sensitivity 
may be congenital or acquired, and also that it may be specific for certain 
substances, or more or less general. For instance, certain individuals are 
congenitally sensitive to the “ primula obconica,” or Chinese primrose, and 
whenever they come in contact with this plant 4 dermatitis will result. On 
the other hand, persons who are not sensitive to this plant can be made so 
by rubbing the leaf into scarificdtions made in the skin, or by injecting into 
the skin, in appropriate doses, the active principle which has been isolated 
by Bloch. These are examples of congenital and acquired specific sensitive- 
ness respectively. 

General sensitiveness is less well defined, but again may be congenital 
or acquired. In this connection, congenital peculiarities of the skin, such 
as xeroderma, have to be considered. 

If an intense irritant, such as a mustard plaster, is applied to the skin, 
the whole area to which it is applied becomes intensely red, owing to con- 
gestion of the papillary vessels ; the epidermis becomes cedematous, and if 
the action is prolonged, smaH vesicles or even large bulle develop under the 
horny layer. Lesions of this type are spoken of as erythematous eczema, 

If a milder irritant is applied it may only attack the follicles, which are 
the most vulnerable part of the protective mechanism of the skin. In this 
case small follicular papules are produced, which in the more acute cases are 
surmounted by a small vesicle. These papules tend to group together on an 
erythematous base forming circumscribed patches. These are the 
and vesiculo-papular eczemas. With some irritantsa—croton oil, for example— 
follicular pustulation may also occur. The pus in this case is sterile, and the 
lesions dry up when the irritant is removed. This constitutes pustular 
eczema. 

Lastly, there is a type in which the primary lesion appears to be produced 
by cracking of the horny layer. It is seen, for instance, on the face in children 
who dribble, and on the hands of those who use soap and, water to excess. 
Under these conditions the horny layer becomes sodden with water, and this 
takes place more readily if alkalis, such as soap, are present. Then the 
skin dries quickly, especially when exposed to the wind, hot sun or a fire, 
and the horny sale tend to separate from one another, exposing the delicate 
mucous layer. In this type scaling first appears, followed rapidly by ery- 
thema. This is one form of squamous or squamous eczema. 

All these primary reactions are liable to undergo secondary changes. 
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Thus, fluid may exude from the surface from rupture of the vesicles and 
bulls, producing a weeping eruption (eczema rubrum). Or, in the drier types, 

ing may oocur from irregular formation of the horny layer (this is the 
seco type of squamous eczema). The moist cases may become infected 
with pus organisms, and the exudate may dry in the form of crusts (eczema 
crustosum). Thickening of the horny layer may occur, cially when the 
palms and soles are attacked, and this leads to cracking in the deeper folds of 
the skin (eczema rimosum). Occasionally in the lower extremities lymphatic 
obstruction and an overgrowth of the epidermis is produced (eczema verru- 
cosum), or even elephantiasis may occur. 

In order to classify these eczematous lesions a little more usefully it is 
advisable not to speak of a superficial inflammation produced by a known 
external irritant as an “ eczema,” but to call it a “ dermatitis,’ qualified by 
the name of the irritant which causes it, as, for example, “ formalin derma- 
titis.”” To use the word dermatitis without qualification is not so informing 
as to use the word “ eczema.” 

For a large group of cases in which the external irritant cannot be traced, 
or in which it is one of those mild irritants to which every one is exposed, 
such as the air, or the friction of clothes, and also for certain cases in which 
the lesions are disseminated over the body, the term “ eczema ”’ is still used 
for want of further etiological knowledge. | 


DERMATITIS FROM CHEMICAL IRRITANTS 


These irritants are so numerous that it is impossible in a work such as this 
to attempt to give a complete description of them. They may, however, 
roughly be divided into the following classes: (1) Due to animal poisons ; 
(2) due to plants; (3) due to chemical agents used in medicine; (4) due to 
chemical agents used in trades; and (5) due to decomposition of body 
secretions. 

1. Superficial dermatitis due to ANIMAL POISONS 18 rare, most of the 
reactions raga Sc the deep type, as they are injected by the stings and bites 
of insects. me forms of caterpillar, e.g. the woolly-bear, however, 
occasionally produce an eczematous reaction. 

2. PLawts are probably responsible for more cases than are diagnosed. 
The Rhus toascodendron or poison ivy produces the most marked symptoms, 
but this plant is rarely found in this country. The symptoms are an acute 
erythematous dermatitis, usually with much bullous formation, attacking 
chiefly the exposed parts, face and hands, but also affecting the moist parts 
of the body, the genitals, axille and flexures. Japanese lacquer, which is 
made from one of the Rhus family, may also give rise to a dermatitis in 
susceptible individuals. The commonest plant in this country to produce 
a dermatitis is the Primula obcontca, but other species of the primula may 
attack susceptible individuals. The lesions are similar to those mentioned 
above, but much less severe. Among other plants which may produce a 
dermatitis are gee ci mezereon, oleander, rue, parsnip, daffodil, and 

, ile handling certain woods, such as teak, satin-wood 
ebony, at phere similar effects. In all doubtful cases of ‘‘ eczema ” 
it is well to look for the presence of one of these irritating plants. 
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3. Of the CHEMICAL AGENTS USED IN MEDICINE some, such as cantharides, 
mustard, croton oil, chrysarobin and iodine, are used to produce varying 
degrees of dermatitis. Others may produce it unintentionally, among these 
being boric acid, iodoform, sulphur, carbolic acid and perchloride of mercury. 
Formalin, much used in pathological laboratories, produces a damaging 
effect on the horny layer, followed by a squamous and fissuring dermatitis. 
Sulphur, used in the treatment of scabies, is a common cause of an erythemato- 
squamous dermatitis on the flexor aspects of the limbs, on the abdomen and 
back, and is associated with intense irritation. Further, surgeons, students 
and nurses are apt to develop a dermatitis of the hands from the use of various 
antiseptics. 

4. TRADE DERMATITIS.—This is very common, and the lesions produced 
are often specific. They are very numerous, for a description of the majority 
of which special works should be consulted. Among the more common are 
the soap and water dermatitis seen in washerwomen and in those engaged in 
household duties. This may take the form of a dry fissuring dermatitis on the 
back of the hands and forearms, or a papulo-vesicular dermatitis in the same 
situation. Its xtiology has already been discussed. Grocers and bakers 
are subject to a vesicular dermatitis of the hands, from handling sugar and 
dough: the so-called grocer’s and baker’s itch. French polishers, photo- 
graphers, leather workers, etc., are frequently subject to dermatitis from 
articles used in their trades. These affections are usually of the papulo- 
vesicular type. 

An acute erythematous dermatitus affecting the exposed parts of the 
body has been seen in those engaged in making explosives, also a more acute 
form caused by “ mustard gas.” The lesions in this case closely resemble 
those produced by poison ivy, the same distribution being sheerrod. 

Tar and oil acne—Tar and various oils commonly give rise to a folli- 
culitis, with a central keratotic plug like a comedo, associated with perifolli- 
cular inflammatory papules and pustules, and found on those parts of the 
body which come into contact with the irritants. 

Grouped comedones.—In infants who have.been rubbed with camphorated 
oil an eruption often occurs about the chest, neck and chin. The lesions are 
small black follicular plugs, closely placed, and are often associated with 
troublesome inflammatory complications. 

Hair dyes.—An acute dermatitis of the face, particularly affecting the 
eyelids, is seen in persons who use certain hair dyes, especially those con- 
taining paraphenylenediamine. 

Fur dyes.—Certain cheap furs, chiefly rabbit skin dyed with some of the 
phenylenediamine group of dyes, are responsible for a dermatitis involving 
the neck and chin. ‘There is often a considerable latent period between the 
first wearing of the fur and the appearance of the eruption. 

5. InterTRIGO.—Decomposition of sweat and other body discharges 
may set up a dermatitis, usually of the erythematous type. This is best 
seen in fat women who are not too cleanly in their habits, the lesions being 
found under the breasts, in the folds of the abdomen and groins, and on the 
genitalia. A similar condition is often seen about the napkin region of 
infants. An erythema first appears, the horny layer of the skin, becomes 
eae and is removed by friction of the parts, and a raw oozing surface 
resuits, 
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Jacquet’s crythema infantum.—In some children an eruption consisting 
of pea-sized papules occurs about the prominences of the buttocks, thighs 
sad abdomen under the napkin ; the depths of the folds escape. Occasionally 
these lesions ep ead beyond the napkin area and frequently they are capped 
by a vesicle cr crust. These cases appear to be due to ammoniacal urine 
and must be carefully distinguished from congenital syphilis, The condition 
is spoken of as “‘ infantile erythema of Jacquet.” 


DERMATITIS FROM HEAT AND COLD 


The erythema, followed often by blistering, as a result of a burn or scald, 
is well known. Similar but usually milder and more transient erythema may 
follow exposure to cold. The application of carbon-dioxide snow to the skin 
for ad et of treatment is a good example of the effects of extreme cold. 

RYTHEMA AB IGNE.—Frequent exposure to the fire produces a curious 
recticular erythema, followed by pigmentation. 

ERYTHEMA Pernio (CHILBLAINS).—Chilblains are frequently seen after 
exposure to cold. They occur chiefly in children and old people, and par- 
ticularly in those whose peripheral circulation is sluggish. The lesions are 
salmon-pink to purplish, varying in colour, which occur chiefly on the 
fingers, toes and the lower part of the legs, and which itch intensely. The 
lesions may ulcerate and produce extremely indolent sores. When the 
helices of the ears are attacked, as they sometimes are in old people, con- 
siderable loss of tissue may result. The treatment for this condition is the 
same as for “‘ Acrocyanosis ” (see p. 1079). 

TreNcH Foot.—A somewhat analogous condition was met with in the 
trenches in France during the War of 1914-1918, in men who had to stand for 
long periods in the wet and cold. The feet became swollen and painful, the 
skin was reddened and blistering, and even necrosis occurred. The condition 


took a long time to subside. 


DERMATITIS FROM ACTINIC RAYS 


EryTHEMA SoLarE.—Light, whether from the direct rays of the sun or 
from artificial sources, produces marked inflammatory changes in the skin. 
The sun’s rays produce first a transient erythema which subsides, leaving pig- 
mentation ; but in other cases a more persistent erythematous dermatitis 
occurs, associated with codema and thickening of the skin and scaling or 
blistering : this is the so-called “ erythema solare.”’ 

Tropica, 8xin.—Exposure to tropical sun for many years may lead to 
atrophy of the skin with pigmentation and warty formation. 

RURIGO (EstivaLE.—A rather rare condition occurs in some children in 
which it appears that the eun’s rays are an exciting cause. It consists of 
the appearance on the face and hands of small very itchy papules which 
appear during the summer and disappear in the winter. They are not eae 
limited to exposed areas, but these regions are always the most severely 
attacked. The condition is a very peristent one, and any treatment, except 
protection from the sun’s rays, has little or no effect. 
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Hyproa Gistivate.—This is a much rarer condition than the preceding 
one and occurs in persons suffering from hematoporphyria congenita, though 
not in these cases only. The lesions are blisters, which appear on the parts 
exposed to the sun’s rays, and scars are left when the blisters disappear. 

X-RAY AND Rapium Dermatiris.—X-rays produce much more persistent 
forms of dermatitis than the sun’s rays. If a slight overdose of X-rays is 
given, an erythema develops in the course of 1 to 3 weeks, which then gradu- 
ally subsides. If a larger dose is given, the erythema may come on earlier 
and blistering may occur, which takes weeks to get well. Finally, in the 
still more intense burns, necrosis of the skin, with the formation of an 
extremely indolent ulcer, develops. In other cases, atrophy of the skin, 
with telangiectases and pigmentation, occurs, which may, after many years, 
break down into an indolent and painful ulcer, and this may in turn become 
epitheliomatous. 

Radium may produce a similar series of changes. 


ECZEMA 


A description of the more specialised superficial dermatosis produced by 
mechanical and bacterial irritants will be left until those eruptions for which 
we reserve the term ‘“‘ eczema” have been discussed. The diagnosis and 
treatment of the dermatoses dealt with in the preceding paragraphs, together 
with that of eczema, will be considered at the end of this section. The 
reason for this is because it is probable that the lesions of eczema are pro- 
duced, in part at least, by chemical, thermal and actinic irritants, and that 
pathogenic bacteria do not play an active part. Mechanical irritants do 
play a.secondary role, and irritating chemical substances produced by sapro- 
phytic organisms are also concerned, but the latter are really chemical and not 
bacterial irritants. 

Under the term “ eczema’ are included—(1) Certain cases of derma- 
titis, probably due to chemical irritants, the identity or nature of which 
has not been discovered. (2) Cases in which individuals are so susceptible 
to irritants that they react to mild stimuli that would not ordinarily be 
classed as irritants, such as a slight exposure to the sun, a cold wind, the 
warmth of a fire, or even to the friction of the clothes, (3) Cases which, 
having commenced with a simple dermatitis caused by an irritant, fail to 
get well on its removal and the patient becomes hypersensitive, to that fresh 
patches are produced, either in the neighbourhood of the original lesion or 
in other parts of the body. In fact, another factor is present which is spoken 
of as ‘‘ sensitiveness.”” 

ZEtiology.—Many vicws are held as to the causes of this “ sensitiveness.” 
First there is the possibility of an inherited shoei Sauron or diathesis. This 
may be nothing more than some congenital peculiarity of the skin of which 
a recognisable form is xeroderma, already discussed. Abnormalities of 
secretion and of circulation alter the resisting power of the skin. So, probably, 
do certain toxic states, such as gout and rheumatism ; deficient elimination, 
a8 occurring in nephritis; chronic infections, as in pyorrhwa and tonsillar 
sepsis ; digestive dieeachenten and alcoholism. Disturbances of the nervous 
system, such as teething in infants, uterine troubles and the neuroses, may 


play a part. 
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More important, however, is the apni absorption of toxins from a 
local focus of dermatitis producing a hypersensitiveness or “allergic” con- 
dition, so that a violent local reaction occurs in the skin if the secretions 
from the original focus are brought in contact with other areas. 

Pathology.—In eczema and superficial dermatitis the anatomical changes 
are most marked in the epidermis and papillary layers. There is congestion 
of the papillary vessels, with overgrowth (acanthosis) and cedema (spongiosis) 
of the mucous layer, and wandering cells may be present throughout the 
epidermis. Ballooning of the cell of the mucous layer occurs and minute 
vesicles appear. The horny layer is improperly formed, the cells retaining 
their protoplasm and nuclei, with the result that they shrink up on reaching 
the surface, from evaporation of water in the protoplasm, and so scaling is 
produced. This pathological condition is called sae eR 

Symptoms.—The general type of lesion found in eczema has already 
been described (p. 1397). It now remains to describe some of the common 
types of case met with, and this is conveniently done by referring to the 
regions of the body affected. 

Facz anp Scatp.—Eczema of the face of a very definite type is frequently 
- met with in infants. It usually occurs in the first year of life, and is more 
frequently met with in the winter months. It begins with a red irritable 
spot on one or both cheeks, and spreads fairly rapidly, so as to involve the 
whole face and often the scalp. In the more severe cases lesions are found 
on other parts of the body. The initial lesion is a red swollen patch or a 
group of follicular papules which later develop into an eczema of a scaly or 
weeping type. Itching is always intense but paroxysmal, the child nibbing 
the parts violently with the hands or against the pillow. In the moist 
variety septic infection may occur and thick yellow-green crusts form on 
the surface. Infantile eczema is often very resistant to treatment and may 
last from six months to a year, even under careful treatment; it usually 
dies out, however, during the second year of life. 

This type of eozema occurs about three times as frequently in males as 
in females, and is often followed later in childhood by a condition frequently 
lmown as “ flexural eczema,” which is dealt with below. 

Another type, also seen in infants, commences on the scalp, usually as a 
scaly or crusted patch, which becomes eczematised, usually as a result of 
scratching, and tends to spread down to the forehead and face. 

In slightly older children a generalised eczematous condition of similar 
distribution, but of a septic type, is seen in association with nasal and aural 
discharge. Small follicular pustules are often present, and blepharitis is 
common. This is really an eczematised impetigo—that is, a direct bacterial 
infection, and not of the same nature as the first named, which is non-bacterial 
in origin. 

Another common form of eczema met with on the face in children con- 
sists of a ee scaly patches, always dry and with a surface 
like crépe. se patches occur in the region of the mouth and nose, and 
can generally be traced to dribbling, running at the nose, the habit of licking 
the lip or smearing the face with a wet finger, or to the use of strong soaps. 
Some cases, however, are of streptococcal origin (p. 1423), The condition is 
produced by rapid drying of a sodden horny layer as described above, and 
goes by the name of “ pityriasis simplex.”’ 
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In adult life, especially in oldish people, an acute erythematous eczema 
of the face is apt to develop. It usually appears quite suddenly. The whole 
face becomes acutely red and swollen ; the edema of the eyelids often being 
so, great as completely to close the eyes. In severe cases blistering may 
occur; but usually the acute cedema subsides and scaling ensues. This 
stage may either clear up completely or a chronic eczema characterised by 
redness, thickening of the skin, and scaling may follow. These acute cases 
are often associated with a similar condition of the hands and forearms, in 
fact the parts exposed to the air are most likely to be affected, and this 
condition is particularly prone to occur in cold weather. In some cases also 
a history can be obtained of a coexisting septic dermatitis elsewhere, fre- 

uently on the leg, and in these cases it is possible that some absorption from 
this has rendered the patient susceptible. Once a patient has had an attack 
he is always liable to recurrences, and great care must be taken to avoid 
exposure to extremes of temperature. Cases of this type may be limited to 
the eyelids, and a troublesome and chronic condition develops. 

Occasionally the papulo-vesicular type of eczema is met with on the 
face; it is not infrequent on the forehead, generally in men under the hat- 
band, and often occurs in those who perspire freely. 

Eczema of the scalp is usually of bacterial origin. This also applies to the 
ears (see Seborrheic Dermatitis p. 1427). 

“* FLEXURAL Eczema.”—This is a well-recognised condition, which occurs 
usually in children, but may continue into adult life, and occasionally com- 
mences after puberty. It is a very specialised condition, and has been 
variously named “ Besnier’s prurigo,” or “ flexural prurigo.” It frequently 
follows facial eczema in infants, and is also frequently associated with asthma. 
These three conditions form a syndrome and are manifestations of an under- 
lying congenital condition named by Czerny the “exudative diathesis.”’ 
The lesions are those produced by friction, and vary from moist eczematous 
patches to patches of chronic lichenification. The areas affected are chiefly 
the flexures of the elbows and knees, less frequently the backs and fronts 
of the wrists, the back of the hands, the sides of the neck and the face. Other 
parts of the body may be affected, and an extensive eruption 18 sometimes 
present. The condition is essentially a curious form of pruritus, the cause 
of which is not yet established. Experiments made with a view to demon- 
strating protein sensitiveness are still inconclusive. In the majority of 
cases the condition tends to die out before puberty. 

Urrren Lurss.—The hands and forearms, also being exposed to the 
weather, are subject to eczema. The erythematous type frequently com- 
plicates that of the face, and runs a similar course. 

Papulo-vesicular eczema of the backs of the hands and the forearms is 
very frequent. It is generally produced by external irritants, whose nature 
can often not be determined. The lesions usually consist, of rather sharply 
circumscribed red patches covered with numerous vesicles which rupture 
and leave oozing, pitted raw areas of the size of a pin’s head. Sometimes 
the whole patch is considerably swollen with cedema. There is a great 
tendency in this type for fresh patches to appear in the neighbourhood, and 
éven on distant parts. 

A chronic form is sometimes met with in the palm, chiefly along the 
deeper folds. It begins as an ill-defined red patch, and subsequently marked 
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thickening of the horny layer takes place. Owing to its inelastic nature 
akin cracks and deep fissures are produced, which are very painful and very 
chronic, This type is spoken of as eczema rimosum., 

An acute vesicular form is also seen on the hands, chiefly on the palms 
and sides of the fingers, especially in people whose hands perspire freely. 
Owing to the thickness of the horny layer on the palm, these vesicles are 
very deep-seated, and appear like sago-grains in the skin. At first they do 
not rupture, but run together and form large blebs which can often be seen 
to be purulent. The attacks usually come on quite suddenly, and the feet are 
often attacked simultaneously ; they occur chiefly in the hot weather when 
sweating Is profuse. This condition is called dysidrosis or cheiropompholyz, 
and was originally thought to be due to obstruction of the sweat ducts, with 
the formation of retention cysts. This is now known not to be the case, and 
that the vesicles are produced by an inflammatory exudate. It is probable 
that the skin is made sodden by excessive sweating, and this renders it sus- 
ceptible to the attack of some external irritant. A similar condition has 
been observed from handling aurantia, a substance used in explosives, which 
shows that the condition may be produced by an external irritant. A number 
of these cases are due to fungus infection, the so-called “‘ eczematoid ring- 
worms ” of the hands and feet (see p. 1437). 

Trun«.—Eczema on the trunk is nearly always secondary to patches 
starting elsewhere, if seborrhacic dermatitis and dermatitis due to irritants 
such as sulphur are excluded. There is, however, one type to which reference 
should be made. In people who sweat much, and especially in infants, an 
eruption of small vesicles, each surrounded by an inflammatory zone, some- 
times appears on the trunk. The lesions appear to be formed around the 
sweat duct openings. This condition is called milcaria rubra, or prickly heat, 
and is probably of the same nature as the vesicular eczema of the hands, the 
mouths of the sweat follicles being softened by the sweat and some irritant, 
possibly a bacterial irritant, causing an inflammation. 

The nipples are sometimes the seat of an eczema ; but this is nearly always 
of external origin, either from careless treatment during suckling, or from 
injury from stays. 

GENITALS AND Anus.—The moist areas of the “ape and anal regions are 
liable to be attacked. These are not infrequently secondary to a pruritus, 
a traumatic dermatitis being produced. On the anus and vulva, thickening 
of the skin, called hchenificatton, is most common, and has been already 
mentioned. The scrotum is occasionally the seat of an erythematous derma- 
titis very distressing to the patient, and very intractable. A considerable 
number of cases of eczema in the genito-crural region are due to infection 
with fungi, or yeast-like organisms, and in order to exclude these a careful 
microscopic examination of the scales should be made (see p. 1436). 

Lower Liwss.—A special form of eczema is very common on the lower 
part of the legs. It is associated with chronic vascular stasis. It is generally 
met with in middle-aged or old people, but is frequently seen in younger 
persons who suffer from varicose veins, hence its designation varicose eczema. 
it begins either from an infected abrasion which does not heal, or from scratch- 
ing an itchy leg. Once started the inflammation spreads, as the condition 
of the skin does not favour resolution. The extension is often due to ill- 
devised dressings which further lower the resisting power of the skin and 
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favour the retention of discharges. An extensive weeping or crusted derma- 
titis, therefore, follows, and this is rarely confined to the leg on which it starts, 
the other soon becoming infected. probably from contact in bed. Owing to 
the poorly nourished condition of the skin, ulceration is very prone to occur, 
and thus the chronic varicose ulcer, so familiar to the out-patient department 
of any hospital, develops. These cases are particularly prone to spread to 
other parts of the body by the mechanism referred to above. 

sg feet are subject to the same type of acute vesicular eczema as the 
hands. 

THE Naiis.—The matrix of the nails may be involved in an eczematous 
Skee affecting the hands and feet, and may either show a marked irregu- 

arity of growth, with roughening of the surface of the nail, or the nail-plate 
may be pushed up from the nail-bed by parakeratosis beneath. 

Diagnosis.—Keeping in view the types of eczema already described, the 
diagnosis of the lesions should present little difficulty; to determine the 
cause, however, is not so easy. Efforts must, however, first be directed to 
try and discover an irritant, and if it cannot be found, or if it appears to be 
one of those mild irritants which do not normally produce a skin reaction, 
the cause of the patient’s susceptibility must be investigated. These causes 
have already been discussed and require no repetition. As to the nature 
of the irritant, some help is obtained by the type of reaction and by its 
distribution ; for instance, in an acute eczema affecting the face and hands, 
exposure to the wind or sun or to some irritant, as the primula, is 
suggested. With trades certain parts of the body tend to be especially 
exposed. Lesions affecting the exposed parts and the moist parts of the 
body suggest some strong volatile irritant, such as rhus poisoning. 

Acute erythematous eczema has occasionally been mistaken for erysipelas ; 
but the absence of a sharp line of demarcation, a slowly spreading edge and 
high fever, should render the diagnosis simple. Acute giant urticaria of the 
face is unassociated with redness or vesication. The lesions of erythema 
multiforme are smaller, more sharply defined, and deeper-seated. 

The squamous forms have to be distinguished from seborrheic dermatitis ; 
this is often difficult, but the characteristic features of this latter disease 
will be considered later. 

Ringworm of the glabrous skin tends to occur in circumscribed circular 
patches or rings, and the fungus can easily be found under the microscope. 
A special form occurring in the groins is characterised by its bilateral 
een its sharp spreading edge, and the presence of fungus in the 
scales. 

Pityriasis rosea in extreme forms may lead to confusion, but the acute 
iisralined onset, and the presence of some of the typical oval lesions, with a 
collarette of scales attached about a millimetre from the free edge, will usually 
settle the diagnosis. 

Psoriasis is rarely confused, owing to its characteristic distribution on 
the extensor aspects of the limbs, its usual sharply defined patches, and the 
dry silvery scaling, seen even in the smallest papules. A few cases, how- 
ever, of isolated patches made up of small aggregated psoriasis papules 
may be very difficult to distinguish from localised patches of squamous 
eczema. 

The moist forms have to be distinguished from impetigo contagiosa. In 
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this disease, however, the vesicles are larger but rarely seen, while the pres- 
ence of isolated crusted lesions of varying size, with little or no inflammatory 
zone surrounding them, is characteristic. 

The vesicular eczemas of the hands and feet may be caused by a ringworm 
fungus. This should always be suspected in the chronic spreading cases, and 
must also be looked for in the acute cases. The diagnosis is made by finding 
the mycelium of the fungus in the walls of the vesicles—a task not always 

A curious type of fissuring eczema between the toes is almost invari- 
ably caused by a ringworm fungus. 

The eczemas found in the course of animal parasitic affections, such as 
pediculosis and scabies, will be dealt with later. 

Prognosis.—This is always uncertain. Most cases of dermatitis due to 
an external irritant applied on a single occasion get well readily when the 
irritant is removed. ose caused by the repeated application of the same 
irritant, as in trade dermatitis, are apt to be more persistent, while recurrent 
attacks may be extremely troublesome. Once the skin has been damaged 
subsequent attacks are more common and more resistant to treatment. 

Those cases in which some underlying susceptibility exists are always 
apt to be resistant to treatment. 

Treatment.—Propuy.actic.—This depends on the search for the 
irritant, and its removal. The latter is not always possible in case of trades ; 
but much can be done to insist on scrupulous cleanliness. It must not, 
however, be forgotten that the use of strong soaps, soda and turpentine to 
remove traces of a man’s occupation are often the cause of they doriatite 
In cases where these substances have to be used, by washerwomen, ctc., the 
use of a cold cream or some glycerine preparation to replace the grease of the 
skin will prevent a good deal of trouble. 

Eczematous subjects should protect themselves from the sun, cold wind, 
and heat of the fire. 

Looat TREATMENT.—This applies equally to the cases of dermatitis due 
to known irritants, and to those we have labelled “eczema.” The main 
treatment in the early stages, after removing the cause, is to protect the 
skin and to provide soothing application to allay the inflammation. The 
use of soap and water will generally have to be forbidden. 

In the early and acute stages lotions are most suitable, grease in any 
form being badly tolerated. Calamine lotion can be applied frequently 
and allowed to dry on the skin, the powder it contains forming a protective 
dressing over the surface; it is best used in the acute erythematous and 
papulo-vesicular form in which there is not much oozing. In the weeping 
cases, lead lotion applied on linen and kept moist is more suitable ; it forms 
an insoluble albuminate of lead which acts as a protective layer. If, how- 
ever, much sepsis is present, it is well first to use a mild antiseptic, baths 
of 1 in 4000 potassium permanganate, or lotions of 1 in 4000 perchloride of 
mercury, or | in 1000 acriflavine being very suitable. If these lotions dry 
the skin too much 3 per cent. glycerin may be added. 

As soon as the acute stage has subsided oily preparations are better. 
It is well to begin with one containing a sonaidershle percentage of water, 
the lin, calaminse (B.P.C.) or linimentum calois being the type. Ichthammol, 
2 per cent., may with advantage be added in most cases, and if the itching 
is severe 1 per cent. to 2 per cent. phenol. Later the water can be given 
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up and either pure oily preparations as lin. calaminew co. (B.P.C.), or omt- 
ments used. These latter are not satisfactory if there is much discharge ; 
but this can be checked by painting the surface once every second or third 
day with 2 per cent. to 3 per cent. silver nitrate in sp. sther. nit. 

Once the chronic stage has been reached pastes are the best means of 
applying medicaments. Zinc paste consists of zinc oxide, 25; pulv. amyl., 25 ; 

raff. moll., 50 parts, and makes a firm dressing when spread on linen or 
int. It not only affords good protection, but allows a certain amount of 
absorption to fake place. 

If the chronic cases do not respond to treatment stimulating prepara- 
tions are required, and can be incorporated in the zinc paste. Ac. pyrogallic., 
1 per cent. to 2 per cent. ; coal tar, 1 per cent. to 5 per cent. ; or oil of cade, 
5 per cent. to 10 per cent., are useful, and where there is thickening of the 
horny layer 1 per cent. to 3 per cent. ac, salicylic. should be added. Chronic 
dry cases, aad even moist ones, if not septic, often do well if painted with 
crude coal tar which is allowed to dry on. X-rays, 120r (4 of a skin unit), 
repeated 3 or 4 times at weekly intervals, are extremely valuable in resistant 
cases, and cause rapid disappearance of the lesions. 

In septic cases the crusts should be removed by warm oil or starch- 
poultices, and a weak mercurial or flavine lotion first applied, and after- 
wards @ zinc paste containing 3 per cent. ammoniated or yellow oxide of 
mercury. 

The gelatine paste of Unna is very useful in the chronic eczemas of the 
leg, after any sepsis has been removed by antiseptic dressings. Certain 
chronic eczemas of the legs do well when strapped with varicosan or elasto- 
plast bandages recommended by Dickson Wright, and this method 1s particu- 
larly valuable when ulcers are present. 

For facial eczema of infants, 3 per cent. crude coal tar in zinc paste, 
spread on a mask and continuously applied, is of great value ; or the special 
tar paste devised by White of Boston, U.S.A., may be employed. The same 
paste is the most satisfactory application in cases of flexural eczema of the 
non-infective type. 

GENERAL TREATMENT.—The patient must be examined for any conditions 
liable to lower his general resistance. Septic foci, such as pyorrheea, or 
tonsillar sepsis, should be removed. In the more acute cases it 1s advisable 
to put the patient on milk diet, and to keep him in bed. In the less severe 
cases a light diet, the avoidance of alcohol, strong coffee and tea, hot and 
highly seasoned dishes, shell-fish, salted meats and cheese. should be pre- 
scribed. Constipation should be dealt with, while intestinal fermentation 
may be met by the exhibition of salol or bismuth salicylate, grs. 10 to 15; 
ichthammol, min. 2 to 5; or menthol, gr. 1 in capsules three times a day. 
In gouty subjects alkaline waters and colchicum are indicated. 

n the infantile facial cases, the children are usually overfed and some 
reduction in diet is often required. _ 

In debilitated cases cod-liver oil is of value, while arsenic and iron are 
helpful when anzmia is present. In aoute cases vin. antimoniale, min. 5, 
t.d.s., has been much recommended. 

Sleep is often disturbed, and will require sedative drugs to allay coun: 
and in the worst cases hypnotics: bromides are useful for the former, while 
for the latter sulphonal, methyleulphonal and chloral hydrate are among 
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the best. Morphine should be avoided, owing to the prolonged nature of the 
cases and to its tendency to increase itching. : 

Desensitisation.— As has been noted above, of recent years it has been 
realised more and more that many cases of eczema are dependent on the 
sensitiveness to specific irritant. The offending substance can sometimes be 
determined by the reaction produced when it is applied to the skin, or in 
doubtful cases a series of substances can be applied under pieces of strapping 
and can be introduced by puncture or scarification, all tests being carefully 
controlled. In the so-called ‘“‘ patch test,” when the offending substance is 
applied under strapping, a local eczematous reaction appears; when puncture 
or scarification is employed, a wheal is produced. 

If the cause of sensitiveness 1s thus discovered it is possible, in some cases, 
to desensitise the patient by injecting intradermically an extract of the 
offending substance in minute and gradually increasing doses. Further, in 
cases where no specific substance can be determined, it has been found 
pussible to desensitise patients by the injection of non-specific protein 
substances. 

A method much in vogue at the present time is to withdraw 5 to 20 c.c. 
of blood from a vein of the patient and to inject either the whole blood or 
the serum from it into the gluteal muscles. Another method is to inject 
5 to 10 c.c. of sterile milk on several occasions, at 2 to 3 days’ interval, 
intramuscularly. Peptone is also used by some, and may be given either 
intravenously or intramuscularly. 


DERMATITIS FROM MECHANICAL IRRITANTS 


Acute dermatitis due to mechanical irritation is best seen in the redness 
and blisters found on the hands after rowing or on the seat after riding, in 
those unused to these exercises. The chronic form shows itself as a thicken- 
ing of the horny layer as seen in the callosities on the hands and feet. The 
form of dermatitis of mechanical origin, however, which requires special 
attention here is that produced by the fingers and finger-nails. 


1. SCRATCH ERUPTION 


Constant friction applied to a localised area produces changes in the skin 
of a characteristic type. The skin becomes thickened and loses its elasticity ; 
the folds and lines are much exaggerated, and the angular areas of skin inter- 
vening become prominent and shiny, resembling the papules of lichen planus ; 
the colour may be the same as the normal skin, or ra fut generally purplish, 
and sometimes the surface is finely scaly or warty. In old-standing cases 
much brown pigmentation may be present. This condition is spoken of as 
“6 nae gee and is seen at its best in localised pruritus, already described 
on p. : 

When general irritation is present the scratch lesions are more diffuse. 
The finger passing over the akin causes contraction of the arrectores pili 
muscles and the follicles are erected; the next pres of the finger-nail 
scrapes the ied off the erected follicle and a spot of blood appears, which 
dries as a blood-stained crust. In bad cases, linear excoriations are produced, 
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consisting of a line of blood-stained crusts. If sepsis supervenes, typical 
impetigo contagiosa lesions are produced, and these are particularly common 
in children; in other cases “‘ eczematisation ”? occurs—that is, the inflamed 
papules group together to form a patch or patches, which may be dry and 
scaly or may weep. Patches of lichenification may also be found mixed 
with other scratch lesions, while in the most severe cases, ecthymatous 
lesions, boils and linear ulcers may occur. 


2. CALLOSITIES AND CORNS 


These are localised overgrowths of the horny layer, the result of local 
mechanical irritation. A corn differs from a callosity in that the central 
portion shows a much greater degree of overgrowth than the periphery, and 
forms an inverted horny cone which presses on the sensitive dermis, producing 
much pain. A corn may develop from a callosity, but frequently arises 
independently. 

Spaiptonis: <0 aloniiss are seen as a painless thickening of the horny 
layer over the ball of the foot and on the palms of the hands, in the latter 
situation especially in manual workers. They may also occur in other 
situations. 

Corns may be of two kinds—(1) the hard and (2) the soft. The former 
are painful, horny elevations, chiefly seen on the feet, and especially in people 
who wear badly fitting boots. The common sites are on the dorsal surface 
of the little toes and on the plantar surface of the great toe and over the 
head of the first metatarsal bone. If the surface layers are removed with 
a razor a central “‘ core,” often stained black or dark brown from hemorrhage, 
will be seen. 

Soft corns are found on the lateral aspects of the toes in the interdigital 
spaces. They are usually lentil-sized raised swellings, covered with sodden 
epidermis, and intensely painful. Soft corns are invariably found associated 
with interdigital ringworm. 

Treatment.—Cuallosities require no treatment. The principal point 
in the treatment of corns is to remove injurious pressure ; this can be done 
firstly by fitting suitable boots, and secondly by taking pressure off the corn 
by wearing a ring of spongiopiline around it. The surface horny layer should 
be pared down with a sharp knife or razor and 10 per cent. salicylic acid 

laster applied or salicylic acid collodion painted on, the softened horny layer 
ing removed daily. Soft corns are treated as for interdigital ringworm 
(see p. 1438). 


DERMATITIS ARTEFACTA 


This is the name given to self-inflicted lesions of the skin. These are 
usually found in hysterical individuals, who produce them in order to induce 
sympathy, or in persons who are endeavouring to exact compensation or 
to avoid some unpleasant duty. 

Symptoms.—The lesions are produced by various means, such as friction, 
the application of strong acids, or alkalis, or of Llistering fluid, by heat or 
by the aid of some sharp instrument. All stages from simple erythema to 
actual destruction of the skin may occur. They may be single or multiple, 
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but are found on parts of the body easily accessible to the hands, and especi- 
ally to the right hand (in left-handed people to the left hand). The lesions 
are very characteristic, especially those im which a liquid agent has been 
used. They have very sharp edges and the outline is angular, unlike that 
seen in any ordinary skin eruption; and not infrequently irregular patches 
near the main lesions have the appearance of having been produced by a 
spilt liquid. In addition, it may be noted that in the case of the malingerer 
the artefact may simply consist of keeping open an already existing lesion. 

In hysterical cases anesthesia of the palate has been frequently noted. 

Treatment.—For effective cure the patient must be kept under observa- 
tion, and caught in the act of producing the lesions. This may put a stop 
to further activities. Otherwise, occlusive dressing and mental treatment 
are required. 


DERMATITIS FROM BACTERIAL IRRITANTS 


Many different organisms are capable of producing dermatitis of external 
origin, and the eruptions produced are usually characteristic of the organism 
causing them. These will be described under the organisms concerned. 


1. PYOGENIC INFECTIONS 


It is not always possible on clinical examination to determine whether a 
given lesion is produced by the streptococcus or the staphylococcus. It 
used to be held that the superficial infective vesicular lesions were due to 
the streptococcus, while the follicular pustular lesions were of staphylococcal 
origin. While this appears to be true for the latter, it is now recognised 
that certain vesicular lesions may be of staphylococcal origin. 


(a) ImprTiao ContTaGciosa 


Symptoms.—This is an affection chiefly seen in children. It affects 
mainly the exposed parte, such as the face and hands. The initial lesion is 
a small pea-sized clear vesicle, which, owing to its superficial position between 
the horny and mucous layers, has an extremely thin wall and ruptures very 
easily. Before rupture, however, the fluid often becomes turbid, and if cultured 
in this condition contains both streptococci and staphylococci. If cultured, 
however, in the very early stages, pure growths of streptococci may usually 
be obtained. Once ruptured, fluid exudes freely from the base of the blister 
and dries as a crust. The crusts vary in thickness and character according 
to the amount of secondary infection, being thin and amber-coloured if 
little secondary infection is present, but thick and greenish if it is consider- 
able. Usually the lesions are numerous; they are asymmetrical and 
obviously A ate by local inoculation. 

When the lesions occur in folds, such as at the angles of the mouth or 
nose and behind the ears, a troublesome fissure is likely to form, and generally 
crusting is absent, the fissure being surrounded by a moist, sodden, red 


The disease is very contagious and children inoculate one another freely, 
any slight abrasion being sufficient to allow the entrance of the infecting 
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organism. One particularly common cause is pediculosis capitis, and in this 
case the scalp is usually first affected. In all cases of impetigo of the scalp 
or back of the neck, search should be made for pediculi. 

Occasionally the blisters do not rupture early, but spread centrifugally, 
flattening down in the centre as they progress, and leaving a ring-like bullous 
margin (tmpetigo circinata). In other cases a large number of bullous 
lesions appear very rapidly, with little or no crust formation (impetigo bullosa). 
Staphylococcus aureus can usually be grown in pure culture from cases of 
these types. 

Any of these varieties may occur in adults, but the crusted form has 
genera z. smaller crusts than in children. One of the most frequent areas 
to be affected in adults is the beard region, and impetigo contagiosa is one of 
the forms of so-called ‘‘ barber’s rash.” 

Diagnosis.—This is usually easy. The presence of scattered crusts, 
with little or no surrounding erythema, and the occasional small, very thin- 
walled blister, and an asymmetrical distribution chiefly on the exposed 
parts, is unlike any other condition. 

Treatment.—In most cases the treatment is easy. The crusts should be 
removed by bathing in warm water, by fomentations or by warm olive-oil 
compresses, or in bad cases by starch poultices, and the raw surface covered 
with 2:5 per cent. ammoniated mercury ointment. In most cases it is 
advisable to incorporate the ammoniated mercury in Lassar’s paste and 
spread this on lint and tie it on. The acutely spreading bullous form is 
treated in the first instance by pricking the blisters and dressing with 
1 in 1000 acriflavine lotion. In very resistant cases, injections of mixed 
strepto- and staphylococcal vaccine have proved useful, but are rarely 
required, 


(6) Pempyiaus NEONATORUM 


Synonym.—Impetigo Neonatorum. 

This is a form of bullous impetigo seen in newly-born infants and is 
characterised by the presence of varying-sized blisters on the skin. 

fEtiology and Pathology.—Pemphigus neonatorum has precisely the 
same cause as impetigo contagiosa, but produces its characteristic features 
on account of the ease with which the horny layer separates from the under- 
lying mucous layer in small infants. Infection is usually conveyed on the 
fingers of the mother or nurse. Pure cultures of Staphylococcus aureus can 
usually be obtained from the bulle in their early stages. 

Symptoms.—The eruption usually appears in the first few days of life. 
A clear blister appears, which rapidly increases in size, and others soon occur 
in the neighbourhood. There is little or no tendency to crust formation, 
though the blisters frequently rupture, the raw surface being protected 
by the loose blister wall which lies over it. Blisters vary in size from a pea 
up to a florin or larger, and in severe cases may be very numerous, covering 
practically the whole surface of the body. The lesions may commence 
on any part of the body, but are frequent about the napkin area. In the 
most severe forms the horny layer is so rapidly separated over large areas of 
the body that blister formation is not an obvious feature. This variety is 
known as dermatitis exfoliativa infantum or “ Ritter’s disease,” and ends 
fatally in a large proportion of cases, 
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Diagnosis.—The pemphigoid syphilide must be distinguished from 
pemphigus neonatorum. In the former condition the eruption is sym- 
metrical, is chiefly found on the prominences of the buttocks, on the palms 
and soles ; other symptoms of syphilis are present, such as wasting, snuffles, 
fissures at the angles of the mouth, and other syphilitic skin eruptions. A 
Wassermann reaction will in doubtful cases settle the diagnosis. 

Prognosis.—Mild cases respond rapidly to treatment, but in the more 
rapidly spreading cases the prognosis is always grave. 

Treatment.—The bulle should be opened and their contents absorbed 
with cotton-wool. Strips of lint soaked in 1 in 1000 acriflavine lotion should 
be applied, and changed three times a day or more often if necessary. It is 
important that the blister edge should be removed by forceps, so that the 
lotion may act on the spreading edge of the lesions. The child should be 
well wrapped up to prevent loss of heat. 


(c) EcTHYMA 


In this condition local gangrene of the skin occurs and an ulcer, surrounded 
by a deep inflammatory zone and covered by a crust, is produced. The 
lesions are not always of pyogenic origin, but may be brought about in various 
ways ; but as they have some resemblance to impetigo contagiosa, it will be 
well to describe them here. 

fEtiology and Pathology.—The type seen in children is often of 
streptococcal origin and begins as an impetigo. Scratching or a debilitated 
condition of the patient allows of a more violent reaction, and necrosis 
occurs. The frequency with which ecthyma is associated with urticaria 
papulosa, scabies and pediculosis points to trauma as an etiological factor. 
The large round adult type, referred to below, is nearly always preceded 
by a boil, which is a Hapiylneoccal infection, while the linear type can be 
shown to be produced by violent scratching, to which is added secondary 
pus infection. 

Symptoms.—All varieties are most often seen on the legs and buttocks. 
The lesions are usually discrete and few in number, but there are exceptions. 
They have the appearance of impetigo contagiosa lesions, but there is a wide 
congested area around the crusts, and these latter are not “ stuck on” but 
firmly fixed. On removal an ulcer the size of the crust is found. This type 
is usually found in children. Another variety is seen in adults especially, 
in association with pediculosis vestimentorum, and was seen very frequeutly 
during the War of 1914-1918. Two types are seen: the large circular type, 
which has the characters of those mentioned above, but the individual lesions 
are larger, and the linear or gutter-shaped type, in which long ulcers, often 
2 or 3 inches in length and covered with a thick: crust, are present. 

Diagnosis.—This has to be made from the ecthymatous syphilide, usually 
a late tertiary manifestation. In this condition there is a tendency to group- 
ing of the lesions, and they are of a more chronic type. Other syphilitic 
manifestations, a positive Wassermann reaction, and rapid response to 
anti-syphilitic remedies will settle the diagnosis. 

Treatment.—Local treatment is similar to that of impetigo contagiosa. 
The crusts should be removed by baths or starch poultices, and Lassar’s 
paste with 3 per cent. ammoniated mercury tied on. In the adult cases, after 
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the sepsis has been removed by 1 in 4000 perchloride of mercury or 1 in 1000 
acriflavine dressings, Unna’s paste should be applied and changed every 2 
or 3 days until healing takes place. Where debility and malnutrition are 
present, suitable internal treatment must be resorted to, cod-liver oil and 
ea and the preparations of iron, arsenic and the phosphates being most 
useful. 


(d) Piryriasironm DERMATITIS 


Certain forms of circumscribed, dry, superficial dermatitis, with fine 
branny scales, are sometimes seen in association with impetigo contagiosa 
and appear to have the same origin. In fact, all stages between the two 
conditions can be traced. The name impetigo pityroides is sometimes applied 
to this type of case. In other cases dry scaly patches are found without any 
impetigo contagiosa lesions, and streptococci have been isolated from them. 
These cases are sometimes indistinguishable from the scaly patches which 
occur on the faces of children, and which are described in the section on 
Eczema (p. 1412), where it is suggested that moisture and soap play the 
chief part in their production. It would thus appear that the streptococcus 
may produce lesions clinically identical with those produced by these physical 
and chemical causes. It has been thought also that some forms of circum- 
scribed scaly dermatitis found about the neck and trunk, and also in the 
flexures of the limbs, and which have in the past been loosely grouped as 
seborrhosic dermatitis, are probably of streptococcal origin, but further 
investigation is necessary in order to group them clearly. 

These lesions are often resistant to treatment. They are frequently 
associated with a good deal of itching, and are often followed by secondary 
changes due to friction. namely, “ lichenification ” and “ eczematisation.” 

Treatment.—The early cases sometimes respond well to applications of 
dilute ammoniated mercury ointment; others, however, do best on ac. 
salicyl., grs. 15; liq. picis carbonis, min. 15; past. zinci ad 1 ounce. Once a 
condition of lichenification is established, the treatment should be on the 
lines laid down for local pruritus (p. 1403). 


(e) FotticuLar Imprtiaco or BocKHART 


This is the name given to a superficial pustular eruption of staphylococcal 
origin seen in connection with the hair follicles. 

Symptoms.—The lesions consist of small beads of pus situated quite 
superficially at the mouths of the hair follicles, each being surrounded by a 
narrow red zone. Generally the hair can be seen penetrating the centre of 
the pustule. There is no tendency for the lesions to run into one another, 
each remaining quite distinct. Usually groups of them occur in localised 
areas, but sometimes their distribution is very extensive, cases occurring in 
which almost every stout hair is surrounded by a pustule. The most frequent 
sites are the fronts of the thighs, the legs, the genitals and the backs of the 
forearms. A very troublesome variety is seen on the scalp of children be- 
tween the ages of 2 to 5, the infection being usually derived from a discharging 
ear or nose. The whole scalp is affected, and the condition is combined with 
& superficial septic dermatitis which affects also the face, and often spreads 
to other parts of the body. Ciliary blepharitis is a frequent complication. 
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This is the condition which was formerly described as pustular eczema. The 
majority of localised cases occur in conjunction with other forms of pyodermia; 
they are seen in scabies and pediculosis, and also in people suffering from boik. 

Treatment.—The general health of the patient must be attended to, and 
all local foci of sepsis dealt with on surgical lines. A search for parasitic 
infestation must be made and appropriate measures adopted. In the local- 
ised cases, the pustules should be punctured, and 1 in 1000 acriflavine lotion 
applied ; if this proves too irritating, lead or calamine lotion should be used, 
the accumulation of powder from the latter being bathed away daily with a 
weak alkaline lotion. Mercury lotions are better avoided, as they tend 
themselves to produce follicular pustulation. , 

The more extensive cases are very resistant to treatment. Shaving the 
affected areas, followed by the application of mild antiseptic lotions or sedative 
lotions and alkaline baths, is sometimes effective. Staphylococcal vaccines 
should be tried in addition, and in some cases stannoxy] (an oxide of tin) and 
injections of collosol manganese have given good results. In the pustular 
eczema of the scalp, the crusts should be removed with warm oil or starch 
poultices, and the lotions indicated above or acriflavine 1 in 1000 in lini- 
ment. calcis applied. At the same time nasal and ear discharges must be 
appropriately treated. These casea take a considerable time to cure, but the 
results repay the attention necessary. 


(f) FuRUNCLE 


Boils or furuncles are deep-seated infections of the hair follicles with the 
Staphylococcus aureus. 

4Etiology and Pathology.—The exciting cause of a boil appears to be 
the presence of virulent staphylococci in the hair follicles which occasion an 
intense reaction sufficient to cause local necrosis. This is the more liable 
to occur where the skin is thick, owing to the pressure exerted on the dense 
fibrous-tissue bundles and the consequent obstruction to the circulation. 
Scratching, which conveys the causative organism to the follicles and 
damages their orifices, predisposes to boils, as is seen by their frequent 
occurrence in parasitic affections. Lowering of tissue resistance, such as 
occurs in diabetes and in other conditions of lowered vitality, is also a pre- 
disposing cause. In other cases it is probable that a condition of allergy and 
hypersensitiveness to the staphylococcus is present, and this probably 
accounts for the constant recurrences which occur. 

Symptoms.—Boils may attack any part of the body where kbair 
follicles are present, but are most commonly seen on the neck, back and 
buttocks, regions where the skin is thick and exposed to pressure and friction. 
The lesions are usually single or few in number, but they tend to recur with 
great persistence, and recurrences may continue for a long period. The 
patients attacked are often in a low state of health. Boils are particularly 
liable to occur in diabetics, and the urine of patients should always be ex- 
amined for sugar. A boil commences as a deep, tender infiltration, which 
rapidly increases in size so as to form a painful red swelling, up to an inch 
in diameter, which projects above the surface of the skin. Later, a small 
pustale appears in the centre of the swelling and thie eventually bursts, 
exuding a small quantity of pus, which relieves the pain. Later still, a small 
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songa mopereies from the centre of the swelling, and when this has come away 
the boil heals, leaving a pitted scar. Some boils, however, subside without 
bursting. Sometimes the earliest lesion is & superficial pustule, which is 
followed by the rapid formation of an inflammatory zone. Later, infiltra- 
tion of the deeper tissues follows, and a slough forms and is discharged, as in 
the first-mentioned type. 

Treatment.—The general condition of the patient must first be dealt 
with on general lines, Certain internal remedies, such as Vitamin A, yeast 
and calcium sulphide, have occasionally proved of value. Vaccines and 
toxoid of Stavhylacaccs aureus produce results in some cases, but cannot be 
looked on as a specific. Injection of collosol manganese, or injection of 
manganese butyrate, suggested by McDonagh, beginning with 0:5 c.c. and 
repeated twice a week, in slightly increasing doses, for 3 to 4 injections, pro- 
duces dramatic results in certain cases; others, however, are completely 
resistant. Stannoxyl, given by the mouth 2 to 3 tablets t.d.s., has also been | 
claimed to produce excellent results. : 

Local measures are of great importance. Before the boils have ruptured, 
gd apace of kaolin poultice (antiphlogistine) are helpful in relieving pain 
and causing absorption of the exudate. Short-wave diathermy and small 
doses of X-rays may also produce a similar result. After rupture, dressings 
of 1 in 4000 perchloride of mercury, or pasta magnesii sulphatis (B.P.C.) 
are indicated. Boric acid fomentations should be avoided, as they spread 
the infection. Early or deep incision into boils is better avoided as it tends 
to spread the infection. 


(g) CaRBUNCLE 


A carbuncle is a boil or group of boils in which the subcutaneous tissue 
has become involved in the infective and necrotic process. 

Symptoms.—Usually only a single lesion is present. It may at the 
commencement appear like an ordinary boil, but the spread is rapid, and 
soon a large, red, indurated, painful area is produced. The lesion may 
attain a diameter of many inches. After a few days numerous points of 
poe appear on the surface of the swelling, and these burst and exude pus. 

he bridges of tissue between these openings may subsequently break down 
and reveal a large slough, which may take several weeks to separate if not 
removed by surgical means. Fever and other constitutional symptoms are 
generally present. 

Treatment.—The general treatment is the same as for boils. Local 
surgical treatment may be required, and consists either of complete excision 
of the carbuncle, with the surrounding inflammatory tissue, or of making a 
crucial incision and removing the slough, the open wound being packed with 
bismuth-iodoform-paraffin paste or an appropriate antiseptic dressing. 


(hk) Sycosis BarBar 


This is a staphylococcal infection of the hair follicles of the beard region, 
and is one of the three forms of “‘ barber’s rash,” the other two being im- 
petigo contagiosa of the beard region and ringworm of the beard. 


1426 DISEASES OF THE SKIN 


Etiology and Pathology.—The disease is produced by inoculation of 
staphylococci into the hair follicles in the beard area, either primarily or as 
@ secondary infection to an impetigo contagiosa. Many cases doubtless 
start from infection conveyed in the barber’s shop, but a considerable 
number also occur in patients who shave themselves. Scratches from the 
razor subsequently inoculated by the patient’s finger are probably as common 
as direct infection from a barber’s brush or razor. 

Symptoms.—The disease usually begins at one spot in the beard or 
moustache area by the formation of pustules around the hairs. These 
pustules tend to occur in groups, and become surrounded by an inflammatory 
zone. As the deeper parts of the follicles become infected, nodules form and 
the whole affected area becomes swollen and cedematous. Pus discharging 
from the ruptured pustules dries and forms crusts. Subsequently some of 
the hairs loosen and can be pulled out without pain. Each hair on removal 
is seen to be surrounded by a swollen and transparent root-sheath, and often 
a bead of pus escapes from the follicle. The disease is progressive, and 
eventually the whole beard and moustache area, and not infrequently the 
eyebrows and eyelashes, may be attacked. It tends to become chronic, 
and in old-standing cases a large number of the hairs are lost, leaving a 
smooth, red, atrophied patch, not unlike lupus vulgaris, to which the 
name lupoid sycostx has been given. The presence of some follicular pustules 
and the absence of lupus nodules are, however, sufficient to separate the two 
conditions. 

Diagnosis. —In addition to the diagnosis from lupus vulgaris just 
mentioned, sygosis has to be differentiated from impetigo contagiosa, and 
from ringworm. From the former the diagnosis ts made by the involve- 
ment of the deeper structures of the skin and the presence of pus in the hair 
follicles; from ringworm by the absence of fungus in the scales and hairs 
(see Tinea barb, p. 1436). 

Treatment.—The acute cases should be treated much in the same 
way as other acute inflammations of the skin, without any attempt being 
made directly to attack the organism responsible for the disease. Frequent 
bathing in warm water or oi! should be used to remove crusts, or boric-starch 
Sager may be used. Lead lotion, or 1 in 1000 acriflavine lotion, should 

e applied on lint and changed frequently. When the acute stage has 
subsided the parts should be kept clipped short with scissors. Hairs from 
infected follicles should be epilated and the skin dabbed with 5 per cent. 
ichthammol in calamine lotion or 1 in 4000 perchloride of mercury. As an 
adjunct staphylococcus vaccines or toxoid may be given. The local applica- 
tion of a vaccine has sometimes proved useful. In some cases excellent 
results have been obtained by the use of “ quinolor” ointment (Squibb). 
Epilation by X-rays hasbeen recommended, but the results are not very 
oer rial recurrence being frequent. Small doses of X-rays are, however, 

elpful. 


2. ANTHRAX INFECTIONS 


These lesions, which resemble in some respects those produced by the 
staphylococcus, are dealt with elsewhere (p. 57). 
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3. DIPHTHERIA INFECTIONS 


The lesions produced by the diphtheria bacillus are rare, but are seen 
sufficiently often to require notice. Diphtheritic infection of wounds is a 
well-known condition, but does not need to be considered here. In children 
suffering from diphtheria, gangrenous patches occasionally develop, chiefly 
on the trunk, from which cultures of the organism may be sbtaiued. but the 
organism may also attack the skin of otherwise healthy persons. 

Symptoms.—A single lesion usually occurs, but there may be more 
than one. It begins as a clear blister, like an impetigo vesicle, and ruptures 
very easily ; on about the second day a considerable red zone is present 
around the original lesion, and a central slough has formed, comparable to 
a small burn. This condition persists for some time, if not treated, and 
eventually the slough separates and the spot heals. Constitutional symptoms 
may be present. The writer has recently seen a case of paronychia from 
which & pure culture of the Klebs-Loeffler bacillus was obtained. 

Treatment.—Prompt injection of diphtheria antitoxin, with the applica- 
tion of a local antiseptic dressing, is all that is required. 


4. INFECTIONS BY THE SEBORRH@IC ORGANISMS 


Three organisms are commonly found in cases of seborrheic dermatitis, 
but the part each plays is not yet conclusively proved, so that it will be 
convenient to group the seborrheic conditions under one heading. The 
organisms found are the acne bacillus, the bottle bacillus (pityrosporon of 
Malassez), and the Staphylococcus epidermidis albus. The first named is a 
small bacillus which is found chiefly after puberty and is present in very 
large numbers in the comedo of acne vulgaris. The bottle bacillus is a 
yeast-like organism which buds and often shows itself as a flask-shaped 
body, and is found most plentifully in seborrheic dermatitis of the scalp. 
The white skin staphylococcus is found pretty universally over the skin. 


(a) SEBORRH@IOC DERMATITIS 


Under this term we include a chronic scaly condition of the scalp, formerly 
called seborrhcea sicca, and also certain “ eczematous’”’ lesions of the face, 
chest and back, and occasionally on other parts of the body, which are 
characterised by the presence of more or less circumscribed reddish patches 
covered by greasy scales. 

ZEtiology and Pathology.—The histological changes in the skin are those 
of a chronic superficial dermatitis. The three organisms mentioned above 
are met with in the scales in all adult cases, but the origin and spread of both 
seborrheic dermatitis of the scalp and the figurate type on the body suggest 
that the views of Sabouraud and Whitfield, that the bottle bacillus is the 
chief stiological factor, are correct. Further, the ease with which most 
lesions clear up under treatment by sulphur supports these views. There 
is no doubt that an underlying seborrhoea is the main factor in causing the 
activity of these organisms. 

Symptoms—Seborrhosic dermatitis of the scalp is the well-known 
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“ sourfy head,” and is an extremely common affection, most individuals 
having it to a greater or less degree. It probably begins in early infancy, 
and is sometimes seen as a ringed lesion on the scalp of young infants. These 
lesions have been shown by Whitfield to contain the bottle bacillus in large 
numbers. These rings may disappear spontaneously, but the infection, 
which has presumably been conveyed from the mother or nurse, persists 
and lights up again later in life in certain individuals, especially in those 
prone to seborrhoea (see p. 1400). In the adult the affection consists of a 
diffuse branny scaling on the scalp, usually unassociated with any obvious 
inflammation of the skin. On close examination the scales are seen to be 
formed around the hairs, indicating that the inflammation is perifollicular. 
Varying degrees of scaliness are met with ; in some cases it is scarcely per- 
ceptible, in others it consists of thick, greasy masses. Symptoms are gener- 
ally absent, but occasionally a good deal of irritation is present, which leads 
to scratching, and small crusted lesions are then found among the scales. 
Sometimes a more acute inflammation supervenes, and the scalp becomes 
red and hot, and an exudate of fluid may occur, producing crusting. In 
these cases the inflammation usually extends for a centimetre or so beyond 
the hairy margin. The persistence of scaly seborrheic dermatitis is con- 
sidered by some to be an etiological factor in producing that form of baldness 
known as alopecia prematura, which is characterised by the recession of 
the hair from the forehead and baldness on the crown of the head. It is 
probable, however, that other factors, such as heredity, also play a part 
in this condition. 

The face may also be affected, especially the eyebrows, forehead, naso- 
labial folds, beard and mastoid regions. Here the lesions are dry, reddish 
or pale patches, surmounted by greasy scales or crusts. On close examina- 
tion it can usually be seen that the lesions are follicular in origin and that 
the patches are formed by the aggregation of these follicular papules. The 
ears may be affected, especially the retroauricular sulcus and the concha, 
and some forms of blepharitis appear to have a seborrheeic origin. The 
lesions on the face are very liable to become infected with pus organisms 
and become thickly crusted. An intractable scaly inflammation of the lips, 
cheilitis exfolrativa, is also considered to be of seborrheic origin. 

On the chest and back ringed or figurate lesions are frequently seen, but 
here follicular papules may ocour. The centre of the sternum and the 
interscapular area are the common sites. Occasionally patches ocour among 
the pubic hairs. 

Some authorities include under this heading cases in which circumscribed 
pinkish or red circular or oval patches, covered by fine branny scales, occur 
on the trunk and limbs. They are resistant to treatment, especially to the 
remedies useful in seborrhcic dermatitis, and there is some evidence that 
they are forms of streptococcal dermatitis. This type is prone to attack the 
flexures of the limbs, chiefly the axille and groins, as are other streptococcal 
infections. | , 

Diagnosis.—All cases of scurfy head in children should be considered to 
be ringworm until careful examination has excluded this cause, The presence 
of stumps and the demonstration of the fungus will settle the diagnosis. In 
body ringworm the distribution is irregular, the lesions are sharply circular, 
and the scaling is not greasy. Fungus can be found in the scales, 
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Impetigo contagiosa of the small crusted type has a close resemblance to 
seborrhaic dermatitis, especially on the face. The presence of some definite 
impetigo vesicles and crusts, and the history of its unilateral spread, may help 
to clear up the diagnosis. 

Pityriasis versicolor occurs in the same regions as the body form of 
seborrheic dermatitis, but it has a fawn colour and no inflammatory 
reaction, and the fungus can be found in the scales. Pityriasis rosea can 
be distinguished by the presence of oval lesions with a collarette of scales 
within the edge of the lesion, by its acute onset and by its symmetrical 
distribution. : 

Prognosis.—The figurate variety on the trunk can always be kept under 
by appropriate treatment, but frequently recurs. The face is more resistant 
to treatment, and when much septic infection has taken place may take a 
long time to cure. On the scalp constant treatment is necessary, and a 

ermanent cure can scarcely be hoped for, as the organisms invade the follicles. . 
ith proper hygiene and appropriate treatment, however, the condition can 
be kept quiescent. 

Treatment.—Scalp.—Frequent washing is necessary to remove the scales 
and accumulated dirt. Unless there is any acute inflammation present, men 
should wash the scalp two or three times a week or even daily with sp. sapon. 
kalin. (B.P.C.), or ext. quillaiz liq. (B.P.C.) ; sulphur or tar soap may be used. 
In women the washing should be done once a week. After drying, in severe 
non-inflammatory cases, an ointment containing 3 per cent. each of ac. 
salicylic, and precipitated sulphur in a basis of gr. 120 soft paraffin and 
gr. 360 cocoa-nut oil should be rubbed into the scalp. Resorcinol, thymol, 
anthrasol, thiol or ammoniated mercury 3 per cent. may be used as alterna- 
tives or in various combinations. In the milder cases lotions are preferable. 
Resorcinol or chloral hydrate min. 60, sp. vin. rect. fl. oz. 1, aquam ad 
fl, oz. 8, is a useful lotion. Resorcinol should not be used in fair or white- 
haired patients owing to its staining properties. In the acutely inflamed 
cases, washing with soap should be avoided, though crusts may be bathed 
away with warm water. After removal of the crusts, ichthammol gr. 30 in 
1 fi. oz. of lin. calcis should be applied, the hair being cut short if necessary. 

On the face, sulphur and salicylic acid ointment may be used in the chronic 
cases ; if, however, sepsis is present the crusts must be removed and calamine 
or ichthammol liniment applied, 

On the body, sulphur and salicylic acid ointment is usually all that is 


required 


(6) AonE VULGARIS 


This condition is characterised by the presence of greasy plugs, known as 
comedones, in the pilo-sebaceous follicles—particularly those on the face, 
shoulders, chest and back—often associated with perifollicular inflammation. 
It is an extremely common affection in its milder forms and by no means 
rare in its severest types. 

Etiology and Pathology.—The disease accurs chiefly in individuals 
between 15 and 25 years of age, and is seen in both sexes. There can be 
no doubt that it is dependent on the development of the sebaceous glands 
which ocours at puberty, and that there is, in addition, an individual pre- 
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disposition, probably inborn, to develop the affection. The affected indi- 
viduals suffer from seborrhea. 

If a comedo is examined it is found to consist of epithelial cells, sebaceous 
material, and the three organisms which are associated with seborrhasic in- 
flammations and, in addition, a small acarus, the demodex folliculorum, is 
sometimes found. In the greater mass of the comedo, the acne bacillus 
occurs almost pure, the other organisms being found chiefly near the mouth 
of the follicle. Accumulated evidence seems to show that the acne bacillus 
is the chief exciting cause of the comedo, but that secondary suppuration 
may be due to the activity of staphylococci, though this has been denied 
by Sabouraud. The bottle bacillus and the demodex appear to play no 
active part in the production of the disease. The excessive oily secretion 
of the skin, with the patulousness of the follicles which accompanies this 
condition (the so-called “‘ kerose ”’ of Darier), offers a field for the activities 
of the acne bacillus, which flourishes in the sebaceous secretion. The actual 
comedo is formed by exfoliated epithelial cells—produced by an inflammatory 
hyperkeratosis of the follicle—mixed with sebum. 

Symptoms.—The earliest lesions are the comedones or “ blackheads.” 
These are small, black spots which are seen filling the dilated orifices of the 
pilo-sebaceous follicles, most frequently on the face, but also in the other 
sites mentioned above. If pressure is exerted on a follicle, a cocoon-like 
plug can be squeezed out, which is of a cream colour, except for the portion 
which fills the mouth of the follicle, where it is black. Isolated comedones 
are extremely common, but when large numbers of them occur the term 
acne punctata is applied to the condition. Frequently, however, the presence 
of these follicular plugs predisposes to an acute perifollicular inflammation, 
and the comedo becomes surrounded by a red zone; later, a small pustule 
may occur in the centre. This lesion is generally painful. When these 
inflammatory lesions predominate, we speak of the case as one of acne papulosa, 
or pustulosa ; but it must be noted that all varieties tend to be present together. 
In some cases the inflammation does not start superficially around the 
follicular orifice, but deeper, in the region of the sebaceous gland. Here we 
find first a deep-seated lentil- or pea-sized nodule, often painful, which 
gradually increases in size, reddening the skin as it pushes upwards, and 
then sometimes bursts at once and discharges a small quantity of turbid 
yellow fluid with the remains of the comedo; or it may attain the size of a 
filbert, and present signs very similar to those of a sebaceous cyst. Sometimes 
the nodules disappear without rupturing. This type is usually spoken of 
as acne nodularis, and is particularly liable to appear on the back. _It is the 
most persistent type, sand often leads to much [eloidal scarring. 

Diagnosis.—Rosacea, espetially the acneiform type, when it occurs in 
young people, may sometimes be mistaken for acne vulgaris, and indeed 
the two conditions may occur together. In rosacea, vascular congestion is 
the prominent symptom; the lesions are generally localised to the centre 
of the forehead, the nose and central portion of the cheeks and the chin— 
they are painless and the comedo is absent. 

Acneiform lesions a teseay by the internal administration of bromides 
and iodides may simply be an exaggeration of a pre-existing acne vulgaris ; 
but if not, the lesions tend to be more grouped and to produce tumour-like 
swellings. Other eruptions characteristic of these drugs may also be present. 
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The acne produced by the irritation of tar and paraffin is usually localised 
to the forearms and lower limbs. 

Prognosis.—The condition tends to die out between the ages of 20 to 
30; but the nodular type may often continue till a considerably greater age. 
Though improvement is sometimes slow, treatment materially hastens a 
cure. Bad scarring is sometimes left in severe cases. 

Treatment.—As the causative organism is situated deeply in the follicle, 
it cannot be reached by the ordinary anti-parasitic remedies, Treatment 
must, therefore, be directed to emptying the follicles. In the mildest cases 
this 1s best done by frequent washing with soap and hot water. This is 
followed by gentle squeezing massage over the affected areas in order to 
empty the grease from the follicles. Comedones should also be squeezed out, 
preferably with a comedo extractor. After this a mild sulphur preparation, 
such as calamine lotion containing 2 per cent. or 3 per cent. of potass. 
sulphurata or sublimed sulphur should be dabbed on, or if this dries the 
skin too much 3 per cent. precipitated sulphur in ung. aquosum may be used. 
Ointments, however, should be avoided as far as possible, as they tend to 
block up the follicles. This treatment must be persisted in for a considerable 
period. More drastic treatment consists in exfoliating the skin with a 
resorcinol paste or with the mercury-vapour lamp. 

Vaccines have not given very satisfactory results, though staphylococcal 
or mixed acne and staphylococcal vaccines have been of some value in the 
pustular cases. 

Very satisfactory results have been effected by means of X-rays. It 
must be remembered, however, that atrophy and telangiectases sometimes 
occur many years after treatment. It should therefore be reserved for the 
more resistant cases and especially those which are tending to develop scars, 
and should only be given by those who have special experience. 

In addition to local treatment the patient’s general health must be 
attended to, constipation rectified, and such conditions as dyspepsia, ansmia 
oe menstrual disturbances treated. A low carbohydrate diet should be 
advised. 


(c) ACNE VARIOLIFORMIS 


Synonym.—Acne Necrotica. 

An inflammatory condition of the hair follicles, accompanied by local 
necrosis, and leaving pitted scars resembling those seen in variola. 

ZEtiology and Pathology.—The disease is seen chiefly in middle-aged 
persons of both sexes. It is believed to be of bacterial origin, and is 
attributed by Sabouraud to the acne bacillus. It occurs in seborrheic 
individuals. 

Symptoms.—tThe affection occurs chiefly on the scalp and forehead, but 
is occasionally seen on the face, neck, chest and back. The lesions usually 
come out a few at a time, and the attacks may persist for long periods; but 
there are generally intervals of complete freedom. Often change of residence 
has the offect of stopping or determining an attack. 

The lesions at the commencement are pinhead-sized vesicles situated 
at the mouth of the hair follicles. These increase in size to that of a lentil 
or pea. The vesicles rapidly dry up without bursting, and scabs are formed. 
These are seen to be Gapresied elow the surrounding skin. When the 
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soabs fall off after a week or so a small punched-out scar remains. The 
onset is usually accompanied by a good deal of itching or burning. 

Diagnosis.—The condition has to be distinguished from the scattered 
crusts which occur in seborrheic dermatitis of the scalp as a result of scratch- 
ing. The diagnosis can be made by the pre-existing vesicular lesions in the 
case of acne varioliformis, and by the scarring left. 

Treatment.—These cases are often resistant to treatment. The general 
health should be attended to, and often change of air is very beneficial. Local 
anti-seborrheic remedies should be applied, such as salicylic acid and sulphur 
ointment (3 per cent.), ammoniated mercury ointment (10 per cent.), or 
lotions of potass. sulphurat. and zinc sulphate. 


(2) AcNE KELOID 


A hypertrophic inflammatory condition occurring on the back of the neck 
just below the hair margin. 

ZEtiology and Pathology.—The disease occurs in young adult males. 
Very little is known of the cause. It occurs at a point where the collar 
rubs the back of the neck, and friction appears to play a part in its production. 
The condition has been studied closely by Adamson, who can find no evidence 
of previous comedo formation. Though he considers that it is produced by 
a combination of trauma and bacterial infection, he does not consider that 
the acne bacillus or the Staphylococcus pyogenes plays any part in its forma- 
tion. 

Symptoms.—The condition commences with small firm nodules, which 
gradually increase in size and eventually merge into one continuous mass, 
closely simulating a keloid. 

Treatment.—Adamson recommends X-rays as the only satisfactory 
method of treatment. 


DERMATITIS DUE TO FUNGI 


1, RINGWORM 


fEtiology and Pathology.—Tinea or ringworm is the name given to 
certain inflammatory affections of the skin produced by the growth in it 
of certain of the hyphomycetes or moulds. These fungi grow for the most 
part in the horny layer of the epidermis or its appendages, the hairs or nails, 
and by their growth produce an inflammatory reaction. The fungi which are 
commonly seen in this country belong to three genera—the microsporon, 
the trichophyton and the epidermophyton, the latter of which is characterised 
clinically by not attacking the hairs. To these must be added a fourth, 
which, though of the same family, is not usually included under the term 
“ringworm,” namely favus, the fungus of which belongs to the genus Achorion. 
The fungus of ringworm is transmitted to man either from another human 
being or from certain animals, some fungi being only found in man, The 
types which are common in one country are not necessarily so in another, 
and in tropical zones a very large variety occur which are not considered here, 
but are dealt with fully in works on tropical medicine. The microsporon, 
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or small spored ringworm, attacks almost entirely children under the age 
of about 16, while the epidermophyton is not frequently seen in young children. 
The trichophyton, however, attacks children and adults indiscriminately. 
The genera can usually be distinguished without difficulty from one another 
both clinically and by examining the hair or scales under the microscope 
in liq. potasse. The different species can, however, only be distinguished 
by their cultural characteristics. The same ringworm fungus grows differently 
on different media, and in order to compare cultures the fungus is by tacit 
agreement grown on what is known as Sabouraud’s “ proof medium,” for 
the reason that this observer has collected and illustrated in his book, Les 
Teignes, a very large number of the known ringworm fungi. The common 
nomenclature of the fungi is that adopted in this work. 

Ringworm is found on the scalp, where it almost universally travels 
along the hairs into the hair follicles, on the beard region, where the hairs 
are often but not always affected, or on the glabrous skin, where it usually 
Setter confined to the surface horny layer. The nails are also sometimes 
attacked. | 


(a) RINaworM oF THE SCALP 


fEtiology and Pathology.—Ringworm of the scalp, tinea tonsurans, is 
essentially a disease of childhood, the adult scalp being so rarely attacked as 
to be considered a curiosity. In this country about 90 per cent. of cases of 
scalp ringworm are produced by the microsporon fungus, the large majority 
of ee being produced by a human species, Microsporon audoutnt, the rest 
(not more than about 5 per cent.) by the microspora of the cat, dog and 
sometimes other animals. Another 10 per cent. or so of cases are due to 
trichophyton fungi of which there are several species. The microsporon 
fungus first attacks the horny layer on the surface of the scalp; it reaches 
the hair shaft at the mouth of the follicle and grows down on and beneath 
the cuticle of the hair, destroying the cuticle and fibrillating the hair, and 
finally terminates in a fringe of mycelial processes just above the expansion 
of the bulb of the hair. The mycelial processes on the surface of the hair 
give off small round spores, which are packed so closely together that, when 
examined in lig. potasse under a }-inch objective, they are seen to form a 
thick mosaic sheath round the hair. As a result of the damage produced, 
the hairs first lose their elasticity and then fracture. This fracture usually 
takes place about 4-inch above the mouth of the follicle. 

Symptoms.— Miter on ringworm.—In the bulk of cases the disease 
begins with a small circular scaly patch on the scalp. Very soon the hair on 
the patch is noticed to be thinning. Several patches may appear simultane- 
ously. On close examination with a lens, these circular patches are found 
to be covered with fine, branny scales of a greyish colour, the follicles are 
pomene giving the patches a nutmeg-grater-like appearance, and numerous 

roken hairs are seen. At the edge some hairs may be found unbroken 
but bent at sharp angles, as though a sort of greenstick fracture had occurred. 
These hairs and the stumps are often covered with a whitish powder, which 
18 the spore sheath referred to above. 

On pulling one of the stumps with forceps the former will come away, 
but usually breaks off above the hair bulb, leaving the latter behind; a great 
deal of perseverance is necessary to remove the stump intact. The hair 
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thus removed and examined in liq. potass. has the appearances mentioned 
above, and in addition the fibrillation of the hair will be noted, especially the 
irregular fracture of the distal end. In old-standing cases the regular circular 
outline of the patches may be lost, the whole scalp having a moth-eaten 
appearance, arid stumps being scattered irregularly over large areas. The 
microsporon ringworms contracted from animals have similar appearances. 

ndothriz ringworm.—The fungus of this type is not contracted from 
animals, The clinical appearances may be similar to microsporon ringworm, 
but two other types are seen. In some cases no patches are present, but a 
general thick scurfiness of the scalp occurs. On very careful search with a 
lens isolated stumps may be found scattered all over the scalp. In other 
cases sharply defined bald patches occur, which on inspection show no 
stumps, but every follicular opening is filled with a small black spot. By 
the careful use of pointed epilation forceps, such as those devised Ge Whit- 
field, one or more of these spots may be removed, and on examination the 
fungus can be duciondatot. This type is called black-dot ringworm, and 
has to be distinguished from alopecia areata. 

When the stumps from an endothrix ringworm are examined in liq. 

Seana under the microscope the spore sheath is found to be absent, the 
ungus being entirely inside the hair and the cuticle intact. The fungus 
itself consists of longitudinally running mycelial filaments, which are divided 
up into small square, round or oval segments, the whole having a ladder- or 
chain-like appearance. 

Ectothrix ringworm.—The fungus which produces this type is of animal 
origin, and generally produces a much more inflammatory type of lesion than 
the other varieties. In the majority of cases suppuration occurs, the fungus 
itself being responsible for pus formation. These suppurating ringworms 
are spoken of as kerion celst. The affected area 1s much swollen and red, and 
often raised considerably from the surrounding skin. The swelling is boggy 
to the touch, and often gives the sensation of fluctuation, which to the un- 
initiated suggests abscess formation. On the surface pus is seen to exude 
from numerous follicular openings, but broken hairs are also seen. These 
if examined in liq. potass. show fungus, both within and without the hair ; 
the cuticle is destroyed and the mycelium has similar characters to 
the endothrix fungus, the spores being arranged in chains and not packed 
together, as in the microsporon type. 

Diagnosis.—This is usually simple, the presence of the stumps containing 
fungus being diagnostic. In cases where stumps are few in number, great 
help can be obtained by examining the child’s scalp under a mercury-vapour 
lamp, screened by what is known as “ Wood’s glass.” In microsporon ring- 
worm the affected stumps fluoresce brilliantly and can be readily seen. This 
method is particularly valuable in determining whether a case 1s cured after 
treatment. Fluorescence does not occur in endothrix ringworm. From favus 
the diagnosis is made by the presence of yellow favus cups. From seborrheic 
dermatitis the diagnosis should not be difficult if it is always remembered that 
a scurfy head in a child must always be considered to be ringworm until this 
has been excluded. Great care has, however, to be taken to make a thorough 
search for stumps in the endothrix cases. In alopecia areata a smooth, 
shiny centre with, perhaps, @ row of scattered stumps at the periphery of the 
patch is found. These stumps, however, are club-shaped, are very thin 
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as they enter the scalp, and when pulled out always come away with a 
shrunken bulb attached. No fungus can be seen on microscopic examination. 

Treatment.—The cardinal fact to remember in the treatment of scalp 
ringworm is that up to the present no means has been discovered of killing 
the fungus in the hair follicles. It is, therefore, necessary to epilate the hairs 
in order to obtain a cure. This can be done by three methods: by X-rays; 
by Protas sufficient inflammation in the affected areas to make the hairs 
fall out ; or by the administration of thallium acetate internally. This second 
method is the way Nature cures some cases. In kerion the suppuration is 
sufficient to loosen the hairs, and all that is necessary is to assist this process 
by hot fomentations and epilation with forceps. In the ordinary micro- 
sporon type, however, the production of the necessary inflammatory reaction 
is not so easy. Various irritants have been used—the most satisfactory of 
which is croton oil. The application of this, however, requires great care, 
and is not suitable for ordinury out-patient practice. Probably the best 
application available at present is an ointment of equal parts of common salt 
and soft paraffin. The scalp is shaved and washed daily with soap and 
water, the healthy portion then smeared with a weak mercurial ointment, 
such as 2°5 per cent. white precipitate ointment, and the salt ointment 
rubbed vigorously into the ringworm patches. After a time the patches 
inflame, and the hairs loosen and fall out. Cure by this method in fairly 
localised cases takes 2 or 3 months if the treatment is vigorously and con- 
scientiously carried out; otherwise it may take 12 or 18 months to effect a 
cure. X-ray treatment is generally preferable. The method used is that 
devised by Adamson and Kienbock, and consists in treating the scalp from 
five different points with an epilation dose, the points being so arranged that 
the whole scalp is uniformly irradiated. A rapdified four-area method intro- 
duced by Schreuss is gradually becoming more popular. This should cause: 
all the hair to fall out in 3 weeks, and a complete cure should take place. 

It has recently been shown, chiefly owing to the work of Buschke and his 
associates, that, if thallium acetate in a single dose of 8 mgrms. per kilo body 
weight be administered orally, the scalp hair will fall out after about 18 days, 
leaving the eyebrows and eyelashes unaffected. This method has now been 
used in a large number of cases of ringworm, and gives satisfactory results. 
It does, however, often produce well-marked toxic symptoms, chiefly severe 
joint pains and gastro-intestinal disturbance, and some fatal cases have been 
reported as a result of accidental overdosage. Its final beneficial results are 
probably not equal to those of X-rays. It should only be given to children 
who are perfectly healthy. 


(b) Rinaworm or THE BraRrp 


Symptoms.—Ringworm of the beard, tinea barbe, occurs in two types : 
(1) the superficial, scaly type, and (2) the suppurative type. The former 
begins as a small scurfy patch, which spreads slowly in mng fashion. and 
resembles the scaly type on the scalp. The hairs are usually attacked, and 
if removed fungus can be demonstrated in them and also in the scales The 
fungus is usually of the endothrix type, and as such is transmitted from 
man to man. It is not infrequently caught in the barber’s shop, and is one 
of the three forms of ‘ barber’s rash.” . 
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The suppurative type produces an irregular lumpy swelling of the affected 
part. The “ lumps ” are soft and boggy to the feel, and pus may be seen 
exuding from various follicular openings ; the case bears a close resemblance 
to kerion celsi, but has not the same sharp circular edge, being more irregularly 
distributed. The hairs are attacked by the fungus, which in this case is 
coe of the ectothrix type, and is usually transmitted from animals, being 

oqnen among grooms and cattlemen. . 
iagnosis.—The scaly variety must be distinguished from seborrheic 
dermatitis and the pityriasform type of streptococcal infection. This is easily 
done by the presence of fungus in the hairs and scales of ringworm. 

The suppurative type may be confused with the staphylococcal sycosis ; 
but the latter never forms the tumour-like masses which are seen in ringworm, 
while again the presence of fungus will settle the diagnosis. 

Treatment.—The same principles apply as in scalp ringworm. For the 
scaly type X-rays form the most certain form of treatment. Alternatively 
3 per cent. salicylic and 5 per cent. benzoic acid ointment should be rubbed in 
daily and the hairs snilated, a few at a time, with forceps. The hair should be 
kept cut short. 

With the suppurative variety hot fomentations and epilation with forceps 
should be used. 


(c) Rinaworm oF THE GLaBRovus SKIN 


This can be divided into four types. (1) Tsnea circinata, the small ring- 
and disk-like patches seen about the face, neck, body and limbs; (2) tinea 
cruris, eczema marginatum or dholie itch, seen chiefly as sheet-like patches in 
the inner side of the thighs, and on the perineum and scrotum; (3) the 
eczematoid ringworms of the hands and feet; and (4) the pustular body 
ringworms. 

Symptoms.—1l. Tinea circinata—This condition may occur by itself or 
in combination with scalp ringworm. In the latter condition it usually 
occurs on the neck or face. In the microsporon cases of human origin the 
lesions take the form of small disks, usually not larger than a threepenny bit, 
which show little tendency to grow, and no tendency to clear in the centre 
or to form rings. The patches are of a pale pink colour, and are covered with 
branny scales, in which mycelial filaments can be demonstrated by examining 
them under a 4-inch objective in liq. potassew. The other varieties of micro- 
sporon and the endothrix trichophytons show a much greater tendency to 
form rings and to attain a larger size. In these cases the earliest spots are 
similar to those described above, but as seal spread the centre loses its 
scaliness, becomes a paler colour, and eventually the skin resumes its normal 
character. The spreading edge presents the same branny scaling, and often 
small pinhead-sized vesicles and pustules. As before, mycelial filaments 
can be demonstrated in the scales. Itching is often present to a greater or 
less degree. In rare cases these rings are very numerous, and concentric rings 
may form. This is well seen in some tropical varieties, such as tinea imbricata, 
where the whole body is covered with concentric ring-formations. 

2. Tinea cruris.—This condition, also known as dhobie tich, is produced by 
the genus Epidermophyton. It is s0 named because of the commonly held 
view that clothes are infected by the washerman or dhobie. Originally a 
‘tropical type, it is now extremely common in this country, being much more 
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often seen in private than in hospital practice, and almost entirely in males. 
It is usually seen as a superficial, flat, brownish-red patch situated bilaterally 
on the inner surface of the thighs in their upper third. The patches usually 
meet on the perineum, and often involve the whole scrotum, and sometimes 
spread forward into the groins. The patches, which were formerly known as 
eczema marginatum, have a very sharply defined margin, which is very 
slightly scaly, but no vesicles are present. Scrapings from the scales show 
a chain-like mycelium. The patches, though usually confined to this region, 
are occasionally seen on the umbilicus and in the axille, and are frequently 
associated with one type of eczematoid ringworm seen between the toes. 
There is generally intense itching felt in the patches. 

3. E id .—There are several varieties of this type seen. 
The commonest is that which occurs between the toes. It occurs first between 
the little and fourth toe, and is generally bilateral. The skin in the web of 
the toe becomes thickened, whitish cae sodden, and fissuring is prone to 
occur. It may spread to adjoining interdigital spaces, and on the dorsum 
and sole of the foot. In severe cases this area becomes covered with vesicles 
or large blebs, which may become purulent. It is not always easy to demon- 
strate the fungus in the thickened skin between the toes; considerable time 
must be given to soaking in liq. potasse the skin removed, and many slides 
may have to be made before the search is rewarded. 

The most common type seen on the hands consists of rather sharply 
circumscribed patches of a vesicular dermatitis, They may occur on any part 
of the hand or fingers, and are generally single and unilateral. They spread 
slowly, and are itchy. The lesions are usually produced by the trichophyton 
fungus. The demonstration of the fungus is necessary to distinguish them 
from other forms of localised dermatitis. When the lesions occur on the 
palm much thickening of the horny layer is produced, and cracking in the 
aa folds may take place. . 

another form an acute dermatitis which may involve both hands and 
feet, is set up, as has been shown by Whitfield. The cases are clinically 
indistinguishable from the type of acute dermatitis known as dysidrosis or 
cheiropompholyx, and in all such cases a careful examination must be made 
for a ringworm fungus. 

4, Pustular body ringworms.—These occur in sharply defined patches, 

saree on the limbs and neck. The patches are of dull red colour, and sharply 
raised from the surrounding skin ; they have a soft boggy feel, and pus can be 
seen exuding from the follicles. The fungus in this case is usually of the 
ectothrix variety. 
_ Diagnosis.—This is only difficult in the acute eczematoid varieties, when 
it must be distinguished from cheiropompholyx and the localised forms of 
dermatitis and eczema. This can only be done with certainty by demon- 
strating the fungus. The circinate patches have to be distinguished from 
seborrhoeic dermatitis and the scaly streptococcal lesions, and on the face from 
Pityriasis simplex. The presence of fangus, and the ease with which patches 
respond to Whitfield’s omtment, as well as the tendency to ring-formation, 
a asymmetrical distribution, will enable a diagnosis of ringworm to be 
made. ; 

Treatment.—This is simple in the flat body patches and in tinea cruris. 
The number of antiparasitic remedies is large but the most satisfactory is 
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fuchsin paint (Castellani). This is painted on the patches once or twice 
daily, and can be used in the most inflamed cases. Other preparations include 
ung. ac. benzoici co (B.P.C.) (Whitfield’s Ointment) and lig. 1odi mitis (B.P.). 
Most patches will clear up in a week or two with these remedies, but it is well 
to continue them for some days after the lesions have disappeared in order to 
prevent recurrence. 

Eczematoid ringworm of the toes can be treated with Whitfield’s ointment, 
the sodden epidermis being removed daily after washing with soap and 
water ; it is well to use this intermittently for 2 weeks at a time, powdering 
the toes well with a bland powder during the alternate 2 weeks, in order 
that the keratolytic action of the salicylic acid may subside and give a better 
indication of the results of treatment. In resistant cases 10 per cent. chrysa- 
robin in spirit may be used in addition. These cases are always resistant to 
treatment, which requires to be carried on for long periods. 

The acute eczematoid ringworms of the hands are often made worse by 
strong parasiticides, and it is generally better to start treatment with a wet 
dressing of 1 in 4000 potassium permanganate, subsequently trying small 
areas tentatively with the preparations mentioned above. The su puaey 
type can also be treated with 1 in 1000 acriflavine, or 1 in 4000 perchloride of 
mercury dressing, and subsequently with Whitfield’s ointment, if not cured by 
the former methods. Resistant cases respond well to X-ray treatment. 


(d) RrnaworM oF THE NalILs 


This is fortunately not a very common affection, but occurs with sufficient 
frequency to be on the look out for it. It may be caused by the endothrix or 
ectothrix fungus. 

Symptoms.—Usually several but not all the nails are affected. The disease 
usually commences under the free end of the nail, and travels slowly upwards. 
The nail bed becomes much thickened, and the epithelium sodden, and can 
be scraped away. As the disease spreads the nail becomes a pieaee ak | 
colour and separated from its bed ; the growing edge can be seen as a yellowis 
line above the discoloured and asparsied nail. In other cases the nail becomes 
soft or brittle and breaks up, exposing the underlying sodden nail bed. Very 
rarely the sides and base of the nail may be primarily affected. The toe 
nails are frequently affected in interdigital ringworm of the feet. 

Diagnosis.—The diagnosis has to be made from eczema, psoriasis and 
syphilis. This can only be done with certainty by finding the fungus. 
Portions of nail near the growing edge should be taken and soaked for some 
hours in lig. potasse. The under surface is then scraped and mounted, 
and a search made; and this may require several preparations before the 
mycelium is found. Cultures can often be made direct from pieces of nail; 
but contamination is very frequent. 

Treatment.—The nail must be removed, either surgically or by soften- 
ing in strong potash and scraping it away. Afterwards one of the stronger 
anti-trichophytic remedies can be applied. Norman Walker recommends 
covering the affected nails with lint soaked in Fehling’s solution and 
applying a rubber finger-stall for 24 hours or longer, so as to remove the 
completely. The solution. must not be applied to the surrounding 

n. 
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2. FAVOS 


Favus is a disease due to the growth of a fungus allied to ringworm 
belonging to the genus Achorion. It differs from the former in forming 
thick, yellow, circular cups which cause local scarring and atrophy of the 
hair follicles. It is a much rarer disease in this country than formerly ; but 
cases are still occasionally seen. 

Symptoms.—Favus attacks the scalp, the glabrous skin and the nails, 
and has been recorded on the mucous membranes. On the scalp it appears 
as a collection of pea-sized or slightly larger circular yellowish crusts standing 
up from the skin and having a central depression, through the centre of 
which the hair projects. This is the favus cup or scutulum. Very large 
areas of the scalp may be involved in the process, the whole having a honey- 
combed appearance. Where the disease has been cured, scars and per- 
manent alopecia are left. In section the yellow cup is seen to be made up of 
masses of mycelium radiating from the centre. Favus on the glabrous skin 
shows a somewhat similar appearance, a collection of bright yellow cups 
forming a massive crust, the whole being surrounded by an inflammatory 
zone. When seen in this country the lesions are generally very few in 
number and on the exposed parts, but in some countries where the disease 
is common the whole body may be covered with great masses of favus 
scutula. Favus of the glabrous skin in this country is often of mouse origi 
and a different species to the scalp favus. Favus of the natls has somewhat 
similar characteristics to that of ringworm of the nails. 

Treatment.—The only satisfactory treatment for favus of the scalp 
is X-rays. The risks of alopecia mentioned in the treatment of ringworm 
need not be considered here, as alopecia will result in any case from the 
disease. As a preliminary to X-Ray treatment the crusts should be removed 
and the scalp cleaned up with appropriate antiseptic applications. 

In body favus the scutula must be removed, and the patches treated with 
either Whitfield’s salicylic and benzoic ointment or a 4 per cent. chrysarobin 
ointment. 

Favus of the nails is treated in the same way as ringworm of those parts. 


3. MONILIA INFECTION 


A good deal of attention has recently been paid to lesions closely resem- 
bling those produced by the ringworm fungi, but attributable to the growth 
of yeast-like organisms resembling those found in thrush. The lesions are 
chiefly found in moist situations, such as the groins, under the breasts and 
between the toes. The same fungus has been found to be responsible for a 
sodden condition between the fingers, to which the name erosto blastomycetica 
interdigitalis had formerly been applied. It has also been found in the nail 
folds, producing a curious bolster-like swelling of these structures, and has 
also attacked the nails themselves. 

The treatment of these conditions is similar to that employed in ringworm. 


4. TRICHOPHYTIDES 


_ Of recent years a variety of generalised eruptions have been described 
In association with cases of fungus affection. These have been shown to 
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be produced in a way analogous to that in which the tuberculides are pro- 
duced in cases of tuberculosis (see p. 1463). In certain fungus affections 
the skin becomes sensitive to the toxin of the fungus, as can be demonstrated 
by intradermal injection of extracts of the fungus concerned. It is presumed 
that either the fungus itself or its toxins enter the circulation and that 
eruptions at distant sites are thus produced. 

The eruptions vary considerably in type; the lichenoid variety, con- 
sisting of numbers of pinhead-sized papules scattered over the trunk and 
analogous to the lichenoid tuberculide, is the commonest, but eczematous, 
scdrlatiniform, morbilliform and urticarial eruptions have been described, 
and also lesions resembling erythema multiforme and erythema nodosum. 
Many of the vesicular eruptions of the palms and soles, associated with 
interdigital ringworm of the feet, are believed to be trichophytides. 

The eruptions are described as microsporides, trichophytides, epidermo- 
phytides, favides ‘and levurides, according to the nature of the primary 
affection, the last named being associated with monilia infections. 

The diagnosis reste on the presence of an existing or recently pre-existing 
fungus infection, together with a proved cuti-sensitiveness to the toxin of 
the appropriate fungus. 

No special treatment is required beyond that required for the primary 
affection, together with palliative treatment of the lesions. 


5. TINEA VERSICOLOR 


This is a superficial infection of the horny layer with the Microsporon 
furfur, and is frequently seen among hospital out-patients. 

Symptoms.—It usually forms very thin, greenish-yellow patches or a 
continuous sheet over the chest and abdomen; but may cover larger areas 
of the body. It is said to occur chiefly in people who wear thick woollen 
underclothing and perspire freely. If the patches are scraped scales can be 
removed, and these examined in liq. potasse# show thin mycelial threads with 
large round spores among them. 

Treatment.—The treatment is the same as for other body ringworms, 
salicylic and benzoic acid ointment or a sulphurous acid lotion causing rapid 
cure. The underclothing should, however, be sterilised, or reinfection will 
occur. Precautions against over-clothing should also be taken. 


6. ERYTHRASMA 


This is an uncommon disease in this country, and is due to the infection 
of the horny layer with an extremely small fungus, the Microsporon minu- 
tissimum. 

Symptoms.—The affection occurs as superficial, reddish-yellow patches 
and plaques, more or lees symmetrically arranged, chiefly in the groins 
and axille. 

Diagnosis.—The malady is to be distinguished chiefly from tinea cruris, 
and this can readily be done by noting the size of the mycelial elements 
under the microscope. In ecythvanmia they are so small as to require a 
“ * “| objective, and under it appear as small bead-like chains, with masses 
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of spores intermingled, while in tinea cruris chain-like mycelium can easily 
be seen under a }-inch objective. 
Treatment.—The treatment is the same as for pityriasis versicolor. 


7. LEPOTHRIX 


This is a not very uncommon affection of the axillary hairs in which they 
become surrounded with dark reddish concretions. 

According to Castellani, this affection is caused by a bacillary-like fungus, 
nocardia tenuis, acting in symbiosis with a red pigment-forming coccus, 
maicrococcus castellanit. 

The treatment consists in dabbing the affected hairs twice daily with 
alcoholic formalin (2 per cent.), and rubbing in at night a 2 to 5 per cent. 
sulphur ointment. Calamine lotion may be used to allay any irritation 
catised by the treatment (Castellani). 


DERMATITIS DUE TO ANIMAL PARASITES 


The affections of the skin due to animal parasites are of a mixed variety, 
but for general purposes may be classed under the superficial dermatoses. 
Animal parasites produce their effects on the skin either by puncturing and 
injecting an irritating substance or by burrowing in the skin; but what have 
chiefly to be taken into consideration are the secondary effects produced 
by the irritation these creatures produce. In tropical countries the number 
of animal parasites which produce skin lesions is very large ; it is proposed 
here, however, to consider only those seen commonly in this country. 


1. BITES AND STINGS 


The common flea, the bed-bug, gnats and the pediculus family are the 
common biting insects seen in this country, while of the stinging insect 
bees, wasps, hornets and ants may be mentioned. Excluding pediculi, 
which require more detailed description, the lesions produced by all these 
insects are wheals of varying size, depending on. the particular insect, and 
also on the susceptibility of the person attacked. The lesions are familiar 
to all, and require no detailed description. 

Treatment,—As most of these stings are due to an acid irritant, the 
application of weak solution of ammonia and other alkalis gives most relief. 
In the case of the bee the sting should be removed if still in the skin. 


2. PEDICULOSIS 


Three forms of pediculi attack man: the Pediculus capitis, the P. 
vestimeniorum or corporis, and the Pediculus or Phthirius pubs. 

The first two are merely varieties of the same species—the Pedioulus 
humanus linneus. 

Prpicuosis Caprris.— A: tiology.—This condition is caused by a small 
insect, 2°5 to 8 mm. long, with an oval body consisting of a narrow thorax 
and wide abdomen, to the former of which are attached six legs, each being 

tovided with a hook-like extremity, with which it hangs on to the hairs. 
he er is small, oval, and provided with two antennm, a powerful mandible 
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and a proboscis with which it punctures the skin in order to suck the host's 
blood. This variety is found among the scalp hairs, chiefly in female children 
of the lower classes. Pediculi breed with great rapidity, laying their eggs 
on the hairs. The eggs are contained in a chitinous, ovoid cell, with a 
movable lid or operculum, and are known as nits; they are laid from 
the scalp outwards, and each is stuck on to the hair by a drop of cement 
extruded by the female as she moves along the hair. Nits can only be 
removed by unthreading them from the hairs. 

Symptoms.—lItching is the only symptom produced by the P. 
capitis, and this is due to an irritating substance injected by the insect when 
it bites. A large number of infested individuals feel no itching; they are, 
however, a source of danger, as they infect others. If the itching is severe, 
scratching follows, and this frequently causes impetigo contagiosa, which 
is most marked at the back of the scalp, but may spread to the vertex, everftu- 
ally involving the whole scalp and matting the hair down among thick crusts. 
Similarly it may spread to the back of the neck and shoulders, and involve 
large areas of the body. Even when impetigo is absent, the presence of 
scratch marks on the back of the neck and shoulders is almost diagnostic 
of P. capitis. 

Diagnosis.—All cases of impetigo of the scalp, especially in children, 
should be examined for pediculi. The diagnosis is easily made by finding 
the pinhead-sized, white, shiny oval bodies attached to the base of the hairs, 
and in bad cases the transparent little insects themselves can be seen 
scuttling about among the hairs. 

Treatment.—The insects are easy to kill, but the nits are more re- 
sistant. The favourite method is to saturate the scalp with paraffin and 
tie it up for 12 hours; this has the disadvantage of being messy, and is not 
free from danger if the head is brought too near a naked light. Whitfield’s 
method of saturating the hair with 1 in 40 phenol and then tying the hair 
up in it for half an hour is very efficacious, especially when much impetigo 
is present, After this, the crusts can be removed and the nits combed out, 
and a weak ammoniated mercury ointment applied. 

PEDICULOSIS VESTIMENTORUM.—A:tiology.—The causative parasite has 

exactly the same anatomical character as the preceding, but is usuall 
slightly larger, up to 3 to 4 mm. in length. It is not very common in civil 
life, being only seen in the habitués of the casual ward and the common 
lodging-house. In war-time, however, it becomes one of the chief causes of 
sick wastage of armies, being almost universal in its incidence and causing 
an enormous amount of skin disease. 
_ The insect lives chiefly in the clothes, coming on to the body in order to 
feed ; it is chiefly found, therefore, in those parts of the clothing which come 
into most intimate contact with the body. In civil life the Pediculus vests- 
mentorum is rarely seen, but its nits may be found in the seams of the under- 
clothing of infected persons. Occasionally in heavily infested people nits 
may be found on the axillary, pubic and perineal hairs. 

Symptoms.—The skin lesions in this condition are mainly those 
produced by scratching. Closely placed, small, red macules may occasion- 
ally be seen, the results of the insect bites, but this is unusual. The scratch 
eruption has a characteristic distribution and type. In civilians, it is most 
marked about the back of the shoulders and around the waist and upper part 
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of the buttocks. In soldiers, it is even better marked on the legs and about 
the knees, owing to wearing the puttee. The lesions in earlier cases are 
papules, surmounted by hemorrhagic crusts and linear excoriations, In 
cases of longer standing, areas of eczematisation and lichenification occur, 
and the skin becomes irregularly pigmented. Septic complications are not 
very common in civil life, but in the field are the rule. Boils and linear, 
gutter-shaped ulcers, described under ecthyma on p. 1432, are extremely 
common under these latter conditions, chiefly on the legs. 

Diagnosis.—This has chiefly to be made from scabies, but the presence 
of the burrows and the distribution of the rash—described in detail in the 
article on that disease (p. 1444)—should enable a diagnosis to be made. 
From senile pruritus the diagnosis can only be made by finding lice or their 
nits. 

Treatment.—Disinfection of the clothing and bedding of the infected 
person ia all that is required, except in those who harbour nits on their hairs, 
in which case the latter should be cut short or shaved. Most local sanitary 
authorities will carry out the necessary disinfestation if duly notified; the 
methods employed scarcely come within the scope of this work. Local 
lesions can afterwards be treated with sedative lotions and creams, and 
impetiginous lesions as already described (p. 1421). 

PEpDIcULOsIs Pusis.—&tiology.—The Pediculus or Phthirius pubis has 
a different appearance from that of the above-mentioned varieties; the 
body is shorter, wider and almost triangular in shape. It is usually about 
1-5 mm. long and about the same width, and is provided with six legs, which 
are more curved than in Pediculus humanus and are also provided with hook- 
like extremities. This Jouse can move with considerable rapidity along the 
hairs, but has very limited powers of movement on a flat surface. When 
found among the hairs it is seen clinging with its legs to two adjacent hairs. 
Its eggs are laid in the same manner as with other varieties. 

The pubic louse is found almost exclusively in the pubic and perineal 
hair, but in severe cases the hair in front of the abdomen, chest and thighs 
may be infested, as may also the axillary hairs, the beard, the eyebrows and 
eyelashes. It is extremely rare on the scalp. It is usually transmitted 
during coitus. 

Symptoms.—There are two main symptoms, itching and the presence 
of small bluish stains on the skin. The itching is often intense and 
may lead to loss of sleep, but is localised to the area attacked. Scratch 
lesions are not very common, doubtless owing to the protection afforded by 
the stout pubic hairs; they do, however, occur. The bluish stains found 
op the skin in regions infested by the crab-louse are now known to be pro- 
duced by the bites of the insect. They are 4 to 10 mm. in diameter, not 
raised above the skin, and do not disappear on pressure. They are known as 
macule cerulea. 

Diagnosis.—This is made by finding the louse and its nits attached to 
the base of the hairs. 

Treatment.—The best results are obtained by clipping the hair short 
and rubbing in 5 per cent. betanaphthol ointment. Ung. hydrarg., phenol 
lotion (1 in 40), and petrol are also used, but the former of these may set up 
a severe dermatitis if not carefully used. On the eyelashes, the insects and 
their nite should be removed by forceps. | 
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3. SCABIES 


fEtiology.—Scabies is a disease caused by a spider-like, acarine 
parasite, the Sarcoptes scabiet. The acari form a large group of animal 
parasites which attack man and the lower animals. The parasite generally 
found in man (var. hominis) is a special variety and is not contracted from 
animals. Various other acari, however, which attack animals may also 
attack man, but they do not produce identical symptoms. 

The Sarcoptes scabiei, commonly spoken of as the acarus, is a minute 
round body, just visible to the naked eye, and of white shining appearance. 
The body beace eight legs, which differ in the two sexes. In both sexes the 
two anterior tiaira Weak suckers ; in the male the third pair bear long bristles 
and the fourth pair bear suckers, while in the female both hind pairs bear 
bristles. The female is larger than the male, and burrows in the horny 
layer of the skin to lay her eggs. If undisturbed the female may live for 
2 to 3 weeks and lay up to about 30 eggs. The eggs are laid in the burrow 
and the young hatch out there, the complete cycle bon egg to mature acarus 
ear completed in about 10 days. The larve, however, hatch out in 3 to 

ays. 

The female acarus has certain favourite sites for burrowing, namely, the 
genitals, the fronts of the wrists, the web and sides of the fingers, the ulnar 
border of the hand, the backs of the elbows, the anterior axillary folds, the 
nipples in women, the umbilicus, the sides of the gluteal cleft and lower part 
of buttocks, the front of the knees, the ankles and the dorsum of the feet. 
In infants the palms and soles are also frequently affected. 

Symptoms.—The eruption of scabies is of two kinds—the acarine 
burrows and the follicular papular eruption. The burrows occupy the sites 
named above. They are seen most clearly on the hands, where they usually 
form thin, sinuous lines, from a millimetre up to a centimetre in length and 
occasionally even longer. The burrow is generally easily seen, as dirt 
accumulates in it, but quite often it can only be recognised by a lens. The 
oldest part of the burrow has a splay mouth, while at the other end the 
small white body of the acarus, with a black spot in its fore part, can be 
easily seen with a lens and often with the naked eye. Frequently a clear 
vesicle or vesicles are seen beneath the burrow, but as a rule on the hands 
no redness is present unless secondary infection has occurred. When blisters 
are present, secondary infection is frequent, and pustular, weeping and 
crusted areas are produced. In other sites vesicles are not common, but 
a large pea-sized papule usually underlies the burrow, and the burrow 
itself and its acarus are not so easily seen; these lesions are frequently 
seen on the penis, scrotum and anterior axillary folds, and are usually 
diagnostic. 

The follicular papular eruption is arranged in smaller or larger circles 
round the areas where the burrows occur. The main distribution is on the 
anterior aspect of the body, from the nipples to the knees, and in a semi- 
circle around the anterior axillary fold. The back is free, except in severe 
cases, down to the top of the gluteal cleft, but scratch lesions occur on the 
_ lower part of the buttocks, where ecthyma is often a complication, and on 
the back and inner parts of the thighs. On the limbs the eruption occupies 
both front and back of the forearms, up to about the centre of the arm, and 
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also occurs around the ankles, The lesions are first pinkish or whitish 
elevations of scattered hair follicles, but soon they become covered with 
bloodstained crusts from scratching. Linear scratch marks are rare in 
scabies. It is not clear what produces the scratch eruption in scabies, but 
the work of J. W. Munro suggests very strongly that the follicular lesions 
are produced by the acarine larve, and the distribution of the lesions adds 
confirmation to this view. 

In old-standing cases almost the whole body may be affected, though 
the face and scalp are practically never attacked in adults; but in small 
children even these areas may suffer. 

Diagnosis.—In well-marked cases no difficulty arises, as the burrows 
can be seen, but in treated cases the diagnosis may be very difficult and a 
diagnosis from pediculosis may have to be made. Also the two conditions 
may occur together. The distribution and character of the rash will usually 
settle the point, but a careful search with a lens for burrows and acari should 
always be made. 

Treatment.—This depends more on the carrying out of detail than on 
the actual parasiticides used. Three things are necessary, namely, the 
opening of the burrows by scrubbing, the subsequent application of a para- 
siticide to the body, and the disinfectation of clothes and bedding. The body 
should be soaked in a hot bath, then rubbed with soft soap, and finally 
scrubbed with a brush, particular attention being paid to sreas where 
burrows occur. After this sulphur ointment is rubbed in all over the 
body (face and scalp excepted), and the patient again dresses, his clothes 
having been disinfected in the meanwhile. On the two following days the 
olntment is again rubbed in, but no bath given (as it tends to increase the 
liability to sulphur dermatitis), on the fourth day nothing is done, and on 
the fifth day the patient has a bath—to wash off the ointment—and puts on 
clean things, all dirty linen being sent to the wash. If any dermatitis from 
the sulphur arises, lin. calaming, to which 2 per cent. liq. pic. carb. is added, 
may be smeared on, and if there is much sepsis appropriate treatment can 
then be applied. Another satisfactory method is to paint the body, after the 
bath and before drying, with a lotion composed of benzyl benzoate, soft soap 
and industrial spirit, in equal parts, This is allowed to dry, and the painting 
repeated at once. Twenty-four hours later a cleansing bath is given. Other 
preparations which have been used with success are ung. potassil polysulphidi 
(B.P.C.) (Marcussen’s or Danish ointment), 5 per cent. betanaphthol, and 
12 per cent. balsam of Peru ointment. 


B.—THE DEEP INFLAMMATORY DERMATOSES 


Under this heading are included those inflammatory conditions which 
start in the dermis or hypoderm, and only involve the epidermis secondarily. 
It is often easy to decide clinically whether an inflammation starts in the 
dermis or in the hypoderm, and strictly these conditions should be described 
separately; but as the same exciting cause may often produce either con- 
dition, it is simpler to describe them together. 
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The causative irritant may reach the point attacked in three waye— 
namely, (1) through a crack or puncture in the epidermis, (2) by the lym- 
phatics, or (3) by the blood stream. In the first group are included those 
cases in which certain chemical poisons are introduced into the skin by the 
bites and stings of insects (already dealt with on p. 1441), and cases in which 
micro-organisms are introduced into abrasions, as in the case of erysipelas 
from the streptococcus (p. 19), syphilitic chancre from the Spvrocheta 
pallida (p. 193), soft sore from Ducrey’s bacillus, lupus vulgaris and lupus 
verrucosus from the tubercle bacillus (pp. 1460, 1462), and actinomycosis, 
sporotrichosis, etc., from certain fungi. The second group includes certain 
lesions produced by bacterial irritants, such as are seen in the lymphangitis 
abscess in tuberculosis and the sporotrichial gummata. The third group 
includes the drug eruptions and other dermatoses, which are labelled toxic 
eruptions and which are presumably due to chemical poisons circulating in 
the blood, and also eruptions due to the circulation of micro-organisms, 
such as are seen in the syphilides and tuberculides. For convenience of 
description it is proposed to deal with the majority of deep inflammatory 
dermatoses under two headings—(1) the toxic eruptions, and (2) eruptions 
produced by living organisms. It must be understood, however, that in the 

resent state of knowledge the etiology of many of those included in the 
ormer group Is still very obscure. There is also a third group of dermatoses 
whose characters make it difficult to place them in either group, and these 
have, therefore, been described as (3) dermatoses of unknown origin. 


TOXIC ERUPTIONS 


It is practically impossible to produce experimentally in animals any of 
the toxic eruptions, owing to the fact that no animal has a skin comparable 
to that of man. Consequently, all our experimental knowledge of toxic 
eruptions has to be derived from the observed effects of drugs and food- 
stuffs on the human skin. It is, therefore, proposed to consider first the 
eruptions produced by these substances, 


1. DRUG ERUPTIONS 
These fall into two great classes—those produced by non-protein-contain- 
ing and those produced by protein-containing drugs. Extracts of organs 
given by the mouth rarcly, if ever, produce eruptions and are, therefore, not 
specially considered. 


(a) Non-ProtTein-ContTainina Drugs 


These include all the ordinary galenicals. 

Two classes of eruption are produced by non-protein-containing drugs. 
(1) Non-specific eruptions, which may be produced indiscriminately by many 
different drugs, and (2) specific eruptions, which are peculiar to certain drugs. 


(1) Non-Spzoiric ERUPTIONS 


Symptoms.—These are generally erythematous, urticarial or purpuric. 
The erythematous rashes may be scarlatiniform, morbilliform, or, more 
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rarely, of the erythema multiforme type ; sometimes the lesions are vesicular. 
Urticarial lesions are usually of the simple urticaria type, but occasionally 
the giant forms are seen. eurpuris lesions are often erythematous at the 
start and develop hemorrhages later. It is difficult to classify drugs into 
any special groups by the reactions they produce, but it may be noted that 
the under-mentioned types of eruption may be produced by the drugs named : 

Erythematous.—Acetanilide, alcohol, arsenic, aspirin, barbituric acid and 
its derivatives, balladonna, benzoic acid, cantharides, capsicum, chloral, 
chloralamide, chlorbutol (chloretone), chloroform, copaiba, cubebs, digitalis, 
ipecacuanha, mercury, opium, phenazone (antipyrine), pilocarpine, phen- 
acetin, quinine, rhubarb, salicylic acid and the salicylates, stramonium, 
strychnine, sulphonal and turpentine. 

Urticartal—Antimony, arsenic, barbituric acid and its derivatives, 
benzoic acid, chloral, copaiba, digitalis, opium, phenacetin, ilocarpine, 
quinine, salicylic acid and the salicylates, santonin, turpentine and valerian. 

Purpuric.—Arsenic, chloral, chloroform, copaiba, ergot, hyoscyamus, 
iodoform, mercury, phosphorus, quinine, salicylic acid and the salicylates, 
stramonium and sulphonal. 


(2) Speciric ERvrtions 


Symptoms.—Certain drugs give rise to eruptions which are characteristic 
of the drugs. Arsenic, bromides, iodides, phenazone (antipyrine), phenol- 
phthalein, mercury, silver and gold are the most important. 

Arsentc.—In addition to simple erythematous and urticarial lesions, an 
acute generalised exfoliative dermatitis may develop. This is especially 
seen after injections of arsphenamine (salvarsan), Herpes zoster also occurs. 
Pigmentation, especially about the trunk, though it may be more or less 
generalised, is seen in chronic arsenical intoxication. It usually presents a 
fine reticular pattern. Hyperkeratosis occurs chiefly on the palms and soles ; 
it may be diffuse or occur in localised, corn-like projections. Occasionally 
these localised hyperkeratoses develop into epitheliomata. Excessive sweat- 
ing of the palms and soles (hyperidrosis) may occur, and the nails may become 
striated and brittle. 

Bromides.—Two main types of specific eruption are seen. Bromide acne 
is a follicular hyperkeratosis, often closely resembling acne vulgaris and 
seen in the same situations, but often more extensive, involving the legs and 
arms, as well as the face, chest and back. It is seen chiefly in epileptics 
who have taken bromide for some time. The other form is the so-called 
“ anthracoid ” form, which is most commonly seen in infants and children ; 
in the former the drug is often conveyed in the mother’s milk. Nodules 
and tumours varying in size from a pea up to an inch or two in diameter 
are found, chiefly on the face and legs. The tumours are of a deep red colour 
and studded with minute pustules; in the larger lesions the surface is often 
crusted, and in some cases ulceration occurs. The lesions may develop 
and persist for a considerable time after the drug has been discontinued. 

Iodides.—The most typical lesions produced by iodides are papules which 
look like vesicles and bullw, but when pricked oily blood escapes. They are 
sometimes spoken of as “ pseudo-bulle.”” They are common on the face 
and extremities, and often appear after taking quite small doses of iodides, 
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and within a very short time, even as quickly as 24 hours. They are most 
common in patients suffering from nephritis, These lesions may increase 
rapidly in size and produce large tumour-like masses, studded with pustules 
or ith a crusted or ulcerated surface, and when occurring in patients who are 
seriously ill may hasten a fatal termination from Se absorption. In the 
early stages the cases have been mistaken for small-pox. An acne similar 
to that produced by bromides is also seen. 

_ Phenazone (Antipyrine).—In addition to producing the more generalised 
types of eruption phenazone may produce large erythematous reddish or 
purplish patches, situated discretely over the body, of sharply circular 
outline and giving rise to a sensation of burning. When they subside they 
leave a very marked pigmentation, which disappears very slowly. 

Phenol-phthalein —This drug, now largely used as an aperient and con- 
tained in many proprietary remedies, occasionally produces an eruption 
similar to the last named. The patches are of dull purplish colour and come 
out on face and limbs, but often also affect the mucous membrane of the 
mouth. The lesions belong to the group known as “ fixed eruptions,” as they 
tend to recur at the same site if the drug is repeated. 

Mercury.—This drug occasionally gives rise to & severe erythema in the 
groins and axills, and also on the palms and soles. There may be also 
purpuric spots and vesicles. Other symptoms of mercurialism, such as 
nephritis and ulcerative stomatitis, may also be present. 

Silver —Long-continued ingestion of this drug produces a peculiar slaty- 
grey pigmentation of the skin, generally universal, but most marked on the 
exposed parts. It scarcely comes under the heading of inflammations, but 
is included for the sake of convenience. 

Gold.—Injections of gold may give rise to a general exfoliative dermatitis, 
similar to that of arsphenamine. 


(6) Prorgein-Contarinrna Drouas 


These include serums and vaccines. Vaccines rarely cause marked 
cutaneous eruptions, but when they occur they are of similar nature to those 
produced by sera. Serum eruptions form a very interesting group, as it is 
reasonable to suppose that their method of production is closely analogous 
to that of those toxic eruptions whose etiology is obscure. For it has been 
assumed that these are due either to absorption of poisonous proteins pro- 
satin by the body or to the toxins of pathogenic bacteria which are present 
in the body. 

Serum eruptions are supposed to be an anaphylactic phenomenon and, 
though this seems to be a reasonable explanation in those cases where the 
rashes follow a second injection of a foreign protein given at least 14 days 
after the first, it does not fit in so well for cases in which the eruption follows 
the first injection of serum. In these cases a specific allergy must be assumed 
to exist. 

Symptoms.—Any of the above-mentioned non-specific eruptions may 
develop, but there is a greater tendency for the lesions to be of the erythema 
multiforme type. Often the rash is very extensive, the trunk, face, and 
limbs being covered with disk-like, ees circumscribed, infiltrated red 
lesions; these often become bullous, an hemorthages may ocour in the 
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centre of the lesions, In other cases ringed lesions occur, which spread peri- 
aersbeay and clear in the centre—erythema gyratum. Not infrequently these 
esions are associated with fever, and pn and swelling in the joints, and 
gastro-intestinal disturbances, such as diarrhoea and vomiting and albumin- 
uria. In other cases the lesions are more of an urticarial nature, with transi- 
tory, very itchy wheals and swelling of the skin of the face. These 
eruptions pep come out about a week or 10 days after the injection of 
the serum and clear up in about the same time. 

Similar eruptions sometimes develop in persons vaccinated against small- 
pox, though in addition a true vaccinial eruption, in which the lesions have the 
characters of the vaccine vesicles, may develop. 

Urticarial lesions develop in certain individuals who are sensitive to certain 
food-stuffs, after ingestion of these substances, They will be considered more 
fully under Urticaria (p. 1451). 


(c) Tas Treatment or Druc Eruptions 


The first thing is to stop the drug causing the eruption. In the erythem- 
atous and urticarial types local soothing lotions are indicated, of which the 
most useful are lotio evaporans (B.P.C.), or phenol min. 120, lot. calamine 
(B.P.C.) ad fl. oz. 12. Alkaline and bran baths are often very useful. 

In the serum eruptions, calcium chloride or lactate is recommended and 
may be given in 10-grain doses three times a day. Quinine, grs. 1 or 2 three or 
four times a day, is sometimes of value. In the more severe cases the patient 
must be kept in bed. 


2. THE ERYTHEMATA 


The term erythema may be used to signify any transient redness of the 
skin, such redness being frequently produced by external irritants ; and these 
have already been dealt with under the superficial inflammatory dermatoses. 
When, however, the term is used to describe a composite clinical picture, two 
main types have to be considered, namely, the non-infiltrative and the 
infiltrative. 


(a) THe Non-INFILTRATIVE ERYTHEMATA 


These include two classes, the congestive and the inflammatory. The 
congestive type has little or no dermatological importance. It is seen 
in blushing, which is a pure vasomotor phenomenon, and also in such 
transitory rashes as that seen during ether administration. The inflam- 
matory type includes the rashes seen in scarlet fever, measles and rétheln, 

eruptions just referred to, and certain other toxic conditions. 

tiology.—One of the commonest varieties of erythematous rashes is 
that occurring as the result of septic absorption from a wound, and many of 
the cases of so-called surgical and puerperal scarlet fever belong to this group. 
They also occur in ptomaine poisoning and in other infections of the gastro- 
intestinal tract, but there always remain a number of cases in which no cause 
can be found. 

Symptoms.—Erythematous rashes are usually of either the scarlatini- 
form, morbilliform or figurate type. The scarlatiniform cases differ from 
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true scarlet fever in the absence of other typical signs, such as high 
temperature combined with ap pulse, the date of appearance of the vali 
the presence of sore throat and the characteristic appearance of the tongue. 
The morbilliform erythemata differ from measles in the absence of coryza, 
conjunctivitis and respiratory catarrh. The temperature is atypical and 
Koplik spots are not found. The figurate variety consists of ert or 
groups of disk-like lesions which tend to spread peripherally and clear in the 
centre so as to leave circinate and gyrate patterns. It is seen most commonly 
in drug eruptions, and can hardly be confused with anything else. In all 
these varieties as the eruption subsides there is a tendency to scaling, usually 
of the fine branny type, and this may often be extensive; the glove-like 
scaling of the palms and soles, seen in scarlet fever, may also occur in the 
simple types of erythema. 

smorrhage may sometimes take place into the erythematous patches, 
especially when these occur on the lower limbs. Most cases of simple purpura 
really belong to the erythema group. The mucous membranes may be 
affected similarly to the skin, and other general symptoms, such as diarrhoea, 
vomiting, fever and albuminuria, may be present. 

Treatment.—Attempts must be made to find and remove the cause. All 
possible septic foci, such as pyorrheea, tonsillar sepsis and chronic appendix 
trouble, should be dealt with. The bowels should be made to act freely 
and a light diet ordered. Cases should generally be put to bed, and always 
when there is fever or any marked constitutional symptoms. In cases of 
streptococcal infection, sulphapyridine may be given. 


(6) Tae InrittRaTIvE ERyTHEMATA. ERYTHEMA MULTIFORME 


Etiology.—Erythema multiforme may occur as a drug eruption, and 
especially as a serum eruption, as already noted, but it generally appears 
without any special cause being determinable. It occurs especially in young 
adults and may often recur, some cases doing so year after year at regular 
intervals. Individual attacks may clear up rapidly, but in many cases fresh 
crops appear, and the disease may go on for weeks or months. The joint 
swellings which sometimes accompany the skin lesions Jed to the supposition 
that the condition was of rheumatic origin, but it is probable that these are 
only a manifestation of a similar affection of the synovia of the joints. 

Pathology.—Microscopic examination shows a dilatation of the vessels 
of the dermis with a leucocytic exudation. There is much local cedema. 
The epidermis is cedematous, and fluid may accumulate beneath the horny 
layer or less frequently beneath the epidermis. 

Symptomis.—The lesions of erythema multiforme differ from those men- 
tioned in the last section in forming raised infiltrated lesions, which vary in 
wze from a to a five-shilling piece or larger, and which have a well- 
defined distribution. They are usually found on the backs of the hands, 
wrists, and forearms and on the face, but are not infrequently found on the 
palms, and may also involve the trunk and lower limbs. In the milder cases 
they consist of red papules and patches with a sharply-defined border and are 
usually completely circular in outline. In the more severe forms hemor- 
rhages occur in the centre, or they become surmounted by bulle. There 
is some tendency to slow peripheral extension, with clearing up of the centre, 
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so that ringed lesions may be formed. In these a play of colours may be noted, 
the outer red ring surrounding a purple hemorrhagic ring, which in its turn 
surrounds a brownish pigmented centre ; these lesions are sometimes called 
erythema tris. In rare cases the bulls so predominate as closely to resemble 
a pe The subjective symptoms are often slight, but sometimes 
itching and burning occur. Lesions may appear on the mucous membranes. 
Pain and swelling in the joints are not infrequent, and gastro-intestinal dis- 
turbance may occur, as may also fever and albuminuria. 

Treatment.—Care must first be taken to remove any possible cause. Of 
the drugs which are of value are calcium lactate, the salicylates and quinine. 
The former is best given in 240 minim doses on alternate nights. Local treat- 
ment is not really necessary, but calamine lotion or linament may be applied 
to relieve itching or burning. 

Erythema nodosum is closely related to erythema multiforme, and is dealt 
with on p. 296, | 


3. GRANULOMA ANNULARE 


This is a very chronic, raised, ringed eruption, of dead white colour, seen 
chiefly on the dorsum of the hands. 

Etiology and Pathology.—The cause of this condition is unknown, but 
various intermediate types between it and erythema multiforme have been 
noticed, and this suggests a relationship with the latter condition. Histologi- 
cally a dense cellular infiltration, associated with degeneration of the collagen 
bundles, is found in the deeper layers of the dermis, especially in the neigh- 
bourhood of the sweat coils. 

Symptoms.—The earliest lesions are small white nodules, seen most 
commonly on the back of the finger joints. Such lesions often occur in groups. 
They spread slowly, the centre of the group becoming flattened, and sur- 
rounded by a raised, white festooned margin, which can be seen to be made 
up of nodules of the same character as those of the original lesions. The 
disease is very slowly progressive, and may last for months or years if not 
treated. The lesions are generally localised to the hands and wrists, but are 
occasionally seen in other parts of the body, such as the nape of the neck, the 
buttocks, elbows and knees. In some cases subcutaneous fibrous nodules 
have been described in the neighbourhood of the elbow joints and elsewhere. 
Subjective symptoms are generally absent. 

reatment.—Internally, quinine and the salicylates may be given. 
X-rays will often cause the lesions to disappear, but no other local treatment 
has much effect. 


4. THE PURPURAS 


The purpuras form a group which are closely related to the erythemata 
and are very often erythematous at the start. In them, however, the blood 
vessel walls are damaged and hemorrhage occurs into the dermis. They may 
be of toxic or of bacterial origin. They are considered in detail on p7810 et seg. 


5. THE URTICARIAS 


The urticarial eruptions are characterised by the presence of wheals 
or localised areas of cedema. These are usually transitory in character ant 
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are accompanied by severe itching. Several different forms are recopnised— 
(1) Simple urticaria, (2) factitious urticaria, (8) giant urticaria, (4) papular 
urticaris, and (5) urticaria pigmentosa. : 

ZEtiology.—As is pointed out above, urticaria can be produced by the 
ingestion of certain drugs and by injections of foreign sera. It can also be 
produced by the ingestion of certain food-stufis in susceptible persons; for 
example, porridge, strawberries, shell-fish, eggs and milk. It also occurs 
after the consumption of decomposing food. As far as is known it is 
not due to the direct attack of any micro-organism, though syphilitic urti- 
caria has been described. It is clear that it may be produced not only by 
protein poisons, but by non-protein poisons circulating in the blood. The 
actual mechanism by which the lesions are produced is not altogether clear. 
At one time it was thought to be a pure vasomotor neurosis, and that the 

isons mentioned acted on the vasomotor centres ; but in recent years it 
as been demonstrated that the lesions are true inflammations, and, there- 
fore, it is probable that the action of the poison concerned is a local one, At 
the same time external stimuli, such as friction, seem, in many cases, to 
play a part in determining the points where the poison acts. Lewis believes 
that the lesions are produced by the liberation of a histamine-like substance 
from the tissue cells. It must also be noted that urticaria] lesions may be 
directly produced by the injection of poisons into the skin. This is well 
seen in the bites and stings of insects, and the stings of plants, such as the 
nettle. In a large number of cases of urticaria, however, it is difficult to 
find any cause, and these are usually considered to be auto-toxic. The auto- 
toxin may be generated in the intestinal tract, or in infected foci, such as 
septic tonsils and teeth and inflammatory trouble in the pelvis. In the 
giant urticaria cases there is usuatly a considerable functional element 
resent, and these cases are considered to be vasomotor neuroses. Nothing 
is known of the etiology of urticaria pigmentosa. 

Symptoms.—Simple urticaria.—This is the form most frequently met 
with in adults. It may occur in an acute or in a chronic form. In the 
former the eruption appears suddenly, is often accompanied by general 
ihe ae such as fever, diarrhoea and vomiting, and subsides more or less 
rapidly. In the chronic type the eruption appears in crops; the individual 
legions run a more or less rapid course, but fresh crops continue to come out at 
intervals and the condition may persist for many weeks, months or even years. 

The lesions of simple urticaria are in their earliest stages pale pink papules 
or patches, varying in size from a pea to an Inch or two in diameter. Ina 
short time—sometimes a few minutes, at others an hour or so—the central 
part of the patch becomes a dead white colour, is firm to the touch and raised 
a millimetre or two from the surrounding skin. The lesions are intensely 
itchy. They may be few in number or very numerous; sometimes the whole 
body may be covered with patches of all shapes and sizes, and figurate patches 
are common. The eruption is most common on the trunk, but any part of 
the body, Including the mucous membranes, may be affected. 

Factitious urticaria.—This is a condition of the skin in which the slightest 
trauma, such as a slight scratch, will bring out a wheal. This condition is 
often present in simple urticaria, but frequently exists apart from any spon- 
taneous eruption. The condition is sometimes referred to as dermatographism, 
gs it is possible to produce letters in urticarial wheals on the patient. 
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Giant urticaria.—In this condition the lesions are not so much wheals 
as circumscribed patches of edema. They are particularly liable to occur 
about the face—the eyelids, cheeks and lips often swelling up quite suddenly— 
burning or itching being an accompanying phenomenon. The mucous 
membranes are not infrequently attacked, and in a few cases sudden cedema 
of the larynx may produce dangerous asphyxial symptoms. The lesions 
are very prone to recur, and these recurrences may persist for years. This 
condition is sometimes spoken of as angio-neurotic fh ha (see p. 1073). 

Papular urticaria.—This type may be a distinct disease or only a variant 
of simple urticaria, but is that commonly seen in infants and young children. 
It is not very commonly seen in breast-fed infants, though it does occur, 
but otherwise is chiefly seen in the first two years of life; it may in some 
cases, however, persist, with intermission, up to about 7 years of age. The 
lesions appear, just like those of the adult form, as pink oval patches, usually 
about 4 inch in diameter, but instead of the bulk of the whole patch being 
converted into a wheal only a central pinhead-sized wheal is produced. 
Itching is intense and often paroxysmal. When the lesion is scratched the 
central papule becomes inflamed and a bloodstained crust is formed on its 
summit, and it persists after the surrounding pink zone has disappeared. 
The cases usually present discrete pinhead-sized papules, covered with 
bloodstained crusts, suggesting a parasitic origin. Not infrequently vesicles 
surmount the wheals and occasionally quite large bulle are found. 

The eruption comes out in ad especially at night, and chiefly on the 
extensor aspect of the lower limbs, the buttocks and the extensor aspect 
of the forearms, but may occur almost anywhere on the body. The children 
seem to suffer little in general health, though sleep at night is often lost, 
its effects being often more obvious in the parents. 

Urticaria pigmentosa.—This is a rare condition and it is still a question 
whether it should be grouped with the other urticarias. It is chiefly a 
disease of infancy and childhood, but a certain number of adult cases are 
on record. The condition may appear within the first few days of life, and 
in a few cases lesions are said to have been present at birth. 

The lesions usually appear as wheals, + to 4 inch in diameter; and as 
these disappear a yellowish-brown colour is left, and the lesion may remain 
raised above the surrounding skin or may flatten down to a pigmentary 
macule. These pigmented lesions generally persist for years. Itching may 
or may not be present. Sometimes marked factitious urticaria can be 
elicited. It would appear that occasionally simple urticarial lesions may leave 
behind pigmentation, but the condition described above is something quite 
distinct. In true urticaria pigmentosa there is generally a great increase in 
the mast-cells of the dermis which is absent in ordinary urticaria leaving 
pigmentation. 

Diagnosis.—Simple urticaria may be confused with dermatitis herpeti- 
-formis and with the premycosic stage of mycosis fungoides. In the former, 
small deep-seated vesicles usually occur; but as they are not always present 
the diagnosis may be difficult. From the latter a diagnosis cannot be made 
with certainty, though when occurring in old people and persistent, mycosis 
Cg must be considered. 

he giant forms must be distinguished from erysipelas and acute erythe- 
matous ecrema. In the former, high temperature is present, the lesion has 
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a sharply defined, slowly spreading margin, and is often blistered. In the 
latter, the eruption is extensive and symmetrical, the skin is red, and vesicles 
are frequently present. Chronic erysipelas of the lip is a persistent, slowly 
increasing condition and usually arises from a persistent crack in the lip, 
while urticaria has a sudden onset and disappears again. 

Papular urticaria in children is most frequently confused with scabies. 
The diagnosis can be settled by the presence of burrows and the finding of 
acarl in the latter condition. In the vesicular form cases may be confused 
with varicella, but the course of the eruption is quite different. 

Urticaria pigmentosa is not likely to be confused with any other condition. 

Treatment.—If a cause can be found it must be removed: articles of 
diet known to cause the eruption must be avoided and all possible septic foci 
dealt with. If the cause is not clear, various types of food must be stopped 
one by one in order to exclude a possible source of trouble. Recently a 
cuti-reaction to various foodstuffs has been devised to detect the causative 
agent, and it is possible to desensitise patients from the particular poison 
to which they are susceptible. Apart from this, mild purgation and the 
administration of intestinal antiseptics, such as salol, ichthammol, creosote 
and calomel, can be recommended. Some patients improve on tonic drugs, 
such as iron, arsenic and quinine. Calcium chloride or lactate given over 
prolonged periods is efficacious in some cases. In others complete freedom 
rom work and even rest in bed are necessary. In cases of unknown atiology, 
non-specific protein therapy, such as injection of whole-blood, milk or peptone, 
is of great value (see p. 1418). 

In the papular form in children excessive intake of sugar plays a part in 
@ proportion of cases, and by a rigid cutting down of jams, sweets, etc., relief 
is often obtained. 

In the giant form nerve sedatives, such as valerian and the bromides, are 
of value. 

Locally, anti-pruritic lotions are most useful. Solution of coal tar and 
subacetate of lead, min. 120 of each to fl. oz. 8 of water; or liq. potass. 
hydroxid. min, 60, glycerin min. 60, to fl. oz. 8 of water, may be used and 
can be applied frequently ; alkaline and bran baths also give considerable 
relief. In children a teaspoonful of liq. picis carbon. added to a warm bath 
before going to bed is a valuable remedy, and in some cases sulphur ointment 
grs. 15 to 1 ounce has proved useful ; but lotions are usually better tolerated. 

There is no known treatment which affects urticaria pigmentosa. 


6. PRURIGO 


Prunigo of Hebra is a condition which is rare in this country, but is not 
uncommon in Eastern Europe. Jt is apparently se connected with 
papular urticaria, but most authors consider it a distinct affection. It begins 
usually in the first or second year of life, by the appearance of intensely itchy, 
pinhead to lentil-sized papules on the extensor aspects of the limbs, chiefly 
on the legs and forearms; these soon become covered with bloodstained 
crusts, and eventually the whole of the skin of the affected area becomes 
thickened (lichenified), pigmented and excoriated. The lesions may eventu- 
ally involve the whole of the limbs, but the flexures usually escape. The 
trunk, neck and face may become eczematised and lichenified. The glands 
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in the groins and axile become much enlarged. The milder cases (prurigo 
mitis) may eventually respond to treatment and get well about the time of 
puberty, but the more severe cases (prurigo ferox) persist throughout life, 
the patient eventually succumbing to the disease. 

reatment.—There is no specific treatment. Baths and sedative lotions 
and ointments, together with sedative drugs, to relieve itching and to ensure 
sleep, should be employed. 


7. DERMATITIS HERPETIFORMIS 


Dermatitis herpetiformis or Duhring’s disease is a condition character- 
ised by the appearance on the body of crops of erythematous or urticarial 
papules or patches, usually surmounted by herpetic vesicles or bullw, and 
giving rise to intense itching. 

The evidence for placing this disease among the toxic eruptions is not 
conclusive, but is sufficiently suggestive to make it justifiable. In this 
connexion may be mentioned its occurrence as one of the rarer toxsemias 
of pregnancy (hydroa gestationis), and its close clinical resemblance, in 
some cases, to the urticarias and the erythemata. 

Etiology and Pathology.—The disease may occur at any time of life ; 
it is rare in infancy and childhood, although cases have been reported ; it is 
fairly common in young adult life, but most cases occur in middle life. Both 
sexes are pretty equally attacked. A special form occurs in association with 
pregnancy, and is apt to recur with each pregnancy. The malady does not 
appear to be associated with the presence of any particular micro-organism 
in the body, and cultures from vesicles and bulle are sterile in their early 
stages. Blood cultures are also negative. 

It has been considered by some to be due to some nervous derangement, 
and it is true that it is sometimes associated with neuroses; it is probable, 
however, that these are a product rather than a cause of the disease. It is 
probable that the condition is produced by an unknown toxin. 

Microscopically lesions show a dense, cellular infiltration of the superficial 
part of the dexnin chiefly around the vessels. There is always considerable 
superficial cedema, which in the vesicular and bullous cases collects under 
the epidermis, lifting it from the underlying dermis; the fluid of the vesicles 
contains a large number of eosinophil corpuscles. 

Symptoms.— he eruption is essentially polymorphous, that is to 
say, all the types of lesions mentioned above may be present in the same 
case at the same time. Most commonly the lesions look like irregularly 
figurate urticarial wheals which are surmounted by numerous shotty vesicles. 
In other cases the lesions are more frankly erythematous, while in others 
larger vesicles or bulle form, either with or without an underlying erythe- 
matous or urticarial patch. In all cases, except when the bulle are large, 
there is intense itching in the lesions, with the result that they are scratched, 
and small blocdstained crusts or excoriations are seen mixed up with the 
other manifestations of the disease. The limbs and the trunk are most 
frequently affected, but any part of the cutaneous surface may be involved, 
though rarely the palms and soles, and the mucosm are attacked in a con- 
siderable percentage of cases. There is a great tendency for the lesions to 
recur, fresh crops coming out at frequent intervals, and the disease may 
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ist for years; the writer has under his care a case of over 40 years’ 

uration. 

The general health usually suffers very little, in spite of the fact that 
sleep is often disturbed. Gastro-intestinal symptoms, such as diarrhoea 
and vomiting, may occasionally occur, and in fatal cases lesions have been 
found in the gastro-intestinal tract, which possibly account for the above- 
mentioned symptoms. An increase in the eosinophil corpuscles in the blood 
occurs in the majority of cases. 

Diagnosis.—From erythema multiforme it can be distinguished by the 
irregular distribution, the shape and the polymorphic character of the 
lesions in conjunction with the intense ching which occurs; from 
urticaria by the presence of vesicles and bull, which are almost unknown 
in simple urticana, though not infrequent in the papular variety, and by 
the persistence and recurrence of the lesions; and from pemphigus by the 
itching, the polymorphous character of the lesions, and the comparatively 
slight effect on the general health. 

Treatment.—This calls for much patience on the part both of the 
patient and the physician. In the first place a careful examination, both 
clinical and bacteriological, must be made to find any focus of disease. 
Of the internal remedies most reliance has been placed on arsenic, and in 
some cases the eruption ceases when a certain dose is reached; but this 
is by no means always the case. Arsenic may be given by the mouth as 
Fowler’s solution or Asiatic pill, or by injection, the cacodylate of soda, 
enesol and arsphenamine (salvarsan) being the favourite preparations. The 
dose should be small to start with, and increased to the limit of tolerance ; 
and the drug should be discontinued if ho definite result is obtained. 
Aperients and saline lavage of the bowel are satisfactory in severe cases; in 
others quinine, salicin and sodium bicarbonate have proved successful, In 
any case attempts should be made to check the itching. Alcohol and coffee 
should be stopped, and also all excess of sugar in the diet. Phenacetin and 

henazone are useful, and sedatives may be given occasionally at night. 

he injection of certain non-specific protem substances, such as the patient’s 
own blood, horse serum, sterilised milk or peptone, has occasionally produced 
@ cure. 

Local remedies consist mainly of anti-pruritic applications. The most 
useful is @ lotion containing 2 to 3 per cent. phenol, 1 per cent. liq. potass. 
hydroxid., or 2 to 5 per cent. liq. picis carbonis, Alkaline and bran baths are 
valuable, especially in the bullous cases—in which cases also weak (5 per cent.) 
sulphur ointment sometimes acts well. 


8. PEMPHIGUS 


An inflammatory condition of the skin, characterised by the eruption of 
blisters usually occurring incrops, and associated with constitutional symptoms. 

Four different varieties are recognised : (1) acute pemphigus, (2) chronic 
(pemphigus vulgaris), (8) pemphigus foliaceus, and (4) pemphigus vegetans. 

ute pemphigus is now known to be a definite bacterial infection, and should 
not strictly be included in this group; but it is placed here for convenience 
of description. In the other three varieties the cause is unknown, but it is 
believed that they are of toxic origin. 
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(2) AcurE PEMPHIGUS 


fEtiology.—This is a rare condition which occurs almost entirely in 

butchers, and appears to be due to inoculation of some abrasion with a 

athogenic micro-organism, the diplococcus of Pernet and Bulloch. The 
esions are not produced by local spread, as in impetigo contagiosa, but are 
distributed through the blood stream, and symptoms of acute toxsemia 
occur simultaneously with (or even before) the appearance of the eruption. 
The A as can be obtained from the bullew, as well as from the 
blood. 

Symptoms.—The disease commences acutely with fever, malaise, 
nausea and vomiting. Bulle then appear siadeuls on the apparently 
normal skin ; they are usually very numerous, and as big as a pigeon’s or hen’s 
egg. They may burst, leaving a red oozing surface. The lesions usually 
involve the mucous membranes of the mouth and throat, and even of the 
intestinal tract, causimg pain and difficulty in swallowing, diarrhea and 
vomiting, and secondary bronchitic and broncho-pneumonic complications. 
In a large proportion of cases a general septicemic condition supervenes 
and the patient dies, but in a few milder cases the lesions dry up and the 
patient recovers. Rarely cases may become chronic. 

Treatment.—The cases are so infrequently seen that little can be said 
on this point. The main principles are to keep the patient in bed, puncture 
the vesicles, and apply mild antiseptic dressing, e.g. 1 in 4000 potassium 
permanganate, with a thin layer of paraffin gauze between it and the skin, or 
1 in 1000 acriflavine emulsion. Quinine is recommended as the best internal 
remedy. No observations have been made, as far as the writer knows, with 
regard to specific therapy. 


(6) Caronio PEmMPHiaus 


Symptoms.—The affection, which is also rare, is characterised by the 
appearance of crops of bullw in various parts of the skin and mucous 
membranes, each bulle appearing on the skin without any pre-existing ery- 
thematous or urticarial lesion. The eruption is not associated with itching, 
but the general health suffers, thus differing from dermatitis herpetiformis. 
Further, the bulle are usually sterile in their early stages, though both the 
Staphylococcus pyogenes albus and the Bacillus pyocyaneus have bean found ; 
but these are almost certainly secondary infections. 

The bulle usually dry up in the course of a week, ates! an erythematous 
and scaly patch, which subsequently disappears ; but fresh crops of blisters 
constantly come out, and this state of affairs may persist for months and 
years. The general tendency is for the disease to continue, while the general 

ealth steadily deteriorates, and finally death supervenes, 

Diagnosis.—This has to be made from dermatitis herpetiformis and 
from the bullous form of erythema multiforme. The main points in the 
diagnosis of the former have been considered in a preceding inca In 
erythema multiforme the lesions are especially ‘distributed: on the ex- 
tremities, and some of them show the definite coin-shaped erythematous 
patches, The attack usually lasts only a week or two. 

Treatment.—This is very unsatisfactory. Arsenic in full doses has 
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given good results, and quinine and salicin are also recommended. Suramin 
(antrypol, germanin Bayer 205) appears to give good results in some cases. 
Gastro-intestinal antiseptics and colon lavage are useful. Intramuscular 
injection of horse serum, or of the patient’s own serum, may be tried. Local 
treatment is the same as for acute pemphigus. 


(c) Pempuieus Foiiaceus 


This is probably only an extensive type of chronic pemphigus. 

Symptoms.—Bulls sean frequently and over large areas of the body, 
and as a result set up a condition resembling generalised exfoliative dermatitus, 
When this stage is reached fresh bulls are not properly formed, owing to the 
permeability of the improperly formed horny layer, abortive flaccid lesions 
constantly appearing on the affected areas. Cristini scaling and a tendency 
to warty formations, together with much pigmentation, are present. The 
trunk, neck, face, scalp and limbs may all be attacked, but usually the hands 
and feet are much less affected. 

The general health is usually much affected ; but this is not always so. 
The writer has had under his observation a case of 20 years’ duration who, 
apart from the skin condition, was otherwise well. Usually, however, cases 
end fatally in a year or two. 

Diagnosis.—The only condition likely to be confused with this is general- 
mie exfoliative dermatitis ; but in this latter condition bullous formation is 
absent. 

Treatment.—This is the same as for chronic pemphigus. 


(qd) Pempniaus VEGETANS 


Symptoms.—The lesions in this type frequently first appear in the mucous 
membrane of the mouth, but may piaey on other parts of the body. When 
fully developed they are chiefly localised to the flexures of the axilla, elbows, 
groins, knees and around the anus and vulva. The initial lesion is a flaccid 
blister, which on rupture develops fungating granulations from its base, 
which discharge sath fetid secretion. The patient’s health suffers rapidly 
from ae absorption, and he usually succumbs in the course of a few 
months, 

Diagnosis.—The condition when fully established is characteristic, but 
in the early stages the lesions might be mistaken for syphilitic mucous 
tubercles. The diagnosis can be settled by the presence of other syphilitic 
lesions, by finding the spirochswta pallida, and by the Wassermann reaction. 

Treatment.—No treatment is known to influence the course of the 
disease. Local antiseptics are required for the lesions, weak perchloride of 
mercury and eusol being the most likely to be satisfactory. Otherwise 
treatment is on the same lines as for pemphigus chronicus. 


9. DERMATITIS EXFOLIATIVA 
Synonym.—Pityriasis Rubra. 
This is a generalised inflammation of the skin, characterised by redness 
and profuse scaling. There are many types of this condition, and divers 
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causes. It is customary to divide dermatitis exfoliativa into primary and 
secondary varieties. The former occurs without any pre-existing dermatosis, 
while the latter really represents the generalisation of some other skin in- 
flammation, such as eczema, seborrhceic dermatitis or psoriasis. When such 
diseases generalise there is a tendency for them to take on the character of 
a primary exfoliative dermatitis, presently to be described. 

The primary variety occurs in its most striking form in salvarsan poison- 
ing, and may also occur in such diseases as leukemia and mycosis fungoides 
—diseases closely related to one another. There still remain, however, a 
number of cases in which no cause can be found, and which we are probably 
justified in considering as toxic eruptions. 

Symptoms.—The cases due to arsphenamine may be taken as typical of 
the group. In these the eruption usually commences as bright, scarlatiniform 
patches on the flexor aspect of the forearms and on the abdomen and chest. 
The rash spreads rapidly, so that in a day or two the whole body is covered. 
At first it is found to consist of distinct pinhead-sized macules, chiefly 
around the follicles, but soon it becomes one continuous red sheet. Almost 
immediately the eruption begins to scale; the scales may be of the fine 
branny type, or large like fish scales. The amount varies in different cases, 
but is often very considerable, the bed having to be swept out several times 
aday. The onset is not always as described ; sometimes the initial eruption 
is an urticaria, or even like an acute erythematous eczema, involving the 
face and forearms, and in a case recently under the writer’s care it was 
erythemato-vesicular at the commencement. Once the eruption is fully 
established it usually takes 2 to 3 months to disappear. In an uncomplicated 
case the rash gradually subsides, scaling ceases, and the skin assumes its 
normal colour, though some thickening may remain for a considerable time. 
The flexures of the limb and the neck usually are the last to clear. The 
hair is frequently completely shed, but grows again later, and the nails may 
also be lost temporarily, though this is less frequent. An irregular thickening 
of the nails is, however, more common. At the onset there may be fever, 
malaise and intestinal disturbance; later, in the course of 3 to 4 weeks, 
bronchitis and broncho-pneumonia may supervene, and sometimes cause a 
fatal issue. Nephritis may also occur, and may cause permanent renal 
changes. If careful nursing is not provided the skin may become infected, 
and septic arog dai may occur. There is always much enlargement of 
the lymphatic glands, which are soft and spongy, and conjunctivitis is 
sometimes present. 

Most of the idiopathic cases run a similar course; but several different 
varieties have been described, among which the condition known as 
pityriasis rubra of Hebra is apt to be associated with visceral complications 
and with skin atrophy, and runs a very fatal course. 

Diagnosis.—The primary cases must be distinguished from those due to 
leukemia and mycosis fungoides. In the former the blood picture will 
probably clear the diagnosis, and in the latter the severe sete which usually 
accompanies it, and which is usually absent in the simple exfoliative derma- 
titis cases. . 

Prognosis.—This is always uncertain, and should be very guarded. 
Cases may clear up in 2 or 3 weeks, or may persist for years, with gradually 
increasing prostration ending in death. 
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Treatment.—In the arsphenamine cases sulphur appears to be the beat 
remedy. Jt may be given as sodium thiosulphate by intravenous injection. 
The main internal remedies nust be directed to maintaining the general 
health, and to countering complications as they arise. Complete rest in 
bed is indicated in all cases, however mild they may at first appear, and the 
warmth of the body must be maintained. Warm bran baths may be given 
if no fever is present, and dusting the skin with talc powder makes the patient 
comfortable. Local septic complications must be dealt with by mild anti- 
septic creams or pastes. 


ERUPTIONS DUE TO BACTERIA AND FUNGI 


Having dealt with the deep inflammatory dermatoses produced by toxins 
circulating in the blood, it is now necessary to consider those which are caused 
by living organisms reaching the skin by the same channels. Three of these 
form a very important group of dermatoses, namely, tuberculosis, syphilis and 
leprosy. The two latter have been dealt with on pp. 193 and 121 respectively. 
There are, however, certain others which require notice. It is probable that 
the eruptions of certain specific fevers cee, due to the presence of the in- 
fecting organisms in the tissues ; this is known to be the case in the rose spots 
of typhoid fever. The erythematous and purpuric eruptions sometimes seen 
in malignant endocarditis and other septicwmic and pyzmic conditions are 
also probably due to the direct action of the streptococcus, while it will be 
necessary later to describe the cutaneous manifestations produced by the 
gonococcus when it enters the blood stream. 


1, TUBERCULOSIS CUTIS 


The tubercle bacillus may attack the skin in several] different ways. The 
commonest variety is a superficial granulomatous formation known as lupus 
vulgaris ; this variety can apparently be produced both by local inoculation 
and through the blood stream. Lupus verrucosus, a variant of this type, 
is generally a local imoculation, and is accompanied by warty overgrowths. 
Miliary tuberculosis of the skin may accompany general miliary tuberculosis, 
and local tuberculous ulcers may also form, but are chiefly seen on the mucous 
membranes. In addition, an infection of the skin may occur when a tuber- 
culous abscess, either from a suppurating lymphatic gland or bone, bursts 
through the skin, and this is spoken of as scrofulodermia. There are also 
groups of cutaneous and subcutaneous tuberculous lesions, produced by bacilli 
circulating in the blood, which are called tuberculides, and include several! 
varieties, the lichenoid or lichen scrofulosorum, the acneiform or acne scro- 
fulosorum, the papulo-necrotic, and the gummatous (erythema induratum 
or Bazin’s disease). 


(a) Lupus VULGARIS 


Pathology.—The lupus nodule is composed of a group of ordinary miliary 
tubercles, such as are seen in the lungs and elsewhere. tt consists of proups 
of epithelioid cells, surrounding giant cells, often with peripherally arranged 
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nuclei, the whole being surrounded by a dense mass of round cells. Tubercle 
bacilli have been demonstrated in the lesions, and inoculation into guinea- 
pigs will produce tuberculous lesions. 

Symptoms.—Lupus vulgaris usually attacks the face ; but it is not un- 
common to find patches on other parts of the body. In this latter site it 
may be symmetrical. Usually on the face it is asymmetrical. It is most 
frequent on the nose or cheek, and frequently begins in childhood. The 
earliest lesion is a small, dull-red pinhead-sized spot. to which other similar 
spots are soon added, the whole being surrounded by an erythematous zone. 

pressure with a lens, however, these original spots can be distinctly seen 
as yellowish points or nodules compared in appearance to apple jelly. They 
are very soft, and if a pointed match is epplid to one of them it sinks easily 
into the nodule. These patches may slowly spread so as to involve consider- 
able areas, and may persist for a long period without ulceration. In other 
cases, however, ulceration may supervene, and considerable destruction of 
tissue take place, especially on the nose, which is often completely destroyed 
up to the edges of the nasal bones. The bone itself is not attacked ; but the 
cartilage may completely evel tea If healing occurs, a soft, superficial 
scar is produced ; but fresh nodules are liable to appear init. Any part of the 
face may be attacked ; but the scalp usually escapes. The glands in the neck 
may enlarge and occasionally break down, but this is uncommon. ° Facial 
lupus vulgaris is frequently complicated by similar lesions in the mucosa of 
the nose and mouth, and these situations are sometimes the primary seat of 
the disease. On the mucous membranes the nodules are not visible, but 
sharply defined, raised, rather warty-looking patches occur. It is commonly 
seen on the inner aspects of the cheek, gums, palate and nasal mucosa ; but 
the pharynx and larynx may be involved. 

n the body the patches may attain great dimensions; they often spread 
at the margins and heal in the centre, forming irregular gyrate patterns. As 
a rule they are of the non-ulcerating type ; but in some cases ulceration occurs. 
In some cases, too, considerable contraction of the skin results, leading to 
deformity ; in others the lymphatic vessels become blocked, and a condition 
of elephantiasis may supervene. 

The disease usually spreads very slowly, and lasts a great number of years. 
Some cases remain practically stationary almost indefinitely. A few, however, 
spread rapidly and defy treatment. 

In old-standing cases there is a definite tendency to the development of 
carcinoma. This is of the squamous type, and does not as a rule give rise to 
aetna! carcinomatous glands. It can, therefore, generally be removed 
ocally. 

Diagnosis.—Lupus vulgaris is most easily confused with lupus erythema- 
tosus (p. 1466). In the former definite nodules are present, and there is a 
tendency to ulceration; the disease usually begins in childhood and persists 
for many years. In the latter the disease is non-ulcerative, has a great 
tendency to be symmetrical, rarely appears before adult life, and is especi- 
ally liable to occur in the middle-aged. The scalp is often attacked, while 
this is rare in lupus vulgaris. In lupus erythematosus thick adherent scales, 
fixed down by epithelial plugs, form, and the scar is often covered with 
pits of varying size; in lupus vulgaris the scale is of a very superficial type 
and easily removed, and there are no plugs. 
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From tertiary syphilis the diagnosis may occasionally be difficult, and the 
two conditions may be combined. The absence of nodules, the tendency to 
form sharply cut, rather deep ulcers, the presence of a positive Wassermann 
reaction, and the rapid response to anti-syphilitic remedies will generally 
settle the diagnosis. 

Rodent ulcer is distinguished by its appearance fairly late in life, by its 
firm rolled edges of pearly white colour, and by its tendency to involve the 
pany structures of the face. 

reatment.—Of prime importance is the general health of the patient. 
Good ventilation, sunlight, warm clothing and plenty of good food are 
necessary if cases are to do well. In the absence of a good supply of natural 
sunlight excellent results are obtained by exposing the body to the rays 
of the carbon-arc or mercury-vapour lamps. As to drugs, cod-liver oil, 
malt, iron and arsenic are often of considerable value. 

Local measures should also be taken to destroy the lesions. Small patches 
may be excised ; but this method is only rarely applicable. If the patches are 
non-ulcerating, and not too extensive, excellent results are obtained by the 
Finsen light; but this method is rarely available, and is very slow. The 
nodules may be destroyed by the application of 20 per cent. ac. salicylic plaster 
with cresote, or 10 per cent. pyrogallic acid ointment rubbed in daily until 
@ violent reaction is produced. Adamson has recommended rubbing acid 
nitrate of mercury into the patches, and this gives very satisfactory results. 
In the larger ulcerating patches a preliminary scraping, followed by the 
application of acid nitrate of mercury or zinc chloride stick, is usually satis- 
factory. The use of X-rays and CQ, snow has nothing to recommend it, 
and the former is very dangerous if given over prolonged periods. On the 
other hand, some satisfactory results have been reported after treatment 
with “ Grenz ” rays. 

(6) Lupus VERRUCOSsUS 


This is due to the local inoculation of the tubercle bacillus, and is chiefly 
seen in those who handle infected meat, and in those who conduct autopsies. 
It is also known as verruca necrogentca or post-mortem wart, 

Symptoms.—tThe lesions usually occur on the hands, chiefly the dorsum 
and on the knuckles, The earliest lesion is a small, red, firm papule, which 
ve slowly. The centre soon becomes raised and warty; but there is 
always a well-marked inflammatory zone around this warty growth. Serum 
and pus may exude between the papille of the wart, and the whole may be 
crusted. The lesion is generally single, and may attain several inches in 
diameter. Rarely numerous lesions are present. 

Treatment.—Small lesions are best excised. Destruction by the actual 
cautery, or by diathermy, may be practised in some cases. In this variety 
& tine dose of X-rays may flatten down the warty growth, and this may be 
followed by the use of salicylic acid or mercurial plasters, or by painting with 
acid nitrate of mercury. 


(c) Loca TuseRcuLous ULoErs 


These occur usually as complications of tuberculosis of other organs. 
They are frequently present on the mucous membranes, or around the orifices 
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of the body. Little can be done except palliative treatment if they are 
pear iey ; but isolated ones can be destroyed by one of the methods already 
described. 


(2) ScROFULODERMIA 


This term is applied to secondary infection of the skin from the bursting 
of deep-seated tuberculous abscesses. The lesions either take the form of a 
thick crust overlying an area of unhealthy-looking granulation tissue, or are 
purplish-red shiny areas surrounding a sinus. 

he term is also applied to single or multiple subcutaneous abscesses, 
not infrequently seen in children, which contain pus, in which numerous 
tubercle Pacilli can be found. They are sometimes called tuberculous 
gummaia. 

Treatment.—The treatment of the underlying condition is essentially 
surgical and where possible the affected skin should be excised, otherwise 
scraping, followed by painting with acid nitrate of mercury, is the best 
treatment. 


(ce) Tas TuBERCULIDES 


These lesions, which are due to the lodgment of tubercle bacilli in the 
peripheral capillaries, with the production of a local inflammatory reaction, 
differ from the foregoing tuberculous diseases of the skin in that there is no 
tendency for the individual lesions to spread. They are thus comparable to 
the secondary syphilides, and like them are of several different types. 

Tue LickENoID TUBERCULIDE.—Symptoms.—This condition, also known 
as lichen scrofulosorum, is chiefly seen in young children with glandular 
tuberculosis. The lesions come out in crops, chiefly on the trunk, and are 
arranged in circular or oval groups, made up of pinhead-sized acuminate 
follicular papules. These lesions may be of the same colour as the normal 
skin, or of bright red colour. There is usually a small crust on the summit 
of each papule, or sometimes a small pustule. The disease lasts from a 
week or two to many months. | 

Diagnosis.—In lichen spinulosus there is less obvious inflammation, and 
5% are spine projects from the centre of the papule, which can be removed 

y forceps. 

The cal follicular syphilide occurs in adults, and is associated with other 
syphilitic phenomena. 

Treatment.—No special treatment of the skin has any effect. The 
treatment is that for clandulat tuberculosis. 

Tux ACNEIFORM TUBEROULIDE.—Symptoms.—This condition, also known 
as acne meds beanie occurs in children and adolescents who are suffering 
from some form of tuberculosis, and chiefly affects the buttocks and thighs, 
but may be more extensive. The lesions are lentil-sized, acuminate, folli- 
cular papules and pustules, and are generally distributed discretely. They 
are of bright red colour and pustular or crusted. 

Diagnosis.—The affection is sometimes difficult to diagnose from staphy- 
lococcal folliculitis ; but the individual lesions run a much slower course, and 
are usually more numerous and not painful. 

Treatment.,—This is the same as for the lichenoid tuberoulide. 
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Tue Papv.o-NECROTIO TUBERCULIDE.—Symptoms.—In this variety of 
tuberculide the lesions are small lentil- to pea-sized nodules starting deep in 
the dermis or in the hypoderm, eventually softening and bursting through the 
skin with the production of a small rather indolent ulcer. After healing, 
pitted scars are left. The lesions are usually numerous and come out in 
crops, which may continue to appear over a period of some years. The 
parts affected are chiefly the distal extremities of the limbs, e.g. the backs 
of the hands and feet, the sides of the fingers and the extensor aspects of 
the forearms and legs. Lesions in these regions have been named /folliclis. 
Somewhat similar lesions have been described on the face and termed acniivs, 
but it is still not quite clear that they belong to the same group. The 
eruption nearly always occurs in patients who have some other mani- 
festations of tuberculosis, and occurs chiefly in young adults. 

Diagnosis.—These cases can be distinguished from erythema multiforme 
by their deeper site of origin, and by their tendency to ulcerate and produce 
scars. 

Treatment.—As for other tuberculides. No local treatment has any 
effect on the lesions. 

THe GummatTous TUBERCULIDE.—Symptoms.—This condition, which 
also goes by the name of erythema induratum or Bazin’s disease, is not 
uncommon, and is almost entirely confined to the legs, especially the calves, 
and is usually bilateral. It occurs chiefly in girls and young women between 
the ages of 15 and 25. The initial lesion is a deep-seated nodule, from a pea 
to a hazel-nut in size, starting in the subcutaneous fat. The nodule slowly 
increases in size, involves the skin, which becomes purplish in colour, and 
eventually softens and bursts. The ulcer thus reduced has a ragged edge 
and an unhealthy purplish-red base, often covered by a dirty greenish slough. 
These ulcers are very sluggish, and take weeks or months to heal. Fresh 
lesions are constantly forming, and a dozen or more lesions may be found 
simultaneously on the two limbs. There is dften considerable pain in 
the lesions. 

Diagnosis.—From syphilitic gummata.—In this condition the lesions are 
less numerous—indeed often single—and are rarely so symmetrical. The 
lesions are usually painless. The edge of the ulcer is sharper and more 
cleanly cut, and the base is cleaner, or has a characteristic wash-leather 
slough. Other stigmata of syphilis may be present, and the Wassermann 
reaction is positive. 

In older patients, mainly women, similar nodules occur, which do not 
break down and ulcerate. These are probably of the same nature but have 
been called hypodermic sarcoids, and must not be confused with cutaneous 
sarcoids described under sarcotdosis. 

Treatment.—The ulcers heal readily if the patient is kept in bed, but are 
liable to recur when she gets up again. General tonic treatment should be 

iven, and in many cases arsphenamine has proved to be a potent remedy. 
lly antiseptic baths and dressings are required. 


2. LUPUS ERYTHEMATOSUS 


An inflammatory condition of the dermis, usually chronic but occasion- 
ally running an acute course, characterised by the presence of circumscribed 
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red patches, with gr without adherent scales, and which on recovery leaves 
scars. 

ZEtiology.—This is still unknown. It has for many years been thought 
to be due to toxins of the tubercle bacillus and is frequently associated with 
tuberculosis, but cases occur in which this disease cannot be traced. Lately 
a good deal of attention has been called to focal sepsis as a cause, but the 
evidence is no more conclusive than for tuberculosis. It is thought that it 
may be produced by more than one variety of toxin, or that it may be due to 
a specific organism as yet undiscovered. There can be little doubt that 
exposure to sunlight tends to bring out the lesions. The disease is chiefly 
found in middle age, but may begin before the age of 20. It is more frequent 
in women. 

Pathology.—The chief change in the skin is an infiltration in the neigh- 
bourhood of the vessels of the dermis with round cells, which may destroy 
the hair follicles and sweat ducts. In the epidermis there is a h srVeratoaiss 
which is especially marked at the follicular openings, so that horny plugs 
are formed. 

Symptoms.—Two main types are seen—(1) The erythematous, and 
(2) the scaly or fixed type. 

1. The erythematous type.—This is less frequent and has a greater tendency 
to be generalised. It may run an acute course or may develop into the 
scaly type. The lesions are chiefly seen on the cheeks and form circum- 
scribed disic-like lesions, raised and slightly infiltrated and of a pale red to a 
purplish-red colour. These often show patulous follicular openings on the 
surface. They may also occur as diffuse flat non-infiltrated sheets of redness. 
This type is very apt to be associated with lesions in other parts of the body, 
particularly the backs of the hands and fingers, the arms and forearms, the 
chest, neck and ears. Occasionally an almost universal eruption appears. 
The patches may sometimes become bullous and hemorrhage may occur 
into the bulle. These disseminated cases may be associated with acute 
visceral diseases, such as pneumonia, pleurisy and nephritis, and even in 
the absence of these high fever may be present. Usually in this type of 
case, if the patient survives, the eruption clears up without much 
scarring. 

2. The scaly type.—This is by far the commonest variety, and is generally 
very chronic an Noealised: but may occasionally be acute and generalised. 
The lesions are chiefly seen on the nose, cheeks, ears and scalp, but are not 
uncommon on the backs of the hands. They are very apt to be distributed 
symmetrically in the shape of a bat’s wing on the nose and two cheeks. The 
lesions are usually irregularly shaped red patches, often sunk below the surface 
of the skin, and covered with greyish scales, which are extremely adherent. 
When removed horny plugs are seen to penetrate into the epidermis, and 
when the patches clear up a depressed scar is left, often with numerous pits 
on its surface. When the scalp is attacked the hair is lost permanently. The 
mucous membranes may be attacked, the most frequent sites being the 
vermilion border of the lips and the palate. 

Pain sometimes occurs in the patches and sometimes they itch, but 
generally no local sensations are present, The patient’s health ie usually 
below par, and there is often considerable neurosis, but severe constitutional 
Bymptoms are usually absent. 
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The course is exceedingly chronic, the patches often persisting for years 

in spite of treatment. 

iagnosis.—The condition is differentiated from lupus vulgaris by the 
absence of nodules, the symmetry of the lesions, the absence of ulceration 
and the age of the patient ; from erysipelas, by the slowness of the spread 
and the absence fi high fever; and from erythema multiforme, by the 
chronicity of the lesions and the presence of destructive effect on the skin 
shown by scarring. | 

Treatment.—The acute erythematous cases should be kept in bed and 
complications treated. All possible sources of focal infection should be re- 
moved. The drug which appears most to influence cases is quinine, which 
should be given in full doses. Local treatment is not usually required in the 
acute erythematous cases. In all cases, especially the very acute types, 
sulphapyridine is worthy of trial. 

In ibe chronic scaly cases, quinine and general tonic treatment are indi- 
cated. Good results have been obtained by the intravenous injection of 

old compounds, such as myocrysin, krysolgan, triphal, solganal, or sanocrysin 

t is advisable to keep the doses of gold preparations small compared with 
those given for tuberculosis. Intramuscular injections of bismuth salts have 
also given good results. Rest in bed is always beneficial, and the patient 
should not be allowed to go out in a strong wind or in the hot sun, as these 
aggravate the condition. 

Local treatment is chiefly directed to removal of the scales and the pro- 
duction of a mild inflammatory reaction in the patches. For the former 
ac. salicyl. ointment, 3 to 5 per cent., or plaster, 5 to" 10 per cent., may be 
employed. For the latter 5 to 10 per cent. pyrogallic acid, painting with pure 
aarvolls acid, or applications for a few seconds of CO, snow. 


3. GONORRHCAL KERATOSIS 


The lesions in this condition are probably produced by gonococci curcu- 
lating in the blood stream, although they have not been demonstrated. 

They occur in patients suffering from gonorrhcal arthritis and other 
manifestations of general gonococcal infection, and usually appear on the 
palms and soles, though other parts of the hands and limbs may be affected. 

The lesions are red patches covered with cone-shaped horny thickenings, 
and are generally numerous. In addition, a general hyperkeratosis of the 
palms and soles may occur. 

Treatment.—General treatment for gonorrhea is required, together 
with ung. ac. salicylic. locally. 


4. SPOROTRICHOSIS 


In addition to those bacterial conditions which attack the skin by way 
of the blood stream, a certain number do so by way of the lymphatics. 
Lymphangitis with abscess formation from pyogenic organisms is aa known, 
and the same condition in tuberculosis has already been described under the 
title of “ scrofulodermia.” Actinomycosis is another such condition, and 
has already been dealt with (p. 185). Somewhat similar conditions to the 


HERPES SIMPLEX 1467 


two last mentioned may be produced by certain fungi, of which the only one 
which requires special notice is sporotrichosis. 

Symptoms.—lInfection may take place through a crack in the skin, 
usually on the hand or foot. From this a lymphangitis starts, which spreads 
up the affected limb, and subcutaneous cold i ey oe soon appear at pointe 
along the affected lymphatics. These eventually burst and leave indolent 
fungating ulcers, which show little or no tendency to heal spontaneeusly. 
A good deal of pus or yellowish fluid exudes. 

Diagnosis.—-Cases are usually diagnosed as tuberculosis, and a certain 
as a can only be made by obtaining the fungusin culture. This should 
be done on Sabouraud’s proof medium and incubated at room temperature. 

Treatment.—The lesions usually disappear under large doses of potas- 
sium iodide administered internally. 


ERUPTIONS DUE TO FILTRABLE VIRUSES 


Certain affections of the skin are now known to be due to filtrable viruses. 
Among these are : 


(1) Herpes zoster (see p. 1583). 
(2) Herpes simplex. 

(3) Herpes preputialis. 

(4) Verruca vulgaris. 

(5) Molluscum contagiosum. 


It is more convenient to deal with warts and molluscum contagiosum 
when discussing tumours of the skin (pp. 148] and 1482), while zoster is 
described elsewhere (p. 1583). 


1, HERPES SIMPLEX 


Herpes Simplex or Herpes Febrilis is a condition to which some people, 
and especially children, are prone whenever they develop a slight febrile attack 
or even a slight cold. 

ZEtiology.—The disease is produced by a filter-passing virus which, when 
as ay into rabbits, produces a fatal form of encephalitis, and is closely 
related to the virus of encephalitis lethargica. 

Symptoms.—The lesions consist of small groups of vesicles, on an 
inflamed base, which come out chiefly in the neighbourhood of the mouth. 
They are irregularly distributed, have no relations to any nerve trunks, and 
are generally bilateral. They disappear in the course of a week or so, after 
crusting over, and leave no scars. In one type, seen especially in children, 
recurrent attacks occur on the cheek, often at regular intervals and without 
any special cause. These attacks also clear up and leave no scars. A recur- 
rent type is also found affecting the buttocks in adults. 

Treatment.—A bland protective ointment, such as zinc cream or Lassar’s 
aste, or a dusting powder, such as bismuth subgallate, is all that is required. 
Nn recurrent cases, small doses of X-rays given during the quiescent period 

appear to diminish the liability to fresh attacks. Treatment by vaccines 
prepared from the virus have been tried, but resulta are uncertain. 
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2. HERPES PREPUTIALIS 


This is the name given to small crops of two or three to half a dozen 
or more small vesicles which sometimes appear on the under surface of the 
prepuce, The vesicles quickly rupture and leave behind pinhead-sized 
ulcers which are painful. There is no tendency for these ulcers to increase 
in size. This latter feature helps to differentiate them from both syphilitic 
ulcers and soft sores. 

Treatment.—This is the same as for Herpes Simplex. 


ERUPTIONS DUE TO ERRORS OF METABOLISM 
XANTHOMA 


Xanthoma forms an interesting link between the inflammations due to 
chemical toxins circulating in the blood and those due to bacteria, for in 
this condition lesions of a granulomatous nature are produced around a 
deposit of a chemical substance in the tissues. Apart from this condition, 
all the granulomata whose nature is known are produced directly by bacteria ; 
tubercle, syphilis and lepra are the best known examples. 

Three linioal varieties of xanthoma are recognised: (1) xanthoma 
tuberosum, (2) xanthoma diabeticorum, and (3) xanthoma planum. 

ZEtiology.— Xanthoma tuberosum and diabeticorum occur in patients 
who for some reason or other have some disturbance of lipoid metabolism, 
often shown by an excess of cholesterin in the blood serum. This is why 
one form is seen in diabetics. The cholesterin becomes deposited in the 
tissues and causes a reaction, chiefly among the fixed connective-tissue cells 
of the dermis, particularly the endothelial cells, and a granuloma not unlike 
that seen in tuberculosis is produced. Histologically the tumours of xanthoma 
consist of large cells, arranged around the vessels, containing droplets of a 
cholesterin-fatty-acid-ester and some fat. Around these cells a varying 
degree of connective-tissue hypertrophy may occur. 

Symptoms.—Xanthoma tuberosum.—In this condition numerous 
discrete yellowish nodules appear in the skin. These increase in size and 
may form tumours as big as an orange. They are most commonly seen on 
the extensor aspects of the limbs, especially on the elbows and knees, where 
they may form large firm tumours, but they may be seen on any part of the 
skin. The bones, tendons, viscera and mucous membranes may also be 
involved. The colour varies from a bright yellow to an orange or red. The 
disease is usually seen in young adults. It does not generally affect the 
general health, but is occasionally associated with jaundice. The lesions are 
very persistent. 

Xanthoma diabeticorum.—The lesions are usually smaller and more 
numerous; they are lentil-sized lesions and come out in crops, usually on 
the buttocks and extensor surfaces of the limbs. They disappear rapidly 
under appropriate treatment for diabetes. 

Treatment.—In the diabetic cases, the underlying disease must be 
treated. For xanthoma tuberosum no definite treatment can be laid down, 
but a diet which contains as little fat as possible should be prescribed. 
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Xanthoma palpebrarum.—Etiology.—This has been considered to be a 
fatty degeneration of the fibres of the orbicularis palpebrarum muscle, but in 
some cases an excess of cholesterin in the blood has been demonstrated. 

Symptoms.—The lesions consist of flat, yellow, slightly raised patches, 
which are often symmetrically placed, on the eyelids near the inner canthus. 
They may be as small as a pin’s head or may involve almost the whole eyelid. 
They produce no symptoms. They mostly occur in old people. 

Treatment.—They can be destroyed by electrolysis or by caustics, or 
removed by excision. 


C.—INFLAMMATORY DERMATOSES OF UNKNOWN 
ORIGIN 


In this group are included certain dermatoses with well-defined char- 
acters which entitle them to be considered clinical entities, but whose setiology 
is entirely obscure. The following diseases are included under this heading : 
psoriasis, parapsoriasis, pityriasis rubra pilaris, lichen planus, scleroderma 
and eclerema neonatorum. It must not be assumed that because these 
conditions are grouped together that they have any relationship to one 
another. 


PSORIASIS 


A very common condition characterised by the presence of red, scaly 
papules and patches of characteristic appearance on various parts of the body 
and unassociated with any disturbance of the general health. 

ZEtiology.—The disease frequently begins towards the end of the second 
decade, and is not infrequently seen in children from about 7 years of age 
and upwards, but is very rare in small children. Both sexes are equally 
affected. On the other hand, the first attack may occur in sagaieed age. 
It has been attributed to parasitic agencies, toxins of bacterial and meta- 
bolic origin, and to neuropathic causes, but there is very little evidence to 
support any of these views. There is no doubt that in some oases a strong 
family history can be made out. 

Pathology.—Histological examination shows a great overgrowth of 
the epithelium, with downward growth of the interpapillary processes, and 
corresponding elongation of the papille. The horny layer is badly formed 
(parakeratosis), and collections of leucocytes can be found between the 
horny cells. There is a cellular infiltration around the papillary vessels and 
those of the subpapillary layer. 

Symptoms.—The malady is a chronic one and may come and go 
throughout life. Usually attacks occur at quite irregular intervals, but 
in some cases they may appear at definite seasons—some appearing in the 
summer, others in the winter. The extent also varies greatly in different 
cases, some only having few patches, others being covered with lesions. 

The sites of predilection are the extensor aspects of the limbs—especi- 
ally of the elbows and knees—the trunk—both back and front, but espect- 
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ally the waist region, the scalp and, more rarely, the face, nails and palms 
and soles. 

The lesions begin as pinhead-sized papules, and are from their very 
beginning surmounted by a small silvery scale. The individual lesions 
usually spread centrifugally and may eventually attain great size. Usually, 
however, they join with other patches and so form plaques, which may, for 
instance, cover the whole back in one continuous sheet. The same type of 
scaling persists even in the largest patches, though in chronic treated cases 
the wirtacs of these patches may appear to be highly polished; on scratch- 
ing, however, with a sharp instrument the silvery scales are immediately 
apparent. The whole mass of scales can, with care, be removed in one 
continuous sheet, and underneath is found a shiny, dry red surface which, on 
examination with a lens, shows the dilated papillary vessels as tiny red points. 

The arrangement of the lesicus varics. In sume cases the body and 
limbs are studded with lesions the size of a small pea or a threepenny-piece 
(psoriasis guttata); in others the lesions are larger (psoriasis nummulata) ; 
in some the centre of the lesions clears up, leaving rings (psoriasis circinata), 
and the rings may run together, forming gyrate figures (ps. gyrata). Occa- 
sionally the crusts are very thick (ps. rupioides), and this is especially the case 
on the scalp, where the hairs prevent the scales from falling off. 

In some cases the lesions remain small and confined to the follicies (folli- 
cular psoriasis), and these may occasionally group into patches. They may 
also come out along scratches on the skin. When the nails are aftected, 
either small pinhead-sized pits may be produced, or the whole nail may 
be forced up by lesions occurring in the nail bed, the nail eventually breaking 
up and thick masses of scales being found beneath it. The palms and soles 
are less frequently involved, but when they are affected circumscribed red 
patches form, associated with scaling and fissuring in the deep folds. In 
these regions also a pustular form of psoriasis has been Eppes | consisting 
of aheenly defined red patches studded with minute pustules, usually sterile, 
imbedded in the patches. The mucous membranes are not affected. 

The lesions vary from a pale tu a dark red in colour, and on clearing up 
usually leave little or no pigmentation, though in very chronic patches, 
especially on the legs, some pigmentation may remain for a time. 

There are usually no subjective sensations, but occasionally itching is 
present. The general health is not affected. 

Diagnosis.—This disease may resemble the secondary papulo-squamous 
eyphilide. It differs, however, from this condition in the fact that the lesions 
are scaly from the start; that when the scales are removed no infiltration 
can be felt, and that the surface left is smooth, dry and studded with numerous 
small red points; that pigmentation is generally absent or little marked ; 
that the lesions are mainly distributed on the extensor aspects of the limbs, 
and that the scalp may be extensively involved without loss of hair; and that 
other signs of syphilis, such as general adenitis and involvement of the mucous 
membranes, are not present. The Wassermann reaction and the effect of 
treatment will generally confirm a clinical diagnosis. 

In seborrhasc dermatitis the scales are greasy, the patches spread by 
aggregation of follicular papules, and the scalp, face and centre of the chest 
| back are chiefly affected. The lesions respond quickly to sulphur, which 
is not the case with psoriasis. 
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In eczema itching is marked, when the scales are removed a moist surface 
is left, and the lesions are made up of aggregation of papules and papulo- 


In pityriasis rosea the scaling is usually in the form of a collarette, the 
lesions are of a pale pink colour, and the limbs are little affected, especially 
below the elbows and knees. 

In lichen planus some typical papules can almost always be seen, the 
lesions have a characteristic lilac or purple colour, the flexor aspects of the 
limbs are most involved, and itching is generally intense. 

Treatment.—Internal treatment is considerably employed, but it is 
difficult to estimate its value. Arsenic is the most valuable drug, and should 
be given in increasing doses up to the limit of tolerance, but should be entirely 
discarded if no effect is produced. Liquor arsenicalis, min. 3, t.d.s. and up- 
wards, and pil asiatica are chiefly employed. Arsenic should not be given 
when lesions are coming out rapidly. In these cases salicin, gr. 15, t.d.s., 
and thyroid, gr. 1, t.d.s., have been recommended by Crocker and others. 

Local treatment is the most efficacious, and chrysarobin gives the best 
results, but is messy, stains linen permanently, and is liable to set up a severe 
dermatitis if used carelessly. It 1s best applied in 5 per cent. to 10 per cent. 
ointment rubbed into the patches daily, after the scales have been removed 
in a hot bath with the aid of soft soap. Dithranol (derobin, cignolin), is a 
less messy chrysarobin substitute, and used as an ointment, in the strength 
of gr. $ to the ounce, is a very efficient remedy. If this treatment is carried 
out thoroughly for 3 or 4 weeks the patches will disappear. This treatment 
is best carried out in hospital or in a nursing home. 

Pyrogallic acid ointment 10 per cent., oil of cade ointment 20 per cent., 
or an ointment consisting of solution of coal tar 12-5, ammoniated mercury 
6-25, salicylic acid 6:25, simple ointment to 100. If the patches become 
inflamed they are best treated temporarily with linimentum calamine. 
Isolated resistant patches may be treated by X-rays, but this cannot be often 
repeated. For the scalp, the scales should be removed with soft soap, and 
the patches painted with equal parts of solution of coal tar and industrial 
spint. This latter solution is useful in psoriasis of the nails, after the nail has 
been cut away and the scales removed. 


PARAPSORIASIS 


This is a term applied to certain rare forms of resistant erythemato- 
Squamous lesions which occur on the body. Three types are recognised : 
(1) parapsoriasis en gouttes, (2) parapsoriasis en plaques, and (3) parapsoriasis 
lichenoides. | 

Etiology.—Nothing is known of the etiology of these conditions. 

Symptoms.—Parapsoriasts en gouties occurs as pea-sized or slightly larger 
red spots, covered by fine branny scales, chiefly on the upper part of the trunk. 
In some cases necrotic lesions occur. 

Parapsoriasis en plaques occurs as symmetrical patches, oval or linear, 
of fos yellow or red colour, with a shiny surface or covered by fine scales, 
and occurring chie y on the legs, thighs and lower trunk. 

Parapsorrasis lichenoides forms a reticular pattern, chiefly on the extensor 


1472 DISEASES OF THE SKIN 


aspects of the upper limbs, The lesions are red or purplish in colour and the 
surface is either shiny or covered with fine scales. 

Treatment.—These cases are very resistant to treatment, but should 
be dealt with on much the same lines as psoriasis. 


PITYRIASIS RUBRA PILARIS 


This is a rare disease characterised by the appearance of follicular papules, 
with horny spines, which tend to involve the whole cutaneous surface and 
ay produce a generalised dermatitis resembling pityriasis rubra of 

ebra. 

Etiology.—This is very obscure. It is thought by some observers to be 
& follicular form of psoriasis, but at present there is no conclusive evidence. 
The disease occurs in both sexes and at varying periods of life, but sometimes 
in the very young. 

Symptoms.—tThe lesions are of two types: red follicular papules with 
horny spines, which are chiefly seen on the extensor aspects of the limbs, and 
especially on the dorsum of the hands and fingers; and red scaly plaques 
or sheets, which involve the scalp, face and trunk. Either of these types 
may predominate. Where the former type occurs the skin presents the 
appearance of a nutineg grater. Hyperkeratosis of the palms and soles 
develops, with fissuring of the deeper folds, and the nails become pitted and 
brittle. Ectropion followed by conjunctivitis may occur. The mucous 
membranes usually escape. The malady does not seriously affect the general 
health, and subjective symptoms are usually absent. 

Treatment.—No specific treatment is known. Thyroid has been recom- 
mended, but the results are very uncertain. Bran and alkaline baths, followed 
by inunctions of ac. salicyl., grs. 10, glycer. amyl., adip. lane hydros., 
aa gr. 240, seem to give the best results. 


PITYRIASIS ROSEA 


A widespread eruption of pinkish macules and papules of round or oval 
outline, with branny scaling, which does not usually extend to the periphery 
of the lesion. 

fEtiology.—This is still obscure. It was originally thought to be of 
parasitic origin, probably owing to the resemblance of the lesions to ring- 
worm, but no definite parasite has been discovered. It is possible that it 
may be of the nature of an acute exanthem, as it occasionally has a sudden 
onset with slight fever and malaise. One attack is said to confer immunity, 
though this is not absolute, and it seems to occur at times almost in epidemic 
form. It has been thought by others to be a toxic eruption. The disease 
oceurs chiefly in children and young persons, but no age is exempt. 

Symptoms.—The eruption usually comes out suddenly, and the onset 
may, though this is not usual, be accompanied by slight fever, malaise and 
sore throat. In some cases the general outbreak is preceded by the appear- 
ance of a single patch, the “herald” patch, which may appear a week or 
10 days before the general eruption. Phe lesions are usually most profuse 
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on the trunk and central portions of the limbs, the distal parts of the 
latter escaping. The face, neck and scalp may be affected, but this is not 
common. 

The lesions are pinkish macules or papules, mainly macules, which vary 
in size from a lentil to patches a couple of inches across. They tend to be 
arranged in lines parallel to the ribs, and the larger patches are oval. When 
the lesions reach the size of a pea, central scaling commences, and as the 
lesions grow the scales tend to form a collarette, with the free edge directed 
towards the centre. The colour of the portion within the scales changes to 
fawn and eventually returns to the normal skin tint. Sometimes pinhead- 
sized follicular papules of skin colour are seen among the lesions in 
considerable numbers. In rare cases vesicles and bulls form. 

Subjective symptoms are usually absent, but sometimes itching is a 
prominent feature. The rash usually lasts about 4 weeks and then dis- 
appears, but it may persist for several months. 

Diagnosis.—Seborrheic dermatitis is distinguished by its greasy scales 
and by its distribution ; secondary syphilis, by the presence of other syphilitic 
lesions ; and ringworm, by the small number of lesions, their asymmetry, and 
the presence of fungus in the scales. 

Treatment.—No internal treatment is known to affect the disease. In 
the early stages a simple coal tar and lead lotion can be used, as this allays 
itching if present. Once the rash is fully developed a daily warm bath, 
followed by the application of 3 per cent. salicylic acid in linimentum calcis, 
will usually cause the lesion to disappear. If there is fever the patient 
should be put to bed. 


LICHEN PLANUS 


An intensely itchy eruption characterised by the presence of angula 
papules of pinkish or lilac colour tending to be localised in special areas. 

fEtiology.—The disease occurs chiefly in adult life and is very rare in 
young children. Two views are held as to its etiology. By some it is thought 
to be of nervous origin, following shock, mental anxiety, worry, etc. It is 
true such a history is often obtainable, but Graham-Little has pointed out 
that it did not appreciably increase during the War of 1914-1918, which might 
have been expected if such was the main factor in its production. The 
other view is that it is of toxic origin, but there is no direct evidence on this 
score. 

_ Pathology.—The microscopic anatomy of the papules is very character- 
istic, There is a circumscribed, dense, round-cell infiltration in the upper 
ade of the dermis beneath the papule, and the epidermis is much thickened. 

he papille are flattened out. The granular layer is irregularly thickened 
and there is a hyperkeratosis, most marked at the orifices of the hair follicles 
and sweat ducts. 

Symptoms.—The most common variety is the localised type. The lesions 
are chiefly found on the flexor aspects of the forearms and wrists, the inner 
aspects of the thighs near the knees, and on the front of the shins. The 
trunk, pecially the lower part, the palms and soles, and the penis are also 
occasionally involved. The mucous membrane of the mouth is frequently 
attacked. The lesions on the skin are discrete, lentil-sized papules, raieed 
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sharply from the skin, with polished shiny surface and usually of lilac colour, 
They have a curious and typical angular outline, due to the fact that they 
are bounded by the fine lines of the skin, and sometimes they are definitel 
umbilicated. Frequently the papules are arranged in lines along scratc 
marks. Occasionally patches are formed by the aggregation of papules 
and resemble rather closely patches of psoriasis. On the palms the lesions 
are generally circular, vary in size from a pea to a threepenny-bit, and the 
horny layer over them is much thickened. 

In the mouth irregular dead white patches are found, usually on the 
tongue or inner aspect of the cheeks. 

Several other types of lichen planus are seen. In one variety the lesions 
form rings and gyrate figures (lichen planus annularis), while in another 
atrophy occurs (lichen planus atrophicus). In a large number of cases the 
horny layer is much hiciened (lichen planus hypertrophicus), and this is 
especially seen on the legs, where warty patches occur (lichen planus verru- 
cosus). Occasionally the lesions are arranged in a single line, sometimes 
following the course of a nerve (lichen planus linearis), and very occasionally 
bulle and vesicles may occur. Rarely cases are met with in which the papules 
are few in number, and very much hypertrophied, forming dome-shaped 
tumours, which itch intensely (lachen obtusus). 

Another variety is an acute generalised type in which a large number of 
lesions are scattered diffusely over the trunk and limbs. In this type the 
pees are pale pink in colour and not so raised as in the chronic forms. 

ven in these cases the face and scalp almost invariably escape. 

In association with the above-mentioned lesions small groups of follicular 
papules with horny spines may be found. The same condition is some- 
times found independently of lichen planus and has been called lichen pilaris 
or spinulosus. Whether these latter cases have the same origin is still un- 
ae ed. Graham-Little has reported the association of this type with atrophic 
alopecia. 

ichen planus lesions are almost invariably accompanied by intense 
itching and often by marked neurotic manifestation, but otherwise the health 
remains good, though slight fever may accompany the acute cases. 

The disease runs a very chronic course and is sometimes very resistant 
to treatment. 

Diagnosis.—This is usually easy, as the lesions are very characteristic. 
The diagnosis from psoriasis has already been dealt with. From lichenification 
(lichen simplex chronicus of Vidal), which is produced by friction on the skin, 
the diagnosis is made by the fact that the latter only occurs in circumscribed 
patches, and that the typical discrete papules of lichen planus are absent. 

Treatment.—In the acute generalised cases rest in bed is essential, and 
it is of the greatest service in chronic cases, materially shortening their 
course. Arsenic is looked upon as a specific, but may require to be pushed ; 
arsphenamine (salvarsan) has been recommended by some authors. As in 
psoriasis, arsenic is not advised in cases in which the eruption is-coming out, 
these cases doing best on mercury; lig. hydrarg. perchlor., min. 60, t.d.s. 
If the irritation is very bad, bromides or some hypnotic at night nel be 
required, and for this symptom lumbar puncture has been recommended. 

For local treatment anti-pruritic lotions and ointments are required ; of 
these ichthammol, oil of cade, coal tar, phenol and menthol are most useful. 
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For the hypertrophic patches, ac. salicylic plaster, followed by X-rays 
or CQ, snow, is the most : atisfactory method of treatment. 


SCLERODERMA 


This is a condition of hardness and rigidity of the skin, caused by a degenera- 
tion of fibrous tissue, which is probably of inflammatory origin. It is met 
with in two forms—(1) Generalised scleroderma, and (2) localised scleroderma 
or morpheea. 

AEtiology.—lIt is chiefly a disease of young adult life and is more common 
in women than in men. It has been variously attributed to a tropho-neurosis, 
to alterations in endocrine secretion, to an endarteritis, and to a primary 
hyperplasia of the fibrous tissue of the skin. Recent work by Dowling and 
Griffiths suggests that a relationship exists between this disease and thyro- 
toxicosis. 

Pathology.—There is a degeneration of the fibrous tissue bundles in the 
dermis and subcutaneous tissue, with replacement of fat by fibrous tissue in 
the latter. There is also an exudation of cells around the vessels of the 
dermis, with some endothelial proliferation. The epithelium may be flattened 
by pressure and excess of pigment may be present. Degenerative changes 
may also be seen in the muscles in some cases. 

Symptoms.—1l. Generalised scleroderma.—This condition may appear 
rapidly or slowly. In both cases a disturbance of the general health, such as 
fever, joint pains, neuralgia or itching, may precede or accompany the attack. 
Stiffness of the parts involved is often the first symptom, and this may spread 
rapidly or slowly till it produces fixity of the joints, followed by progressive 
wasting of the muscles. Breathing may become difficult, owing to fixation 
of the skin of the chest, and taking of solid food may be prevented by the 
involvement of the cheeks and mouth. The skin appears swollen and glossy 
and is very hard ; the deeper structures are fixed and the furrows of the skin 
disappear. The colour of the skin may be normal or waxy in appearance. 
The lesions are usually symmetrical and the mucous membranes may be 
ee These cases may occasionally clear up spontaneously, but often end 
atally. 

Occasionally the disease begins in the hands. The skin is drawn tightly 
over the fingers, fixation of the joints occurs and atrophy supervenes, so that 
the fingers become pointed. This type is called sclerodactylia, 

2. Localised scleroderma or morphea.—In this type the lesions vary from 
the size of a pea to large patches involving almost all the back or front of the 
trunk. Patches may be pinkish in colour and raised, with a smooth polished 
surface and with a sensation of rigidity ; or slightly depressed below the 
surface, very rigid and fixed, and often surrounded by a lilac border, and 
occasionally occurring in bands ; or again they may be of dead white colour, 
with more or less irregular edges, and of normal consistence. This latter type 
18 one of the forms of so-called white-spot disease. 

These cases run a very chronic course, often of many years, and are 
resistant to treatment. 

Diagnosis.—From sclerema neonatorum, by the age of the patient and 
the fact that this condition is confined to the subcutaneous fatty layer. 
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Treatment.—In generalised cases, the patient should be kept warm, and 
massage and hot air baths given. Cod-liver oil internally is of value. Thyroid 
is largely given in all varieties, but its action is very uncertain. In morphea, 
local fibrolysin injections have been given with success. X-rays are claimed 
to be beneficial. Treatment, however, is unsatisfactory. 


SCLEREMA NEONATORUM 


This condition has no relationship to the foregoing. It occurs in newly- 
born infants, and is characterised by hardening of the subcutaneous fatty 
layer in certain parts of the body. 

Etiology.—It has been attributed to hardening of the fat, owing to 
lowering of body temperature, but this is certainly not an essential factor. 
There is evidence of a deposit of crystals in the tissues, and of a well-marked 
proliferation of the reticulo-endothelial cells in the neighbourhood of these 
deposits. This is probably due to a reduction in the olein in the fat, but how 
this comes about 1s not yet known. 

Symptoms.—The affection usually begins within a day or two of birth. 
It occurs symmetrically and chiefly affects the calves, thighs, buttocks and 
back. The subcutaneous fat becomes very hard, and does not pit on pressure. 
The edges’are well-defined. A certain number of cases die, but in the less 
severe cases the patches disappear in a month or two. A generalised 
hardening of the fat occurs all over the body in infants suffering from 
severe diarrhoea, but this condition appears to have no relation to that 
just described. 

Treatment.—The child should be kept warm and given plenty of nourish- 
ment. Cod-liver oil is said to be very beneficial. 


D—THE LYMPHO-GRANULOMATA 


These cases form a bridge between the inflammatory dermatoses on the 
one hand and the new-growths on the other. The lesions in many ways 
resemble the granulomata produced by bacteria, and in other ways resemble 
sarcomata. The following conditions are included: (1) Sarcoidosis, (2) 
leukeomia cutis, (3) lymphadenoma cutis, and (4) mycosis fungoides. 


SARCOIDOSIS 


Synonyms.—Besnier-Boeck-Schaumann’s Disease ; Lympho-granuloma 
benigna (Schaumann). 
ermatologists have been familiar for many years with two conditions 
of the skin which from their histological characters have been thought to be 
tuberculous. The first, which consists of a symmetrical granulomatous 
condition affecting chiefly the nose, cheeks, ears and fingers, was descri 
by Besnier in 1889 under the name “ lupus pernio,” and differentiated by him 
from lupus vulgaris and lupus erythematosus, with both of which conditions 
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it has some features in common. The second condition, described by Boeck 
in 1897, was characterised by the presence, generally on the face, of granulo- 
matous swellings, single or multiple, of varying size and of a translucent 
appearance, often showing small yellowish points closely resembling the 
“apple jelly nodules ” seen in lupus vulgaris. To these lesions Boeck gave 
the name of “ cutaneous sarcoids.” In 1917 Schaumann showed that these 
two conditions were only clinical types of the same disease, and he further 
showed that they were merely cutaneous manifestations of a pathological 

rocess which affected many other organs in the body, the lymphatic system, 
fae aoe. lungs and other viscera. It is now t ppenibed as a diffuse 
reticulo-endotheliosis, somewhat resembling, though clearly distinct from, 
Hodgkin’s disease. Schaumann has suggested that the condition should be 
called ‘‘ lympho-granulomatosis benigna,” but at the present time the name 
“* Sarcoidosis ”’ has been tacitly adopted in this country. 

fEtiology.—The condition is not very common in the British Isles but 
more frequent on the European continent, especially in the Scandinavian 
countries. It affects both sexes equally, and is most frequent between the 
age of 20 and 40. It is very rare before puberty but isolated cases have been 
described even in infancy. 

There is much controversy as to the cause of the condition. The histo- 
logical- architecture, described below, has long suggested a tuberculous 
etiology, but certain features have raised doubts on this point. The absence 
of caseation in the lesions ; the fact that the vast majority of the cases Ee 
negative tuberculin reactions; that acid-fast bacilli have not been found in 
the lesions, except in one or two cases in which the clinical diagnosis was by 
no means certam; and the very indecisive results of animal inoculations 
experiments—these are points which make the acceptance of the tuberculous 
hypothesis difficult. Schaumann has obtained the bovine tubercle bacillus 
from the sputum of some patients suffering from this disease, and has pointed 
out that active tuberculosis sometimes develops in cases of sarcoidosis and 
that when this happens the characteristic lesions disappear. He holds the 
view that sarcoidosis is an indication of a particular phase of immunity to the 
bovine bacillus, and supports the view of Jadassohn that the high percentage 
of negative tuberculin reactions is not due to passive anergy, indicative of an 
absence of tuberculous infection, but is due to an active anergy occurring in 
certain phase of this infection. 

Certain South American dermatologists have noted the close resemblance 
of sarcoidosis to tuberculoid leprosy, and have suggested that it may be a 
form of leprosy, The geographical distribution of the two diseases, however, 
does not correspond, and this seems to rule out this hypothesis. Lastly 
other observers think that the disease is an entity due to specific organism not , 
bi discovered. This theory is at present largely based on negative evidence. 
it is only possible at the present time to say that the atiology of sarcoidosis 
1s unknown, but that it is difficult to ignore certain similarities to tuberculous 
infections. 

Pathology.—Although the pathological changes were first only described 
in skin lesions, it is now known that similar changes may occur in many organs 
of the body. They have been found in the mucous membranes, the lymphatic 
system, the lungs and other viscera, the bone-marrow and certain other 
structures. The lesions consist essentially of nodules of epithelioid cells, 
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often though not always showing a few giant cells in the centre, surrounded 
by dense bands of normal connective tissue. Sometimes s zone of lymphocytes 
is found around the epithelioid cells, but these are often very sparse. Fibrous 
and elastic tissue is entirely destroyed by these granulomatous deposits, 
and bone is absorbed when invaded. The nodules show no signs of under- 
going necrosis or caseation, but in older nodules fibrous tissue infiltration may 
occur; in healing nodules the cellular structure is gradually replaced by 
fibrous tissue. 

As is mentioned above a very high percentage of cases show a negative 
tuberculin reaction, a percentage higher than is found in a series of apparently 
healthy individuals, and this has suggested the possibility of an active anergy 
and is thought by Jadassohn to be due to the presence of excess of anti- 
cutins in the blood and indicative of a tuberculous infection. 

The blood picture usually shows little abnormal, but a monocytosis has 
been described in some cases. 

Symptoms.—Skin.—Skin lesions are of several types and can roughly be 
classified into (1) the small nodular sarcoid, (2) the large nodular sarcoid, and 
(3) lupus pernio. In the small nodular sarcoid the lesions come out more or 
less symmetrically, and are most common on the face but may be found, often 
in considerable numbers, on other parts of the body, especially the shoulders 
and upper limbs. The nodules vary in size from a pinhead to a pea, are 
smooth dome-shaped papules of yellowish-brown colour, translucent in 
appearance. 

The large nodular sarcoids are often present singly or in smal] numbers, 
and are not always symmetrical in arrangement. Again, the face is the site 
of predilection, the forehead, nose and prominences of the cheeks being the 
usual sites, but they are found also on other parts of the body. The lesions 
vary in size from a pea to plaques an inch or so across. They are raised above 
the skin, smooth and shiny in appearance, reddish to purplish-brown in 
colour, and soft to the touch. On glass pressure they exhibit translucency, 
and often “‘ apple jelly ” nodules are visible. These differ from those of lupus 
vulgaris in not breaking down under pressure from a pointed match. 

Both the small and large sarcoids can disappear spontaneously or as 4 
result of treatment, and in this case some atrophy of the skin results. In the 
large variety annular lesions, with a ae atrophic centre and a flattened 
purplish margin, are sometimes met with. 

n lupus pernio the lesions form less well-defined infiltrations arranged 
more or less symmetrically, the face again being most affected. The nose 
and cheeks show marked swelling with ill-defined outline and are of a dull 
purple colour, similar to that seen in chilblains, though the skin is warm and 
not cold. The ears are also swollen and purplish in tint, especially the lobules. 
In this condition the skin of the hands and feet are also frequently affected, 
similar ill-defined purplish swelling involve the fingers and toes, and dorsum 
of hands and feet his infiltration may extend up the forearms and legs. 
Lesions of the large and small sarcoids may be present at the same time. 
In these cases infiltrations of the subcutaneous tissue are sometimes present, 
especially on the forearms and arms, 

Rare cases of generalised erythrodermia have been described in sarco- 
idosis. The skin becomes red and scaly over considerable areas of the 
body, or the eruption may be universal. A similar type of eruption is some 
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times seen in lymphadenoma or leukemia. Nodules and diffuse infiltration 
of the mucous membranes, chiefly in the nose, but also in the pharynx, 
larynx and mouth have also been described. 

Lymphatic system.—Palpable enlargement of accessible lymphatic glands 
is often present, though this enlargement may be limited to certain glands, 
of which the epitrochlear are the most common. When examined micro- 
scopically these glands reveal the same changes as are seen in the skin, 
Enlargement of the peribronchial glands is even more common, and can 
usually be seen in a radiogram of the chest. Of other lymphatic tissue the 
tonsil is frequently affected, and biopsies of the tonsil are sometimes useful for 
diagnostic purposes. 

Bones.—In many cases of lupus pernio, swellings of the fingers and toes 
suggestive of tuberculous dactylitis have been observed. These, however, 
never showed any signs of breaking down. Radioscopic examination has 
shown that these swellings are mainly due to deposits in the connective tissue 
surrounding the small bones of the fingers and toes, but it has also demon- 
strated that in the bones themselves areas of rarefaction and cystic spaces 
can be seen, sometimes so extensive that the surrounding compact bone of 
the phalanx may collapse. This change, which may occur in cases where the 
fingers look quite normal, affects mainly the phalanges and heads of the 
metacarpal and metatarsal bones, but may occasionally occur in the long 
bones and even the spine is known to have been affected. These changes 
are of considerable diagnostic importance. 

Lungs.—Patients suffering from sarcoidosis rarely show any symptoms 
of | sana vag involvement, such as cough or expectoration. Since, however, 
radioscopic examination of the chest has become a routine, changes have 
been demonstrated which are more or less: diagnostic of the condition. In 
addition to enlargement of the hilar glands, mentioned above, most cases 
reveal evidence of deposits of granulomatous tissue in the peribronchial 
regions. These changes take the form either of a diffuse mottling due to the 
presence of small nodules scattered along the bronchi, or a reticulation or 
marbling, showing a more diffuse infiltration along the bronchi. In no case 
is there evidence of cavity formation. 

Other viscera.—Lesions in most of the viscera have been described. Of 
these the spleen is most frequently affected and may become much enlarged, 
reaching down to the iliac crest. The liver may also be enlarged but usually 
to a less degree. Lesions have also been found in the heart, stomach and 
kidneys. In the case of the last, albuminaria and hematuria may be present. 

Nervous system.—Involvement of the peripheral nerves, giving rise to 
localised anssthesia, paresis and muscular atrophy, has been recorded. 
Lesions have also been described in the brain and in the pituitary body. 

Ocular lesions.—Small yellow nodules have been found on the conjunctiva 
but special interest attaches to lesions of the uveal tract. These may take 
the form of an iritis; of nodules on the iris; of exudate with the anterior 
chamber; and opacities in the vitrous. White patches have also been 
observed in the choroid. These eye changes may be found in association with 
infiltration in the salivary glands, especially the parotid, and the condition 

own as uveo-parotitis or Heerfordt’s disease is now known to be a mani- 
festation of sarcoidosis (see p. 532). 
General symptoms.—Patients suffering from sarcoidosis generally appear 
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to be in remarkably good health. Fever is generally absent but in rare cases 
persistent fever is present. It is not usually high, about 100° F., but may 
continue without intermission for months. The pulse in these cases is scarcely 
raised and the patient’s general condition is pee J 

It should be remembered that in most cases only a few of the lesions 
mentioned above may be present, and that although the skin lesions are the 
a prominent numerous cases are now on record in which skin lesions are 
absent. 

Diagnosis.—In cases where skin lesions are present they are usually 
sufficiently typical to enable a diagnosis to be made, but a biopsy can be 
done to confirm this. The presence of characteristic lesions seen in radio- 
grains of the chest and hands mentioned above are of further assistance, as is 
a negative tuberculin test. The absence of necrosis and caseation is a useful 
sign in differentiating from classical tuberculous lesions, while the absence of 
follicular plugging distinguishes these cases from lupus erythematosus. The 
diagnosis from syphilis can be made by a careful consideration of the char- 
acteristic symptoms of that disease, assisted by a positive Wassermann 
reaction. 

Prognosis.—It is generally held that the milder types of the disease 
eventually clear up spontaneously. According to Schaumann, however, some 
cases eventually develop frank tuberculosis, and in these the symptoms of 
sarcoidosis disappear. Severe cases may die from involvement of vital organs. 

Treatment.—The best results have so far been obtained by the admini- 
stration of chaulmoogra oil preparations or sodium morrhuate. The latter 
drug is best given either intravenously or intramuscularly in a 3 per cent. 
solution: 1 to 3 c.c. being administered weekly. It may be necessary to 
give the drug over a considerable period of time. There can be no doubt 
that lesions gradually disappear under this treatment but there is some 
tendency to recurrence, just as there is in the treatment of leprosy by the 
drug. Milder cases seem to be cured, but it is not easy to say the same of the 
more advanced cases. Chaulmoogra oil preparations are administered in 
the same doses as for leprosy. Arsenic also appears to have some influence 
on the lesions, and is best given in the form of sulpharsphenamine intra- 
muscularly, doses of 0-3 to 0:45 gm. being administered weekly in courses of 
10 injections. 

No local treatment has much influence on the lesions, but general arc- 
light baths appear to be of value. 


LEUKAMIA AND LYMPHADENOMA CUTIS 


Symptoms.—In both these conditions itching may be a marked symptom ; 
sometimes it occurs without any cutaneous lesions, while at other times very 
persistent urticarial or prurigo-like lesions are present. Hemorrhages may 
occur into the skin, and in some cases exfoliative dermatitis is present. __ 

The more characteristic lesions are, however, granulomatous infiltrations 
of the skin, which form tumours, either in certain localities or more or less 
all over the skin. In the former case the face is most affected, the tumours 
forming chiefly on the forehead, about the nose and on the cheeks, producin 
a leonine appearance. The lesions vary from a pea to an orange in size, an 
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are usually of a dull purplish-red colour. Most of the cases recorded occur in 
lymphatic leukemia, but a few have been reported in the myeloid cases. 
hey also occur in Hodgkin’s disease, but there is great difficulty in distin- 
ching aleukeemic leukeemia from Hodgkin’s disease, unless the glands have 
fees examined microscopically. 
Treatment.—This has been dealt with in the articles on Leuksmia and 
Hodgkin’s disease (pp. 802 and 841). 


MYCOSIS FUNGOIDES 


A chronic inflammatory dermatosis with a tendency to form granulo- 
matous tumours, which usually ends fatally. 

JEtiology.—It is a disease of late middle life, and more common in men. 
Its cause is quite unknown, but it is probably an infective process and closely 
related to leukemia, though no characteristic blood changes have been 
observed. 

Symptoms.—lIn the early or premycotic stage the most frequent lesions 
are patches of redness and scaling, associated with intense itching. After a 
times these lesions become infiltrated and raised above the surface of the skin. 
Later, tumours appear in these patches, usually about the size of an orange, 
but not infrequently much larger. The epidermis over them gives way an a 
fungating mass is produced. These tumours are usually multiple. 

Sometimes the initial lesion takes the form of an eczema, an urticaria or 
a dermatitis exfoliativa, but in all these cases itching is a prominent symptom. 
In other cases the tumours ve without any pre-existing dermatosis. 

The course is slow, and the general health is affected first by loss of sleep 
ce then by septic absorption. Practically all cases eventually terminate in 

eath. 

Diagnosis.—This may be very difficult in the premycotic stage. The 
itching and the persistence of the symptoms in spite of treatment, together 
withthe age of the patient, will help in coming to a diagnosis. 

Treatment.—The only treatment known to benefit these cases is X-rays 
or radium. Hither of these will keep the lesions quiescent for a considerable 
time, but recurrence generally takes place sooner or later. Arsenic and 
antimony may also be given. 

A. M. H. Gray. 


V. TUMOURS OF THE SKIN 


Tumours can be divided into epithelial and connective-tissue tumours, 
and each of these varieties into benign and malignant. 


BENIGN EPITHELIAL TUMOURS 
1. WARTS 


These are benign epithelial tumours, characterised by an overgrowth of 
the prickle-cell layer, with or without hyperkeratosis, and produced by an 
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| 
infective agent, which appears to be a filter-passing virus. The following 
types are recognised : 

1. Verruca vulgaris —This is the common wart which is so frequently 
met with on the back of the hands, but may occur on the face and other parts 
of the body. The lesions are raised tumours, varying in size from a pinhead 
to a filbert, and are usually discrete, but may group to form larger swell- 
ings. They have a rough surface, rise sharply from the surrounding skin, 
and are skin-coloured. Histologically they show great hypertrophy of all 
the epithelial layers, with downward growth of the interpapillary areas, and 
@ corresponding papillary elongation. They occur chiefly in children. They 
are inoculable from one spot to another, and from one individual to another. 

Treatment.—Isolated. lesions are best removed by the application of 
CO, snow for from 15 to 40 seconds, according to their size. They may be 
burnt away with glacial] acetic, trichloracetic, or nitric acid, silver nitrate 
or the actual cautery. When very numerous, evulsion with a sharp spoon 
or X-rays are most satisfactory. 

2. Verruca plana juvenilis are pinhead-sized warts, seen chiefly on the 
face and hands of children, though they are met with in adults. They have 
smooth, flat tops, and are usually very numerous. 

Treatment.—They are best treated by touching with the galvano- 
cautery, or by magnesium ionisation. 

3, Verruca plantaris.—This is a wart which occurs on the sole of the foot, 
and has the appearance of a corn, because it is surrounded by a hyperkeratotic 
ring, and on account of the pressure on the foot does not stand up above the 
level of this ring. It is, therefore, often mistaken for a corn. It is usually 
extremely painful. 

Treatment.—The most satisfactory treatment is by X-rays; 1} to 2 
skin units are usually required, the surrounding zone being carefully screened. 
These warts may also be removed by salicylic acid plaster, followed by 
touching with acetic acid, by CO, snow, or by evulsion. 

4. Verruca filiformis.—These minute warts are usually about 1 mm. in 
diameter at their base,with long filamentous processes. They are some- 
times found on the face; but chiefly occur on the genitals, and around the 
anus. They frequently occur in very large numbers, forming cauliflower- 
like growths. They are often seen in cases of gonorrhea, and are sometimes 
known as gonorrhaal warts ; but they may be present apart from this disease, 
and are probably due to some other infecting agent. In these warts there 1s 
very little overgrowth of the horny layer. 

Treatment.—Locally antiseptic applications, such as 1 in 1000 per- 
chloride of mercury in spirit painted on frequently, or silver nitrate 3 per 
cent. in sp. eth. nitros., will cause them to dry up, or they may be removed 
with the galvano-cautery, or painted with trichloracetic acid. 

5. Keratoma senile.—These co-called senile or seborrheic warts are 
commonly seen on the face, back and chest of old people ; but may occur in 
younger persons. They vary in size from a pea to a filbert, and are only 
slightly raised from the skin. They are soft to the touch, and have a slightly 
warty surface. Their colour varies from yellow to a deep black, and they 
may itch a good deal. The distribution is much the same as for seborrheic 
dermatitis. ; 

Treatment.— Washing with soap and water, followed by the application 
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of 10 per cent. ac. salicyl. ointment will often remove them. Failing this, 
painting with trichloracetic acid, freezing with CO, snow, or a skin unit of 
X-rays should be employed. 


2. ACANTHOSIS NIGRICANS 


This is a rare condition in which warty pigmented growths appear on 
the neck, axille, groins, umbilicus, and flexures of the limbs and on the face. 
These growths often fungate and suppurate, especially in moist areas. In 
addition areas of pigmentation and scattered warty growths may occur. 
The mucous membrane of the lips, cheeks and tongue may be affected. In 
a large proportion of cases abdominal malignant growths have been found ; 
but in other cases no such complication exists. The nature of the condition 
is not understood. 

Treatment.—No treatment is known to affect the condition. 


THE DYSKERATOSES 
1. MOLLUSCUM CONTAGIOSUM 


In this condition small tumours appear on the skin which, like the warts, 
are infective and produced by a filter-passing virus. They differ from warts 
not only in clinical characters, but in the peculiar degenerative changes 
which occur in the process of horny cell formation. 

Pathology.—The most striking feature in a section is the presence 
between the Malpighian and horny layer of large cells containing large trans- 
parent oval bodies. These are known as “ molluscum bodies,” and at one 
time were thought to be coccidial bodies, but are now considered to be 
degenerations of the cell protoplasm. 

Symptoms.—tThe lesions consist of small lentil- to pea-sized bodies of 
a white or pinkish colour, with a smooth glistening surface. They may 
appear anywhere on the skin. They are dome-shaped, and have a central 
pit, in the floor of which the thickened horny layer can be seen. Not in- 

eqnenty they become inflamed. 
reatment.—By taking a sharpened match, and imtroducing it into 
the central depression, the whole horny mass can be forced out, and if the 
cavity be painted over with pure carbolic acid a cure will result. 


2. DARIER’S DISEASE 


This is a very rare condition of the skin usually seen in young adults 
in which an eruption of follicular papules develops on the face, scalp, 
abdomen, back, and the flexor aspects of limbs. The lesions run together 
and form warty-looking masses. The disease is slowly progressive, and the 
lesions are resistant to treatment, but the general health is not affected. 

Microscopic examination shows similar changes to those seen in mol- 
luscum contagiosum, namely, an irregular hyperkeratosis with formation 
of - psorosperms ” in the region of the granular and Malpighian layers of the 
epidermin. 

Treatment.—This consists of baths and the application of keratolytic 
agents, such as salicylic acid. 
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3. PAGET'S DISEASE OF THE NIPPLE 


This is a chronic affection which usually develops around the nipple in 
middle-aged women, but has been described in other parts of the Body and 
in men. Itis seen as a sharply defined, red, oozing area involving the nipple, 
the areola, and the skin around for a short distance, and is almost always uni- 
lateral. The whole area has a distinct parchment-like induration. The 
nipple becomes retracted, and eventually disappears. The condition is 
associated with carcinoma of the breast, and whether it is primary or secondary 
is still a matter of dispute. 

In this condition, as in the two diseases just referred to, “ psorosperms ”’ 
are seen under the microscope. The surface horny layer is mostly lost, and 
the deeper layers of the epidermis are much hypertrophied and cedematous, 
but show no obvious epitheliomatous proliferation. 

Treatment.—Amputation of the breast is the only treatment that can be 
advised. 


MALIGNANT EPITHELIAL TUMOURS 


1. RODENT ULCER 


A slowly growing epithelioma usually single, but sometimes multiple, 
which may cause considerable loca] destruction of tissue but does not form 
metastases. 

Pathology.—This variety of epithelioma is usually described as a basal- 
cell epithelioma. In section epithelial processes are seen penetrating into 
the underlying dermis and subcutaneous tissue ; but the processes are bounded 
by a regular basal layer of cubical cells, and although degeneration cysts may 
form in these processes no cell-nests are formed. 

Symptoms.—The lesions chiefly occur in old people; but this is not 
always so. They also rarely begin anywhere but on the face, and then omer, 
in the neighbourhood of the eye, or on the nose or cheek. At first a sma 
raised white nodule appears, with small vessels coursing over it. Then, as 
it spreads, an ulcer forms in the centre, but the raised intensely hard white 
border persists. If not treated a great deal of tissue destruction occurs ; the 
nose may be destroyed, or the antrum perforated, and the whole of the nasal 
cavities opened up. In advanced cases practically the whole face is 
destroyed. Some cases, however, remain superficial, spreading slowly, 
the older parts healing as the lesion spreads. Multiple lesions are not 
very rare. 

Benign forms are also recognised. In one the lesions are pea-sized or 
slightly larger nodules, scattered over the face, and of the same type as the 
early lesions referred to above. Sometimes they undergo cystic change. 
They were described by Brooke under the name of spithaliona adenovdes 
cysticum. Another benign type is seen in which multiple walnut-sized 
tumours form on the scalp (Spiegler’s tumours). A third type occurs in the 
form of multiple psoriasiform patches on the trunk, and has been named by 
Graham-Little ad “ete benign epithelioma. 

Diagnosis.—This can always be made in cases of doubt by microscopic 
examination. 
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Treatment.— Excision is the best treatment when possible ; but excellent 
results are obtained by radium, or X-rays. CO, snow has been advocated for 
early cases, and the results obtained are excellent, In advanced cases, which 
are unsuitable for surgical treatment, diathermy is useful. 


2. SQUAMOUS EPITHELIOMA 


In this condition rapidly growing tumours form, which ulcerate and cause 
local destruction of tissue, and also cause secondary glandular involvement. 
It is chiefly a disease of old age. 

Pathology.—Sections show an irregular proliferation of the Malpighian 
layer, with the formation of cell-nests, and the limiting basal layer is 
absent. 

Symptoms.—The lesions begin as nodules, much like those of rodent 
ulcer, but they spread much more rapidly and either form irregular deep cut 
ulcers, without the characteristic edge seen in rodent ulcer, or else they 
become raised and form mushroom or cauliflower-like growths. The glands 
may be involved, and general dissemination may occur. The condition may 
sometimes supervene on pre-existing non-malignant conditions. It may 
commence in a keratoma senile, in the warty conditions which occur in 
cases of atrophy of the skin due to exposure to tropical sun, on an old lupus 
scar, on X-ray dermatitis, in xeroderma pigmentosa, in arsenical keratoses 
and in tar molluscum. 

Treatment.—This is purely surgical, and consists of erasion of the local 
growth and of the glands draining the area concerned. Radium is now 
extensively used in treating these growths. In the case of epithelioma 
complicating lupus vulgaris, however, secondary glandular involvement 
does not appear to occur, and local destruction with arsenic paste, or by 
diathermy, gives even better results than excision. 


TUMOURS OF THE APPENDAGES OF THE SKIN 


1. MILIUM 


In this disease pinhead-sized yellowish-white bodies are seen in the 
skin of the face, chiefly on the cheeks, eyelids and forehead. They are often 
very numerous. They can be shelled out, and are found to consist of a 
whorl of epithelial cells. Their origin is unknown, but they are probably 
derived from the lanugo hair follicles. 

Treatment.—These tumours can be destroyed by electrolysis. 


2. SEBACEOUS CYSTS 


These are painless cystic swellings chiefly found on the scalp, face, ears, 
back and scrotum. They vary in size from a pea to an orange. When 
incised they are found to be filled with cheesy matter. They are either due 
to blocking of the sebaceous duct, or according to some authorities they area 
of embryonic origin. True dermoid cyste of the skin are also found. 

Treatment.—Excision ja the most satisfactory method of treatmept,. 
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3. ADENOMA SEBACEUM 


A symmetrical eruption of pinhead-sized, bright red papules, of con- 
genital origin, on the face. It commences very early in life, and is often 
associated with mental defect—in fact, cases are most often seen in asylums. 
The lesions are distributed chiefly over the nose and cheeks, and consist of 
hypertrophied sebaceous glands and numerous capillary vessels. 

Treatment.—The lesions can be destroyed with the galvano-cautery, by 
electrolysis or by diathermy. 

Tumours of the sweat glands and ducts are so rare as to need no description 
here, 


CONNECTIVE-TISSUE TUMOURS 
1. KELOID 


This is a fibrous tumour developing in a scar. The mere overgrowth of 
@ scar is sometimes referred to as a hypertrophic scar, while the term keloid 
is limited to those cases in which the tumour extends beyond the original 
limits of the scar. In this latter condition processes often grow out in all 
directions like tentacles, and also in some cases the condition appears to 
start spontaneously from the normal skin; but there can be little doubt 
that some small abrasion was present. Small keloids often appear after 
acne vulgaris, varicella and other dermatoses which lead to scarring. There 
can be little doubt that this fibrous overgrowth is due to some chronic bacterial 
infection of the wound—probably a staphvlococcal infection. 

Treatment.—The best results are obtained by radium and X-rays. 


2. FIBROMA—MOLLUSCUM FIBROSUM 


Hard fibromata of the skin are rare, and usually occur in pear-sized nodules 
scattered about the skin. Soft fibromata are common, and are met with as 
small pedunculated tumours, chiefly on the trunk. They may occur in large 
numbers, and are then described as molluscum fibrosum. In this condition 
the tumours vary in size from a small pea up to several inches in diameter. 
Not only the skin but the mucous membranes may be the seat of these 
tumours, At times they form huge dependent unshapely masses, which 
completely disfigure the part from which they arise ; this condition is called 
dermatolysis. Not all the tumours are pedunculated—as some are sessile— 
but all have the same softness. Some definitely surround nerve trunks, 
and it has been thought that they all develop in connection with the 
nerve fibres; hence they are often called neuro-fibromata or plexiform 
neuromata. 

In some cases true neuro-fibromata and molluscum fibrosum lesions occur 
in combination with pigmented spots about the body. This syndrome is 
called Recklinghausen’s disease, and is sometimes associated with mental 
disturbance. | 

Treatment,—Nothing can be done except surgical removal of the 
tumours, and this is only occasicnally necessary. 
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3. LIPOMATA 


These are soft freely movable lobulated tumours in the subcutaneous tissue, 
and may be single or multiple. One variety is very painful and associated 
with general adiposis, and is referred to as Dercum’s disease (p. 1480). 

Treatment.—Excision is the only treatment. 


4. MYOMATA 


Small multiple tumours of the size of a pea are sometimes found which 
have the structure of leiomyomata, and arise from the arrectores pilorum 
muscles. The lesions are often numerous, grouped and painful. 

Treatment.—The cautery, or excision, is the only treatment. 


5. MULTIPLE IDIOPATHIC SARCOMA OF KAPOSI 


This is a curious condition chiefly seen in old people, and generally in the 
natives of Eastern European countries; but cases have arisen de novo in this 
country. The lesions occur chiefly in the region of the ankles, but have also 
been found on the hands and on the trunk. They are irregularly shaped 
red plaques raised from the skin, and of firm consistence. Histologically 
they consist of an overgrowth of fibrous tissue with dilated blood spaces. 
Whether this condition is of inflammatory origin, or is a species of nevus 
is as yet undecided. The condition does not affect the general health. 

Treatment.—No treatment is known to affect the condition. 


6. SARCOMATA 


Both round- and spindle-celled sarcomata have been found arising in 
the skin, but are rare. They may be single or multiple, of any size, sessile or 
pedunculated, and are usually of a purplish-red colour. They tend to break 
down and produce fungating ulcers, and run a rapid course ending in death 
unless removed in the early stages. 

Treatment.—This is purely surgical. 


7. NZXVI 


This term should be applied only to certain new formations of congenital 
origin ; but in practice certain other conditions have been included. They 
fall into four classes: (1) Vascular nevi; (2) lymphatic nevi; (3) pig- 
mented nevi; and (4) hyperkeratotic nevi. 

VasouLaR Nazvi1.—There are two chief varieties, the capillary and the 
cavernous nevi. 

Capsllary nevi—These nevi are essentially dilatations of the capillary 
vessels of the papillary and subpapillary layers of the dermis. They form 
flat red patches of varying size. They may be small pea-sized lesions, or 
they may practically cover the whole body, including the mucous mem- 

ranes. When they occur in large patches they are called port-wine stains. 
_The lesions are usually not raised and not infiltrated, the only change 
being in the colour of the skin, which is red or purple in the affected areas. 
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Sometimes, however, thickenings occur irregularly throughout the patches. 
On examination with a lens the capillaries can often be seen. These nevi 
are either present at birth or appear shortly afterwards. They tend to get 
paler as age advances, but rarely disappear. 

Treatment.—These cases are very difficult to treat, especially the more 
extensive ones. CQ, is useless, unless the application is sufficiently long to 
destroy the skin. Radium, though sometimes successful in removing the 
nevus, is inclined to produce atrophy and telangiectases in its place. The 
best hope in disfiguring cases rests with excision and plastic surgery, though 
some fair results have been obtained with diathermy. 

Cavernous na@vi.—These are soft or hard tumours, which appear as bright 
red sharply defined swellings raised above the level of the skin or as purplish 
indurations in the skin and subcutaneous tissue. The blood can usually 
be squeezed out of them by pressure. They consist of a fibrous stroma 
surrounding irregular blood spaces, the whole being more or less encapsuled. 
The tumours vary much in size and extent, some being as large as a cricket- 
ball or larger. Any part of the body may be affected, but they are frequent 
on the face and scalp, the lips and eyelids often being attacked. 

Treatment.—Small tumours are best treated with CO snow, ome ex- 
posure of 15 to 30 seconds being sufficient to remove them. Larger tumours 
aan be dealt with by repeated applications of snow, but they do better with 
multiple punctures with a fine galvano-cautery at dull red heat. In some 
situations excision is the best treatment, while radium can often be used 
with success. Electrolysis was formerly much employed, but is slow and 
has been superseded by the methods mentioned above. It is often advisable 
to abstain for a time from active treatment, as there is a tendency for the 
tumours to disappear spontaneously. 

Stellate na@vi.—These are not strictly nevi at all—that is, they are not- 
congenital growths. The cause is not clear, but they may be degenerations 
or possibly traumatic dilatation of venules. The lesions consist of a central 
pinhead-sized dilatation of a venule, with a stellate arrangement of dilated 
vessels running into it. They are seen chiefly in children on the face, but 
also occur in adults. It has been thought that insect bites may be a deter- 

cause. 

Treatment.—ii the central vessel is destroyed by a fine galvano-cautery 
or by electrolysis the lesion will disappear. 

LympHatio Na&vi—Synonym.—Lymphangioma Circumscriptum. 

This occurs as a raised circumscribed patch of skin colour, which on 
close examination is seen to consist of closely grouped vesicles, varying in 
size from a pin’s head to a lentil. There may be a few discrete vesicles 
surrounding the main patch. In some cases, too, the surface is warty. The 
patches appear at or soon after birth, but may come out later. Microscopic 
examination shows dilatation of the lymphatic vessels of the dermis, with or 
without epidermal hypertrophy. 

Treatment.—Excision, cauterisation or treatment by radium are the 
three methods applicable. 

PiaMEntTaRY Navi on Moigs.—Nevi of this class are very numerous 
and vary considerably in type. They may consist of pigmented patches of 
varying size and various depth of colour from a pale yellow to a deep black. 
These may be associated with hairy growths. In other cases smooth lobulated 
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pigmented tumours may occur on any part of the skin. Some cases have 
a rough, warty surface, while others are hairy. They may be quite small, 
no larger than a pea, or may cover large areas of the body, and have a 
distinct tendency to occupy segmental areas. They may appear at or soon 
after birth, or may occasionally develop later in life. The histological picture 
is characterised in all types by the presence of masses or columns of round 
embryonic cells in the dermis and also in the deeper layers of the epidermis. 
There is excess of pigment in the cells of the basal layer, in the adjoining 
Malpighian layer, and also pigmented wandering cells in the upper part of 
the dermis. The epidermal changes vary with the type of nsevus. 

There is a slight tendency for these pigmented moles to undergo malignant 
transformation into n@vo-carcinoma, which has a high degree of malignancy, 
giving rise to rapidly generalised metastases. 

Treatment.—It is best to leave pene moles alone unless some definite 
indication for treatment is present. Free excision with grafting or plastic 

rocedures is indicated in some disfiguring lesions, or in those liable to 
irritation from friction. CQ, snow, diathermy or electrolysis may be used 
in the case of the smaller tumours. 

HyPperxkeErarotio N avi.—Synonyms.—Linear Nevi; Ichthyosis Hystrix. 

In this type of nevus the lesions are arranged in lines or bands, usually 
on the limbs, and often appear to follow the course of certain nerves. They 
are frequently unilateral, though in the ichthyosis hystrix type they are 
frequently symmetrical. The lesions consist of thick horny plugs, which can 
be pulled out from depressions in the skin, and are closely packed together ; 
sometimes great horns protrude from the skin. On microscopical examina- 
tion an irregular hyperkeratosis is found, with alternating depressions and 
elevations. 

Treatment.—This is very unsatisfactory. Salicylic acid plasters may 
be used to soften and remove the horny masses, and small areas can be excised 
or cauterised., A. M. H. Gray. 


VI. OTHER MORBID CONDITIONS OF THE SKIN 


ANOMALIES OF PIGMENTATION 


Pigmentation may be produced by the deposit of blood pigment in the 
skin ‘= the excessive production of melanin—the normal pigment of the 
skin, or by the deposition of such substances as silver, seen in poisoning by 
that substance. 

Blood pigment is found after hemorrhages have subsided and in con- 

gestive conditions. 
_ Increase in melanin occurs in the pigmentary nevi already referred to ; 
in certain internal diseases, such as Addison’s disease, diabetes and exoph- 
thalmic goitre; and in pregnancy; after the ingestion of arrenic; and 
locally, after certain inflammatory conditions of the skin, such as sunburn, 
erythema ab igne, lichen planus and syphilis. It also occurs in a curious 
condition named vitiligo, the etiology of which is obscure. 
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1. LENTIGO 


This is the name given to freckles, which occur on parts of the body 
exposed to the sun in certain individuals. The lesions are so well known as 
to require no description. 

Treatment.—This is purely preventive. The application of a greasy 
preparation, such as lanolin, to the skin before exposure to the sun will 
protect the face from an erythema; sunshades and veils, especially red or 
brown, are also useful. 


2. CHLOASMA UTERINUM 


This is a peculiar yellowish-brown pigmentation which occurs chiefly 
about the face in women who are pregnant, or suffering from some uterine 
disturbance. It occurs in ill-defined patches, chiefly on the forehead and on 
the abdomen. It disappears after the termination of pregnancy, or when the 
pelvic condition is rectified. 


3. VITILIGO 


This condition, also known as leucodermia and melanodermia, may occur 
at any age or in either sex. The xtiology is quite unknown, both toxic and 
tropho-neuritic theories having been invoked to explain the phenomenon, 
but very little evidence is at present forthcoming in favour of either view. 
It consists of patches of a dead white colour appearing in various parts of the 
body ; they may be quite small, or may in rare cases completely cover the 
body. The edge of the patches is sharp, and the surrounding skin is hyper- 
pigmented ; the texture remains normal. In the white areas pigment is 
entirely absent, but no other histological changes can be observed. The 
patient’s health is in no way affected, nor can any derangement of any of the 
organs of the body be made out in the majority of cases. 

Treatment.—The only treatment which appears to have any effect is 
the repeated application of ultra-violet rays, either by the Kromayer lamp 
or by arc-light baths. 


4. ALBINISM 


This is a congenital condition in which there is complete absence of pig- 
ment in the skin and other epidermal structures. The hair is white, the 
eyes pink from absence of pigment in the iris, and the skin fails to pigment, 
even when exposed to the strongest sun. 


ATROPHIES OF THE SKIN 


Various conditions may cause atrophy of skin, particularly loca] inflam- 
mations, but under this heading certain atrophic conditions are dealt with 
that have not been considered elsewhere, 


1. SENILE ATROPHY 


Generalised atrophy of the skin occurs in old age. The skin becomes thin 
and loses ita elasticity; irregular pigmented spots, small telangiectases 
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and vascular cysts (de Morgan’s spots) appear, especially on the face and 
trunk; wrinkles are very numerous; and the skin develops a yellowish 
colour. A generalised pruritis may occur. Senile warts are frequently 
found, and these may be the seat of a localised pruritus. They occasionally 
become transformed into squamous epitheliomata. 

Treatment.—This is purely symptomatic. 


2. STRIZ ATROPHICAs 


These are bands of atrophic skin which develop in areas where the skin 
has been much stretched. They are seen best on the abdomen, breast and 
hips of women who have borne children. The lines when first formed are 
red in colour and about 4 inch in diameter, but as they get older they become 
greyish-white. It is thought that they are produced by damage to the 
elastic fibres of the skin by stretching. 

No treatment is required. 


3. XERODERMA PIGMENTOSA 


This is a rare condition of the skin which is hereditary. The stiology 
is quite unknown, but there is no doubt that light-rays play a part in the 
production of the lesions, The affection begins in infancy, and is character- 
ised by the appearance on the face and backs of the hands of macules of 
yellow and brown pigmentation. The disease is slowly progressive, and in 
addition to pigmentation other signs of skin degeneration appear, namely, 
atrophic patches, telangiectuses and warty growths. Later, ulceration occurs 
and epitheliomatous tumours appear on the warty growths. 

Treatment.—The patient should be protected from the sun’s rays as 
much as possible. The warty growths can be removed and the ulcer treated 
antiseptically, Epitheliomatous growths can be checked by radium, but 
the cases always end fatally. 


CONGENITAL CONDITIONS OF THE SKIN 


Most of these, such as ichthyosis, the nevi and xeroderma pigmentosa, 
have been already considered. There still remains one condition which has 
not been alluded to, namely, epidermolysis bullosa. 


EPIDERMOLYSIS BULLOSA 


This is a congenital defect of the skin which renders it extremely sensitive 
to the slightest injury. In those affected, the slightest knock is sufficient 
to produce a blister. The disease is hereditary, and can often be traced 
to a considerable number of members of a family. The lesions usually appear 
first in early infancy, but occasionally they have occurred for the first time 
later in life. They vary much in degree, In some cases the lesions are slight 
and cause very little inconvenience, and no disturbance to the general health. 
In other cases the lesions are numerous, almost all parts of the body being 
affected at one time or another ; teeth and nails develop badly, septic com- 
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eC. 
Treatment—Nothing can be done except by prevention of sepsis and the 
antiseptic treatment of the lesions when once formed. 


DISEASES OF THE HAIR 


1, ALOPECIA 


Loss of hair occurs in many diseases. It may fall out after acute illnesses, 
such as influenza and typhoid fever, in inflammatory conditions of the sealp, 
in secondary syphilis, and in dermatitis exfoliativa. It is also lost locally 
in scarring conditions, traumatic or inflammatory, as seen in lupus erythe- 
matosus or tertiary syphilis. A progressive loss also occurs in senile atrophy 
of the skin ; this, however, may occur prematurely. 

A.orgora PREMATURA.—A:tiology.—The disease is essentially one of 
the male sex, and usually begins at about the age of 20. The etiology of 
the disease is not clear. Two factors appear to be present, heredity and 
seborrhea of the scalp. It is quite clear that the latter condition by itself 
does not always produce baldness, but it appears to accelerate the loss of 
hair, as might be expected. Heredity seems to be important, especially in 
those cases where complete baldness occurs at an early age, and there 
is no doubt that fine hair is more liable to fall out early than is 
stouter hair. 

Symptoms.—This gives rise to a very characteristic type of hair loss 
which is familiar to every one. The hair gradually gets thin on both temples 
and on the vertex, and by slow progression these thinned areas eventually 
meet, leaving the top of the head entirely bald or only covered by a fine 
down, while the sides and back of the scalp are covered normally. The 

rogress varies very considerably in different individuals, some becoming 
completely bald in a year or two, while others still have a good crop of hair 
at 60. 

Treatment.—This has mainly to be directed to curing the seborrhea, 
and the methods for doing this have been dealt with under that heading. 
Apart from this, avoidance of tightly fitting hats, and gentle massage with 
the fingers are the most appropriate remedies. Certain drugs such as 
pilocarpine, have been thought to have a stimulating effect on hair growths, 
and mubetaciante: such as cantharides, are also much employed. The general 
health should receive attention. 

Atoproia Angata—lIn this condition the hair falls out in patches, 
leaving smooth, shiny, bald areas. There is a general tendency for the hair 
to grow again. 

4Etiology.—The malady affects both sexes and generally occurs in early 
adult life. It is probable that the disease is an inflammatory condition, 
but the nature of the irritant is unknown. A somewhat similar loss of hair 
can be produced by the administration of thallium salts, which lends support 
to the toxic theory. It was at one time thought to be due to an external 
parasite, but there is no evidence to support this view. It has also been 
thought to be of nervous origin, as damage to nerves has produced bald 
patohes over the areas sup" 
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Symptoms.—The disease may start suddenly or slowly. In some cases 
a large circular patch of baldness may occur in a single night, and in these 
cases the skin may betender and reddened. Generally, however, a small 
bald patch appears, which spreads slowly, and other patches may subsequently 
arise, causing considerable loss of hair and a curious patchy condition of the 
scalp. Not only the scalp hairs but those of the beard, the eyebrows, axille 
and pubes may be affected, and in severe cases all the hairs of the body, 
including the eyelashes, may fall out. In one type a band of hair may be 
lost extending from ear to ear around the margin of the scalp, either in front 
or behind the head or even in a complete circle. 

In the patchy form, the individual patches are characteristic. The 
centre is usually completely bald and shiny, though new downy hairs may 
be seen. Around this a row of stumps may be observed. These are club- 
shaped, like a note of exclamation, being very thin as they enter the scal 
and thicker above. When pulled out, a shrunken hair bulb comes out an 
the hair does not break as in ringworm. The zone outside the zone of stumps 
looks normal, but if the hairs are pulled upon many loose hairs may be 
detached. 

Course.—This varies in different cases. Usually new hair grows fairly 
rapidly, and the patches cease to spread. The new hair is usually white when 
it first appears, but pigments later. In some cases, however, the patches 
progress as new hairs grow and this may continue for many months. In the 
band-form hair growth is usually much slower. In the generalised cases the 
prognosis is not so good, a large proportion losing the hair permanently. 

iagnosis.—This has to be made from ringworm and 1s generally easy. 
In ringworm the patch is scaly and covered by stumps, which break easily 
and have an irregular fractured end. Under the microscope the fungus 
can be seen. : 

Impetigo contagiosa of the scalp sometimes gives rise to bald patches. 
They are numerous, small and usually red in colour, and no stumps are seen. 

reatment.—The general health must be looked to and all possible 
sources of irritation removed. The teeth must be attended to, tonsillar 
sepsis treated, and errors of vision corrected. General tonic treatment 
should be prescribed, and rest from overwork and worry ordered. Thyroid 
extract has been recommended, but in the writer’s experience has sometimes 
made the condition worse. 

Local applications which cause hyperemia are of most value. Painting 
the patches with pure phenol, iodine or blistering fluid, or rubbing in oil of 
turpentine is useful. Various antiseptic lotions, such as perchloride of 
mercury and resorcinol, have been used with success. High frequency 
current and ultra-violet rays have given good results when other means have 
failed. If seborrhosic dermatitis is present it should be treated. 

CroatriciaL ALoproiaA.—In this condition, also known as pseudo-pelade 
or folliculitis decalvans, progressive loss of hair takes place, and the scalp 
shows signs of atrophy or scarring. There is @ progressive patchy loss of 
hair occurring over considerable areas of the scalp, and on examination 
inflammatory lesions are often present round the hair follicles. The denuded 
areas show obvious scarring, and hair does not regrow on the patches. 
The disease occurs chiefly in young adults, and though it does not usually 
lead to complete baldness, very disfiguring patches remain. 
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Treatment.—This consists in the 2d perrghe of antiseptic ointments and 
lotions, perchloride of mercury, resorcinol and sulphur being the most useful, 
but no treatment is very efficacious. 


2. HYPERTRICHOSIS 


This is the term applied to an excessive growth of hair. It is usually 
confined to those cases in which a growth of stout hairs occurs in sites usually 
covered with lanugo hairs, such as the face in women. This may sometimes 
be very excessive, and the “‘ bearded woman ” and the ‘‘ dog-faced man ”’ are 
extreme examples, though the latter are often cases of hairy moles. The only 
conditions that the medical practitioner is likely to have to deal with are those 
in which stout and dark hairs occur on the chin and upper lip in women. 
The treatment consists in removal of the hairs by electrolysis, ae consider- 
able judgment is often required to decide whether a case is suitable for treat- 
ment. Electrolysis consists in passing a current of about 1 milliampere for 
@ quarter to half a minute into the hair bulb by means of a fine needle attached 
to the negative pole of a galvanic battery. The hair then loosens and can 
be removed. It is important not to remove hairs too close to one another 
at the same sitting, or troublesome scarring will supervene. 


A. M. H. Gray. 


VII. TROPICAL SKIN DISEASES 


In the tropics many skin diseases occur which are met with in Europe; in 
addition, there are certain conditions peculiar to hot climates, and it is with 
these that the present section deals. At the same time it must be realised 
that skin diseases may be modified by racial immunity, social custom and 
skin pigmentation. Leucodermia has, for instance, a peculiar and sinister 
significance, not only on account of the great disfigurement it produces in 
dark-skinned people, but also because of its superficial similarity to the 
depigmented patches of nerve leprosy. Again, native custom may modify 
such conditions as keloid, which may assume a magnitude never experienced 
in Europe, owing to the fact that primitive people often purposely irritate 
wounds to produce tribal marks of a keloid nature. 


CRAW-CRAW 


A West African native name (Kra-kra) applied to any itchy, papular or 
pustular eruption of the skin. It originates as a papular dermatitis. 

fEtiology.—O’Neill found. filanal embryos in an eruption resembling 
scabies, but they were probably Microfilaria stre ca, which Scott Macfie 

since commonly found in the skin of West African negroes. 

Symptoms.—The papules are hard and horny, occur chiefly in the limbs, 
and are very itchy: scratching and secondary infection lead to a pustular 
dermatitis with enlargement of adjacent lymph glands. 

Diagnosis.—The condition must not be confused with scabies or coolie 
itch : no acari are obtained and no burrows seen, 
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Treatment.—Pustules are opened, ulcers scraped and crusts removed, 
then disinfected with 1 in 1000 sublimate solution and subsequently dressed 
with boric acid ointment. Carbolic lotion improves some cases, 


PRICKLY HEAT 


A form of miliaria associated with excessive sweating in hot climates. 

fEtiology.—The condition quickly disappears in cold weather, and is 
possibly purely a mechanical process due to blocking of the sweat glands 
with sodden, inadequately cornified cells of the stratum corneum. Bacteria 
and hice fungi have been incriminated, but these are probably secondary 
invaders. 

Symptoms.—The red eruption consists of small, watery vesicles and 
inflamed, red papules which feel like grains of sand and may involve the 
trunk, limbs, forehead or almost any part of the body. The pricking sensa- 
tions and great itching may be sufficient to prevent sleep. 

Treatment.—The underclothes should be frequently changed (twice 
daily), and antiseptic soaps used in bathing. After a warm bath the applica- 
tion of corrosive sublimate solution (1 in 1000) containing eau-de-cologne is 
helpful. McLeod recommends the following lotion : B acid. salicyl., grs. xxx., 
bak perchlor. grs. i1., sp. vini rect. 3 i1., aq. dest. ad 3 vi. After this has 
dried a dusting powder such as zinc oxide, boracic acid and starch in equal 
parts, or boracic acid and menthol should be employed. 


VELDT SORE 


This is a chronic, septic, ulcerated sore met with in the tropics and sub- 
tropics, generally involving the exposed hairy parts of the body. 

fEtiology.—The disease has a widespread geographical distribution in 
hot, dry, sandy or desert country, being known as barcoo rot in Northern 
Australia, and veldt sore in South Africa: during the war it became known 
as desert sore, and affected troops in the Near Kast, especially in Sinai and 
Mesopotamia. Vitamin deficiency may be a predisposing factor, for there 
is often a history of living on tinned foods and an absence of fresh fruit and 
vegetables, Organisms isolated from the lesions include streptococci and 
diphtheria bacilli: staphylococci are also present, but these are probably 
surface contaminants, Horse manure may constitute a source of origin for 
the infecting organism. 

Symptoms.—The lesion commences as a painful vesicle, containing 
ahr fluid, on exposed parts of the skin, especially the dorsum of the 

and, forearm, elbows, knees and occasionally the face. Rupture follows, 

and the condition ultimately results in a punched-out, circular or oval ulcer 
with a tough, dirty grey base and thick, bluish indurated edges; it may 
take many months or even years to heal, leaving a thin scar. Typical 
diphtheritic paralysis of the limbs and palate was noted in some of the Sinai 
cases associated with Klebs-Loeffler bacillus (Craig) in the sores. 

Diagnosis.—The condition must be distinguished from ulcus tropicum 
and Leishmanial sores; cultures may reveal the causative organism, which, 
in some cases at least, is the diphtheria bacillus. 
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Treatment.—PropnHy.Lactic.—Adequate dietary, protection of exposed 
parts and antiseptic treatment of abrasions should help. Curatwe—The 
only specific treatment is anti-diphtheric serum (4000 units); dramatic cure 
may follow in certain cases. The lesions themselves must have sterile pro- 
tective dressings: ammoniated or nitrate of mercury ointment often does 
good. Iron and arsenic tonics and a high vitamin diet should be given, 
and autogenous streptococcal vaccines are worth a trial in intractable cases. 


PEMPHIGUS CONTAGIOSUS 


A contagious skin eruption, known also as Pyosis mansoni, due to coccal 
erin characterised by inflammatory vesicles and bulls which ulcerate 
and scab. 

fEtology.—The disease is common in the humid tropics such as Ceylon 
and Malaya, also in parts of Africa. European children are specially affected. 
Culture generally shows Staphylococcus aureus or albus; streptococci may 
be isolated. 

Symptoms.—The condition begins as a minute red speck which is trans- 
formed first into a vesicle, then a bulla and later a pemphigus-like blister. 
The fluid content, which is at first clear, later becomes purulent and, after 
bursting, the lesions generally dry up, desquamate and heal, sometimes 
leaving pinkish, slightly glazed spots on the skin. The eruption is mainly 
confined to the axilla and crutch, but in children may be spread more widely 
by auto-infection, the whole body, except the face, being sometimes involved 
(Smith). Constitutional disturbances are minimal. 

Diagnosis.—The condition is allied to impetigo contagiosa and may need 
to be distinguished from early small-pox, chicken-pox and ringworm. 

Treatment.—Cleanliness is all-important and auto-infection must be 
avoided. The parts should be washed with perchloride of mercury (1 to 
1000) followed by a dusting powder of zinc oxide, boracic acid and starch 
(equal parts). Ammoniated mercury ointment is often useful. Sulphapyridine 
preparations (M. & B. 693) in full dosage is worthy of trial. 


TROPICAL ULCER 


Ulcus tropicum or tropical sloughing phagedena is a gangrenous ulcera- 
tion of the skin and subcutaneous tissues of unknown etiology, resulting in 
the formation of sloughing ulcers of great chronicity. 

ZEtiology.—In contradistinction to veldt sore, this disease is met with 
in damp, steamy jungle in the tropics. The lower limbs are gencrally involved, 
and a history of preceding trauma is the rule. It is common in debilitated 
and diseased populations, may affect people of any age and either sex, and 
has occasionally assumed epidemic proportions, as amongst coolies in the 
tea plantations of Assam. Some regard it as a dietetic deficiency. Fusiform 
bacilli and @ spirochwte named by Prowazek, Treponema schaudinnt, are 
commonly present in the ulcer: various cocci, fungi and diphtheroids have 
also been found. The condition is directly transmissible by inoculation of 
ulcer material from man to man (Smith). 
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Symptoms.—Phagedenic ulcers generally affect the dorsum of the foot and 
the front of the legs, and more rarely the hands and forearms. The disease 
originates as a serosanguineous bleb which soon ruptures, leaving a dirty 
grey slough. This process rapidly extends, forming a foul sloughing ulcer, 
which may attain several inches in diameter, giving rise to pain, and some- 
times fever, and occasionally involving deeper structures like muscles, tendons, 
blood vessels, nerves, periosteum, and even joints. Three stages are recog- 
nisable : (1) spreading sloughing ulceration ; (2) a stage of tissue equilibrium 
when destruction and growth of granulation tissue are equalised ; (3) healing. 
Generally these ulcers persist for months, a factor delaying healing being 
inadequate epithelial proliferation, even after a healthy granulation tissue 
base has formed. Many cases show a decrease in blood calcium. 

Diagnosis.—In the humid tropics diagnosis is generally easy, though 
varicose ulcers, yaws, syphilitic and blastomycotic ulcers and oriental sore 
may need differentiation. 

Treatment.—Protection of the legs with puttees is very advisable. 
Curative treatment varies with the stage of the ulcer. Rest, a nutritious 
diet, calcium, cod-liver oil and general vitamin reinforcement by multivite 

lets (B.D.H.) are advised. In the rapidly ulcerating stage sloughs should 
i removed and ensol dressings or lotions of carbolic or permanganate applied. 
Good results have been reported following curettage of the ulcers and daily 
dressing with B.I.P.P. Cod liver oil dressings have also been favourably 
reported on, and local treatment with tar spread on lint and changed every 
three days has been found suitable for mass treatment of natives. The 
application of iodoform powder may be followed by firmly bandaging with 
elastoplast which is left undisturbed for a week ; septic dermatitis sometimes 
complicates this treatment. Probably the most effective procedure in the 
chronic stage is complete excision, followed by skin grafting. Rarely in the 
acute stage of fulminating cases, with rapid sloughing and gangrene, amputa- 
tion is necessary to save life; even more rarely has it to be done in chronic 
cases. 


TINEA 


Ringworm infections abound in the tropics, some being confined to 
a ae regions, while others are much the same as in temperate climates. 
The chief ones are: (1) Ténea cruris or dhobie’s itch; (2) Hong-Kong foot 
or ringworm of the foot; (3) Tinea unguium; (4) Tinea wmbricata. The 
first two are due to the Trichophyton, Epsdermophyton inguinale: they are 
not peculiar to warm climates and are described elsewhere (p. 1436). 

InEA Unavuium.—A mycotic infection of the nails affecting Kuropeans 
from the Far East: it may last for years and be associated with ringworm 
elsewhere. The nail-bed is involved, leading to brittleness, ridging and 
opaqueness of the nail. Diagnosis is made by demonstrating Eptdermophyton 
tnguinale in scrapings mounted in liquor potass. In severe cases the nails 
may have to be removed before cure is effected. 

_ Tovza Iwsricata (Tokelau).—A form of ring-worm mainly indigenous 
in the EKastern Archipelago and South Pacific, and characterised by non- 
inflammatory raised brown spots, giving rise to flaky tissue-paper scales 
which are free centrally, but attached at their peripheral bases, producing 
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a rosette-like appearance. These circles are about } inch in diameter and 
as adjacent ones form they cause a characteristic festooned a perigee 
The fungus, Endodermophyton concentricum, is readily dsmonstrel e in the 
scales: it affects the face, trunk and limbs, but the palms, soles, scalp, axille 
and crutch generally escape. 

Pityriasis VERSICOLOR or Tinea flava is common in the tropics, producing 
pale, yellowish-brown, scurfy patches on the pigmented negroid skin, especi- 
ally on the face, neck, arms and chest. Castellani holds that the yellow 
patches met with in his Ceylon cases differed from the brownish patches 
long recognised as being caused by Microsporon furfur in the European 
disease, and has named the tropical variety Tinea flava and the causal fungus 
Malassezia tropica; the black variety, which is caused by Cladosporium 
mansont, Castellani calls Tinea nigra. 


PINTA 


This is a group of dermatomycoses associated with coloured patches of 
pigmentation in the skin. 

/Etiology.—The disease, also called caraate or mal de los pintos, is found 
in tropical America, is contagious and attacks either sex at any age. A 
Ursa of fungi are implicated, including Pentcillium, Aspergillus and 
Montlia. 

Symptoms.—Patches of pigmentation are first noted on the back of the 
hands or face, from which they spread elsewhere: they are somewhat rough, 
dry and raised, and vary in colour with the fungus, red, violet, white and 
black types all being encountered. The skin may be offensive and itchiness 
marked. When the scalp is involved the hair may become white. 

Diagnosis.—Microscopic examination of material scraped from the 
be being areas reveals the fungi. The patches are not anesthetic like 
eprosy, while leucodermia, which the white variety may resemble, fails to 
show fungi. 

Treatment.—As for ordinary ringworm. 


PIEDRA 


Trichosporosis or Piedra is a disease common in Colombia and British 
Guinea in which hard, gritty nodosities form around the hair of the scalp ; 
it is caused by the Trichosporon giganteum and may be confused with 
ordinary Trichomycosis nodosa. 


CREEPING ERUPTION 


Synonyms.—Larva migrans, Myiasis linearis, Hautmaulwarf. 
Definition.—A peculiar linear, slightly raised red eruption, gradually 
creeping forward in a sinuous or straight line, the posterior end fading away. 
tiology.—The condition may be produced by Gastrophilus or other fly 
larva wandering under the skin, but more commonly it is due to nematode 
larve of animals which have accidentally invaded man. The following 
species have been implicated : Ancylostoma basihenss A. caninum, Uncinarta 

stenocephala and Gnathostoma hisyndum. | 
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Symptoms.—The symptoms vary in different individuals and include 
smarting pain and intense itching along the raised line which first shows 
red spots, and later hard round red papules 2 to 5 mm. in diameter ; pustula- 
tion may occur. Unless treated the condition persists for a long time. 

Treatment.—Freezing the anterior end of the line where the larva is 
located, with an ethyl chloride spray for 2 minutes, is suitable for the type 
due to canine ancylostomes. Multiple lesions may be treated with collodion 
ethyl acetate or salicylic acid, and blisters and pustules with mercurochrome 
solution. An injection of pure carbolic an eighth of an inch in front of the 
spreading spot may kill the larva, or if the condition is due to the larva of 

astrophilus, this may be cut down on and removed. Recently oleum 
chenopodii applied locally either pure or diluted with three parts of castor 
oil has been favourably reported on. 


CERCARIAL DERMATITIS 


Definition.—An inflammatory condition of the skin due to the passage 
through it of different species of cercaria. 

fEtiology.—In 1928 Cort in Michigan described a form of dermatitis 
due to the passage of Cercaria elv@ through the skin and Taylor and Baylis 
have also found this in England. 

Symptoms.—The skin at the site of entry of the cercaris becomes im- 
tensely itchy and smarts, then red spots or urticarial wheals appear, these 
being followed by papules which sometimes go on to pustulation. 

Treatment.—No specific treatment is known. The part should be kept 
clean and dusted with boracic and zinc powder. Calamine lotion combined 
with lead acetate may reduce the itching. 
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Synonyms.—Granuloma venereum; Granuloma inguinale; Granuloma 
inguinale tropicum; Ulcerating Granuloma of the Pudenda; Serpiginous 
Ulceration of the Genitals. 

Definition.—A very chronic ulcerating condition of uncertain stiology 
occurring in the tropics, involving the genitals, perineum and groins. 

4Etiology.—The disease occurs in the West Indies, Guiana, Brazil, 
Porto Rico, parts of India and Africa, the Pacific Islands and Northern 
Australia. Both sexes are affected, but not before puberty, and all races 
are susceptible. Spirochetes have been reported, and Donovan and many 
other observers have found a short, oval bacillus specially located within 
the mononuclear cells; it is a non-motile, capsulated bacterium of the 
rhinoscleroma group, but though found with frequency in the lesions there 
is still doubt as to its real etiological significance. The disease itself is 
probably contracted during coitus. 

Pathology.—The condition resembles an infective granuloma, and 
microscopic section of the nodules situated at the edge of the sore shows 
infiltration with plasma and round cells containing poorly staining nuclei in 
which phagocytosed bacilli may occur in clumps. e granulomatous 
tissue is very vascular, while in the older areas fibrosis and scarring are marked. 
Spread is by direct continuity and the lymphatic system is never involved. 
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Symptoms.—The disease begins on the genitals as a flat rere which 
desquamates, leaving a red granulation-tissue surface which bleeds easily : 
this superficial ulceration extends serpiginously producing offensive pus, 
As the process advances the older areas cicatrise, but this scar tissue readily 
breaks down again. The disease is auto-inoculable so that adjacent parts 
such as the scrotum and thighs, or the surfaces of the labia become infected. 
Ultimately the whole of the penis, scrotum and groins in the male, and 
the clitoris, vulva, labia, vagina, perineal and perianal region in women 
become involved, and, if unchecked, the urethra and rectum as well. Though 
skin ulceration extends slowly over a period of many years, the process 
accelerates once the mucuous membranes are involved, and here there is 
little tendency to heal. Until the terminal phase the general health remains 
good and the local lesions give rise to a minimum of pain and discomfort. 

Complications.—These include recto-vaginal fistula, urethral stricture, 
septic cystitis and pyelitis. 

Diagnosis.—Ulcerations due to syphilis, tubercle or lupus vulgaris 
may be confused, and where the glans penis is involved with fungating 
granuloma, epithelioma may be suspected. 

Prognosis.—This has greatly improved by modern treatment ; formerly 
the condition was hopeless, lasting for life. 

Treatment.—Illicit intercourse, especially with native women, should be 
avoided. Surgical excision of the early lesions is curative, especially as the 
ulceration does not extend deeply, but in more advanced cases is not feasible. 
The modern treatment consists of intravenous injections of tartar emetic 
which is a specific. This drug is given as in schistosomiasis (p. 311) only a 
longer course of injections and a greater total dosage, t.e. 50 to 60 grains, is 
generally necessary ; in extreme Instances as much as 150 grains have been 
given. Certain pentavalent preparations of antimony, such as stibosan and 
stibenyl, are reported to be more efficacious, a total dosage of 3-4 g. being 
necessary to obtain complete cure. Protein shock produced by the intra- 
venous injection of T.A.B. vaccine starting with 50,000,000 per c.c. and 
gradually increasing to 300,000,000 per c.c. may be employed in addition to 
antimony : sometimes it stimulates healing in a ramatkable fashion. 

In certain chronic cases unaffected by antimony, gauze soaked in an 
aqueous solution of zinc oxide (40 per cent.) is an effective dressing, especially 
if non-hemolytic ansrobic streptococci be present in the ulcer. Sulpha- 
pyridine therapy (M. & B. 693) is still under trial. 

G, CanmicuasL Low. 
N. Hamiuton Fareey. 


SECTION XX 


DISEASES OF THE NERVOUS SYSTEM 


AFFECTIONS OF THE CRANIAL NERVES 


INTRODUCTION 


Arrrcrions of the cranial nerves may be due to their involvement: (1) 
by purely local disease at some point between their central origin and their 
peripheral distribution ; (2) by some general toxic or infective disease of the 
aioe nervous system ; as, for example, by alcoholic or diphtheritic poisoning ; 
(8) by multiple local lesions of the central nervous system, as, for example, by 
Folie or disseminated sclerosis ; and (4) in some systemic neurone degenera- 
tion, as in progressive muscular atrophy. 

In the case of local lesions within the brain stem, the presence of one or 
more cranial nerve palsies may have considerable localismg importance in 
diagnosis. In their peripheral course, both inside and outside the skull, these 
nerves may be involved by a great variety of inflammatory processes, by 
hemorrhage, or by compressing tumours. 


THE OLFACTORY NERVE AND TRACT 


The sense of smell includes the appreciation of all flavours, and in its 
absence taste is reduced to the appreciation of bitter, sweet, salt and sour. 
The view that only readily oxidisable substances are appreciated by the 
sense of smell, formerly expressed in these pages, cannot be sustained. 
Benzene, for example, has a powerful smell yet is chemically very stable. 
The same is true of chloroform and carbon tetrachloride, both substances 
with @ strong odour. The gas phosgene is a final example. Most conditions 
of anosmia are due to affections of the nasal mucosa, or occur in such general 
diseases as syphilis or influenza. More important is unilateral anosmia, 
which indicates the involvement of one olfactory tract by the pressure of 
tumour. Bilateral anosmia is a not uncommon sequel of head injuries in 
which the olfactory filaments are torn as they traverse the cribriform plate. 


OPTIG NERVE 


_ The optic nerve, from its origin at the back of the eyeball to its termination 

m the optic chiasma, is liable to injury from the pressure of tumours within 

the skull, or at the back of the orbit, and from inflammatory conditions of 
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the bone and periosteum as it passes through the optic foramen. It may 
be affected by a primary thrombosis of vessels, or from thrombosis of the 
ophthalmic artery in the condition known as carotid hemiplegia. These 
conditions result in blindness of one eye, which may be partial or complete, 
and with a varying visual field, according to the degree of the lesion and the 
manner in which the pressure falls upon the optic nerve. On account of 
the cutting off of the light-reflex path, the pupil will be moderately dilated 
and insensitive to light. Notwithstanding the fact that the nerve cells 
which control the nutrition of the optic nerve fibres are situated in the 
retina, lesions of the optic nerve of any long duration produce atrophy of 
the optic disk. 


RETROBULBAR NEURITIS 


Inflammatory and other local lesions in the substance of the optic nerve 
between the globe and the chiasma are of very common occurrence. 
According to their severity they give rise to partial or complete blindness, 
which often recovers wholly or in part. The central part of the optic 
nerve is the seat of election for these lesions and, therefore, the visual 
defect appears commonly in the form of a central scotoma. According 
to the degree of the visual defect, the pupil tends to be dilated, and to 
react poorly to light, and dilate badly to shade. These conditions of retro- 
bulbar neuritis are very often followed by optic atrophy of varying degree. 
When the inflammatory lesion occurs far forwards and impinges upon the 
optic papilla, papilleedema occurs, and, as this region is sensitive, whereas 
the optic nerve is not, there is usually pain on movement of the eyeball. The 
prognosis in this condition varies with the causes, which are as follows : 

1. Syphilis.—The lesion is a diffuse gumma of the nerve, and sometimes 
there is thrombosis. It is commonly unilateral, and often recovers, if treated 
early and energetically, but in severe untreated cases, and when thrombosis 
occurs, it not uncommonly ends in complete blindness. It is the common 
cause of complete blindness confined to one eye in tabes, and in other syphilitic 
conditions. 

2. Disseminated sclerosis.—Plaques in the optic nerve tracts and chiasma 
are very common in this disease. When they first form they are swollen 
oedematous pink patches and cause pressure, and on their subsequent shrink- 
ing, this pressure is removed, and the nerve fibres recover to a great extent, 
and never become completely destroyed. This condition is the cause of the 
very common transient amblyopia or blindness, which may come on very 
suddenly. Though the plaques often occur in the tracts and chiasma, yet 
the visual defect always indicates a lesion of the optic nerve, and therefore 
it is possible that it is determined by the swelling of the optic nerve as it passes 
through the optic foramen and is compressed against the bony canal. It 
may be unilateral or bilateral, and may recur several times. It vere causes 
some degree of optic atrophy ; but is never followed by complete blindness 

3. Local septic conditions.—Before the general recognition of disseminated 
sclerosis as the common cause of retrobulbar neuritis in young adults, the 
chief réle in its production was attributed to local infection, or suppuration 
in the sphenoidal or other accessory sinuses in the neighbourhood. The 
natural restoration of vision that marks the subsidence of the retrobulbar 
neuritis was accordingly often ascribed to the operative procedures designed 
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to deal with the local infection. It is probable that such local infections are 
but a rare and exceptional cause of retrobulbar neuritis. 

Drabetes.—In this malady a form of retrobulbar neuritis occurs. It 
commences with a central scotoma for colour, and the failure of vision may 
progress to blindness, with optic atrophy. 

5. Other causes.—Tobacco, if over indulged in, may cause a curable form 
of retrobulbar neuritis, commonly called ‘‘ tobacco amblyopia,” of which 
the chief sign is central scotoma, and the symptom mistiuess of central vision. 
It recovers rapidly on the removal of the cause. Alcoholic indulgence, and 
especially taking of wood spirit and many other poisons such as arsenic, lead, 
bismuth and quinine, may cause retrobulbar neuritis. A large proportion 
of cases of retrobulbar neuritis are without discoverable cause; there is 
evidence that some of these are dependent upon local cedematous reactions 
within the optic nerve of an allergic nature. 

The expansion of the optic nerve within the globe of the eye is visible 
on ophthalmoscopic examination, and the pathological changes therein 
occurring afford important indications which cover the whole realm of 
medicine, Among these changes the most important ip connection with 
diseases of the nervous system are: syphilitic choroiditis, as an indication 
of the presence of syphilis, papillosdema, which is fully described in the section 
on intracranial tumours, and optic atrophy. 


Orrico ATROPHY 


Optic atrophy is recognised, on ophthalmoscopic examination, by a 
peculiar opaque whiteness and flatness of the disk, with a very high 
contrast at the edge of the disk between disk and surrounding retina, 
both as regards colour and limitation. The lamina cribrosa—the sieve- 
like cross-latticing of the strands of the sclerotic through which the 
bundles of optic nerve fibres pass—becomes visible as a stippling of the 
temporal region of the disk. The vessels of the retina become atrophied, and 
are seen to be unduly small. In many atrophies the edge of the disk is 
sharply cut; but when atrophy follows papilloedema the edge is apt to be 
fluffy, like that of torn cotton-wool. Optic atrophy may be of three kinds— 
(1) Primary optic atrophy results from an original devitalisation and death 
of the nerve cells of the retina with their processes, which constitute the 
fibres of the optic nerve. This is a primary neuronic degeneration, analogous 
to that of the anterior-horn cells in progressive muscular atrophy. (2) 
Secondary or retrograde optic atrophy results from lesions of the optic 
chiasma and optic nerve, and is the constant result of long-continued pressure 
upon these structures. (3) Consecutive optic atrophy follows the more 
severe grades of papillcedema and papillitis, in proportion as these are of long 
standing, and proportional to the amount of exudate, and is due to strangling 
of the optic nerve fibres by the cedema in the first place, and by the cicatrisa- 
tion subsequently. Severe degrees of papilleadema may, if pressure be 
relieved, recover perfectly without atrophy or impairment of sight. It may 
be that there is another factor in the atrophy following papillosdema, and 
that is the long-continued pressure of a distended infundibulum upon the 
optic chiasma. 

ZEtiology.—1. It is of frequent occurrence in familial, hereditary or 
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congenitally installed diseases in which primary degeneration of neurones 
occurs, as in cerebral diplegia,eamaurotic family idiocy, and hereditary cere- 
bellar atrophy where it is characteristic of Marie’s type, and sometimes 
occurs in’ Friedreich’s type. It is the chief feature of the familial optic 
atrophies, of which Leber’s type, appearing about the twentieth year, is one. 
It ocourred in several members of a family with peroneal atrophy under our 
observation. 

2. It is one of the common manifestations of syphilis of the nervous 
system, and may occur alone, but much more usually as part of the syndrome 
of tabes and general S ecietern It is not rarely met with in congenital 
syphilis. It is commonly associated with local lesions of the chiasma! region, 
pituitary neoplasms being the most often met with. The optic atrophy of 
disseminated sclerosis is not a primary optic atrophy, but is secondary to 
retrobulbar neuritis. 

3. It may follow the exhibition of certain drugs, and noticeably the 
injection of the earlier used arsenic preparations, such as atoxyl, soamin and 
orsudan. In rare cases it has followed the use of quinine. 

4. Optic atrophy also occurs in connection with diabetes, malaria and 
arterial disease. It is common as a primary condition in later life. Ite 
occurrence in glaucoma from increase of the ocular pressure requires no 
explanation. 

Prognosis.— This is uniformly bad in primary atrophy. When once the 
degenerative process is installed, the atro ty proceeds to complete blindness, 
sometimes slowly, sometimes quickly, and seems entirely uninfluenced by any 
form of treatment. 

Secondary optic atrophy is frequently arrested, with the recovery or 
removal of the cause ; but some defect of vision usually remains. Consecutive 
atrophy from neuritis may be of any degree of severity, from the slightest, 
which allows of §ths vision, to the most complete with utter blindness and 
loss of light reflex. 


OCULO-MOTOR NERVES 


The third nerve supplies the two internal muscles of the eye, and all the 
external muscles of the eyeball, except the superior oblique, which is supplied 
by the fourth nerve, and the external rectus, which is supplied by the sixth 
nerve. Complete paralysis of this nerve produces a dilated and inactive 
pupil with complete ptosis, a downward and outward strabismus and com- 
plete loss of upward, downward and inward movements. There is often no 
diplopia complained of by the patient, because of dropping of the lid. When 
diplopia is present it is a crossed diplopia, because the strabismus is divergent. 
There is secondary deviation of the sound eye, and false projection in the 
visual field. 

The fourth nerve supplies the superior oblique muscle. cena hp produces 
no obvious strabismus, but in looking outwards or downwards there 18 & 
wheel movement of the globe which can be detected by observing the con- 
junctival vessels when the eye moves. The diplopia is most discomforting, 
and occurs in every position of the eyes, except on looking up. The diplopia 
is uncrossed, and the false image is lower than, and with its top tilted toward, 
the true image. 
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The sixth nerve supplies the external rectus muscle. Paralysis produces 
a convergent squint and an uncrossed diplopia. In the case of the skeletal 
musculature, we are accustomed to distinguish between upper and lower 
motor neurone paralyses; the essential difference being that in the former 
case we are dealing with loss of co-ordinated movements, in the latter with 
paralysis of individual muscles. Disorders of ocular movements may usefully 
be considered on the same basis of classification. Thus we may contrast the 
loss of conjugate deviation of the eyes to the right—an upper motor lesion 
—with paralysis of the left internal rectus the result of a lesion of the lower 
motor neurone. In the former case, the internal rectus muscle acts normally 
on convergence, but does not act on attempted conjugate deviation to the 
right. In the latter case—a lesion of the peripheral nerve supply—the 
muscle is paralysed in all movements of the eye. 

We may thus classify paralyses of ocular movement under the following 
headings: (1) paralyses of ocular movements, conjugate and supranuclear ; 
and (2) paralyses of ocular muscles, nuclear, stem and root palsies. 

1, Paratyses oF OcuLarR MovemMents.—Conjugate palsies consist in the 
loss or impairment of co-ordinated ocular movements in one or more direc- 
tions. Since both eyes are equally and simultaneously involved, there is 
neither squint nor diplopia. The commonest form is that in which there is 
loss of conjugate movement to one or other side. The lesion in such a case 
is 80 situated as to interrupt the association path between the sixth and 
third nerve nuclei, probably where this path lies in the dorsal longitudinal 
bundle. If a lesion in this situation be a coarse one (7.e. not a simple nerve 
cell degeneration), there will probably be an associated nuclear or stem palsy, 
in which case there may be diplopia and squint. Possibly a lesion lying just 
oral and ventral to the sixth nerve nucleus is capable of causing a pure 
paralysis of conjugate deviation to the side. 

Lesions involving the corpora quadrigemina cause loss of vertical (upward) 
movement of the eyes, sometimes with dilatation and immobility of the pupils. 
This combination of signs may be seen in pineal tumour. 

Supranuclear ocular palsies differ from conjugate palsies in that with 
the latter a given movement is totally lost, while in the former, whether or 
not the movement occurs will depend upon the particular stimulus in action. 
Thus, in a supranuclear palsy the patient may be unable to deviate his eyes to 
order, but deviation may be elicitable by labyrinthine stimulation. Or again, 
the gaze may be unable to follow a moving object, but if the object be still and 
the head slowly rotated passively, the gaze may remain fixed on the object, 
and the eyes thus come to take up a position of deviation. 

2. PaRaLysEs or OcuLaR MusciEes.—The lesion in this case may be in the 
brain stem (nuclear or stem palsies), or in the peripheral course of the nerve 
(root palsies). Further, the lesion of the peripheral part of the nerve may 
involve the nerve between its point of origin from the brain and the point of 
entry into the orbit; that is, in its intracranial course ; or in the region of 
the sphenoidal fissure ; or, finally, within the orbit. 

Within the orbit lesions of any of these nerves or of their branches may 
occur from perforating wounds, blows upon the eyeball or from local syphilitic 
lesions of a gummatous nature. Injury to the lenticular ganglion, with 
resulting complete internal ophthalmoplegia, not uncommonly results from 
a blow the eyeball. A lesion, confined to the nerve to the inferior oblique, 
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occurs in rare cases from syphilis, and produces a peculiar attitude of the 
head, for, since the resulting diplopia occurs only above the horizontal level 
of the eyes, the patient constantly throws back his head, and looks down 
his nose to avoid the diplopia. 

Lesions at the back of the orbit may involve one or more of the oculo- 
motor nerves, and since the first division of the fifth nerve passes through the 
sphenoidal fissure with these nerves, and the second division of the fifth nerve 
is entering the infra-orbital canal at the apex of the orbit, both these nerves 
are commonly involved in the same lesion. New-growths, including those 
of the bone, periosteal inflammation and subperiosteal hemorrhages arising 
from fracture of the skull are the common lesions. A not infrequent clinical 
picture may be described. It has been attributed to a periostitis of the orbital 
bones in the region of the sphenoidal fissure. There is, however, no patho- 
logical confirmation of this view, which remains speculative. It has been 
thought, too, that the condition is closely allied to the common facial 
palsy from exposure to cold, but here also proof is lacking. It may 
occur at any age from puberty onwards. The serum reactions for 
syphilis have always shown that this infection is absent. The condition 
may arise from exposure to cold or from septic conditions of the nose and 
its accessory sinuses, and sometimes without obvious cause. The malady 
commences with pain in the orbit, which is often severe and long lasting. 
Soon after some proptosis is evident, and there is tenderness on pressing the 
globe backwards. This is soon followed by signs of involvement of the 
nerves which pass through the sphenoidal fissure. The sixth nerve is the 
first and sometimes the only nerve involved, but usually the paralysis of 
this nerve is followed by that of the fourth, the first division of the fifth, 
the third, and the second division of the fifth nerve in that order. The 
fina] result usually is that of a total ophthalmoplegia with anssthesia of 
the upper two divisions of the fifth nerve, unilateral proptosis and tenderness 
of the eyeball, and often excruciating and lasting pain. When the sixth 
nerve is involved alone, and there is no spread to the divisions of the fifth 
nerve, there may be little pain, and the proptosis and tenderness may be 
little marked. Under treatment with mercury by imunction, salicylates 
in full doses, warm applications to the eye and counter irritation, the con- 
dition commonly recovers in a few weeks in the milder cases, to a few months 
in the more stubborn ones. It is in their intracranial course that the oculo- 
motor nerves are most frequently involved by disease-processes, or by 
injury ; thus, by acute or chronic meningitis, by toxic or infective neuritis, by 
compression from tumour, aneurysm, hemorrhage or fracture of the skull. 

ractures of the skull, may involve the orbit, or the middle fossa of the 
skull, thus producing ocular palsies. Sometimes a blow on the skull without 
fracture is followed by an ocular palsy. It is possible that in this instance 
small hemorrhages in the brain-stem involving the nuclei may be Sawa 

In subarachnoid hemorrhage, the effused blood in the region of the inter- 
peduncular space may compress the cranial nerves, thus producing ocular 

alsies. These may also occur in the course of an acute lepto-meningitis. 
n association with middle ear disease, there is occasionally a localised 
meningitis at the tip of the petrous bone, which gives rise to a unilateral sixth 
nerve palsy and to pain on the side of the head and face from fifth nerve 
involvement. This is the condition known as Gradenigo’s syndrome. It 18 
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usually seen in children ; and a mastoid operation may be necessary before it 
clears up. 

Formerly, one of the commonest causes of ocular palsies was a gummatous 
infiltration of the nerves of the base of the brain in neurosyphilis. In some 
cases of tabes dorsalis, however, it is probable that the lesion underlying the 
defects of ocular movement (squint, diplopia, ptosis) may be due to primary 
degeneration of nerve cells in the nuclei. 

In some cases of alcoholic and diphtheritic multiple neuritis, paralysis of 
one or more ocular muscles may occur, and also an isolated sixth nerve palsy 
has been known to follow the spinal administration of stovaine. 

In some elderly subjects with atheroma and high blood pressure a sixth 
or third nerve palsy may develop, and recover after some two or three 
months. It is probable that in such not infrequent cases one or other of these 
nerves has been compressed by a tortuous and rigid artery. Thus, during its 
passage forwards the sixth nerve lies in close contact with the middle cere- 
bellar, the basilar and the internal carotid arteries ; the fourth nerve crosses 
the posterior cerebral artery ; and the third nerve lies between the last-named 
vessel and the superior cerebellar artery. 

Stem palsies, in which the lesion is in the brain-stem, are usually recognis- 
able from the presence of associated signs due to involvement of other 
structures. These may be the long projection paths, sensory or motor, 
association nuclei and reflex centres, or other cranial nerve nuclei. Thus, a 
lesion in the crus will produce a homolateral third nerve palsy, with a crossed 
hemiplegia (Weber’s syndrome). A lesion in the region of the red nucleus will 
cause a homolateral third nerve palsy, with tremor of the crossed limbs 
(Benedikt’s syndrome). A pontine lesion will produce associated sixth and 
seventh nerve lesions on the side of the lesion. 

Nuclear palsies may result from a number of inflammatory processes 
within the brain stem : e.g. epidemic encephalitis, disseminated sclerosis, acute 
poliomyelitis, botulism, chronic alcoholism (Wernicke’s encephalitis hemor- 
rhagica superior acuta). Barbiturate poisoning, diphtheria and diabetes may 
also be associated with ocular palsies of nuclear origin. Finally, there is the 
rare condition known as chronic progressive nuclear ophthalmoplegia, in which 
there is a primary degeneration of the third, fourth and sixth nuclei. The 
course of this malady, which is related to progressive muscular atrophy, is 
slowly progressive, and finally -all the extrinsic ocular muscles are paralysed.’ 

PaTHOLOGICAL CONDITIONS OF THE PUPIL AND OF ACCOMMODATION.—, 
Myosis or unusual smallness of the pupil is a common sign of syphilis of the. 
nervous system. It is an important sign of paralysis of the cervical 
sympathetic. It occurs in lesions of the pons below the third nerve nucleus,' 
18 often met with in advanced age without pathological associations, and is; 
also a symptom of the morphine habit. 
_ Eccentricity of the pupil and deviations of its form from the circular are! 
important signs of nervous syphilis, and these signs occur also in lesions of. 
the foremost part of the third nucleus. 

Inequality of the pupils occurs in connection with all nuclear and peri- 
pheral ocular paralyses, and with cervical sympathetic paralysis. It accom- 
panies all defects of vision from lesions of the visual path between the ore 
and the external geniculate bodies, provided the appreciation of light | 
unequal in the two eyes. It may be congenital or associated with inequalities 
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of the refraction of the two eyes, and then has no pathological significance. 
It is commonly a sign of nervous syphilis. 
The Argyll Robertson pupil (reflex iridoplegia) as originally described 
includes loss of the light reflex, myosis, inequality and irregularity of the 
upils. Atrophic changes in the stroma of the iris have also been described. 
hese are best seen in blue-eyed persons in whom the stroma is not concealed 
by pigment, and they impart a fineness of texture and a pale, washed out 
tint that, ig association with myosis, gives the eye of the tabetic so charac- 
teristic an appearance. 

The iridoplegia may be due to a lesion in the region of the posterior 
commisure and the aqueduct of Sylvius, and it is here that some believe 
the essential lesion of the Argyll Robertson pupil to lie. But the Argyll 
Robertson pupil of neurosyphilis is almost constantly associated with the 
other pupillary phenomena noted above, and it is difficult to see how a central 
lesion could produce any of these. In short, the pathogenesis of this familiar 
phenomenon still remains obscure. 

When reflex iridoplegia is met with apart from neurosyphilis—which is 
but rarely—it is not accompanied by myosis, or irregularity of the pupils, 
and the absence of these signs is of diagnostic importance. 

It has been said to occur in disseminated sclerosis and in epidemic 
encephalitis, but the statement is one to be accepted with reserve. 

Tae Myoronic Pupri.—During the past fifteen years a number of writers 
(Foster Moore, Holmes, Adie) in this and other countries have described a 
pupillary phenomenon which has the following components: There is no 
reflex contraction to light, and there is a very slow contraction on converg- 
ence, followed by an extremely slow relaxation and dilatation. In some 

atients this condition is associated with a total loss of all tendon jerks. 
he patient is more commonly a young woman in normal health, the pheno- 
menon being discovered usually in the course of a routine examination of 
the eyes. It constitutes no disability. Serological examination of the blood 
and cerebro-spinal fiuid 1s always negative, and the condition is not related 
to neurosyphilis or tabes, with which, however, it may be confused if 4 
complete examination of the nervous system be not made, 
otal internal ophthalmoplegia is met with in lesions of the anterior part 
of the third nucleus, and in lesions of the lenticular ganglion in the orbit. 

Wernicke’s hemianopic pupil phenomenon is a test for the position of a 
lesion causing hemianopia. If the lesion is situated upon the visual path 
where that path contains the ra reflex path, the pupil does not react when 
light is thrown on the blind side of the retina. In other words, this sign is 
present if the lesion is involving the visual path between the eye and the 
external geniculate body. When the lesion is between the geniculate body 
and the visual cortex in the occipital lobe, the pupil reacts equally well from 
the blind and from the seeing fieid. 


PARALYSIS OF THE CERVICAL SYMPATHETIC 


Synonym.—Horner’s syndrome. ; 

So far as the eye and orbit are concerned, the sympathetic is the tonic 
retractor of the lid, the tonic protruder of the sveballl and the tonio dilator 
of the pupil, and stimulation of this mechanism results in retraction of the 
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lid or widening of the palpebral fissure, exophthalmos and wide pupil, while 
ophatls of the cervical sympathetic produces narrowing of the palpebral 

sure (cervical sympathetic ptosis), and a small pupil. It is customary 
to include enophthalmos amongst the components of cervical sympathetic 
palsy, but it is extremely doubtful that this is ever present. The excitation 
condition is seen in Graves’s disease; the paralytic condition is of common 
occurrence in nervous diseases, The cervical sympathetic is also the tonic 
vaso-constrictor and secreto-motor nerve of the head generally, but dis- 
turbance of the mechanism does not often give rise to characteristic or 
important clinical phenomena. A curious lack of expression is, however, 
sometimes observable in the face on the side of the lesion. Cervical sym- 
ost paralysis occurs in the following clinical associations: (1) In all 
esions of the cervical cord, especially when the last cervical and first dorsal 
segments or roots are damaged. It is common in syringomyelia, (2) In 
lesions of the cervical sympathetic trunk by trauma, pressure, growths, etc. 
(3) It is very common in tabes and nervous syphilis generally, where it appears 
as partial bilateral ptosis with small pupils. It appears to be a primary 
neuronic degeneration in this condition and never improves. 


THE FIFTH OR TRIGEMINAL NERVE 


Symptoms of Lesions of the Fifth Nerve.—Pain over the sensory 
distribution of this nerve occurs from irritating lesions and reflexly, if its peri- 
phery is irritated. With organic lesions in any part of its course, the pain is 
followed by sensory loss, corresponding with the part involved. The initial 
expression of this sensory loss in a progressive lesion of the fifth nerve: e.g. 
compression by an eighth nerve tumour, is loss of the corneal reflex. The 
peculiar disease, neuralgia, of which the pathological basis has not been as 
yet discovered, is practically confined to the distribution of this nerve. 
Herpes zoster over the distribution of this nerve is common, and results 
from a lesion by a virus infection in the Gasserian ganglion, and is in every 
respect comparable with that occurring in the distribution of the spinal 
nerves from similar lesions in the posterior root ganglia. It produces bad 
Scarring, and when affecting the cornea is apt to produce ulceration, very 
destructive to the eye. It is accompanied by severe pain, which may be 
persistent for months. It should be borne in mind that the sensory supply 
to the cornea is entirely from the naso-ciliary branch, via the long ciliary 
nerves, and that herpes zoster of the cornea is usually accompanied by a 
small group of vesicles only at the tip of the nose on the same side. 

Taste.—It has frequently been argued that loss of taste over the anterior 
two-thirds of the tongue follows destruction of the Gasserian ganglion and 
proximal portions of the fifth nerve. Cushing has, however, investigated 
this subject upon a series of cases of complete Gasserectomy, and has found 
that in every case the sense of taste was preserved. The path of taste thus 
seems proved. It is from the glossopharyngeal nucleus via the fasciculus 
solitarius, portio intermedia, facial nerve, chorda tympani and lingual nerve 
to the tongue. | 

Trophic changes.—Lesions of the first division of the fifth nerve are often 
procuetive of serious corneal deterioration and ulceration, which may be 
ollowed by septic panophthalmitis. These changes, however, have been 
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jroved to be the result of mechanical damage upon the insentient surface. 
f, for example, after destruction of the fifth nerve for neuralgia, the eye 
be carefully protected either by covering or sewing it up, these changes do 
not occur. After a little while, the anzsthetic cornea becomes much less vul- 
nerable, and will stand the wear and tear of ordinary life without disturbance. 
Paralysis of the motor function of the fifth nerve occurs in lesions of the 
nucleus in the pons, or of any part of the peripheral course of the motor 
division. The signs of such paralysis are not apparent to the patient, who 
experiences no difficulty in mastication, provided the lesion be unilateral. 
To the observer, the jaw deviates to the side of the paralysis on opening the 
mouth, on account of the action of the unopposed external pterygoid of the 
sound side. The masseter, as felt by the finger on its anterior edge, does not 
harden on biting, nor do the temporal muscles harden. The floor of the mouth 
does not stiffen on the paralysed side on forcibly opening the mouth. 
Bilateral involvement of all the muscles supplied by the fifth nerve is 
the rule in all cases of progressive muscular atrophy where the bulbar nuclei 
are affected. 


THE SEVENTH OR FACIAL NERVE 


This nervesupplies all the facial muscles of expression. In the petrous bone, 
it gives off a branch to supply the stapedius muscle. One quarter of an inch 
above the stylomastoid foramen, it gives off the chorda tympani, which enters 
a small foramen, the iter chord» posterius, which leads it to the tympanum, 
where it crosses the long process of the malleus and enters the temporal fossa 
by a canal, the iter chord anterius, and subsequently joins the lingual, by 
which it is conveyed to the anterior two-thirds of the tongue and to the sub- 
maxillary and sublingual glands. 


1. BELL’S PARALYSIS 


Synonym.—Common facial palsy. 

Definition.—A common variety of peripheral paralysis of the facial 
nerve, sometimes of uncertain etiology and sometimes a sequel of ag 
of the geniculate ganglion. The paralysis almost invariably recovers, but 
if the recovery is slow, a very peculiar spasm or facial contracture may 
accompany or follow the recovery. 

ZEtiology.—Facial paralysis is rare at the extremes of age and it is most 
common in early adult life. The sexes are equally affected. Many different 
views have been held as to the pathogenesis of Bell’s palsy, as, for example, 
that it is the result of a local inflammation of the fibrous tissue forming the 
deep part of the sheath of the parotid gland, from which a process in the 
form of a sheath accompanies the facial nerve into the Fallopian aqueduct, 
and along which the inflammation extends and compresses the facial nerve 
in that canal. The proofs adduced in favour of this view are, that facial 
paralysis is so often accompanied at its onset by pain in the stylomastoid 
region and behind the mastoid process and by eaderices on pressure, and 
that in some cases there is very considerable swelling of the deep part of 
the parotid gland. Moreover, it might be thought that the pathological 
process begins outside, and subsequently spreads up the facial canal, since 
the loss of taste in the anterior two-thirds of the tongue, from involvement 
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of the chorda tympani, is so often not present when the palsy first appears, 
and develops in the course of a few days, as the inflammatory process spreads 
up the facial canal, and reaches the region where the chorda tympani leaves 
the facial trunk. However, it is apparent that this can be no more than 

ulation, lacking pathological confirmation. On the other hand, it is 
clear that a proportion of cases of Bell’s palsy are a sequel of herpes of the 
geniculate ganglion. There is also, in the experience of the present writer, 
a curious periodicity in the appearance of cases of Bell’s palsy in the late 
autumn and early spring. While this may perhaps be attributed to cold 
weather, it is perhaps more strongly indicative of an infective origin and 
suggests that geniculate herpes may be responsible for a greater proportion 
of cases of Bell’s palsy than 1s commonly believed. 

Symptoms.— The onset is usually rapid and sometimes even sudden. 
Pain of a neuralgic character below the ear, behind the mastoid process, or 
referred to the occipital region, is common, but it does not last more than a 
few days, and sometimes pain is entirely absent. On deep pressure upon 
the styloid region behind the ramus of the jaw on both sides, one can almost 
always elicit the fact that there is tenderness on the paralysed side, and 
sometimes obvious swelling of this region may be felt. The first sign of the 
facial paralysis is that the patient feels the face to be stiff when he attempts 
to move it. Subsequently, the paralysis appears rapidly, and the face is 
drawn over to the opposite side. The paralysed side is motionless, according 
to the degree and distribution of the paralysis, if incomplete, and, if complete, 
is expressionless. The eye cannot be closed, and there is epiphora from 
phi of the tensor tarsi. The paralysis at the corner of the mouth causes 

ifficulty in articulation and escape of fluids on drinking, but the patient 
soon learns to dodge these disabilities. When the paralysis is partial it 1s 
nearly always the lower part of the face which is the most affected. The 
facial muscles soon become hyperexcitable to mechanical stimuli. In nearly 
all the severe cases, there is loss of taste over the anterior part of the tongue. 
It should be remembered that the sense of taste is confined to a very small 
area on the lateral edge of the tongue, some half an inch behind the tip. 

There is never any pain in the distribution of the facial nerve. ra 
time, which may vary from a few days to two years, the paralysis begins to 
recover, and invariably this recovery appears in the upper facial region 
first, and in almost every case becomes complete. We have seen perfect 
recovery follow complete paralysis lasting 21 months. Bilateral Bell’s palsy 
1s not 80 rare as is supposed. When seen, there is usually a lapse of 4 or 5 
days before the second nerve shows signs of paralysis. The paralysis may 
become complete on both sides, or upon one only. Perhaps less common 
is recurrent Bell’s palsy. The writer has seen several cases of the kind, 
including one in which the patient has three separate Bell’s palsies, two on 
the right and one on the left side of the face. recovered, 

Treatment.—Those who believe in a fibrositic xtiology of Bell’s palsy 
will base their treatment on this hypothesis. Salicylates and iodides are 
given internally and mercurial inunction (3 grs. rubbed in over the mastoid 
region daily for 2 weeks). The local application of warmth and of such 
counter-irritant as tincture of iodine may also be used. The patient 1s 
probably best kept in the house for the first week and instructed to massage 
the face gently using oilve oil for 5 to 10 minutes daily. In cases which show 
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early signs of recovery this is adequate, but when after s month or 6 weeks 
no evidence of recovery is seen, undue stretching of the paralysed muscles 
may be minimised by “ splinting ” the face. For this purpose a silver wire, 
rubber covered where it turns round the lip, may be bent so as to hook round 
the lip at one end and over the ear at the other, 80 that the mouth is kept 

metrical during facial movements. Gentle massage may also be con- 
tinued. In such cases it has been customary to give galvanic stimulation 
to the paralysed muscles. Since the present writer abandoned this practice 
tnany years ago, he has satisfied himself that recovery pruceeds as quickly 
and completely without it, and the distressing facial contractures that are 
sometimes seen do not occur. In other words, electrical stimulation has no 
place in the treatment of Bell’s palsy. When geniculate herpes is in question, 
the vesicles and the swollen pinna require the local treatment suitable for 
this condition. 

Facial paralysis from caries of the temporal bone rarely makes any re- 
covery, and it is almost always complete and permanent. To remedy the 
unsightly and permanent distortion of the face, union of the peripheral 
trunk of the facial to the central end of the divided spinal accessory or pre- 
ferably the hypoglossal nerve, has been performed, and with considerable 
success. Section of the hypoglossal with consequent hemiatrophy and hemi- 
paralysis of the tongue produces no disability with speech, mastication or 
swallowing. It is not so much that reunion of this nerve restores volitional 
power to the face, but associated movement does return and also some after- 
contracture, which restores to some degree the symmetry of the face. 

Facial Paralysis from herpes of the geniculate ganglion—Among the 
not infrequent causes of facial palsy must be numbered geniculate herpes. 
Attention was first drawn to this cause by Ramsay Hunt. The herpetic 
vesicles, preceded by local pain, appear in the external auditory meatus and 
adjacent parts of the pinna, and sometimes also just behind the pinna and 
on the soft palate and anterior pillar of the fauces. When the innervation 
of the last named derives fibres from the geniculate ganglion, the clinical 
picture of geniculate herpes is apt to be a misleading one if it be not thought 
of. The patient complains of pain in the ear, and in the throat on the same 
side. As the eruption develops the fauces on the affected side are red and 
injected, and several small ulcers (ruptured vesicles) may be seen. At the 
same time, the vesicles appear in the ear, rupture, and give off a watery 
discharge which may be mistaken for otorrhoa. The pinna may then swell 
very considerably. After some days, during which the patient may feel 
ill and be feverish (temperature of 100° to 102° F.), a facial paralysis almost 
invariably develops and becomes complete within 12 hours. In milder cases 
there may be only initial pain in the pinna and the appearance of herpetic 
vesicles on the pinna without much swelling. It is in the severe cases that an 
erroneous a of middle ear disease with otorrhwea may be made and 
hazardous and unnecessary steps be taken to deal with this. According to 
Ramsay Hunt facial palsy always follows geniculate herpes, and undouhtedly 
many cases of this ind, where the herpetic eruption is minimal, escape 
accurate diagnosis. 

Diagnosis.—Care in diagnosis is necessary lest peripheral facial Ae of 
very unfavourable prognosis should be mistaken for it. The fac ies 
which result from lesions of the nerve in the temporal bone, from caries and 
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from tumour, those due to lesion of the nerve within the skull and from 
pontine lesions, rarely make any recovery. To this rule the following excep- 
tions must be made: In the peripheral facial paralysis of poliomyelitis, 
lethargic encephalitis, tetanus and diphtheria recovery always occurs, if 
the patient survives. 

acial contracture.—In cases of long duration when recovery commences, 
the face goes into a condition of persistent spasm which causes often a very 
unsightly distortion of the face, which is very disappointing to the patient, 
who after waiting many months for improvement, now finds the place dis- 
torted in the opposite direction and to a more severe degree than at the 
onset. No adequate explanation of facial after-contracture has ever been 
put forward, and no similar condition occurs after the lesion of any other 
peripheral motor nerve, so far as we are aware. It recovers slowly in the 
majority of cases. Patients should be warned from the first about the 
occurrence of after-contracture so that disappointment may be obviated, 
and at the same time encouraged as to the probability of complete 
recovery. 

The diagnosis is not difficult, and mistaken diagnosis means faulty ex- 
amination. In disease of the temporal bone, the facial palsy is accompanied 
by signs of such disease, which should be carefully sought, namely, deafness, 
perforation of the drum, discharge from the ear, and signs of long-standing 
otitis. 

Lesions within the skull are apt to co-involve the auditory nerve, the 
fifth nerve of the cerebellum, and the characteristic signs of tumour of the 
lateral recess are common. In the pons, hemiplegia, hemiataxy and hemi- 
aneesthesia are likely to coexist. 

Course and Prognosis.—Recovery is so usual that it should be promised 
in every case. The date of recovery is often difficult to forecast. If at 
the end of a week after the onset there is the slightest trace of any volun- 
tary power in the orbicularis palpebrarum, which is the “ ultimum moriens ” 
of the facial muscles, or if any trace of faradic excitability to bearable stimuli 
remains, then it may be confidently said that recovery will be complete and 
rapid within 3 months, and that there will be no contracture. Cases in 
which no complete paralysis occurs in any region of the face usually recover 
in a fortnight. In complete cases, with complete reaction of degeneration 
in the muscles, it is difficult to say when recovery will occur or when the 
effect of contracture will be at an end. Cases which show no loss of taste 
and, therefore, in which there is no great extension of the inflammatory 
process up the facial canal, usually recover rapidly. Traumatic facial 
pein hs om blows upon the side of the face, and obstetrical facial paralysis 

om the pressure of forceps during delivery, always recover and leave no 
sequels. 


2. PERIPHERAL FACIAL SPASM 


Synonym.—Facial hemis 

Definition.—A unilateral malady of the facial nerve, in which inter- 
mitting spasm of the facial muscles occurs, exactly like that caused by 
faradism of the facial trunk. Rarely it is associated with a slowly oncoming 
facial paralysis, and may follow a facial eee due to injury. 

wess--—w __This malady occurs in adults, and the onset 1s usually in- 


“a 
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sidious and without known cause. It is most often seen in middle-aged 
womeh. It is certainly due to a lesion of the peripheral facial nerve trunk, 
and this lesion seems to be of such a nature as to irritate, and not in most 
cases to destroy ; but in rare cases partial destruction, with the appearance 
of partial facial paralysis, does occur. 

Symptoms.—It commences with twitching of some part of the facial mus- 
culature, which occurs at first at rare intervals, and subsequently becomes more 
and more frequent, so as in some cases to be almost continuous. Commencing 
locally, it tends to spread so as to involve the whole face in a sudden and 
hideous contortion. We have seen cases in which the attacks of peripheral 
facial spasm at first glance almost exactly resembled a Jacksonian fit of the 
face. The spasms may be so severe and continuous as to keep the eye closed 
for long periods together, and to interfere greatly with the work and enjoy- 
ment of life. The malady is associated with no other symptoms. Cases 
exist in all degrees of severity, from the mildest, in which an occasional flicker 
of the face occurs, to the most severe and incapacitating and unsightly 
malady. 

Course and Prognosis.—Some of the cases recover spontaneously, and 
others under treatment ; but when the malady becomes severe and the spasm 
hardly remitting, it 1s practically intractable, except by operative interference. 

Treatment.—In the milder cases, measures calculated to subdue chronic 
inflammation, such as mercury, iodides and salicylates, are said to be of 
benefit. In severe cases, the only remedy which affords relief is the injection 
of alcohol into the facial nerve either at the stylomastoid foramen, or as it 
crosses the ramus of the jaw half an inch below the external auditory meatus, 
or when one division of the nerve only is affected, in any part of the pes 
anserinus. 


THE AUDITORY AND VESTIBULAR NERVES 


Lesions of the cochlear nerve produce deafness, and in addition patho- 
logical changes in its peripheral termination are productive of tinnitus. 
Except from direct involvement of this nerve or of its terminations in the 
cochlea, deafness is practically unknown as a symptom of disease of the 
nervous system. In other words, lesions of the central auditory paths are 
not as yet recognisable by any known symptoms. 

Nerve deafness may be produced by any lesions of the cochlea and coch- 
lear nerve, and is confined to diseases of the temporal bone and labyrinth, 
lesions of the intermeningea] part of the eighth nerve by tumours, meningitis 
or pressure, and lesions of the lateral side of the medulla. The deafness 
the same wherever the lesion may be, and the position of the lesion is to be 
deduced from the associated involvement of contiguous structures. Nerve 
deafness, which characterises lesions of the cochlea and its nerve, is distin- 
Serge from deafness due to middle-ear disease by the facts that hearing 

oth by air conduction and by bone conduction is diminished or lost, while 
in middle-ear deafness the hearing by bone conduction is increased. If a 
tuning-fork in vibration be applied to the forehead until it is no longer audible, 
and then presented to the ear, it will not be heard aerially in middle-ear 
disease, since the serial conduction is impaired in that condition. But in 
nerve deafness it is either not heard through the bone when the tuning-fork 
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is applied, or if heard, when it has ceased to ve audible to bone conduction, 
will still be audible when presented to the ear. This is known as Rinne’s 
test, and it is a reliable one. Weber’s test for nerve deafness consists in the 
application of a tuning-fork to the forehead in the middle line, the patient 
being asked which ear the sound comes to most. In middle-ear deafness 
the sound is heard best on the deaf side, and in nerve deafness it is best heard 
on the sound side. As a symptom of nervous disease, nerve deafness is met 
with in disease of the lateral region of the medulla, in tumours of the cerebello- 
pontal angle growing from the eighth nerve, following epidemic meningitis, 
and in syphilis of the nervous system, especially congenital syphilis. 


1. TINNITUS 


Etiology.—Tinnitus or the occurrence of persistent recurring noise referred 
to the ears may be produced by wax in the ear, by otitis media, or by any 
other condition of vascular congestion, or by inflammation in the region of 
the auditory mechanism. It occurs in those who work exposed to deafening 
noise, as in boiler-makers and riveters, and may be produced by the admini- 
stration of quinine and salicylates. It is much more frequently indicative 
of intractable disease of the cochlea, which often ends in complete deafness. 
Persistent tinnitus is a malady of adult life, the earliest cases occurring 
after puberty. It is rare for the malady to commence in old age. It begins 
insidiously, and as a rule without cause, but debilitating influences may 
precede its onset. 

Diagnosis. —The diagnosis of tinnitus presents no difficulty. A careful 
examination of the ears will discover and cause to be removed any local 
trouble in the external auditory meatus and tympanum. Moreover, these 
conditions do not give rise to persistent tinnitus with nerve deafness. 

Symptoms and Course.—The sounds commence faintly and often 
intermittently, and at first may be only perceived in stillness and silence at 
night, and later become louder and more persistent, and are often absol- 
utely continuous. The slight sounds may be low pitched, a low rumble 
like a distant wagon, or a faint murmur such as may be heard when a shell 
is held to the ear. The loud sounds are never low in tone. They may be 
humming, hissing, rushing or bell-like noises. The common simile used by the 
patient is that of a hissing kettle, of a gas jet, of a threshing machine, of a 
steam-engine, or of a room full of machinery. The same patient may have 
several sounds, sometimes successive and sometimes heard all at once. When 
the sounds are rhythmical they are usually synchronous with the pulse. 
In some of the cases labyrinthine vertigo occurs, and the attack may be 
heralded by an increasing intensity of the sound. The condition of hearing 
in patients suffering with tinnitus may vary in each case, and from time to 
time in any one case. In many cases hearing is perfectly normal, and may 
remain so for years, in spite of increasing tinnitus. One of my patients 
retained perfect hearing for over twenty years, with increasing tinnitus ; but 
the hearing rapidly declined afterwards. In many cases, however, there is 
some degree of nerve deafness on one or both sides. In the course of time 
the deafness increases even to absolute deafness, and in a few of them the 
nojses ist in spite of absolute deafness. As a rule, the noises decrease 
as deafness becomes severe. 
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Prognosis.—The prognosis is very uncertain, and in most cases unfavour 
able. in many cases the noises persist in spite of al] treatment, sometimes 
treatment secures considerable relief, and not infrequently the symptom is 
removed by treatment. 

Treatment.—In the early stages the disease may be much benefited 
by the exhibition of salicylates and iodides. As a symptom, tinnitus is 
more affected by bromides than by any other drug, and these should be given 
in doses of from 10 to 20 grains twice or three times daily. The effect of the 
bromide is sometimes increased by the addition of from 5 to 10 minims of 
tincture of belladonna. 


2. VERTIGO 


Definition.—The word “ vertigo,” which by derivation means a 
“turning,” is used to designate any movement or sense of movement or 
unsteadiness either in the individual himself (subjective vertigo) or in externa] 
objects (objective vertigo) that involves a defect, real or seeming, in the 
equilibrium of the body. It is a sensation of involuntary movement, either 
of subject or of external objects. It always involves a slight interference 
with consciousness, which, in severe vertigo, is often momentarily lost. 

ZEtiology.—Vertigo is always the result, direct or indirect, of disturbance 
of the labyrinth, vestibular nerves or cerebellum. It is commonly associated 
with vomiting and with vasomotor and secretory phenomena, such as “ cold 
perspiration.” The disturbance of the vestibular mechanism which results 
in vertigo may be set up by multitudinous causes, among which may be 
mentioned toxic states as in specific fevers, and from the administration of 
alcohol, anesthetics and morphine, irregularities of blood supply as in fainting, 
loss of blood, cardiac feebleness, Stokes-Adams’ disease, and sudden alterations 
of position and in arterial disease ; from visual or bodily disorientation as in 
diplopia, dancing, swinging, sea-sickness and train-sickness; in anemic 
states ; 1n migraine, and as an aura in epilepsy ; in diseases of the tympanum, 
labyrinth and semicircular canals; in diseases of the vestibular nerve and 
cerebellum. and in conditions of raised general intracranial pressure. 

Diagnosis.—The vestibular mechanism is closely connected functionally 
with the cerebellum, and the symptoms which result from its disturbance 
are almost identical with those resulting from lesions of the lateral lobe of the 
cerebellum, and comprise nystagmus to the side of the lesion, vertigo forced 
movements, hemiataxy and hypotonus on the side of the lesion. ‘lhere are 
two points which serve to separate the two conditions. In the first place, 
vestibular lesions are usually associated with nerve deafness, which is 
absent in cerebellar lesions, and secondly, the cerebellar symptoms are only 
marked in vestibular lesions when the condition is acute, or during acute 
exacerbations. 

Pests for vestibular lesions.—1. Barany’s caloric test is made by irrigating 
the external auditory meatus with either hot or cold water or air. With 
an intact vestibular mechanism this causes irritation of the vestibular appara- 
tus with the appearance of nystagmus or lateral] deviation of the eyes to the 
side of the irrigation. When the vestibular mechanism is impaired this test 
fails relatively or completely. 

2. If the patient be rotated either by placing him in a special rotatin 
chair, or by turning him round several times in the standing position, la 
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conjugate deviation of the eyes immediately after the rotation will show 
nystagmus in the Sppostie direction to the rotation, if the labyrinth on that 
side is intact. It will not appear if the functional activity of the vestibular 
mechanism is deficient. 


3. MENIERE’S DISEASE 


Synonym.—Labyrinthine vertigo. 

Definition.—A malady in which paroxysmal attacks of severe laby- 
rinthine vertigo occur at irregular intervals, associated with tinnitus and 
progressive deafness, and due to disease of the labyrinth of a chronic nature. 

fEtiology.—The cause of this symptom-complex has always been 
obscure, and this is not surprising since until a recent careful pathological 
examination of the labyrinth in two cases of typical Méniére’s syndrome by 
Hallpike nothing was known of its underlying morbid anatomy. Méniére’s 
original hypothesis was that hemorrhage into the labyrinth as the responsible 
factor, but is inherently improbable and lacks pathological support. Accord- 
ing to Hallpike the essential lesion is a gross distension of the endolymph 
system together with degenerative changes in Corti’s organ and the presence 
of albuminoid coagula throughout the endolymph spaces. He regards these 
changes as incompatible with an infective origin, and as probably primarily 
degenerative in nature. 

The correlation of these changes with the paroxysmal character of the 
vertigo can at present only be surmised, but Hallpike believes that the 
attacks are probably due to rapidly induced bouts of asphyxia of the laby- 
rinthine sod-orgats caused by rapid rises of fluid pressure in response to 
small volume increases in the endolymph. . 

Symptoms.—'fhe attacks set im suddenly with a buzzing noise in the 
ears, followed immediately with intense vertigo, both subjective and objective. 
The vertigo may be so intense that the patient feels he is hurled to the 
ground. He often falls as if shot; sometimes he has time to assume the 
sitting or lying position, before the vertigo reaches its height. Consciousness 
is often lost, or seriously impaired, for a few moments only. Spontaneous 
nystagmus occurs to the side of the lesion, and unilateral cerebellar signs 
on the side of the lesion. The patient becomes nauseated, and often vomits 
repeatedly. The skin is pale and covered with a clammy sweat. The patient 
lies perfectly still, and in terror lest the least movement should bring on more 
vertigo. The duration of the attack and the time taken in the recovery from 
an attack vary from a few minutes to 24 hours. Sometimes the attacks are 
excited by some sudden movement, such as coughing or sneezing, but they 
are usually without any such antecedent. They may occur during sleep, 
and wake the patient. The recovery from the attack is usually perfect, 
the vertigo disappearing ; but in some cases slight persistent vertigo remains 
between the attacks. When Méniére’s disease is persistent a slow onset of 
nerve deafness and signs of slow vestibular destruction follow, and as these 
signs deepen the attacks become less and leas severe, and finally cease when 
the functions of the labyrinth become destroyed. 

The Diagnosis of Méniére’s disease presents no peculiar difficulty, for the 
symptoms are highly characteristic, and although the attacks vary in the 
de of their severity, from a slight momentary giddiness to a sudden 
falling, with the most acute cerebellar symptoms, yet the first attack is usually 
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severe. The rapid disappearance of the symptoms is striking. Vertiginous 
attacks from all other causes must be excluded. In epilepsy consciousness 
is usually lost. In Méniére’s disease it is momentarily impaired, and there 
is no convulsion. In acute cerebellar lesions the symptoms are very like 
those of labyrinthine vertigo, but they are not transitory in a few hours. A 
careful search of the nervous system for signs of organic nervous disease 
should in every case prevent any mistake. 

Prognosis.—The outlook in Méniére’s disease is uncertain. Some cases 
go from bad to worse in spite of treatment, and progressive deafness ensuea 
with disappearance of the attacks. Many cases, however, recover perfectly 
with little or no impairment of hearing. 

Treatment.—The salicylates seem to have a definite specific effect upon 
the morbid process, and should be given in doses of 20 grains thrice daily. 
In the form of aspirin they may be even more beneficial from the sedative 
effect of the latter drug. The bromides have a wonderful effect in relieving 
the symptoms, and in averting the attacks, to the extent that it may be 
said that labyrinthine vertigo may be almost diagnosed by the beneficial 
effect of bromides upon it. They should be given in doses of from 10 to 20 

ains three times a day. Syphilis must be excluded, and if present, treated. 
unter-irritation of the mastoid region has been recommended, and can 
certainly do no harm. 


THE NINTH OR GLOSSOPHARYNGEAL NERVE 


Lesions of this nerve involve loss of taste over the posterior one-third of the 
tongue with some unilateral paresis of the pharynx. It is rarely involved 
alone; but, with the other nerves taking origin in the neighbourhood, by 
tumours of the lateral region of the medulla. 


THE TENTH OR VAGUS NERVE 


This nerve is a mixed nerve. The motor fibres supply the voluntary 
muscles of the soft palate (except the tensor palati), pharynx and larynx in 
conjunction with the accessory fibres, and the non-striped muscles of the 
respiratory and alimentary tracts. 

The sensory fibres of the vagus supply the respiratory tract, the pharynx 
and csophagus. Its visceral fibres supply the lungs, heart and abdominal 
viscera. No sensibility seems to be supplied to the abdominal viscera by 
this nerve, since with division of the spinal cord above the offshoot of the 
splanchnic nerves all sensibility in the abdomen is lost. 

Lesions OF THE VaGus.—The important signs of lesion of this nerve and 
its nuclei are pharyngeal and laryngeal paralysis and loss of sensibility. 
Symptoms indicative of lesions of its complicated and mysterious visceral 
supply are neither well marked nor well understood, and in unilateral lesions 
seem to be entirely absent ; they are therefore not considered. 

Lesions of the vagus in the medulla are common. Syringomyelia, when 
affecting that region, usually involves the nucleus ambiguus, causing unilateral 
et he palate, pharynx and larynx. Thrombosis of the posterior inferior 
cerebellar artery which supplies that region of the medulla containing the 
nucleus ambiguus is likely to produce vagus paralysis of the same side. Pro- 
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gressive muscular atrophy, in the form of progressive bulbar paralysis, 
may effect its cells, as do often polyneuritis and lethargic encephalitis and 
rabies. Lesions of the nerve roots often occur from tumours of the lateral 
region of the medulla, and growths outside the medulla from nerve roots and 
meninges, and here the lesion of the vagus roots is associated usually with 
those of the glossopharyngeal, spinal accessory and hypoglossal. the 
neck perforating wounds and growths may implicate the nerve, and in the 
thorax tumours, particularly aneurysms and new-growths, are apt to cause 
paralysis of the muscles supplied by its recurrent branches. 

nilateral pharyngeal paralysis.—This is characteristic of all unilateral 
lesions of the vagus high up. It is recognised by the low-lying motionless 
palate and the loss of sensibility of one side of the pharynx, with loss of 
the pharyngeal reflex on that side. There is no impairment whatever of 
deglutition. 

Bilateral pharyngeal paralysis.—This results from nuclear lesions of 
the nucleus ambiguus on either side, and is common in diphtheria, poly- 
neuritis, myasthenia gravis and progressive muscular atrophy. The whole 
palate is low and paretic or paralysed, the voice is nasal, there is nasal re- 
gurgitation of liquids, the cheeks cannot be forcibly blown out, and there is 
difficulty in pronouncing final “ b” and “‘ g,” the words “rub” and “ egg ” 
becoming “‘rum ”’ and “ enck.”’ 

Total untlateral laryngeal paralysis.—Since the superior laryngeal nerve 
which supplies the cricothyroid muscle, which is the chief tensor and adductor 
of the vocal cords, is given off high in the neck from the ganglion of the trunk 
of the vagus, it follows that total paralysis of the larynx on one side can only 
result from a lesion of the vagus, between the ganglion of the trunk and the 
nucleus ambiguus in the medulla. The vocal cord on the paralysed side is 
motionless in the cadaveric position—that is, midway between abduction 
and adduction. The larynx is insensitive on the same side. There is some 
loss of tone of voice but no stridor. 

Unilateral abductor paralysis or recurrent laryngeal paralysts.—This occurs 
from all lesions of the trunk of the vagus below the ganglion of the trunk, 
and from lesions of the recurrent laryngeal branch. The vocal cord on the 
side of paralysis lies close to the mid-line. It fails to abduct on taking a deep 
breath. There is no change of voice; but there may be slight stridor on 
inspiration—the sensibility of the larynx is not affected. 

Bilateral abductor paralysis.—This condition is most commonly seen in 
the earlier stages of nuclear laryngoplegia, and is most often met with in 
tabes, sometimes in bulbar paralysis, and we have seen it in disseminated 
sclerosis. It occurs also in bilateral lesions of the recurrent laryngeal nerves 
in the thorax, which may occur from aneurysm and new-growths. It is the 
most dangerous form of laryngeal palsy, as the vocal cords cannot be abducted 
from close to the middle line, and they tend to open during expiration, but to 
suck together during inspiration, and for this reason may cause death from 
asphyxia, or necessitate laryngotomy. 


THE ELEVENTH OR SPINAL ACCESSORY NERVE 


This nerve may be caught with the vagus by lateral lesions outside the 
medulla, or by lesions in the region of the jugular foramen; but it is more 
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often damaged by injuries to the neck, and by operations for the removal 
of cervical glands. The spinal accessory nerve, as it crosses the posterior 
triangle of the neck, is very liable to injury, either from blows or from sudden 
strains, and most of the isolated trapezius palsies are due to local neuritis 
of the nerve trunk, so arising. Paralysis and wasting of the sternomastoids 
is conspicuous in most cases of myotonia atrophica. That of the trapezius 
is often conspicuous in the facio-scapulo-humeral type of myopathy. Both 
muscles are commonly affected in progressive muscular atrophy. 

When the sternomastoid is paralysed there is neither weakness com- 
plained of, nor deformity, nor peculiar attitude of the neck, other muscles 
compensating for its paralysis. The muscle does not harden when turning 
the head to the side opposite the paralysis, and its reaction to faradism is 
diminished or lost. 

Paralysis of the trapezius, on the other hand, causes great disability in 
raising the arm above the horizontal level of the shoulder and also difficulty 
in shrugging the shoulder or approximating the scapula to the middle line 
behind and therefore also in carrying the extended arm backwards. It 
produces a very ugly deformity, for the scapula unsupported by the trapezius 
rotates so that the superior internal angle appears as a hump in the slope of 
the neck above the clavicle, and there is also winging of the angle of the 
scapula with the axillary border of that bone horizontal. This paralysis of 
the trapezius may be confused with that of the serratus magnus, for in both 
winging of the angle of the scapula is marked. In trapezius palsy, however, 
the deformity is much more marked, the scapula is farther away from the 
spine, and is much more rotated. Tests for the movements of these two 
muscles and the faradic excitability should prevent any confusion. 


COMBINED LESIONS OF THE NINTH, TENTH, AND ELEVENTH 
NERVES 


No account of the glossopharyngeal, vagus and accessorius nerves 18 
complete which does not consider their clinical interrelationships. Not only 
are they closely associated in part of their aah pr course, but their central 

igins are very intimately connected. It is therefore not surprising that in 
both central and ick Sr nervous lesions two or more of them may be 
involved. A number of characteristic syndromes have thus been observed 
and described. We may classify these according to whether the causative 
lesion is intramedullary, or extramedullary (at the base of the skull, or in 
the neck). 

I Salas lesions include thrombosis, nerve cell degeneration (chronic 
bulbar palsy), and syringobulbia ; and its component symptoms (syndrome 
of Avellis) are unilateral paralysis of the palatal, pharyngeal and laryngeal 
muscles, with a crossed hemianwsthesia of syringomyelic type (for pain and 
temperatures). 

At the base of the skull injuries or new growths involving the jugular 
foramen may give rise to Schmidt’s syndrome: unilateral paralysis of pharyn- 
geal, laryngeal, palatal, sternomastoid and roy ST catisales ; or to Jackson's 
syndrome, in which a hypoglossal palsy may be added to those of the above 


syndrome. 
Injuries high im the neck may produce Tapia’s syndrome (first described 
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in bull fighters from penetrating wounds caused by the bull’s horn), which 
consists in unilateral paralysis of the vocal cord and tongue, the palate 
being intact. 


THE TWELFTH OR HYPOGLOSSAL NERVE 


The nerve supplies all the muscles of the tongue, both intrinsic and 
extrinsic. 

Unilateral lesions of the hypoglossal nerve are usually the result of tumours 
in the lateral region of the edge or local lesions just lateral to the medulla, 
and catching the nerve roots. Hemiatrophy of the tongue is perhaps more 
commonly seen in tabes than in any other condition. A hemiatrophy also 
occurs in cases of facial hemiatrophy, where the lower distribution of the 
fifth nerve is the region affected ; but this variety does not involve paralysis 
of the tongue. Spastic paralysis of the tongue, with well-marked dysarthria 
and dysphagia, occurs in double hemiplegia and amyotrophic lateral sclerosis. 
Atrophic paralysis of the whole tongue, with exactly similar defects of 
articulation and swallowing, occurs when the hypoglossal nuclei are affected, 
and is commonly seen in progressive bulbar paralysis and sometimes in 
polyneuritis and myasthenia gravis. The sole physical sign of a lesion of 
one hypoglossal nerve is atrophic paralysis of one side of the tongue with 
loss of faradic excitability. The affected side of the tongue shrinks and comes 
in the end to consist solely of mucous membrane, fibrous tissue and glands. 
The tongue becomes sickle-shaped, with the concavity on the paralysed 
side. There is little impairment of movement, and no defect of articulation 
from a unilateral lesion. 

The treatment is that of the condition causing the paralysis. 


TRIGEMINAL NEURALGIA 


Synonym.—Tic Douloureux. 

Definition.—A disease of the fifth cranial nerve, in which no definite 
morbid changes in the nerve have been discovered, and in which no loss of 
function, either motor or sensory, occurs in the distribution of the nerve. 
The chief feature of the malady is the occurrence of pain of varied intensity 
which tends to be paroxysmal, and is often excruciating. Tenderness over 
the branches of the fifth nerve is always present during the bouts of pain, 
and when the third division of the trigeminal nerve is affected there is 
conspicuous unilateral furring of the tongue when pain is present. 

Etiology.—The malady is first met with at the age of puberty ; it is not 
seen in childhood. In the earlier years of adult life it is often a mild and 
curable condition, though notable exception to this rule may occur; but as 
age advances, and especially after the age of 50 years, it tends to be increas- 
ingly severe and intractable by any measures save those for the destruction 
of the affected branch of the nerve, or of the Gasserian ganglion. No causal 
factors can be adduced. The sexes are equally affected. It is much more 
common in cold and damp climates than in southern and dry countzies. 
Any debilitating influences, such as overwork, general ill-health and specific 

~~, especially influenza, may preceded the onset of the malady. 
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- Symptoms.—The chief feature of the malady is pain, which may be 
general throughout the area of distribution of the nerve, but which is more 
commonly confined to one of the three divisions of the nerve and often to 
one branch of a division. It is characteristic for the pain of neuralgia to 
commence locally, and subsequently to spread in each attack and gradually, 
in the course of the disease, permanently to invade a larger area. Two 
different kinds of pain occur, the sharp and paroxysmal, and the dull and 
continuous pain. The paroxysmal pains are sudden in onset and in cessation. 
They have a lightning-like character, and are described as piercing, knife- 
like, or as if the affected region were penetrated by red-hot wires. Often 
quite spontaneous, these pains may be Sought on by touching the surface, 
by a cold draught, by movement of the face and jaw, or by the act of 
swallowing, and in this last condition mastication and deglutition may 
become so difficult as to render feeding the patient a matter of great anxiety. 
When the paroxysms are occurring in a severe case the patient remains for 
& period, which may be from a few minutes to several hours, paralysed under 
the fear of the pain, unable to move a muscle lest a spasm more dreadfnl 
then the last should occur. The paroxysmal pains are usually followed, if 
severe, by a more lasting dull continuous pain often of a boring character, 
and sometimes such pain becomes absolutely continuous. The skin over 
the affected region is sore and tender after the paroxysm, and the patient 
may be unable to bear brushing the hair or shaving the face. The pain 
may be of every degree of severity, from mild momentary starts to con- 
tinuous incapacitating pain, interrupted only by excruciating attacks of 
agony which render life a piteous burden. The distribution of the pain 
may be anywhere or everywhere in the distribution of the trigeminal nerve. 
The lightning-like onset of the agony often causes convulsive spasm of the 
face and of the body and limbs, and from this feature the names “ tic 
douloureux,”’ ‘‘ spasmodic neuralgia,’ and “ epileptiform neuralgia ’’ arose. 
The tender points of Valleix are constantly present during the attack, and 
for some little time after. When the first Neision is affected, the tender 
points are found above the supra-orbital notch, over the external angular 
oo on the upper outer aspect of the nose, and on the globe of the eye. 

en the superior maxillary division is affected the chief tender point 1s 
over the infra-orbital foramen, while other points may be found over the 

ints of exit of the temporo-malar nerves and in the roof of the mouth. 

en the third division of the nerve is involved, the chief tender points 
are over the mental foramen, the side of the tongue, and just in front of the 
external auditory meatus. When the third division is affected, unilateral 
furring of the tongue, which always occurs when the pain is present and 
which does not seem to occur with organic lesions of the fifth nerve, nor 
constantly in any other malady except neuralgia, is seen. Vasomotor and 
secretory disturbances are common. During the paroxysms, tears and 
saliva may flow in abundance. The trophic changes which have been de- 
scribed in the skin are usually the result of rubbing during attacks of pain, 
or of the application of heat or liniments. Local greying of the har, 
however, does undoubtedly occur. The clinical picture of trigeminal 
neers is completed with varying degrees of general physical ill-health, 
mental apathy and depression, which occur in proportion to the sn trap 
and severity of the attacks, the presence of continuous pain, the ability to 
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take food and to sleep, and the possibility of taking any interest in life. 
It is surprising in England how few of the sufferers from severe neuralgia 
become habitual drug-takers. 

Course.—In patients under the age of 40 years the malady is often tran- 
sient and is completely and permanently recovered from, though even at 
this age cases occur which are only amenable to surgical interference. But 
when the malady commences after the age of 40 years, it is the rule for it 
to become progressively worse. The paroxysms become more severe, and 
occur at shorter and shorter intervals, continuous pain sets in, sleep and the 
taking of nourishment become difficult, and useful life becomes more and 
more restricted. 

Diagnosis.—There should be no difficulty in making a correct diagnosis 
if proper care be taken. In the first place, all local cause for pain in the 
peripheral distribution of the trigeminal nerve should be excluded. The 
teeth should be most carefully examined and the jaws skiagraphed for any 
concealed disease, which should be put right if preseut. Organic disease 
of the fifth nerve can be excluded by the facts that such disease cannot long 
exist without signs of loss of function, which never occur in neuralgia. 
Diminution of sensibility, which is first marked perhaps by increased toler- 
ance of the conjunctiva and cornea to touch, and weakness of the muscu- 
lature with deviation of the chin on opening the jaw, and diminution of taste 
are certain signs of a local organic lesion. Moreover the pain of neuralgia, 
with its lightning onset and cessation, is hardly imitated by any pain of 
organic origin. Ocular conditions, such as glaucoma, which may give rise 
to agonising pain, can hardly be mistaken for neuralgia. 

Treatment.—Having in the first place seen that all possible causes of 
local irritation in the region of distribution of the fifth nerve are absent, 
or, if present, adequately dealt with, it is essential to improve the nutrition — 
and general physical health with tonic, dietetic and hvgienic treatment, 
and such remedies alone will often cure slight cases. It is important to 
remember that in its early stages, the malady shows complete remissions of 
long duration. These remissions do indeed tend to become shorter after 
some years, but their occurrence suggests that in planning treatment it is 
essential to consider the circumstances of each individual case. Thus, if a 
patient who may be expected to enjoy a long period of freedom from pain 
can be tided over the present attack by medical means, it is clearly not wise 
to give an alcohol injection. This confers a long period of “ cover ” from 
pain which the patient will probably not require, and the premature recourse 
to injection means that in the end more injections may be called for than 
would otherwise have been needed. 

_ With this qualification, treatment may be undertaken on the following 
lines ; Tr. gelsemii in doses of from 10 to 20 minims thrice daily is an admirable 
remedy, and arsenic is a useful adjuvant. All the analgesic antipyretics 
of the coal-tar series are of great value, not only as immediate relievers of 
poms but also as curative agents, and among these aspirin is most important. 

cases where malaria has been recently present, quinine should never be 
omitted. In very severe cases, and when operation is to follow, morphine 
18 an invariable temporary relief to the pain. But if persisted in, the bene- 
ficial effects of moderate doses soon disappear. In every case except in 
old subjecta, a thorough trial of the above treatment should be made over a 
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sufficient period to make a competent judgment of its efficiency or inefficacy, 
as the case may be. When failure is met with, and in old subjects, who 
will be found to respond little if at all to such treatment, operative relief 
should be sought. In the first place, the injection of alcohol should be 
performed, and if this fail, as it sometimes does, on account of anatomical 
esa re of the individual, recourse should be had to the operation for 

ividing the fifth nerve proximal to the Gasserian ganglion. The permanence 
of the effect of alcohol injection varies, sometimes lasting relief is obtained ; 
more often, after a period which varies from months to years, some return 
of the pain occurs. It is, however, a most difficult procedure for the operator, 
and requires great skill and experience. While absolutely devoid of risk 
in skilled nands: alcohol injection should never be undertaken by one who 
has not special training in its performance. The radical operation produces 
final cure. 


GLOSSOPHARYNGEAL NEURALGIA 


Definition.—A comparatively rare form of neuralgia within the dis- 
tribution of the glossopharyngeal nerve. It is strictly comparable with 
trigeminal neuralgia in the quality and severity of the pain, its paroxysmal 
incidence, the remissions in its course, its provocation by special stimuli, 
and finally by the absence of any discoverable lesion in, or loss of function 
of, the nerve. 

ZEtiology.—Nothing is known of its etiology. It is most frequently 
seen in middle-aged or elderly males. A symptomatic neuralgia of the 
same distribution is occasionally found in cases of carcinoma of the tongue 
in which the growth invades the faucial region. 

Symptoms.—When fully developed, the malady consists in paroxysms 
of shooting pain of great severity in the region of the throat and ear. The 
exciting stimulus is commonly the act of swallowing. But just as in tr- 
geminal neuralgia the pain may at first be confined to a single branch of 
this nerve, so in glossopharyngeal neuralgia, the pain may for long be con- 
fined to the tympanic branch, the pain being felt deep in the ear. This 
pain does not spread to the pinna. In other cases, pain in the faucial region 
predominates, the pharyngeal branches being affected. As in trigeminal 
neuralgia, the patient may enjoy long intervals of freedom from pain. Durin 
a paroxysm the patient screws up his face and may hold his head in his han 
as does the subject of trigeminal neuralgia. 

Diagnosis.—The presence of neuralgic pain of great severity, provoked 
by the act of swallowing, and in its general characters and behaviour re- 
sembling the very familiar and characteristic paroxysms of trigeminal 
neuralgia, but differing from these in its restriction to the ear and throat, 
occurring also in the absence of objective signs of @ lesion of the cranial 
nerves: these i beat are the features which make a diagnosis of glosso- 
agra ye possible and easy. 

reatment.—In the early attacks, the same forms of medication em- 
ployed in trigeminal neuralgia may be employed. If the peu does not 
respond to these, then surgical measures are called for. The tympanic 
branch of the nerve leaves the main trunk within the skull, so that when 
pain in the ear is present an intracrania] section of the glossopharyngeal 
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nerve is necessary. On the other hand, when |g is confined to the dis- 
tribution of the pharyngeal branches, division of the nerve high in the neck 
ia adequate. But intracranial section appears to be the operation of choice. 


FACIAL HEMIATROPHY 


Synonym.—Parry-Romberg syndrome. 

Definition.—A peculiar malady contined to some part of the distribution 
of the trigeminal nerve, or rarely extending from thence on to the area of 
sensory distribution of the upper four cervical nerves. It is characterised 
by @ progressive atrophy of all the tissues, skin, subcutaneous tissue, muscle 
and bone, without sensory loss or paralysis. It comes to an arrest after a 
few years. No pathological condition has been discovered to account for 
the atrophy. 

The disease may commence in childhood even as early as the second year, 
but it is most commonly started in early adult life. Females are much more 
often affected than males. 

Symptoms. —'I'he atrophy may be distributed over the whole area of the 
supply of the trigeminal nerve, or, as is more usual, may be confined to one 
or more of its branches. In general atrophy, a gradual diminution in the 
bulk of the whole side of the face is the first indication of the disease. When 
the disease is confined to one of the three great divisions of the nerve, the 
atrophy usually commences in one spot, commonly on the cheek just below 
the malar bone, where the skin becomes thin and pale from loss of pigment, 
and the down falls out. The submalar fat disappears, leaving an unsightly 
hollow. The atrophy spreads to the side of the nose, where the cartilages 
and bones become gradually smaller. The jaws gradually decrease in size 
upon the affected side, until they are too small to hold the teeth, which are 
actually pushed out by the decreasing size of the tooth sockets. The half 
of the tongue upon the affected side decreases in size, and thereby is rendered 
sickle-shaped. Even the eye may be remarkably lessened in size. The 
upper part of the first division of the fifth does not seem so liable to involve- 
ment, for it is rare to see any diminution of the size of the forehead. or dropping 
out of the hair of the scalp. The atrophy not uncommonly affects the ear. 
The skin in the end becomes very thin and parchment-like. 

Treatment.—The only treatment is cosmetic, to improve somewhat the 
appearance of the face, by the injection of semisolid paraffin, to replace the 
fat and fill the unsightly submalar hollow. 


THE SIGNS OF LOCAL LESIONS WITHIN THE SKULL AND BRAIN 


_ Owing to the complete inaccessibility of the central nervous system to 
direct examination by any method comparable with those in use in the 
case of the viscera, the clinical localisation of disease within that system must 
necessarily depend upon the study and interpretation of disorders of function 
iM tissues innervated by the nervous system. Many bodily functions have 
& localised representation in the brain and in the spinal cord. It must be 
remembered, however, that in clinical diagnosis we are concerned not directly 
with the localisation of functions within the nervous system, but with some- 
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thing rather different, namely, the localisation of symptoms of lesions. A 
simple example will serve to make this distinction clear. In a case of uni- 
lateral ataxy of movement, our object is to locate the lesion which by damag- 
ing some part of the nervous mechanism has allowed ataxy to develop. We 
a decide from our examination that this lesion is within the cerebellum, 
and we conclude that a destructive lesion of this organ is followed by ataxy. 
This ataxy is clearly produced by the activity of the intact remaining parts 
of the brain, working without the co-operation of the cerebellum. in this 
instance we have not localised any ‘‘ function” of the cerebellum ; we have 
simply localised the symptom following a lesion of this organ. Nor can we 
conclude that one of the functions of the cerebellum is to prevent ataxy, the 
fact being that the functions of this organ are still very imperfectly under- 
stood. Nevertheless, the localisation of symptoms of cerebellar lesions can 
be performed with reasonable accuracy. 

his brings us to a brief consideration of the ways in which lesions within 
the nervous system may disturb its functions. The functions of a region of 
the brain that is directly involved in a disease-process may be deranged in 
either of two ways. They may be stimulated to overaction, or they may be 
impaired or destroyed. We may thus speak of “ irritative” or excitatory 
symptoms on the one hand, and of paralytic symptoms on the other. A Jack- 
sonian fit is an example of the first; a hemiplegia of the second. Further, 
although there is some measure of localisation of topographical and of func- 
tional representation within the brain, normally this organ works as a whole 
and derangement of the functions of one region may derange the functions of 
the whole, as we have already seen illustrated in the case of cerebellar ataxy. 
There is another way in which such general disturbance may follow a local 
lesion, and that is by what is known as diaschisis or shock. We see this mode 
of disorder in the coma which accompanies a cerebral hemorrhage. In this 
state the cerebral hemispheres are for the time being out of action, even those 
parts that are not actually damaged by the lesion. Such shock symptoms are 
necessarily transient. A final group of symptoms are those we speak of as 
“* velease symptoms.’ When the coma of the hemiplegic subject has passed 
off, he is left with paralytic symptoms, namely, the hemiplegia. In a few 
weeks the caratyeed: limbs become spastic, their tendon jerks increase, and 
clonus makes it appearance. These symptoms of persistent overaction of 
nervous mechanisms freed by the lesion from the normal control of higher 
mechanisms, are what we refer to when we speak of release symptoms. 
Such symptoms may persist for years and may in some instances entirely 
dominate the clinical picture. But the practical task of localising lesions is 
sometimes even more complicated than this analysis of disorders indicates. 
The degree of disturbance of function produced by any lesion depends also 
on temporal factors. A suddenly arising lesion, such as an arterial occulsion 
or a hemorrhage, or a direct injury is apt to produce a much more severc 
and widespread disorder of brain function than a slowly developing lesion. 
Thus, the intracranial cavity may come to accommodate a large new growth 
which compresses and markedly deforms the brain without giving rise to any 
subjective discomforts or disabilities, or to any abnormal physical signs dis- 
coverable on examination. Again, it is known that a ahreuis cerebral or 
cerebellar abscess is commonly present for some weeks before it reveals its 
presence by signs or symptoms, This is its period of clinical latency. Finally, 
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a tumour within the brain, while it may give rise to symptoms of a general 
rise of intracranial tension, such as headache, papilleedema and sickness, may 
ield on examination no localising signs, and this not necessarily because it 
is in what is known as a “silent area ” of the brain. Or, it may cause but a 
minimal disturbance of local function even when large regions of known and 
specific function are directly involved. Finally, we have to take into con- 
sideration that space-occupying lesion within the skull or brain may come 
ultimately to produce indications of local disorder of function in parts of the 
brain remote from the lesion. These may be spoken of as false localising signs. 
From what has been said it will be apparent that at least two factors 
determine the symptoms associated with disease within the brain, namely, 
(i) the localisation of the lesion, and (ii) the nature of the lesion. The latter 
determines its rate of development, its stimulating or paralysing effects upon 
the nervous tissue, and its capacity for producing remote effects. 

Hence it is that the localisation of a lesion within the brain (the topo- 
graphical diagnosis) and the determination of its nature (the pathological 
diagnosis) are frequently something more than a simple essay in applied 
anatomy and physiology, and that complete diagnosis calls also for a know- 
ledge of the natural history of the different disease-processes, that is, for 
clinical experience. In this chapter we must be content with a brief con- 
sideration of the signs upon which we depend for the localisation of symptoms. 
We may take first the various regions of the brain, and secondly, since we 
have to deal not only with lesions within the brain, but also with all lesions 
within the skull, that may be outside the brain, we will consider the symptoma- 
tology peculiar to lesions in the three cranial fosse. 


THE CEREBRAL HEMISPHERES 


General lateralising signs.—A lesion within or involving one hemisphere 
may reveal by the signs it produces whether it is right- or left-sided without 
affording further localising information. Such signs are unilateral diminution 
or absence of the abdominal reflexes, a unilateral extensor type of plantar 
response, and a just perceptible unilateral paresis of movements of the lower 
part of the face. 

The frontal lobes.—These include that part of the hemisphere anterior to 
the ascending frontal convolution. The lesions to be met with in this region 
include tumour, abscess and thrombosis of the anterior cerebral artery, the 
last named being comparatively rare. 

The syndrome of the anterior cerebral artery consists of spastic weakness of 
the crossed lower limb with the appropriate changes in the reflexes, sometimes 
a slight degree of weakness of as crossed face and arm, sometimes forced 
gtasping and groping in the arm of one or both sides, and apraxia of the left 
arm. There may also be some mental obfuscation. 3 

Lhe syndromes of frontal lobe tumour vary according to the rapidity of 
development of the tumour and under other factors not fully iridaretood. 
As a rule an early, if not the initial, symptom is a change in the patient’s 
mental state. He becomes apathetic and tacking in initiative. The associa- 
tion and flow of ideas tends to fail. He sits about idly. He is apt to permit 
the unhindered passage of urine and even of faces, and to be totally indifferent 
to and unaware of the social embarrassments such conduct involves. This 
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form of “ ineontinence ” is in fact a diagnostic symptom of great value in 
frontal lobe lesions. Rarely, the patient develops an abnormal facetiousness 
and euphoria—the so-called ‘‘ Witzelsucht.”” Movement is disordered by the 
development of apraxia, and sometimes by that of forced grasping and grop- 
Ing, another useful sign of frontal lobe involvement, though it must be 
admitted one occasionally seen in lesions elsewhere in the cerebral hemi- 
spheres, as in a case under the care of the present writer in which bilateral 
grasping and groping and forced sucking were prominent features, the lesion 
being found at necropsy to be a bilateral degeneration of the thalamus. 
Nevertheless, this sign is an important one. It has been analysed by Walshe 
and Robertson into two components: (1) Volitional grasping movements 
made by the conscious patient when some object is felt by him in his palm 
or is seen by him to approach his hand. These movements wane and cease 
when consciousness is failing, or when attention is defective. (2) A true tonic 
reflex grasp of any object held in the hand, if this object be so pulled away 
by the observer (or by the patient with his other hand) so as to put the 
flexors of the fingers on the stretch. The flexors tighten as the pull is main- 
tained and may become of great force, so strong indeed that sometimes the 
patient can be pulled out of the bed by this involuntary grasp which he is 
unable voluntanly to relax. This reflex may persist even though conscious- 
ness be lost. If the orbital lobule be involved, there may be bilateral anosmia 
and even direct pressure upon one optic nerve. These two symptoms will be 
further considered in connection with the syndrome of the anterior fossa of 
the skull. The tumour being an expanding and space-occuping lesion may 
when in this situation lead to the appearance of slight crossed hemiparesis, 
and when left-sided may be accompanied by motor or “ expressive ’’ aphasia. 
When, in the case of tumour, the corpus callosum is involved, the patient 
becomes completely apathetic and silent and immobile, displaying no 
initiative of any kind. 

Syndromes of the central region (region of the “ motor cortex.”’)—Hemiplegia 
is the characteristic paralytic manifestation of a lesion, Jacksonian fits of an 
“irritative ” lesion. Such a fit may be followed by transient hemiparesis, 
and in the case of tumour by a slowly progressive and permanent hemiplegia. 
Local involvement of some part of this region will affect face, arm or leg 
predominantly according to its situation. 

Conjugate deviation of the head and eyes may be met with, away from the 
side of the lesion, if this be irritative, as at the commencement of an apoplexy, 
or of a local fit, or towards the side of the lesion if the lesion be paralysing. The 
two forms of conjugate deviation often follow the one after the other, from 
the same lesion which is at first exciting and afterwards paralysing. Con- 
jugate deviation of the head and eyes is seen with acute lesions rather than 
with those of slow development. The more deeply the lesion extends into 
the sublying white matter, the more does it tend to produce an extensive 
hemiplegia, since the pyramidal fibres converge from the cortex towards 
the capsule. Loss of localisation to sensory stimuli is not infrequent from 
simultaneous involvement of the neighbouring post-central convalutions. 

Parietal lobe.—A characteristic series of pacet hl disorders may mark 
the presence of a lesion in this region. These include defective localisation 
of tactile stimuli, defective appreciation of two simultaneous eontacts 
(Weber's compass test), defective appreciation of three dimensional space 
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(t.¢. of size and form). There is, in addition, defective power of differentiating 
varying intensities of stimulus (painful or thermal), and a ready fatigue 
of sensory functions. The simple recognition of painful and thermal stimuli 
may be telatively intact. It will be seen that the defects in spatial dis- 
crimination which result from these modes of sensory loss lead to that 
inability to recognise and identify objecte held in the hand, or to describe 
their size, shape or texture, which is known by the name of astereognosis. 
The appreciation of active movement and passive position is apt to be faulty, 
and some ataxy may result therefrom. Trophic changes may be observed 
in the periphery of the limbs, and lesions in this situation seem to be re- 
sponsible for the arrest of growth which is seen in cases of infantile hemi- 
plegia. Jacksonian attacks, consisting of a peripheral sensory aura, some- 
times followed by convulsions, occur. These localismg signs are confined 
to the opposite side of the body. 

Occiqmntal lobes.—Lesions of the cuneus and region of the calcarine fissure 
on the mesial aspect of the occipital lobe result in hemianopia of the opposite 
field, but central vision escapes. Gordon Holmes has found that if the 
lesion is imited above the calcarine fissure a quadrantic hemianopia of the 
lower field results, and if the lesion is below the calcarine fissure the quad- 
rantic hemianopia resulting is of the upper field. Since central vision is 
represented at the posterior pole of the hemisphere, a lesion of the posterior 
pole causes central hemianopic scotoma, vision in the periphery of the field 
remaining intact. Consequently a bilateral lesion of both posterior poles 
will result in bilateral central scotoma, and a bilateral lesion of the calcarine 
region will produce blindness of both peripheral fields, central vision remaining 
intact. If the lesion extends deeply into the occipital lobe so as completely 
to sever the optic radiation to the occipital cortex, complete hemianopia, 
affecting both the central and peripheral part of the visual field, will occur. 
The hemianopias resulting from lesion of the occipital lobe are distinguished 
from those due to lesion of the optic tract by the fact that in the former 
the pupil reacts to light thrown on to the blind part of the field (Wernicke’s 
hemianopic pupil phenomenon). On the outer surface of this lobe, a lesion 
extending deeply on the left side may sever the connection of the visual 
centres with the speech centres, and so produce word-blindness. Such a 
lesion is usually situated at the junction of the left occipital and temporal 
lobes. Jacksonian attacks are often of great value in occipital localisation, 
and take the form of visual hallucinations, often accompanied by transient 
hemianopia. 

Lemporal lobe.—The uncinate and hippocampal regions of this lobe are 
the cortical seats for taste and smell, and the localising symptoms which are 
rarely absent when lesions in this region exist are Jacksonian attacks in the 
form of hallucinations of taste and smell, nearly always of an unpleasant 
nature. The hallucination is often immediately followed by a “ dreamy 
stare,” during which smacking movements of the lips, or champing movements 
of the jaw, or spitting may occur. Experience seems to prove that all highly 
organised hallucinations, whether auditory, visual or psychic, when occurring 
from organic lesion of the brain, point to a lesion in the uncinate region. 

he senses of taste and smell are not lost from a unilateral lesion of this 
Tegion, since they are bilaterally Ai hese in the cerebral hemispheres. 
The outer surface of the temporal lobe is concerned with hearing, but from 
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the complete semi-decussation of the auditory path, unilateral lesions 
never produce detectable deafness. On the left side, however, the temporal 
lobe is concerned with speech, and destruction results in serious disorder of 
speech functions. Inasmuch as lesions of this region are situated far forward 
toward the insula, they result in “ verbal aphasia,” or towards the centre of 
the convexity of the temporal lobe, in amnesia, or lack of recall of words 
and “ word-deafness,” while if towards the posterior limita of the lobe they 
produce “ word-blindness ” from severance of the visual path to the speech 
region. Deeply seated lesions isolating the speech region trom the incoming 
auditory path produce jargon aphasia. Jacksonian attacks, consisting of 
auditory hallucinations, which may or may not be followed by aphasia or by 
convulsions, may occur. Extensive lesions of the left temporal lobe cause 
much mental impairment. On account of the wide excursion which the optic 
radiation makes into the deep part of the temporal lobe in its course from the 
thalamus to the cuneus, homonymous hemianopia, especially of the upper 
uadrants, is very common in deep-seated lesions of the temporal lobes. 
he occurrence of incontinence of sphincters of 8 mental type is occasionally 
seen in some cases. When lesions extend deeply there may be a paresis of 
the opposite face for emotional movements, out of all proportion to the loss 
of volitional movements. 
Internal capsule.—In this region, the chief motor tract is condensed into 
@ small space, and is situated immediately in front of a narrowly localised 
sensory tract, while not much farther, posteriorly, the visual path enters the 
thalamus. Lesions of this region therefore produce severe ad widely-spread 
hemiplegia of the opposite side, often associated with hemianesthesia and 
not infrequently with hemianopia of the opposite side. From the proximity 
of the thalamus and corpus striatum, there is often involvement of these 
structures in a capsular lesion, with appearance of the characteristic, spon- 
taneous involuntary movements and sensory loss. 


BasaL GANGLIA 


Optic thalamus.—A very characteristic clinical picture results from de- 
struction by thrombosis of this structure which is termed the “thalamic 
syndrome ” of Dejerine and Roussy ; there is hemiparesis with spontaneous 
involuntary movements of the opposite side, which may be of the nature 
of tremor, intention-tremor, choreic, athetotic, dancing or irregular move- 
ments. Most post-hemiplegic involuntary movements are due to a lesion 
of the thalamus. In addition, there is hemianesthesia, often with a charac- 
teristic hyper-sensitivity to aggressive stimuli, such as tickling, cold water, 
etc., which may produce agonising distress. Sometimes spontaneous, 
constant and unrelievable pain occurs on the opposite side. Emotional 
movement of the opposite face may be impaired much more than is volitional 
movement. The thalamic syndrome is not invariably, or even commonly, 
seen when the lesion is a tumour. In this case, as Smyth and Stern have 
pointed out, the symptom-complex varies according to whether the growth 
primarily arises in this structure or invades it from its lateral aspect. In 
the former case they arise in the sub-ependymal glia and spread laterally. 
They are characterised by early mental deterioration, with conjugate ocular 
palsies. Sensory changes are absent or only terminal in appearance. In 
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the case of tumours secondarily invading the thalamus from its lateral side, 
sensory changes of the order described under the “thalamic syndrome ” 
of Dejerine and Roussy, Head and Holmes, are seen. 

Corpus striatum.—Little is certainly known of the symptomatology of 
focal lesions of this structure, and the various syndromes (tremor-rigidity, 
athetosis) which have been described are associated with diffuse lesions 
involving other parts of the cerebral hemispheres in addition to the corpus 
striatum. However, a local lesion (thrombotic) in a neighbouring mass of 
grey matter, the corpus subthalamicum, or corpus Luysii, is followed by 
violent unilateral choreiform movements, the so-called apoplectic chorea. 

Region of the fale cerebri.—Lesions of this structure are likely to affect 
both hemispheres equally. Tumours opposite the paracentral lobules cause 
bilateral crural monoplegia, and those in the posterior region of the falx, 
bilateral hemianopia. Thrombosis of the superior longitudinal sinus pro- 
duces widely spread bilateral softening of the hemispheres, with double 
hemiplegia. 

Corpora quadrigemina.—The oculo-motor nuclei lie on either side of the 
aqueduct of Sylvius, and lower down on either side of the middle line, in the 
floor of the upper part of the fourth ventricle, and lesions of this region cause 
nuclear ophthalmoplegia—that is, paralysis of both eyes in terms of the con- 
jugate movements upwards, downwards or laterally. From before back- 
wards, lesions of this column of oculo-motor nuclei will produce reflex irido- 
plegia, paralysis of accommodation, paralysis of upward, downward and 
lateral movements respectively. Immediately ventral to the oculo-motor 
nucleus and decussating beneath it, lie the superior peduncles of the cere- 
bellum, involvement of which causes bilateral ataxy of limbs and trunk. 
Lesion of the dorsal part of the quadrigeminal layer produces a characteristic 
syndrome of nuclear ophthalmoplegia with bilateral ataxy, which is termed 
Nothnagel’s syndrome. The pyramidal fibres for the face leave the pyra- 
midal tract in this region-of the tegmentum and may here be involved alone, 
causing bilateral spastic paralysis of the face. In the ventral portion of this 
region of the brain stem are the crura cerebri with the third nerve, perforating 
each crus to emerge upon its inner side, and the optic tract running round the 
crus from the geniculate bodies to the optic chiasma. A lesion of one crus 
will cause hemiplegia of the opposite side, and paralysis of the third nerve on 
the same side. This pathognomonic localising combination is known as 
Weber’s syndrome. Situated a little more dorsally, a lesion of the crus will 
produce ophthalmoplegia of one eye with tremors and inco-ordination of the 
opposite limbs. This is known as Benedikt’s syndrome. Extension of a 
lesion outwards from the crus will cause tract hemianopia, in which the half- 
fields are completely involved, with no light reaction from the blind fields. 
Interference with the fillet may cause hemianesthesia. 
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In these regions the motor and sensory tracts, the cerebellar peduncles, 
the cranial nerve nuclei, and the outgoing cranial nerves are closely packed 
together, and the signs resulting from destruction of these will be varying 
Combinations of spastic paralysis, ataxy and sensory loss—from inter- 
ference with the long conducting tracts—in the body and limbs, with 
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nuclear and peripheral nerve palsies and anssthesia in the region of the 
face. If the lesion is unilateral the body and the face will be affected on 
oppose sides, causing the “‘ crossed paralyses”’ or ‘ alternate paralyses ”’ 
of lesions of the brain stem, of which facial palsy with contralateral hemi- 
pee trigeminal palsy and sensory loss, and vagal palsy with contralateral 

emiplegia are usual varieties. From the smallness of the brain stem lesions 
most often involve both lateral halves of this structure, and bilateral symp- 
toms result. Lesions of the brain stem below the oculo-motor nuclei, cause 
small pupils (pontine myosis) from cutting off those nuclei from the spinal 
cord, whence the tonic dilator of the pupil—the cervical sympathetic system— 
emerges. Glycosuria may occur from interference with the vasomotor 
centre, and involvement of the respiratory centre is frequent. The common 
lesion involving the medulla is softening of the lateral region following 
thrombotic occlusion of the posterior inferior cerebellar artery, the so-called 
cerebellar apoplexy (see p. 1602). 


CEREBELLUM 


When lesions of this structure develop suddenly they are apt to produce 
more striking disturbances of movement than when they develop gradually, 
& point which it is important to remember when the presence of an abscess 
or a tumour within the cerebellum is suspected. Further, it is well to 
regard the several different components of cerebellar ataxy not so much 
as special disorders of different cerebellar functions, but as expressions 
of a single disorder, which owe their varying appearance to the varying 
nature of the clinica! tests employed. The current nomenclature of cere- 
bellar symptoms is redundant and complicates description, but it is universally 
employed and so is here adopted, but with no conviction of its scientific value. 

Nystagmus.—tIn unilateral lesions there is a coarse nystagmus on devia- 
tion of the eyes to the side of the lesion, with a finer and more rapid move- 
ment on deviation away from the side of the lesion. In extensive lesions, 
there may even be considerable difficulty in deviation to the side of the 
lesion, and in this condition a true nystagmus may be present only on 
looking to the opposite side. In bilateral lesions the nystagmus may be 
symmetrical, but 1t may be entirely absent. Rarely—usually after acute 
lesions—such as gunshot wound or operative interference—the phenomenon 
of “ skew deviation’? may appear temporarily ; the eye on the side of the 
lesion being displaced down and in, the opposite eye upwards and outwards. 

Hypotonia.—This is usually seen in acute lesions rather than in chronic 
ones, and consists of a marked flaccidity and extensibility of the limb muscles, 
and leading to the “‘ pendular ” form of knee jerk. 

Dysdiadochokinesis.—This is a clumsiness and slowness in the perform- 
ance of rapidly alternating movements (pronation-supination), although the 
single movement can be normally performed. In carrying out this test, It 
is common to see adventitious movements of the limb occur, the whole 
limb being in movement. 

Dysmetria.—When the patient is asked to extend the arm to pick up 
some object, such as a glass, the limb is shot forwards with undue haste 
and force and may overshoot the mark. 

Tremor.—This is not a resting tremor, but an unsteadiness which develops 
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during movement, and in purposive movements tends to increase in range 
and severity as the climax of the movement is reached. It is an “ intention 
tremor.” Similarly, if the arms be horizontally extended, they may show 
a tendency to droop, which is corrected by a series of jerks which thus gives 
the form of a tremor. 

Excessive rebound.—This diagnostically valuable sign may be present 
when more striking components of the cerebellar syndrome are absent. If 
the arms be horizontally extended by the patient, and the observer smartly 
strikes them downwards somewhere in the region of the hand, the arm on 
the normal side is quickly brought to rest in its original position with a mini- 
mum of recoil. On the side of the lesion, however, the hand and arm “ bounce ”’ 
freely, and may swing two or three times before being brought to‘rest. 

Gait.—In bilateral lesion the gait has a reeling, tottering character, and 
in strictly unilateral lesions there may be a tendency to sway and deviate 
to the side of the lesion. The disorder may vary in severity from a slight 
unsteadiness to a complete inability to stand or walk unassisted. There 
is a tendency to walk with the legs abnormally separated, to raise the legs 
unduly, and to stamp them down heavily (manifestations of dysmetria). 

Numerous other defects may be elicited by special tests, but one only 
calls for special mention, that is the defective movement of the articulatory 
musculature in speech. The defect is known as “scanning” or staccato 
speech. It consists in a slowness of articulation, and a tendency to say 
each syllable of a word as though it were a separate word. In polysyllabic 
words the syllables are not normally run together. 

The cerebellum forms part of the non-sensory afferent nervous system. 
It is not @ sensory organ and there is no disturbance of any form of sensibility 
in cerebellar lesions (Holmes). 


Toe ANTERIOR Fossa OF THE SKULL 


The lesion commonly found in this region is meningioma arising from 
the olfactory groove. The signs are unilateral anosmia on pressure upon 
the olfactory bulb and tract; primary optic atrophy and visual loss on the 
side on which the tumour develope ; and crossed papillcedema as an expres- 
sion of the general rise of intracranial tension. Aneurysm of the anterior 
cerebral artery may give rise to a similar syndrome, papilleedema in the 
crossed eye being absent. 


Tue Mippie Fossa oF THE SKULL 


A rich variety of lesions may arise in or invade this fossa, and the 
syndromes also vary according to the situation, mesial or lateral, of the 
esion. 

_ The lesions in the midline include pituitary adenomata, tumours of the 
pituitary stalk, and meningioma of the sellar diaphragm. In the lateral 
parts of the fossa, passing from the mesial to the lateral extremity, we have 
to consider cerebral aneurysm, meningioma arising from the sphenoidal 
ridge, and growths invading the base of the skull and either occluding its 
foramina and thus producing cranial nerve palsies, or actually invading the 
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cranial cavity. Epithelioma of the naso-pharynx is the common lesion of 
the last-named type. 

(i) Regton of the optic chiasma and the mituitary body.—The most common 
lesion in this region 1s pituitary tumour, which involves the optic chiasma, 
at first in the middle line posteriorly, and subsequently advancing forwards. 
Three sets of symptoms are likely to arise: (1) Those due to dyspituitarism, 
such as acromegaly or gigantism if there is hyperpituitarism, or Fréhlich’s 
dystrophia adiposo-genitalis, or Lorain infantilism if there is hypopituitarism. 
Adenomata of the pituitary body produce hyperpituitarism if they contain 
eosinophil cells, sad. hypopituitarism if such cells are absent. (2) Those due 
to the pressure upon the optic chiasma, which commence as bitemporal para- 
central scotomata, which enlarge as the compression extends until a complete 
bitemporal hemianopia results. It cannot be too strongly impressed upon 
the reader that the pattern of the visual field defect is determined by the 
rra of local pressure upon the visual paths, and that any variety of de- 
ective field may occur. While bitemporal loss is the most usual, yet when 
the pressure is far forward, uniocular hemianopia, blindness of one eye, and 
central scotoma are all of common occurrence, and when the pressure is farther 
back than usual homonymous hemianopia is frequently seen. And (3) those 
due to the general effect of the tumour, namely, headache and vomiting. 
Optic atrophy is the rule, as the result of the direct pressure, and not 
eee It is to be remembered, that all pituitary cases are prone 
to headaches and subject to fits. We have seen also (p. 1593) that cerebral 
aneurysm may be productive of this syndrome, or at least of the chiasmal 
component thereof. 

(i) Lateral region of the middle fossa ; syndromes of the sphenoidal ridge.— 
The dural sinus which runs along the sphenoidal ridge (sinus sphenoparietalis) 
is one of the sites of election of the development of meningioma. From the 
point of view of localising diagnosis this ridge may be divided into three 
parts, namely, outer, middle and inner (or clinoidal). 

A meningioma arising from the outer end of the ridge may produce as 
its localising syndrome unilateral exophthalmos without squint, some 
fullness of the temporal fossa with local tenderness on pressure, together 
with the general signs of raised intracranial tension. 

Meningioma of the middle part of the ridge may remain for long without 
clear localising indications, and radiography (including ventriculography) 
may be necessary. Meningioma of the inner or clinoidal part of the ridge 
commonly gives rise to a striking and characteristic syndrome which m 
addition to the general signs of raised intracranial tension, unilateral failure 
of vision due to primary optic atrophy, unilateral exophthalmos, crossed 
pe ene more or less complete ophthalmoplegia on the side of the 
esion and finally symptoms referable to pressure on the temporo-sphenoidal 
lobe (uncinate fits, hemiparesis, personality changes). It will be remembered 
that internal carotid aneurysms also arise in this neighbourhood and may 
produce a similar symptom-complex, papilledema, however, being commonly 
ubsent. The syndrome of naso-pharyngeal tumour when the skull is invaded 
also closely resembles this. In other words, this syndrome, in partial or 
complete form, should arouse in the observer’s mind the possibility of one 
or other of these three varieties of lesion—meningioma of the inner end 0 
the ridge, cerebral aneurysm, and naso-pharyngeal tumour invading the skull. 
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THe Posterior Fossa or THE SKULL: SYNDROME OF THE LATERAL RECESS 


Lateral recess —The angle formed by the posterior surface of the petrous 
bone and the tentorium is a common situation for neurofibromata which 
grow usually from the eighth nerve, but occasionally from the seventh 
and from the fifth nerve, and press into the lateral lobe of the cerebellum. 
A highly characteristic slinical picture results, of slowly oncoming nerve 
deafness, unilateral signs of cerebellar involvement and some peripheral 
facial spasm, to which are sometimes added facial weakness and tinnitus. Such 
tumours are not of great size, and therefore headache and papilledema are 
often absent or occur late. ? 


INTRACRANIAL TUMOURS 


Under this heading are grouped all new formations which encroach upon 
the intracranial space, and which produce the familiar pressure symptoms 
and local symptoms of tumour, though some of these are not, strictly speaking, 
neoplasms. 

4Etiology.—The brain is one of the commonest seats of new growth 
in the body. Further, new growth is one of the commonest forms of struc- 
tural disease of the brain—vascular lesions naturally not being included 
under this heading. Thus, out of a total of 1309 patients admitted to the 
National Hospital in 1928, there were 163 cases of intracranial tumour, 132 
of disseminated sclerosis, and 113 of neurosyphilis. 

Age.—Cerebral tumour may occur at any age, but it is relatively un- 
common in the very young and in the very old. It seems to be somewhat 
more common in the female sex. The relation between head injury and 
the first appearance of symptoms of cerebral tumour, is one which occurs 
much too often to be ignored, though it is likely, in some of the cases in 
which this relation exists, that the blow on the hed has simply served to 
bring a pre-existing tumour into symptomatic prominence, either by causi 

ema or hemorrhage in its substance, or vicinity. It must be remembere 
in this connection that a cerebral tumour may exist for long periods without 
definite symptoms. 

Pathology.—The pathological classification of intracranial tumours 
has a practical importance, for when the nature of a new growth can be 
determined clinically, some idea of its future behaviour can be formed, and 
the surgeon can make his plans to meet the special problems which each 
variety of tumour presents. 

The chief varieties of intracranial tumour are as follows : 


Tumour of the brain substance—Glioma. 

Meningioma, 

Auditory nerve tumour. 
Tumour of the pituitary body and stalk. 

Secondary carcinoma. 

Infective granuloma—Tuberculoma, Syphiloma. 

Blood vessel tumours. 

Parasitic oysts. 


Tumour arising in the meninges— { 
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It is not possible to indicate the relative incidence of all these different 
types of tumour, but it is possible to state that glioma constitutes 40 per 
cent. of all intracranial tumours, and meningiomas and pituitary tumours 
together from 20 to 30 per cent. Formerly, the incidence of secondary 
carcinoma was said to be about 6 per cent., but a recent estimate by Elkington 
places the figure at 20 per cent., and there can be no doubt that as greater 
precision in diagnosis is reached the frequency of this complication of visceral 
carcinoma will be more fully recognized. 

As its name implies the glioma is a tumour arising in the glial or sup- 
porting tissue of the brain, but within the limits of this term are included 
growths of varied cytological type and modes of growth. Some are richly 
cellular, highly vascular, rapidly growing and fairly circumscribed tumours, 
To these the name glioblastoma is given. Others are diffuse infiltrating 
tumours, invisible to the naked eye except where degenerative processes 
have occurred in them, very extensive and often bilateral. To this type 
the name of astrocytoma is given. They are prone to cyst formation and 
“add more slowly than the ghoblastoma. In childhood a variety of glioma 

own as the medulloblastoma is common. It is a richly cellular, highly 
malignant growth of the fourth ventricle. 

Very many other types of glioma have been described, but these classi- 
fications are ephemeral and largely artificial, for each type may be repre- 
sented within a single tumour, and changes from one type to another—from 
astrocytoma to glioblastoma—may occur in a given growth. Scherer has 
shown that none of these types is capable of extirpation, the astrocytoma 
because it is diffuse and largely invisible, the glioblastoma because death 
follows attempt to remove it. Thus, there is no such thing as a benign 
glioma. The best that can be said is that the astrocytoma recurs in some 
cases relatively slowly. Recurrence is invariable in all who survive partial 
extirpations. The glioma is not always a single tumour, contrary to what 
has been believed in the past. 

Meningioma and auditory nerve tumours.— These tumours of the 
meningeal sheaths which insulate the ectodermal nervous system occur 
next in order of frequency to the gliomas. The meningioma, or endo- 
thelioma as it is sometimes called, grows from the endothelial cells of the 
arachnoid villi where these penetrate the walls of the dural venous sinuses. 
It is therefore found in the neighbourhood of the various sinuses, especially 
the superior longitudinal, the spheno-parietal and the petrosal sinuses. The 
meningioma does not invade the brain, but compresses and displaces it, and 
may become imbedded in it. It may also develop outwards and invade the 
skull, appearing externally as a rounded boss on the top of the head. The 
auditory nerve tumour may be single, or may appear as part of a generalised 
neurofibromatosis, in which case it may be bilateral on the eighth nerve. 
It grows in the lateral recess, where it compresses and stretches the fifth, 
seventh and eighth nerves, and also compresses and displaces the cerebellum 
and gives rise to internal hydrocephalus. 

Secondary carcinoma is probably more common than is generally realised. 
It is a frequent event in pulmonary cancer, and the presence of geerontl 
involvement of the brain may firat bring the patient to notice. Indeed, 
in all adult cases presenting the signs and symptoms of intracranial tumour 
the possibility of carcinomatous metastasis should be explored, especially 


INTRACRANIAL TUMOURS 1537 


in a patient who is losing weight. Secondary carcinoma gives rise to 
numerous deposits in the brain, of various sizes, and may also produce a fine 
infiltration of the pia-arachnoid, with or without macroscopic masses in the 
brain. When this “ meningitis carcinomatosa ” occurs alone its diagnosis 
may be difficult. Secondary growths may follow primary carcinoma of the 
breast, stomach, uterus, or prostate, as well as of the lung. 

Cholesteatomata.—Sometimes called ‘“ mother of pearl’? tumours, on 
account of their glistening appearance, are found in connection with the 
basal meninges. Their origin is uncertain. They are either of slow growth, 
or run @ symptomless course. They consist of a greasy, greyish, friable 
and more or less laminated mass, made up of layers of a closely packed 
mosaic of flat polygonal cells. The tissue is necrotic, and contains no blood 
vessels. 

Among the rarer tumours of the brain may be mentioned dermoid tumours, 
teratomata, chordomata, which arise from rests of the anterior ehd of the 
primitive notochord and are found below the base of the brain, lipomata, 
fibromata, neuromata, neuroblastomata, consisting actually of undifferenti- 
ated nerve cells, enchondromata, angiomata and psammomata. 

Cysts.—Cysts of the following nature may occur—(1) Congenital inter- 
peduncular or pier cysts, which arise from a pharyngeal rest in connection 
with the development of the pituitary gland; the resulting signs are those 
of pituitary insufficiency, together with those of pressure upon the optic 
chiasma. (2) Simple serous cysts, which are presumably the remains of 
soft tumours, which have become completely degenerated. (3) Tumours 
containing cysts, presumably on the way to the formation of the above. 
(4) Blood cysts, the rare results of hemorrhage which has become arrested. 
(5) Cysts which result from softening after embolism and thrombosis. 
When occurring in the young, these cysts may lose every trace of their 
original origin, and form thin-walled cavities, containing colourless fluid, 
often extending from the ependyma to the pia mater, and involving the 
whole thickness of the pallium. They are termed “ porencephaly.” 
(6) Cystic distension of the ventricles from obstruction, which forms local or 
general hydrocephaly. These are met with in connection with tumours 
in any situation and result from adhesive meningitis, particularly syphilitic 
meningitis. (7) Dermoid cysts. (8) Parasitic cysts, of which the more 
common is the bladder worm of the tapeworm, Tenia solium, which is 
called, on account of the thickness of its wall, cysticercus cellulose. They 
are usually multiple, and choose the region of the fourth ventricle as their 
site of predilection. They may be multiple in the basal meninges, and 
constitute a “ cysticercus meningitis.” It 1s usual for these cysts to shrink 
and to become calcified and obsolete in from 3 to 6 years. Less commonly, 
the hydatid of Tania echinococcus is found. It is usually single, may 
reach a large size and present the signs of a slowly growing tumour with 
eosinophilia. 

Infectious granulomata.—Tuberculomata are more common in the young ; 
but they may occur at any age. They very in size from that of a millet 
seed to that of a hen’s egg, and are more often found in the posterior fossa 
of the skull than above the tentorium. When large, coagulation necrosis 
and caseation occur in the centre, and on section the tumour presents a dry 
yellowish crumbling or even diffluent centre, with a greyish-red peripheral 
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growing zone, where are located living tubercle bacilli and actively growin 
tubercles. The tuberculoma has an important aspect in connection wit 
operation for extirpation. They are often situated favourably for extir- 
ation, yet in every case where this operation has been performed the patient 
s succumbed to tuberculous meningitis, often after recovery from an 
apparently completely successful operation. Such a tumour recognised on 
decompression stead be left severely alone. 

Syphiloma.—This is not a common intracranial tumour. It grows most 
commonly from the meninges, and is therefore a surface lesion, though it may 
burrow deeply in the brain tissue. It is most commonly found above the 
tentorium. It is occasionally very hard in consistency, and tends in man 
cases to scar and become obsolete. It is sometimes impossible to distinguis 
this tumour from a tuberculoma without the aid of the microscope and the 
serum reaction. 

Actinomycomata and tumours from streptothrix infection occur in very 
rare cases. 

Symptoms.—The rates of growth of the different kinds of tumour vary 
widely. Some cases run their course from onset of symptoms to fatal ter- 
mination within a few weeks, while in others there is evidence of gradual 
growth over a period of years. In the latter group it may be only in the 
final stage that the true nature of the illness becomes apparent, and only 
in retrospect that earlier symptoms assume their real significance. This 
perhaps 1s especially so in the case of those tumours which for months or 
get have manifested their presence only by generalised epileptiform fits. 

yet other cases, an intracranial tumour may remain latent during life, 
being revealed unexpectedly at post-mortem examination. 

Between these two extremes a great variety of symptom-complexes 
may be presented by an intracranial tumour. Thus, it may first show 
itself by producing signs of raised intracranial tension alone—that is, by 
general signs, or by signs of a gradually progressive local lesion alone—that 1s, 
by focal signs. Whichever of these two elements is initially lacking will 
probably appear later. A third manner in which a tumour may first signal 
Its existence is—as has been mentioned—by the occurrence of generalised 
epileptiform fits in the absence of any other symptoms and signs. In this 
instance, also, general and focal signs will probably ultimately make their 
appearance. Again, a sudden onset of symptoms from hemorrhage into a 
glioma, or from cedema of surrounding brain, may usher in the clinical 
course of a tumour within the skull. 

The age of the patient is not without influence in determining the symp- 
tomatology and clinical course of a tumour. Thus, in childhood the early 
appearance of greatly raised intracranial tension—that is, of general symptoms, 
is the rule. This is mainly due to the fact that at this age the tumour is 
commonly in the fourth ventricle, and is thus favourably placed to produce 
internal hydrocephalus, In elderly persons, on the other hand, the picture 
of tumour is apt to be blurred, general signs are late in development, and 
focal signs are indistinct. Possibly the presence of a background of cerebral 
arterial degeneration and its associated cerebral change are responsible for 
this blurring of clinical outline. It may be supposed that the tumour does 
not write its mark upon a clean slate where there is arterial and cerebral 
degeneration already present. 


INTRACRANIAL TUMOURS 1539 


GENERAL MANIFESTATIONS.—These symptoms are the result of raising 
of the intracranial pressure, and accordingly fail when there is no considerable 
rairing. Therefore they tend to be absent in all tumours of the brain stem, 
in infiltrating tumours of the centrum ovale, and also in advanced age and 
in the subjects of marked arterial disease. They consist in the followin 
signs: Papillosodema, headache, vomiting, loss of vivacity and menta 
drowsiness, nasal irritation, giddiness, alteration of pulse-rate, of blood 
pressure, respiration, and general convulsion. 

Papilledema.—This is by far the most constantly present of all the 
general manifestations. Papillceedema appears to be a stasis cedema of the 
nerve-head owing to the increased intracranial pressure forcing the cerebro- 
spinal fluid into the meningeal sheath which invests the optic nerve, and 
into the perivascular spaces which accompany the central vessels of the 
nerve. he nerve sheath becomes distended, and venous stasis occurs. 
On ophthalmoscopic examination the earliest changes are increased redness 
of the disk, distension of the veins, loss of distinctness of the nasal margin 
of the disk, with disappearance of the physiological pit. As the process 
increases the whole margin of the disk becomes ie It enlarges in area, 
and becomes visibly swollen and presents the appearance of a mole-hill 
as seen from above. The point of emergence of the vessels, at the centre 
of the disk, becomes buried by white exudation, which occurs also all over 
the disk, and taking a form determined by the radiating nerve fibrils, gives 
the disk the appearance of being striated in a radial fashion, like a chrysan- 
themum. A similar exudate may rupture the membrana limitans interna 
in little droplets at the macula, and coagulating as it comes in contact with 
the vitreous humour, produce the characteristic radially arranged macular 
figure of “‘ macular fan,” exactly similar to that seen in renal disease. The 
venous congestion of the retina leads to multiple hemorrhages, which in- 
filtrate along the radially arranged nerve fibres, and for this reason are 
flame-shaped. With the outpouring of much exudation, the disk becomes 
white. In the course of time the hemorrhages become white flame-shaped 
scars, the whole disk contracts, the swelling disappears, and the disk becomes 
white, flat and atrophic, and distinguished only from that of primary optic 
atrophy by the scarred remains of the exudate at its edge, producing a 
fluffy outline like that of torn cotton-wool, along the vessels and at the 
centre. In the early stages of papilleedema, even though there be con- 
siderable swelling of the disk, vision may be little impaired. As the process 
Increases however, in proportion to the degree of the swelling to the amount 
of the exudate, and to the length of time the papilloadema has lasted in a 
severe condition, vision becomes impaired, and blindness results. Peri- 
pheral constriction of the visual fields, large pupil and dimness of vision, 
are the signs that, if the papillcedema be not speedily relieved, blindness will 
certainly result. Perfect vision may be retained for a time, even with a 
high degree of papillceedema. So important is papilledema in the diagnosis 
of tumour of the brain, that it is necessary to bear constantly in mind all 
other causes which may give rise to it. 

Papilloedema may occur in certain general intracranial conditions other 
than tumour. In meningitis it occurs as a late sign, and rarely before the 
tenth day, and as so many cases of meningitis do not survive so long, it is 
chiefly met with in the more chronic forms, such as tuberculous meningitis, 
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and untreated cases of meningococcal meningitis. Abscess may also cause 
papilledema ; but it is by no means common in this condition. 

Apart from intracranial disease papilledema occurs in the following 
conditions: (1) Local conditions of the retina and optic nerves. In con- 
nection with tuberculoma of the retina in the neighbourhood of the disk, 
the most intense papilloedema may be found. Retrobulbar neuritis occurring 
close behind the disk may cause a similar condition, especially if it be of a 
syphilitic nature. In these conditions the papilledema is often unilateral, 
but in any of them it may be bilateral. (2) Renal disease may give a retinal 
picture of intense papilleedema, macular figure and hemorrhages, some- 
times quite indistinguishable from that due to tumour. This is often seen 
in the small white kidney of young subjects, and sometimes in small red 
kidney, but there is no form of renal disease, even including tuberculous, 
amyloid and lardaceous kidney, in which papillcedema has not been observed. 
(3) Anwmic states of every kind sometimes give rise to papilledema. As 
regards groups (2) and (3), it is essential to emphasise the facts that papill- 
cedema, headache and vomiting may occur as a symptom-complex, both in 
renal disease and in anemic states. (4) Septicewmic conditions, and especi- 
ally those producing arthritis. Of these infective endocarditis is the most 
common ; ie it has occurred with every form of septicesmic arthritis, and 
even in cases of acute rheumatism. (5) Further, papilloadema has been 
noted in connection with tumours, and with compressions and fracture- 
dislocations of the cervical cord, and also with acute myelitis. 

The retinal changes in diabetes are always, and those in renal disease 
often, distinguishable from papilloedema resulting from increased intracranial 

ressure. In diabetes the change is essentially a hemorrhagic retinitis from 

egeneration of vessels, sometimes with waxy-looking exudation in circinate 
patches; and in renal disease it is often a general cedema of papilla and 
retina, with hemorrhages and white patches far away from the disk. The 
papilloedema resulting from increased intracranial pressure is always bilateral, 
though it may appear in one eye before the other, unless there be local 
pressure upon one optic nerve, which always delays or prevents papillosdema 
appearing in that eye. Otherwise, an earlier commencement upon one side 
is of no localising value whatever. 

Headache.—Although this symptom is a characteristic concomitant of 
raised intracranial pressure, it cannot be directly attributed to this, since 
a lumbar puncture which lowers this pressure may lead to increase of head- 
ache. It is probable that the pain arises from stimulation of sensory nerves 
in the walls of the cerebral arteries by changes in tension. The dura mater 
is probably not the sensitive structure responsible for headache in cases of 
intracranial tumour. After destruction of the fifth nerve by Gasserectomy, 
headache never again occurs upon that side. The sensation may vary from 
a mere feeling of fullness of the head to the most agonising pain. It is more 
often remittent than continuous, and may be absent for long periods together. 
It is rarely localised to any definite region, except when the growth actually 
involves the bone, or when pressure has caused local thinning of the bone, 
when local pain and tenderness on pressure may occur. Usually it is referred 
indefinitely to the frontal or fo the occipital or to the vertical region. When 
occipital it may be associated with pain and stiffness of the neck, and head 
retraction. This is due to a general pressure effect, and does not indicate any 
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localisation. Headache may be entirely absent, even in the presence of severe 
papilledema. It may precede the development of papilledema, but more 
often it is later in its appearance. ? 

Vomiting.—Only two-thirds of all cases of intracranial tumour present 
vomiting as a symptom. It rarely occurs in the absence of the two chief 
signs of increased intracranial pressure, papilloedema and headache. When 
the headaches are severe, it may be associated with much nausea, and the 
attacks are often referred to by the patient as “ bilious attacks.” Usually 
a result of increased pressure, it may be directly produced by lesions of the 
cerebellum, irritation of the vestibular nerve, and by the visual disorientation 
resulting from diplopia. As s® symptom of intracranial tumour it hardly 
deserves the cardinal importance which has been assigned to it in most 
descriptions of this disease. 

Loss of vivacity and mental drowsiness.—Even when intellectual capacity 
shows not the slightest impairment, there is from the first onset of symptoms 
a loss of vivacity, a “— heaviness and an absence of restlessness which is 
of value in diagnosis. It is almost unheard of for a tumour patient to suffer 
from insomnia. As the symptoms increase, so do heaviness and drowsiness, 
though a perfect but slow cerebration may persist until the latest stages 
of the disease. 

Giddiness.—Though this is an inconstant sign, it is often met with, and it 
may be due to vestibular irritation, when it amounts to an actual vertigo, or 
it may be a sense of general unsteadiness. It is met with most often in sub- 
tentorial tumours, but may be quite a general symptom when very high 
pressure exists. 

Convulstons.—As has been mentioned, generalised epileptiform fits, 

indistinguishable from those of idiopathic epilepsy, may usher in the clinical 
course of tumour, and may be present for long periods as the sole indication 
of tumour. The onset of: ish fits in an apparently healthy middle-aged 
individual, never before subject to them, should always give rise to 
the suspicion of tumour of the brain. When later on in the course of the 
illness general and focal signs of tumour appear, the convulsions may not 
increase in frequency, and it is not possible to regard them as a sign of raised 
intracranial tension. They more probably arise from local circulatory 
disturbances. Beyond saying that they are most frequently found in tumours 
of the cerebral hemispheres, no localising value can be attributed to them. 
_ Blood-pressure, pulse-rate and respiration.—There is a slight compensatory 
increase of the blood-pressure for every raising of the intracranial pressure, 
so that the cerebral circulation may be kept going. The failure of such 
compensation is often the cause of the sudden death which occurs in tumour 
cases. The pulse-rate is in the inverse ratio of the blood pressure, and, there- 
fore, of the intracranial pressure, and the pulse is slower than normal, where 
pressure is above normal. Respiration tends to be slow, and when the 
physiological condition of the intracranial contents is much disturbed, it 
tends to become irregular, grouped, and may show the wax and wane of 
movements which bears the name of Cheyne-Stokes respiration. 

Foca. S1ans.—These have been fully described in the section upon the 
localisation of lesions of the brain. In connection with localisation, however, 
it 1s important to recognise certain possible sources of fallacy in making a 
diagnosis. Blindness from papilledema prevents any localisation by means 
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of the visual functions. Papilloeedema usually causes at one stage great 
ripheral constriction of the visual fields which might be attributed to a 
ilateral lesion of the cuneus, and it may cause altitudinal hemianopia, ¢.e. 
blindness of the upper half of both fields, by sagging of the exudation into 
the lower part of the retina. Jacksonian epilepsy may occur in long-standing 
cases without any relation to the position of the tumour. 

Paralyses of cranial nerves may be serious pitfalls. They are of value in 
localisation when occurring early, and in association with alternate hemi- 
plegias, and paralyses of the eighth, ninth, tenth, eleventh and twelfth are 
always of sure localising value. Paralysis of the sixth cranial nerve, perhaps, 
should always be disregarded as a localising sign for the following reasons : 
When the intracranial pressure increases from the presence of a growth, the 
first effect is that any superfluous cerebro-spinal fluid, of which there is 
normally very little, is expelled from the skull. Later, with further increasing 
pressure, since the only escape from the rigid skull is by its only opening, the 
foramen magnum, the medulla and cerebellum are pushed backwards towards 
the foramen magnum and come to fill up this aperture as with a cork. In 
all long-standing cases of increased pressure, the cerebellum will be found on 
autopsy, and especially when hardened in situ, to be deeply marked by the 
edge of the foramen, part of the cerebellum and medulla actually occupying 
the spinal canal. Corking up of the foramen magnum in this way offers a 
marked impediment to the flow of cerebro-spinal fluid, and is a most im- 

ortant factor in the production of hydrocephalus, secondary to tumour. 
ring this in mind the immediately fatal effects which have followed 
lumbar puncture in long standing cases of high intracranial pressure will 
be at once understood and for ever avoided. This shifting backwards of 
the medulla and cerebellum will cause stretching of those cranial nerves 
attached to the medulla, in proportion as they are directed antero-posteriorly, 
and take a straight course between their attachments to the dura mater 
and their origin from the medulla, and of these the sixth nerves will be most 
affected, and afterwards the third, seventh and fifth in that order. These 
nerves will not only be stretched, but are subject to the increased pressure 
also, and they may accordingly cease function simply as the result of the 
increased pressure. Special mention should be made of tumours of the 
ituitary body and stalk. In the previous section the localising signs of 
fesiotis in the region of the optic chiasma have been enumerated, but since 
the different varieties of tumour in this locality have their own typical 
symptom-complexes, the following table may be useful in differentiating 
them. 

Diagnosis.—The differential diagnosis of intracranial tumour has to be 
made—(1) from other conditions causing papillosdema, (2) from other condi- 
tions causing headache, and (3) from other local lesions causing local signs 
within the brain. Renal disease, conditions of severe anemia, encephalitis 
and meningitis may on occasion give rise to a combination of all three of 
these, very easily confused with the papilleedema, headache and vomiting 
of cerebral tumour. 

Hydrocephalus is only distinguishable from intracranial tumour by the 
enlargement of the head which takes place in young subjects, but when the 
skull is rigidly closed, the symptoms are identical with those of a non-localis- 
able tumour. 
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DIFFERENTIAL DIAGNOSIS OF TUMOURS IN THE PITUITARY REGION 
(WALSHE) 
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Intracranial abscess is not often confused with tumour when it has an 
obvious cause in the vicinity of the brain, from bone disease, or an embolic 
cause at a distance, such as ulceration of the lung. It is an acute disease 
and rarely develops an increasing papilledema. Accuracy in the early 
diagnosis of tumour cases depends upon the pertinacity with which every 
Case of headache, every case of “ fits”? and indeed every case which shows 
any nervous symptom whatsoever, is systematically examined for signs of 
Organic disease, and importantly upon that skill and practice with the 
ophthalmoscope which is so easily acquired with patience and a little deter- 
mination. The presence of a tumour having been determined, the necessity 
18 to localise it. 
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Above the tentorium tumours may be difficult or impossible to localise. 
So far as decompression is concerned the least indication, however slight, 
should determine the position of decompression. The external surface of the 
head should be carefully examined, and especially after it has been shaved, 
for now and then important indications of the position of a tumour may be 
afforded, for tumours may grow from the bone, or when internal may cause 
local absorption of the bone, and bulging of the skull. X-Ray examination 
should not be omitted, though it does not often afford important information. 
Tapping of the lateral ventricles, with analysis of their content as to protein 
concentration, and the introduction of air into the ventricles, with subsequent 
radiogram, and especially the injection of a thorium salt into the internal 
carotid artery in the neck, with immediate radio-instantogram, which shows 
the cerebral arteries and points out any region evascularised by local pressure, 
are all methods of value. Ventriculography is dangerous, and should only 
be performed when immediate decompression is practicable if found to be 
necessary. 

The determination of the nature of a growth may be difficult or im- 
possible, and length of clinical history may be a fallacious guide, since a 
slow-growing tumour may be long latent, and sudden in its production of 
symptoms. It may be recalled, however, that in childhood medulloblastoma 
is the most frequently occurring of all intracranial tumours, and that it has a 
very characteristic picture: headache, vomiting, papilleedema, bilateral 
external rectus palsy and unsteadiness of gait. Again, a well-marked picture of 
& progressive frontal lobe lesion generally indicates the presence of a glioma, 
and the same may be said of the symptom-complex of a temporo-sphenoidal 
lobe lesion. But there can rarely be any certainty as to the pathological 
nature of a tumour, even when it is a secondary carcinoma, since the primary 
growth may be latent and unsuspected. 

It is important to remember that the finding of a positive Wassermann 
reaction in the serum of a patient presenting signs of intracranial tumour 
does not necessarily—or probably—aindicate that the growth is a gumma. 
Both syphilis and intracranial tumour are common diseases, and their 
occasional association is less rare than cerebral gumma. 

Course and Prognosis.—An intracranial tumour usually causes in- 
creasing symptoms, which progress with exacerbations and remissions, until 
papillaadema ends in blindness, and until the pathological intracranial 
condition becomes incompatible with even vegetative existence. At any 
time death may occur from vascular lesions, acute oedema or sudden raising 
of pressure. ‘l'umours occasionally become obsolete—thus a tuberculoma may 
become scarred and calcified, and a glioma may become calcified or cystic; 
but this result is too rare for consideration within the grounds of practical 
pee re The average duration rarely exceeds a year after the diagnosis 

as become possible. 

Treatment.—The natural termination of a case of intracranial tumour 
is death, and the ideal of treatment must be the successful removal of the 
growth. Failing this, and it is frequently impossible, all that can be 
hoped for is the relief of headache and sickness, and delaying of blindness. 

In respect of the radical, surgical treatment of tumours, it will be remem- 
bered that probably more than half (if we include glioma and secondary 
carcinoma) are in the brain substance, and can-be extirpated only by 
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mutilating operations, which may leave in their wake grave physical and men- 
tal disabilities. The success of such an extirpation cannot, therefore, be 
adequately expressed in terms of “‘ survival period ’”’—as it is not infrequentl 
assessed—but rather in terms of the kind of existence which is prolon a | 
This may be purely vegetative, and distressing to the patient and his relatives 
alike. We may say, then, that the treatment of the gliomas is, and must 
of necessity always remain, the forlorn hope of surgery. On the other hand, 
signal successes have been obtained in the case of the meningioma, the 
auditory nerve tumour, the pituitary adenoma, and a few cystic astro- 
cytomas (particularly of the cerebellum). 

It will be seen, therefore, how important it is to be able with some pre- 
cision to determine the type of tumour present in any given case. When 
this is not possible, an exploratory operation is often justified. But it 
would be a mistake to suppose that surgical intervention is a matter of 
routine in every case in which intracranial tumour is diagnosed. Each case 
must be considered on its merits. 

Failing the possibility of a successful removal, the palliative operation 
of decompression may be needed to relieve the symptoms caused by raised 
intracranial tension. This consists in the free removal of bone, and the 
incising of the dura mater, over the region of the tumour when this is known, 
or, failing localisation, in the right subtemporal region. For brain - stem 
tumours, decompression is not only useless, but also dangerous. 

Relief of pressure by dehydration—There are circumstances in which 
it may be desirable and necessary to reduce the brain volume and the intra- 
cranial pressure; for example, to relieve pressure headache, to avert impend- 
ing coma or death, to render the patient capable of co-operating in his 
examination and thus facilitating a localising diagnosis, and finally to make 
surgical procedures more easy. Weed and M‘Kibben have shown that the 
foregoing may be done by administering hypertonic solutions. In the 
ordinary case, the rectal injection of from 2 to 3 ounces of magnesium sulphate 
dissolved in 8 ounces of water may be tried. But for a very rapid effect, 
intravenous injection of from 50 to 75 c.c. of a 50 per cent. solution of 
dextrose, or of a 15 per cent. solution of sodium chloride, is effective. Pain 
and vomiting may be relieved with the various analgesics of the coal-tar series. 
When intracranial pressure becomes so high as to cause agonising pain, 
pulselessness and impending death, morphine in full doses will always relieve, 
and it is not dangerous. Convulsions should be combated with administra- 
tion of bromides. 


HYDROCEPHALUS 


Definition.—The term “‘ hydrocephalus ” denotes a uniform distension of 
the ventricular system of the brain by the accumulation of cerebro-spinal 
fluid within it; and this distension is associated, sooner or later, with an 
expansion of the cranial bones and enlargement of the skull. 

_Hydrocephalus was formerly divided into acute and chronic, acute 
being rig fe to the condition of tuberculous meningitis. But since any 
marked degree of ventricular distension is unusual in that affection, and 
enlargement of the head very rarely occurs, this term has fallen out of use. 
In the majority of cases in which general atrophy of the cerebral tissues 
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occurs, fluid accumulates both in the ventricles and in the sub-arachnoid 
space; but such compensatory enlargement is not to be regarded as, in any 
sense, of the same nature as true hydrocephalus. Such accumulation of 
fluid is found in cases of cerebral diplegia and general paralysis of the insane 
in children, and it also occurs in the brains of old people. It is merely the 
result of wasting and shrinkage of the brain-tissue, and the accumulation of 
fluid takes place in order to fill up the space which is vacated within the rigid 
skull. 

The enlargement of the head, which is not uncommonly found in rickets, 
has no connection with hydrocephalus. It is probably the result of mal- 
nutrition of cranial bones, which grow irregularly, and, being unduly soft, 
yield somewhat to the intracranial pressure. In rare cases of moderate 
degree, ventricular distension has been met with, but the enlargement of the 
head is never progressive, and the symptoms of hydrocephalus are absent. 

According to their clinical aspect, cases of hydrocephalus may be placed 
in one of three groups—(1) congenital hydrocephalus, in which the enlarge- 
ment of the head is present at the time of birth; (2) acquired primary 
hydrocephalus, which may appear at any period of life; and (3) secondary 
hydrocephalus. Under the name of secondary hydrocephalus may be 
grouped together all cases in which there is obstruction in the usual path 
by which the cerebro-spinal fluid leaves the ventricular cavities, or to the 
venous outflow from the choroid plexuses. But it is by no means clear that 
such obstruction is the sole or even the important agent in producing the 
ventricular distension. 

Etiology.—Hereditary influences are of importance in the causation 
of congenital hydrocephalus. This disease frequently affects several children 
of the same parents, and it may even appear as a striking family disease, 
affecting members of several generations of the same stock. Spina bifida, 
meningocele and hydromyelia are of frequent occurrence in association with 
this disease, and arrested and irregular development of the brain stem and 
cerebellum are the rule. Among other bodily deformities not infrequently 
associated with congenital hydrocephalus, may be mentioned harelip, cleft 

alate, talipes, rectal and testicular ectopia and imperforate anus. In a 
ea cases definitely syphilitic lesions of the ependyma in the region of the 
brain stem have been found. The causation of primary hydrocephalus 
occurring after the time of birth is often obscure. e majority of the cases 
occur in childhood, yet no period of life seems to be exempt. In children, 
acute infective diseases, and especially gastro-intestinal infections, may occur 
as antecedents of hydrocephalus. In adults, syphilis stands in important 
relation in certain cases, some of which have been examined pathologically. 

The causes of secondary hydrocephalus are, first, the sclerosing forms of 
meningitis, especially posterior basic and epidemic meningitis, very rarely 
tubercular ; secondly, intracranial neoplasms encroaching upon the ventn- 
cular system, especially tumours of the brain stem and subtentorial region; 
thirdly, adhesive phlebitis of the cerebral blood-sinuses. 

Pathology.—Hydrocephalus is directly due to an excess of cerebro- 
spinal fluid present within the ventricular system of the brain. The fluid 
is normally secreted by the choroid plexuses of the ventricles, which over- 
flow into the subarachnoid space through the foramina of Luschka and 
Majendie in the roof of the fourth ventricle. It then fills the basal cisterns 
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and passing forwards between the tentorium cerebelli and the brain-stem 
flows up over the cerebral hemispheres. It leaves the subarachnoid space 
through the arachnoid villi, which pierce the walls of the dural venous 
sinuses and discharge their contents into the venous blood. Some of the 
fluid passes downwards into the spinal subarachnoid space, but its absorption 
is probably wholly within the skull by the channels mentioned. Obstruction 
to the absorption of the cerebrospinal fluid into the blood stream is the 
essential factor. This obstruction may arise at various points. There may 
be congenital atresia of the aqueduct of Sylvius which traverses the brain 
stem and joins the third and fourth ventricles. It may arise from occlusion 
of the foramina of Luschka and Majendie by adhesions resulting from an 
old acute lepto-meningitis. It will be apparent from these considerations 
that congenital hydrocephalus must be due either to atresia of the aqueduct, 
or to adhesions blocking the exit of the fluid from the ventricular system, 
these adhesions being the result of some pre-natal inflammatory process. 
Acquired hydrocephalus may follow an acute lepto-meningitis which has 
been productive of adhesions at either, or both, of the situations named 
above. It may also follow some other mode of blocking of the exits from 
the ventricular system. Such blocking is commonly produced by an intra- 
cranial tumour. The distension of the ventricles which necessarily ensues 
upon defective absorption of cerebro-spinal fluid from any of these causes is 
naturally maximal in the infant or child in whom the state of the skull vault 
allows of expansion of the intracranial space and of an enormous degree 
of stretching of the cerebral walls of the ventricles, especially of the lateral 
ventricles. 

The quantity of fluid which is found in the ventricles after death varies 
greatly, a usual quantity being from 15 to 20 ounces. In long-standing 
cases with great cranial enlargement, very large quantities have been met 
with. The characters of the fluid do not differ greatly from those of normal 
cerebro-spinal fluid. Its density varies from 1008 to 1010. It is clear, 
colourless or slightly yellowish, and the reaction is alkaline. It contains 
a very small quantity of albumin and a comparatively large quantity of 
alkaline chlorides. 

The dilatation of the lateral ventricles is always more extensive than 
that of the third ventricle, and is usually symmetrical upon the two sides, 
and it affects the body of the ventricle more than the cornua, so that the 
central cortex is the most thinned. The foramina of Monro are greatly 
enlarged and the anterior pillars wasted. 

The convolutions are flattened, and the sulci indistinct. The thickness 
of the cerebral substance is much reduced. In advanced cases, the cerebral 
hemispheres have the appearance of a thin-walled sac, which collapses 
area when the contained fluid is allowed to escape. In a few cases, the 
aqueduct has been found closed, as if by antecedent adhesive ependymitis. 

Symptoms.—The clinical manifestations of hydrocephalus fall into two 
groups, which result, shal Dapeng from the effects of the abnormal intra- 
cranial pressure, first upon the brain-case, and secondly upon the nervous 
structures. In the congenital form, the enlargement of the head is the first 
noticeable feature; and this is true also of some cases of acquired hydro- 
cephalus in young children. In most cases of acquired hydrocephalus, on 
the other hand, the nervous symptoms are first in evidence—namely, per- 
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sistent headache, vomiting, mental impairment, convulsions and sometimes 
papilledema. The evidence of cranial? enlargement may succeed these 
symptoms, and the older the subject, and consequently the more resistant 
dheraranisl walls, the more severe are the nervous symptoms, and the later is 
the cranial enlargement in appearing. In some cases of congenital hydro- 
cephalus, enlargement of the head takes place during intra-uterine life, and 
it may be so great as to make delivery impossible without destruction of the 
head. More frequently, the cranial enlargement, not noted at the time of 
birth, becomes evident during the first few weeks of life. 

Enlargement of the head is the most striking feature of hydrocephalus 
in children. The increase usually affects all the diameters of the cranial 
cavity, and is most marked on the vertex and least at the base. Trousseau 
compared the opening out of the cranial bones, which occurs as the head 
enlarges, to falling back of the petals of an opening flower. The forehead is 
large, rounded, and projects forwards; the temporal fosse are obliterated, 
and the parietal eminences carried backwards. The vertex is often somewhat 
flattened, as also may be the occipital region. The direction of the external 
auditory meatus alters with the increasing size of the head ; normally directed 
obliquely forwards, it comes to look directly inwards, or even obliquely 
backwards in severe cases. The head is frequently asymmetrical. In young 
children the sutures may be widely open, and then there is marked bulging 
along those lines and at the fontanelles. The skull may attain enormous 
dimensions, and many examples are recorded in which the circumference 
has been from 60 to 90 cm. The face is characteristically triangular, con- 
trasting markedly with the forehead. Wasting of the facial subcutaneous 
tissues and retarded development of the maxilla and mandible often render 
this contrast still more striking. Bulging of the orbital plates of the frontal 
bone presses down the eyeballs, so that the pupils become more or less covered 
by the lower lids, and a band of the sclerotic may be visible between the 
iris and the upper lid. The hydrocephalic child often uses his hands to de- 
press the cheeks, and so draw down the lower lids out of the position in which 
they impair the line of vision. The hair of the head becomes scanty, the 
subcutaneous veins of the scalp are often greatly developed and distended, 
and sometimes a vortex of distended veins radiates from the region of the 
anterior fontanelle. The general nutrition is poor, and bodily development 
retarded, in proportion to the severity of the effect of the intracranial pressure 
upon the nervous system. Auscultation may reveal a cephalic bruit, but this 
is neither a characteristic nor a constant sign in hydrocephalus, for it is fre- 
quently met with in rickety children, and may be present in a normal subject. 

The nervous disorders which appear during the course of hydrocephalus 
are both variable and inconstant, and acute symptoms are of rare occurrence 
if the disease appears at an age at which the skull is still yielding. On the 
other hand. if the ventricular distension commences when the growth and 
ossification of the skull are complete, the nervous symptoms which arise are 
very severe, and resemble closely the general effects of intracranial growths. 
In secondary hydrocephalus, the symptoms due to this condition emerge 
from those of the preceding meningitis or sinus thrombosis, or are blended 
with those of the coexisting intracranial growth. : 

In children, the nervous symptoms of hydrocephalus, whether it be con- 
genital or acquired, may be summed up in the following list, the symptoms 
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being frequent in the order in which they are enumerated; convulsion, 
mental failure, spastic paralysis of the limbs, headache, optic atrophy,- 
nystagmus, vomiting, papilladema. There is no constancy in the occurrence 
of these symptoms. Convulsion may not occur at all, and mental acuity may 
be unimpaired. Spastic weakness occurs in less than one-half of the cases, 
whilst optic atrophy is met with still more rarely, and papillcedema is dis- 
tinctly unusual. , 

Convulsion.— While it is to be borne in mind that the whole course of 
hydrocephalus in children may run without the occurrence of convulsion, 
yet in the majority of cases this symptom is conspicuous. In some of the 
post-natal cases the symptoms of cerebral disorder are ushered in by con- 
vulsion, and it is probable that such convulsions are the immediate ex- 
pressions of the morbid process, of which the primary hydrocephalus is 
the final result. The convulsions which recur at intervals throughout the 
course of the majority of cases of hydrocephalus result from a condition of 
functional instability of the cerebral cortex, which long-continued increased 
intracranial pressure brings about. The convulsions are usually general, with 
loss of consciousness. 

All degrees of mental reduction occur, from the least noticeable to com 
plete idiocy. The more severe forms of mental impairment are met with in 
congenital cases, and especially when cerebral agenesia, porencephaly and 
teratological defects are associated. The psychical reduction is less pro- 
minent the greater the age at which the symptoms commence, and, as a rule, 
the intelligence is far greater than the severity of symptoms (cranial enlarge- 
ment, paresis, etc.) might lead one to expect. Cerebration is usually 
slow and the disposition placid, and periods of somnolence are of common 
occurrence. 

The effect of long-continued ventricular distension in many cases is to 
cause degeneration of the pyramidal system, and, according to its degree, the 
latter entails bilateral spastic paralysis with contracture. The first signs of 
the onset of this event are exaggeration of the deep reflexes, and the change 
in type of the plantar reflexes from the flexor to the extensor response. The 
lower extremities are affected earlier and to a greater extent than are the 
upper, and at one period of the disease a case may present the picture of 
cerebral paraplegic rigidity comparable with that of Little’s disease. The 
upper extremities are affected later. The paresis of the limbs is almost 
sacks symmetrical and equal upon the two sides. Sensibility is generally 
normal, 

Vision is interfered with in a considerable proportion of the cases. The 
enlargement of the infundibular portion of the third ventricle, by pressure 
upon the inner borders of the converging optic tracts, may cause bitemporal 
hemianopia with atrophy of the nasal portions of both optic disks, this condi- 
tion subsequently progressing to complete blindness andZcomplete optic 
atrophy. More often the increased intracranial pressure causes atrophy 
of the optic tracts and secondary atrophy of the optic disks. 

In other cases, optic atrophy is the result of | pecan: In late child- 
hood and in adult life papillcedema is the rule, and optic atrophy seems always 
to be consecutive to this. Strabismus is commonly present in congenital 
oases, and it is most frequently convergent. Nystagmus is met with in the 
subjects of hydrocephalus who are blind from optic atrophy, and it is of 
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frequent occurrence in long-standing cases in which spastic paresis is well- 
marked. 

Headache is often complained of, and especially during the early days 
of illness in acquired cases, but this symptom never dominates the clinical 
picture in children, and is never so severe and persistent as that arising from 
the presence of an intracranial growth. Cerebral vomiting is of compara- 
tively rare occurrence. 

When one considers the profound anatomical alterations which take place 
in the advanced stages of the disease, the occurrence in some cases of unusual 
symptoms indicative of interference with the functions of the cerebellum, 
brain stem and cranial nerves is easily explicable. Unilateral or bilateral 
ataxy, vertigo, deafness, anosmia and paralysis of cranial nerves, are the 
most important of such unusual symptoms. 

The signs of failure of the nervous system as a whole usher in the fatal 
result in severe cases. For some days or perhaps weeks before death, hebe- 
tude may become profound ; spastic paresis gives place to flaccid paralysis 
with muscular wasting, the deep reflexes disappear, and the sphincter mechan- 
ism loses its control and subsequently its tone. 

Hydrocephalus which commences in late childhood or in adult life presents 
an aspect widely different from that just described. At these periods of life, 
the bones of the skull are firm and resistant, and the sutures resist for a lon 
time before yielding to the increased intracranial pressure. The seh 
symptoms are acute, and the course of the disease is often rapid to a fatal 
termination. There is usually no enlargement of the head to aid the diag- 
nosis, and the symptoms—headache, vomiting and papilloeedema—resemble 
those of a non-localisable intracranial growth. 

The headache is severe and usually paroxysmal, and it may be so intense 
as to cause sudden death, while, not infrequently, the sufferer loses all control 
during the paroxysms. Speaking generally, the headache is of much greater 
severity in adult hydrocephalus than in intracranial growth. Similarly, 
vomiting is apt to be more severe and persistent than that associated with 
cerebral growth. In many of the cases, a fatal result occurs before enlarge- 
ment of the head, and before cerebral degeneration has produced further 
signs of spastic paresis than an increase of the deep reflexes, foot clonus and 
the change of the plantar reflexes to the extensor type. General convulsions 
and attacks of coma are not rare. 

Diagnosis.— Where enlargement of the head is manifest the diagnosis 
of the disease presents no difficulties. The large head of rickets is easily 
distinguishable from hydrocephalus by its different conformation, by the 
association of the other signs of rickets, by the absence of nervous symptoms, 
by its non-progressive nature, and by the results of anti-rachitic treatment. 
The distinction between the primary and the secondary forms of hydro- 
cephalus in children should present no difficulty, if a correct history of the 
early symptoms can be obtained. The initial manifestations in the primary 
form are slight, and cannot be confused with those of meningitis or of sinus 
thrombosis. Intracranial growths which cause early ard marked hydro- 
cephalus are situated in some part of the brain-stem from the third ventricle 
to the medulla, and growth in such a position must of necessity produce such 
early pathognomonic localising signs as to leave no excuse for erroneous 
diagnosis, save imperfect observation. 
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In adults the absence of cranial enlargement in most of the cases make. 
it impossible to separate the malady with certainty from intracranial growths 
It must be borne in mind, however, that headache, vomiting and papill- 
cedema of rapid progress are not necessarily signs of intracranial growth, 
but may be the symptoms of primary hydrocephalus. 

Prognosis.—This depends upon the cause of the hydrocephalus, upon 
the degree of severity of the symptoms, and upon whether it is progressive 
or not. In all severe and progressive cases the prognosis is hopeless, and 
the same is true of hydrocephalus secondary to inoperable neoplasm. In 
some of the slighter cases, both of the congenital and of the acquired form, 
the process becomes arrested, and the patient may attain to adult life with 
the possession of all his faculties. In cases in which the disease becomes 
stationary, the prognosis as regards mental capacity and the continuance of 
recurring convulsion has to be considered. If the mental capacity at the 
time of arrest is fair, it is not likely to deteriorate further, unless epilepsy is 
established. When mental reduction is marked at the time of arrest, a 
great degree of improvement cannot be reasonably expected. 

Treatment.— While some cases of hydrocephalus cease to progress, and 
the symptoms disappear permanently under medical treatment, a like result 
has occurred in cases in which no treatment has been applied. 

The importance of syphilis in the stiology of hydrocephalus suggests the 
employment of anti-syphilitic treatment. 

The results of surgical interference for the relief of pressure and to attempt 
the re-establishment of a way out for the cerebro-spinal fluid have been, up 
to the present, so unfavourable, that many writers and authorities consider 
such measures unjustifiable. It must be borne in mind, however, that in 
severe and progressive cases one is dealing with a necessarily fatal malady, 
and a few encouraging results have been published, which appear to justify 
further investigation. Paracentesis of the ventricle is both useless and 
dangerous, for when relief follows the operation it is only temporary, and 
where cerebral tension is very high an immediately fatal result may super- 
vene. Repeated lumbar puncture is advisable in the earlier days; but this 
is only possible in cases in which the theca is in free communication with 
the ventricular space. 
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Acute inflammation of the brain occurs under widely different clinical 
associations. It may occur as a primary disease or as a complication of 
known infective processes, affecting the system locally, generally, or as an 
associated event in diseases of the meninges. As a primary condition it is 
met with in the form of lethargic encephalitis. It is the constant result 
of trauma to the skull, if this be sufficiently severe. It is found as the result 
of infection of the brain with pyogenic organisms, either from local sources 
in the neighbourhood of the brain (septic bone disease), or from pyemia, 
and may be then either suppurative (brain abscess) or non-suppurative. In- 
fections by many of thespecific fevers may cause it, and especially measles 
and ecarlet fever. Acute ct a may occur in rare cases as the sole 
manifestation of cerebral syphilis. In all forms of meningitis there is some 
degree of extension of the inflammation into the brain tissue, and this 
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assumes &n important degree in tuberculous meningitis, and sometimes in 
epidemic meningitis. The symptoms common to all forms of encephalitis 
are the general symptoms of severe intracranial disease—headache, som- 
nolence, coma, irritability, convulsions, delirium and vomiting; and, in 
addition, local symptoms of irritation and paralysis, which are determined 
by the position and extent of the lesions. 


1. SUPPURATIVE ENCEPHALITIS 


Synonym.—Intracranial abscess. 

4Stiology.—Suppuration within the brain substance is never primary, 
but the result of extension of infection from neighbouring tissues or by the 
blood stream from foci of infection in distant organs. In rare cases, the 
focus of original infection is undiscoverable. 

The following are the important causal factors : 

1. Trauma.—In the case of penetrating wounds the missile may be 
the source of the infection. Lacerated wound with fracture may allow of 
infection from the surface or from the middle ear, nose or pharynx. In 
these cases, meningitis often occurs in addition to abscess. Though not 
traumatic in a strict sense, any local lesion of the brain may become a locus 
resistentisa minoris for the settling down of suppurative organisms derived 
from the blood stream, and in this way abscess has followed upon vascular 
lesions and the lesions of primary encephalitis. 

2. Eztension from infected regions in the immediate vicinity. The im- 
portant cause of infection is any form of infective disease in the bones or 
soft tissues of the skull, calvarium and surrounding regions. Caries of the 
petrous bone from middle ear disease is the most common cause, while 
septic conditions of the nasal cavities and their accessory sinuses, or of any 
of the bones of the skull, suppuration of the scalp, orbital cellulitis and 
earbuncle of the neck are other causes. The exact manner of advent of 
the infection into the brain substance may differ in different cases. It may 
be by a septic thrombosis of a vein communicating between the infected 
region and the brain, or by extension along lymphatics similarly communi- 
cating, or by direct extension, as when the temporal lobe becomes adherent 
to the tegmen tympani, or it may be trans-meningeal by the direct trans- 
ference of organisms across the meningeal space, without general meningitis 
ocourring. That this latter mode of infection is a common one is suggested 
by the facts, that when the primary disease affects the upper surface of the 
petrous bone, the abscess is in the temporal lobe, and when the posterior 
aspect of the temporal bone is affected the abscess is in the cerebellum; and, 
most importantly, in all these cases of abscess from extension, the cerebro- 
c paar fluid shows the presence of polymorphonuclear leucocytes, thus 
showing that the meninges have been infected, although no symptoms of 
meningitis arise. 

3. Pyamic states.—Abscess of the brain does not often occur in sympto- 
matic pyemia. It may occur in infective endocarditis, and then multiple 
abscesses may be found. Sometimes in this condition multiple small spots 
of encephalitis, containing many polymorphonuclear cells but not definite 
abscesses, are met with. Much more commonly, abscess results from a single 
septic embolus from chronic pulmonary infection, such as bronchiectasis, 
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empyema and lung abscess. In rare cases metastatic abscess may arise from 
bone disease, liver abscess and in the course of specific fevers. The micro- 
organisms responsible for the infection are usually streptococcus, pneumo- 
coccus and staphylococcus, and often the infection is mixed. B. cols is 
sometimes found, and in rare cases streptothrix and oidium albicans. 

Pathology.—The abscesses which result from local disease of the skull 

bones and surrounding tissues may be extradural, subdural or encephalic : 
in the first two cases they are invariably situated in the immediate vicinity 
of the antecedent seat of infection. The extradural abscess may reach a 
very considerable size and may burst externally, or into the meninges or 
into @ blood sinus. The subdural abscess is confined in meningeal adhesions 
between the dura mater and pia mater. The contiguous surface of the brain 
is generally softened and has often disappeared, the abscess cavity extending 
deeply into the brain substance. This variety rarely has any capsule on the 
cerebral side. Encephalic abscess commences generally in the subsulcine 
white matter of the temporal lobe, and lateral lobe of the cerebellum. In 
one-half of all cases the abscess is in the temporal lobe, and in one-third in 
the lateral lobe of the cerebellum. The remainder are divided between the 
plains lobe, the pons Varolii and the frontal lobe, in order of diminishing 
requency. The size of the abscess varies up to that of a hen’s egg. A 
recently formed abscess is irregular in shape with ill-defined limits, but in 
about 7 days it shows a definite capsule which may rapidly become of con- 
siderable thickness. The interior of the abscess cavity is usually of a greyish- 
green colour, and the pus is greenish and often fetid. The surrounding 
brain tissue is always oedematous and often softened. Rupture occurs in 
about one-sixth of all cases that are not afforded operative interference, and 
the rupture takes place most commonly into the ventricle and less frequently 
into the arachnoid space. 

Symptoms.—An encephalic abscess has its origin in inflammation, and 
constitutes, when developed, a foreign body within the skull. Death may 
result from the effects of continually increasing intracranial pressure and 
wide interference with cerebral function, or from spread of the infection from 
the abscess. The symptoms may be grouped in four classes—(1) those of 
local suppuration; (2) those due to increased intracranial pressure; (3) 
localising signs dependent upon the position of the abscess ; and (4) those of 
terminal extension of the infective process. 

In extradural and subdural cases, the symptoms are generally acute and 
the course is rapid; the signs of pressure are severe, whilst localising signs 
are rare and a state of latency is not observed. In the majority of encephalic 
abscesses, on the contrary, the signs ot initial suppuration are slight and are 
apt to be swamped by the symptoms of the preceding disease, otitis media, 
empyema, infective endocarditis, etc., and for this reason may be easily 
overlooked. A latent period in which symptoms are insignificant or com- 
petely absent may follow, and last for weeks or months. In the end, the 
atent period is broken, either by an acute outburst of symptoms, the result 
of extending infection, or the signs of progressive intracranial tumour arise. 
_ The general symptoms which are likely to appear when a4 brain abscess 
18 developing or emerging from a latent condition are pyrexia, which may 
be associa with rigor, headache, vomiting, irritability, vertigo, drowsiness 
deepening into coma, slowing of the pulse, respiratory and cardiac irregu- 
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larity, convulsions rarely, and papilloedema as a late sign. In addition, there 
is a leucocytosis of the polymorphonuclear variety in the blood, and a small 
number of polymorphonuclear leucocytes in the cerebro-spinal fluid in those 
cases arising by extension from disease of the cranial bones, but not in meta- 
static abscesses. The general symptoms vary much in their intensity and 
in the individual incidence of each of them, and in metastatic abscesses they 
may be almost absent, the local signs alone giving the indication that a 
cerebral lesion is present. Headache is rarely absent, and may be intense 
with spreading abscess. Vomiting is also an almost constant sign. Drowsi- 
ness is one of the most valuable of all the indications when any cause for the 
occurrence of cerebral abscess is ‘present. Slowing of the pulse is also an 
important indication of a rising intracranial pressure. Papuillcedema occurs 
late, and is often not present in acute abscesses at the time when diagnosis 
is all-important from a surgical point of view. It rarely occurs until an 
abscess has been present for a week, and is generally of low grade. With 
half-latent chronic abscesses, and with metastatic abscesses which attain a 
large size, it may be intense. 

Local signs.—Generally speaking, the more recent and acute the abscess 
is the less definite are the local signs. In more chronic abscess, and in meta- 
static abscess, the local signs are usually more distinct. When there is a 
local cause for the abscess this constitutes an important localising sign, 
since abscess forms almost always in the immediate vicinity of site of infec- 
tion. Thus rhinogenic abscesses are situated in the frontal region, and otitic 
abscesses are almost invariably situated either in the temporal lobe or in the 
lateral lobe of the cerebellum of the same side as the ear disease. 

Metastatic brain abscesses may be situated anywhere, but they are more 
common in the region of distribution of the Sylvian artery, and in my expeni- 
ence have been more common in the posterior part of this supply—that is, 
in the parietal and occipital lobes. Metastatic abscess is sometimes pre- 
ceded by definite indications of the embolism which gives rise to the abscess, 
such as local convulsion, local transient weakness or loss of consciousness, 
and such an event may precede the signs of abscess by many weeks. The 
local signs of lesion in the various regions of the brain are described in the 
section under that heading. Local diagnosis is often difficult owing to the 
condition of somnolence preventing the possibility of accurate examination. 
In these circumstances such slight signs as the absence of the abdominal 
reflex on one side, the presence of an extensor response in the plantar reflex 
of one side, or any aphasic signs, are important indications of temporal lesions ; 
and unilateral hypotonia and nystagmus and attitudes, of cerebellar lesions. 
The initial signs and symptoms of encephalic abscess may lessen and dis- 
hing and the abscess is said to become latent. The latency may be com- 
plete, or it may be broken by occasional headaches and transitory symptoms 
indicative of intracranial mischief. Much more commonly the abscess grows, 
and death occurs invariably in the absence of surgical interference, either from 
increasing intracranial pressure or from the rupture of the abscess, either 
into the ventricle, or on to the surface, with the production of general 
meningitis. 

Diagnosis.—In those cases where there is no local cause for the formation 
of an intracranial abscess by direct extension, and no distant cause known 
or discoverable for the formation of a metastatic abscess, diagnosis is difficult, 
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and the distinction of an abscess from a tumour can hardly be made with 
certainty. The presence of pyrexia and of a polymorphonuclear leucocytosis 
in the blood may suggest the diagnosis in some cases. Where, however, 
the common antecedent causes of abscess exist in the form of ear disease, 
etc., or suppurative chronic lung disease, the diagnosis is relatively simple. 
For example, the advent of local or general intracranial signs in a aase of 
chronic bronchiectasis from the first leaves no alternative diagnosis. When 
ear disease or local septic conditions of the region of the skull are present, 
local and general intracranial signs are due either to meningitis, abscess, 
sinus thrombosis, osteomyelitis of the base of the skull, or rarely to acute 
otitis. 

Meningitis can be at once distinguished not only on account of the more 
irritative and rapidly oncoming symptoms, which differ somewhat from those 
of abscess, such as head retraction and rigidity of the neck, Kernig’s sign, 
delirium and tremors, but by the lumbar puncture which gives the turbid 
cerebro-spinal fluid, containing polymorphonuclear cells and organisms in 
quantity. It must not be lost sight of that an abscess at any stage of its 
formation may be complicated by the development of general suppurative 
meningitis. Sinus thrombosis is usually accompanied by much oscillation 
of temperature, and by repeated rigors and cedema, and tenderness in the 
region of the emissary veins of the blocked sinus may be present. The 
diagnosis of the latter condition is not of vital importance, and its considera- 
tion should cause no delay in summoning the aid of the surgeon. The pre- 
sence of any symptoms of intracranial disturbance, where tympanic septic 
disease exists, calls for immediate surgical interference, and the surgeon, 
after cleaning out the diseased tympanum, completes the diagnosis by 
examining the lateral sinus, both the temporal lobes and the lateral cerebellar 
hemisphere, and proceeds to those measures which the results of his explora- 
tion indicate. Acute otitis media may give rise to severe intracranial symp- 
toms like those of meningitis, convulsions even occurring which may subside 
dramatically after perforation of the tympanic membrane, but it must be 
remethbered that the chronic and not the acute forms of otitis give rise to 
septic extension to the brain. Osteomyelitis of the base of the skull extends 
from chronic bone disease in the region of the ear or nose. There is much 
pain in the base of the skull, and sometimes many cranial nerves are impli- 
cated at their foramina of exit. Skiagraphy will indicate the loss of bony 
structure. The malady is a chronic one, and usually ends in a terminal 
meningitis. 

Prognosis.—Cerebral abscesses with very thick walls and inspissated or 
even calcified contents have been found post mortem, many years after the 
presumed time of formation of the abscess. Spontaneous evacuation of an 
abscess through the diseased ear, or through a sinus in the area of the local 

ase causing the abscess, has been followed by recovery. It is probable 
that no abscess becomes permanently quiescent after it has given rise to 
severe symptoms. The prognosis in cases of cerebral abscess, therefore, is 
that a fatal result will occur, unless successful surgical interference is possible. 
If the abscess is reached and drained, recovery often occurs rapidly, but this 
18 never certain, for extensive perifocal softening, meningitis and sinus throm- 
bosis may ocour. Moreover, a general suppurative encephalitis may extend, 
in spite of draining the abscess. 
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Treatment.—The most rigorous prophylaxis should be employed that 
all patients suffering from septic nasal and ear diseases, and infective disease 
of the scalp and cranial bones, shall not pass out of observation until such 
disease is beyond all doubt cured. The only treatment for developed abscess 
is exploration and drainage. The liability to the occurrence of septic menin- 
gitis may perhaps be lessened by the administration of hexamine. The usual 
measures for the relief of pain should be employed. 


2. LETHARGIC ENCEPHALITIS (see p. 1576) 


MENINGITIS 


Definition.—The inflammatory processes to which we apply the name of 
meningitis are infective in origin, and usually have their seat in the lepto- 
meninges—the pia-arachnoid. A true inflammatory lesion of the dura 
mater, that is, pachymeningitis, 1s much less common, and is usually a 
localised process due to the direct spread of infection from adjacent bone. 

Acute leptomeningitis, on the other hand, is usually generalised, and 
even when it arises from a local focus of infection it spreads rapidly through- 
out the subarachnoid space, this spread being facilitated by the cerebro- 

inal fluid and also by the negligible bactericidal potency of this fluid. 
her, the inflammation not only produces its characteristic changes 
in the pia-arachnoid, but also greatly changes the composition of the cerebro- 
spinal fluid. These changes may be said to reflect with considerable accuracy 
the nature and cause of the meningitis, and thus it is that the examination 
of this fluid has so great a diagnostic value. Acute leptomeningitis may be a 
primary infection, or may be secondary to some infective lesion elsewhere 
in the body. 

Pachymeningitis may be cranial or spinal, and is usually secondary to 
either syphilis, tuberculous disease of bone, or middle-ear suppuration. 
The condition formerly known as “ pachymeningitis interna hemorrhagica ” 
is now regarded as traumatic and not inflammatory in origin, and is described 
under the heading of chronic subdural hematoma (cf. p. 1593). 

The fine infiltration of the pia-arachnoid by the cells of secondary 
carcinoma, of glioma, or sarcoma has been spoken of as a meningitis, but 
although such an infiltration may give rise to symptoms resembling those 
of a true meningitis, the term is not strictly accurate, though it is well to 
bear in mind that this form of new growth does occur and give a picture of 
meningeal irritation. 


EXAMINATION OF CEREBRO-SPINAL FLUID 


The normal cerebro-spinal fluid is clear and colourless. As obtained by 
lumbar puncture, it is found to be under a pressure of from 60 to 150 mms. 
of water and to contain from 0 to 5 cells (lymphocytes) perc.cm. Ite chemical 
composition is as follows : 

Protein (mainly | 

albumin) . - 0-01 per cent. (10 to 20 mgrms. per 100 c.c.) 

Glucose . 00540008 ,, (50 to 80 mgrms. per 100 c.c.) 

Chlorides . 0-72t00-75 _,, (725 to 750 mgrma. per 100 c.c.) 
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The lumbar puncture is made in the first interspinous space above a line 
joining the highest points of the iliac crests, which is the space between the 
third and fourth lumbar spines, or it may be made with equal rectitude in 
the space between the second and third lumbar spines. The needle should be 
introduced exactly in the middle line and at right angles to the surface, close 
to the upper spinous process of the interval used. Normally the fluid escapes 
drop by ion If it runs rapidly or spurts out, this is an index of the increase 
of the cerebro-spinal pressure. Such an increase is met with in all meningeal 
inflammation, congestion and hemorrhage, and in increased intracranial 
pressure. But it is also produced by coughing or straining, and its accurate 
measurement by a manometer is now part of the routine examination of the 
fluid. 

Queckenstedt’s phenomenon.—If, with a manometer in attachment to a 
lumbar puncture needle, the jugular veins be compressed, an immediate rise 
in cerebro-spinal fluid pressure in the normal person will be noted, the pressure 
rising as high as 300 or 400 mms. of fluid. It falls as rapidly when com- 
pression is released. If there be a block in the spinal subarachnoid space, or 
in the exits from the ventricular system, there will be no rise (complete 
block), or a slight rise with a delayed fall (incomplete block). Again, if 
the removal of a few c.cms. (4 to 8) of cerebro-spinal fluid is followed by a 
persistent fall in pressure of about 50 per cent., there is probably a block 
in the spinal subarachnoid space. These two tests afford valuable in- 
formation in cases of suspected ‘‘ obstructive” hydrocephalus, or of spinal 
block from tumour, or other local disease. 

Increase of Protein Content.—This is of high importance, and occurs 
in all conditions of meningitis, and especially when the thecal space is ob- 
structed by tumour, pressure from without or meningeal adhesions. In 
pathological conditions the protein content may reach 0-8 per cent. or more. 
A high protein content sometimes associated with xanthochromia, in the 
absence of cellular elements, is highly characteristic of thecal obstruction and 
is known as “‘ Froin’s syndrome.” Lethargic encephalitis does not give any 
increase of protein. 

Xanthochromia is a yellow colour of the cerebro-spinal fluid, and it is 
met with when the cerebro-spinal space is obstructed by tumours of the cord or 
meninges, or by external pressure, and in some forms of polyneuritis and 
meningitis. The yellow colour may result from an extravasation of blood 
either into the arachnoid or into the central nervous system. 

Spontaneous coagulation of the fluid is met with in some cases of menin- 
gitis, when there is spinal obstruction, and in some varieties of acute 
polyneuritis. 

Blood may occur from every condition of hemorrhage, injury and en- 
cephalitis, and sometimes in meningitis. Blood that has been long shed 
into the cerebro-spinal fluid tends to become brownish and later yellowish. 
Leucocytosis is indicative of meningitis and often occurs in encephalitis, 
and in the neurotropic virus infections and in mumps. A lymphocytosis is 
characteristic of tuberculous and syphilitic meningitis, poliomyelitis, lethargic 
encephalitis, sinus thrombosis and marie A polymorphonuclear cytosis 
occurs in meningococcal meningitis and all the suppurative forms of menin- 
gitis, In tuberculous meningitis there is often a mixed’ cytosis at first, in 
which the polymorphonuclear cells may form 60 per cent. of the total. In 
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liomyelitis, the tian eee Miran disappears after the end of a week. In 
fatharate encephalitis there is frequently no lymphocytosis. 

Pus may be present in quantity in all the septic forms of meningitis, 
and especially in pneumococcal and epidemic meningitis. 

Decrease an Glucose Content.—All conditions of meningitis cause decrease 
in the glucose. 

Alteration of Chloride Content:—Diminution in chlorides is highly char- 
acteristic of tuberculous meningitis, and a reduction below 0-65 per cent. 
is pathognomonic of that condition. Increase in chlorides occurs in uremia 
and other conditions of salt retention. 

Lange’s Colloidal Gold Reaction.—In neurosyphilis and in some cases of 
disseminated sclerosis, the globulin fraction of the total protein of the 
cerebro-spinal fluid increases and may almost equal the albumin fraction. 
The high globulin content gives the fluid a power of precipitating colloids 
from suspension. The estimation of this power in the case of colloidal 
gold is the basis of Lange’s test. To ten dilutions of cerebro-spinal fluid 
(from 1 in 10 to 1 in 10,000) constant amounts of colloidal gold are added, 
and the mixtures allowed to stand for 24 hours. The form of the precipita- 
tion curves has a ditferentiating value. Thus in general paralysis the first 
six dilutions are precipitated (paretic curve), in tabes dorsalis, the third and 
fourth dilutions show the maxima! precipitation (luetic curve); in menin- 
gitis, the sixth to eighth dilutions are precipitated (meningitic curve). In 
disseminated sclerosis the combination of negative Wassermann reactions 
in blood and fluid and a paretic curve in the fluid is frequently found. 

The nature of the organismal content is determined (1) by the direct 
examination of films made from the centrifugalised fluid, (2) by cultures from 
the fluid, and (3) by the inoculation of animals from the fluid. 


NAME. ORGANISM. CEREBRO-SPINAL FLUID. 
Clear or turbid. Lym- 
: phocytes, either alone or 
in greater numbers than 


Tuberculous meningitis . Tubercle bacillus. lymorphs, Tubercle 
acilli Chlorides 
Turbid. Polymorpho-nu- 
Pneumococcal meningitis . Pneumococcus. clear leucocytes. Pneu- 
mococci. 
Meningococcal meningitis . Clear or turbid. 
epee? or posterior- Still’s diplococcus. Polymorpho-nuclear leuco- 
al, cytes. 
a aa or ‘Spotted Weichselbaum’s diplococcus. Intracellular diplococci. 
ever.” 
Staphylococcus. 
Streptococcus. Turbid. || Polymorpho- 
Pyogenic meningitis . 4 B. influence. nuclear leucocytes. Or- 
Gonococcus. ganisms, 
Streptothrix. 


Syphilitic meningitis. . Spirecheta pallida. ssa i gt de i ly. 


f e : 
Otherforms . «(proms | Turbid. Polymorpha. 
Rheumatic meningitis - Diplococcus rheumaticus. _ 
Serous meningitie . : : : , : Clear. Few cells. Sterile. 


Traumatio meningitis. 


TUBERCULOUSJMENINGITIS 1559 


The Wassermann reaction in the fluid 1s positive in all conditions of recent 
syphilitic disease impinging upon the meninges, and always in general par- 
alysis. Though often positive in tabes, it may be found negative. Lumbar 
puncture is dangerous in cases of long-standing increased intracranial pressure, 
and if performed in such cases a minimum of fluid should be withdrawn. 
It may in some cases cause severe headache of long duration. It may be 
ta t or impossible to perform when there is bone disease of the lumbar 
vertebra. 


The most useful classification of the varieties of meningitis is according 
to the nature of the micro-organism producing the inflammation. 


1. TUBERCULOUS MENINGITIS 


This disease results from the general invasion of the cerebro-spinal lepto- 
meninges by the tubercle bacillus, and this organism invariably arrives 
in the meninges by the blood stream from some previously existing focus 
of tuberculous infection within the system, and most commonly from caseous 
tracheo-bronchial glands and tuberculous bone disease. Occurring at all 
ages, it is the form by far the most frequently met with in the second and third 
years of life. The characteristic features of the cerebro-spinal fluid are, that 
it is usually under considerable pressure, it is clear or only slightly turbid, 
has no visible deposit before centrifugalisation, but it often forms a fine 
fiocculent clot. It contains an excess of albumin. The normal sugar is 
generally absent. There is a pleocytosis with a high proportion of lympho- 
cytes, 70 to 80 per cent. being of this nature, and the rest being polymorpho- 
nuclears. Careful examination will almost always reveal the presence of the 
tubercle bacillus. 

fEtiology.—The inheritance of a lowered resistance to the invasion of the 
tubercle bacillus is an important factor, especially when such a tendency 
exists in both parents. The sexes are equally affected. Tuberculous 
meningitis is rare during the first year of hfe, and especially during the 
first 6 months of life, when posterior basal meningitis is most common, 
Its greatest incidence is during the second and third years. It is common 
throughout childhood and early adult life, after which it becomes increasingly 
rare. The primary focus from which the organisms are spread to the meninges 
ig most commonly a tuberculous mesenteric or bronchial gland. 

Sometimes the source of infection is tuberculous disease of the lungs, of 
the abdomen, of the ear, of the joints, or of bone. Operations upon the sites 
of tuberculous disease may directly cause the dissemination of the tubercle 
bacilli, and especially surgical procedures upon tuberculous intracranial 
tumours, upon spinal caries, and upon tuberculous disease of bones and joints. 
The acute specific fevers, and especially measles, are sometimes the exciting 
causes of the disease. Injury to the head sometimes determines the attack. 

Pathology.—iIn tuberculous meningitis three kinds of lesions of the 
meninges may be met with—(1) grey tubercles unassociated with inflam- 
matory deposit; (2) tuberculous meningitis characterised by the presence of 
tuberculous granulations associated with a fibrinous and purulent exudation— 
the superficial tissue of the nervous system underlying the meninges js in 
this case always involved; (3) tuberculous tumours of any size up to that 
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of a pigeon’s egg. It is not uncommon to find such a tumour to be the focus 
of widely spread meningitis. The three kinds of lesions may coexist in the 
same Case. . 

The flattening of the convolutions and the dry sticky feel of the surface 
of the brain are highly characteristic. The disease affects the pia-arachnoid 
and its processes, the small vessels entering the surface of the brain and the 
superficial tissues of the latter. Occasionally a few tubercles are found 
upon the inner surface of the dura mater. Generally the convexity of the 
brain escapes, or is little affected. In the intercrural space, around the optic 
chiasma, covering the tips of the temporal lobes, along the commencement of 
the Sylvian fissures and around the brain stem, there is an inflammatory 
exudation of tough consistency and of a pale yellowish-green colour. Spread- 
ing from the edge of this in decreasing numbers, grey tubercles are seen 1n the 
pia-arachnoid, particularly along the Sylvian fissures. They may be found 
wherever the pia-arachnoid extends (the convexity, as a rule, excepted), but 
except at the base of the brain they are not, as a rule, accompanied by the 
characteristic tough exudation. 

The brain as a whole is soft, and local softening of the walls of the ventricles, 
of the velum interpositum, and of the fornix is often present. This softenin 
is caused by spreading of the tuberculous process from the pia-arachnoi 
to the small vessels of the surface of the brain, on the walls of which tubercles 
develop, sometimes in such numbers that a small entering vessel, when 
observed under low magnification, after the brain tissue has been removed 
by careful washing, may resemble a bunch of grapes, each grape being a 
tuberculous nodule. Thrombosis is a common event in the vessels so in- 
volved, and softening follows. Some degree of thrombosis in the superior 
longitudinal sinus and in the veins of Galen is commonly present. It is 

robably owing to the softening of the nervous tissues that occlusion of the 
firaniine by which the cerebro-spinal fluid leaves the ventricles does not often 
take place, and that, therefore, a condition of hydrocephalus does not occur 
in this form of meningitis. The cranial nerve palsies which are so frequently 
met with in this disease are the result of implication by adhesions and local 
interference with the blood supply of the nerves at the base of the brain, by 
the newly formed adhesive tissue. In the majority of cases the membranes 
of the spinal cord are affected, and the most common situation of the tubercles 
is upon the inner surface of the theca, and in the pia covering the lumbar 
enlargement. 

Symptoms.—The onset is usually gradual, with signs of vague and slight 
illness. In children, general apathy and neglect of amusements and play, 
headache, loss of appetite, dullness, fretfulness, restlessness at night with 
grinding of the teeth during sleep, headache, vomiting and pyrexia are common 
symptoms. In older subjects, lassitude, depression, mental alteration, 
perversity and hysterical manifestations are common. Constipation 18 
usually present, and the breath has a peculiar fetor. The facial expression 
is one of illness and frowning discomfort, and there is disinclination to talk. 
Young children may be speechless for days together. As a rule, in this stage 
of the disease young children complain of nothing, and delirium is rare ; 
but as age advances, delirium increases in frequency, and headache, usually 
frontal is increasingly complained of. These slight and vague symptoms 
may last from a few days to several weeks, and constitute what has been called 
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the prodromal stage of the malady. An early disappearance of the knee 
and ankle jerks, and the occurrence of retention or urine are often early signs 
and should be looked for in suspected cases. In those cases which are said to 
being acutely, careful inquiry will generally reveal that some symptoms such 
as the above have preceded the acute onset. The further development of the 
disease is marked by the appearance of a lethargy, which soon deepens into a 
stupor, from which it is difficult or impossible to arouse the patient. Vomit- 
ing is of frequent occurrence, and headache may be severe. The child lies 
upon its side in the “ cramped ” position, resenting any disturbance. The 
expression becomes vacant, with wide-open eyes and dilated pupils, as if 
fixed upon some distant object. There is often some retraction of the angles 
of the mouth, and there is frequently a bright malar flush. In the later 
stages the limbs are generally extended and rigid. Stiffness of the neck is 
the rule, and head retraction may occur, but this is never so marked as in 
posterior basal meningitis. The abdomen is always markedly retracted 
and a taiche cérébrale is often conspicuous. A single sharp cry, apparently 
causeless, called the hydrocephalic cry, and which is common in ail tonne of 
ee and also in other infantile intracranial affections, is sometimes 
eard. 

Ocular phenomena make their appearance towards the end of the first 
week of the developed disease, All varieties of varying and persistent strabis- 
mus and ptosis are met with, paralysis of the external rectus being the most 
common. Rolling movements and independent movements of the eyeballs 
may occur. None of these signs is constantly present. The pupils may be 
contracted at first, and may show varying inequality, but in the later stages 
they are dilated. Papilledema is often present towards the end of the 
second week, if the patient survives so long. It is of moderate intensity, 
the height of the swelling rarely exceeding two dioptres. Choroidal tubercles 
sometimes occur. 

Convulsions are common in every stage of the disease in children, but rare 
in adult cases. They may be the first symptom of the onset, but are more 
often met with in the later stages of the disease. They may be local or 
general. Repeated rhythmic movements are frequent, and are specially 
noticeable in connection with the mouth, where sucking and champing move- 
ments and grinding of the teeth arecommon. Rhythmic movements of the 
limbs may also occur. Coarse tremor upon movement of the limbs is the 
rule, and spasmodic twitching of the muacles is frequent. In rare cases, 
movements exactly like those of chorea occur. Kernig’s sign is usually 
present. 

The temperature is usually raised one or two degrees, but it presents no 
characteristic features, some cases being apyrexial throughout. gularity 
of the pulse is the rule, and is of considerable diagnostic importance. Rapid 
in the early stages, it tends to become unduly slow in the stage of coma, and 
again rapid as death nears. Cheyne-Stokes breathing and grouped breathing 
are common. Constipation is usually a marked and persistent feature. 

Course.—The course of tuberculous meningitis is progressive to an 
invariably fatal termination in from a few days to 3 weeks after the appear- 
ance of definite symptoms, and no case of recovery is known to me in which 
the diagnosis has been oc ecedat rec proved by the recovery of the tubercle 
bacillus from the cerebro-spinal fluid. 
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Diagnosis.—The early symptoms of the disease may give rise to difficult 
in diagnosis, but the latter is relatively simple when the disease is advanced. 
The diseases liable to be confused with Faber meningitis at its com- 
mencement are gastro-intestinal catarrh, the exanthemata—especially enteric 
fever—and pneumonia. It must be borne in mind that in children convulsion, 
strabismus, head retraction and stiffness of the neck, with pyrexia, may be 
symptomatic of many maladies apart from meningitis, especially of apical 
pneumonia. In enteric fever the temperature is higher and the headache 
more severe, and irritability and resentment of interference are not present ; 
the decubitus is usually dorsal. Widal’s test is of importance in this con- 
nection. When distinctive signs of intracranial disease have appeared the 
diagnosis has to be made from other forms of meningitis, sinus thrombosis, 
tumour, abscess and middle-ear disease. Careful examination of the retina 
and of the tympanic membranes is then necessary. In all cases the diagnosis 
must be made certain by the examination of the cerebro-spinal fluid, which 
will be found to contain lymphocytes in excess and tubercle bacilli. These 
organisms are sometimes difficult to isolate from the fluid, but their presence 
can be readily demonstrated by injecting the fluid into the subcutaneous 
tissue of guinea-pigs, when the characteristic lesion of tubercle results. It 
must be remembered that in some cases the polymorphonuclear leucocytes 
may be in excess, but these cases are at once distinguished from other forms 
of meningitis by the presence of numerous lymphocytes, by the absence of 
the meningococcus and of the other germs producing suppuration, and by the 
presence of the tubercle bacillus. Pirquet’s skin reaction is often absent in 
tuberculous meningitis. 

Treatment.—From the unvarying fatal issue of the malady, treatment 
can only be directed towards the relief of symptoms. Temporary improve- 
ment and relief of headache may be brought about by lumbar puncture, 
which may for this purpose be repeated several times. Bromides, chloral, 
aspirin and other analgesic drugs may be used to relieve the headache, check 
the convulsion and diminish the restlessness. Hexamine in large doses, 
inunction of mercury and administration of tuberculin have been large'y 
used, but without any success. General treatment must be that which will 
secure such comfort as is possible for the patient. Where swallowing is 
difficult nasal! feeding should be adopted. ; 


2. PNEUMOCOCCAL MENINGITIS 


Pneumococcal infection of the meninges most commonly follows upon a 
similar infection elsewhere in the body, empyema and pneumococcal otitis 
being the commonest lesions, while pneumonia, abdominal infection, abscess 
and joint infection are less common. In one-third of the cases, however, the 
meningeal infection is primary. The characteristics of the cerebro-spinal 
fluid are that it is purulent and sometimes so thick that it will not flow through 
the needle. It is greenish-yellow in colour, contains a large amount of 
albumin, and multitudinous polymorpbonuclear cells, among which the 
characteristic pneumococcus is found. In fulminant rapidly fatal cases the 
fluid may be turbid from the presence of pneumococci alone, no reaction in 
the form of pleocytosis being present. 

ZEtiology.—The disease may occur at any age. It is sometimes a terminal 
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event of a pneumococcal infection elsewhere, and passes almost unnoticed, 
or is discovered only at the autopsy. Meningitis which follows operations 
upon the nose and disease of the nasal bones is usually of the pneumococcal 
variety. 

Pathology.—The surface of the brain and spinal cord is highly char- 
acteristic. Usually the whole surface of the vertex and of the base is 
covered with a thick, tenacious, greenish-yellow pus, which is contained in 
the meshes of the arachnoid, and between this and the dura. The ventricles 
often contain pus. A similar exudation is found upon the spinal cord, 
more especially upon the dorsal aspect, and in the cervical and lumbo-sacral 
regions. The major affection of the vertex of the brain is the peculiarity 
of this disease, and only in the rarest cases is the base alone affected. The 
exudation is characterised by the greater amount of fibrin than in other 
forms of meningitis. 

Symptoms.—The symptoms are those which are common to all forms 
of meningitis. Some of the cases are indistinguishable symptomatically 
from cases of tuberculous meningitis. Others run a very rapid course and 
present few features other than headache, vomiting and pyrexia, with rapidly 
oncoming and quickly fatal coma. In others again, the meningeal symptoms 
are concealed in the terminal asthenia of a previously existing pneumococcal 
infection elsewhere, such as empyema, purulent pericarditis or peritonitis. 

Diagnosis.—This rests upon the presence of signs of meningitis or the 
existence of coma alone, together with a cerebro-spinal fluid which is purulent 
from the presence of polymorphonuclear leucocytes, containing the pneu- 
mococcus. 

No case of recovery from this form of meningitis has hitherto been 
recorded. Lumbar puncture and intrathecal injections of anti-pneumococcal 
serum may be performed, but on account of the thick nature of the exudate, 
little relief? must be expected from the former, while the latter cannot possibly 
avail except in primary cases. 


3. MENINGOCOCCAL MENINGITIS (see p. 36) 


4, PYOGENIC MENINGITIS 


Apart from meningococcal and pneumococcal infections, suppurative 
‘meningitis may result Hon. the invasion of the meninges by staphylococci, 
streptococci, gonococci, B. influenza, B. anthracis and streptothrix. 
taphylococcal and streptococcal infections are by far the most common. 
They may result in young children from septic conditions of the umbilicus 
and from infections of the skin. Usually they are due to extension of an 
infection of adjacent structures to the meninges, and follow disease of cranial 
and spinal bones, especially caries of the middle ear, erysipelas and other 
infections of the scalp, wounds of the meninges, especially bullet wounds, 
rupture of intracranial abscess, and they may occur in the course of a general 
septicemia. 
Pathology.—The pathology of these conditions does not materially 
differ from that of pneumococcal meningitis. In all cases the exudation 
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is purulent, and in the meningitis due to B. anthracis it is of a red colour, 
due to concomitant blood effusion. The cerebro-spinal fluid contains large 
numbers of polymorphonuclear leucocytes, together with the micro-organism 
responsible for each variety. Suppurative meningitis resulting from bone 
disease and from wounds of the meninges may be localised by the formation 
of meningeal adhesions, and an intrameningeal abscess may result. Such 
an abscess situated upon the upper surface of the temporal bone is not an 
uncommon result of caries of the middle ear. 

The clinical aspect is that common to all forms of acute meningitis, high 
pyrexia, rigors and delirium being conspicuous. The course is rapid to an 

most invariably fatal termination. In the localised form where drainage 
can be ensured and extension of the infection prevented, recovery should 
take place. Several cases of recovery from gonococcal meningitis have been 
reported. Influenzal meningitis is invariably fatal. 

Diagnosis.—This depends upon the presence of the clinical signs of 
meningitis and of a cerebro-spinal fluid containing polymorphonuclear 
leucoc in large quantities, and upon the recognition in this fluid of the 
several micro-organisms responsible, by microscopic and cultivation methods. 
The recognition of B. tnfluenz@ requires that cultures should be made upon 
some blood medium, for otherwise the organism may be easily overlooked 
and the fluid reported as sterile. Further, the presence of some well-known 
cause for suppurative meningitis, such as ear disease, staphylococcal infection, 
etc., suggests the diagnosis. 

Acute otitis media may give rise to symptoms closely resembling those of 
meningitis, such as headache, pyrexia, vomiting, head retraction and delirium. 
In such cases examination of the ear, which should be made a routine in 
all cases where meningitis is suspected, will reveal tympanic distension, the 
relief of which is followed by a speedy disappearance of the symptoms. 
In this connection it must be borne in mind that meningitis and intracranial 
abscess never follow directly upon acute otitis, but they are the sequels of 
chronic otitis, which has resulted in caries of the temporal bone. When 
evidences of caries of the middle ear are present in a case presenting cerebral 
symptoms, distinction has to be made between meningitis and abscess of 
the brain or cerebellum. Here the presence of localising symptoms, either 
temporal or cerebellar, and the presence of papilleedema and any tendency 
to a temporary abatement of the symptoms point to the existence of an 
abscess, and further lumbar puncture will in all but the rarest cases settle 
the point. In cases of abscess in which cells and organisms are found in 
the cerebro-spinal fluid, these exist in small numbers only, as compared 
with the copious cells and organisms present in the fluid of suppurative 
meningitis. ? 

Treatment.—In cases of meningitis secondary to temporal caries, the 
source of infection should be at once cleared out by surgical procedure. 
Repeated lumbar puncture may relieve symptoms, and injection of an anti- 
— to the organism present may be tried. Vaccines may also be 


The treatment and prognosis of all the foregoing forms of meningitis, 
except tuberculous meningitis, have undergone a great change since the 
imtroduction of sulphanilamide and its derivations. The mode of employ- 
ment of these drugs is dealt with on p. 49 (cerebro-spinal fever). 
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5. BENIGN ASEPTIC MENINGITIS 


Synonyms.—Epidemic Serous Meningitis; Benign Lymphocytic 
Meningitis. 

fEtiology.—This is unknown. No organisms have been found in the 
cerebro-spinal fluid. The malady so named appears of wide distribution. 

Pathology.—Since recovery is the rule, nothing much is known of this, 
but lymphocytic infiltration of the lepto-meninges has been found in one 
fatal case. 

Symptoms.—Children are mostly affected, but no age appears exempt. 
The onset is abrupt, with headache, sickness and fever. The typical signs 
of meningeal irritation are present, neck and spine rigidity, Kernig’s sign, 
irritability and restlessness and sometimes delirium. Somnolence is unusual. 
In young children convulsions may occur. The fever mounts to 102 or 103 
and fluctuates. It may disappear in 2 or 3 days, or persist for 3 weeks. 
Lumbar puncture yields a cerebro-spinal fiuid under pressure, usually clear 
but sometimes opalescent. The cell count ranges from 50 to 1500 per c.mm. 
After the first two or three days these cells are almost wholly lymphocytes. 
The sugar and chloride contents remain at normal height, thus differing 
from the findings in other forms of acute lepto-meningitis, and resembling 
the findings in acute poliomyelitis. 

Diagnosis.—This depends upon the cerebro-spinal fluid findings and 
upon the benign course of the illness, For a few days differentiation from 
poliomyelitis may be impossible, 

Prognosis.—Recovery is the rule. 

Treatment.—Repeated lumbar puncture reduces the intracranial tension. 
Beyond this, only general nursing care is needed. 


6. SYPHILITIC MENINGITIS 


Miningitis due to infection by the Sptrochata pallida is one of the charac- 
teristic lesions met with in practically all cases of syphilitic disease of the 
central nervous system, and plays its part in the production of the symptom 
complexes of these maladies, from acute cerebral syphilis and acute myelitis 
to general paralysis and locomotor ataxy. It may occur at any period after 
infection, but one-half of the cases occur during the first four years. In a few 
cases the symptoms have been noticed coincidently with the syphilitic roseola. 

Pathology.—The morbid process consists essentially in an infiltration 
of the meninges with lymphocytes and plasma cells, spreading from the 
ea ene lymphatics where the spirochetes multiply freely, and it may 

ead to scarring and opacity of the membranes, with consequent strangling of 

the nerves and vessels and occlusion of the arachnoid space, or to massive 
gummatous formation in the mininges. It is essentially a chronic form of 
meningitis though it may result in the production of acute symptoms. 
A marked feature is that the meningeal changes may be found actively 
progressive in one spot, and equally regressive in another. The disease 
may be local or diffuse, and it may attack the dura (pachymeningitis) and 
involve the overlying bone, or it may spread from the pia-arachnoid into 
the sublying nervous tissue (meningo-encephalitis). 

The cerebro-spinal fluid is characteristic. It is usually under increased 
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a is clear and colourless, and contains lymphocytes and no other cell 
orms. The number of the lymphocytes present is in direct proportion to 
the activity of the meningeal syphilis. The spirochete has rarely been 
found in the fluid, yet inoculation of apes with the fluid has proved 
successful. 

Symptoms.— Apart from those conditions of nervous syphilis in which 
meningitis is associated with arterial disease, the formation of massive 
gummata and neuronic degeneration, syphilitic meningitis may be described 
as giving rise clinically to the following conditions : 

1. Headache. . 

2. Hydrocephalus.—In those acute cases of cerebral syphilis characterised 
by rapidly oncoming headache, vomiting and papilleedema, mental reduction 
and somnolence without localising symptoms, and which respond readily 
to treatment, it seems certain that ventricular distension, consequent upon 
adhesive meningitis and ependymitis, is responsible. A more slowly oncoming 
ventricular occlusion may give rise to symptoms which cannot be distinguished 
from those caused by a non-localisable intracranial tumour. Syphilitic 
meningeal occlusion may give rise to typical hydrocephalus, and a consider- 
able proportion of the cases of infantile hydrocephalus are of this nature and 
are due to congenital syphilis. A few cases are recorded in which chronic 
hydrocephalus of this nature has occurred in adult life. 

3. Infantile syphilitic meningitis —This is a chronic malady which 
commences insidiously during the first few months of life, with signs of 
general nervous deterioration. The appearance of the brain is very char- 
acteristic. The membrane over the vertex is opaque and thickened and 
adherent tothe cortex. The gyn are shrunken, the sulci wide and the surface 
of the brain has in parts the appearance of wash-leather. The child does 
not get on, and takes an ever-decreasing notice of its surroundings. Power 
of movement lessens, the limbs become rigid and the clinical aspect comes 
to resemble exactly that of a severe cerebral diplegia. Convulsions are of 
frequent occurrence. The diagnosis is not difficult, for the signs of meningitis 
are obvious and those of congenital syphilis may be present. There is an 
excess of lymphocytes in the cerebro-spinal fluid, both in which and in the 
blood there is a positive Wassermann reaction. The prognosis in any case 
where the symptoms have become marked is most unfavourable. 

4. Adult syphilitic meningitis, with a symptom-complex closely resembling 
that of tuberculous meningitis, has been reported on many occasions. In 
some of the cases the onset coincided with the appearance of the syphilitic 
roseola. The diagnosis depends upon the presence of signs of active syphilis, 
upon the cerebro-spinal lymphocytosis and upon the existence of a positive 

assermann reaction. The prognosis under appropriate treatment is good. 

5. Paralysis of cranial nerves.—This common and often isolated symptom 
of nervous syphilis may result from sclerosing basal meningitis or from the 

resence of a gumma in the course of the nerve. Several of the nerves may 

involved together in one patch of meningitis. Any of the cranial nerves 

may be affected from the olfactory to the hypoglossal, but the third or oculo- 
motor nerve is by far the most frequently attacked. 

Treatment.—The treatment of the above conditions is that appropriate 
for nervous syphilis in general (p. 1636). The combined administration 
of mercury by inunction and of arsenic compounds by intravenous injection 
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gives the best results. Iodide of potassium is not nearly so useful as when 
massive gummata are present, and, moreover, it seems to increase the 
scarring process. Its use should be avoided until the patient has been under 
the influence of mercury for some time. 


7. OTHER FORMS OF MENINGITIS 


Meningitis due to the typhoid bacillus is a rare malady. It may occur 
as & primary disease, but is usually a complication in the course of enteric 
fever. It is to be remembered that while many cases of enteric fever present 
cerebral symptoms, in very few can meningitis be proved to exist. The 
meningeal exudation, generally serous, is sometimes purulent. The cerebro- 
spinal fluid contains lymphocytes, and Eberth’s bacillus is present. The 
symptoms resemble those of acute meningitis in general. The diagnosis 
depends upon the presence of enteric fever, of Widal’s reaction and the 
discovery of Eberth’s bacillus in the cerebro-spinal fluid. The malady is 
generally fatal, but a considerable number of recoveries have occurred, 
especially in children. In rare cases symptoms of meningitis occur in the 
course of rheumatic infection, and Poynton and Paine have brought forward 
evidence that such symptoms are the result of infection of the meninges 
with the Diplococcus rheumaticus. The term “serous meningitis ”’ is applied 
to those cases of meningitis in which the cerebro-spinal fluid is clear and 
sterile. In such cases recovery is the rule, and the symptoms are not rarely 
rapidly relieved by lumbar puncture. The term “ meningism”’ is used for 
& group of cases which present symptoms of meningitis and in which no 
pathological change can be found either in the cerebro-spinal fluid, or, if 
death occur, in the meninges or cerebral tissue. It is met with in children 
in association with acute febrile diseases, and is presumably due to the toxin 
present. Recovery is usually rapid and complete. 


VIRUS DISEASES OF THE NERVOUS SYSTEM 


Certain viruses have a selective affinity for the nervous system and are 
therefore spoken of as “ neurotropic.” They act upon the nerve cell, and to 
a less degree upon glia cells, but not upon the white matter. They are capable 
of multiplication and of exerting their pathogenic action only within the 
nerve cell, where their life and activity are short-lived. Thus, the infections 
to which they give rise are known as self-limited. 

The essential lesion resulting from their presence is an acute necrosis of 
the nerve cell, leading to the death and destruction or to the damage of the 
cell, A secondary glial and vascular reaction ensues as a result of which 
mphocy iss pass into the cerebro-spinal fluid from the perivascular spaces in 

e affected regions of the nervous system. 

Such virus infections are primary infections of the nerve cell and not 
invasions of the central nervous system secondary to general infection. The 
ade of entry in all cases, except that of rabies, is probably the nasopharynx 

the mechanism of “ droplet infection.” The virus is carried thence via the 
olfactory filaments into the olfactory bulbs and tracts. Gaining direct access 
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to the brain in this way it seems certain that the virus is thereupon trans- 

orted within the system through axis cylinders. This at least appears to 
be the mechanism in the most closely studied of the virus infections of the 
nervous system, acute poliomyelitis. 

The so-called post-infective encephalitis that may follow the acute exanthe- 
mata is not a true virus infection of the nervous system, since the lesion is a 
demyelination and not an attack upon the nerve cell. This form of encephal- 
itis, therefore, is probably to be regarded as an intoxication of the nervous 
system associated with a systemic virus infection. : 

F. M. R. Watsue. 


ACUTE ANTERIOR POLIOMYELITIS 


Synonyms.—Infantile Paralysis ; Heine-Medin Disease. 

Definition.—An infection of the nervous system by a neurotropic virus 
which acts primarily upon the nerve cell, the interstitial tissues of the nervous 
system and the leptomeninges being secondarily involved. Contrary to 
what was formerly believed, there is no initial phase of general systemic 
infection ; from the outset, poliomyelitis is a disease of the nerve cell. The 
virus is an obligatory intracellular parasite, and has a special affinity for 
the ventral horn cells of the spinal cord, within which it multiplies during 
its brief period of activity. 

ZEtiology.—A constant feature of the disease is its incidence in young 
children. They appear to be immune during the first year of life, sus- 
ceptibility being greatest in the second, third and fourth years, and there- 
after declining. Cases during adolescence and early adult life are not un- 
common, but the disease is rare after middle life. It is possible that a very 
large proportion of the community has at some time been infected by 
poliomyelitis, only a very small proportion (less than 1 per cent.) having 
developed symptoms of infection. From 50 to 80 per cent. of the adult 
population possess serum containing protective antibodies, and this fact is 
taken as presumptive (though not certain) evidence of previous infection. 
That such shinically latent infection 1s possible may be seen from the occur- 
rence of the many “ abortive ” cases of poliomyelitis in all epidemic outbreaks. 
The disease is much more prevalent during the hotter months of the summer, 
usually the months of August and September in the Northern hemisphere, 
and the months of March and April in the Southern. It is spread by human 
carriage by infected persons in the initial stage of their illness, and probably 
also by healthy carriers. The nasopharyngeal secretions are infective 
during the first ten days of the illness, and spread probably takes place 
by what is known as “ droplet infection.” It has been said that case-to- 
ease infection does not occur, but the long-continued case-incidence im 
certain small, enclosed communities strongly suggests that, however difficult 
it may be to trace, such infection does in fact occur, and must be allowed 
for in dealing with outbreaks of the disease. There is some evidence that 
milk may also act as a channel of conveyance of the virus. 

Tue Pars oF Inrection.—It is exceptional for the virus to be found in 
the blood or cerebro-spinal fluid, and it is not by either of these channels that 
it reaches the central nervous system. The portal of entry into the body 1s 
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the nasopharynx, whence the virus enters the free ends of the olfactory 
nerve filaments, and travels by the axis cylinders directly into the olfactory 
bulb, and thence into the brain. The subsequent passage of the virus to the 
ventral nerve cells is believed to be entirely Se i 

It is believed that all the symptoms of the declared disease, from the 
first onset to the appearance of paralysis, are due to the effects of the virus 
acting upon nerve cells in its passage from the site of entry into, the brain, 
until it reaches its site of election in the ventral horn cells of the lumbar 
region of the cord. 

Pathology.—The virus of poliomyelitis is an obligatory intracellular 
parasite, and its action takes place entirely within the nerve cell. The 
changes seen in the nervous system vary with the virulence of the infection. 
In very severe infections the nerve cells undergo acute necrosis. If the 
experimentally infected animal be destroyed at this initial stage no lesions 
other than these cell changes are found, and the rapidly ensuing cellular 
exudation and meningeal infiltration seen in fatal human cases are not 
present. But the necrosis of nerve cells in the surviving patient is naturally 
shortly followed by phagocytic processes, and amoeboid (microglial) cells 
and polymorphonuclear leucocytes rapidly invade the affected areas and 
clear away the dead nerve cells. It is essential to bear in mind, however, 
that these processes are secondary and not, as used to be thought, the primary 
and essential lesion of poliomyelitis. In less severe infections, less acute 
forms of nerve cell changes are seen, and with these the cellular exudation 
is almost wholly of amoeboid microglia cells. These phagocytic cells fill the 
perivascular spaces in the affected parts of the cord. Together with leucocytes, 
these cells finally overflow into the cerebro-spinal fluid. They appear here even 
before the development of paralysis; and it is this early indication of meningeal 
infiltration that led to the view formerly held that a meningitis preceded the 
involvement of the nervous system. In the affected regions of the grey matter 
of the ventral horns, some cells always remain unaffected by the virus. 

Lesions in the viscera have been described: namely, hyperplasia of the 
lymphoid tissue and splenic enlargement—but these are not constant, and 
their presence at the final stage of the malady is of uncertain significance. 
They are no longer held to indicate the occurrence of systemic infection in 
‘poliomyelitis. 

Cerebro-spinal fluid.—The fluid is clear, colourless, or faintly yellow, and 
under high pressure, and the titre of chlorides and sugar is normal. The 
protein content is increased. There is usually a pleocytosis from a moderate 
to a very large number of cells, which disappears rapidly with convalescence 
and is usually gone in a fortnight. It is usually described as polymorpho- 
nuclear at first and rapidly becoming lymphocytic, but in our experience this 
18 certainly not the rule. We have seen the fluid normal throughout in 
indubitable cases; we have seen a pure lymphocytosis throughout and 
from the preparalytic stage ; and we have seen high polymorph pleocytosis, 
both early and late, and also with a relapse on the tenth day. The nature 
and namber of the cells seem not to afford any prognostic indications. 

Blood.—In the early stages of the malady, there is a constant and very 
marked polymorpho-nuclear pleocytosis, which may reach as high as 30,000, 
AP a ae hal leucopenia. This leucocytosis disappears when the fever 
abates. 
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Symptoms.—It has been the practice to divide the clinical course of 
poliomyelitis into an initial stage of general infection; a second stage of 
meningeal involvement ; and a final stage of paralysis from invasion of the 
nervous tissues. Cases in which recovery ensued after a brief febrile illness 
and without paralytic manifestations were spoken of as “ abortive,” it being 
supposed that the infection had died out before the virus had invaded the 
spinal cord. This classification, based as it was upon an erroneous pathology, 
may now be abandoned in favour of a division into preparalytic and paralytic 
stages; it being understood that in both stages, and therefore also in abor- 
tive cases, the virus has in fact invaded the nervous system before any 
symptoms whatever have appeared, and that even the symptoms of the 
preparalytic stage are almost certainly the expression of the action of the 
virus upon the nervous system. In short, there is no clinical stage of polio- 
myelitis in which the virus has not already gained access to nerve cells, and 
begun to exert its pathogenic effects. The failure of serum therapy in the 
past is probably to be explained by this fact. 

The preparalytic stage.—This may last from 1 to 4 or 5 days. It is 
almost invariably febrile, the temperature rising to 103 or 104 degrees. 
The pyrexia lasts for from 1 to 3 days and then declines, sometimes finally, 
sometimes recurring for a day or two as paralysis develops. 

To those who have studied the disease in the course of a large epidemic 
there can be no doubt that the clinical picture of the opening phase is patho- 
gnomonic, and clearly to be distinguished from that of other febrile illnesses 
of childhood. Draper has given a very vivid account of this stage, from 
which the following statement is taken. The child is commonly flushed 
and miserable, and may be drowsy, but it presents a typical appearance of 
mingled apprehension and restlessness, and may be very irritable. In 
severe infections the child breathes rapidly, appears pre-occupied and in a 
state of tenseness. An ataxic tremor and involuntary muscular jerkings 
may be present. Extreme fearfalness, and confused and alarming dreams 
are common. The child is hypersensitive to even the lightest touch and 
resents being moved. Vomiting, probably of central origin, may also be 
present. Headache, pain in the neck and back, stiffness of the spine and 
pain in the back on active or passive flexion, diminution of tendon jerks, 
and some diffuse weakness all appear in sequence, and finally paralysis 
suddenly appears in one or more groups of muscles. On the hypothesis 
that the sequence of symptoms in poliomyelitis from the opening of the 
clinical picture until the appearance of paralysis accurately represents the 
passage of the virus through the nervous system from olfactory bulb to 
ventral horn cell, Faber has drawn up the following table of symptoms. 


Progress of Virus. Characteristic Symptoms. 


Fever, drowsiness, alternating with restless- 
Olfactory bulb to hypothala- | ness, sweating, general hyperesthesia, ap- 
mus and brain stem. { prehension, fear, irritability, heightened 
sensibility to pain, headache and vomiting. 

Localised pains and tenderness, disturbances 


Posterior columns of cord. | of pain sensibility, pain on flexion of spine, 
Posterior root ganglia. Kernig’s sign, transiently increased tendon 
[ jerks. Temperature may fall now. 
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Progress of Virus. Characteristic Symptoms. 


‘ Twitchings, tremor, unsteady movements. 

Anterior horn cells. Flaccid paralysis, loss of tendon jerks. 

No further spread : gree of extent of paralysis, disappear- 
Infection dies out. ance of pain and tenderness. 


It would probably be premature to say that every stage in this progress 
of the virus has been finally and conclusively proved, but it is of course quite 
reasonable to take the view that all the initial symptoms of poliomyelitis 
are capable of being produced by an infection wholly confined to the nervous 
system ; in other words, the assumption that there is an initial stage of 
general infection is superfluous, and without supporting evidence. 

The paralytic stage——It was formerly the practice to differentiate a 
number of types of poliomyelitis according to the localisation of the paralytic 
symptoms. Thus there were cerebral, cerebellar, brain-stem, spinal and 
neuritic types. As Weston Hurst has pointed out, it is impossible to produce 
in the experimental monkey, no matter what the site of inoculation of the 
virus, any but a spinal type of paralysis, and it is extremely doubtful if in 
the human disease there are any other than brain-stem and spinal cases. 
The remaining cases are probably due to some other cause than the virus of 
poliomyelitis, and they will not be considered here. 

1. Spina, Form.—In young children, the paralysis is often not apparent 
until the second or third day of the illness. In older children and in adults, 
the paralysis is usually present within 24 hours of the onset. The paralysis 
is always of the flaccid variety, with loss of the deep reflexes in the region 
of the paralysis, and subsequent atrophy of the muscles if it is lasting ; it 
develops very rapidly in most of the cases, and seems to have its full limit 
of distribution at the moment of its appearance, which facts correspond 
exactly with the experimental pathology. In some cases, however, the 
paralysis spreads rapidly from its original site, either in ascending or, more 
rarely, in descending fashion. The ascending cases are very liable to be 
terminated with fatal bulbar involvement. In rare cases, relapse occurs, and 
the paralysis, after remaining stationary for several days, may spread 
suddenly to other regions. This event, which is due to a recrudescence of the 
infection, has also been observed in experimental poliomyelitis. It is often 
stated that relapsing cases are usually fatal, but in a very considerable 
experience of such cases we have never seen a fatal issue, which on theoretical 
grounds should be highly improbable, on account of the rapid development 
of immunity after infection. 

The paralysis is generally much more widely spread at the onset than it 
is destined to be permanently. At first all four limbs may be completely 
helpless, and later there may be complete recovery in all but one limb. 
The widely spread temporary paralysis is due to a recoverable affection of 
the nerve cells, whereas the permanent palsy is the result of an actual destruc- 
tion of the cells by a necrotic lesion. The paralysis may affect any muscles 
of the body, but those of the legs.are by far the most commonly involved, 
while those supplied by the nuclei of the brain stem are never permanently 
pr Sashes The trunk muscles may be affected alone, giving rise to spinal 

eformity, usually of a scoliotic or tvoho-acolioie type. Thus, poliomyelitis 
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comes to be one of the very common causes of spinal curvature in the young. 
The narrowing down of the initial paralysis begins to show itself after the 
end of the first week, and any muscle which will recover useful power will 
have done so before the end of the third month. The paralysed muscles 
undergo atrophy, which is more rapid and complete in those cases in which 
there will be no subsequent recovery ; they give the reaction of degeneration. 
They are flaccid from the first, and in the course of time tend to develop a 
variable degree of contracture, and yet it is common to see a limb which 
remains permanently fiail-like. Any muscle which shows a response to 
faradism 3 weeks after the onset will completely recover. When a limb 
is pete seers there is usually a considerable degree of vasomotor paralysis, 
and there may be subsequent retardation of growth. Considerable deformities 
of the body and limbs may arise as the result of the loss of support, which 
results from the paralysis, from the action of unopposed muscles, and from 
the contractures. Such deformity may involve actual dislocation of joints, 
as in the shoulder joint, where the deltoid is paralysed and the pectorals 


escape. 

the local lesion of the spinal cord is by no means confined to the grey 
matter, and may involve the contiguous white matter of the lateral column 
sufficiently to give rise to signs of lesion of the pyramidal tract, and in rare 
cases of lesion of other neighbouring tracts, such as the spino-thalamic tract 
with a result in a Brown-Séquard’s syndrome of pyramidal deficiency upon 
the same side and loss of pain and temperature sense on the opposite side 
below the lesion. Paralysis of the cervical sympathetic is not rare when 
the lower part of the cervical enlargement is involved, with the usual signs 
of a small pupil and low-lying lid on the affected side. It is, however, gener- 
ally a transient event. 

Disturbances of sensibility of an objective kind are rare, and are almost 
always transitnt, and amount to blunting of pain and temperature sensibility, 
from involvement of the spino-thalamic tracts which are continuous to the 
ventral horns. Subjective disturbances are common, and consist of severe 
local pains in the limbs, back and neck. Tenderness of the muscles, and 

ain on moving the joints are sometimes very prominent, and may persist 
for many weeks. The dominance of the clinical picture by persistent pains 
in the periphery constitutes the so-called “ neuritic” form of poliomyelitis. 
Sphincter paralysis is quite common in the early stages in cases in which 
the lumbo-sacral enlargement is affected, but it is always rapidly transient. 

The reflexes, both superficial and deep, are at first lost in the affected 
region, and indeed are generally absent throughout the body in the early 
stages of a severe case, from the general effect of the virus upon the nerve 
elements. In the later stages they return, or remain permanently absent, 
according as the muscles recover or not. Any sign of a returning reflex, either 
deep or superficial, in the early days of the illness is a most useful prognostic 
indication that the muscles concerned with the reflex will entirely recover. 

2. THE BRAIN-sTEM Form.—In this type, the incidence of the lesions 
ig upon the grey matter of the brain stem from the medulla to the region 
of the red nucleus. The general symptoms of the onset are as in the spinal 
form. In place of the paralysis of trunk and limbs there is bulbar, facial, 
trigeminal or ocular paralysis, according to the situation of the lesions. 
An extensive lesion of the medulla itself proves very rapidly fatal. Lesions of 
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the upper brain stem are more commonly survived, and the resulting clinical 
pictures are, in order of frequency of occurrence, facial paralysis, spastic 
tremulousness from involvement of the upper part of the brain stem, and 
lastly ocular paralysis with nystagmus. 

ourse.—Most commonly within a few days of the onset of the paralysis 
a very considerable remission occurs, and the paralysis becomes much 
narrowed down in its limits; thus, with an initial paralysis of all four limbs 
and trunk, the limbs recovered rapidly, leaving a permanent partial paralysis 
of the trunk, and in a case where both legs were paralysed, the one recovered 
power within the first week, leaving the other permanently crippled. Some- 
times, however, there is no rapid improvement or narrowing of the region 
of paralysis whatever. 

The paralysis remaining after the rapid improvement is final, and 
admits of such improvement only as may occur from the recovery of a few 
cells which have escaped destruction upon the confines of the inflammatory 
lesions, and such recovery is very slow and never reaches more than a slight 
degree. A certain slow improvement in those paralysed muscles which 
retain some voluntary power is often observable, and is referable to hyper- 
trophy of function in those elements which remain and to the acquisition of 
the aptitude which necessity produces. On the other hand, children afflicted 
with this disease during the period of active growth will often show what 
seems to be a progressive diminution of power in the weak muscles, and 
which is, in reality, a relative failure of these muscles under the strain of 
the increasing weight and length of the body and limbs. 

Death 1s uncommon at any stage in the spinal form of poliomyelitis 
except during epidemics, when severe general symptoms are followed by 
widely spread paralysis, involving all the respiratory muscles, and in these 
cases It takes place on the first day of appearance of the paralysis. Weakness 
of the respiratory muscles and especially total intercostal palsy is not infre- 
quently an indirect cause of death, even at long periods after the onset, if 
bronchitis or broncho-pneumonia oceur. 

Diagnosis.—During the stage of general pyrexial symptoms and before 
the paralytic manifestations appear, a definite diagnosis can hardly be made; 
but it may be suggested by the time of year, by the prevalence of an epidemic, 
and by the combination of a polymorpho-nuclear leucocytosis in the blood 
with a lymphocytosis in the cerebro-spinal fluid. When the paralysis first 
sets in, the diagnosis has to be made from acute rheumatism, in which the 
painful joints may cause an appearance of severe paralysis. In the same 
way, syphilitic pseudo-paralysis (acute syphilitic epiphysitis) may be diagnosed 
from poliomyelitis. From acute polyneuritis and Landry’s paralysis, both 
of which maladies may have a pyrexial onset with similar general symptoms, 
poliomyelitis can generally be distinguished by the sudden onset of the 
paralysis and by the absence of any spreading tendency, and probably by 
the lymphocytosis in the cerebro-spinal fluid, and later on by the permanent 
atrophic paralysis. In the rare spreading types of poliomyelitis, the latter 
two points alone serve to make the diagnosis. 

rom almost all of the local lesions of the spinal cord, membranes and 
roots, whether these are of rapid onset, as for example hematomyelia and 
acute myelitis, or of slow onset, such as tumour, inflammation and pressure, 
poliomyelitis is at once distinguished by the absence of the conspicuous 
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sensory loss and sphincter trouble which accompany the former diseases. 
In the final stage of permanent muscular paralysis and atrophy, deformities 
and contractures, poliomyelitis presents little difficulty of diagnosis, but it 
should be borne in mind how frequently deformities of the trunk and especially 
lateral curvature of the spine have their origin in slight attacks of this malady 
where the lesions are confined to the dorsal region. 

Poliomyelitis may simulate meningitis so closely as to be hardly dis- 
tinguishable. The skin in the former malady may be suggestively flushed 
and pink. A sterile cerebro-spinal fluid with no micro-organisms and with 
a mixed lymphocytic and degenerating polymorph pleocytosis and with the 
chlorides and sugar content normal can hardly be from any other case than 
one of poliomyelitis. 

Prognosis.—It is rare for complete recovery to occur in any case of 
spinal poliomyelitis in which paralysis has once set in. Though recovery 
may be nearly complete, yet there seems always to be some region in which 
permanent muscular atrophy persists, and in cases which otherwise clear 
up, this is frequently in the spinal muscles, giving rise to a lateral curvature. 
From this condition of nearly complete recovery to one in which there is 
not the slightest recovery from the initial paralysis, there is every gradation. 
The prognosis is not influenced by the severity or otherwise of the general 
symptoms, for the paralysis may be slight where the general symptoms are 
severe, and vice versa. Incomplete paralysis or the presence of reflex 
action, either superficial or deep, in any region at the end of the first week 
after the paralysis has set in, 1s a sure indication that useful recovery will 
occur in that region. Those regions which remain completely paralysed 
for several weeks after the onset are certain to remain permanently disabled. 
The prognosis as to the eventual usefulness of disabled limbs, or as to eventual 
power of walking, depends upon a consideration of the muscles which are 
permanently paralysed, as to whether they are essential muscles or not, 
and whether they can be assisted or supplanted by any mechanical apparatus 
which is light enough for the weak limbs to carry. 

Second attacks of poliomyelitis are exceedingly rare, but two such cases 
have been recorded by Eshner and by Sanz. The occurrence of progressive 
muscular atrophy in subjects who have in early life been afflicted with polio- 
myelitis is not very rare, and it is usual for the progressive atrophy to com- 
mence 1n the region originally affected by the poliomyelitis. Potts has 
recorded a series of 28 such cases, and several others are to be found among 
the records of the National Hospital. 

Treatment.—In the acute stage, the patient should be kept at rest upon 
a soft bed and fed upon a diet suitable to the febrile condition. Since the 
malady is an infectious, specific fever, and since the virus is known to exist 
upon the nasal, buccal and respiratory mucous membranes, and is presumably 
spread therefrom, bed and utensil isolation is necessary, with sterilisation of 
any contamination from the mucous membranes and mild daily disinfection 
of the mouth and nose. Salicylates, especially in the form of aspirin, will 
relieve the pain and fever, and seem to be decidedly beneficial. ff pain be 
very severe there is no contra-indication to the use of morphine. If the 
respiratory muscles are seriously involved, belladonna or atropine ia of great 
service both in stimulating the respiratory mechanism and in checking 
accumulation of bronchial secretions. 
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In cases in which the respiratory musculature is involved and in which 
a fatal issue may for this reason ensue, apparatus has been devised to effect 
an artificial respiration in the hope that the paralysis may recede and the 
respiratory musculature resume its function. It is particularly during 
epidemic outbreaks that such cases are seen, the paralysis progressively 
ascending from the lower limbs, or spreading by “ jumps ” at short intervals. 
There are two main types of apparatus, the Drinker respirator and its deriva- 
tives which consists of a closed compartment in which the patient lies recum- 
bent, his head protruding through a rubber collar. A motor then produces 
alternating air pressures which passively move the chest. Another type, the 
Bragg-Paull respirator, consists of a rubber apparatus strapped round the 
chest which, again by the use of a motor, by alternate inflation and emptying, 
moves the chest. There may be a few cases in which a really good result can 
be achieved, namely, a useful measure of general muscular recovery ensues 
and the patient can take up a more or less active life. More numerous, 
however, are those in which although sufficient active thoracic movement to 
sustain life returns, the patient remains bedridden for life. Cases are on 
record also in which survival depends upon permanent retention in a Drinker 
respirator. It is probable, therefore, that such machines will find their greatest 
field of usefulness in other maladies than poliomyelitis, such, for example, as 
carbon monoxide poisoning and other essentially temporary causes of respira- 
tory weakness. A modification of the Drinker machine is now provided in 
most hospitals throughout the country. 

It has recently been claimed by Contat in Switzerland that heavy dosage 
with potassium chlorate during the pre-paralytic stage of the illness averts the 
development of paralysis. It is known that the virus of poliomyelitis is highly 
sensitive to oxidising agents. The patient is given nasal instillations of 2 per 
cent. solution of the substance, 5 drops four times daily. By mouth the dose 
ranges from 5 grains in the 24 hours in an infant to a total daily dosage of 
from 60 to 80 grains in an adult. This total is spread over frequent small 
doses during the 24-hour period. The administration 1s begun as early as 

ossible and continued during the febrile period (2 to 3 days), and progressively 
slimninished to cease on the fifth or sixth day. It is said that no albumin, red 
cells or casts are found in the urine during this medication. Contat also 
employed potassium chlorate as a prophylactic in contacts. 

Serum therapy.—Since Netter first initiated this method of treatment 
some twenty-five years ago, the administration of the serum of individuals 
who had recovered from a known attack of poliomyelitis (“‘ convalescent 
serum’’) has been a widely used method of treatment. Convalescent serum 
has been experimentally found to contain protective antibodies, and it has 
been thought that it may prevent the development of paralysis if administered 
during the preparalytic stage, and may limit the extent and severity of 
paralysis if given early in the paralytic stage. Recent re-assessment of the 
clinical evidence strongly suggests that these beliefs are illusory, and that 
serum therapy is unavailing at any stage of the malady. This result is 
indeed what the experimental evidence should have led us to expect. For 
Flexner found that the administration of convalescent serum to an inoculated 
monkey protected only if it were given at the same times as the dose of virus, 
or within 12 hours and before the appearance of symptoms. Administered 
after this moment, it was uniformly ineffective. But it is only after the 
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appearance of symptoms that it can be given in the human subject. Again, 
the theory adopted to rationalize serum therapy was that poliomyelitis 
was a general infection, with later involvement of the nervous system. 
Serum administered in the preparalytic stage was thought to prevent invasion 
of the nervous system. We know now that the nervous system has already 
been invaded before any symptoms whatever develop, and that this sup- 
posed prevention is from the nature of things quite impossible. Recent 
controlled observations in New York, in which 50 per cent. of the patients 
in an extensive epidemic were given serum and the remaining cases denied 
it, have indicated that serum therapy has no influence upon the course of 
the individual case. 

Kleinschmidt, in his analysis of the 1938 epidemic in Cologne, adds 
further confirmation to this judgment. 

Rest and posture.—It is all-important to secure as complete physiological 
rest as is possible for the weak or paralysed muscles for some time after the 
onset. Even in the slightest cases, the patient should be kept in bed for at 
least 3 weeks, during which time attempts at volitional movements should be 
discouraged. The posture of the paralysed region should be such as to secure 
the relaxation of the paralysed muscles ; for if they are kept stretched by the 
action of opponent muscles which are not paralysed, recovery is greatly 
hindered. Appropriate postures can be secured by pillows, sandbags, splints 
and other devices. After a few weeks have elapsed, massage and passive 
movements should be regularly employed and re-educational exercises com- 
menced, where there is sufficient power. Electrical treatment in any form 
is of very doubtful value. Re-education should be assisted by every 
appropriate mechanical device, but it must be carefully borne in mind 
that every mechanical apparatus which overweights the weak limb places 
a millstone around the neck of recovery. The lightest possible shoes 
should be worn, and if splints are indicated the excellent and almost 
weightless, moulded, celluloid splints should be employed, to the absolute 
exclusion of all heavier varieties. In the re-education of the legs for walking, 
a walking-machine on wheels is a necessity. Contractures and deformities, 
which hinder useful action, should be dealt with by passive movements, 
splinting, tenotomies and other surgical procedures. 

There have recently been recorded several cases of acute bulbar polio- 
myelitis in children upon whom tonsillectomy and adenoidectomy had been 
performed during the course of a local outbreak of poliomyelitis. It appears 
that this operation opens a port of entry to the virus. The onset of the 
disease is at an interval of 10 to 20 days after operation, and the issue is 
commonly fatal. The performance of these operative procedures upon 
children is therefore strongly contra-indicated during outbreaks of polio- 
myelitis. 


LETHARGIC ENCEPHALITIS 


Synonym.—Epidemic Encephalitis. 

Definition.—An acute febrile disease, occurring sporadically and 
epidemically, due to the infection of the nervous system, presumably from the 
nasal passages and by a purely axonic route, by a virus, which can be inocu- 
lated into the nervous system of monkeys, reproducing the disease. The 
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clinical aspect is that of a lasting, as opposed to an evanescent, infection, 
producing chiefly inflammatory reaction, and principally incident upon the 
upper parts of the nervous system, the cerebrum, basal ganglia and brain 
stem. Though very definite, it is remarkably polymorphic, and it is some- 
times mono-symptomatic, and its type has changed greatly during the passage 
of anepidemic. The absence of evidence forthcoming of case-to-case infection 
has necessitated the assumption that infection is transferred by carriers, or 
by those in the pre-symptomatic stage of infection only. 

History.— When we read of the influenza epidemic which swept over 
Europe in 1580 and which was accompanied by a malady so peculiar as to 
gain the title of “ schlafkrankheit,” and afterwards of the epidemic described 
by Sydenham in 1675 as “febris comatosa,” the “sleeping sickness ”’ of 
Ttbingen in 1712 and Dubini’s epidemic of the fatal “ electrical chorea ” in 
Northern Italy in 1846, we cannot but agree with von Economo’s conclusion 
that these epidemics were epidemics of lethargic encephalitis. The subsequent 
epidemics of Mauthner’s “ Nona ” in Piedmont in 1891, and also Pfuhl-Leich- 
tenstern’s “‘ hemorrhagic encephalitis ” in 1905 have been proved identical 
with lethargic encephalitis, both clinically and pathologically. The malady 
became pandemic from 1917, reaching a maximum in 1920, since when it 
has gradually declined and it is now comparatively rare, if indeed any true 
cases occur. We have, however, seen a good many end-results of cases which 
had their commencement from 1910 onwards, showing that in England this 
malady was increasingly present, though unrecognised. 

Etiology.—During the period of its incidence, the disease occurred both 
sporadically and epidemically, with no centre of spread. It was more prev- 
alent in the cold season of the year. No age is exempt from the malady, 
and cases have occurred in the seventh decade of life, but it is rare in young 
children and seems to be most incident in the first half of adult life. Infection 
saat od takes place, as in poliomyelitis, from human vectors alone, and 

y droplet infection. When once the virus has gained access to the nervous 
system by a peripheral axonic route, it is ‘‘ virus en cage,” to use Economo’s 
term. It is imprisoned within the nervous system and cannot get out, but 
it may there survive for very long periods, giving rise to second and third 
attacks after apparent recovery, or to exacerbations of symptoms after long 
intervals of remission, or to insidious and progressive severe abrogation of 
nervous function long years in train of slight trivial and evanescent symptoms 
which marked the epoch of infection. Whether the infection thus pent up 
in the nervous system does on occasion manage to escape from the peripheral 
nerve terminals, as it does regularly into the saliva in the case of rabies and 
often into the skin in the case of herpes, and so get free, has not been deter- 
mined. 

The height of the epidemic incidence of lethargic encephalitis has many 
times coincided with a severe epidemic of influenza, but no further connection 
between the two conditions is known. Claimed at one time as an aberrant 
form of poliomyelitis infection, von Economo’s disease has proved quite 
distinct, both in its age incidence, seasonal prevalence, moebid anatomy 
and symptomatology. Economo first succeeded in transferring the disease 
to the monkey by intracerebral inoculation in 1916, and Loewe and Straus 
first proved that the infective agent was filtrable. 

Pathology.—The pressure and quantity of the cerebro-spinal fluid are 
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alwaysincreased, and in a few of the cases blood or the products of hemorrhage 
are present. In a third of our cases the cell count has been normal. In the 
rest there has been a moderate lymphocytic pleocytosis, with little or no 
protein increase, the titre of the sugar tending to a high normal and that of 
the chlorides being normal. No prognostic indications can be derived from 
the nature of the fluid. The vessels of the brain are markedly congested 
and full of blood, and the colour shows a characteristic change from the 
normal throughout the whole of thé grey matter, varying from a rosy flush 
to a deep salmon-pink, giving rise to the term “the rose-coloured brain.”’ 
When hardened in formalin, this colour becomes a heavy purple grey. Both 
subdural and deeply seated hemorrhages are occasionally found. EKconomo 
describes the anatomical picture as one of unvarying constancy. It is that 
of an codematous and congested brain, with all the grey matter conspicuously 
reddened in contrast to the white matter, which is of normal colour. There 
is a non-purulent and, properly speaking, a non-hemorrhagic inflammation 
of the whole grey matter exclusively, the white matter being uninvolved. 
There is most conspicuous perivascular lymphocytic cuffing remarkable for 
the absence of any polymorphs, with an intense cellular infiltration of the 
grey matter with elements of the microglia, while the neuroglia is unaltered 
and demyelination does not occur. Accompanying and succeeding these 
inflammatory changes is a certain measure of neuronophagia, with primary 
loss of the ganglion cells. 

Symptoms.—In the acute forms of the malady the onset is often ushered 
in by general symptoms, such as shivering, malaise, headache, and fever and 
bodily pains, a characteristic thickly coated white tongue and constipation, 
and sometimes vomiting and persistent hiccough. This train of symptoms 
usually appears in the story as an attack of “influenza.” The pyrexia does 
not usually last longer than a week. Countless such attacks of “influenza,” 
distinguishable only by the occurrence of transient diplopia, or of slight 
somnolence, and often even without any such distinguishing features, have 
been completely recovered from at the time, but have been followed, after 
long intervals, by the slow onset of the Parkinsonism of lethargic encephalitis. 
Again, the epoch of infection may apparently give rise to no symptoms at 
all, and long afterwards an insidious onset of Parkinsonism ensues, as has 
a i nowadays in many of the examples of Parkinsonism in childhood. 

many and varied may be the clinical aspects of this disease that it is use- 
ful to consider the separation of clinical types which Economo has laid down : 


A. Acute Types. 


(1) The somnolent and ophthalmoplegic type. 

(2) The hyperkinetic type. Spontaneous involuntary movements, 
sleeplessness, great mental unrest, delirium and mania are here 
characteristic. 

(3) The amyostatic and hyperkinetic type. In thistype Parkinsonian 
tremor and rigidity, salivation and the greasy face are con- 
spicuous. 

(4) The cerebellar type. The symptomatology is that of the cere- 
bellum, and recovery usually occurs. 

(5) The bulbar type. 

(6) The ophthalmoplegic type. 
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(7) The neuritic type, which simulates acute fibrositis. 
(8) The mono-symptomatic type : 

(a) Characterised by persistent trismus. 

(6) Characterised by persistent hiccough. 


B. Chronic Types. 
(1) The progressive Parkinsonian type. 
(2) The mental type. 


A combination of all the types is very common. 


Tur Nervous Sians.—Mental symptoms.—An increasing lethargy, which 
often becomes very deep, is present in many of the cases. In this condition 
the patient will lie for days without stirring a muscle, taking no heed of his 
surroundings and passing the dejecta under him unheeding. Yet when 
roused by command and vigorous bodily stirring, he will wake up and hold a 
very intelligent conversation, lapsing back at once when he is left alone, 
even though his mouth be half full of unswallowed food. In this condition, 
flexibilitas cerea may often be demonstrated in the limbs. The lethargy ma 
last for three weeks or longer even in patients who completely recover. It 
passes away gradually. Unrousable coma is invariably a sign of impending 
dissolution. Subsequent memory of events during the early days of the 
lethargy may be remarkably retained. Insomnia may be a troublesome earl 
symptom, and even when the patients are markedly lethargic they will 
complain that they cannot sleep. Lethargy, however, may be completely 
absent and the ee mental state be that of vivacious excitement and talka- 
tiveness. Irritability and restlessness may be present. In some cases the 
first nervous sign may be delirium or mental aberration, which may rapidly 
develop into acute and violent mania; such cases are rapidly fatal. In cases 
which recover after severe symptoms, considerable mental reduction and self- 
obvious mental change may persist, but we have not seen any case in which 
insanity has resulted. Indeed, it has been said that no sufferer from this 
disease ever regains his original mentality, and it is a common experience to 
find personality very seriously changed in the way of mental reduction. 
Complete incapacity for any sustained work, entire change of character, 
anti-social tendencies, mora] perversion and depressed neurasthenic states 
are not uncommon sequels of the disease. (See also page 1833.) 

Convulsions are very rare, but they may undoubtedly occur as in other 
forms of encephalitis. Indeed, the initial clinical picture may be dominated 
by convulsion, and closely resemble “ status epilepticus ”’ from other causes. — 

Ophthalmoplegia and other  agehaes in the region of the cranial nerves 
are most often nuclear in type, but peripheral paralysis of any cranial] nerve 
may be met with, most commonly unilateral paralysis of the facial nerve. 
The pupils may show every abnormality which a lesion of the nervous system 
can produce. Inequality, unroundness, eccentricity and loss of light reflex 
and ciliary paralysis may occur. The loss of light reflex may be unilateral. 
The external ophthalmoplegia, being nuclear in origin, involves both eyes 
in terms of their conjugate movements, and the upward and downward 
movements are as a rule more severely impaired than are the lateral move- 
ments. Bilateral ptosis is very usual, and is a most important and valuable 
early indication of the disease. The common error is to consider it part 
of the sleepy state. The nuclear ophthalmoplegia is often irregular, giving 
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rise to strabismus and diplopia. Hither in addition to the above or existing 
alone, there may be peripheral paralysis of any of the oculo-motor nerve 
trunks. The degree of the ophthalmoplegia varies in different cases from 
slight diplopia with hardly noticeable strabismus to complete paralysis of 
both eyes. It may be rapidly transient or permanently severe. In severe 
cases which survive there is always some improvement in the degree of 
paralysis in the course of time. 

Vision.—The diplopia and loss of accommodation cause much defect of 
vision, but many of the patients complain of a loss of vision in each eye, 
which is too great for any such explanation, the cause of which is not yet 
explicable. Papilloedema has been reported in a few cases, in one of which 
at least meningeal hemorrhage had occurred. It is transient and never 
reaches a high degree. 

Oculogyric crises.—This term is applied to recurring attacks of tonic 
conjugate deviation of the eyes, most commonly upwards, sometimes upwards 
and to one side, less commonly downwards, or downwards and to one side, 
We have observed one case of a child in which the oculogyric spasm always 
proceeded to a torsion spasm of neck, trunk and limbs so severe as to roll the 
patient out of bed on to the ground with each access. The spasm is met with 
in the chronic stage of the malady, and there is always some degree of Parkin- 
sonism. The attacks may last from a few seconds to 4 hours or more, and may 
occur frequently or at intervals of several days, and as the eyes are com- 
monly fixed in an upward direction, they are peculiarly incapacitating. They 
have not been reported in any other disease than lethargic encephalitis, and 
may constitute, with some slight facial Parkinsonism, the sole sequels of 
this malady. We have not found any treatment which influences tho 
frequency or severity of the attacks. 

ilateral nuclear facial paralysis and bulbar paralysis are not uncommon. 
Paralysis of any individual cranial nerve may occur, and also of any individual 
spinal root. Such paralyses always completely recover in the course of time. 

Symptoms indicative of lesion of the basal ganglia are among the most 
common features of the disease, and they are often the most persistent. These 
consist of weakness of movement, rigidity with slowness of movement, and 
spontaneous involuntary movements. The weakness, rigidity and slowness 
of movement give rise to a peculiar immobility of facial and bodily expression 
and movement. The face is mask-like, the neck stiff and the bead moved 
little and slowly, the trunk bent forward and stiff, the arms held away from 
the trunk, the whole appearance of the patient closely resembling that of 
paralysis agitans. Rapid fluttering of the eyelids when gently closed is 
characteristic of this condition. The spontaneous involuntary movements 
may be of a rhythmic tremulous nature, as in paralysis agitans, or there may 
be slow rhythmic, choreiform, athetoid, myoclonic, irregular or highly compli- 
cated movements: these may be met with at any stage of the mialnd) ut 
most commonly appear some little time after the acute stage has passed 
away. Fibrillation and fascicular twitching of the muscles is very common 
in the acute stage. In cases where bulbar symptoms, either of a spastic or 
flaccid kind, are present, hypersalivation of the nature of a true sialorrhaa is 
often a most troublesome, though transient, symptom. _ 

In addition to the above common symptoms and signs, other indications 
of involvement of the cerebral hemispheres may occur. Bilateral spasticity 


LETHARGIC ENCEPHALITIS 158] 


with signs of involvement of the pyramidal systems, increased jerks, lost 
abdominal reflexes and extensor plantar responses are common. Hemiplegia, 
aphasia and hemianopia may occur, presumably as the result of local sub- 
cortical hemorrhages. Meningeal symptoms may be very marked in the 
early stages, such as suboccipital headache, painful stiffness of the neck, 
head retraction, vomiting and Kernig’s sign. Indeed, we have seen rapidly 
fatal cases in which the clinical picture throughout was hardly distinguishable 
from that of acute meningitis, but none of these cases showed any leucocytosis 
in the cerebro-spinal fluid. A major incidence of the lesions upon the cere- 
bellum gives rise to the picture of acute cerebellar ataxy following a lethargic 
onset, and the end-result may be a condition closely resembling a usual 
type of disseminate sclerosis. Such cases make a good recovery in the 
course of time. 

Peripheral pains are sometimes very severe and are usually quite local. 
They may be the first signs of the illness, and several of our patients had 
been treated for trigeminal neuralgia, brachial neuritis or sciatica before 
any other sign of the malady appeared. These pains may persist for months 
after recovery. They are obviously due to the legion around the nerve roots 
which has been already referred to. 

Spinal symptoms.—Since the lesions have been found in the spinal cord, 
it is only to be expected that focal spinal lesions should be met with in rare 
cases. These are usually acute atrophic paralyses similar to those of polio- 
myelitis. Those that we have seen have completely recovered. It has been 
argued, however, that this atrophic palsy is due to a lesion of the spinal 
roots. More severe lesions may apparently give rise to a condition resembling 
acute transverse myelitis. 

Sphincters.—The incontinence which is almost constantly present, even 
when the lethargy is far from deep, is the result of the lethargy. Transient 
conscious dysuria is however not infrequent in the early stages of the 
disease. The deep reflexes may be lost in severe cases during the acute 
stages, and they are usually absent in premortal conditions. Otherwise they 
tend to be exaggerated, especially if involvement of the pyramidal system be 
present. The condition of the abdominal and plantar reflexes depends upon 
the presence or absence of lesions affecting the pyramidal tracts. In the 
former case, the abdominal reflexes will be absent and the plantar reflexes 
of the extensor type. 

Attention must be drawn to a group of cases in which the initial manifesta- 
tions of the disease are so slight as not even to interfere with the daily work or 
to call for medical attention, and yet in the course of months, or it may be even 
years, the most serious and completely incapacitating oe he appears. A 

atient of ours noticed that he saw double, and did not feel very well for a 
ew weeks, He recovered, but, two years later, had to give up work, by reason 
of a slowly oncoming Parkinsonism, which became extreme. A similar 
result in the slow and late development of grievous symptoms may follow 
any attack of lethargic encephalitis and make the prognosis in this malady 
very difficult. 

Sequelz#.—The disabilities which this malady may leave in its wake 
seem endless and ever increasing as clinical experience widens. The mental, 
paralytic and Parkinsonian end-results have already been referred to, but 
special mention must be made of involuntary spontaneous movements, 
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recurring rhythmic movements, spasms and altered respiratory rhythm. 
Ceaseless rhythmic pulsatile movements may occur in any muscle, movements 
like those of convulsive tic may incapacitate the patients. Hideous recurring 
spasms may appear, sometimes local, sometimes general. Torticollis may 
ae An unduly rapid respiratory rhythm may be established. (See also 
p. 17085.) 

Course.—The course of the disease is extremely variable. It may be a 
slight transient illness lasting but. a few days, and leaving no sequels after 
a few weeks; or a most malignant disease, fatal in a few days. In others, 
symptoms indicative of fresh lesions may occur repeatedly weeks and even 
months after the onset. 

Diagnosis.—A diagnosis of lethargic encephalitis is even at this date 
(1941) not rarely made, but must be received with the very greatest reserve. 
Under this title most neurologists have encountered a great variety of nervous 
disease, including intracranial tumour, cerebral abscess, subdural hematoma, 
tuberculous meningitis, and the like. In typical cases the diagnosis presents 
no difficulty, the rousable lethargy, incontinence, ophthalmoplegia and 
negative, lymphocytic, or blood-containing cerebro-spinal fluid being so 
characteristic as to preclude possibility of error. The less usual forms of the 
malady, and especially those with very gradual onset and slight symptoms, 
often present great difficulty and require much care and full knowledge of the 
possible symptomatology of the disease for their recognition. There is no 
ee laboratory test for the malady, and the diagnosis must be based upon 
clinical grounds. Where meningeal symptoms are prominent, distinction has 
to be made from other forms of meningitis and from poliomyelitis. Here, the 
cerebro-spinal fluid.is of the highest importance, as no polymorpho-nuclear 
leucocytes occur in lethargic encephalitis. In cases commencing with peri- 
pheral pains, excitement, maniacal symptoms or convulsions, careful look- 
out should be kept for the advent of ptosis, ophthalmoplegia, or lethargy, the 
appearance of which, following such symptoms, should at once suggest the 
diagnosis. It must be borne in mind that the clinical picture of the disease 
may be dominated by a hemiplegic condition, and that an apoplexy may 
occur during the acute stage of the disease. Slight cases of the disease are 
frequently unrecognised, or are indeed unrecognisable in the early stages, 
but here the diagnosis can often be made with certainty from the god toaales : 
the peculiar ophthalmoplegia, the spontaneous involuntary movements, and 
ae paralysis agitans-like syndrome being almost pathognomonic of the 

ady. 

Prognosis.—A rapid onset and quick development of severe symptoms, 
marked pyrexia, delirium and maniacal excitement are bad prognostic signs 
and indicate a rapidly fatal issue. After the third week of the disease, the 
pela ge are all in favour of survival. The prognosis, however, as to 

ow much permanent damage to the nervous system will eventually remain 
is hardly possible, since slow improvement may go on for months and even 
years. Of the acute cases occurringat the height of an epidemic, 40 per cent. 
are quickly fatal, 30 per cent. are reduced to chronic invalidism, and 30 per 
cent. recover completely (Economo). The spontaneous movements, even 
when very marked, may clear up in from 3 months to a year. The weakness, 
rigidity and tremors, which form the paralysis agitans-like picture in many of 
the cases, persist indefinitely. 
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Treatment.—Nothing being known of the infectivity and mode of spread 
of the disease, isolation and disinfection are not usually employed. Each 
case must in England be immediately notified to the public health authorities. 
No treatment is known which has any specific influence upon the disease. 
Intravenous injection of collosol iodine solution (150 c.c. for a dose), repeated 
on the second and fourth days, has been advocated, and is certainly without 
harmful effects. Intravenous sodium salicylate, in 15-grain doses in normal 
saline daily, certainly seems to clear up the symptoms in some cases and ma 
do permanent good. It remains therefore to use those measures which will 
help to keep the patient alive and those which relieve symptoms. Relief of | 
the constipation is most important and is often followed by striking improve- 
ment in the symptoms. After the acute stage, treatment is concerned with 
combating the physical and mental listlessness and depression, removing the 
rigidity with massage, passive movements and exercise, and withal brighten- 
ing the days of a convalescence which is often long, tedious and hard to bear. 


JAMES COLLIER. 
W. J. ADIE. 
Revised by F. M. R. Wasae. 


HERPES ZOSTER 


Synonym.—Zoster; Shingles. 

Definition.—An acute infection of the posterior root ganglion, probably 
by a neurotropic virus, leading to severe pain in the distribution of the 
corresponding posterior root, and to the appearance of a crop of vesicles 
in the cutaneous distribution of the root. 

fEtiology.—The virus of zoster stands in some as yet undetermined 
relation to that of chicken-pox, and the appearance of the latter malady 
in a susceptible subject some 14 days after contact with a case of zoster has 
been too frequently recorded to be of the nature of coincidence. 

The disease is seen at all ages, but according to Head 13 perhaps most 
common in adolescents. In elderly patients it is frequently a more serious 
as well as a more painful affection than in young persons. It may arise 
without discoverable cause and with a febrile reaction and considerable 
malaise. It may also occur apparently “symptomatically ” during the 
course of arsenical medication, or during such illnesses as pneumonia, tabes 
dorsalis and tuberculosis. 

Pathology.—The essential lesion is an acute inflammation of the dorsal 
root ganglion of the same histological character as the lesion of acute anterior 
poliomyelitis. There are degenerative nerve cell changes, with accompanying 
microglial reaction and perivascular infiltration with round cells. Later, 
degenerative changes occur in the fibres of the dorsal roots and of the 
peripheral sensory nerves. The Gasserian ganglion and the thoracic and 
upper two or three lumbar ganglia are most often affected. There is an 
increased protein and lymphocyte count in the cerebro-spinal fluid. 

Symptoms.—There may be an onset with fever which persists for 2, 3 
or even 4 days. There is from the first pain at the place at which later 
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the herpetic eruption is to appear. This occurs on the third or fourth day 
.of the illness. At first the rash is a patchy erythema, upon which appear 
small vesicles filled with clear fluid. From the fifth to the tenth day the 
vesicles dry up and shrink progressively until a scab is formed. This finally 
drops off, sometimes leaving considerable scarring. These scars may be 
anesthetic to touch, pinprick and temperature sense. The pain before 
and during the evolution of the cutaneous lesion may be intense. It is 
of a burning and itching quality, and in frail and elderly persons it may 
persist as a most intractable post-herpetic neuralgia for months or even 
ears. 

Zoster of the ophthalmic division of the fifth nerve is most commonly 
found in elderly persons. Corneal vesicles may form and burst, giving rise 
to ulcers, which may spread and end in residual scarring (nebule), which 
impairs vision. 

Herpes of the geniculate ganglion occasionally occurs, The vesicles 
are found in the pinna, and there is pain in this region, over the mastoid, 
and sometimes in the fauces (see p. 1512). 

Localised paralysis may accompany herpes. Thus, in ophthalmic herpes 
there is occasionally third-nerve palsy, with ptosis and squint. In geniculate 
herpes, facial palsy and loss of taste over the anterior two-thirds of the 
tongue is the rule. In herpes of the lower thoracic ganglia there may be 

aralysis of the oblique abdominal muscles on the affected side. The marked 
ocal bulging of the abdominal wall which ensues resembles at first sight 
the presence of an abdominal tumour. These paralyses do not invariably 
clear up, though the facial palsy of geniculate herpes does so more frequently 
than the paralysis of the abdoinical muscles. 

Treatment.—The course of the cutaneous lesions is not influenced by 
treatment, which is directed to keeping the vesicles dry and free from infection. 
For this purpose a dusting-powder of starch or zinc oxide, or a collodion 
dressing may be used. 

During the acute stage, pain may be relieved by aspirin or phenacetin, 
but the post-herpetic neuralgia of some elderly and debilitated patients 
may prove intractable, and so severe as to render life scarcely tolerable. 
A neurosis may be grafted on this pain and render the situation scat 
dificult for the doctor. Various local remedies have been recommended, 
including rays of all kinds, local heat, electrical currents, analgesic applica- 
tions, and so on. But none can be relied upon to afford material relief, 
though the neurotic patient may obtain some comfort from any of them 
that commands his faith. It may be necessary to keep the patient under 
some such mixture as the following: tinct. gelsemi min. 10, phenazone grs. 
me phenobarbitone. sol. gr. 4, sod. bromid. grs. 10. Ag. chlorof. ad fl. oz. 1 
t. d. 8. 

A warning may be sounded against prolonged bromide medication for 
elderly subjects. It sometimes renders them confused and feeble, and 
these debilitating effects may take some weeks to pass off even after bromide 
is withdrawn from administration. For such patients, small and carefully 
adjusted doses of phenobarbitone are probably better. 


F. M. R. Warsz. 
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RABIES ~ 


Synonyms.—Hydrophobia ; Lyssa. 

Definition.—This is an infective disease due to a filtrable virus which is 
located in the salivary glands and central nervous system. It is transmitted 
to man and most warm-blooded animals through infective saliva of canines 
or blood-lapping bats. There is a long and variable incubation period, and 
a short pyrexia] illness of sudden onset characterised by fever, nervous exalta- 
tion and violent muscular spasms involving the cesophagus and respiratory 
system. Once symptoms have supervened, the patient invariably succumbs. 

fEtiology.—The disease is generally transmitted either by the licking 
of a freshly abraded surface of skin or the bite of an infected dog. In Eastern 
Europe and the Orient, wolves not uncommonly transmit the disease and, 
owing to extensive laceration of the tissues, a greater proportion of people 
bitten by them develop the disease than with either dogs or jackals. it has 
been estimated that wolf bites entail a mortality of 80 per cent. In Trinidad, 
in 1925 an epidemic of paralytic rabies in man was attributed to the bites of 

‘vampire bats, cattle being the original source of infection. 

The virus of rabies.—This is now known to belong to the class of neuro- 
tropic viruses that have a special affinity for attacking the grey matter of 
the nervous system. To this class belong also the viruses of acute anterior 
poliomyelitis and of Borna disease. 

Pasteur, in 1881, discovered that rabies could be transferred in series 
from animal to animal by subdural inoculation of emulsions of central nervous 
tissue derived from an infected dog. In rabbits, after some twenty passages, 
the virus became modified : firstly, the incubation period of ordinary street 
virus which varied from 8 to 60 days was reduced to 7 days; and, secondly, 
it lost its capacity to reproduce the disease on subcutaneous inoculation. 
Such a virus is known as fixed virus or virus fixé. Street virus, on the other 
hand, is transmitted from the local wound via the peripheral nerves to the 
central nervous system, and if the sciatic nerve be inoculated the lumbar cord 
becomes infectious several days before the virus can be demonstrated in the 
brain (di Vestea and Zagari). This accounts for the fact that cases bitten 
about the face, head and neck have such a short incubation period. The 
salivary virus is filtrable through coarse Chamberland and Berkefeld filters 
—not so, emulsions of infective brain tissue. The virus is destroyed at 50° C. 
and is attenuated by drying—a fact made use of in the preparation of anti- 
rabic vaccine by the Pasteur method. 

Pathology.—Excess of cerebro-spinal fluid, petechial hemorrhages of the 
piarachnoid and injection of its vessels may be found at autopsy. Histological 
examination reveals cellular infiltration of the perivascular lymph spaces 
as well as Negri bodies within the cytoplasm of the nerve cells and their 
processes. These bodies were described by Negri in 1903. They are globular 
or ovoid structures, of variable diameter (0-5-25-0 microns), and are especially 
common in the Purkinje cells of the cerebellum and the hippocampus. 
Though demonstrable in the brain of 97 per cent. of dogs infected with street 
virus, they never appear in the salivary glands—a fact which supports the 
view that they are not parasitic protozoa, as Negri suggested, but rather 
some kind of cell inclusion or degenerative structure. 

Symptoms.—The period intervening between the bite and the clinical 
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manifestations varies from 1 to 2 months as a rule, the limits being 11 days 
to over a year. Face, head and neck bites have a shorter incubation period 
than those on the upper extremity, and arm bites a shorter incubation than 
those implicating the leg. The onset is generally sudden, but prodromal 
eg ec are sometimes noted for a day or two before a hydrophobic 
syndrome appears. For convenience, three stages are described. 

1. The tnvasion stage—This includes prodromal features such as pain 
in the scar, fever, headache, rapid pulse, anxiety, restlessless, insomnia, 
irregular and sighing respirations, and phases of rushed speaking. 

2. The stage of excitation.—This supervenes in 24 to 48 hours. There is 
intense restlessness, mental excitement, hyperssthesia and hydrophobia 
which consists of a sudden spasmodic spasm of the muscles of the mouth, 
pharynx and larynx and, to a greater or lesser degree, the whole respiratory 
musculature. A typical attack may be induced by offering the patient water. 
As the glass approaches the mouth, the head retracts in a series of spasmodic 
jerks associated with gasping respirations, while any water reaching the mouth 
is immediately ejected. The shoulders are elevated, the chest expanded, 
and the sterno-mastoid and platysma muscles contracted. Later, the synaptic 
resistance in the reflex arcs becomes so lowered that a variety of sensory 
stimuli such as a sudden sound, cold air, strong light, a strange smell, and even 
the suggestion of water may suffice to induce the attack. The voice is altered. 
Frothy saliva collects in the throat and mouth and is flung off the lips during 
the attacks which may be characterised by intense fury or the most profound 
terror. Later, opisthotonus and general respiratory spasm are superadded. 
In the interval the mind is clear, the patient remaining quietly at rest in bed. 
Examination of the central nervous system reveals, as a rule, nothing more 
than increased deep reflexes. Glycosuria is not uncommon, and vomiting, 
exhaustion and emaciation characterise the final stage of the illness. Death 
during the paroxysm may occur from dilatation of the right heart, though 
sometimes near the end the spasms ameliorate or cease altogether. 

3. Stage of paralysis.—If the patient survives long enough, paralysis of 
various types, including Landry’s ascending paralysis, paraplegia and hemi- 
plegia, may supervene. The patient lies helpless and exhausted, and generally 
dies in coma. In man this stage is rarely seen in canine-transmitted rabies, 
but paralytic rabies is commonly encountered in the bat-transmitted variety 
in Trinidad. 

In the Trinidad outbreak all the cases were of this variety, and all proved 
fatal. The onset is acute, with fever and headache. Numbness and burning 
sensations in one or both legs, paresis of the legs and retention of urine 
follow. After 2 or 3 days the paraplegia becomes more complete, and the 
plantar and tendon reflexes disappear. One limb is commonly affected before 
the other. In a few days the paralysis begins to ascend, involving the muscles 
of respiration, of articulation and Jeglutition, There is dyspnoea, restlessness 
and death. The sufferer remains conscious, but may be delirious. Sensory 
changes are of variable intensity. A final brief coma precedes the fatal 
issue. During this time the temperature swings round 103° F., and there is 
profuse sweating. Hydrophobic symptoms are exceptional, and when present 
slight. The cerebrospinal fluid yields an increased globulin content, but is 
otherwise normal. The uration of the illness is from 4 to 8 days. 

Rabies in the dog.—These animals never show the hydrophobic syndrome 
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observed in man. The earliest manifestation appears to be a change in 
temperament, followed by irritation and exacerbations of vicious fury in 
which the animal runs amok, biting wildly anything in its path. Later, 
swallowing becomes difficult, the bark is altered, the jaw drops and general 
paralysis ensues. Death invariably follows some 2 to 5 days after the first 
sla appear. In dumb rabies the stage of excitation is absent. 

lagnosis.—As a rule, little difficulty is experienced in diagnosis, but 
occasionally tetanus, the cerebral type of typhus fever, bulbar paralysis from 
any cause, and datura and other poisonings encountered in Oriental countries 
may need differentiation. Lyssophobia or hysteroid counterfeiting of the 
disease generally manifests itself within the first 10 days, and is unaccom- 
panied by fever or other serious features. 

Prognosis.—By no means all patients bitten by rabid animals die, 
but once clinical manifestations appear the disease invariably ends fatally. 
Estimates varying from 5 to 33 per cent. have been made of the death-rate 
in untreated patients, but of those receiving early anti-rabic inoculations in 
Pasteur institutes, not more than 1 per cent. die. The mortality varies with 
the site of the bite, the interposition of clothing, the number of tooth-marks, 
the extent of tissue laceration and the rapidity with which efficient local 
treatment has been instituted. Head, face and neck bites are particularly 
dangerous, as well as bites from wolves and jackals. 

Treatment.—This is entirely preventive, and in England the muzzling 
order and the strict quarantine of all imported dogs has led to the eradication 
of rabies. In endemic areas canine bites should be promptly treated, and the 
suspected dog chained up, muzzled, and kept under observation. Should the 
animal be alive at the end of 10 days it is proof that the bitten person has not 
been infected. This rule, universally followed in Pasteur institutes, is based 
(1) on the knowledge that the infected dog never survives longer than 6 days 
from the onset of its illness, and (2) that the saliva of a rabid dog is never 
infective for more than 4 days before the onset of symptoms. In suspicious 
cases, especially the head, face and neck bites, treatment should be com- 
menced without delay and discontinued if the dog survives. 

The virus of rabies differs from that of yellow fever in not passing through 
the intact skin, and where there is a history of being licked by an animal 
suspected of rabies prophylactic inoculation need not be advised unless fresh 
skin abrasions were present at the time. 

Local treatment.—If seen within 30 minutes, bleeding should be encouraged 
by the application of a ligature just tight enough to obstruct the venous 
return and the parts bathed with permanganate solution. Subsequently, 
each tooth-mark should be probed Vere and cauterised or treated with 
pure phenol. For 3 days the wound should not be sutured ; this particularly 
applies in the case of face bites. 

Anti-rabic vaccination.—Owing to the long incubation period, it is feasible 
to attempt immunising the patient either by the inoculation of attenuated, 
living, fixed virus, as in the Pasteur and Hégyes methods, or by the injection 
of carbolised or etherised vaccines in which the fixed virus has been killed. 
The Pasteur treatment consists of a series of 18 injections of emulsions made 
from the spinal cord of rabbits which had been dried for periods of from 
14 to 3 days. Semple introduced carbolised vaccine; the most potent 
preparation consists of a 5 per cent. carbolised suspension of sheep brain 
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infected with Paris virus. In mild cases the course consists of 2 o.c. injected 
subcutaneously each day for 7 days; in average cases of 5 c.c. for 14 days; 
and in severe cases, such as head, neck and face bites, in wolf bites, or in 
children bitten on the bare skin, 10 c.c. are injected daily for 14 days. Itchy 
swellings may appear at the site of the inoculations about the eleventh day, 
but other complications following inoculation are fortunately rare. ore As 
accidents, however, have been recorded with all methods; they include a 
mild facial neuritis, dorso-lumbar myelitis and an ascending paralysis of 
Landry’s type which is fatal in about 30 per cent. of cases. 

Treatment of the paroxrysm.—No specific treatment is known. Measures 
directed to alleviate the suffering of the patient should be instituted. These 
include chloroform inhalations and morphine, hyoscine, chloral and atropine 
in large doses. Curare and tetrado-toxin have both been employed for the 
relief of spasms. 

G. CarMIcHAEL Low. 
N. HamItton Farrey. 


CEREBRAL VASCULAR LESIONS 
ANEURYSM 


Pathology.—Miliary aneurysms, which are small seed-like dilatations of 
the finer arteries in the substance of the brain, are not uncommonly present in 
cerebral arterial degeneration. They are usually multiple. The extensive 
researches of A. G. Ellis in 1909 and of Pick in 1910 have proved conclusively 
that miliary aneurysms are of little practical importance apart from the 
associated arterial degeneration. 

True aneurysms of the larger cerebral arteries are not uncommon and 
have in the past been the subject of a very extensive literature. In a recent 
analysis of over a thousand cases McDonald and Korb have ascertained the 
following facts : 

(i) The arteries involved in order of frequency are the middle cerebral, 
basilar, anterior communicating, internal carotid, vertebral, anterior cerebral, 
posterior communicating and posterior cerebral. 

(ii) Aneurysms occur at all ages; about 1] per cent. were below 20 years, 
35 per cent. from 20 to 40 years and 54 per cent. above 40 years of age. 

(iti) The sex incidence is approximately equal. 

(iv) 63 per cent. of the vessels examined showed pathological changes, 
the remainder being described as normal. The predominant lesion was 
atheroma, and less common in order of frequency were mycotic aneurysm 
and syphilitic changes, only 5 per cent. erie: changes of the last-named 
order. At all ages pathological changes in the affected arteries predominated, 
mycotic aneurysms being most common in young persons, atheromatous 
changes in older subjects. 

These aneurysms may give rise to no symptoms during life, being merely 
post-mortem findings, they may rupture, or they may be of sufficient size 
to evoke tumour symptoms. Of these possibilities, rupture appears to be 
the most common, the artery most frequently affected in this way being the 
anterior communicating. 
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The aneurysms found on normal arteries are usually regarded as due 
to developmental defects in the wall, commonly seen at junctions on the 
circle of Willis. They may be multiple, and from their shape are spoken of 
as “berry”? aneurysms. They may rupture freely, leading to a rapidly 
fatal issue, or they may leak recurrently. The wall may contain calcified 
material which shows as a ape: shadow in the radiogram. Mycotic aneurysms 
arise from septic infection of the arterial wall, usually in association with 
septic endocarditis. 

Symptoms.—Clinically, cerebral aneurysms fall into two main groups : 
(1) Those which rupture during life with the extravasation of blood, in 
greater or less amount, into the suburachnoid space, and sometimes also 
into the cerebral substance and into the ventricles. These form the so-called 
apoplectic group. (2) Those which produce symptoms in virtue of the 
pressure they exert on neighbouring structures, thus giving rise to paralytic 
symptoms. These form the paralytic group. It has to be added that this 
second ae may ultimately rupture. There are also cerebral aneurysms 
that during life are anes latent, being merely necropsy findings. 

The clinical picture of subarachnoid hemorrhage, following upon the 
rupture of cerebral aneurysms is now widely recognised, but that of the 

aralytic group is only now being clinically differentiated. Recent studies 
y G. Jefferson has clarified their clinical picture considerably, and in most 
cases their presence should be diagnosed. 


1. SUBARACHNOID HAMORRHAGE 


Synonym.—Spontaneous Subarachnoid Hemorrhage. 

We have seen that bleeding into the subarachnoid space may be an 
accompaniment of head injuries in which the meninges are torn. It may 
also follow primary intraventricular hemorrhage, but the usual cause of 
uncomplicated, or as it is sometimes called, spontaneous subarachnoid’ 
hemorrhage is rupture of a cerebral aneurysm on the circle of Willis or on 
one of its component arteries. The situations in which such aneurysms are 
commonly found have been already enumerated. What has been called 
here the “ berry’ aneurysm may rupture suddenly and freely with the 
production of fatal apoplexy, or there may be recurrent leaking of blood in 
small amounts from such an aneurysm, leading to a syndrome of meningeal 
irritation. 

1. The apoplectic syndrome.—The subject may have been subject to 
frequent headaches, or the speed may be quite unheralded until a sudden 
intense headache, rapidly followed by sudden lapse into unconsciousness, 
signals the free rupture of the aneurysm. It may be thought that an ordinary 
cerebral hemorrhage has occurred when the comatose patient is first seen, 
but careful examination will generally reveal the absence of signs of a gross 
lesion in one cerebral hemisphere (cf. p. 1527) when this has occurred, whereas 
in uncomplicated subarachnoid hemorrhage no signs of hemiplegia are present. 
On the other hand, a bilateral Babinski plantar response will be obtained 
and there will be marked neck rigidity. At first both pupils may be small 
and sluggish, but in fatal cases the pupils ultimately dilate. Lumbar puncture 
produces a fluid that resembles pure blood 

Recovery from hemorrhage of this severity is by no means unknown. 
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In fatal cases death commonly ensues within 24 to 36 hours, or at some 
time during the first fortnight from fresh bleeding. If this period be safely 
passed the prognosis as to recovery is good. Some patients enjoy years of 
normal health after such an episode, while others are subject to recurrences 
of greater or less severity. 

2. The meningitic syndrome.—In this case, the hemorrhage is less 
abundant and therefore consciousness may not be lost. There is violent 
headache, restlessness, delirium, rigidity of neck and spine, Kernig’s sign, 
bilateral extensor plantar responses, and sometimes diplopia and squint. 
Within a few hours, or somewhat later, ophthalmoscopic examination may 
reveal the presence of flame-shaped haemorrhages in the nerve fibre layer 
of the retina, or massive hemorrhage in the subhyaloid space. The last- 
named are characteristic of subarachnoid hemorrhage. Both forms of 
hemorrhage arise from the passage forwards of the extravasated blood 
into the subarachnoid space surrounding the optic nerves. A low grade 
papilloedema is occasionally also observed. 

In non-fatal cases of both types, the temperature may remain raised for 
7 or 8 days, and the urine for the first 48 hours only may contain abundant 
albumin and some sugar. The addition of these features to the clinical 
picture may, if the possibility of their occurrence is overlooked, lead to an 
erroneous diagnosis of uremia or diabetes. 

In small leaking hemorrhages the cerebro-spinal fluid is more or less 
heavily bloodstained, and may for two or more weeks be discoloured, yellow 
or brownish according to the amount of blood originally present. As with 
all other conditions of high and rising intracranial pressure, sudden and 
unexpected death is a common event in undrained cases. Subarachnoid 
hemorrhage does not always reach the general subarachnoid space freely. 
When effused upon the vertex, it may spread out and clot at its edges and 
from without, while the bleeding is still going on at its centre. Thus, a 
~pancake-like hematoma accumulates upon the surface of the brain, thin 
and clotted at its edges, which prevents further spread, and still liquid 
and ever accumulating at its centre. Not infrequently the pressure of the 
- growing liquid centre bursts into the hemisphere causing the addition of 
a sudden hemiplegia to the syndrome, and this has been named by Froin 
the “‘ meningo-cerebral hsemorrhage.” Draining of the cerebro-spinal fluid 
gives no relief when this pancake hematoma is present. 

3. The lumbago-sciatica syndrome.—This rare condition, first described 
by Professor Arthur Hall, commences with pain and stiffness in the lumbar 
region, followed by pains in the legs, and sometimes the leg jerks are absent. 
For a week or more there may be no indication that the cause is intra- 
cranial, but thereafter in undrained cases the symptoms spread upwards 
to the arms and neck, and head retraction, headache and vomiting are 
added. Pyrexia is the rule. The diagnosis depends upon the characteristic 
cerebro-spinal fluid of subarachnoid hemorrhage. The explanation of this 
ee is not easy. It may be that deposit of fibrin upon the roots of 
he lower theca is the cause of the quite local meningeal irritation. All the 
reported cases that have been treated with regular drainage by lumbar 
puncture have made good recovery. ; 

4, The recurring coma syndrome.—The description of a typical case will 
best illustrate this condition. A man of 28, during a period of four years, 
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on four occasions, and at long intervals without any prodromal symptoms, 
fell unconscious in the street, and on each occasion he was taken to the 
nearest hospital where, on account of the persistent coma, lumbar puncture 
was done, with the discovery of blood in fair quantity in the cerebro-spinal 
fluid. On each occasion, the coma disappeared somewhat suddenly after 
24 hours, and the patient insisted on leaving hospital and returning to work 
within a week, as he felt quite well. This patient came under my observa- 
tion for the prevention of further attacks. The only abnormality found 
was a yellow cerebro-spinal fluid resulting from long antecedent hemorrhage. 
The presence of leaking aneurysm has been pathologically proved in several 
similar cases. 

Differential Diagnosis.—The recognition of subarachnoid hs»morrhage is 
an easy matter in those cases in which the train of symptoms calls at once for 
the examination of the cerebro-spinal fluid and blood is found in that fluid. 
The distinction of the apoplectic forms from other varieties of cerebral 
hemorrhage can only be made: (1) by the age of the patient, practically all 
hemorrhagic apoplexy being in the first half of life the result of ruptured 
aneurysm; and (2) by preceding symptoms, such as headache, diplopia, 
ophthalmoplegia and migrainous phenomena. In those cases in which blood 
does not escape into the cerebro-spinal fluid, as in very many of the subdural 
hemorrhages, the diagnosis is both difficult and uncertain. The insidious 
onset of irregular headaches with periods of mental confusion and drowsi- 
ness alternating with period of recovery, especially if following a fall or slight 
blow on the head, should, during the second half of life, always suggest the 
possibility of subdural hemorrhage. Adie has suggested that all cases of 
migraine with transient ophthalmoplegia are due to aneurysms. It seems 
certain that many of the numerous cases of sudden death occurring in 
ophthalmoplegic migraine have been the result of terminal hemorrhage due 
to the presence of aneurysm. On the other hand, the majority of the cases 
of migraine with ophthalmoplegia make perfect recovery. 

Prognosis.—When the aneurysm ruptures frankly and widely and the 
bleeding can be free, the outlook is hopeless, and death occurs in from a 
few minutes to a few hours; nor does drainage avert the consequences of 
so large an opening into a main arterial trunk. If, as so commonly happens, 
there is a slower leakage which perhaps is intermittent, the outlook will 
depend : (1) upon the cessation of the bleeding and the healing of the leak 
by clotting ; and (2) upon the possibility of the free escape of the effused 
blood into the subarachnoid space and its removal by repeated lumbar 
drainage. In many of the cases of subarachnoid hemorrhage, the bleeding 
ceases and the pressure and the dangerous results therefrom can be well 
relieved by lumbar drainage, repeated whenever the symptoms demand it, 
and healing of the aneurysm, by clotting and calcification, occura with 
complete recovery. In other cases there may be repeated attacks of 
leaking at intervals of weeks, months or even years, and again many of 
such patients make good recovery in the end. When the bleeding is wholly 
or mainly subdural and when a subarachnoid hemorrhage clots at its edges 
upon the surface of the brain, drainage and the relief of symptoms is im- 
possible, and the prognosis is serious in the extreme but for the ibility 
that the site of the bleeding may be located and the clot turned out and 
the hemorrhage arrested by surgical procedures. 
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Treatment.—In the case of subarachnoid hemorrhage the patient must 
be kept absolutely at rest, with the administration of sedatives. An immedi- 
ate injection of morphia is indicated when the patient is not comatose and 
has the usual intense headache. It also may be necessary on the recovery 
of consciousness on account of headache and restlessness to take this step. 
It is doubtful whether repeated lumbar puncture is advisable, as it may lead 
to recurrence of hemorrhage, but if there be signs of raised or of rising 
intracranial tension (and progressive slowing of the pulse is generally a 
reliable indication of this), then lumbar puncture may be expedient. When 
recovery sets in, the patient should still be kept in bed for at least 3 or 4 
weeks, During the first fortnight recurrent hemorrhage is more likely to 
occur than later during the course of convalescence. 


2. UNRUPTURED ANEURYSM OF THE INTERNAL CAROTID ARTERY 


Synonym.—The Paralytic Syndrome. 

The aneurysms of this group, like the berry aneurysm, mostly occur at 
the bifurcation of an artery. In this case, on the internal carotid artery 
where the ophthalmic artery arises, or at the junction of the anterior cerebral 
and anterior communicating arteries. There seems no doubt that they are 
more often seen in women than in men, mostly in middle life. 

Symptoms.—The onset may be sudden, in which event diagnosis is 
relatively easy ; or the symptoms may develop so gradually as to make a 
diagnosis of intracranial new growth probable. The arrangement of the 
circle of Willis and its components is such that the visual pathway (optic 
nerves, chiasma and tracts) are very commonly affected by the development 
of an aneurysm in this situation. Similarly, when there is a carotid aneurysm 
the proximity of the carotid artery to the cavernous sinus commonly leads 
to ocular palsies. 

ANATOMICAL CONSIDERATIONS.—The arrangement of the circle of Willis 
and its relations to the visual pathway (optic nerves, chiasma and tracts) 
are such that aneurysms in this situation usually exert pressure upon some 
part of this pathway and thus give rise to visual defects. Further, the 

roximity of the internal carotid artery to the cavernous sinus may lead 
in similar manner to ocular palsies and to disturbances in the field of the 
trigeminal nerve. The optic tracts pass forward above the posterior com- 
municating arteries, the chiasma lies within the arterial circle, and the optic 
nerves pass forward below the anterior cerebral and anterior communicating 
arteries. In other words, the visual pathway in its passage forward passes 
through the circle Willis from behind and above, and leaves it anteriorly 
on its under side. 

It will be seen, therefore, that there are supra-clinoid and sub-clinoid 
aneurysms of the carotid trunk. The latter arise in the cavernous sinus, 
do not commonly interfere with the visual pathway, but may compress the 
third nerve and the ephthalmic division of the trigeminal nerve. The supra- 
clinoid aneurysm arise from the carotid where the ophthalmic artery goes 
off or at the final fiburcation of the main trunk. In these circumstances 
the visual pathway is generally affected. 

Symptoms.—The symptoms may evolve slowly, as though a new growth 
were in question, or may a with dramatic suddenness. There may be 
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paralysis—partial or complete—of the third, fourth and sixth nerves with 
squint and ptosis, severe pain, and some sensory loss round the eye in the 
field of the first division of the trigeminal nerve. There may be slight 
proptosis of the eye, and rarely only some papilledema. The visual field 
defects vary from case to case. There may be monocular blindness when 
the optic nerve alone is compressed, or monocular blindness with a temporal 
hemianopia in the eye on the side away from the lesion. Other recorded 
defects are bitemporal and homonymous hemianopia. Pain is a prominent 
symptom. Symptoms of pituitary dysfunction are usually not found. 
-ray examination may reveal a ring calcification of the aneurysm, while 
angiography may show the shadow of the aneurysm. 
Treatment.—Ligature of the carotid artery appears to be the only 
method of treatment of an unruptured aneurysm of chs type. 


CHRONIC SUBDURAL HAMATOMA 


Subdural hematoma stands in no etiological relationship to subarachnoid 
hemorrhage, but is invariably traumatic in origin, the hemorrhage occurring 
from cerebral veins as these traverse the subdural space. Yet it is convenient 
to consider it at this juncture. 

ZEtiology.—The condition under consideration was formerly known as 

achymeningitis heemorrhagica, the name expressing the belief that an 
inflammatory process was in question. It was further supposed that the 
lesion was in some unexplained way peculiar to chronic alcoholic subjects 
and to sufferers from general paralysis. 

W. Trotter was the first to point out that in reality the lesion was traumatic 
in origin, and that the frequent absence of a history of injury was what 
might be expected in the individuals specified above, who are both more 
than normally liable to falls and head injuries of a minor order and less than 
normally capable of recalling these injuries. In fact, subdural hematoma 
is found at all ages and is invariably traumatic. Falls on forehead or occiput, 
not at the time apparently productive of serious injury, may yet lead to a 
tearing of the cortical veins as these pass from the surface of the brain to 
enter the dural sinuses, The tear is commonly in the subdural space on one 
or both sides of the vertex (superior longitudinal surface). When after the 
shock of the fall the blood pressure rises again to normal and on subsequent 
occasions when there is a transient rise in this pressure blood leaks from the 
torn veins and collects in an ovoid mass on each side of the vertex. 

Rarely such a subdural collection may be found at the base of the brain. 
The periphery of the blood clots thus formed tend to organise so that a fine 
capsule is built up round the hematoma. This may remain solid or its 
centre may liquefy with the formation of a cyst containing a thin brownish 
fluid. In time the dura over this cyst and the cyst walls become thickened 
and stained, and it is clear from the condition sometimes found at necropsy 
that a subdural hematoma may be compatible with many years of survival 
and may during life give rise to no clearly recognizable symptoms. Such 
hematomas may pack a large size, and a 10-ounce mass over each hemi- 
sphere has been observed. 

Symptoms and Diagnosis.—The difficulty which still frequently sur- 
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rounds the diagnosis of subdural hematoma depends in large measure upon 
a general unawareness that it is a not uncommon lesion, and from a survival 
of the old and now obsolete notion that its occurrence is largely confined to 
sufferers from the two affections named above. It must be emphasised 
again, therefore, that subdural hematoma may follow an apparently trivial 
head injury in persons at all age periods ; that essentially its symptomatology 
_ 1s that of a space-occupying lesion, with a feature characteristic of hematoma : 
namely, a remarkable fluctuation in the course and severity of the symptoms ; 
that owing to the bilateral nature of the lesion the signs are apt to be dimoul, 
of localising interpretation ; and finally that in the presence of such a some- 
what blurred picture of raised intracranial tension a history of head injury 
some days, weeks, or even months before the onset of symptoms should 
always give rise to the suspicion that a hematoma, and not a new growth, 
may be present. 

There is almost invariably a clinically latent period in the development 
of a subdural hematoma. This may vary from a matter of days to one of 
weeks. On the whole, it may be said that in young persons, the latent 
period is apt to be shorter and the symptoms more severe and of more rapid 
evolution than is commonly the case in elderly subjects. In young subjects, 
too, there is usually no difficulty in obtaining a history of head injury, 
either a fall upon the head or a blow sustained at sport or in some other way. 
The initial symptom is usually headache, fluctuating in intensity, apt to 
be most severe on awaking in the morning or on physical exertion. With 
the passage of days or weeks this becomes more severe and soon other 
symptoms are added to it. The patient has days on which he is drowsy. 
He may pass rapidly into stupor or even coma, emerging again to become 
almost normal. Transient accesses of diplopia with squint may be noted. 
Examination during a period of maximal symptoms may reveal a papil- 
loeedema, sometimes severe in rapidly developing cases. The plantar re- 
sponses may, on one or both sides, be of the extensor type. There may be 
an inequality of tendon jerks on the two sides, the abdominal reflexes may 
be diminished on one or both sides. They may even be absent. Periods 
of mental confusion may also occur. 

This fluctuation in the severity of the symptoms, the fugitive character 
of the physical signs and the generally downhill tendency of the illness, 
despite the fluctuations are amongst the features which are characteristic 
of subdural hesmatoma and help to differentiate it from that of intracranial 
new growth. When the syndrome develops rapidly, it is more common to 
meet a marked slowing of the pulse than in new growth. 

In most instances there is no trace of blood in the cerebro-spinal fluid. 

Tn all cases there is a great liability to a rapid development of coma 
with a fatal issue. Yet, the occasional finding at necropsy of what is clearly 
a subdural hematoma of very long standing, unsuspected during life, shows 
that from time to time the sequence of events briefly reviewed above fails 
to develop. Though it has to be confessed that even in such cases it 18 
highly ee that careful clinical examination and an awareness on the 
part of the examiner of the symptom-complex of hematoma might have 
made diagnosis possible during life. 

Diagnosis and Treatment.—The features which should make clinical 
diagnosis possible have been described, but in certain doubtful cases certainty 
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can be obtained only by an exploratory operation. This may consist in 
bilateral trephine holes and tapping of the subdural space, or in the turning 
down of osteoplastic flaps and the evacuation of the cyst when found. It 
is clear that treatment is essentially surgical. 


EMBOLISM 


The majority of embolisms of the cerebral arteries occur in valvular 
heart disease, 89 per cent. (Saveliew). Embolism may also occur from 
detached portions of clot from an aneurysm, from thrombi in connection 
with atheroma or syphilis of the aorta, and from detached clots which may 
form in the region of the pulmonary veins and left heart where there is no 
cardiac valvular disease. This latter condition is not an infrequent cause 
of puerperal apoplexy. It occurs in suppurative and gangrenous conditions 
of the lungs, and is an essential factor in the production of ‘‘ pulmogenic ” 
cerebral abscess. Embolism is rather more frequent in women on account 
of the greater incidence of mitral stenosis in that sex, and from the puerperal 
cases. 

The embolus comes from the left heart and may be a vegetation from a 
quite recent endocarditis, but is more commonly a detached vegetation 
from a chronic and especially from a septic endocarditis. Very frequently 
it is a detached portion of clot which has formed in the left auricle 
in mitral stenosis. The middle cerebral arteries are the usual sites of lodg- 
ment of the emboli, and the left middle cerebral is rather more frequently 
affected than is the right. Embolism of the other cerebral vessels may occur, 
but is extremely rare. 

The pathological events which may follow the plugging of a cerebral 
vessel with an embolus are varied and are highly important. In the first 
place, secondary thrombosis may proceed from the embolus throughout the 
whole distal distribution of the vessel, and lead to complete softening of its 
area of supply, and the clinical aspect will be that of severe and unchanging 
damage to the brain. The softened area may shrink or may undergo cyst 
formation, or it may be completely absorbed, giving rise to a porencephalus. 
Secondly, the embolus in the absence of secondary thrombosis may become 
adherent to one spot of the vessel wall at the site of its lodgment, and re- 
tracting from the vessel wall elsewhere, the blood channel] becomes reopened, 
and the clinical results of the embolus, at first very severe, may disappear 
with unexpected and dramatic rapidity, and complete recovery ensue. 
Thirdly, the embolus may contract at the site of its primary lodgment, 
and become detached and shifted on by the blood stream to find a second 
resting-place in a much smaller artery. This event is manifest clinically by 
rapid clearing up of the physical signs in many regions, with persistence or 
even deepening of the involvement of one particular region. For example, a 
severe and complete hemiplegia clears up suddenly on the third or fourth 
day, leaving a brachial monoplegia only. Fourthly, an embolus may be 
impacted at the termination of the internal carotid artery, giving rise to severe 
hemiplegia with blindness of the opposite eye from blocking of the ophthalmic 
artery—carotid hemiplegia. Owing to the re-establishment of the circula- 
tion by the circle of Willis the hemiplegia is likely to recover rapidty, while 
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the eye remains permanently blind owing to secondary thrombosis extending 
through the ophthalmic artery. When an embolus is finally lodged and 
completely occludes the artery, the condition, both pathologically, clinically 
and from the point of view of treatment, is one of thrombosis, the cause of 
the embolism being taken into consideration. As with thrombosis, the 
immediate result of permanent occlusion is a condition of infarct and acute 
cedema in the region from which the blood supply is cut off. The acute 
cedema causes local pressure and increased general intracranial pressure, 
and is a common cause of the transient coma which often supervenes a few 
hours after the stroke, in both embolic and thrombotic apoplexy. 

Stroke from embolism is the most suddenly occurring of all apoplexies, 
and the ictus is not preceded by any prodromal cerebral symptoms. Con- 
sciousness is apt to be lost at once if the whole middle cerebral artery be 
occluded, especially if the lesion be upon the left side. Or it may be retained 
throughout if the embolus lodge in a small vessel only. 

Diagnosis.—This rests upon the occurrence of sudden apoplexy without 
prodromal symptoms in the presence of an obvious cause for embolism such 
as cardiac valvular disease, aortitis, pulmonary thrombosis or the puerperal 
state. The diagnosis can be a matter of probability only in those conditions 
where either embolism or thrombosis is likely, such as enfeebled cardiac 
states and the puerperal state. 

Prognosis.—The prognosis in cerebral embolism depends upon the size 
of the vessel which is plugged, as deduced from the severity of the initial 
symptoms and their extent, and upon the immediate pathological changes 
which occur in the obstructed vessel as above described ; and according to 
the nature of these changes it may be the most severe and least recoverable, 
or, on the other hand, the least severe and most recoverable of all forms of 
apoplexy. The prognosis of the condition causing the embolism is often 
the more important. 

Treatment.—The treatment is that of cerebral thrombosis (see p. 1606) 
together with that of the condition giving rise to the embolus, 


ARTERIAL THROMBOSIS AND HAMORRHAGE 


Cerebral thrombosis and cerebral hemorrhage seem hitherto to have 
been described in text-books of medicine as quite separate conditions, almost 
antagonistic and mutually incompatible, between which it was highly 
essential and even possible to make a differential diagnosis for the purpose 
of applying a very dissimilar line of treatment in the respective conditions, 
each line of treatment being the worst possible for the other condition. It 
cannot, however, be too forcibly pointed out that primary arterial throm- 
bosis and primary arterial pemeetiane depend in every case upon degenera- 
tion of the arterial wall, and that every condition of degeneration of the 
arterial wall may cause either thrombosis or hemorrhage indifferently. 
It is a usual experience to find in patients who have had severe strokes 
that thrombosis was the cause of the earlier, and hemorrhage of the final 
apoplexy. Even in that condition, which has always been held to be the 
most important antecedent of cerebral hemorrhage—renal disease with 
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high arterial tension—Janeway has recently found that thrombosis and not 
hemorrhage was the cause of apoplexy in many of his cases. 

On account, therefore, of the identity of the underlying pathological 
condition in every case, and the clinical association of thrombosis and 
hemorrhage of the cerebral arteries, and the difficulty of distinguishing them 
clinically, the two conditions are here described together. 

Etiology and Pathology.—The arterial degeneration which may result 
in cerebral thrombosis and hemorrhage is due to the following causes: 
(1) Syphilis, which is the commonest cause of thrombosis in the first half of 
adult life, and which is less commonly the cause of hemorrhage. It may 
affect both the large and the small arteries, even to the smallest. All the 
coats of the artery are affected, and in the case of the finest vessels there is 
conspicuous lymphocyte accumulation or “ cuffing”’ round the vessel. In 
the neighbourhood of the affected vessels there is always syphilitic cerebritis 
in the form of lymphocyte exudation and oedema, and meningitis, if the 
lesion come to the surface. This is the most recoverable of all thrombotic 
lesions of the brain. (2) Atheroma, which is the common cause both of 
thrombosis and of hemorrhage in the second half of adult life, and which 
is by far the commonest cause of hemorrhage. It must be especially borne 
in mind that cerebral atheroma may be local in the cerebral vessels, and 
unassociated with general atheroma of the systemic vessels. (3) Arterial 
hypertrophy, with secondary focal degeneration of the media, with or 
without its commonly associated renal disease, which is of the nature 
of “small white kidney” in children and younger adults, and of the 
various types of “granular kidney” in older subjects. (4) Abnormal 
conditions of the blood, especially when associated with feeble cardiac 
action and low blood pressure, as in the puerperal state, and in septicemic 
conditions, and at the time of the menopause. Hemorrhage into the brain 
may also complicate polycythemia and acute leukemia. (5) In association 
with new-growths of the brain, both thrombosis and hemorrhage are common 
events, especially when the neoplasm is soft and rapidly growing. The 
vascular lesion may occur quite early in the course of the new-growth, and 
a pl seas may be the first sign of its presence. (6) Inflammatory conditions 
of any nature may cause thrombosis and hemorrhage. The vascular lesions 
are usually small, but they may be extensive, and may cause death. 
(7) Traumatic lesions, such as the passage of a bullet through the brain, 
or a blow upon the -head, or concussion from high explosives, may cause 
extensive thrombosis or hemorrhage. 

While cerebral hemorrhage results often enough from the direct rupture 
of a true aneurysm, or of one of those irregular local thinnings of the vessel 
wall which is called a “‘ false aneurysm,” and may take place from an artery 
the wall of which is softened by disease though there be neither thinning 
nor bulging of the vessel wall, yet it is probable that cerebral hemorrhage 
is very often the direct consequence of thrombosis, and especially of throm- 
bosis which has occurred some time previously. The sequence of events 
is as follows: An area of thrombosis occurs within the brain, and the usual 
softening and necrosis follow. On the confines of this area, the necrosis 
spreads to come in contact with the wall of a living and unthrombosed artery, 
perhaps of considerable size. The arterial wall of this vessel was nourished 
by the capillaries of the necrosed area, and with its nutrient supply now 
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cut off there is local degeneration of the wall of the living artery. Moreover, 
the shrinking of the necrosed area of brain causes loss of support to the 
degenerate wall of the vessel, which ruptures as the result, under the influence 
of any sudden increase of blood-pressure. It is for this reason that one 
commonly finds in patients who have had multiple attacks of apoplexy, that 
the final and fatal attack is one of hsmorrhage, and that the preceding attacks 
have been attacks of thrombosis. These spots of thrombosis, which cause 
heemorrhage, need not be of large size, and they may be so small as hardly to 
cause symptoms on their occurrence. Marie first called attention to these 
small spots of thrombosis as plaques jaunes, small yellowish-brown spots, 
softened and sometimes cystic, and pointed out their importance as @ cause 
of cerebral hemorrhage. In a similar way the thrombosis of syphilitic 
arterial disease may cause subsequent hemorrhage. 

Syphilitic cerebral thrombosis is not usually a pure pathological process, 
for the vascular disease is often a¢companied by acute syphilitic encephalitis, 
with much lymphocyte extravasation in the vicinity of the diseased vessels, 
and acute local codema, which increase the evascularisation when thrombosis 
occurs. The symptoms of cerebral loss of function are not all due to the 
thrombosis, but are in part owing to the recoverable acute inflammatory 
condition, and it is for this reason that syphilitic apoplexy often shows much 
more recovery than do other forms of apoplexy. 

Thrombosis is a more common cause of apoplexy than is hemorrhage, 
but it is much more frequently survived, while hemorrhage is frequently 
fatal, within from a few hours to a few days of its onset. It follows there- 
fore, that in the autopsy room of a general hospital, hemorrhage is seen mcuh 
more often than is thrombosis, while in infirmaries, where the survived 
cases of apoplexy collect, thrombosis is almost invariably the lesion found to 
be primarily responsible for the apoplexy. 

Thrombosis tends to occur when an habitually high blood pressure is 
temporarily lowered and the circulation less active, and is always strongly 
suggested when apoplexy occurs during sleep and conditions of quiet, and 
after exhaustion, exposure to cold, severe purgation, and in debilitated states 
generally. It is preceded by slowing of the circulation in the area affected, 
and this may be productive of prodromal symptoms. Or there may be 
slight local thromboses preceding the main thrombosis, also giving rise to 
prodromal symptoms. Thrombosis may thus have an ingravescent onset, 
especially when clotting occurs in distal branches of an artery and extends 
towards the main vessel ; but, on the other hand, it may have an absolutely 
sudden onset when the clotting occurs primarily in a large artery. The 
immediate effect of the thrombosis is a condition of infarct with oedema, 
extending widely in the vicinity, and it is this edema which causes the loss 
of consciousness 80 commonly seen a few hours after the apoplexy has occurred. 
The cedema tends to pass off in a few days, and the area bereft of circulation 
by the thrombosis tends to become narrowed by collateral circulation from 
surrounding ais hee and any recovery of function within the affected region 
must be by collateral circulation from elsewhere. The affected area at an 
early stage is bright red in colour, and soon becomes soft and shrunken (red 
softening). Later, the blood pigments degenerate with the production of 
bilirubin and are partly absorbed, producing a yellow-coloured lesion (yellow 
softening). Finally, much of the thrombosed tissue becomes necrotic and is 
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absorbed, leaving one or several cystic cavities. These cavities are never 80 
sharply defined as those resulting from embolism, because of the more 
complete necrosis occurring with the later lesion. Still, a severe arterial 
thrombosis occurring at an early age may result in a porencephaly. Cavities” 
found in cases of apoplexy after years have elapsed, are too often attributed 

to hemorrhage. In reality they are nearly all due to thrombosis or em- 
bolism. The cerebro-spinal fluid in thrombosis is never found to contain 
blood, but some little time after the apoplexy it is often coloured yellow 
or yellowish-brown from escape of changed blood pigments, when the 
lesion has reached the surface of the convexity or the surface of the 
ventricle. 

Hemorrhage, which is usually described as an apoplexy of sudden onset, 
may be so when the escape is from a large vessel. When the bleeding com- 
mences from a smaller vessel, the symptoms are not sudden in their onset, 
but gather rapidly. Such a hemorrhage is much like an avalanche. Com- 
mencing from a small vessel the hemorrhage tears a small cavity, and in so 
doing opens up fresh bleeding points, and with increasing destruction more 
and more bleeding occurs from every piece of torn tissue, until the hemor- 
rhage reaches such a size as to burst commonly into the ventricle and much 
more rarely on to the surface. Indeed, it is difficult to conceive how a 
hemorrhage into such a soft and vascular tissue as is the brain should ever 
stop. As a matter of fact, it very rarely does so, but causes death in the 
first attack of hemorrhagic apoplexy, within from a few hours to a few days 
after the onset, from widespread tearing up of the nervous system and burst- 
ing into the ventricle. One of the most important clinical distinctions 
between apoplexy due to thrombosis and apoplexy due to hemorrhage is 
that the former is often survived, and that the latter is almost invariably 
fatal within a short time of the onset. 

Hemorrhage may occur anywhere within the nervous system, but its 
common seat of commencement is in the centrum semiovale, and the vessel 
which bursts is one of the perforating arteries, of which the lenticulo-striate 
which carries the name of the “ artery of hemorrhage ” is the most common. 
Such bleedings are often called “capsular hemorrhages.’ It must be 
pointed out that this term capsular refers to the region outside the corpus 
striatum or external capsule, and not to the compact internal capsule as it 
converges to the crus cerebri. The cerebro-spinal fluid in cases of hemor- 
rhage contains blood within a very short time of the onset, and lumbar 
puncture often withdraws what is practically pure blood in large quantities. 
I have found blood present in large quantities very often within an hour 
of the onset. 

Both thrombosis and hemorrhage may occur in any part of the brain, while 
massive embolism is rare, except in the middle cerebral artery. The semi- 
oval centre, the calcarine region and the pons are the common sites of both 
hemorrhage and thrombosis in that order of frequency. Hemorrhage is 
rare except in these regions, while thrombosis is not uncommonly met with 
elsewhere. 

Symptoms.—The nature of the symptoms in apoplexy will depend upon 
the site of the vascular lesion; and as the semioval centre or region of the 
middle cerebral artery is the commonest site for all the vascular lesions, hemi- 
plegia is the common result ; and this is associated with aphasia, if the lesion 
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isin the left hemisphere, and involves or isolates the cortex. When the cal- 
carine artery is the site of the lesion, hemianopia results; and this is apt to be 
accompanied by word-blindness, if the lesion be on the left side. Pontine 
apoplexy involves the appearance of double hemiplegia, bilateral ataxy and 
bilateral loss of sensibility, with signs of involvement of cranial nerve nuélei 
and cranial nerves. Cerebellar apoplexies and thrombosis of the posterior 
inferior cerebellar artery produce acute ataxy with forced movements and 
vomiting. 

Prodromal symptoms in the form of transient weakness of one or both 
limbs of one side, transient aphasia and giddiness occur in thrombosis only. 
An ingravescent onset occurs in thrombosis only and when the clotting 
occurs in the periphery of arterial distribution first and spreads towards the 
main trunk. When commencing in the parietal region, tingling and numbness 
of an extremity first occur, followed by a spread of these symptoms over half 
of the body, and subsequent weakness deepening into hemiplegia. When 
commencing in the left temporal region gradually oncoming aphasia is first 
noticed, and when commencing in the ascending frontal convolution a 
peculiar sensation of heaviness in the limbs gradually increasea unti] hemi- 
plegia is obvious. 

The onset in embolism is always instantaneous; it may be sudden in 
thrombosis, and in hsmorrhage from a large vessel. In hemorrhage it is 
always rapid. Consciousness is lost or not, according to the severity of the 
initial lesion and the site it occupies, and to the magnitude of the processes 
which follow the initial lesion, namely, the oadema of embolism and thrombosis 
and tearing of the brain tissue in hemorrhage. In hemorrhage, conscious- 
ness js lost soon, and the rapid development of severe symptoms which 
progressively deepen, is a most important early indication that this is the 
nature of the lesion. 

In calcarine thrombosis the initial symptoms may be so slight as to pass 
unnoticed by the patient, whose first indication of defect may be, that he 
runs into objects on his blind side. 

Convulsion sometimes occurs at the onset, and this nearly always indicates 
thrombosis, rarely embolism, and never hemorrhage. There may be some 
local spasm in the region of the cranial nerves in pontine hemorrhage, but 
this is not convulsion. 

Conjugate deviation of the eyes is a common feature of all apoplexy. 
When the lesion is irritative at its onset, and not too destructive, and 
always when convulsion occurs at the onset, there may be active conjugate 
deviation, the eyes being turned away from the side of the lesion and towards 
the paralysed or convulsed side in hemiplegic cases, or the blind side when 
hemianopia is present. But this active conjugate deviation lasts but a short 
while and is followed by a paralytic conjugate deviation in the opposite 
direction, both eyes being directed away from the paralysed side and towards 
the side of the lesion. This variety of conjugate deviation may last for 
a considerable time, but usually disappears with the onset of deep coma. 

The pupils are often unequal; they may be contracted, or dilated widely, 
and may be insensitive to light. In severe apoplexy, when as the result of 
the cerebral shock or when hemorrhage or edema have so raised the pressure 
as to greatly reduce the physiological activity of all the intracranial elements 
with the production of deep coma, the pupils are widely dilated and insensi- 
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tive. In pontine lesions, the pupils are often contracted to pin-point size, 
and this condition is of important localising significance. 

In proportion to the severity of the general intracranial disturbance, 
respiration tends to be hurried, ra | and stertorous, and with increasing 
pressure to become irregular, grouped or of the Cheyne-Stokes type. The 
blood pressure tends to be raised and the pulse full in all conditions of 
apoplexy, provided the heart will respond to the requirement of an increased 
blood pressure in the face of an increased intracranial pressure. 

Swallowing is often impossible, and the sphincters may be relaxed or 
retention may occur. : 

In the usual variety of apoplexy where the lesion is in the area of the middle 
cerebral artery and the local sign of the lesion is hemiplegia, it will be obvious 
that when the general intracranial pressure becomes severe and the coma 
becomes deep, the hemiplegia becomes less apparent, or masked by the 
universal condition of paralysis consequent upon the general intracranial 
condition. The physician often sees the patient for the first time when there 
is considerable coma, and he must determine upon which side the lesion is 
situated, and endeavour to have some perspective as to prognosis by deter- 
mining the severity of the lesion. 

The following points will serve to determine the side of the lesion when 
these signs are present: (1) The paralytic conjugate deviation is towards 
the side of the lesion. (2) The corneal reflex, when any is present, is dimin- 
ished or Jost on the hemiplegic side. (3) Painful stimulation will elicit less 
response or no response upon the hemiplegic side (hemianesthesia). (4) The 
patient may respond by blinking to a feint made with the observer’s hands 
towards the patient’s eyes upon the sound side, and not on the hemiplegic side 
(hemianopia). (5) The limbs on the hemiplegic side when raised and allowed 
to fall passively, do so in a more lifeless, inert and flaccid fashion than upon 
the sound side. (6) And when there is any difference between the knee-jerks, 
abdominal reflexes and plantar reflexes, the former tend to be diminished and 
lost on the hemiplegic side while the plantar reflex will be of the extensor type 
on the hemiplegic side. It must be remembered in this connection, that a 
severe lesion of one cerebral hemisphere abrogates for a time at least most of 
the functions of the whole hemisphere, and that the hemianmsthesia and 
hemianopia, here referred to, do not necessarily indicate that the destructive 
lesion involves the visual and sensory paths. And further, that the condition 
of coma due to increased intracranial pressure of itself causes such signs as 
bilateral loss of abdominal reflexes and knee-jerks, and bilateral extensor 
responses in the plantar reflex. 

The severity of the lesion may be judged—(1) From the depth of the 
coma; (2) from the degree to which the patient responds to any form of 
stimulation and from the general signs of nervous Sr anion present—for 
example, a condition of complete bilateral flaccidity with complete loss of all 
reflex action and of all response to stimulation indicates a most severe lesion ; 
and (3) from signs of failure of respiration as shown by irregular, grouped or 
Cheyne-Stokes breathing. It is further important to arrive at a determina- 
tion if possible as to whether the condition present is stationary, deepening 
or showing signs of amelioration. 

Vomiting is not an uncommon occurrence in the early hours of apoplexy 
and before coma becomes deep. Hyperpyrexia is often seen in fatal cases - 
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before the end. It is especially common and may reaco a high degree in 
ontine apoplexy. It may be preceded by initial depression of temperature. 
t is of fatal prognostic import. 

HEMIPLEGiIA is the commonest sequel of vascular lesions of the brain. 
The signs which serve to indicate its presence in the comatose subject have 
already been enumerated. 

After cerebral thrombosis it may happen that the initial hemiplegia 
is completely recovered from, but unless this recovery begins early and 
progresses rapidly it is not likely to be complete. 

The essential feature of hemiplegia is the loss of voluntary movements, 
but as this loss begins to pass off, certain new features make their appearance. 
These are muscular hypertonus, increased tendon jerks, and associated 
movements. 

The restoration of movements follows a certain order. Deviation of 
the tongue and facial asymmetry clear up early; next, the leg begins to 
recover ; and finally—and often very incompletely—the arm. The return 
of movements in the limbs is selective. In both upper and lower limbs, 
movement at the proximal joints recovers soonest and most completely. 
In the leg, extension and plantar flexion recover more completely than flexion 
and dorsiflexion. As a result, the patient can often stand when he cannot 
lift the foot and leg to step properly, and has instead to circumduct the 
limb when walking. In the arm, flexion movements recover soonest and 
best, while the fine-skilled movements of the hand and fingers are frequently 
lost for ever. 

The development of hypertonus, or spasticity, is as selective as the return 
of movements. In the leg, the extensor group becomes‘spastic; in the 
arm, the flexor group. Thus, the arm tends to take up a position of ad- 
duction, with flexion at elbow, wrist and digits. The leg is always spastic 
in extension, and does not go into flexion contracture, as may happen in 
spastic paraplegia from spinal cord lesions. The degree of hypertonus varies, 
and is greatest when the loss of movement is greatest. 

The tendon jerks are exaggerated, and there is clonus (knee and ankle) 
in the affected limbs. The Babinski plantar response persists, but the 
abdominal reflexes, which are initially lost on the affected side, sometimes 
return after a period of months. 

The forced immobility of shoulder and distal joints in the arm may lead 
to the formation of adhesions. 

The so-called associated movements are involuntary changes of attitude 
of the paralysed limbs which accompany forceful voluntary movements, or 
such involuntary movements as, yawning. 

CEREBELLAR AporLexy.—This is usually the result of thrombosis of the 
posterior inferior cerebellar artery, which is a branch of the vertebral artery, 
and the clinical picture is very unlike that of cerebral apoplexy. The patient 
is seized with a sudden intense vertigo which carries him to the ground, as 
in Méniére’s disease. Incessant vomiting and forced movements follow, the 
forced movements rotating the patient, so that he comes to rest prone, with 
that side of the face corresponding with the side of the cerebellar lesion in 
contact with the pillow. There is intense ataxy, usually bilateral at first, 
and later becoming confined to the limbs and trunk on the side of the lesion. 
The patient is unable to lift his head, or to maintain the sitting or standing 
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position. When placed in such a position he positively dives to the ground 
when released. Nvstagmus with the long slow movement to the side of the 
lesion, and a short fast movement in the opposite direction is conspicuous, 
and the skew deviation of the eyes is sometimes seen. There is much general 
hypotonia of limbs and trunk which soon becomes limited to the side of the 
lesion. Head retraction, pain and stiffness of the neck and opisthotonos 
may occur. When the patient’s condition recovers sufficiently to allow of 
examination, all the signs of a unilateral cerebellar lesion will be found. 
Consciousness is not often lost. Since the posterior inferior cerebellar artery 
also supplies the lateral region of the vacdiulls, signs indicative of disturbance 
of this region are usually present, and these may dominate the clinical picture 
rather than the cerebellar signs. Chief amongst them are analgesia and ther- 
manesthesia of the face and head, due to implication of the as yet uncrossed 
ee ee path, and of the limbs and body upon the opposite side, 

ue to involvement of that part of the spinothalamic tract which has crossed 
below this level. Between these two areas of sensory loss there is often a 
gap where sensibility is normal, corresponding with that part of the spino- 
thalamic tract which is crossing obliquely at this level, and therefore is too 
near the middle line to be affected. Paralysis of the motor vagus is often 
found from involvement of the nucleus ambiguus, and, from the extension 
of the lesion or of consecutive cedema towards and across the middle line, 
sometimes causes severe dysphagia and dysarthria, and one of the great 
dangers of this form of apoplexy is extension of the thrombosis to that part 
of the medulla which contains the respiratory and other vital centres. en, 
however, such extension does not take place, and if the destruction of the 
lateral lobe is not too extensive, the most remarkable recovery may take place. 

Diagnosis.—The nature of the lesion.—Kmbolism should be diagnosed 
in all cases where there is an obvious cardiac valvular lesion, particularly 
mitral stenosis, septic endocarditis, aortic disease and aneurysm. It is true 
that syphilitic cerebral thrombosis may occur with syphilitic aortitis, but the 
combination is rare, for syphilitic aortitis usually occurs at a much later 
age than does syphilitic cerebral thrombosis. 

Further conditions of cardiac feebleness and corresponding feebleness 
of circulation must obviously predispose to thrombosis if arterial disease be 
present. Mistakes in diagnosis will, however, not often occur, and they are 
not of moment to the patient, for embolism, when once the embolus is lodged, 
is for a]] purposes of treatment and prognosis the same condition as is throm- 
bosis. Thrombosis should be ciaguowed in all primary apoplexies in young 
8 aa subjects, for syphilitic hemorrhage usually occurs at some time con- 
siderably subsequent to a syphilitic thrombosis. In this connection the serum 
reaction and the cytology and reactions of the cerebro-spinal fluid are all- 
important in the diagnosis. 

Thrombosis should be diagnosed, notwithstanding the presence of high 
arterial tension or renal disease, in all cases of apoplexy without organic 
cardiac valvular disease, when the onset occurs during sleep or under cir- 
cumstances of quiet, depletion or exhaustion, and in all cases where prodromal 
symptoms are marked, or where the onset of the apoplexy is gradual, and in 
apoplexies occurring in advanced age, for then hemorrhage is almost un- 
known. All slight apoplexies and nearly all those that survive the first 
10 days after the ictus, are due to thrombosis. 
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Puerperal apoplexy and that occurring at the time of the menupause 
in women are mostly due to thrombosis. 

The cerebro-spinal fluid affords important indications, since hemorrhage 
into the brain in most of the cases soon bursts on to the surface or into 
the ventricle. If blood is absent from this fluid a few hours after the 
ictus, thrombosis or embolism is highly probable and hemorrhage is very 
unlikely. Any infarct condition coming to the surface may in the course 
of time cause the fluid to be blood-tinged or yellow. It is important to 
bear in mind that the infarct conditions of embolism and thrombosis are 
followed by packing of the infarcted region with polymorphs, and that 
these may escape from the surface in such numbers as to load the cerebro- 
spinal fluid with such a high polymorph pleocytosis as to suggest the 
presence of suppurative meningitis. Hemorrhage is a likely cause of 
apoplexy occurring during exertion, especially if it occurs at a moment of 
severe physical strain, or at the height of passion. It is always a probable 
lesion in cases where a previous thrombotic apoplexy has occurred, the final 
event, where multiple strokes have succeeded one another, being almost 
invariably hemorrhage. An apoplexy with rapid onset and with symptoms 
rapidly deepening, with a atick onset of deep coma, and the development of 
pyrexia and signs of respiratory failure, is usually due to hemorrhage. The 
certain test that an apoplexy is due to hemorrhage is the presence of blood 
in quantity in the cerebro-spinal space as proved by lumbar puncture. 
In cases of small white kidney in the young and of granular kidney 
before the age of 60 years, where the blood tension is very high, and 
— there is severe retinitis, hemorrhage is the most likely cause of 
stroke. 

The posttion and extent of the lesion.—The position of the lesion may be 
judged a the nature of the initial signs, whether visual, sensory, motor or 
aphasic, cerebellar or pontine, and later by the permanent symptoms resulting 
from the lesion. It must be carefully borne in mind in this connection, that a 
severe lesion of a cerebral hemisphere may entirely abrogate the functions 
of that hemisphere, initially by a process of shock and afterwards by the 
ocourrence of cedema in the vicinity of the lesion, which may spread widely. 

The extent of the lesion may be gathered by the severity or otherwise 
of the early symptoms and their rate of increase, and by early or immediate 
loss of consciousness, and by the completeness of the paralysis resulting. The 
more severe the extent of the lesion the sooner do grave signs of general 
cerebral failure appear. 

Differential Diagnosis. —The diagnosis of coma due to a cerebral vascular 
lesion is usually made without difficulty from the history, and from the presence 
of unequivocal signs of local lesion of the brain. Ina patient without history, 
and when the coma has become so deep as to remove the unilaterality of 
physical signs, from the severity of the general intracranial pressure, the 
lagnosis may be difficult from other causes of coma such as uremia and 
tes, poisoning by opium, alcohol and its derivatives and illuminating 
gas, and in cases of difficulty search is to be made for the usually obvious 
signs of these conditions, Uramia may present especial difficulties, for it 
is often associated with cerebral vascular lesion, and transient hemiplegic 
attacks may occur in this condition. This is true also of the crises of essential 
hypertension, which are described in more detail on page 1608, Absolutely 
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sudden death which is so often recorded in death certificates as due to 
apoplexy, is usually associated with a stoppage of the heart following the 
sbhtaration of one of its coronary arteries. Apoplexy never causes sudden 
death. There is one recorded case of death from cerebral hemorrhage in 
5 minutes, but it is rare in any apoplexy for death to occur in under 2 hours. 
Other conditions causing hemiplegia with coma must be taken into considera- 
tion. Epilepsy and especially hemi-epilepsy may be followed by marked 
unilateral paralysis (Todd’s paralysis), which may last for a considerable 
time. Here the history of recurring attacks and the complete recovery will 
easily prevent confusion. 

Cerebral malaria and sunstroke may closely resemble apoplexy, and 
should always come to mind when rapid coma follows the development of 
cerebral symptoms in circumstances where these causes are likely. 

The congestive attacks of general paralysis of the insane are peculiarly 
difficult to diagnose from apoplexy. Perhaps they are due to suddenly 
occurring acute cerebral local edema. They are liable to mistaken diagnosis, 
of course, only when occurring as the initial manifestation of the disease, 
These attacks take the form of rapidly occurring attacks of hemiplegia, 
aphasia, hemianopi4, hemiangsthesia or of some combination of these con- 
ditions, usually associated with initial convulsions and followed by coma. 
The diagnosis of a syphilitic thrombosis is made with reason on the positive 
serum reactions, and cerebro-spinal fluid examination. If energetically 
treated it recovers with marvellous rapidity and completeness, to slowly 
develop the characteristic signs of general paralysis. It is the too rapid 
recovery in a case of apparent syphilitic thrombosis which should suggest 
the possibility of the stroke being a congestive attack in general paralysis 
of the insane. In all cases of coma without history, especially when there 
are signs of local cerebral involvement, a very careful examination of the 
head should be made for traces of recent injury, and if signs of injury be 
found, the skull and meninges should be opened, and the nature of the lesion 
sought out and dealt with surgically. 

ognosis.—A majority of the cases of apoplexy from syphilitic throm- 
bosis make a fair recovery, which obviously depends upon how much per- 
manent thrombosis occurs in the lesion of acute syphilitic encephalitis which 
is responsible for this condition, and upon the early application of appropriate 
treatment for syphilis. In some of these cases even, no recovery occurs. 

In embolism the course and prognosis depend upon the extent of the 
vascular supply cut off when the embolus comes finally to rest; and 
upon the amount of collateral circulation afforded, and upon the cardiac 
condition. 

In thrombosis due to atheroma the apoplexy may be rapidly fatal from 
extension of the thrombosis and secondary osdema, which raise the intra- 
cranial pressure beyond the limits of survival. In cases which survive, 
considerable recovery may occur in proportion to the extent of the lesion, 
but in these subjects an apoplexy is usually the beginning of the end, since 
the underlying pathological causes, arterial disease and failing cardiac action, 
still exist and are not amenable te any radical treatment. It is astonishing, 
however, how many of the cases of apoplexy due to atheromatous throm- 
bosis survive for years without any recurrence of the thrombosis or oceure 
rence of henictheee In cases of hemorrhage, the immediate prognosis 
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: the gravest possible, the great majority of the cases surviving but a few 
ours. 

Treatment.—When arterial disease is known to be present, the only 
measure which can in any way tend to safeguard the patient from apoplexy 
is moderation in all things: in diet, alcohol, mental and physical exercises, 
and above all moderation in all measures tending to lower the blood pressure, 
for hmmorrhage is due not so much to the immediate high blood pressure 
as it is to an antecedent period of low blood pressure in a high tension sub- 
ject, which has allowed of thrombosis and which, when the tension is high, at 
some subsequent period causes rupture of a vessel in the thrombosed area. 
It is highly probable that no treatment. influences the course and fatal irsue 
of apoplexy due to hemorrhage. Thrombosis and embolism, however, 
allow some scope for treatment, which should be the same in the two con- 
ditions; and as I have argued above that medical treatment in cases of 
hemorrhage is useless and cannot avert the fatal result, I advise one line of 
treatment to be taken in all cases of apoplexy. 

From the onset of symptoms in every case, a careful stimulant line of 
treatment must be adopted, and all depletive measures that may be calcu- 
lated to lower the blood pressure and diminish the force of the cardiac action 
should be scrupulously avoided. It has been pointed out in the preceding 
passages how much the loca] and general symptoms of apoplexy are the result 
of cerebral ischemia produced by the raised intracranial pressure, either from 
hmmorrhage or from cedema, and how nature attempts to combat this 
ischemia by a reflex raising of the blood pressure, to keep the cerebral circula- 
tion going, and that how when the intracranial pressure exceeds that of the 
mean intracranial venous pressure, death must at once result from stoppage 
of the cerebral circulation. As Thomas truly emphasises, ‘‘ How can the 
lowering of arterial blood pressure possibly help such conditions?” Absolute 
rest is, in the first place, essential when prodromal symptoms appear, and at 
the onset of an attack diffusible stimulants in the form of alcohol and liquid 
food ; the heart’s action may be improved by strychnine, while restlessness 
may be combated with bromides. If the patient is conscious, he should make 
as little effort as possible. His head and shoulders should be raised, special 
care being taken that the neck is not bent, and that nothing shall interfere 
with the return of blood from the head. If there is unconsciousness with 
stertor, the head and shoulders should be turned upon one side, so that the 
tongue should not fall back and impede respiration. If there be much 
cyanosis from impeded respiration, as is often seen in plethoric subjects, it is 
advisable to withdraw blood by venesection, for such relief of embarrassment 
acts as a stimulant to the circulation. Purgation should be avoided, and the 
bowel relieved at intervals by enemata. Stimulating food in a liquid form 
should be administered with stimulants at regular intervals; and if there is 
any difficulty in swallowing, the food should be administered with the nasal 
tube. The bladder should be carefully watched from the first, lest retention 
should occur, and the catheter passed when necessary. Lumbar puncture 
should, when necessary, be performed for diagnostic purposes, and it fre- 
aan gives relief from symptoms due to the high intracranial pressure. 

have many times seen consciousness return within a few minutes of lumbar 
puncture, when much fluid can be withdrawn. It is advisable to withdraw 
all the fluid which will run out at a rate above the normal. Bed-sores and 
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hypostatic bronchitis must be avoided by the usual measures. In the cases 
that survive the first few days, passive movements should be used daily to 
all the joints of the affected side in hemiplegic cases, for this will obviate 
the painful rest adhesions which form in the joints of the paralysed limbs, 
and especially in the shoulder joint, and subsequently cause so much pain 
and misery to the patient. With the return of the power of voluntary 
movement, active exercises take the most important place in treatment. 
The final state of hand-and-finger movements depends not alone on the 
severity of the damage done to the brain, but in part upon the thought 
given to devising active exercises for it and the assiduity with which the 
patient can be persuaded to employ them. To avoid fatigue it is best to 
ordain a given daily period of some minutes to systematic exercise. A 
rubber sponge of appropriate size, fixed in the palm by a strip of webbing 
passing round the hand, will limit the passive flexion of the fingers, and will 
poe a resilient resistance against which the patient may move his paretic 

igits. Massage is an adjuvant, but never a substitute, for active exercises 
in the patient who can undertake them. Electrical stimulation of the 
muscles is absolutely contra-indicated. It has no other effect than to 
aggravate the spasticity that is so serious a hindrance to free movement. 
A hemiplegic patient after apoplexy, should be got upon his legs and 
encouraged to make attempts to walk as early as ever the returning power 
allows any possibility of the attempt. 


HYPERTENSIVE ENCEPHALOPATHY 


In the preceding section on the differential diagnosis of apoplexy, mention 
was made of the sudden and transient cerebral symptoms associated with 
essential hypertension, and some further reference to them is necessary. 
It is known that the subjects of this variety of hypertension may ultimately 
succumb to cerebral hemorrhage, but it should also be borne in mind that 
they are subject from time to time to what are known as “ hypertensive 
crises.” The patient is the possessor of a persistently high blood pressure. 
The attack is precipitated by a further rise in this, aad develops with intense 
headache, sickness and sometimes drowsiness or even semi-coma. HExamina- 
tion will reveal the presence of hypertensive retinitis in most cases, but in a 
proportion there is a definite papilledema with retinal hemorrhages and 
exudate. Accompanying these symptoms there may be hemiparesis, hemi- 
anopia, focal or generalised fits, or other indications of local cerebral lesion. 
The crisis is brief, lasting from a few hours to several days, and usually ends 
in recovery, but recurrence is likely, and finally many subjects develop 
cerebral atheroma and succumb to cerebral hemorrhage. Intervals of 
several months may intervene between succeeding crises. 

The presence of papilloedema is taken to indicate that cerebral oedema 
is complicating the situation. The transient nature of the crisis, and particu- 
larly the rapid appearance and disappearance of such symptoms as hemi- 

aresis, exclude the possibility of arterial thrombosis or other material 
esion of the kind, and spasm of the arteries has been invoked to account 
for the symptoms. There is of course no conclusive evidence that this 
occurs. Yet while the cerebral arteries are not under the same measure of 
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vasomotor control as arteries elsewhere in the body, it is known that some 
such control exists, and it may be that in arterial hypertension more intense 
spasm is possible than in healthy arteries. At least, it may be said that no 
hypothesis better founded or more in harmony with the facts of clinical 
observation has been formulated. 

Differential Diagnosis.—As has been indicated, the transitory character 
of the symptoms exclude gross vascular lesions such as thrombosis, and the 
same may be said of intracranial tumour and lead encephalopathy. Yet it 
may be admitted that while it is present the hypertensive crisis shows many 
points of resemblance to the last two named conditions, especially when 
papilleedema is found. Plumbism in children and young persons not un- 
commonly develops with headache, vomiting, convulsions and focal signs, 
and the development of an intense papilleedema, sometimes also with high 
blood pressure and albuminuria, and search for other indications of lead 

oisoning and careful history-taking are necessary to exclude this condition. 
n intracranial tumour, the systolic blood pressure is rarely above normal 
limits, the history is longer and the condition progressive. Uremia can 
usually be excluded, since in essential hypertension the blood urea is within 
normal limits, and the only abnormality in the urine may be a trace of 
albumin. 

Treatment.—Venesection is indicated as the first step, and when there 
is papilloedema or other signs of cerebral cedema (convulsions, high cere- 
brospinal fluid pressure) lumbar puncture and the withdrawal of cerebro- 
spinal fluid, and also the intravenous or intramuscular administration of 
hypertonic solutions are necessary. As a measure of urgency from 50 to 
70 c.cm. of a 50 per cent. solution of dextrose may be given intravenously. 
For less urgent cases and as a measure that can be repeated for the relief 
of headache, six ounces of a 20 per cent. solution of magnesium sulphate 
may be given per rectum at 6 hourly or less frequent intervals. The con- 
vulsions may be treated by rectal administration of paraldehyde (240 to 
360 minims in water), or by the hypodermic injection of 3 grains of soluble 
phenobarbitone in solution. 

The subsequent management of the case is that of the underlying essential 
hypertension. 


SINUS THROMBOSIS 


Thrombosis of the cerebral sinuses may occur rarely as a primary 
condition, or it may be secondary to infective processes spreading to the 
sinuses from contiguous infected regions. 

4Etiology.—Primary thrombosis is a rare condition. It is said to affect 
the superior longitudinal sinus most commonly. It is more common in the 
first year of life than at any other period, when it may follow diarrhea, 
bronchitis or the conditions of exhaustion met with in tuberculous disease, 
and in congenital syphilis, and it may follow acute diseases such as measles 
diphtheria, etc. It may also occur at any age, up to advanced old age, in 
the terminal stages of cancer, phthisis and other chronic diseases. 

The essential cause of secondary thrombosis is the advent of micro- 
organisms to the sinuses. The infection is often a mixed one, but the 
common organisms present are streptococcus, pneumococcus and Baoslus 
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coh. The sinus may become infected as a part of a general pysmia, or 
infection may spread directly through its see a focus of local disease, 
most commonly from an extradural abscess. In most cases, however, the 
sinus becomes infected from a local spreading septic thrombosis of the veins 
which open into the sinus, from an infected spot at a distance. Thrombosis 
of sinuses may also occur from injury, as by bullet wounds and fractures of 
the skull, and may also result from surgical procedures in the region of the 
sinuses. 

Pathology.—The affected sinus is bulged and distended, and feels to the 
touch, as if it were injected with a solid mass. In the infective forms, the 
clot may very quickly break down into pus, and general pyemia result. 
When the superior longitudinal sinus is thrombosed, there is marked con- 
gestion of the convolutions of the convexity of the brain, often with cord-like 
clot-distended veins. There is bloody serum in the sub-arachnoid space 
contaminating the cerebro-spinal fluid withdrawn by lumbar puncture. 
Later, there is extensive bilateral softening of the cerebral hemispheres, 
most marked in the paracentral and surrounding convolutions. The 
cavernous and lateral sinuses do not drain the brain directly, and blocking 
of one of them does not cause so much cerebral disturbance, on account of 
the presence of alternative paths for the blood. Thrombosis of the cavernous 
sinus, however, may extend to the ophthalmic veins and cause blindness 
with an ansemic and infarcted condition of the retina. The nerves which 
lie in its outer wall, namely, the third, the fourth, the ophthalmic division 
of the fifth and the sixth nerves, may be paralysed. 

Symptoms.—The clinical aspect of this condition is made up of three 
groups of symptoms—(1) the general signs of some bodily condition 
likely to be associated with thrombosis, such as marasmus, pyemia, local 
cranial injury or septic disease of cranial bones and neighbouring tissues ; 
(2) general signs of intracranial disturbance, which will depend upon how 
much the cerebral circulation is upset by the blocking, and which will be 
severe In cases where the superior longitudinal or the straight sinus is affected, 
and perhaps altogether absent where the cavernous sinus or the lateral sinus 
is affected ; and (3) local signs of blocking of an individual sinus. 

The general signs depend upon congestion, oedema, meningeal exudation 
and increased intracranial pressure. Headache, drowsiness, deepening into 
coma, and vomiting are common, while delirium and convulsions may occur. 
Papilloeedema is not infrequent, while head retraction and rigidity of the 
neck, trismus, strabismus, inequality of the pupils, nystagmus, and irre- 
gularity of pulse and respiration may occur. In infective thrombosis, high 
pyrexia and rigors are the rule. 

Loca. S1ans.—Superior longitudinal sinus.--The general signs are severe 
and convulsion is common, and bilateral hemiparesis or paralysis is likely 
to develop. There may be cyanosis and adema of the forehead. The 
angular parietal and temporal veins may be distended, and in rare cases 
thrombosed. 

Lateral sinus.—The clot may extend into the jugular vein and cause 
pain and stiffness on that side of the neck, and occasionally the thrombosed 
jugular vein may be felt beneath the anterior border of the sterno-mastoid 
as a tender solid cord. There may be tenderness and swelling over the 
region of the mastoid emissary vein. 
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Cavernous sinus.—There is cadema of the orbit, with proptosis and codema 
of the conjunctiva, forehead and face. Amblyopia or blindness is the rule. 
Ophthalmoscopic examination reveals swelling of the disk with multiple 
hemorrhages. Paralysis of the ocular muscles and anesthesia of the eye 
on the same side may also occur. 

Diagnosis.—lIf local signs, which give conclusive external evidence of 
sinus thrombosis, are absent, it may be very difficult to distinguish this 
condition from meningitis, abscess, encephalitis or other intracranial lesioz.s. 
The septic forms of meningitis should be distinguished by the polymorpho- 
nuclear leucocytosis in the cerebro-spinal fluid. It must be remembered, 
that in the primary forms of sinus thrombosis in children, a copious lympho- 
cytosis is met with, which may cause confusion with tuberculous meningitis. 
Abscess and sinus thrombosis often exist together. 

Prognosis.—This disease is, as 8 rule, rapidly fatal from ever-increasing 
intracranial pressure; but some subjects, both in the non-infective and in 
the infective forms, survive. This is especially the case when the throm- 
bosis is confined to one cavernous sinus. Cases of infective thrombosis of 
the lateral! sinus following middle-ear disease have often been saved by timely 
surgical interference with ligature of the jugular vein and of the lateral sinus 
on either side of the tlsouiboced area, and with incision and turning out of 
the clot. 

Treatment.—Beyond vigorous prophylactic measures against the causes 
of this condition and the palliative treatment of symptoms, surgical measures 
in cases of local infective origin alone are of avail. Further, in dealing with 
injuries of the skull in the region of the superior longitudinal sinus, trephining 
and exploration should be undertaken with a clear understanding of possible 
thrombosis of the sinus, and its appalling results. 


APHASIA AND OTHER DEFECTS OF SPEECH 
APHASIA 


GENERAL CONSIDERATIONS.—The function of speech, which is the highest 
and most recently evolved human function has as its anatomical substratum 
a region of the cerebral convolutions situated in the left hemisphere and 
having its centre a little behind the middle of the first and second temporal 
convolutions. It is limit-d above by the posterior limb of the Sylvian fissure, 
occupies ide the a and the whole external convexity of the left 
temporal lobe, and spreads backwards into the supramarginal and angular 
gyri, while it extends forwards over all the convolutions of the insula and 
pete) to the posterior ends of the second and third frontal gyri of the 

t side. : 

This ‘speech region of the brain ” comprises not only the cortex but 
also the subcortical white matter which carries the paths of communication 
between the speech region and other parts of the brain. Posteriorly it 
receives an important white tract from the visual region of the cortex. An 
interruption of this tract results in the condition known as “ pure word- 
blindness,” or inability to appreciate written speech. Upon its deep aspect 
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the speech region of the convolutions receives the temporal Proeoon of 
fibres conveying the auditory impressions, and destruction of this system 
by a lesion undercutting the convolutions in the centre of the temporal 
lobe produces “ word-deafness,” or inability to appreciate spoken language. 
In this same region another set of afferents impinges upon the speech area 
which convey the muscular sense impressions and other sensory impressions 
which are produced in the movements of articulation and which are the 
only guidance which the “deaf mute” has in the knowledge of correct 
execution in his articulation. 

A lesion deep in the temporal lobe which interrupts both the foregoing 
.paths, isolates the speech region from any appreciation of correct execution, 
with the result that spoken language becomes unshapen and degenerates 
into a voluble jargon, “ jargon aphasia.” 

In the anterior half of the speech area a tract of white fibres gathers 
by degrees, and passing forward constitutes the bulk of the ‘“ temporal 
isthmus,” which joins the temporal lappet to the insula, and runs beneath 
the insula to the region beneath the first and second frontal convolutions, 
from whence it is connected with the pyramidal path of the left side, and b 
way of the corpus callosum with the pyramidal path of the right side. This 
is the executive outgoing path for speech movements and a complete lesion 
of this path, as by a limited subcortical lesion underlying the posterior end 
of the left third pre-frontal gyrus and anterior part of the insula, will result 
in complete inability to exteriorise either spoken or written speech—“ pure 
aphasia ” and “ pure agraphia.” 

In the speech area of the brain thus limited, little or nothing is known of 
any localisation of function. It is generally held that there is a gradual 
passing over from receptive function (appreciation of spoken and written 
language) in the posterior regions, to executive function (exteriorisation of 
spoken and written language).in the anterior regions. 

Inasmuch as the phenomena of “ word-blindness ” and ‘‘ word-deafness,”’ 
as well as executive “ aphasia”? and “ agraphia ” result from lesion of the 
speech area, these seem to result from lesion of the tracts concerned and not 
from interference with the function of the cortex. These phenomena are of 
common occurrence in connection with lesions of the speech region and led 
to the formulation of localised areas of the cerebral cortex with specific func- 
tions in regard to speech. Thus, Broca’s centre in the cortex of the posterior 

art of the left third prefrontal convolution was the motor centre for spoken 
anguage, while Exner’s centre in 4 similar position in the second left pre- 
frontal gyrus was the motor centre for written language. The “ auditory 
word-centre ’’ in which auditory memories of words were stored was in the 
cortex of the first and second temporal gyri, and the “ visual word-centre ” 
in which visual memories for words were impressed was in the cortex of the 
angular gyrus. These various centres were connected together by to-and- 
fro paths which could be separately affected by a lesion, and the attempt 
was made to explain the multitudinous and varied ar rr which occur 
in lesions of the speech region by damage to one or other of these hypothetical 
word-centres or to their connecting paths. The result was highly unsatis- 
factory, for the cases generally refused to correspond with the theories 
clinically, and practically never corresponded garam 4 Dejerine, by 
his discovery that a subcortical lesion in the right place could produce “ pure 
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aphasia and agraphia ” at the front end of the speech area and “ pure word- 
blindness ” at the posterior end, the cortex being intact, went far to make 
untenable the theories of narrow localisation of function within the speech 
centre. Subsequently the work of Pierre Marie, Head and others has placed 
modern conceptions of speech function upon a less artificial basis. 

The speech function seems to be concerned with the left hemisphere of 
the brain alone in right-handed persons, and this is explained by the major 
potential of the left hemisphere for receptivity and education associated 
with the major use of the right hand through the countless ages of humanity. 
Left-handedness is usually associated with a transfer of the speech function 
to the right hemisphere, but there are exceptions to this rule. 

The possibility of the transference of the speech function from the left 
to the right hemisphere is great during childhood, to the extent that no lesion 
of the speech region of the left hemisphere, however extensive, causes lasting 
loss of speech in a child under the age of six years, provided sufficient in- 
telligence remain. After this age the possibility of such compensation by the 
right hemisphere for lesions in the left hemisphere seems gradually to 
diminish and to occur but little after adult life is reached, but even in adult 
life remarkable exceptions to this rule are seen. 

The descending paths from the brain by which speech is executed are 
the pyramidal paths. The speech area of the cortex seems to command 
both right and left pyramidal systems equally, so that no lesion of one 
Near era system is ever productive of speech defects, either asphasic or 

ysarthric. 

From this it follows that aphasia, word-blindness, word-deafness, amnesia, 
etc., only result from lesions of the convolutions and of the white matter 
closely underlying the convolutions, and never from lesions of the deeper 
parts of the corona radiata and capsules. 

en, however, both pyramidal Matting are involved, as, for example, 
by bilateral lesions of the brain, or by lesions of the brain stem which involve 
both pyramidal systems where these are contiguous, or by neuronic degenera- 
tion of the pyramidal systems in general, then defects of articulation arise 
comparable to the spastic paralysis of hemiplegia. These do not concern 
the pattern of speech, but solely the articulation, which becomes slow, 
clumsy, and slurring and indistinct, from weakness of movement, stiffness 
of the muscles concerned, and inability finely to adjust the stop positions 
at which the consonants are made. This condition, which is known as 
“ spastic dysarthria,” is commonly met with in double hemiplegia, in lesions 
of the brain stem involving both pyramidal tracts, and also in the tonic 
form of progressive muscular atrophy. In older writings it is often referred 
to under the most inappropriate name of “ pseudo-bulbar paralysis.” 

When the lower motor neurons subserving the speech mechanism are 
bilaterally affected, a very similar dysarthria results, from the weakness and 
inaccuracy of the movements thus entailed, which is known as “ flaccid or 
atrophic dysarthria,’ and which is met with in lesions of the medulla 
oblongata of all kinds, in progressive muscular atrophy, and in peripheral 
neuritis. : 

LESIONS RESPONSIBLE FOR ApHasia.—By far the most common cause of 
aphasia, in all its degrees and varieties, is vascular disease, usually throm- 
bosis, less commonly embolism, and only in the rarest cases hemorrhage—~ 
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for the reason that the two former lesions often affect the vascular supply 
of the superficial parts of the hemisphere, whereas hemorrhage is donsrally 
situated deeply; moreover, cases of cerebral hwmorrhage rarely survive 
the occurrence for more than a few hours. Cerebral tumour is the usual 
lesion causing aphasia of gradual onset, and is perhaps the only known cause 
of isolated “ word-deafness ” and of “ voluble jargon aphasia,” for it is the 
only conceivable lesion which can undercut and, therefore, isolate the temporal 
convolutions without otherwise interfering with their function. 

PHYSIOLOGICAL CoNSIDERATIONS.— Within a short time after birth the 
child begins to recognise the nature and uses of some of the objects in the 
world around it, and to express its simple conscious process by gestures, 
and it early appreciates the “ gesture language ”’ of those around it, The 
‘‘ mimesis,” or gesture language, thus early impressed and expressed, remains 
throughout life the most stable, the least vulnerable, and the longest lasting 
of the methods of receiving and communicating ideas. Long before it is 
able to utter any articulate sound, the infant learns to connect certain 
sounds which it hears with certain objects and with certain events, and the 
memories of these auditory patterns first implanted serve by far the most 
important function in the processes and expressions of thought throughout 
life. Whereas we rely upon our visual memories for our remembrance and 
intelligence in general matters almost exclusively, yet as regards speech we 
rely upon auditory memories to a very large extent, and of course those 
who have never learned to read do so exclusively. The process of recall, 
both in silent thought and in speaking, is the revival of auditory patterns 
We are, therefore, strong “ visuals’ as regards general memory, but strong 
“ auditives”” as regards speech memory, and the relative strength of the 
two functions varies somewhat in individuals, according to personal idiosyn- 
crasy and to education, and this individual variation is sometimes apparent 
in the phenomena of aphasia. From the original connection with hearing, 
the memories of speech patterns come to be located in that part of the 
brain associated with the auditory function—in and around the temporal 
lobe. Later, guided by the auditory memories, the child begins to express 
himself in articulate speech and he does so by the revival of auditory 
memories. 

All living motion is sensory-originated, sense-guided and sense-governed, 
and a motor process of itself has no proved conscious concomitant. Our 
consciousness is that of the sensations which accompany the movement, 
or which result from the movement. The knowledge of correct execution 
so gained fortifies and increases the functional stability of the speech area, 
and is of immense importance in the speech function. If it be absent owing 
to a lesion isolating the speech area on the incoming side, speech degenerates 
into @ jargon and soon pecans impossible ; Just as in tabes the walking 
becomes irregular from loss of the muscular sense conveyed in the posterior 
columns, and ultimately standing becomes impossible. 

When at a considerably later age the child learns to read and to write, 
certain visual patterns (letters, words, sentences) become connected with 
certain objects and ideas, and become linked on to the already well-estab- 
lished auditory memories of speech. The meaning of the visual symbols 
is learned by the child from the meaning of the word or pattern spoken, 
which he already knows well, and the already developed auditory speech 
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function serves as the instructor of the visual speech function, and through- 
out life remains the more potent, more dominant and less vulnerable function 
of the two. 

Later still, in learning to write, the child relies upon his visual memories, 
and as his knowledge of correct execution in writing is largely visual and 
only in minor degree common sensory from the movements of the hand in 
writing. It follows that the function of exteriorising speech by writing becomes 
intimately connected with and a part of the visual speech function, and is 
usually depressed or lost with the visual speech function as the result of 
disease. It will thus be seen that there are not separate regions of the speech 
area in which the auditory memories of language and the execution of spoken 
speech on the one hand, and the visual memories of language and the execu- 
tion of written language on the other hand, are represented, but that there 
are four functions intimately coupled in pairs, which have their seat in the 
same anatomical substratum. 

It is a general principle that when the speech area is damaged the speech 
function becomes depressed as a whole, with the result that function is lost 
in order of its depth of impression. 

Symptoms.—Small lesions of the convolutions seem to produce no 
defects at all, and this is perhaps true of all the regions of the cortex of the 
brain. There can be, therefore, no narrow localisation of function, and 
there must be capacity for compensation for such small lesions in the sur- 
rounding undamaged cortex. With larger lesions of the cortex, and in 
proportion to their extent, mutilation of the patterns of speech, slowness of 
utterance, inability to find the words (inability to recall), especially nominals, 
and above all isolated nominals, and finally confusion of speech intelligence 
occur, in that order. 

In the mutilated speech of the aphasic may be sometimes noticed 
stammering. This condition is at once distinguishable from true jargon 
aphasia, since the former is slow and halting whereas the latter is facile and 
voluble. Misplacement of words and the use of wrong words is common 
and is called “ paraphasia.” A tendency to repeat a word once pronounced 
is sometimes present and bears the name “echolalia.” The same faults 
occur also in writing, as faulty spelling, misplacement of letters and words, 
wrong words, “ paragraphia’”’ and “ echographia.” Much defect of general 
intelligence always accompanies severe damage to the speech area, and this 
will be readily understood from the very large réle which speech patterns 
play in the working of thought. Difficulty in the recall of words and speech 

atterns, which has been termed “ verbal amnesia ”’ or ‘‘ nominal deficiency,’ 
ig a characteristic feature of lesion of the speech area. This difficulty is 
greatest with spontaneous revival than with recall, which is “ kicked up” 
by direct sensory stimulation. For example, an aphasic person who 1s 
unable poo to utter a word, may repeat the word at once when 
it is spoken to him, when he sees it in writing, or when the correspondin 
object is shown to him. It is important in this connection to bear in min 
that we do not speak in the letters of the alphabet, nor in the words of our 
dictionary, but in a running pattern of sound. The pattern or context 
provides the meaning, while the individual words are negligible and have 
no meaning. The la of the pattern in aiding revival is very great both 
from sequence rhythm and musical quality. As examples, an aphasic who 
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has no utterance spontaneously is told to count with his interlocutor. The 
interlocutor begins counting, the aphasic joins in. The interlocutor then 
stores but the aphasic continues counting, carried by the sequence rhythm. 

e confusional defects of speech function are met with in extensive 
damage to the speech area, and are usual as immediate and transient pheno- 
mena in all suddenly occurring lesions of the speech area. There is general 
mental dullness, with varying degrees, usually severe, of depression of speech 
function, and much confusion, both on the acceptive and expressive side, 
when any of these functions remain, and the results of the examination of 
the speech faculty are apt to vary very much from moment to moment, 
for attention is very difficult to hold and the patient is easily fatigued and 
bored. Severe degrees of this form of defect may be associated with in- 
ability to recognise objects—‘‘ object-blindness,”’ and with loss of ability 
to convey ideas by gesture—‘ amimia.” 

Prognosis.—In attempting to estimate the degree of recovery which is 
likely to occur in cases of aphasia, it is necessary first to bear in mind that 
sudden cerebral injury is apt at first, by the process which has here been 
described as functional depression or “ diaschisis,” to cause very wide loss 
of function, though the lesion may not be very extensive. A total aphasia, 
for example, is often the immediate result of a lesion of moderate size. Such 

henomena last usually not longer than a week, and until they have passed off 
it is Impossible to make a definite statement, either as to the extent of the 
lesion or the likely degree of recovery. Speech may be regained by two 
entirely separate processes—either by recovery of function in partly damaged 
and functionally depressed areas, or by compensatory activity in the potential 
speech area of the undamaged hemisphere. The possible recovery of function 
will depend upon the nature of the lesion and upon its extent. It will be 
greater when a lesion may be judged to be one of pressure rather than of 
actual destruction, if such pressure be removable, as in subdural hemorrhage, 
abscess and gumma, and least when widely spread arterial disease and 
a failing heart suggest that the lesion is a thrombosis, and when an irre- 
movable tumour is present. The greater the extent of the lesion if it be 
presumably from vascular occlusion, as judged by the associated signs, 
paralysis, anesthesia and hemianopia, the less is the chance for functional 
restitution, as there is then little hope of any useful restoration of the circula- 
tion through collateral vessels. In children under the age of six years, 
unilateral lesions produce no permanent speech defects, provided sufficient 
intelligence remains, but even to this rule some important striking excep- 
tions have been recorded. When adult life is reached, transference seems 
to occur but little, yet in a few recorded instances destruction of the posterior 
half of the speech area has been followed by an almost complete restoration 
of speech function. 
reatment.—A careful and patient system of re-education in speech, 
such as is used in teaching mentally deficient children, is often of great 
value in all forms of speech defect. From the amount of labour that the 
teacher has to expend for very little progress made, this treatment is not 
often given a fair trial. A fair degree of intelligence must be present, and 
care must be taken that the lessons are not prolonged to the production of 
the boredom, with accompanying inattention and confusion, which occurs 
so readily in aphasic patients. The utterance of a simple vowel sound should 
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first be taught, then that of the several vowel sounds, and afterwards that 
of consonants and their combinations, and the patient should be directed 
while learning to watch the movements of the lips, etc., of the teacher. 
The simultaneous presentation of an object with its spoken and written 
name is often helpful in stimulating the remains of speech function into 
activity. An intelligent patient soon comes to recognise under such tuition 
that he has no paralysis of the articulatory mechanism. 

TEsTAMENTARY Capacity.—No rule can be laid down as to the capacity 
of a person suffering from aphasic speech defects to exercise civil rights and 
to make a will, aad each case must be judged upon its own merits. The 
first and all-important consideration is the degree of intelligence, and when 
this is good it is essential for such capacity that there should be some mode 
of cognition and of expression left. Pure word-blindness and the extremely 
rare condition of pure word-deafness do not interfere with the exercise of 
civil rights, for the patient can understand what he hears in the first case, 
and what he reads in the second, and in both conditions can express himself 
both in speech and writing. In cases of pure aphasia and pure agraphia 
there is complete civil capacity, but when, as usually happens, the two con- 
ditions co-exist, though intelligence and the receptive side of speech may be 
but little impaired, yet the expressive side of speech is reduced to gesture, 
and extreme difficulty may be met in ascertaining the patient’s wishes. 
Auditory amnesia, and combined auditory and visual amnesia, and confusional 
defects, except in the slightest forms, interfere seriously with testamentary 
capacity and with capacity for exercising civil rights. In such cases there is 
great loss both on the acceptive and on the expressive sides of speech, with 
confusion of memory and impairment of intelligence. Most satisfactory 
results have, however, many times been brought about in apparently hopeless 
cases by careful, sympathetic and repeated procedures, in which the pro- 
perties to be bequeathed and the likely legatees are assembled before the 
poo thus allowing the testator to match the gift with the recipient. 

he proceedings should be conducted in the presence and under the direc- 
tion of a physician thoroughly conversant with the subject of aphasia. All 
concerned should bear two points in mind, the one being that the wishes of 
the legator must be paramount, and the other that an obviously just will is 
most difficult to upset in a court of law. 

Tur Metuop or Examination of patients suffering with speech defects 
should be in accordance with some definite scheme so drawn up as to test 
each function of the complex physiological process of speech. 

The following scheme is convenient: (1) Is the patient right- or left- 
handed, and, if the latter, did he write with the right baad ¢ (2) What was 
the state of education as regards reading, writing and foreign tongues? (3) 
Does he understand the nature and uses of objects, and can he understand 
reba and gesture, or express his wants thereby? (4) Is he deaf ? 

so, to what extent, and on one or both sides? (5) Can he recognise 
ordinary sounds and noises? (6) Can he comprehend language spoken? If 
so, does he at once attempt to answer a question? (7) Is spontaneous 
speech good? If not, to what extent and in what manner is it impaired ? 

oes he make use of wrong words, recurring utterances, or jargon ? (8) Can he 
repeat words uttered in his hearing # (9) Is the sight good or bad, is there 
hemianopia, or papilleedema? (10) Does he recognise written or printed 
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speech and obey a written command ? If not, does he recognise single words, 
letters, or numerals? (11) Can he write spontaneously ? What mistakes 
occur in writing? Is there paragraphia? Can he read his own writing 
some time after he has written it? (12) Can he copy written words, or 
from print into writing ? Can he write numerals or perform simple mathe- 
matical calculations? (13) Can he read aloud? (14) Can he name at 
sight words, letters, numerals and common objects? (15) Can he write 
from dictation ? (16) Can he match an object with its name, spoken or 
written, when a series of objects and names are simultaneously presented ? 
(17) Any other tests, emotional, rhythmical, or musical, which may raise the 
physiological level of the speech centres. (18) Any other means of proving 
in what way he can receive and express ideas, 


OTHER DEFECTS OF SPEECH 


1. SramMERING orn StTuTTERING.—A spasmodic defect of articulation 
leading to a sudden check in the utterance or words, or to a rapid repetition 
of the consonantal sounds in connection with which the difficulty arises. To 
the trouble with articularion are often added spasmodic movements of the 
face and head, or indeed of any part of the anatomy. 

Except in the rarest instances this condition is not associated with any 
structural changes in the nervous system nor in the organs of articulation, 
but it has been observed as the end-result of a lesion of the speech area. 
The disorder seems to consist in a lowering of the functional stability of the 
executive speech mechanism by a physiological embarrassment in conscious- 
ness. It is begotten of shyness and self-consciousness, It is never con- 
genital, nor met with in early infancy, but arises at the age when shyness 
and self-consciousness trouble youth most. It is infinitely commoner in 
boys than in girls, for the latter are much less liable to self-consciousness. 
The stammerer never stammers in the speech of thought, nor when talking 
aloud to himself alone, nor at any time when singing, for in the two former 
cases the embarrassment of self-consciousness is absent, and in the last case 
the element of rhythm and music greatly increases the stability and con- 
fidence of the function. It not eer | appears in conditions of de- 
bility, and especially after measles and diphtheria. It has a frequent origin 
in sudden fright. It is the historical utterance of fright and of those who 
find themselves suddenly “inflagrante delicto.” In rebellious cases the 
element of self-consciousness seems to disappear, while the stammer persists 
as an ineradicable habit, and it is remarkable how many sufferers of this class 
have strong aspirations towards public speaking. 

In articulate speech three muscular mechanisms are concerned—(1) 
the respiratory mechanism for supplying the, blast of air, (2) the lar for 

roducing the voice, and (3) the muscles of the lips, tongue, jaw, an palate 
or articulation. For distinct speech there must be absolute co-ordination 
of these mechanisms one with another. Consonants are in nearly all cases 
the source of the difficulty in stammering, and while these are all buecal 
sounds, yet some bein with a laryngeal sound, while others are purely 
buccal. ‘be former are termed “‘ voiced consonants,” and are B, W, V, Zh, 
Z, Th (as in “ thus”), D, L, R, G, Y ; and the latter “ voiceless consonants,” 
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and are P, F, Th (as in “ thin”), 8, Sh, T, K ; while N, M, and Ng terminal, 
are “ voiced nasal resonants.”’ If one articulates these consonants it becomes 
at once clear that it is the presence of the initial laryngeal element or “‘ voio- 
ing” which makes the difference between B, V, Z, D,.G, and P, F, 8, T, K, 
respectively. 

A careful attention to the manner in which the letter sounds are produced 
is absolutely essential in the investigation and treatment of stammering. 
The difficulty occurs most commonly with the explosive consonants, P, 5. 
T, D, G, K, and nearly always where these occur as initial letters—that is, 
in starting the articulatory mechanism ; and to avoid this difficulty which 
arises after every pause, most stammerers speak in a rapid monotonous 
fashion. The fault chiefly lies in the direction of energy to articulation 
rather than to phonation. The patient held up by his stammer usually 
remains silent, but occasionally, having produced the first sound, he con- 
tinues to repeat it—the reduplication stammer which has been the origin 
for the names “‘ stammer ”’ or “ stutter’ by which the malady is known. 

Often the patient uses a trick or contortion to prevent the stutter or to 
relieve the feeling of nervous tension and embarrassment in consciousness 
which the defect causes, and these tend to become engrafted on him, as (1) 
associated sounds—whooping, grunting, crowing, etc.; (2) habit spasms— 
contortions of the face, limbs, or body, which sometimes take a complicated 
form and exactly resemble the co-ordinated forms of tic. 

Prognosis.—The majority of the cases tend to a spontaneous cure, and 
recovery is hastened in all cases by systematic treatment. In every class 
of case the results of treatment may come slowly at first, but perseverance 
will in almost every case bring success. 

Treatment.—Attention should be paid to conditions of general health, 
and to the mental well-being and satisfaction of the child, with plenty of 
scope for pleasure and satisfying occupation. 

It is well for the patient to speak, read, or recite in a large room alone, 
loudly, slowly and distinctly. The following system for such exercises is 
useful: (1) The chest must be kept well filled with air. This most important 
point is often most difficult to the patient. (2) He must speak slowly, with 
a full resonant voice. (3) When he comes to the word on which he tends to 
stutter, he should raise his voice and direct his energies to vocalisation, and 
not to articulation. If the difficulty be over a voiced consonant, he must 
be directed to voice it firmly. If the consonant over which he stumbles be 
a voiceless one, attention must be directed to the vocalisation of the sub- 
sequent vowel sound ; for instance, in “ pat” he must attempt to vocalise 
the “at,” and he will find little difficulty in prefixing “ p”’ as the syllable 
is uttered. (4) Gymnastic and singing exercises are valuable additions to 
treatment. Should associated movements be present, the speaking exercises 
may be carried on in front of a mirror, so that the patient may see these 
himself and endeavour to suppress them. 

The development of confidence and self-reliance is everything in the 
treatment of stammering. The skilled teacher first gains the liking, respect, 
and submission of his patient. He then assures him that his defect will dis- 
appesr, and that he can cure himself, and demonstrates to him by correcting 
the faults that he can speak normally. : 

2. Latiine.—A defect due to want of precision in the action of the oral 
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articulatory mechanism. It characterises the speech of many children 
before the art of articulation is completely learnt. It is only a persistent 
condition in some cases of defective intelligence. 

3. Lisprinc.—A defect due to the indistinct enunciation of certain con- 
sonants, or to the substitution of wrong consonants. It usually occurs in 
connection with the sounds of Th, R, and 8, which change to V, L, and Th 
respectively. The condition, which is almost usual in infants learning to 
A sae is due to faulty articulation, and may become a habit, in which case 
the subject has probably a bad “ear” for sound. Defective conformity of 
the mouth may cause it; for example, a “ tongue-tied’ person can never 
pronounce the English R correctly. 

4, IplogLoss1a.—A condition in which from the first moments of learn- 
ing to speak, a child uses wrong consonants, or rather he tends to substitute 
three or four consonants for the whole series. Very slight degrees of idio- 
glossia are common in little children, whose early speech is intelligible only 
to their nannies. In marked cases the child comes to speak a language 
entirely its own. 

The course of time and education removes the defects of lisping, lalling, 
and idioglossia, and the prognosis in all these conditions is invariably good. 

Any deformity of the articulatory organs should be remedied if possible. 


JaMES COLLIER. 
Revised by F. M. R. Watsue. 


APRAXIA 


Definition.—A disorder of cerebral function, characterised by inability 
to oe certain familiar purposive movements, in the absence of motor 
and sensory paralysis and ataxia (Kinnier Wilson). This disorder does not 
depend upon defective perception (agnosia) nor upon general reduction of 
intelligence. 

Etiology.—Apraxia may result from both general and local diseases of 
the brain. It may be met with in general paralysis of the insane, in cerebral 
sclerosis and in several forms of dementia, and in paralytic chorea. It 
‘occurs in its purest form from local lesions of the brain, and may then be 
confined to one region of the body. It may result from lesions of the posterior 
part of the prefrontal area of the left side, the so-called “ motor or verbal ” 
aphasia and agraphia being good examples of ray of speech, and lesions 
in this region may also cause apraxia of the limbs on one or both sides. 
Lesions of the anterior half of the corpus callosum have been associated with 
conspicuous apraxia, as have also bilateral lesions in the posterior parte of 
the hemispheres. In the latter cases, the apraxia is likely to be associated 
with some degree of lack of recognition of an object, and of its uses (agnosia), 
and this causes apraxia from a loss of correct comprehension of the act 
required. Apraxia is sometimes met with in cases of hemiplegia in which, 
notwithstanding the complete recovery of motor and sensory paralysis, 
the performance of familiar acts—from the highest skilled movements, such 
as the fingering of the pianoforte or of the violin, or the use of his tools by 
a craftsman, to the simplest act—may be no longer possible. The features 
of the condition may be well demonstrated by the consideration of left-sided 
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hemiapraxia. There is neither loss of power nor loss of sensibility in the 
left upper extremity. When such a patient is asked to perform some familiar 
act with the right hand, he at once does so correctly, but when ordered to 
perform the same act with the left hand he is unable to do so. Either he 
makes aimless wandering movements with the left hand, or he may succeed 
in making movements somewhat resembling those required of him, with 
much slowness and clumsiness. Sometimes he may perform some act which 
is entirely different from that required of him, and this phenomenon is called 
parapraxia. When the apraxia js partial, the patient may be able to perform 
some acts and not others, his inability atally: but not always, increasing 
with the complexity of the act required. Or he may be able sometimes to 
perform an act in which he commonly fails. Not infrequently such a patient, 
wearied with the unsuccessful attempts of his left hand, will abruptly per- 
form the act correctly with his right hand, to get rid of it. And he will 
define his defect by saying, “I know quite well what you want me to do, 
but I cannot do it.” Spontaneous volitional movement is similarly affected, 
and this leads invariably to a marked loss of initiative in the use of the 
affected limb—the patient will not try to use it. The apraxic patient is 
often to an astonishing degree unaware of his disability, and frequently 
becomes conscious of it for the first time when it is pointed out to fim by 
another person. 

Diagnosis.—Apraxia may be confused with astereognosis, with agnosia 
and with cortical ataxia. A correct conception of the nature of the two former 
conditions will exclude the possibility of error. In cortical ataxia the 
patient obeys the word of command at once and succeeds more or less with 
the act required, the defect being clumsiness of execution. The clinical 
examination of patients for apraxia must include—(1) the general psychical 
condition as regards attention, memory and reasoning ; (2) an inspection 
of sensory appreciation for defects of simple perception in the regions of 
smell, sight, hearing, taste, cutaneous sensibility and muscular sense ; 
defecta of recognition of sensory impressions in these regions (agnosia) ; 
defects of memory ; and (3) an examination of executive power for any defects 
in the movements determined by visual, auditory, tactile and kinesthetic 
stimuli. What response does the patient make to objects held in front of 
him or to gestures made to him? Can he imitate movements? Can he 
when requested make simple and purposive movements, with and without 
the objects in his hands ? When given an object, how does he hold it and 
use it ¢ . 


AGNOSIA 


In certain conditions of cerebral disease, it is found that each and all 
of the sensory organs, when called into play, may fail to arouse an intelli- 
gent perception of the object exciting them. This inability to recognise 
the import of a sensory stimulus is called agnosia. Those patients who 
present apraxia and agnosia, often show other interesting phenomena which 
are of importance; these are ue inattention, (2) defective capacity for 
retaining recent impressions, (3) lack of initiative, and (4) perseveration. 
Perseveration consists in the repetition of an already executed movement 
when and only when the patient Aeaines to make a fresh movement. 
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CEREBRAL DIPLEGIA 


Synonyms.—Congenital Spastic Paralysis; Lobar Atrophic Sclerosis. 

Definition.—A series of clinical conditions, dependent upon lack of, or 
imperfect development, or degeneration of the nerve cells of the cerebral 
cortex, basal ganglia or cerebellum. This agenesia of nerve cells may affect 
those cells of the pyramidal system which are the latest to develop before 
birth, namely those for the supply of the lower extremities and the resulting 
clinical condition is cerebral spastic paraplegia or Little’s disease, or all the 
cells of the pyramidal system may be affected, producing generalised spastic 
rigidity. Again, the higher regions of the cortex may be affected, and the 
result is congenital idiocy. Similar affections of the cells of the basal ganglia 
result in congenital bilateral athetosis, and congenital chorea. When the 
cerebellum is involved, congenital cerebellar ataxy results. Further, there 
may be any combination of the above conditions. 

:tiology.—The malady may be apparent at the time of birth, as the child 
may be born with contractures present. More often, the signs of deficient 
or perverse movement, or of mental deficiency, appear during the first year 
of life, as the signs of cerebral activity commence to be exteriorised. In 
other and rarer cases, the degeneration of the nerve cells seems to be truly 
post-natal in onset, as in amaurotic family idiocy. In most cases no heredity 
can be traced, but sometimes several children of the same mother may be 
affected, and direct heredity has been known. Amaurotic family idiocy is 
always familial, and is almost, but not quite, limited to the Hebrew 
race. 

Abnormalities of birth are frequent. Premature, or precipitate birth, 
prolonged birth from uterine inertia rather than from dystocia, and asphyxia 
neonatorum are all common. The child is frequently the first born of its 
mother. 

Collier has expressed the probable pathogenesis of cerebral diplegia as 
follows: “If we regard the brain from the time of its earliest stages of 
development as a field sown with seeds (neuroblasts), which germinate at 
different periods of foetal life, and the germination is not even complete at 
the time of birth, the germination of all the elements in due time and their 
complete development being necessary for the formation of the perfect brain, 
then we may liken the cause of diplegia to some baneful influence, such as a 
frost, which acting at a particular time, may spare those seedlings which are 
well developed and able to withstand it, and those seeds as yet not germinated, 
but which causes havoc among the tender germinating seedlings, either to 
their death or severe maiming. In some cases, as, for example, in Little’s 
disease, the neuroblasts thus affected may, after a period of retarded develop- 
ment, ultimately become strong plants and complete their development. 
It is of interest that in the highest degrees of cerebral agenesia—anencephaly, 
pituitary abnormalities seem to be constant.” 

Pathology.—The essential histology of the affected regions is that of non- 
development, paucity in numbers and degeneration of the nerve cells, with 
corresponding absence, poor development, degeneration or a combination of 
these,states, of the tracts which spring therefrom. The pyramidal tract, for 
example, may be found absent throughout, or it may reach to the medulla, 
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- or to the cervical region only, and so show at what period development was 
arrested. The changes in the nerve cells are followed by secondary gliosis. 
The final result is termed atrophic sclerosis. More often certain regions are 

rofoundly affected, while others escape relatively or completely; but the 
Sistribusion is always symmetrical upon the two hemispheres. The con- 
volutions are unduly hard to the touch, and their surfaces often present a 
worm-eaten and faceted appearance. This irregular form of the convolu- 
tions, with wide, separating sulci, gives the brain a characteristic appearance, 
like that of a walnut kernel. 

Symptoms.—The clinical picture of the several forms of cerebral diplegia 
presents 8 combination in varying degrees of certain characteristicsymptoms, 
always bilaterally distributed, though sometimes more severe on one side 
than on the other. These symptoms are: muscular rigidity, paresis, per- 
verse movements, contractures and increased deep reflexes. Mental de- 
ficiency, optic atrophy and ataxy are other important symptoms. The 
signs of the disease become obvious during the first year of life or soon after. 
In severe cases, soon after birth, the nurse, in washing the child, is the first 
to notice the stiffness of the limbs, or the regular assumption of a curious 
bodily attitude. Otherwise, the abnormalities may not be obtrusive, until 
the child should sit up or learn to get about, when weakness, rigidity, perverse 
movements and pes cavus may call attention, or backwardness in learning 
to walk and to talk, and mental deficiency may first suggest that there is 
something wrong with the child. The following are the common types of 
the disease, but it must be remembered that any combination of, or transition 
between, the types may be met with. Cerebro-macular degeneration has 
hart peculiar features which necessitate a separate description for this 
malady : 

1. Genetiliaad rigidity ; general congemtal spastic paralysis.—There is 
extensive defect of the pyramidal system. The rigidity and weakness 
affect the whole of the musculature. 

2. Paraplegic rigidity ; congenital spastic paraplegia , Little's disease.— 
The pyramidal deficiency is confined to that supplying the lower part of the 
trunk and lower limbs. 

3. Congenital bilateral athetosts and congenital chorea.—The agenesia 
affects the cells of the basal ganglia, with the appearance of irregularity of 
movement, and of spontaneous involuntary movements, which may be of 
an athetotic, choreic or irregular type. A certain variable degree of general 
rigidity is present in these cases. 

4, Congenital cerebellar atary.—The agenesia affects the cerebellum with 
the appearance of cerebellar ataxy. In this type, the limbs are flaccid, and 
in mixed cerebral and cerebellar types there is a tendency to hypotonicity 
of the muscles, instead of rigidity. 

5. Congenital idiocy; restless tdiocy——The agenesia affects those parts 
of the brain concerned with the higher functions, These children are emotion- 
less, restless and unteachable. The skull often shows frontal or occipital 
microcephaly. 

6. Microcephalic tdiocy—where the agenesia is of the whole brain and 
the skull very small. 

1. Oerebro-macular degeneration. 

PaREsIs AND RicIpIry.—Except in severe cases, in which the weakness 
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amounts to complete paralysis, there is more rigidity than weakness, and it 
is often astonishing that there should be so much power in the presence 
of such a degree of rigidity. The lower extremities are generally the most 
affected, the upper to a less degree, and the facial region still less. Move- 
ment is slow and clumsy and resembles that of the tardigrade animals, and 
spontaneous involuntary movements are often present in the limbs. Con- 
tractures accompany the rigidity, and if walking is possible the gait is 
digitigrade from contraction of the calf muscles, the knees are flexed from 
contracture of the hamstrings, the thighs are rotated inwards, and the 
knees pressed together, rubbing against one another. More severe adductor 
spasm gives rise to the cross-legged progression. The rigidity and contrac- 
tures, when severe, may give rise to peculiar attitudes and deformities. A 
mask-like expression of face, with wide palpebral apertures and large open 
mouth, is not infrequent. Slobbering is very common. The head may be 
rigidly retracted, but more commonly the chin is pressed down upon the 
chest. The spinal column generally shows some deformity in the way of 
kyphosis, lordosis or scoliosis, and pes cavus or equino-varus is the rule. 

PERVERSE MovEMENTS.— Under this heading must be grouped the very 
constant maladroitness of voluntary movement, the facial over-action and 
grimacing in speech and in mimetic expression, choreic movements, athetotic 
movements and intention tremor. Common sensation and the muscular 
sense are unimpaired. The sphincters are unaffected. The deep reflexes 
are increased, but are often difficult to obtain when rigidity is very marked. 
The trunk reflexes are often absent, the plantar reflexes usually are extensor 
in type. Since the growth of the skull follows and conforms with that of 
the brain, cranial abnormalities are common. There may be microcephaly, 
asymmetry and flattening in the region of the central convolutions, or 
a furrow corresponding with the interhemispheric fissure, or frontal or 
occipital smallness and flattening. Every degree of mental reduction may 
be met with, from precocity and slight mental dullness to complete amentia. 
But this by no means corresponds with the severity of the bodily symptoms, 
for the mental defect is often most severe when the bodily symptoms are 
slight, and conversely. In some cases, very high intelligence persists, when 
there is utter uselessness of the limbs, and when speech is hardly intelligible. 
Primary optic atrophy occurs in a small number of cases. Inequality of 
the pupils and slowness of light reaction are not uncommon. Nystagmus 
ia often met with. Convergent strabismus occurs in about one-third of the 
cases. Convulsive attacks are of common occurrence, and in about one- 
eighth of the cases epilepsy becomes established. 

Diagnosis.—When the symptoms are well marked, tbe diagnosis presents 
little difficulty, since the disease dates mostly from birth, or is discovered 
during the first year of life. Paraplegic rigidity may possibly be confused 
with other forms of paraplegia, and, especially, with that resulting from 
spinal caries. Certain cases of pontine tumour may closely resemble 
generalised rigidity. The occurrence of such conditions during the first 
two years of life is, however, very raro. 

Prognosis.—In many cases of generalised rigidity, and in all cases of 
paraplegic rigidity, there is a tendency to slow amelioration of the rigidity, 
an increase of voluntary power and control of the muscles in the course of 
time, especially under the influence of careful training, and in paraplegic 
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rigidity, if the mental acuity be not seriously impaired, laborious treatment 
may result in an almost normal condition of the limbs by the age of puberty. 
On the other hand, some cases of generalised rigidity become progressively 
worse, and succumb, usually before the end of the fourth year. Bilateral 
athetosis and choreic diplegia, as a rule, follow a very slowly progressive 
course, without tendency to a fatal result, Paraplegic mgidity apart, a 
great many of the cases of all forms of diplegia succumb before the sixth 
year, and in those who survive this age, the tenure of life is short, few reaching 
far into the third decade of life. 

Treatment.—In those cases with a marked degree of mental impairment, 
and in those which show a course of progressive degeneration, no treatment 
is of avail. In slighter cases of sensbalised rigidity, and in paraplegic rigidity, 
treatment is to be directed to the prevention of the rigidity, to regaining of 
voluntary control, and the improvement of mental acuity. There is, perhaps, 
no disease which demands greater patience and persistency in carrying out 
of suitable treatment, and there are few diseases in which more brilliant 
results may be produced from apparently hopeless cases by pertinacity in 
treatment. It isin the early years, when treatment is for the most neglected, 
that good results are more quickly and readily obtained. From the first, 
regular mussage and passive movements should be employed. Voluntary 
movement should be encouraged, as far as possible, and as power and move- 
ment increase, gymnastic exercises of every kind should be employed. Rigid 
apparatus for prevention of deformity and to reduce contracture is harmful, 
for it increases the weight of the limb, and interferes with movement, which 
is the remedy with which paralysis is to be combated. Tenotomy is of 

at service in the relief of deformity and contracture, and should be soon 
followed by passive movements, It should never be performed, unless a fair 
degree of voluntary power is present. Many of the patients seem to improve 
more rapidly if thyroid be administered in moderate daily doses. 


CEREBRO-MACULAR DEGENERATION: AMAUROTIC FAMILY IDIOCY 


1. WAREN TAY-SACHS DISEASE; THE INFANTILE FORM 


Definition.—A family disease of infancy occurring chiefly, but not 
entirely, in the Hebrew race, affecting children during the first year of life, 
who are apparentiy quite healthy when born, and characterised by—(1) pro- 
gressive mental impairment, ending in absolute idiocy; (2) progressive 
paralysis of the whole body; (3) progressive diminution in sight, ending in 
absolute blindness. Pathognomonic retinal changes are constantly present, 
consisting of a large and conspicuous “ cherry-red spot” in the region of 
the macula, and, in addition, optic atrophy occurs later and (4) a fatal termi- 
nation in the marasmic state before the age of 2 years. 

fEtiology.— Nothing is known of the satiology of the disease apart from 
its familial and racial incidence. The tendency to the disease is unquestion- 
ably congenitally installed. 

Pathology.—This is very striking. It consists of a progressive de- 
generation of the nerve cells from the highest to the lowest, and ultimately 
there may be no normal celle remaining anywhere in the nervous system. 
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The degeneration takes the form of swelling of the cell protoplasm, and of 
the dendrites with chromatolysia, swelling of the hyaloplasm and destruction 
of the cell fibrils, followed by disappearance of the nucleus, and finally by 
absorption of the remains of the cell. Every cell of the central nervous 
system both of the brain, spinal cord and spinal ganglia is in the end 
similarly affected. 

Symptoms.—There are few diseases in which the clinical manifestations 
are so perfectly uniform as in this malady. The children have all been born 
at full term, and in perfect health. They thrive well during the first 3 to 6 
months of life, when they gradually become listless and apathetic, cease to 
take interest in the surroundings, and begin to show signs of the visual failure 
which ends in blindness. Later, the child is unable to sit up, or to hold up 
its head. The limbs, which may be slightly spastic at first, become flaccid 
and motionless. There is a gradual increase of all these signs. The mental 
defect becomes more and more noticeable, the paralysis more extreme, com- 
plete blindness follows, and the patient sinks into a condition of marasmus, 
in which he dies. Convulsions, nystagmus and strabismus are sometimes 

resent. 

: The retinal changes are pathognomonic and are due to a degeneration 
and disappearance of the nerve cells of the retina and their processes, which 
constitute the fibres of the optic nerve. This change is most intense in the 
region of the fovea centralis, where the retina thins and disappears over a 
circular area, exposing the vascular choroid. This gives rise to the character- 
istic appearance, on ophthalmoscopic examination, of a cherry-red spot 
in the region of the macula. This spot is actually a hole in the retina ex- 
posing the choroid. The optic disk shows progressive atrophy. 

Diagnosis.—Distinction has to be made between this and other forms of 
progressive diplegia. The symptoms are so distinct that a physician, who 
is acquainted with the disease, and able to recognise the retinal picture, can 
hardly. fail to make the correct diagnosis. 

Treatment.—No treatment is of any avail. 


2. OTHER FORMS OF CEREBRO-MACULAR DEGENERATION 


In addition to the classical infantile form described in the preceding 
article, two other forms are well known in which the pathological changes 
are similar but much less severe than in the Waren Tay-Sachs’ disease, and 
there is a similar familial incidence, but the incidence of the malady occurs 
later in life and the course is less rapid and the result far less serious. The 
later the onset in life the slighter and less progressive are the symptoms. 
The cherry-red spot at the macula, so constant in the infantile form, does not 
occur in the later forms. The characteristic retinal change is a disturbance 
of the retinal pigment commencing in the macular region, rather like retinitis 
pigmentosa, accompanied by honeycomb changes at the macula and some- 
times by optic atrophy. The juvenile form occurs in later childhood and 
is characterised by the association of the retinal changes and visual defect 
with some degree of mental deterioration. The adult form is the least pro- 
gressive of any, and the clinical manifestations are the visual defect and 
tetinal changes in the absence of mental deterioration. 
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INFANTILE HEMIPLEGIA 


While in childhood hemiplegia of slow onset is due to the same causes as 
in adults, cerebral tumour being the common cause and chorea not an in- 
frequent one, yet the majority of the cases of infantile hemiplegia of rapid 
onset are examples of diseases peculiar to children, to which no comparable 
disease occurs in adults, and to such cases the term “ infantile hemiplegia ” 
is restricted. These conditions are due to gross organic lesions of the brain, 
and for this reason must be strictly separated from the cerebral diplegias 
which are the result of cell lesions and not of gross lesions. 

ZEtiology.—In two-thirds of all the cases, the onset occurs within the 
first three years of life. The malady becomes increasingly rare as childhood 
advances. A few of the cases are of prenatal origin, and some of these have 
been proved to have been due to injury to the fotal brain from a blow upon 
the mother’s abdomen, while others are due to syphilitic fetal vascular 
disease. In a third class of mysterious origin, mothers have given birth to 
several hemiplegic children, examples of which we have recorded. Some of 
these children are born with definite hemiplegia and contractures. Again, 
a very few cases are due to obstetrical events during birth, by which the 
cerebrum is injured. Acute infective diseases play a very important réle 
in the causation of the disease, for about one-third of all the cases develop 
the malady during the course of a known infection. By far the most im- 
portant of such fevers are measles and scarlet fever, but hemiplegia may 
occur in the course of pertussis, small-pox, rétheln, diphtheria, dysentery, 

neumonia, typhus, typhoid, mumps, malaria, chorea and endocarditis. 
While there can be no doubt that primary vascular lesions are responsible 
for a few of the cases in which this condition complicates the specific fevers, 
whooping-cough, for example, may cause cerebral hemorrhage ; marasmic 
conditions in any fever may cause thrombosis of cortical veins, and chorea 
and endocarditis may cause embolism, yet it is certain that in the majority 
of cases, an inflammatory focal lesion of the brain or encephalitis is the 
pathological lesion. In cases which arise with no definite etiological con- 
nection, it seems clear that a primary encephalitis is responsible, but there 
is no evidence at present as to its causal factors. 

Pathology.—The following lesions are met with, either alone or com- 
bined in order of frequency: (1) Atrophic sclerosis; (2) cyst formation ; 
(3) shrunken patches resembling wet wash leather, with some degree of 
atrophic sclerosis in their vicinity, and (4) porencephaly. Of these, the 
atrophic conditions seem to be the results of encephalitis, which may also 
cause some cyst formation; the cystic conditions may result from the above, 
or from hemorrhage or thrombosis, and porencephaly is certainly due to 
embolism. 

Symptoms.—The onset is rapid, and in two-thirds of all the cases the 
disease is ushered in by convulsions, which may be unilateral, but are more 
frequently general, and are frequently repeated during a period of from a 
few hours to 24 hours, after aa the patient sinks into a subconscious 
state, from which he gradually emerges in the course of a few days, to show 
the signs of some cerebral defects, usually hemiplegia, sometimes hemianopisa, 
or aphasia, or any other sign of local cerebral or cerebellar lesion. Pyrexia 
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often accompanies the convulsion, and vomiting is common. The onset 
may be without convulsions or loss of consciousness. 

The relation of the onset of the paralysis to the convulsion varies. It 
may reach its height immediately after the initial convulsion, or slight hemi- 
paresis may occur which deepens after each subsequent convulsion. Some- 
times the early convulsions leave no paralysis, but this appears towards the 
end of the first week, either suddenly with fresh convulsion, or gradually, as 
the patient recovers from the comatose state. The paralysis at its onset is 
flaccid, and involves the whole of one side of the body to a greater or smaller 
extent. An initial monoplegia is of extreme rarity. The paralysis may not 
reach the greatest intensity until the end of the second week. Subsequently 
it lessens, in some cases disappearing completely in from a few weeks to 
3 months ; in others, it may show no signs of improvement. The limbs, at 
first flaccid, subsequently become spastic and develop contractures. In the 
course of years there may be great arrest of growth on the affected side, 
and this is not in relation with the degree of paralysis, but apparently 
depends upon the degree of destruction which has occurred in the parietal 
lobule. Post-hemiplegic spontaneous movements of an athetoid, choreic 
or irregular kind are common, and are attributable to lesions in the corpus 
striatum and subthalamic grey matter, for which regions encephalitis shows 
an especial predilection. Epileptic fits recur at varying intervals in about 
half of all cases of infantile hemiplegia. These always commence upon the 
affected side and are sometimes confined to it. Mental deficiency is met 
with in all degrees, in relation to the position and extent of the cerebral 
cortex which is involved in the lesion. | 

Diagnosis.—The nature of the malady at the onset, with convulsions, 
may be possibly suggested by prodromal pyrexia, by the severity and long 
duration of the convulsions, and by the prolonged subconscious state that 
often follows. Convulsions occurring several days after the onset of specific 
fevers should strongly suggest the diagnosis. When the signs of hemiplegia 
or of other local creel lesions appear, the diagnosis presents no difficulty. 

Course and Prognosis.—In a very small proportion of the cases the 
patient does not survive the initial manifestations of the disease, and dies in 
convulsions. Apart from this event, infantile hemiplegia has little tendency 
to destroy life. The initial flaccid hemiplegia tends to improve and gives 
place to a slowly improving spastic hemiplegia, which, with the return of 
some power, shows perversity of movement, stiffness and slowness, ataxy, 
athetosis and choreic movements or tremors according to the position of 
the lesion. The spontaneous movements appear within a year of the onset. 
Slow improvement may go on for years, but cases with much mental reduction 
or when recurring epilepsy is frequent, improve but little. 

Treatment.— We know of no measures that avail to prevent the occurrence 
or lessen the severity of the cerebral destruction which occurs from ence- 

halitis. Too often the damage to the brain has happened as soon as a 
diagnibais is possible. When the paralysis has developed, treatment is to 
be directed to the prevention of rigidity and contractures by regular passive 
movements, to regaining voluntary control by encouragement and patient 
exercises, and to the improvement of mental acuity. ere there is much 
contracture and deformity, tenotomies are of great service, provided 
there be some voluntary power in the muscles, the tendons of which are 
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to be divided. Recurring convulsions should be treated as idiopathic 
epilepsy. 


SYPHILIS OF THE NERVOUS SYSTEM 


Of the many problems presented by syphilis of the nervous system one 
may be chosen for special reference, namely, the alleged dual nature of 
nervous syphilis and of the causative organism. It has been maintained 
that there are two distinct pathological forms of nervous syphilis, namely, 
primary parenchymatous th are as exemplified in tabes and general paralysis, 
where the initial lesion is held to be in the nerve elements themselves, and 
primary meningo-vascular syphilis, in which the initial lesion is in the blood 
vessels and meninges. But the dual nature of syphilis implied by these 
distinctions is subversive of pathological principles, for the initial and funda- 
mental lesion of syphilis, wherever found and at all stages, is a lymphangitis 
or an arteritis, and very strong evidence would be needed to enforce the 
conviction that the reactions of nervous tissues to the presence of the spiro- 
cheete differs essentially from that of all other tissues of the body. Nor is this 
view supported by the morbid anatomy of the diseases concerned, for in every 
case of tabes and general paralysis, vascular and meningeal lesions can be 
found after death. Moreover, in the vast majority the increased number 
of cells in the cerebro-spinal fluid shows that the meninges are attacked even 
in the earliest stages. 

For these reasons the trend of opinion is to deny the existence of paren- 
chymatous hilis as an initial lesion of syphilis in the nervous system, and 
to hold that the vessels and meninges are first injured in all forms of syphilis 
of the nervous system. 

The contention that the organism of syphilis exists in two forms next 
demands consideration. Of all syphilitics the proportion in whom the 
nervous system is attacked is small. To explain this low incidence it has 
been assumed that neuro-syphilis results from infection by a biological 
variant of the Spirochata palhda with special affinities for nervous tissues— 
the “ neuro-tropic variety,” while other forms of syphilis follow infection by 
the “ dermo-tropic variety.” At first sight this attractive conjecture seems 
to be supported by numerous clinical observations. These are, that in some 
instances several persons infected from the same source have later developed 
syphilitic nervous diseases; that the superficial manifestations of syphilis 
are often mild or absent in those who ultimately develop neuro-syphilis, and 
that secondary and tertiary syphilis, outside the nervous system of these 
patients, is rare; also that in Oriental countries where syphi.is 1s common, 
some forms of neuro-syphilis, namely, tabes and general paralysis, are 
seldom seen. 

But it has never been shown that the persons who formed the source of 
infection for several cases of nervous syphilis have themselves developed 
this disease ; it can no longer be held that tabetics and paralytics are free 
from secondary and tertiary lesions—witness the frequency of aortitis in 
these cases ; finally, Europeans who contract syphilis in the East are just 
as likely to suffer from tabes and general paralysis as if they had contracted 
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it at home. It cannot be denied that the secondary phenomena are often 
so slight as to pass unnoticed by patients who later become tabetics or 
paralytics, or that patients with severe integumental lesions rarely develop 
tabes or general paralysis. These facts, however, together with a large amount 
of additional evidence, suggest that the ultimate result of infection depends 
rather on the individual attacked than on any pecularity of the infecting agent, 
and they lend no support to the notion of the duality of the syphilitic organisms, 

For the purpose of description it is still convenient to describe syphilitic 
diseases of the nervous system under two headings ; Interstitial or meningo- 
vascular syphilis and parenchymatous syphilis. To avoid misunderstanding 
it must be emphasised that these are merely clinical aspects of one disease— 
neuro-syphilis, and that in both forms the primary lesion is in the vessels and 
meninges. 


THe BLoop aND CEREBRO-SPINAL FLUID IN SYPHILIS OF THE 
Nervous System 


A normal fluid may be regarded as one with a pressure equal to 150 to 
180 mm. of water, a cell count not exceeding 5 per c.mm., an albumin content 
of from 0.025 to 0.05 per cent., and negative Wassermann, globulin and 
Lange’s gold tests. 

In secondary syphilis, without nervous symptoms, changes are found in 
the fluid in 80 per cent. of the cases. The infection of the nervous system 
occurs early in the second stage of the disease and it is a common happening. 
In many of the cases this infection dies out in the course of time either 
spontaneously or as the result of treatment and the cerebro-spinal fluid reverts 
to a normal condition. In other cases the infection remains and the W.R. 
continues positive in the cerebro-spinal fluid, and it is exclusively in this 
class of patient that tabes, general paralysis and the other degenerative 
maladies of the nervous system which are due to syphilis arise. Increased 
pressure, lymphocytosis, excess of albumin or a positive Wassermann reaction 
are found with a frequency which diminishes in this order. If the blood and 
fluid are both normal at the end of a year, neuro-syphilis is not likely to arise. 

In latent syphilis, without nervous symptoms, the blood is positive in 
about 70 per cent., but changes in the fluid are found in 20 per cent. only. 
A fluid which is normal in the latent stage almost never becomes pathological 
later; if it deviates from the normal it is highly probable that neuro- 
syphilis will develop later. 

In early cerebro-spinal syphilis the blood is usually positive, but it is some- 
times negative when treatment has been thorough or recent. This indicates 
that an examination of the fluid is essential when the blood is negative in a 
case where the diagnosis is doubtful. Cells and albumin are usually greatly 
increased, the gold test is usually positive, and the Wassermann reaction 1s 

ositive in almost every case when 1 c.c. of fluid is used in making the test. 
he blood and fluid often become normal after the first course of treatment, 
but a relapse occurs frequently and long before the recurrence of symptoms. 
Vigorous mercurial treatment and 4 or 6 full courses of arsphenamine at 
intervals of 3 months usually render the blood and fluid persistently negative. 

If both are normal a year after the fourth course, recurrence is unlikely. 
In cerebro-spinal syphilis of longer duration, the reaction in the blood is 
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almost always positive, and the fluid is seldom normal in active cases. A 
positive reaction in the fluid probably indicates an active process, even in the 
absence of recent symptoms. A normal fluid indicates a healed process. The 
inference is that all cases with a positive fluid and a history of cerebro-spinal 
syphilis should be treated energetically whether fresh symptoms are present 
or not. The treatment outlined above under early cerebral syphilis usually 
renders the fluid negative and the indications for prognosis are the same. 

In tabes Wassermann’s test is positive in the blood in about 70 per cent. 
of cases ; it is often negative in the fluid when the test is done by the original 
method with 0°2 c.c. of fluid, but with 1 c.c. it is positive in almost 100 per 
cent. An increase in the number of lymphocytes in the cerebro-spinal fluid 
as well as an increase in the total albumin with a relative increase of globulin 
is almost constant. In some cases in which the disease had remained 
stationary for a long time the cerebro-spinal fluid was normal in every respect. 

Lange’s colloidal gold test gives useful information when the diagnosis 
lies between tabes and general paralysis, for the latter gives a typical reaction, 
but the test is of no value by itself in distinguishing tabes from other diseases 
of the nervous system (see page 1558). 

Treatment by mercury and intravenous injections of neoarsphenamine 
sometimes renders the fluid normal. It is stated that in such instances 
relapse is less likely to occur than in other cases, but no exact correlation 
has been shown to exist between the clinical course of the disease and the 
presence or absence of changes in the blood and fluid. 

General paralysis of the insane.—The Wassermann reaction is strongly 
positive in the blood and in the fluid practically in 100 per cent. of cases, and 
an increase of cells and a positive globulin reaction are almost constant. 
Lange’s gold test gives the sherictensile paretic curve. 

Treatment by mercury and arsphenamine may produce slight modifica- 
ion ce the reactions, but it has very little effect in checking the progress of 
the disease. 


Tue EssentTiaL Lesion oF SYPHILIS 


Every lesion in syphilis commences with the collection of spirochstes 
in the lymphatic spaces surrounding small arteries. This is followed by an 
inflammatory reaction with oadema and exudation of many lymphoc and 
plasma cells around the small vessels, and the “ cuffing”’ or “ naeae ” of 
these vessels with such cells is characteristic. These cells may wander 
freely into the nervous tissue away from the vessels and may form clumps, 
often containing giant cells, and chess are miliary gummata. Such a peri- 
vascular lymphocytic exudation is typical of syphilis, poliomyelitis, tuber- 
culosis and lethargic encephalitis, but the distinction can be made by the nature 
of certain histological elements present. Syphilis is distinguished by the 

resence of numerous plasma cells among the lymphocytes, | opie haa 
by the large admixture of polymorphs, tubercle by the absence of plasma cells 
and the presence of Koch's bacilli, and lethargic encephalitis by the absence 
of any elements except the lymphocytes. The initial periarteriolitis of 
syphilis is often followed by invasion of the whole vessel wall (panarteritis), 
and often proliferative endarteritis which may give rise to thrombosis is the 
most conspicuous feature in the panarteritis. Later, the wall of the vessel 
may scar and may develop patchy calcareous deposit. The lymphocyte 


CEREBRO-SPINAL SYPHILIS 1631 


deposit goes into fibrosis or increases to gumma formation, and there is 
neuroglial felting. Further thrombosis of the vessel may cause the softening 
and infarct conditions which necessarily follow vascular obstruction, and 
local necrosis results. The hyperproteinia and pleocytosis of the cerebro- 
spinal fluid are expressions of this essential lesion upon the surfaces and 
spaces of the nervous system, and the meningeal scarring and adhesion are 
its results. 

So far the pathology of nervous syphilis is simple, but the so-called 
“ parenchymatous ” or degenerative lesions which are apt to be widespread 
and progressive are as yet inexplicable. They are commonly found in the 
absence of any findable spirochete, or of any sufficient inflammatory lesions 
‘in their locality, and have been observed also by Carey Coombs in the heart 
muscle and the aorta, and may be progressive when all signs of active 
syphilis such as the W.R., hyperproteinia and pleocytosis have died out 
finally. These degenerative lesions may not be improved or stayed in their 
progreas by any form of treatment. The slowly oncoming progressive and 
unarrestable optic atrophy and the systemic lesions of the spinal cord in 
tabes are good examples of the degenerative lesions, and in them spirochetes 
have rarely or never been found, while the inflammatory lesions are absent 
or minimal and cannot be the factors of so wide a destruction. The nearest 
locus where spirochetes are commonly found in tabes is the bronchial glands. 


CEREBRO-SPINAL SYPHILIS 


Etiology. — Cerebro-spinal syphilis (excluding tabes and _ general 
paralysis) occurs in about 4 per cent. of all persons who acquire syphilis. The 
onset of symptoms is commonest from 1 to 5 years after infection, but it 
may be as early as 2 or 3 months, or as late as 30 or 40 years. The brain is 
affected more often than the spinal cord, and usually when the main 
symptoms point to the latter some signs will be found to show that the brain 
is also attacked. 


1. CEREBRAL SYPHILIS 


Pathology.—The disease may begin in the meninges, in the blood vessels 
or in the bones of the skull. In cases where the main incidence falls upon 
the blood vessels, the arteries at the base of the brain forming the circle of 
Willis or arising from it, together with their branches, are most often 
attacked. To the naked eye they show irregularities in size, due to thickening 
of their walls in circumscribed areas. Proliferation of the intima with a 
round-celled infiltration of the outer coats—endarteritis obliterans—is the 
characteristic microscopical change. The same changes occur in smaller 
arteries within the brain or on its surface, and these vessels, as well as those 
at the base, may be compressed or invaded by disease beginning in the 
meninges. In each case their lumen is narrowed or obliterated, thrombosis 
occurs readily, and softening may result in parts cut off from their blood 
supply. Obliterative changes also occur in the veins and lymphatics, and 
lead to further impairment of the nutrition of the brain. 

The commonest form of meningeal syphilis is a diffuse gummatous lepto- 
meningitis at the base of the brain. the convex surface of the brain 
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it a most often over the frontal and parietal lobes. The meninges 
may be affected alone, but more often the vessels are also diseased. In 
severe cases a gelatinous exudate fills the sub-arachnoid space and extends 
along the vessels and nerves. Later, the newly-formed tissue organises, 
and forms sclerosed masses of thickened adherent membranes containing 
numerous small gummata. 

Gumma of the brain is rare. When present it arises from the meninges, 
and may be multiple. The convexity of the hemisphere in the motor region 
5 the site of election, A gumma may spread so as to involve the overlying 

one. 

Many important results of cerebral syphilis are due to impaired nutrition 
of parts not directly affected. Thus softening, hemorrhage, cyst-formation, 
atrophy of cells and tract degenerations may occur, and non-syphilitic 
diseases may be simulated. 

Symptoms.—The main incidence of the disease may fall upon vessels 
or membranes, the lesions may be diffuse or circumscribed, any portion of 
the brain or any cranial nerve may be affected alone, and every combinatiou 
of lesions and, therefore, of symptoms, is possible. In many cases their 
multiplicity, their presence in unusual combinations, and the changes in 
their intensity and distribution from time to time give a clue to their nature. 

Headache is a common prodromal symptom. It is often severe, and is 
usually worse at night. Sustained mental and physical effort becomes 
difficult, the memory is impaired and the character changes. Irritability, 
intense excitement or delirium may follow, but more often the patient 
becomes lethargic. At this stage paralysis and localising signs may be 
absent. In many the pupils are unequal or irregular, or they contract 
sluggishly to light, and in some the optic disks show blurring of the edges 
and other signs of early papillcedema. 

At any time, with or without prodromata, more definite signs of vascular 
disease or of paralysis of one or more of the cranial nerves may appear. 
| Arterial thr sts 18 usually preceded by prodromal symptoms, but it may 

come on in one appoeney well. Its seat of election 1s the middle cerebral 
artery or its branches, and weakness of one arm or of one side of the body 
with or without aphasia is a very common early symptom. The weakness is 
often slight and transient. If hemiplegia occurs, it takes several hours or 
day or two to develop. It is more often a paresis than a paralysis, and 
consciousness is usually retained. Sometimes the affected limbs are rigid 
and tremulous. The symptoms of thrombosis in other arteries are given on 
. 1559. 

In vertical meningitis, headache is usually severe, and the skull is often 
tender over the affected part. It frequently attacks the motor areas, and 
convulsions are common. They may be confined to one limb or to one 
side of the body, consciousness being retained, but more often they become 
generalised and consciousness is lost. In more chronic cases mental symp- 
toms may predominate, the patient becoming slowly demented. 

With basal meningitis severe deep-seated headache is almost always 
present. Later, a characteristic lethargy with severe impairment of the 
mental functions may appear. Whilst in this stuporose state the patient 
can usually be roused, when he answers questions in @ aleepy fashion and 
obeys simple commands, but his memory is bad, and he is unable to give an 
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adequate account of himself. Variations in the degree of the stupor are a 
=e feature. In some cases profound torpor may persist for several 
weeks, 

Soon after the onset, signs of implication of the cranial nerves appear. 
Any one of them may be affected alone, but, as a rule, several are attacked, 
where they lie close together after their exit from the brain, or as they 
leave the skul] through the foramina. Ocular symptoms are rarely absent. 
Inequality in size, or irregularity in the outline of the pupils, may be the only 
sign, but diminution of the light reflex, ptosis, squint, diplopia and weakness 
of the movements of the eyeball are frequent, and papillosdema is common. 
It is characteristic of the cranial nerve palsies in syphilitic basal meningitis 
that the symptoms often show great variations in degree and distribution 
at different times. 

The symptoms produced by large gummata are those of any cerebral 
tumour—headache, vomiting and papillcoedema. 

Diagnosis.—The aphorism, probably justified 25 years ago, that syphilis 
should be thought of in every case of nervous disease that is not quite clearly 
non-syphilitic in origin, has long outlived its usefulness as a generalisation. 
But it still lingers and is responsible for the practice, far too general, of 
throwing the burden of neurological diagnosis upon the shoulders of the 
clinical pathologist to make blood and cerebro-spinal fluid examinations, as 
a substitute for that careful history taking and clinical examination that 
would usually suffice for a complete diagnosis without these accessory 
investigations. Neuro-syphilis should not be guessed at in a haphazard 
fashion, but the attempt should be made by the clinical methods mentioned 
above to assess the pathological nature of the lesion or disease process in 
any case of nervous disease, and to use serological methods to confirm 
clinical diagnosis, or to clear up uncertainty when this still obtains after full 
clinical consideration. A history of syphilis or signs of the disease else- 
where are of first importance. Obstinate headache alone should arouse 
suspicion, and when signs of vascular or cranial nerve troubles follow a pro- 
dromal period of headache and mental impairment, syphilis is the most 
likely cause. 

Jacksonian epilepsy or fits of any kind in patients without an epileptic 
history are suggestive of syphilitic meningitis or gumma, even conan these 
are not the commonest causes of these symptoms. As a rule, these convul- 
sions are readily distinguished from those of idiopathic epilepsy, by their 
partial distribution, by the weakness which remains in the parts which were 
convulsed, and by the presence of op aatoap nee of cranial nerve palsies, 
or of other signs of organic disease which are found in the intervals between 
the fits. Cerebral new-growths produce similar symptoms, but this diagnosis 
should not be finally accepted until syphilis has been excluded. In all cases 
an examination of the blood and caches cncual fluid is essential (see p. 1629) 
because a positive Wasserman or Kahn reaction in the blood may be taken 
to indicate no more than that the subject has at some time had syphilis. 
It does not usually mean that the tumour is syphilitic in nature. It is on 
the whole less rare to find a glioma in a syphilitic subject than to find a gumma 
of the brain. Only the presence of the changes characteristic of neuro- 
syphilis in the cerebro-spinal fluid, as well as in the blood, can justify the 
diagnosis of cerebral gumma. 

52 
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Prognosis.—The outlook in cases with mild symptoms is good if the 
treatment is efficient. In severe cases of syphilitic arteritis it is grave. 
The vessels most often invaded are large end-arteries, and the softening 
which results when their lumen is occluded is not amenable to anti-syphilitic 
remedies. Relapses are common, and patients apparently cured are often 
seized in a few months with fresh cerebral troubles. The lesions in the 
meningeal and gummatous forms of the disease are mainly cortical, and 
large areas of softening are not produced. The prognosis 1s much better 
in this form, and pornilete cure is almost the rule when treatment is begun 
early. It is often impossible, however, to decide from the clinical signs 
whether the vessels or the meninges have suffered the more. In the absence 
of this knowledge the prognosis depends on the results obtained by the 
use of appropriate remedies. 3 

Treatment.—See p. 1636. 


2. SPINAL SYPHILIS 


Pathology.—The disease may begin in the bony or membranous cover- 
ings of the cord, in the blood vessels on its surface, or in the interstitial tissues 
within its substance, and spreading from one to the other, usually attacks 
several of these structures in various combinations. As in cerebral syphilis, 
many of the changes in the cord are secondary to disease in the vessels or 
meninges, and appear in parts not directly attacked by specific processes. The 
commonest form of spinal syphilis is meningo-myelitis. The meninges are 
thickened and adherent, while the spinal and meningeal arteries and veins 
show obliterative changes, and are surrounded or infiltrated by small round 
cells. The same changes are apparent in and around the vessels and pial 
septa within the cord. In severe cases, the membranes are united to form a 
thick fibrous sheath around the cord, and the outlines of the nervous structures 
as seen in transverse section are almost obliterated by the presence of 
numerous small gummata or of myriads of small round cells. The nervous 
elements are compressed by the cell infiltration, or undergo softening or 
necrosis as a result of obliteration of the blood vessels. Meningo-myelitis 
is usually confined to a narrow area in the dorsal region, and is often associated 
with a more extensive meningitis. . 

In some cases with severe arterial changes, extensive softening results 
from thrombosis or hemorrhage and produces severe paralysis of sudden 
onset—acute syphilitic myelitis. 

Large gummata are rare. They occur in the cord, or on ita surface, and 
produce the signs of compression. 

In another rare form in which the membranes alone are affected—pachy- 
meningitis and leptomeningitis—the dura and pia-arachnoid unite to form 
a thick fibro-gummatous sheath around the cord to which they become 
adherent. 

Syphilitic disease of the vertebral column is very rare. It produces changes 
which resemble those of tuberculous spinal caries, with osteitis and periostitis, 
and the formation of granulation tissue and gummata on the outer surface 
of the dura. Necrosis of the bones may lead to deformity of the spine. It: 
ig seen most often in the cervical region, where it begins in the spine, or 
spreads from a syphilitic ulcer in the throat. 


SPINAL SYPHILIS 1635 


Symptoms.—In meningo-myelitis, pain in the back, tenderness of the spine, 
and radiating pains or a feeling of constriction in the limb or aroun 
trunk, are often present in the premonitory stage. After these have lasted 
several days or weeks, cord symptoms appear. They may come on rapidly, 
or very slowly. Often the first complaint is of numbness or tingling in the 
lower limbs, or of weakness or stiffness after exertion. Several attacks of 
temporary weakness may precede severe paralysis, and in different cases 
every degree is seen, from slight stiffness to complete paraplegia. When the 

aralysis comes on slowly the lower limbs become spastic, the knee- and ankle- 
Jerks are exaggerated, and the plantar response is “ extensor.” In severe 
acute cases the limbs are flaccid and the tendon reflexes are at first diminished 
or lost, spasticity and increased reflexes developing later. In both forms the 
abdominal reflexes are diminished or lost below the level of the lesion. In 
most cases bladder control is impaired, and in some this is the first symptom. 
Sensory troubles may be slight when the paralysis is severe. Numbness and 
tingling are common, and some objective loss can usually be detected, the 
temperature sense, especially for cold, and the sense of vibration being most 
often at fault. 

In one group of cases—Erb’s syphilitic spinal paralysis—spastic weakness 
develops slowly in the lower limbs, without meningeal symptoms. The 
bladder is usually affected, and sensory loss is slight. In this form the spinal 
meer appears later after infection than is usual in other forms of meningo- 
myelitis. 

Pachymeningitis (diffuse gumma of the theca) as an isolated disease is 
usually found in the cervical region. The earliest symptom is pain in the 
neck, radiating down the upper limbs and between the shoulders. After a 
time, usually several months, weakness, wasting and loss of sensation appear 
in the arms. Still later, spastic paraplegia may develop from compression 
of the cord. When the lumbar region is attacked, the same symptoms 
appear in the lower limbs. 

In syphilitic carves tenderness over the diseased bones, pain on movement 
of the spine, and radiating pain in the distribution of the sensory roots at the 
level of the lesion, are the chief symptoms. When the cord is compressed, 
power and sensation are diminished in the parts below. 

Diagnosis.—Spinal syphilis appears in many clinical forms and often 
resembles other diseases. Hence it must be considered in every case of 
spinal disease without an obvious cause, The diagnosis may be founded on— 
(1) a history of syphilitic infection ; (2) the presence of syphilitic lesions in 
other parts of the ody ; (3) Wassermann’s reaction in the blood or patho- 
logical changes in the cerebro-spinal fluid (see pp. 1629, 1630); (4) signs of 
associated cerebral syphilis; (5) rapid improvement under treatment by 
specific remedies. 

Prognosis.—The outlook for recovery of power is good when the meninges 
only are attacked, but bad when the symptoms are due to softening, hemor- 
rhage, atrophy of motor cells, or tract degenerations, for these are secondary 
changes and are not influenced by anti-syphilitic remedies. In a given case, 
however, it is not possible to assess accurately the amount of damage sus- 
tained by different structures, and the prognosis is always doubtful. Complete 
recovery occurs in about one-third of the cases of slight or moderately severe 
meningo-myelitis. The majority make a partial recovery, and are able to 
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walk fairly well, in spite of the weakness and stiffness which remain. In 
cases with a sudden onset of severe paralysis, the prognosis is very bad, and 
death from bedsores or bladder and bidney infection is the usual result. On 
the other hand, the outlook for recovery of power is better when slight 
troubles come on rapidly than when they develop extremely slowly, as in 
Erb’s form of the disease, in which many years pass before the paralysis 
becomes severe ; for in the first case the lesions are interstitial and they respond 
well to treatment, whereas parenchymatous degeneration of the nervous 
elements themselves is present in the latter, and treatment is of less avail. 
The prognosis in early cases is determined by the effects of anti-syphilitic 
treatment. In cases of long standing, the most that can be expected is that 
appropriate treatment will arrest the course of the disease. 

Treatment of Cerebro-spinal Syphilis.—As soon as the diagnosis is 
made, vigorous anti-syphilitic treatment should begin. The drugs used are 
mercury, bismuth, the arsphenamine derivatives and potassium iodide. In the 
opinion of some authorities mercury still holds pride of place in the treat- 
ment of neurosyphilis, especially when administered by inunction. Treat- 
ment will vary according to the acuteness and nature of the lesion present. 

In acute syphilitic meningitis, unless the condition is grave, it is best to 
begin with mercurial inunction (60 grains of the ung. hydrarg., B.P., well 
rubbed in) for the first week, and then to give a course of neoarsphenamine 
(0°6 g.), at five or six day intervals, until 6 or 8 injections have been given. 
Simultaneously with this, intramuscular injections of a bismuth preparation 
(salicylate, or iodobismuthate of quinine, each dose containing 3 grains of 
bismuth) are employed. Subsequently, courses of bismuth or mercury and 
of arsenic may be given alternately until examination of the cerebro-spinal 
fluid shows cessation of the active disease. 

In chronic syphilitic meningitis treatment may be started with inunctions 
of mercury or injections of bismuth, followed by a course of arsenical 
injections. A full course of mercurial inunctions consists of sixty inunctions 
if signs of mercurialism do not develop. Potassium iodide in large doses may 
also be given. Treatment must at the same time be correlated from time to 
time with cerebro-spinal fluid examinations. 

In vascular syphilis also treatment is best begun with either mercury 
or bismuth, and arsenic not given for the first two weeks. Iodides should 
also be administered. | 

Massage and passive movements should be carried out daily, when the 
limbs are weak. en sensory loss is present, careful nursing is necessary to 
prevent the formation of bedsores ; and when control of the bladder is defec- 
tive, the usual precautions must be taken for the prevention of infection of 
the urinary tract. 
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je aa eee roe Paralytica. 

Etiology.—As in tabes, the essential.factor in the causation of general 

opal is previous syphilitic infection. Malés are affected much more 
uently than females. The onset is commonest between the ages of 30 

and 50 years, from 10 to 20 years after infection. As a result of congenital 


GENERAL PARALYSIS OF THE INSANE 1637 


syphilis or of early innocent infection, it may appear in childhood, youth or 
even adult life. It has been estimated that about 5 per cent. of syphilitics 
develo general paralysis, but the incidence in those who have been well 
treated in the early stages is not more than 1 per cent, The incidence varies 
in different races, and seems to be greater with increasing civilisation. It 
18 more apt to occur in town and city dwellers, and in those who have led a 
strenuous intellectual or business life. 

_ Pathology.—The skull-cap is thickened, especially in its anterior part, 
its density is increased, and the diploé is obliterated. The dura mater 
is thickened and adherent to the skull, and may show the changes of 
pachymeningitis hemorrhagica. The arachnoid is tough and thick, and 
white lines are seen between the sulci and along the vessels. The pia is 
thickened, its meshes are distended by pale yellow fluid, and on attempting 
to strip it off portions of the cortex are torn away. The amount of cerebro- 
spinal fluid is increased. The brain looks' wasted and shrunken, and its 
weight is abnormally low. The sulci are wide and the convolutions are 
narrow. The ventricles are dilated, and their ependymal] lining presents a 
granular or a frosted appearance. On section the grey matter of the cortex 
is seen to be thinner than normal—decortication. On histological examina- 
tion gross changes are found in the membranes, in the blood vessels, in the 
neuroglia, and in the true nervous elements. The earliest changes are found 
in the cortical vessels and membranes. Nuclear proliferation occurs in the 
walls of the smallest pial vessels and in the perivascular lymphatics. There 
is overgrowth of the endothelial cells in the capillary walls, and around them 
lie peculiar cells—the so-called plasma cells. Small lymphocyte-like cells, 
mast cells, and many others of doubtful nature appear in and around the 
perivascular channels, and by blocking them interfere with the nutrition 
of the cortex. The larger vessels also show proliferation of the endothelium, 
degeneration of the muscular coat and perivascular infiltration. The 
spirochetes are readily demonstrated in the brain substance. 

The fibres of the neuroglia proliferate, its cells multiply, and some assume 
an abnormal size or shape. These changes in the interstitial tissues are 
followed by degeneration of the cortical cells and atrophy of their pro- 
cesses. The changes are most marked in the cortical cells and association 
fibres of the anterior part of the cerebrum, but similar degeyerations are 
found in the basal ganglia, the cerebellum, the brain stem and the spinal 
cord. 

Symptoms.—The disease is characterised by progressive deterioration 
of the mental and physical powers. 

MentaL Symproms.—The most recent acquisitions are usually lost first. 
Hence the earliest sign of mental failure will differ according to the intel- 
lectual and emotional make-up of the individual attacked. Memory, judg- 
ment and reasoning are impaired from the first, the ssthetic, moral and 
intellectual attributes alter early, and changes occur in the domains of conduct 
and emotion which astonish or distress the patient’s friends. To one who 
sees the patient for the first time the defects may not be apparent, but those 
who know him will speak of the changes in his intellectual capacity, character 
or behaviour. Cheerfulness has given place to depression or irritability. 
the quiet and unassuming man has become passionate and boastful, the good 
father has turned against his family, promises are no longer kept, a good 
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business is neglected, money is spent unwisely, high artistic skill is lost, 
the moral code is transgressed, and so on. There is no end to the variety 
of the early symptoms, but in each case they represent a change for the 
worse. 

In the classical form of the disease, elation and expansive delusions con- 
cerning health, wealth, social position or physical and athletic powers are 
prominent, but in a larger number of cases the patients are depressed in 
the early stages, and the delusions when they appear may be melancholic 
or hypochondriacal. Unlike the paranoiac, who may refuse to disclose his 
delusions or who may reason skilfully from his false premises, the paretic 
reveals his delusions readily, and can be made to betray their falseness by 
his own words. To the direct question regarding his occupation the Emperor, 
the possessor of untold wealth, the world’s greatest general, will reply un- 
concernedly that he is a boot-black, or the champion athlete of the universe 
will give answers showing a complete absence of familiarity with any branch 
of sport. 

In the course of time dementia increases, memory is abolished, delusions 
are forgotten, emotion disappears, and in a year or two the patient is unable 
to move from his bed where he lies speechless, paralysed and incontinent. 
The various concomitants of the delusions are described in the following 
paragraphs. 

The most constant and most characteristic signs are changes in the 
pupils, tremors of the face, tongue and hands, and disorders of speech. 
Changes in the pupils occur early, indeed they are often present as signs of 
past syphilis before symptoms of general paralysis appear. ee gd in 
size, irregularity in outline, and the complete or incomplete Argyll Robert- 
son phenomenon, are very common pupillary signs. Primary optic atrophy 
is frequent, but except in tabetic cases it is rarely complete. Paralysis of 
the external ocular muscles sometimes occurs as a result of associated tabes 
or cerebral syphilis. Tremor is often an early sign. In the face and hands, 
though often present when the parts are at rest, it 1s best seen in speaking 
or when movements, such as showing the teeth and holding the arms out- 
stretched, are carried out to order. The typical tongue tremor is a backward 
and forward ‘“‘ trombone” movement of the organ, when the attempt is 
made to protrude it. Speech is often affected early. At first it is merely 
hesitant. Later it becomes blurred, syllables are omitted, interpolated or 
slurred, and the voice becomes feeble and lacks intonation. As the memory 
fails, confusion arises in the construction of long sentences, proper names 
are forgotten, the choice of adjectives and verbs becomes more and more 
limited, and the vocabular diminishes until only interjections are left. 
Written language suffers in the same way, and may show defects of execution 
and of ideation before spoken speech is noticeably altered. At the onset 
voluntary power in the muscles is usually maintained, but undue fatigue 
after moderate exertion is a common early symptom. As the disease pro- 

esses, weakness a pears in the lower limbs and soon affects all the muscles. 
me of the signs of injury to the pyramidal tracts, such as increased tendon 
reflexes, diminution or loss of Ae skin reflexes, and Babinski’s plantar 
response, are found sooner or later in almost every case. In a small number 
the tendon reflexes are abolished and other signs of tabes, such as sensory 
disturbances, are present. Retention of urine or incontinence sometimes 
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occur in the early stages. Towards the end, control of the bladder and 
rectum is always lost. : 

Epileptiform seizures of various kinds are common. They may be the 
first obtrusive symptom, and may occur at any time in the course of the 
disease. The attacks may have all the aspects of idiopathic epilepsy, or 
they may be local and of the nature of Jacksonian fits. Attacks resembling 
petit mal have also been observed. In the so-called ‘“ congestive” apo- 
plectiform attacks, paralysis of one limb or of one side of the body comes on 
suddenly with or without convulsions and passes off in a few days or weeks. 
The pee may become comatose and breathe stertorously, or he may be 
merely somnolent or confused. 

Insomnia is frequent in the prodromal] period, but in the early stages sleep 
is often excessive. Later, sleeplessness and motor restlessness are often 
troublesome symptoms. | 

CuinicaL Types.—Ezalted or expansive form.—This form includes the 
cases in which elation, euphoria and grandiose ideas are prominent. 

Demented forms.—The patients often seek advice of their own accord, 
complaining of diminished mental and physical power or failing memory. 
Mental deterioration runs its course without marked depression or ex- 
altation. 

Depressed form.—This common form is characterised by melancholic and 
hypochondriacal delusions. Some have delusions of persecution. Very 
often the patient exaggerates his afflictions to a degree not seen in other 
forms of insanity, melancholic megalomania. Remissions are common. 

Maniacal form.—The features of this form are attacks of acute maniacal 
excitement, which may resemble acute delirious mania. Remissions are 
common, and apparent complete recovery may be made; but the attacks 
recur, each one leaving the patient more Jemanted. 

Many other varieties have been described, the stuporose, the convulsive, 
the tabo-paretic, and so on. The characters of these types are sufficiently 
indicated by the names. 

Diagnosis.—It is upon the detection of character alterations in the 
patient that the early diagnosis of general paralysis commonly depends. As 
has been said, these alterations vary from subject to subject, but constant 
components are impairment of judgment, defects of memory, and signs of 
impaired emotional control. Emotional tone may be one of depression, 
or one of exaltation, and while the latter is the more striking it is probable 
that the former is the more frequently encountered. It is the patient's 
family and his fellow-workers who first notice the insidiously developing 
change, and their evidence may be essential to early diagnosis. It is, however, 
important to remember that an altered emotional tone is invariably accom- 
panied by some indications of mental deterioration, and this latter component 
serves in the differentiation of the psychoneuroses from general paralysis. 
Commonly the patient himself has little or no insight into his altered state, 
and may express his subjective sense of well-being and of intellectual acuity 
in glowing terms that arouse a suspicion of the true state of affairs in the 
trained observer. 

Accompanying these essential alterations are a number of somatic physical 
signs, such as a slurring articulation, some tremor of the lips and tongue, 
perhaps some tremor of the hands. Pupillary anomalies are almost conatant, 
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but fall short of those seen in tabes dorsalis. Thus, myosis is uncommon, 
but irregularity of outline, inequality and sluggishness of the light reaction 
are usual. There may or may not be changes in the tendon reflexes and 
plantar responses, but diagnosis in the initial stages of the malady has often 
to be made in the absence of many of these somatic signs. In doubtful cases 
confirmation must be sought, and can be obtained from the examination of the 
cerebrospinal fluid and from the Wassermann reaction (see pp. 1629, 1630), 

Course and Prognosis.—After an insidious onset, the disease progresses 
steadily and usually ends fatally in about 3 years. Acute forms may run 
their course in a few weeks. When convulsions are frequent, death usually 
results in about 6 months. When periods of extreme restlessness and 
excitement alternate with depression, one year is the average duration, In 
simple demented and depressed forms, the duration is usually about 3 years. 
The course is most prolonged in those who have attacks of wild excitement 
or mania, as remissions are very common in this form. During the re- 
missions, patients may be able to return to work, and 10 years may 
elapse between the first attack and the fatal termination. The course 
is often prolonged in women, in congenital cases, and in cases of tabo- 
paresis. 

Treatment.—As some cases of cerebral syphilis simulate general para- 
lysis, in every instance where the latter disease is suspected rigorous 
anti-syphilitic treatment should be tried in the hope that the patient is 
suffering from the more curable condition. 

Malaria therapy in general paralysis.—Encouraging results have been 
obtained by infecting paralytics with benign tertian malaria. Blood is 
obtained from a patient suffering from malaria (not necessarily during a 
rigor), and is injected intramuscularly, or infected mosquitoes may be applied 
to the skin in a wide-mouthed Jar, the orifice of which is covered with muslin. 
The incubation period may be as long as a fortnight or more after sub- 
cutaneous injection, but failure to infect with 5 c.c. of blood is rare. If the 
blood has to be transported it should be received in a sterile test-tube con- 
taining glass beads; after defibrination it is transferred to another sterile 
tube and packed in ice, when it will remain active for 6 hours or more. The 
sig a is allowed to have six, ten, or more rigors, the number depending 
on his general condition during the treatment; the infection can be cut 
short at any moment with quinine ; relapses rarely occur in this experimental 
malaria. In favourable cases a remission occurs, improvement cuntinuin 
for several months; the end result of the treatment cannot be assesse 
until 6 months or more have elapsed. When the patient has recovered from 
the debilitating effects of the malarial infection, antisyphilitic treatment 
should be initiated. For this purpose tryparsamide has been successfully 
employed, after an initial injection of 1 g., a course of weekly injections 
of 2 g. may be carried out—I15 injections being given. This drug has 
been known to cause optic atrophy and therefore the visual function must be 
carefully watched during its administration. 

Malarial therapy is not without risk and should be employed only, by 
those experienced in its use, and under institutional conditions where adequate 
nursing is obtamable. Malarial therapy owes such efficacy as it possesses 
to the severe and recurrent pyrexia it produces, which is very destructive 
of spirochetes in the brain. Recently attempts have been made to bring 
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about a more readily regulated hyper-pyrexia by mechanical means, such 
as prolonged retention in sleotyicaliy heated cabinets. This procedure, not 
less than malarial therapy, calls for considerable experience and the requisite 
apparatus, and even on these terms it cannot be said to be free from danger. 


TABES DORSALIS 


Synonym.—Locomotor Ataxia. 

fEtiology.—Tabes is more frequent in men than in women (10 to 1), 
and begins most often between the ages of 30 and 45. The essential factor 
in its causation is previous syphilitic infection. The interval between infec- 
tion and the onset of symptoms varies from 2 to 20 years; commonly from 
5 to 10 years. As a result of congenital syphilis, or of infection in infancy, 
it sometimes begins in childhood, youth, or early adult life—infantile or 
pene tabes. Occasionally husband and wife are both affected—conjugal 
tabes. 

Pathology.—Despite what has been said earlier (p. 1630) of the essential 
lesion in syphilis of the nervous system, it has to be admitted that all we know 
with certainty of the lesion in tabes is that there is degeneration of exogenous 
fibres in the posterior columns of the cord. At various times it has been 
suggested that the primary lesion is a form of local meningitis of the posterior 
roots proximal to the posterior root ganglion. Recently, Richter has de- 
scribed a peculiar type of granulation tissue in this situation, and he believes 
that this “strangles”’ the entering nerve fibres, and thus leads to their 
secondary degeneration. But Stern has shown that this tissue is present 
in the normal subject, and therefore the hypothesis of a primary local 
meningeal lesion remains unsubstantiated. It is known that toxins may 
ascend afferent nerve fibres from a pempheral focus of infection, and that 
degeneration of exogenous nerve fibres within the cord may result, the 
peripheral portions of the nerve fibre showing no lesion. It has been suggested 
that the toxins of syphilis may thus ascend from a peripheral focus, and that 
the essential and primary tabetic cord lesion is thus a degeneration of nerve 
fibres within the cord. Some of the degenerated fibres end around cells in 
the grey matter soon after they enter the cord, while all the fibres with a 
long intraspinal course enter the posterior columns, and ascend in them to 
the nuclei of Goll and Burdach in the medulla. As a secondary change 
the neuroglia around the degenerated fibres increases in amount and density. 
Hence the characteristic feature in sections of the cord in tabes is sclerosis 
of the posterior columns. The sclerosis usually appears earliest in the 

ostero-lateral columns of the lower lumbar and upper sacral regions. In the 
Sores and cervical cord it is confined at first to the postero-internal columns, 
which contain the degenerated fibres from the lumbar and sacral regions, 
but in advanced cases when the dorsal and cervical sensory roots are also 
affected the posterior columns are sclerosed throughout. 

In advanced cases the endogenous tracts of the posterior columns show 
degeneration, and in some the aiferent tracts in the lateral columns are also 
aifected. In sections stained by the Weigert-Pal method the diseased 
areas are paler than the rest of the white matter. By the Marchi method 
parts containing recently degenerated fibres show numerous black dots, 
which represent fatty material in the degenerating myelin sheaths. 
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In cases of long standing, atrophy of the entire sensory root with 
degeneration in the peripheral parts of the sensory nerves, and atrophy of 
cells in the ganglia are frequent findings. The ocular palsies of tabes are 
probably mainly due to tous meningitis, but it is probable that in the 
case of the third nerve there may be a degeneration of the nerve cells in the 
nucleus. Tabetic optic atrophy is also the result of a combined interstitial 
gummatous inflammation ana primary degeneration of optic nerve fibres. 

Symptoms.—The inadequacy of current descriptions of the clinical 
manifestations of tabes is shown by failure on the part of those who depend 
upon them for guidance to diagnose the disease before it has reached an 
advanced stage. So long as tabes is described as a disease characterised 
by severe lightning pains, absent knee-jerks and Argyll Robertson pupils ; 
s0 long as the diagnosis is withheld until these symptoms are found together ; 
so long as patients without ataxy are stated to be in the early or preataxic 
state—just so long will valuable years be wasted, as they are at present, 
before patients receive treatment at a time when it might be expected to 
arrest the course of the disease. It is true that these important symptoms 
appear ultimately in a very large | Sede of the cases, and they are often 
present when the patient is seen for the first time. It is equally true, how- 
ever, that many of these patients have complained of symptoms which, 
if they had been appreciated by the physician, would have betrayed the 
disease many years before, and that throughout these years they have 
presented physical signs which, although the knee-jerks and pupillary re- 
actions were still present, would have made the diagnosis of tabes certain. 
In the following paragraphs stress will be laid on the signs that appear early 
and allow the diagnosis to be made at the onset of the disease. Chief amongst 
these early symptoms are disturbances pointing to interference with the 
functions of the posterior nerve roots. 

Sensory DisturBances.—Subjective—Following a general law the 
first manifestations of altered function are subjective—the patient complains 
of sensory troubles before any changes can be discovered by objective 
examination. The most important of these subjective troubles in tabes are 
the so-called lightning pains. These pains merit the closest attention. 
They are rarely absent, they often precede other symptoms by 5 or 10 or 
more years, and most important of all they possess peculiar features which 
render them pathognomonic of tabes and allow the diagnosis to be made in a 
syphilitic on their presence alone. Although they are rarely absent careful 
interrogation may be needed to disclose them. To the question, ‘ Have 

ou had any pains?” the patient may answer “No.” If then he is asked if 

e has rheumatism, he will often answer “ Yes,’ and proceed to give an 
account of characteristic tabetic pains of several years’ duration. In other 
cases the patient mentions his pains, but their significance escapes notice 
because it is thought that they are too slight for tabetic pains. It must 
be made clear at once therefore that the peculiarity of the pains in tabes 
does not lie in their severity, for they vary from a trifling sensation of dis- 
comfort to almost intolerable agony, but in their distribution, in their direc- 
tion of propagation and saecilly in their arrangement in time. 

As a rule, they come on in attacks, in which single momentary pains 
are repeated at intervals of a few seconds or minutes for several hours, the 
whole bout lasting several days or weeks. Between the attacks there may 
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be long intervals of complete freedom from pain. The pains are felt most 
often in the lower limbs, but any part may be affected. They may be referred 
to the skin, to the muscles or to the bones. They are very common in the 
bony prominences around the knee and on the foot. The direction of 
radiation varies. In some the pain seems to shoot up or down a limb, but 
in a larger number it seems to strike the limb vertically as if a sharp object 
were piercing it from without. Some patients experience both kinds of 
pains. The onset of each pain is always sudden. If it is severe the patient 
may cry out, and if it overtakes him whilst walking he is forced to stop and 
he may fall. The duration of each pain is usually momentary, but sometimes 
it lasts a second or two and fades away gradually. During a given bout the 
pains usually recur in the same place each time for several hours on end, and 
then appear in another part, say on the following day. In a few cases, 
however, they confine themselves to two or three points, now appearing in 
one and now in the other. In a still smaller number the site varies from 
moment to moment, so that the patient never knows where the next one 
will strike him. In one group the pains are repeated very rapidly in one 
place for a few seconds, and then after an interval in another, so that the 
timing recalls the sound of a machine-gun firing short bursts—tap, tap, tap, 
a tap, tap, tap, pause, and so on with a longer interval now and then 
uring which the gun js trained on a new objective. ; 

After a bout the skin is often tender, and ecchymoses may appear over 
parts in which the pains were felt, though this is exceptional. Cold, changes 
in the weather, anxiety and especially over-exertion make the pains worse. 
They are often more severe for a day or two after treatment by intravenous 
or intrathecal injection of specific remedies. Other pains with characters 
which are not peculiar to tabes are common. They are described as aching, 
burning or gnawing pains. Like the lightning pains, they alter with changes 
in the weather and are usually attributed to rheumatism. Other common 
subjective sensory symptoms are “ pins and needles” in the extremities, a 
feeling of walking on a soft substance, and of constriction around the trunk 
or limbs. More important than these, because it often appears very early, 
is hyperssthesia of the trunk, especially in its lower part. Light touches 
or applications of water at certain temperatures are almost unbearable. 

bjective sensory disturbances.—Signs of damage to the posterior nerve 
roots appear in the earliest stages of the disease, and are demonstrable in 
many cases long before the classical signs appear. The detection of this 
early sensory loss is of great importance, for its distribution is pathognomonic. 
The parts in which sensation 1s first impaired are—(1) a band on the chest 
and along the inner border of the arms ; (2) the feet; (3) around the anus ; 
(4) on the nose. 

As the disease advances, sensory loss extends upwards from the feet, 
downwards from the chest, and outwards from the nose and anus in con- 
centric circles. Ultimately these areas coalesce, and in the later stages 
sensation is diminished all over the body. All forms of skin sensation are 
not equally affected Sometimes the defect is first discovered on testing with 
light tactile stimuli, but more often pain and temperature are first impaired. 

The senses of deep pain and of position and passive movement, as well as 
the vibration sense, are often diminished in the legs in the early stages. In 
advanced cases these defects are present in all the limbs. 7 
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. In cervical tabes sensory disturbances occur first, and-are most severe in 
the arms. 

In severe cases sensation of all kinds may be almost completely abolished. 
No cutaneous stimuli are felt and the deep structures are insensitive to pain. 
To this is added loss of the sense of position, not only in the limbs but also 
in the trunk, so that the patient is unaware of their position when his eyes are 
closed. If he sits up with the arms outstretched. on closing his eyes the arms 
“‘ wander,” the fingers execute slow “ piano-playing ”” movements. and the 
body sways. In extreme cases the patient falls on his side as soon as the 
eyes are closed. 

MuscuLar Hyporonta aNp THE TENDON Reriexes.—Loss of muscle 
tone occurs in lesions of various parts of the nervous system, and is not neces- 
sarily accompanied by changes in the reflexes in the limbs, but when it results 
from interruption of the spinal reflex arc the two signs are found together. 
Hence in tabes, where the afferent limb of the reflex arc is the first structure 
affected, hypotonia and diminution of the tendon reflexes are characteristic 
signs. ‘The decrease in the tone of the muscles is often well marked when 
lightning pains are the only symptom of tabes, and loss of skin sensation the 
only other sign. It is shown by flaccidity of the muscles, and by an abnormal 
range of active and passive movement of the limbs. 

The leg can often be raised to an angle of 100° from the horizontal. with 
the knee extended, whereas a normal person cannot raise it more than 60°, 

-and excessive range of dorsiflexion of the foot is often a striking sign. In 
extreme cases the legs can be made to encircle the neck, the body can be 
flexed so that the head touches the bed between the knees, and the patient is 
able to imitate the tricks of the ‘‘ double-jointed ” man. 

The knee-jerks are very often absent when the patient is first-examined, 
and in the later stages they are almost always lost, but compared with the 
signs already mentioned this one is of late onset, and may be missing even in 
the ataxic stage. The position formerly held by the knee-jerks in the symptom- 
atology of tabes should be given to the tendo Achillis (ankle) jerks. Lose 
of the ankle-jerks is indeed an early sign in tabes, for it often precedes loss of 
the knee-jerks by many years. The tendon reflexes in the upper limbs are 
lost early in cervical tabes, and are frequently absent in cases of the ordinary 


e. 

The skin reflexes are often exaggerated to a degree rarely met with in 
other diseases. This is best seen on the abdomen, and is usually associated 
with hypereesthesia to touch and temperature. Later. when the tactile sense 
is lost, the skin reflexes are often diminished. The plantar reflex is usually 
normal. It is sometimes absent when sensory loss on the soles is severe, and 
in cases where sclerosis of the pyramidal tracts exists as a complication of 
tabes the response is “‘ extensor.” 

Ataxia.—The fibres conveying those afferent impressions which are 
essential for the proper execution of voluntary movements, are more resistant 
than those with other functions, and inco-ordination, though extremely 
characteristic of tabes, is usually a late symptom, or it may be absent through- 
out the whole course of the 5 Ree Its onset is marked by unsteadineas 
in walking and difficulty in maintaining the balance of the body. These 
troubles are first noticed when co-ordinated movements are performed with- 
out the aid of vision. As the defect increases unsteadiness appears even 
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with visual guidance. To maintain their balance the patients walk on a 
wide base with the eyes directed to the ground. At a later stage some raise 
the feet too high, throw them too far forward and bring them down forcibly, 
the whole sole striking the ground at once—stamping gait. Others reel 
from side to side like drunken men. Still later the support of one or two 
walking-sticks is required, and ultimately walking becomes impossible. 
The inco-ordination is not only present in walking, but can be seen in all 
voluntary movements, e.g. in Ae heel to knee test. The same defects occur 
in the upper limbs. At first there is merely clumsiness in performing fine 
movements such as picking up small objects and in adjusting the dress. 
In the end the ataxia may become so great that the patient is unable to 
feed himself. 

By gies tests inco-ordination can usually be disclosed before the 
patient has noticed it. Some of the tests are: standing with the heels 
and toes together, standing on one foot, walking backwards, rising quickly 
from a stooping position and turning quickly in walking. In each instance 
the unsteadiness is greatest when the eyes are closed and when the feet 
are bare. 

SPHINCTER TRrouBLES.—These are the result of the lowering of pain 
sensibility in the bladder which is the afferent element in the reflex of micturi- 
tion. An increased distension of the bladder becomes essential before the 
act can be started, and this fails before the bladder is completely emptied, and 
residual urine is present in slowly increasing quantity. Though this causes 
little or no inconvenience to the patient it often leads to cystitis and renal 
complications. Difficulty in starting micturition and nocturnal incontinence 
are the common complaints. Complete retention and paralytic incontinence 
are rare, and when retention occurs it has in our experience been due almost 
invariably to enlargement of the prostate, the removal of which has been 
well borne and has given complete relief. Sexual desire and power are usually 
lost early in the course of the disease. 

OcuLtar Symptoms.—Changes in the reaction of the pupils and in their 
size and form are very frequent and are of great importance for diagnosis. 
The chief of these is the Argyll Robertson phenomenon, in which the pupil 
contracts on accommodation but not when exposed to light. This sign 

appears in both eyes in 70 per cent. of cases, and is one of the earliest to appear. 
It 1s sometimes found in one eye with & normal or diminished reflex in the 
other. It may be present in an incomplete form, the contraction to light being 
slight and sluggish when the reaction to accommodation is brisk, or aha pupils 
may contract when first exposed to the light only to dilate again. Occasion- 
ally the pupils are fixed and do not react to either stimulus. In rare cases the 
reaction to accommodation is lost while the light reflex persists. 

The size of the pupils varies greatly in different cases. Most often they 
are small, but panils of moderate size are common, and sometimes they are 
widely dilated, though this is very exceptional and usually associated with 
optic atrophy. It is not unusual to see pupils which, when contracted 
on accommodation, are no larger than the head of a pin, but the “ pin- 

int” pupils are extremely rare. Inequality of the pupils or irregularity 
in their outline is present in most cases. It is said that the pupils are some- 
times normal in every respect even in the advanced stages of the disease, 
On the other hand, in old tabetics in whom the disease has been present for 
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very many years the pupils may be found wholly inactive both to light 
and on convergence. 

External ocular muscles—In the early stages transient palsies of the 
muscles of the eyeball often cause ptosis, diplopia or squint, lasting a few 
days. Permanent paralysis may come on at any time, but is most frequent 
in the later stages. A persistent drooping of the eyelide—tabetic ptosis— 
is a common sign. This is attributable to a lesion of sympathetic fibres. 
The patient tries to overcome the defect by contracting the frontalis 
muscles, and the wrinkling of the forehead with slight drooping of the lids 
gives the patient an expression—the tabetic faciee—by which the disease 
may be recognised at a glance. 

Optic atrophy.—Defective vision from atrophy of the optic nerve is 
often the symptom for which the patient first soaks relief. It occurs in about 
one case in ten, and almost without exception ends in complete blindness. 
The loss usually begins in the periphery of the visual field, and is often 
unnoticed until central vision begins to fail. Occasionally central vision fails 
early. At first one eye suffers more than the other, but ultimately, after a 
period which averages 5 years, all vision is lost in both. Patients sometimes 
relate that their blindness came on suddenly, or in a few hours or days. In 
these cases optic atrophy has been present for a long time, but the fibres 
subserving central vision have escaped until the last. On the other hand, 
vision may fail very slowly, with periods of arrest or apparent improvement, 
and total blindness is sometimes delayed for 10 or 15 years. The atrophy is 
primary, that is, it is not preceded by papilleedema. Pallor appears first 
on the temporal side, whence it spreads over the whole disk. The edges of the 
disk are sharply defined and the lamina cribrosa is visible as slightly darker 
spots, so that the disk stands out clear and bright, like a full moon. When 
optic atrophy is the first symptom, it is often impossible to detect any inco- 
ordination in the lower limbs, and ataxia may be long delayed. The knee- 
jerks are often brisk, but some of the early signs—lightning pains, sensory 
disturbances or loss of one or both ankle-jerks—are almost always present, 
and the Argyll Robertson pupil is a constant accompanying sign. In a 
number of the patients with optic atrophy the signs of general paralysis are 
added to those of tabes (tabo-paresis), and the course of their illness is that of 
the more serious disease. 

OTHER CraNniAL Nenves.—The senses of smell and taste are sometimes 
lost. Vertigo, tinnitus and nerve deafness are common. Lightning pains 
are often severe in the distribution of the trigeminal nerve, and loss of sensa- 
tion on the nose, especially to pain, is one of the earliest and most frequent 
signs. Paralysis of the vocal cords, though rarely sought for, is present in 
a cases. | 

ISCERAL CRISES.—There are two varieties of visceral crises which are 
associated with disturbance of the parasympathetic and with the sympathetic 
innervation respectively. The former, which is confined to the vagus dis- 
tribution, consists of spontaneous sensory irritation and its reflex results 
which is never painful since the vagus contains no pain-conducting elements. 
The examples are the laryngeal crisis and the gastric crisis, which comprises 
painless vomiting. The latter belongs to the sympathetic distribution, 
always involves severe pain, and is made up of the painful gastric crises, and 
the rectal and vesical crises. | 
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Gastric crises.—The organ most subject to crises is the stomach. Attacks 
of severe abdominal pain with repeated vomiting come on suddenly. They 
last a few days, or a week or two, and are often repeated every few weeks 
for long periods. Sometimes pain or vomiting alone is present. There is 
always complete anorexia, The patient looks very ill during the attack, but 
it is never fatal. They often occur before other symptoms of tabes appear, 
and are often mistaken for acute obstruction, and other conditions requirin 
urgent surgical treatment, but careful examination will rarely fail to revea 
indubitable signs of tabes. If attention were paid to the ankle-jerks, and 
to sensory disturbances, instead of to the knee-jerks, unnecessary operations 
would be less frequent. 

Next to the stomach, crises are most frequent in the larynx (laryngeal 
crises). In the commonest form there is spasm of the larynx, with noisy 
breathing, cough and dyspnea. Sometimes the attacks resemble whooping- 
cough or laryngismus stridulus. They are much shorter than gastric crises, 
rarely lasting more than an hour. Death in an attack is extremely rare. 

Attacks of extremely painful and prolonged tenesmus (rectal crises) are 
not uncommon. Attacks of frequent painful micturition (vesical crises) and 
of pain like renal colic (renal crises) are rare. 

Cardiac, nasal, bronchial, intestinal and other crises have been described. 

VasoMOTOR AND Tropuic DisTuRBANCES.—The most important of these 
are changes in the joints and perforating ulcers. Rarer forms are local 
sweating, loss of hair, nails or teeth, attacks of herpes, heemorrhages into the 
skin, necrosis, rarefaction and spontaneous fracture of bones, excessive callus 
formation and spontaneous rupture of tendons. 

Charcot’s joint disease.—Arthropathies may develop at any stage of the 
disease. Occasionally the patient seeks advice for the first time with this 
complaint. The first sign is usually rapid swelling in and around a joint, 
with effusion and cdema. The effusion, in slight cases, subsides slowly and 
the joint recovers, but more often the enlargement is followed by destruc- 
tion of the cartilages, wasting of the ends of the bones, peri-articular new-bone 
formation and destruction of the ligaments. The joint becomes disorganised, 
the range of movement is increased, and crepitations of startling coarseness 
are heard and felt when the part is handled. The characteristic feature is 
the complete absence of pain. Dislocations occur readily, especially at the 
hip. The diseased joint sometimes becomes infected. is is commonest in 
the foot. The joints most often attacked are, in order of frequency: knee, 
hip, shoulder, elbow, ankle, small joints of the hands and feet, the spine. 

Perforating ulcers are commonest on the sole of the foot. Patches of hard 
thickened skin are frequently seen on the soles of the feet. Sometimes 
blisters form beneath this thick epidermis, and on bursting leave an indolent 
sore. Once formed the ulcer is very indolent. It is usually painless. 

Complications.—Tabes is frequently complicated by other syphilitic 
affections of the nervous system, of which the commonest and most im- 
portant is general paralysis of the insane. Some tabetics develop general 
paralysis, and many paretics present some of the signs of tabes. Indeed, 
these conditions are merely different aspects of the same disease, and are 
named according to the predominant features. Sometimes it is difficult 
to decide the category of given cases, and the name tabo-paresis is used to 
describe them. At the same time it may be observed that tabo-paresis 
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runs @ much slower course than uncomplicated general paralysis, and apart 
from any question of treatment the survival peace is longer in the former 
than in the latter. Occasionally the pyramidal tracts degenerate and signs of 
spastic paraplegia are added to those of tabes. Atrophy of the anterior 
nerve roots with consequent wasting of the corresponding muscles is a fairly 
common complication. Outside the nervous system the commonest com- 
plications are aortitis, aortic regurgitation and aneurysm. 

Diagnosis.— Most tabetics come under observation for the first time when 
one of the many symptoms of the disease begins to cause serious trouble. 
The obtrusive symptom may be: lightning pains, failing vision from optic 
atrophy, double vision from paresis of ocular muscles, attacks of vomiting, 
tenesmus, unsteadiness in walking, painless joint disease, impotence, troubles 
with micturition, or some other ee common complaint. In these the 
diagnosis rarely causes difficulty. A history of characteristic pains, or 
srideucs of syphilis in the past, justifies the diagnosis of tabes on the symptoms 
alone. In almost all of these cases, moreover, unequivocal signs will be 
found which make the diagnosis certain. Two signs—the Argyll Robertson 

upil and absence of the ankle-jerks or knee-jerks—are of supreme importance, 
ie although one is often lacking, the absence of both in the kind of case we 
are discussing is rare. To one or both of these several of the following con- 
firmatory signs are usually added: inequality or irregularity of the pupils, 
diminished sensibility to pinprick of the skin on the nose, on the chest and 
feet, absence of pain on compressing the calf muscles, loss of vibration sense 
in the feet, muscular hypotonia, defective sense of position in the limbs and 
unsteadiness when the eyes are closed. 

When the symptoms and signs are slight and few, or when suspicious signs 
are found during a routine examination, the diagnosis is sometimes difficult, 
and may require for its elucidation a careful inquiry into the history, an 
examination of the blood and cerebro-spinal fluid, and a meticulous investiga- 
tion of the nervous system. These cases are discussed in the following 
paragraphs. 

THE Diaenosis oF Earty Tases.—l. Since Westphal, some 60 years 
ago, described loss of the knee-jerks as an early sign of tabes, and established 
the existence of the pre-ataxic stage, the profession, apart from neurologists, 
has altered its views but little, and still hesitates to diagnose tabes while 
the knee-jerks are present. Consequently mistakes in diagnosis are common. 
The diagnosis can and should be made when lightning pains are the only 
symptom. Pains with the characters already described occur in no other 
disease, and their presence calls for a careful investigation for evidence of 
past syphilis. In this first stage of tabes the diagnosis is founded on (1) 
characteristic pains ; (2) evidence of syphilis in the past, obtained from the 
history or by examination of the blood and cerebro-spinal fluid (see pp. 
1629, 1630). 

2. Only rarely need the diagnosis be made on these grounds alone, for 
in almost every patient with lightning pains careful examination will reveal 
sonfirmatory signs. The most important of these are sensory disturbances 
and alteration in the pupils. Hyperesthesia to touch and’ temperature 
on the lower part of the trunk is very common, although few patients mention 
it until their memory is refreshed by careful interrogation. In a patient 
who has had syphilis and suffers from lightning pains, a clear demonstration 
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of sensory impairment confined to the characteristic areas makes the 
diagnosis still more certain. Other signs to which a high value may be given 
are absence of pain when the calf muscles are compressed, loss of the vibra- 
tion sense in the feet, and muscular hypotonia. Irregularities in the outline 
of the pupils without an obvious explanation, or pupils which react well 
to accommodation but sluggishly to light, are very strong evidence of past 
syphilis and should be duly appraised. This may be called the second 
stage of tabes in which the diagnosis is founded on (1) evidence of syphilis ; 
(2) tabetic pains; (3) sensory disturbances with a characteristic distribution. 

3. If to these sensory disturbances there is added an Argyll Robertson 
pupil, or if one ankle-jerk or knee-jerk is absent or definitely diminished 
when compared with its fellow, the diagnosis is established beyond doubt. 
This may be called the stage of the fully developed disease. The diagnosis 
rests on—(1) evidence of syphilis; (2) lightning pains; (3) characteristic 
sensory signs; (4) the Argyll Robertson pupil in one or both eyes; 
(5) absence of one or both ankle- or knee-jerks, or a definite diminution 
in one of them. 

Lightning pains probably indicate that the disease is active. In the 
absence of pains tabes would still be suggested by the combination of an 
Argyll Robertson pupil with an absent ankle or knee-jerk, or by the com- 
bination of one or both of these signs with characteristic sensory loss. In 
such cases, however, it would be impossible to say whether the patient was 
suffering from tabes which was likely to progress, or whether the disease 
had been arrested in its earliest stages. 

DIFFERENTIAL D1acnosis.—Pertpheral neuritis.—The signs common to 
both diseases are loss of reflexes, hypotonia, inco-ordination and senso 
loss. Wasting, loss of power and tenderness of the calf muscles distinguish. 
peripheral neuritis. A complete history and examination will usually reveal 
the cause of the neuritis, or disclose certain signs of tabes. 

Friedreich’s disease.—Loss of tendon reflexes and inco-ordination occur 
in both diseases, but the age of the patient, the family history, the speech 
defects, nystagmus and the deformities of the feet and spine make the 
diagnosiseasy. Juvenile tabes is sometimes mistaken for Friedreich’s disease. 

Course and Prognosis.—In most instances the disease is well established 
before some serious symptom brings the patient under observation. For 
this reason it is usually impossible to determine the sequence and duration 
of the signs that are found, but if the onset of lightning pains and of ataxia 
are taken as landmarks, an idea of the extreme variability of the course 
of tabes in different cases will be obtained. In met patients the disease 
remains stationary in the earliest stage and causes no disability. In a larger 
number inco-ordination appears after a pre-ataxic stage of 10 or 20 years. 
Some become ataxic within five years of the onset of pains, a few within 
a year. Once ataxy appears, its rate of increase varies within wide limits. 
It may be so rapid that walking becomes impossible in a few weeks ; it often 
increases very slowly, and only interferes seriously with walking after several 
years, and in a large number periods of increase in the ataxy alternate with 
ong periods in which it is stationary or undergoes temporary amelioration. 

The course of the other symptoms is equally variable. In general, 
irritative phenomena—pains and crises—tend to diminish, while the signs 
of destruction of sensory nerves — diminished sensation, hypotonia, etc. — 
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increase. Ocular palsies are frequently of short duration, and bladder 
and rectal symptoms are often temporary. It is impossible to foretell how 
any given case will progress, but there seems to be some connection between 
the period which has elapsed since syphilis was contracted and the rate 
of evolution of the disease—the longer this period the more benign the 
course. If the symptoms have increased slowly in the past, the future 
course is likely to be slow, whereas cases of rapid onset often progress rapidly. 
When optic atrophy occurs, blindness results almost invariably, and a pro- 
portion of these cases develop general paralysis of the insane. 

The prognosis as to life is variable. Most tabetics die of intercurrent 
maladies or of some cardio-vascular complication, but life is constantly 
menaced by cystitis and ascending infection of the urinary tract. It should 
be remembered that in many cases of tabes, the malady undergoes arrest, 
and the patient may never become ataxic or grossly disabled. Such arrest 
may be found in persons who have at no time had any anti-syphilitic treat- 
ment. Conversely, tabetics who have been rigorously treated in this way 
may become progressively disabled. On the whole the prognosis as to both 
working capacity and life is best in those cases where the bladder can be 
kept free from infection. 

Treatment.—This falls under three heads: treatment by anti-syphilitic 
remedies, general treatment, and treatment of individual symptoms. 

Anti-SypHititic TREATMENT.—Mercury and bismuth are the most 
valuable drugs. Several courses of daily inunctions should be given at 
intervals, until 60 inunctions have been applied. This may be supplemented 
by injections of arsphenamine. Between the courses, which may be repeated 
at 6-monthly intervals, mercury should be taken by the mouth in a pill or 
mixture. Most observers agree that all forms of intraspinal therapy are 
useless, and many will doubt whether any form of anti-syphilitic medication 
can be conclusively shown to influence the course of the malady. Neverthe- 
less, patients should be given the benefit of such doubt on this point as 
there is, and it is this attitude, rather than one of unreasoning optimism, 
that really determines the adoption of anti-syphilitic treatment in tabes 
dorsalis. It should be remembered that long continued and repeated treat- 
ment of this order is apt to evoke an unfortunate psychological reaction in 
the subject of such a chronic malady as tabes, and to produce in him a 
syphilophobia that is not less-distressing than syphilis. In few circumstances 
can it be more essential to remember that one is treating a sick man and 
not merely a disease. ro 

_ General TREATMENT.—In early cases the patient should be encouraged 
to continue at his work and avocations, so far as this is consistent with 
the avoidance of undue mental or physical stress. Strict moderation in 
the use of alcohol and tobacco should be enjoined. The diet should be 
generous, and efforts should be made to prevent the rapid loss of weight 
which is a feature of many cases. Strict attention to the bowels is necessary. 
In many tabetics the normal call to stool is not felt, and if regular efforts to 
open the bowels are not made, stasis develops readily. This should be 
treated by enemata or by glycerin suppositories. Purgatives should be used 
with discretion. They are of little use in stasis, and should not be given if 
there is any tendency to rectal incontinence, as this is always worst when 
the motions are soft. A change from purgatives to enemata or suppositories 
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will often relieve this distressing symptom. The bladder should be emptied 
at regular intervals, regardless of the call, which is apt to be less insistent 
than in normal persons. In general, rest in bed is to be deprecated. In 
some instances, however, where ataxy develops rapidly, it. is advantageous, 
provided that daily treatment by massage and exercises is instituted 
at once. 

TREATMENT oF Symptoms.—Pains.—Of the many drugs that have 
been tried for the relief of pains the following either in single or in various 
combinations have been found useful: aspirin, phenacetin, phenazone, 
amidopyrine, cannabis indica, colchicum, ammonium chloride and sodium 
salicylate. After one has lost its effect another will often give some relief. 
Morphine is the only drug that is certain in its action, but it cannot be 
allowed except on isolated occasions, when for some special purpose it is 
essential that the patient should be free from pain for a few hours. In no 
disease is the bore habit more rapidly acquired or more difficult to break. 
External applications rarely do any good. Chloroform on lint sometimes 
gives relief. Hot baths, hot applications to the limbs and blisters to the 
spine are worthy of trial. 

The clothing should be warm, and sudden changes of temperature should 
be avoided. Residence in 8 warm country is an advantage. Attention to 
small details, such as the avoidance of constipation and abstinence from 
alcohol, often has a favourable effect. 

Crises.—Gastric crises, like the pains, are very resistant to treatment. 
Chlorbutol in cachets contaiming 10 grains is often useful. It may be given 
- twice or at most thrice in 24 hours, The effect of the drug should be watched 
carefully, as it sometimes produces alarming depression of the heart and 
respirations. When chlorbutol fails cerium oxalate and tincture of iodine 
should be tried. The use of morphine is not justified. Rectal crises are 
sometimes relieved by small doses of grey powder with opium or pulv. 
ipecac, et opii. The lower bowel should be emptied daily by enemata. In 
mild cases with morning diarrhoea an enema or a suppository should be used 
before the first evacuation. Thereafter the patient should try to resist 
the desire to defecate, which soon passes away, and with a little training 
this troublesome symptom can usually be overcome. Laryngeal crises 
though very alarming are practically never fatal. They are ceanlly relieved 
at once by an inhalation of nitrite of amyl. 

Bladder disturbances——When there is any difficulty in passing water 
@ mixture containing 5 minims of liq. strychnine thrice daily will be found 
useful. When the bladder is imperfectly emptied the use of the catheter 
should not be delayed. Only too often neglect of this matter leads to death 
from pyelo-nephritis. It is well to remember that serious infections may 
run a painless course. Their presence must be sought for even when pain 
is absent. This entails an examination of the urine from time to time for 
evidence of inflammation in the urinary tract. If pus-cells are present in the 
urine, urotropine and acid sodium phosphate should be given by the mouth. 
If this does not remove them, the bladder should be irrigated daily until 
the urine becomes normal. True incontinence of urine is often diminished 
by 5 minim doses of tincture of belladonna thrice daily, or by the use of the 
following pill: B Ergotin (Bonjean) gr. 1, Ext. Belladonn. gr. 1-4. Ft. Pil. 
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Ataxia.—Just as @ normal person by practice and effort can learn to 

ead feats of balance and muscular co-ordination which are impossible 
or one untrained, so the tabetic by concentrating his attention on his move- 
ments can be taught to make greater use of his remaining powers. The 
results of appropriate re-educative treatment are often astonishing. It is no 
uncommon thing to see patients who had been confined to bed for months 
able to get about freely again. Permanency of the result is often a gratifying 
feature. 

As long as the patient is able to get about the necessary re-education can 
be acquired, if he 1s taught to pay particular attention to each movement of 
his limbs, and to attempt to carry it out accurately. In more severe cases, 
and when the patient is confined to bed, re-education should be given along 
the lines devised by Fraenkel. Constant supervision is necessary at first, 
and the treatment should begin in an institution, or under the supervision of a 
skilled attendant. 

No remedy is of avail in checking the progress of optic atrophy. 

The condition of the feet often requires attention. Corns should not be 
cut. Perforating ulcers should be curetted and dressed with a paste of iodine 
and starch. A cradle should be placed over the feet to prevent deformities, 
and over-extension of the knee-joint should be prevented by wearing a 
suitable splint. | 

Charcot’s joints—As soon as this condition is discovered, the patient 
should be put to rest, the joint immobilised, and those measures used which 
tend to relieve the cedema and the effusion into the joint; and if occasion 
demand, the joint should be aspirated. When the joint becomes dry it should 
be rested for a long period. For example, the patient with a Charcot’s foot 
should use a peg stump for six months, when the condition will be found to 
have healed. The knee is a difficult joint to support, and the best treatment 
is excision of the joint, with the production of a stiff knee. 
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Affections of the nervous system are much less frequent in congenital 
syphilis than in the acquired disease. Viewed broadly, the pathological 
changes and the clinical manifestations are the same in both. Regarding 
the first, meningitis, endarteritis and gummata are common to both forms ; 
but while central softening from arterial disease is characteristic of acquired 
syphilis, cortical cell atrophy and subsequent sclerosis are prominent features 
In congenital cases. As for the symptoms, mental defects, with convulsions 
and spastic weakness of the limbs, are typical of congenital syphilis in contrast 
to the hemiplegias and monoplegias, with or without convulsions, which 
occur in the acquired form. It is noteworthy that the combination of 
obvious visceral and integumental lesions, with parenchymatous degenera- 
tion of the nervous tissue, is very common in the congenital, but not in the 
acquired disease. 

Symptoms.—Many syphilitic fants suffer from convulsions during the 
first two years of life and in many cases these are given as the cause of 
death. In those who survive, fits may continue or they may begin again 
towards the end of childhood. The latter is more common. The fits in some 
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cases have all the aspects of idiopathic epilepsy, and may continue through- 
out life without the addition of any symptoms suggestive of local brain 
disease. In another group, convulsions are followed by symptoms of hems- 
plega or of spastic diplegia. The same defects may appear apart from 
convulsions. 

Mental 1mpairment is one of the common features of the disease. Idiocy 
is rare. More often the defect is first noticed between the ages of 5 and 15 

ears. The child ea merely cease to learn, and retain any acquirements 
ee posses, or he may lose his memory and become slowly demented. 
Viston is often defective as a sequel of atrophy of the optic nerve or of 
choroido-retinitis, and bilateral deafness is not uncommon. Affections of 
the remaining cranial nerves are rare. 
Juvenile general paralysis appears most often between the ages of 10 
and 17 years. It has been seen as early as the eighth, and as late as the 
thirtieth year, In some cases it results from congenital syphilis, in others 
from syphilis acquired in infancy or in childhood. The physical signs are 
‘the same as in the adult form. The mental symptoms, as might be expected, 
differ from those in adults, when mental decay sets in before the appearance 

of the instincts and passions which form the content of the delusions in older 
cages A boy of 12, for example, is not likely to have delusions regarding 
his wealth or his intellectual capacity or his sexual powers, although he may 
“well have grandiose ideas concerning his physical strength. Optic atrophy 
is very common in juvenile cases, and as in adults, signs of tabes are present 
In Many cases. 

Juvenile tabes presents the same features as in adults. It is important 

«to remember that in rare instances, tabes in an adult owes its origin to 
* congenital syphilis or to syphilis acquired in infancy. 
' -The diagnosis of congenital syphilis of the nervous system rarely causes 
any difficulty, as the patients almost invariably present some of the stigmata 
of their malady. 

Treatment by mercury should be carried out perseveringly. The results 
are disappointing. | 
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Synonyms.—Multiple Sclerosis ; Insular Sclerosis. 

‘Etiology.—Disseminated sclerosis disputes with neurosyphilis and 
intracranial new-growths for primacy as the commonest organic nervous 
disease in these islands and throughout Europe. Itis said to be less frequently 
observed in No:th America. 

Cuses have been recorded in which the disease was noticed after acute 
illnesses, such as scarlet fever, influenza and rheumatism ; but it is probable 
that these simply made more prominent a condition already present. Febrile 
ilineases are usually followed by increase in the symptoms, and many patients 
with disseminated sclerosis relate that they became much worse after an 
attack of influenza. In the great majority of the cases there is nothing in the 
family or personal history to which the disease can be attributed. In one 
instance, confirmed by examination after death, it attacked a mother and 
her child, and a few similar cases, as well as the affection of several members 
of a family, or of a household, have been recorded. 
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The onset is most frequent between the ages of 16 and 30, the sexes being 
affected equally. It is rare for the disease to begin after the age of 55. 

The cause is still wholly unknown. Weston Hurst has recently expressed the 
considered view that there is no sure evidence that any of the demyelinating 
diseases of the nervous system are directly due to the action of a filtrable 
virus, The signs of inflammatory reaction in this disease are compatible 
with the view that it is infective in origin, but it may be added that it behaves 
like no known infective disease. 

Pathology.—The disease has been described by Nageotte and Riche as 
“an affection constituted by multiple inflammatory foci, varying greatly 
in size and number, disseminated irregularly throughout the length of the 
cerebro-spinal axis. The chief features of these foci are (i) their sharp out- 
line, (ii) their irregular and capricious pee (ii1) the fact that they do not 
interrupt the axis cylinders, which are only demyelinated and deformed as 
they traverse the focus. Hence the absence of Wallerian degeneration. 
The abundance of neuroglia in the foci justifies the name sclerosis which 
has been given to the process.” 

These fooi are visible on naked eye examination, the fresh ones as greyish 
translucent foci, the older ones as greyish or pinkish shrunken areas. Grey 
and white matter are both affected, the foci having some predilection for 
the walls of the ventricles. The foci bear no necessary relation to blood 
vessels. 

Under the microscope the older patches are found to contain proliferated 
neuroglia and nerve fibres which have lost their myelin sheaths. The axis 
cylinders in the sclerosed areas escape destruction for a long time. For 
this reason secondary degenerations do not occur in the spinal tracts, and 
sections of the cord between lesions at different levels present normal appear- 
ances. Ganglion cells are also spared ; hence wasting of the muscles supplied 
by the affected segments is not a feature of the disease. In recent patches, 
cedema is present with infiltration by small lymphocyte-like cells, plasma 
cells and compound granular corpuscles around the blood vessels, especially 
in the adventitial sheath of the veins. It is highly probable that these 
inflammatory changes represent the initial lesion, and that the alterations 
in the nerves and in the neuroglia are secondary to them. 

Symptoms.—lIn the early stages the axis-cylinders in the diseased areas 
are not interrupted completely, but suffer partial and temporary impairment, 
which alters in intensity with the severity of vascular and other inflammatory 
changes in the tissues around them. Moreover, as the inflammation subsides 
in one patch a new one develops and produces a different set of symptoms. 
Hence it is not surprising that the earliest symptoms are often slight and 
fleeting, or that they may first appear now in one part and now in another. 
In spite of this, however, certain symptoms and physical signs appear with 
remarkable regularity and render disseminated sclerosis, in the more ad- 
vanced stages at least, one of the most distinctive and most easily recognised 
diseases of the nervous system. 

It is remarkable that though the demyelinating lesions, which are often of 
considerable size, occur anywhere in the central nervous system and commonly 
involve the fillet, the lateral fillet, the spinothalamic paths and the peripheral 
neurones in their intramedullary course and the visual path, yet anything 
but the most transient loss of function never occurs in connection with these 
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systems. On the other hand, the phylogenetically newer systems—the 
pyramidal a and the proprioceptive system commonly suffer permanent 
damage. The common transient loss of vision may be determined by an 
cedematous lesion of the optic nerve as it traverses the optic foramen. 

Motor Symproms.—Weakness in the lower limbs is the symptom for 
which many patients first seek relief. Beginning with a feeling of heaviness 
or stiffness in one or both limbs, the weakness, which may be limited at 
first to one group of muscles, increases, in some uniformly, in a larger number 
with remissions or with periods of apparent recovery, until at last, after a 
time which varies from a few weeks to many years, it ends in severe spastic 
paraplegia. The physical signs are those of pyramidal lesions in general— 
increased tone in the muscles and exaggeration of the tendon reflexes, diminu- 
tion or loss of the abdominal and cremasteric reflexes, and Babinski’s plantar 
response. They are of extreme importance, for some or all of them may be 
present when the patient’s complaints are still trivial, and they are found 
so constantly in all stages of the disease that the diagnosis of disseminated 
sclerosis is rarely made in their absence. 

The paralysis can often be distinguished from that of other pyramidal 
affections by the variations in its severity from time to time, and by the 
occurrence of remissions or of apparent recovery, the improvement some- 
times lasting for weeks or months, and, in rare cases, for many years. In 
most cases, Moreover, examination will reveal some other sign—nystagmus, 
intention tremor, or pallor of the disk—which betrays the cause of the paralysis. 
In one large group of cases, however, the symptoms are those of a steadily 
increasing spastic paraplegia without remissions and without any indication, 
either in the physical signs or in the history, of extra-pyramidal disease. 
The gait may be but slightly altered, even when the tendon reflexes are 
greatly exaggerated and the plantar responses are ‘“‘ extensor.’ Later, it 
becomes spastic or spastic and ataxia. Sometimes ataxy makes walking 
very difficult, when the power in the limbs is only slightly impaired. In the 
arms there is often loss of power associated with exaggeration of the tendon 
reflexes. In some cases the arms are affected before the lower limbs, when 
astereognosis and loss of sense of position from a lesion in the course of the 
parietal projection produce one a the commonest of the early symptoms— 
the “ naclens arm.” 

Tremor.—The characteristic tremor in the arms appears on voluntar 
movement only, and increases in rate and amplitude as the goal 1s approached. 
For these reasons it is called intention, volitional, or terminal tremor. It 
is sought for by causing the patient to touch his nose with the tip of one 
finger. In its minimal form the tremor appears as two or three jerky 
movements of the finger just as the goal is attained, or the finger reaches 
the nose without any abnormal movement and then oscillates, so that it slips 
away from the nose again or depresses it several times before coming to rest. 
The tremor may be noticed first in writing or in performing other delicate 
movements, such as threading a needle. Later, the rate and amplitude of 
the movements increase, and the tremor, although still greatest at the end, 
appears almost as soon as a voluntary movement begins. In advanced 
cases it prevents all useful movements, and the patient is unable to do any- 
thing for himself. The arms are affected earliest and most often, but nodding 
of the head is common, and any part of the body may be affected. Beside 
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intention tremor, other types of inco-ordination of the limbs are occasionally 
seen, such as those characteristic of lesions of the optic thalamus or of the 
mid-brain or of the cerebellum. . 

Sensory Symproms.—Subjective—Numbness and tingling in the ex- 
tremities and alterations in the sensation of various parts are common 
complaints, They are often transient, and may be the only symptoms during 
the premonitory period. Severe pains are rare, but many patients complain 
of stiffness or of aching in the limbs and in the back. Occasionally intense 
neuralgic pain of trigeminal nerve distribution is found. 

Objective.—Severe sensory loss is not common, but careful examination 
will often reveal areas of skin in which sensation is impaired. Occasionally 
the loss is severe, and may show so sharp an upper level as to suggest the 
presence of a spinal tumour. In many cases the sense of position and passive 
movements in the limbs is seriously affected, in others loss of vibration sense 
1s the only sensory sign. An isolated loss of the last named, in the legs, is a 
phenomenon of diagnostic importance. Like the other signs, the sensory 
disturbances often show considerable variations in extent and degree at 
different examinations. 

OcuLar Symptoms.—Attacks of double vision are frequent, and highly 
characteristic of the disease. Close interrogation, avoiding the leading 
question if possible, will often elicit an account of these attacks when the 
patient has not mentioned them at first, either because he has forgotten them, 
or because it does not occur to him that a symptom so remote or so transient 
can have any bearing on his present trouble. This diplopia is of the highest 
importance, because it is often the sole complaint when the patient seeks 
advice for the first time, and because its presence, or a history thereof, is 
often the deciding factor in the diagnosis of early cases with spinal symptoms. 
Double vision in a young person should always arouse the suspicion of dis- 
seminated sclerosis, and if it is associated with signs of pyramidal tract 
disease, the combination makes the diagnosis almost certain. 

Strabismus is uncommon. Even when the patient is seen whilst com- 
plaining of double vision it is unusual to detect any limitation in the range 
of the ocular movements. 

Ptosts is rare. 

Nystagmus is present in more than half the cases, but not so frequently as 
an early sign. It is usually fine, rapid and horizontal, appearing only when 
the eyes are directed to the side. In some cases the eyes oscillate constantly 
whatever their position. Except in rare cases, there is no apparent movement 
of objects, even when the oscillations are of wide range. 

wual failure.—Diminution of visual acuity due to lesions in the optic 
nerves—vetrobulbar neurttis—occurs sooner or later in nearly every case. 
It may precede all other symptoms by a period of several years. As in the 
case of the other symptoms, it is subject to exacerbations and periods of 
Improvement. A young healthy person complains of rapidly mcreasing 
mistiness of vision, usually in one eye, sometimes in both or in one after the 
other, reaching its maximum in a few hours or days; this is often preceded 
or accompanied by pain about the orbit, which is increased on moving the 
eye. In the common unilateral case the signs are those of a lesion in one 
optic nerve ; the pupil on the affected side is larger than its fellow ; its direct 
reaction to light 1s impaired, but it contracts well consensually. Tests with 
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a small object, preferably coloured, reveal a central scotoma., At the onset 
the disk is usually normal, but in a few instances the inflammation reaches 
the nerve head, in which event the disk is blurred and swollen. Later the 
disk may be pale or normal. Rapid improvement of vision is the rule. 
Special tests may reveal a persistent slight loss of visual acuity, and a partial 
central scotoma, or, very rarely, a complete central scotoma. Subsequent 
acute attacks are common. In some cases the onset of visual failure is 
gradual. Usually the defect is slight, but it may be serious, although com- 

lete blindness never occurs. In these cases the disk is pale, especially in 
its temporal portion, and the field shows a central scotoma or narrowing 
at the periphery. 

Mentat SymMptToms.—Defective memory and slight impairment of intel- 
lectual power are common. Some of the patients are morose and subject to 
fits of depression, but the majority are surprisingly cheerful, and do not seem 
to suffer mentally even when their physical state is most pitiable. In many 
cases there is considerable loss of emotional control, and ready laughter 
or weeping ia fairly common. More often there is merely a tendency to laugh 
at trivial things. 

SPHINCTER DISTURBANCES.—These troubles arise from interference with 
the long path in the spinal cord by which volitional consent and inhibition 
are held upon the act of micturition. Therefore, lack of control in the form 
of hesitancy and precipitancy are common, and retention may occur. In 
rare cases, control over the rectal sphincter is lost. 

OTHER Symptoms.—Deainess, giddiness and tinnitus, sometimes with 
repeated vomiting, are common. Epileptiform convulsions are rare. In 
most instances the distribution of the signs will indicate that the lesions are 
multiple ; but sometimes, although the patches are numerous, the signs are 
those of a single lesion, say of the internal capsule, of the midbrain or of the 
cere bellum. 

CEREBRO-SPINAL Fiuip.—The colloidal gold test may give a weak 
paretic curve in association with a negative Wassermann reaction. In a 
few cases the number of cells is increased. Otherwise the fluid is usually 
normal. 

Diagnosis.—The combination of spastic weakness of the legs with 
“Charcot’s triad’ of symptoms—namely, intention tremor, nystagmus 
and scanning speech—which is so widely and so erroneously regarded as 
characteristic of the disease and as necessary to its recognition, is rarely 
seen except in the later stages of disseminated sclerosis. As this malady 
usually presents itself to us in its initial stages, when it may and should be 
diagnosed, it commonly consists in a group of signs of involvement of the 
2 ieee tracts : namely, increased tendon jerks, Babinski plantar responses, 
absent abdominal reflexes, a little weakness of dorsiflexion of one or both 
feet, possibly aleo some weakness of flexion of the proximal segments of the 
lower limbs, and usually a degree of impairment, or loss, of vibration sense 
over the malleoli. In many cases, this is all we can find, but in an otherwise 
healthy young adult, it is a syndrome more likely to be due to disseminated 
sclerosis than to any other pathological process. 

Perhaps there may be confirmatory signs, such as a little nystagmus, 
slight intention tremor or sensory ataxy of an arm; it may be pallor of the 
temporal half of one or of both diske—e pathognomonic sign. If some or all of 
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these signs have, as it were, been arrived at after such a fluctuating course 
as we have seen to be so typical of most cases of disseminated sclerosis, then 
ee can be no longer in doubt, and it is comparatively seldom that 
ological examinations of blood or cerebrospinal fluid are really necessary 
or this end. 

When, after some years, the disease is fully developed it still retains its 
individuality. The patient is commonly euphoric, there is frequently tremor 
of the head, and sometimes of the whole body, when the patient tries to stand 
or walk. The arms are unsteady, the legs spastic and weak—sometimes 
showing a tendency to pass into the condition of “ paraplegia in flexion.” 
There is little sphincter control left, but cutaneous sensibility is commonly 
almost or quite intact. 

At whatever stage disseminated sclerosis comes under observation, a 
careful aay into the history of the illness is important, and to elicit this 
requires a knowledge of the natural history of this disease as it has been 
outlined here. 

Disseminated sclerosis has to be diagnosed from various diseases, of which 
we will consider the following : 

Hysterra.—The serious mistake of attributing the early symptoms of this 
relentless disease to hysteria can be avoided by careful examination of the 
nervous system. Pallor of the disk, absence of the abdominal reflexes, or a 
distinct difference between them at corresponding points on opposite sides, 
unequal exaggeration of one or more of the tendon reflexes when com- 
pared with their fellows, Babinski’s plantar response on one or both sides 
—any one of these signs alone would render a diagnosis of hysteria 
untenable. 

Compression of the cord.—When the signs in disseminated sclerosis are 
purely spinal, the diagnosis from spinal tumour presents real difficulties. 

he first may be mistaken for the latter, when the paralysis increases steadily 
without remissions and is associated with sensory loss extending upwards 
to a definite level, while the reverse error may be made when the symptoms 
caused by a tumour are purely motor, or vary in intensity, or are associated 
with nystagmus. 

Friedreich's ataxy.—This may be suggested by the presence of ataxy 
in & young patient with disseminate sclerosis. The distinction can be made 
at once, for in the latter disease the tendon reflexes in the lower limbs are 
exaggerated, whereas they are lost early in Friedreich’s disease. 

ourse and Prognosis.—Despite the remarkable fluctuations which 
may mark its course, the disease ultimately disables the sufferer and is the 
cause of his death. Nevertheless, it is important to remember that after the 
initial outbreak of symptoms, some patients regain normal physical capacity, 
lose all abnormal physical signs, and lead a normal life for several years. 
Five, 10 and 15 year periods of this kind are by no means rare, and in general 
it may be said that the period of evolution of the disease is longer than is 
generally apposed. ’ On the other hand, a few cases run a rapidly downhill 
course from the onset. The later in life disseminated sclerosis makes its first 
appearance, the more benign its course, and sufferers may be found who have 
reached old age without gross or total disablement. Commonly, after two or 
three fresh exacerbations with intervening recoveries of greater or less 
completeness, a slowly increasing permanent disability sets in. It is not 
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possible to say that those cases which run the longest and less distressi 
course owe this to treatment, for many untreated cases fare relatively w 
But there are certain factors which do appear to influence its course unfavour- 
ably in most, though not in all, instances ; thus, intercurrent illness, especially 
if it be febrile, injuries which disable the patient for a short period, all surgical 
interventions—including the therapeutic interruption of pregnancy which is 
designed to avert the frequently-seen exacerbations that follow the puer- 
perium—and prolonged or recurrent physical exhaustion. 

Treatment.—The behaviour of disscininated sclerosis makes the assess- 
ment of any mode of treatment extremely difficult, and a failure to appreciate 
the wideness of its fluctuations and the length and completeness of some of its 
remissions is responsible for many therapeutic claims that in the hands of 
those best acquainted with this malady fail to justify themselves. So far, 
there is no remedy which exerts any constant or certain influence upon the 
course of the disease. | 

Arsenic is the remedy which has the longest vogue, and many believe 
that it is of value, though the present writer has never been able to satisfy 
himself that this is the case, and has seen severe exacerbations interrupt the 
course of a series of injections of arsenical preparations. 

Nevertheless, and faute de mieux, we may prescribe arsenic either by 
the mouth, as Fowler’s solution, or by intramuscular injection of one of the 
arsphenamine derivatives. In the former case, some begin with a dose of 
min. 3, which is increased by one minim per dose on alternate days until — 
min. 8 is taken three times daily. The dose is then reduced again to its 
original level. If this method is used, it is best to stop all arsenic for a week 
at the end of each complete curve of dosage. Not every patient can tolerate 
doses larger than min. 3 or min. 4 three times daily. This method is probably 
as useful as that of intramuscular injection, but considerations of expediency 
may dictate the use of the latter method. 

A more recent suggestion is that of Brickner, who gives quinine hydro- 
chloride in doses of three to five grains twice daily, continued over a long 
period. Here, again, intolerance may intervene and prevent this. The 
present writer has used quinine extensively in this way since its introduction 
by Brickner, and regards it more highly than arsenic. Other recent forms of 
medication include liver therapy, pyrexial therapy, protein shock therapy, 
and vaccine therapy. None of these has justified itself in the writer’s experi- 
ence, and when it 1s recalled that a febrile illness commonly aggravates the 
severity of disseminated sclerosis, it is scarcely surprising that pyrexial 
therapy should sometimes have the same result. 

The fact that disseminated sclerosis is sometimes—though not alwaya— 
adversely affected by a confinement has led to the increasing advocacy of 
terminating pregnancy at the third month to avert this ill effect. But this 
procedure is exposed to the same objection as a full-term delivery or any 
surgical procedure, and sometimes has the same unfortunate influence upon 
the course of the malady. It is therefore not a therapeutic measure that 
can be justified by its results. The correct procedure is to take every possible 
measure to maintain the health and nutrition of the pregnant woman, and 
to afford her at this time and after the puerperium more than the ordinary 
amount of rest. This is the rational, if not always the acceptable, line of 
treatment. 
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Of great importance is the right ordering of the patient’s life, when practic- 
able, and the avoidance of fatigue in the early stages of the disease. 


JAMES COLLIER. 
W. J. ADIE. 
Revised by F. M. R. Warsae. 


ACUTE DISSEMINATED ENCEPHALOMYELITIS 


Synonym.—aAcute perivascular myelinoclasis (Hurst). 

fEtiology.—This is unknown. The malady may follow one of the 
exanthemata, or may develop without any known exciting factor. A form 
following vaccination first attracted attention in 1922, and later cases have 
been recorded after measles, smallpox and varicella. It is doubtful if the 
meningo-encephalitis of mumps belongs to this category. Whatever be the 
preceding acute specific fever, or if none has preceded the attack, the sympto- 
matology and pathological lesions are the same. It seems unlikely that a 
filterable virus is responsible, since no neurotropic virus is known that 
attacks the white matter. All such viruses so far identified have been polio- 
clastic, that is, they attack grey matter only. 

The relation of this variety of encephalomyelitis to other demyelinating 
diseases, ¢.g. disseminated sclerosis and neuromyelitig optica, is uncertain. 
There are no grounds for assuming that the pathological process has a 
common cause. 

In conclusion, it seems that acute disseminated encephalomyelitis may 
occur apart from any exanthem, and is entitled to recognition as a separate 
pathological process with its own clinical picture. 

Pathology.—The lesions are widespread throughout the central nervous 
system, and consist in perivascular foci of softening involving the entire 
nerve fibre, axis cylinder and myelin sheath. The foci tend to coalesce. 
There is proliferation of the microglia cells, and some lymphocytic reaction 
with a secondary gliosis. The lesion of the nerve fibres is probably primary 
im the myelin sheath. The lumbar cord tends to be more severely hit than 
higher levels. 

Symptoms.—This is charasticteric and uniform. The onset is relatively 
sudden, and when an exanthem has been present, the nervous symptoms 
make their appearance at more or less regular times: thus from 10 to 13 
days after vaccination, from 5 to 13 days after the appearance of the rash 
in smallpox, and at the end of the first week in measles. 

In most cases the symptoms are predominantly encephalic, but myelitic 
forms are also seen. In the former case there is a slight rise of temperature, 
some unsteadiness of gait if the patient is ambulant. Drowsiness soon 
develops, and there is headache, stiffness of neck and back, Kernig’s sign 
and tache cerebrale. The abdominal reflexes usually disappear and there 
is disturbance of sphincter control. The state of the tendon jerks is variable. 
The drowsiness may deepen into coms. At this stage the limbs become 
flaccid and the tendon jerks abolished. There may or may not be cranial 
nerve palsies and some cedema of the optic disks. Death may ensue from 
bulbar paralysis with hyperpyrexia and a terminal broncho-pneumonia. 
On the other hand, a dramatic recovery may ensue even when the patient 


NEUROMYELITIS OPTICA 1661 


is in this grave state. With survival there is a gradual return to full 
consciousness. 

In the spinal type unconsciousness, if it occur, is short-lived. A severe 
paraplegia with incontinence of urine and feces and sensory loss develop. | 
The perp cee is usually flaccid with loss of tendon jerks at first. The 
upper limbs may escape or be less severely affected than the lower. Recovery 
is the rule, but this may be slow and finally incomplete. 

Treatment.—There is no specific treatment and the management of 
the case should follow the lines applicable to any severe and acute paralysis, 
with special care to avoid bedsores, infection of the bladder, hypostatic 
pneumonia and wasting. 


NEUVROMYELITIS OPTICA 


Synonyms.—Diffuse myelitis with optic neuritis ; Devic’s Disease. 

Definition.—A form of disseminated myelitis, preceded or accompanied 
by retrobulbar neuritis, with or without papilledema. It is commonly 
acute in onset, and may end in death or in arrest with residual disabilities. 
Recovery is rare. Persons of all ages from adolescence onwards may be 
affected. 

ZEtiology.—Nothing whatever is known of its causation, and therefore 
it has been suggested that the disease is infective. None of the neuro- 
tropic viruses 1s known to produce the demyelination which is the 
characteristic lesion of the disease, nor is there any evidence that this is 
bacterial. 

There are points of resemblance to disseminated sclerosis on the one hand, 
and to Schilder’s disease on the other, both in the morbid anatomy and 
symptomatology of the disease, but there are equally significant points of 
difference, and whether or not the three are etiologically related cannot be 
affirmed. | 

Pathology.—The spinal cord shows either diffuse or multiple dissemin- 

ated lesions. They may be confined to a few segments of the cord, or may be 
found from end to end of this structure. The essential feature of the lesions 
is a demyelinisation of axis cylinders. There is also round-celled peri- 
vascular infiltration, an intense proliferation of microglial cells, and a multi- 
plication of tiny vessels in the affected areas. The optic nerves present 
the same type of lesion, namely, an intense demyelinisation of the nerve 
fibres. : 
Symptoms.—The blindness which indicates the optic nerve lesion may 
precede or may follow the appearance of paraplegic symptoms. The latter 
develop rapidly, and may spread upwards until sensory loss and muscular 
weakness reach the upper thoracic level. Blindness, with some swelling of 
the optic disc, and central scotoma may ensue. The patient may become 
progressively worse and die ; or the paralysis may become stationary and then 
proceed to complete recovery of both power and of vision ; or the subject 
may be left with disability of varying nebi & 

The paraplegia is that characteristic of a diffuse spinal lesion in that there 
is sensory loss, paralysis, and loss of sphincter control. 

Treatment.—No treatment has any clear influence upon the course of 
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events. Arsenical preparations have been employed—as for disseminated 
sclerosis. The management of the case is that of any paraplegia. 


F. M. R. Watsue., 


SCHILDER’S DISEASE 


Synonym.—Encephalitis periaxialis. 

Definition.—A malady characterised anatomically by a progressive and 
massive demyelination of the white centre of the cerebral hemispheres, pro- 
ceeding from a single focus or from two symmetrical foci, and producing the 
slinioal picture of progressively increasing failure of cerebral function, local 
at first, but advancing in terms of the functions of the contiguous regions 
which are next affected, by the spread of the disease from its starting-point. 

ZEtiology.—Nothing is known of the essential nature of the disease, nor 
is it certain that all cases included under this heading form a homogeneous 
group. Originally regarded as an inflammatory, probably an infective, 
disease, the increasing evidence of its familial incidence suggests that it may 
be primarily degenerative. It has also been suggested that those cases in 
which an inflammatory reaction is present may be infective, and those in 
which it is absent—as 1t may be—degenerative. Many of the reported cases 
have occurred in childhood, even as early as the second year. The latest 
case was in the fifth decade of life. The sexes are equally affected. 

Pathology.—The characteristic lesion consists of: (1) A primary de- 
myelination and, later, destruction of the axis cylinders of the central white 
substances of the cerebral hemispheres, which till very late spares the sub- 
cortical zone of white fibres and the radial cortical fibres, and produces a 
translucent jelly-like appearance of the oval centres. (2) A very early and 
perhaps primary overgrowth of the neuroglia, forming a feltwork, which is 
particularly intense round the vessels. (3) A general infiltration of the white 
matter of the brain with round cells, all of which are of neuroglial origin, and 
most of which are engaged in the removal of altered myelin or in the formation 
of neuroglial fibres. 

The process commences most commonly as a symmetrical patch of 
demyelination, in either occipital white centres, less frequently in both 
temporal white centres or in both prefrontal white centres, and spreads 
directly thence until the whole of the oval white centres becomes demyelinated. 
The corpus callosum is involved, and the demyelination spreads downwards 
through the crura into the brain stem. Sometimes, especially in the central 
regions, the disease starts on one side, and, after playing aves with the 
white centre of one hemisphere, spreads across the corpus callosum into the 
other. The resulting picture of a brain, normal on the surface, and on section 
with apparently normal cortex and intact subcortical white bands, but with 
the oval centre completely changed and translucent, is peculiar to this disease. 
Not ey other patches of the disease may be scattered throughout 
the central nervous system. This scattered distribution and the prominence 
of demyelination bring Schilder’s disease very close to disseminated sclerosis, 
and it actually been described as “‘ disseminate sclerosis in childhood ”’ ; 
but the massiveness and mode of spread of the lesions, together with their 
distribution, with predilection for the brain and avoidance of the spinal cord, 
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its incidence in childhood and its entirely different symptomatology, separate 
Schilder’s disease sharply from disseminated sclerosig. It is largely to 
_ Collier that we owe the clinical recognition of this malady. 

Symptoms.—The clinical aspect is precisely that which might be expected 
from a progressive destruction of cerebral function, spreading by contiguity 
from the initial seat of the disease. In many of the cases blindness—by 
which is meant blindness without any change in the optic disks and with 
pupils reacting normally to light—has been the first symptom, and is the 
result of the symmetrical demyelination of the occipital white matter. 
As the disease spreads forwards into the temporal regions, bilateral deaf- 
ness appears; and, later, bilateral ataxy and astereognosis—due to 

arietal involvement, bilateral spastic paralysis—the result of central 
involvement, and complete amentia—due to callosal and prefrontal involve- 
ment, develop. 

In those cases in which the initial seat of the disease is in the temporal, 
central or frontal regions, the first symptom to appear is obviously deter- 
mined by the location, and the order of development of symptoms will be 
changed, but the mode of progress is the same in all. Where the disease 
starts on one side only, hemianopia or hemiplegia is the first symptom, and 
these are followed by the train of added signs produced by the extension of 
the disease into other regions. Complete mindlessness and paralysis always 
dominate the clinical picture in the end. The disease-process within the 
brain sometimes causes swelling with increase of intracranial pressure, and 
signs of the latter may appear in the form of headache, vomiting and papill- 
cedema. Such cases are not common, and most of them have been regarded 
in life as cases of intracranial tumour. Fits are by no means uncommon. 
Sometimes they constitute the initial manifestation of the disease, and they 
may occur at any time during its course, and may be local or general. Fever 
is usually absent, but there may be irregular pyrexia and some of the more 
acute cases have been pyrexial throughout. The cerebro-spinal fluid is 
normal in the majority of the cases, but sometimes there is an increased 
protein content and a small excess of lymphocytes. 

Diagnosis.—The onset with cerebral blindness or with bilateral deafness, 
followed by signs of progressive cerebral destruction, is so rare In any other 
disease as at once to suggest the diagnosis of Schilder’s disease, indeed no less 
than two-thirds of the reported cases have shown this picture. When the 
disease begins unilaterally, and more particularly when headache, vomiting 
and papilloedema are present, the distinction from intracranial tumour is 
difficult or even impossible, for in both diseases the local commencement and 
the progressive destruction occur. In Schilder’s disease, however, high- 
grade papilloedema is not met with, and consecutive optic atrophy does not 
occur. It should be borne in mind that any locally commencing progressive 
destruction of the brain may be an example of this aera bs 

Course and Prognosis.—In most cases Schilder’s disease is regularly 
progressive to a fatal termination. In some, however, periods of stand- 
still have been noted, while in a few others marked improvement for a time 
has occurred, as the result of administration of mercury, arsenic and iodides. 
The duration has varied from 7 days to 36 months, with an average of 9 months. 

Treatment.—No treatment 1s at present known that will influence the 
course of the disease. 
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THE PRIMARY CEREBELLAR ATROPHIES 


In the present state of knowledge a satisfactory description or classifica- 
tion of the primary cerebellar diseases is not possible. They are extremely 
rare, and in the recorded cases the nature and the incidence of the pathological 
change varies so from case to case that in all probability what have been 
described as distinct “types ”’ are in many cases no more than different stages 
of a single process. 

Of all the primary atrophies of the cerebellum it may be said that their 
etiology is unknown, but the cause probably endogenous. In some forms 
there is clear evidence of heredo-familial factors, but not in all. Some of them 
appear in early infancy, others in later life. The lesion is bilaterally sym- 
metrical, essentially an atrophy, and in the late cases is slowly progressive. 

The most useful working classification is as follows: 


(i) Atrophy of the cerebellar cortex. 
(ii) Atrophy of the central white matter of the cerebellum. 
(iii) Atrophy of the spino-cerebellar tracts. 


Of these the least rare is Friedreich’s ataxy, in which there is also & lesion 
of the posterior column fibres, but nevertheless this disease is most con- 
veniently dealt with here. 

(i) Atrophy of the cerebellar cortexr.—This may be total, or may be confined 
to particular cortical regions. It may be found as a post-mortem discovery 
in idiots dying in infancy, or may develop slowly in middle-aged or elderly 
persons (Marie’s delayed cortical atrophy). The last-named form is most 
marked on the upper anterior parts of the cerebellum. There is a character- 
istic loss of Purkinje cells. The clinical picture is that of a slowly developing 
ataxy of gait, severe disorder of articulation, and later ataxy of the upper 
limbs. Nystagmus is rarely present. 

(ti) Atrophy of the central white matter of the cerebellum.—This is commonly 
known as olivo-ponto-cerebellar atrophy, and is characterised by a severe 
loss of nerve fibres in the central white matter, with a secondary proliferation 
of glia fibres and nuclei, the cortex being relatively intact. In addition there 
is degeneration of the pontine nuclei and their fibres (middle cerebellar 
peduncles) and of the olives. This also is a slowly progressive lesion of 
middle-aged and elderly persons, occasionally familial mm incidence. It can 
only with difficulty be distinguished clinically from cortical atrophy, except 
when it is accompanied by Parkinsonian symptoms or by dementia, as is some- 
times the case. 

Scherer has found that a similar type of lesion is constantly found in the 
substantia nigra and corpus striatum in these cases, and when severe is 
responsible for the Parkinsonism sometimes observed. Similarly, focal 
atrophy in the cerebral cortex may be present, and may account for the 
dementia which may be present. Scherer suggesta that all these changes 
have the characters of a focal, premature senile change, and points out that 
the lesions of Pick’s focal atrophy and Huntington’s chorea also belong to 
this category. 

(iti) Atrophy of the spino-cerebellar pathways.—A rare form is the so-called 
spino-cerebellar ataxy, which may vary in its clinical expression from a@ con- 
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genital tremor, to gross ataxy of all four limbs, accompanied in some cases by 
optic atrophy, and ocular palsies. The lesion is a degeneration, falling most 
severely upon the dorsal-spino-cerebellar tract and less severely upon Gowers’ 
tract and upon Clarke’s column. It is a malady of children and adolescents. 

More familiar is Friedreich’s ataxy, which is described below under its 
own heading. 


1, FRIEDREICH’S ATAXY 


In addition to the slow, clumsy ataxy, Friedreich’s type is characterised 
by the absence of the knee-jerk and other deep reflexes, and by the presence 
of the extensor plantar response and of contractures, especially in the form of 
pes cavus, and by the presence of curvature of the spine in the later stages 
of the disease. 

fEtiology.—The first signs of the disease usually appear in early child- 
hood and before the sixth year; but symptoms may not be evident until a 
few years later. In a considerable number of cases, however, the onset is 
delayed until the time of puberty, while in a few examples the onset may 
be delayed until after the age of thirty years. As a rule the age incidence 
is approximately the same in each child-rank of the same family ; but some- 
times the phenomenon of “‘ anticipation ” is well marked, the disease appear- 
ing at an earlier age in each succeeding generation as a whole, or in successive 
children of the same parents, The disease is said to be slightly more common 
in males. Isolated cases in which no heredity can be traced are not rare. 
Indirect heredity is the most common, for the reason that the subjects of this 
disease are usually afflicted in childhood and incapacitated by the time adult 
life is reached, and that they therefore do not procreate. Transmission 
occurs both through the males and through the females. Direct heredity is, 
however, by no means so uncommon as has been supposed, and in one family 
under my observation the disease had been transmitted from father to son 
for seven generations. 

Pathology.—The spinal cord is unusually small, and apparently this 
smallness may be congenital, and the posterior roots tend to be small, grey 
and poorly myelinated. The essential change is a primary degeneration of 
certain neurones in the dorsal column of the s arco. of the pyramidal 
tracts and of the spino-cerebellar tracts, both dorsal and ventral. This 
degeneration commences first in the periphery of the axon, which slowly dies 
back towards the nutrient nerve cell, as the branches of an aged tree tend 
to die back towards the trunk. 

The degeneration of the dorsal columns is usually the earliest change, and 
remains the most prominent feature throughout. The degeneration of the 
fibres of the nae tract appears later. It has its origin in the ascendin 
frontal convolutions, where atrophy and disappearance of the giant pyramida 
cells have been shown. 

The spino-cerebellar tracts are constantly degenerated, the direct cere- 
bellar tract being the most seriously involved. The cells of Clarke’s column, 
from which the direct cerebellar tract takes origin, and around which the 
pyramidal tracts end, degenerate and disappear, as does also the network of 
collaterals which surrounds these cells. Consequent upon these degenera- 
tions, and secondary to them, well-marked neuroglial prolitetation or sclerosis 
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occurs. The cerebellum may be normal, or it may show varying d of 
atrophy of Purkinje’s cells, or of any other of its cell elements, and of the 
tracts connected therewith. 

Symptoms.—The onset is always insidious, and physical signs of abnor- 
mality usually precede any complaint on the part of the patient or his re- 
latives. The first symptoms generally appear between the sixth and the 
tenth year of childhood ; but if a careful examination be made of the younger 
members of the families upon which Friedreich’s disease is incident, physical 
signs of the disease, especially the extensor response in the plantar reflex, 
the retraction of the great toe and some degree of pes cavus may often be 
found before the sixth year. Not infrequently the onset of symptoms does 
not occur until puberty, and in some families it is delayed until after the 
age of 30 years. 

Ataxy is always the first sign to appear, and this is shown by an awkward- 
ness of gait and a tendency to stumble and fall readily. Sometimes it is 
obvious from the history, that the ataxy dates from the earliest years of 
infancy when it is said that the child was never strong on his legs from the 
time of learning to walk, and that he could never run properly or join on 
equal terms with other children at play. As the disease progresses, the gait 
slowly becomes more irregular and clumsy. The patient walks with his feet 
upon a broad base, and staggers and reels from side to side; but, notwith- 
standing this, he keeps a fairly direct line of progresssion. He takes short 
steps which are unequal, and which are irregular in relation to the line of 
progression, and the movement of each foot as it is raised is poorly co- 
ordinated. There is never the undue excursion and noisy stamping of the 
feet which are so characteristic of the gait of tabetic patients. 

In standing the body oscillates from side to side in slow and clumsy 
fashion, and coarse tremors of the head and trunk are constant features in 
advanced cases (titubation). Sometimes Romberg’s sign is present; but 
this is never so well marked as in tabes, and it is frequently absent. The 
ataxy invades the upper extremities, as a rule, later than the legs. There is 
first clumsiness with the finer movements, and then little by little with all 
the movements. It closely resembles the ataxy due to gross disease of the 
cerebellum, and differs from that which occurs in tabes, and that irregular 
breaking of a movement towards the end of its accomplishment, which has 
been long termed “ intention tremor,” is frequently seen. 

Very characteristic of the disease, and highly important in diagnosis, is 
the occurrence of irregular involuntary movements, which are often described 
as like those of chorea or of myoclonus. They differ entirely, however, from 
the movements of chorea, etc., in that they occur only when the limb or some 
of its oi peed are unsupported. In advanced cases such movements are 
constantly seen in the head and neck as nodding movements and tremors, 
and in the trunk as swaying instability, when the patient is sitting un- 
supported or standing. Similar ataxy and irregular movements affect the 
muscles of the eyes, of the face, tongue, larynx, etc., and the respiratory 
muscles. In the eyes they are seen as fine, regular nystagmus and as coarse, 
irregular jerkings, chiefly upon lateral deviation. There is no other disease 
in which ataxy of the facial muscles is so conspicuous for, in engaging the 
patient in conversation, all the facial muscles may be observed in irre 
contraction. The ataxy of these muscles causes ar invariable impairment 
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of articulation, which gradually becomes indistinct, clumsy, drawling and 
slurred. The syllables tend sometimes to be separated, adding a staccato 
element. Explosive utterance is almost constant, and from the irregularity 
of the respiratory movements short inspiratory whoops are not uncommon. 
Articulation thus closely resembles that of advanced disseminated sclerosis, 
the cause being identical in the two diseases, namely, interference with the 
cerebellar co-ordinatory mechanism of speech. 

The strength of movements is at first little impaired ; but as the disease 
advances and the pyramidal degeneration increases, the power is gradually 
lost in proportion to the degree of the pyramidal degeneration, which varies 
greatly in different cases. The lower extremities are affected first and most, 
and later the arms, and in severe cases at a late stage paralysis may be 
almost universal. 

The condition of the muscular tone depends upon the relative degree of 
degeneration in the posterior roots and in the pyramidal tracts respectively, 
the former tending to abolish and the latter to increase it. As a rule the 
influence of the posterior root degeneration is preponderant and, therefore, 
the limbs are flaccid and hypotonic, but occasionally they are somewhat 
rigid. Contractures are the rule, but these are confined to the lower extremi- 
ties. The most constant of these produces the deformity of the feet character- 
istic of Friedreich’s disease, and known as “ pes cavus.’’ The great toe is 
strongly retracted, the tarsus is pulled up, and the metatarsus is dropped and 
the plantar arch is increased. The outline of the inner border of the foot 
comes to resemble the letter Z, the tarsus, metatarsus and great toe forming 
the three limbs of the Z. Sensibility is but little affected ; but in most cases 
minute examination reveals slight relative loss to touch, pain and temperature, - 
most marked at the periphery of the limbs and diminishing upwards. Simi- 
larly there may be slight = of sense of position in the limbs, with diminution 
of osseous sensibility to the slowly vibrating tuning-fork. 

The ocular movements are almost always intact apart from the already 
described nystagmus. In rare instances strabismus, diplopia and ptosis have 
been recorded. The pupils are not affected. Optic atrophy is a rare pheno- 
menon in Friedreich’s disease, yet it has been reported in quite a number 
of otherwise typical cases. 

Mental symptoms are usually not conspicuous, but some of the patients 
are of poor mentality from the first, while others show a tendency to severe 
mental degeneration in the later stages of the disease. Emotional instability, 
irritability and outbursts of temper may occur. 

Absence of the tendon reflexes is a most characteristic feature, and is 
often the first objective sign of the disease. When one considers, however, 
that the absence or presence of the tendon reflexes depends upon the relative 
degree of affection of the posterior columns upon the one hand, and upon the 
pyramidal degeneration upon the other, it is not surprising to find in cases 
where there is a major degeneration of the pyramidal tracts, that the knee- 
jerks may persist or even be brisk into the advanced stages of the disease. 

he abdominal reflexes gradually disappear. The plantar reflox is invariably 
an extensor response. The sphincters usually escape. The cerebro-spinal fluid 
presents no abnormality. 

Spinal curvature is very common, and may reach a severe degree. It 
consists of a scoliosis of the dorsal region, and often with some kyphosis, and 
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with a compensatory reverse lumbar curve. The cause of this deformity 
is probably the defect in the postural tone of the muscles, which occurs when 
the afferents subserving the function of postural tone, and which are contained 
in the spino-cerebellar tracts, are severed. 

Diagnosis.—In uncomplicated cases the diagnosis is a matter of no great 
difficulty on account of the strikingly distinct nature of the symptoms, 
Friedreich’s disease can hardly be mistaken for tabes, since the history of 
heredity, the peculiar deformity of the feet and spine, the extensor response, 
the speech affection and the nature of the ataxy contrast strongly with the 
loss of pain sensibility and of deep ‘sensibility, the pupillary changes, the 
sphincter trouble, the abnormal Wassernarin reactions and the abnormal] 
cytology of the cerebro-spinal fluid in tabes. The distinction from dissemin- 
ated sclerosis presents more difficulty ; but in this disease the onset never 
occurs in childhood. there is no heredity, the deep reflexes are never lost, and 
the spinal deformity does not occur. 

Course and Prognosis.—The course of the disease is usually progressive 
in slow and irregular fashion, and the prognosis is therefore in every case 
serious ; but the average duration of the disease is over 30 years, and in some 
cases It seems to have no tendency to shorten life. The prognosis is worse 
and the course more rapid in those patients who have shown disability from 
the time of learning to walk. In some cases the disease appears to become 
arrested, as, for example, in one family which came under my observation, 
twelve members in three generations were affected with typical Friedreich’s 
disease, yet none of them was incapacitated from following a normal life, 
and those that were deceased had all survived the age of 70 years. Inter- 

“current maladies, febrile illnesses and debilitating influences generally, may 
have a strong effect in hastening the advance of the disease, and bringing 
about a fatal termination. Confinement to bed from any cause whatever 
has a most derogatory influence upon the ataxy, and upon the capacity for 
far It is therefore of great importance that these patients shall be 
kept off their legs as little as is possible: Cases in which the ataxy becomes 
extreme, or in which paralysis from pyramidal degeneration becomes severe, 
necessarily become bedridden, and in this condition the patients may survive 
for many years. In other cases rapid increase of the symptoms of degenera- 
tion within the nervous system is followed immediately by drowsiness, 
asthenia and coma, and death ocurs in that peculiar toxic state which is 
commonly the end-result of all degenerative nervous diseases. 

Treatment.—No treatment is known which specifically affecta the 
malady. General tonic treatment, and all measures which improve the 
general health and mental well-being, often have a surprising effect in improv- 
ing the ataxy. Re-educational training of the limbs and trunk in the form of 
Freenkel’s exercises are most beneficial. Properly designed boots to ensure 
the most advantageous use of the deformed feet must be provided. 


2. FAMILIAL SPASTIO PARALYSIS 


This malady is here described with the hereditary ataxies, since it seems 
to fall naturally into the group of diseases in which primary degeneration 
of the pyramidal tracts is a usual anatomical feature, and of which a familial 
and hereditary incidence is the rule. Moreover, among the hereditary 
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ataxies every grade of transition is seen to the type of pure familial spastic 
paraplegia. Whilst in the majority of the hereditary ataxies cerebellar, 
spinal and cerebral lessions coexist, yet there are the purely cerebellar and the 
purely spinal type; and the purely cerebral type, in the form of familial 
spastic paralysis, forms a natural end to the series. 

Etiology.—The disease is sometimes hereditary, but is more commonl 
familial and incident upon several children of the same parents. Sporadic 
cases are not very rare. The onset is gradual in early life, and usually occurs 
after the sixth year. 

Pathology.—The pathological changes consist in a primary degeneration 
of the pyramidal neurones which apparently takes place in terms of the length ; 
those supplying the lumbo-sacral region, being lower and longer, are earliest 
affected ; those supplying the brain stem, being shortest, are the last to be 
affected. Degenerative changes in the neurones of the posterior columns of 
the spinal cord are often present, showing the transition to the pathological 
type of the hereditary ataxies. 

Symptoms.—The clinical aspect consists in the slow development of spasti- 
city and weakness, first and most in the legs, which gradually increases and pro- 
gresses to the trunk and upper extremities, and involves the face last and least. 
The usual signs of pyramidal involvement are present in the loss of abdominal 
reflexes, increased deep reflexes and extensor type of plantar reflex. The 
malady is progressive, increasing to complete paralysis, and in its course 
contractures of the spastic muscles occur, that of the foot and leg pro- 
ducing some degree of pes cavus, while, above this, flexor contracture at 
hip and knee is met with. Optic atrophy is by no means uncommon. 
Mental symptoms do not occur in uncomplicated cases, neither is epilepsy 
observed. 

Diagnosis.—This malady is most easily confused with cerebral apes : 
but the latter disease appears much earlier, so soon after birth, in fact, as 
defective movement in the child can be ascertained. Further, cerebral 
diplegia is not a progressive disease in the majority of the cases, and it is 
often associated with mental deficiency and recurring convulsions, 
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Synonym.—Parkinson’s Disease. 

Definition.—A progressive disease of insidious onset and slow course, 
usually occurring in the second half of life, and characterised by a peculiar 
stiffness of the muscles, which tends to fix the body in a certain posture, 
which can be changed less speedily than in health, and which gives rise to 
a distinctive facial expression, bodily attitude and gait. The stiffness is 
accompanied by weakness, and often by rhythmic tremors, which have earned 
for this malady the name “ shaking palsy.” 

fEtiology.—Little is known of the causal factors of this malady, It 1s 
essentially a disease of the decline of life, and though in rare instances it is 
met with as early as the eighteenth year, the maximum incidence is from 
the fiftieth to the seventieth year. Men suffer twice as frequently as women. 
Heredity seems to play no part in the causation; but it is remarkable that 
longevity in one or both parents is common. 
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Pathology.—No naked-eye changes are to be found other than the vascular 
and degenerative changes which are common in senile conditions. The facts 
that tremors and rigidity, almost identical with those of this disease, may be 
met with in tumours involving the substantia nigra of the crura cerebri— 
two striking cases with autopsy having been under my own care—and still 
more importantly, the frequent appearance of a paralysis agitans-like end- 
result in lethargic encephalitis, where the subthalamic region and substantia 
nigra are conspicuously picked out by the lesions, make it probable almost 
to a certainty that the locus morbi of paralysis agitans is the basal ganglia. 

Symptoms.—The onset is always insidious, and the muscular rigidity 
is almost always the first sign to appear. This rigidity affects the face, 
neck and trunk to a greater extent than the limbs, and when the limbs are 
affected then the proximal ‘muscles present a greater degree of rigidity 
than do those of the periphery. The oncoming rigidity of the facial muscles 
does away with the usual play of the emotional movements in facial expres- 
sion, and the face assumes a fixed, anxious and mask-like expression, with 
absence of the usual involuntary nictitation. The voice loses its inflexions, 
and becomes monotonous, from rigidity of the muscles of larynx, tongue and 
lips ; but there is no other defect of articulation. Very striking is the effect 
of the rigidity of the muscles of the neck, for the patient carries his head 
and neck in one piece with his trunk as if he were a statue, never inclining or 
raising it in the customary expressive manner, and if he turn round to look 
at anything he tends to move the whole trunk round with the head. In 
looking sharply to one side the eyes move before the head, whereas, under 
normal circumstances, the coarse adjustment of this movement is done first 
by the neck muscles, and the fine adjustment subsequently by the eye muscles. 
The stiffness of the trunk muscles gives a stooping attitude with the head 
inclined forwards, while that of the upper extremities causes the shoulders 
to be rounded, and the arms carried with the elbow semiflexed, and pressed 
into the sides. The gait is highly characteristic in marked cases since, on 
account of rigidity of muscles, it is deprived of spring and suppleness; the 
patient, in the characteristic attitude above described, takes small gliding 
steps, displacing his centre of gravity as little as possible. If, by any circum- 
stance, such as catching the feet against an unevenness of the ground, or a 
push, the centre of gravity is much denise. the patient often has a difficulty 
in regaining it, and in moving to recover his centre of gravity is unable quite 
to catch it up, and so continues the movement of necessity until he fall or 
come in contact with some object by which he can arrest himself and restore 
his balance. This phenomenon is more often seen in advanced cases, and is 
known as “ propulsion,” “ retropulsion ” and “ lateri-pulsion,” according as 
the centre of gravity is displaced and the movement occurs in a forward, 
backward or sideways direction. Festination is the term used for the 
quickening of the pace sometimes seen in this attempt to overtake the dis- 
placed centre of gravity. In the hand the rigidity is greater in the interosseal 
muscles, and the hand therefore tends to assume the “ interosseal position ” 
with the fingers pressed together and the thumb adducted, the metacarpo- 

halangeal joints being flexed, and the interphalangeal jointa extended. 
rom this rigidity of the hand the writing becomes small as well as tremulous, 
and the patient finds it difficult to write in a straight line. Muscular weakness 
always accompanies the rigidity and the tremors. It is slight until the late 
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stages of the disease, when it may increase rapidly and render all useful 
movement impossible. On account of the rigidity and consequent slowness 
of movement, the sense of weakness which the patient experiences is much 

eater than the actual weakness as tested by the dynamometer. Tremor 
is present in the majority of cases. It usually commences in the hand and 
forearm, and is most conspicuous in this situation ; but it may be seen in the 
face, tongue, jaw, neck and feet, while, in rare cases, it may be universal. 
The nature of the tremor is peculiar, and is highly characteristic. It is a 
regular rhythmical contraction of the muscles, alternating in the opposing 
groups with a frequency of from four to six oscillations per second with a 
range of from an 3th to #ths of an inch. Its rhythmic nature, its slowness and 
its course range distinguish it from other varieties of tremor. In the hand the 
characteristic movement of the tremor is the rolling together of the opposed 
thumb and fingers, cigarette - rolling, bread - crumbling or drum - tapping 
movement. There is nearly always in addition a peculiar pronator-supinator 
tremor. The tremor is increased by excitement and by self-consciousness, and 
ceases during sleep. A highly characteristic feature of the tremor in about 
one-half of the cases is that it continues during repose, and is temporarily 
arrested by the execution of volitional movement. In the other half of the 
cases, however, the tremor appears or is increased on voluntary exertion, 
and tends to be less during repose. There seems to be an antagonism between 
the tremor and the rigidity, for in cases where the rigidity is very conspicuous 
the tremor is little marked or absent, and conversely, when tremor is universal 
or is of early onset, rigidity is a less noticeable feature. 

Other symptoms of the disease which are very commonly complained of 
are—(1) difficulty in turning over in bed, which 1s the obvious result of the 
rigidity of the trunk muscles ; (2) flexion of the toes into the sole of the fot, 
so that they are trodden on, from spasm of the plantar muscles ; (3) pain of 
a dull aching character in the trunk and limbs, which is presumably produced 
by the long-continued traction of the rigid muscles upon their attachments ; 
(4) abnormal sensations of heat and cold; and (5) hypersensitiveness to 
changes of temperature—the patient cannot bear to be near a fire nor yet 
in a cold room. Mental symptoms are conspicuous by their absence, except 
in the last stages of the malady, when profound asthenia overtakes both 
mind and body. The constant bodily discomfort, restlessness, sensations of 
fatigue, which the rigidity and the tremors engender, and the consciousness 
of a malady which is found only too soon to resist every effort to lessen or 
arrest it, often result in gloomy and lasting mental depression. Objective 
sensibility is unimpaired. The special senses and the cranial nerves are not 
affected. The sphincters and the reflexes are normal. Trophic changes in 
the periphery of the limbs, thinning and glossiness of the skin, with fluted 
nails and vasomotor disturbance, are common. Bed-sore is commonly met 
with in the late stages of the malady. 

Diagnosis.—There are three points which can be surely relied upon to 
render the diagnosis of paralysis agitans certain in every case, sainaly —(1) 
the aspect of the patient when he is walking, when the fixed mournful ex- 
pression, the stooping attitude with round shoulders, the elbows pressed into 
the side, and the hands carried across the abdomen in the interosseal position, 
the immobility of the head and neck, and the curious gliding gait which cannot 
fail immediately to arrest the observer’s attention ; (2) the rhythmic rolling 
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tremor which is quite unlike any other form of tremor, and which often 
continues during rest ; and (3) the absence of any of the usual signs of organic 
disease of the central nervous system. Difficulty may perhaps be experi- 
enced when the aspect is little marked, and the tremor is confined to some 
unusual situation, such as the face, tongue or neck ; but, if the possibility of 
tremor in any situation being that of paralysis agitans be borne in mind, its 
rhythmic rolling nature will give the diagnosis, When paralysis agitans is 
confined to one side of the body, the appearance of the patient may super- 
ficially resemble that of hemiplegia ; but in these cases the peculiar aspect of 
paralysis agitans is marked, and the organic signs of hemiplegia, such as the 
extensor response in the plantar reflex, the increase in the deep reflexes, and 
the absence of the abdominal reflex upon the paretic side are not present. In 
senile tremor the rhythmic rolling quality is A ee and the aspect is not that 
of paralysis agitans. In post-hemiplegic tremor the organic signs of hemi- 
plegia are present. Toxic tremor is irregular and never rhythmical, and is 
(mercurial tremor excepted) a fine tremor. The intention tremor of dissemin- 
ated sclerosis, cerebellar disease and lesions of the red nucleus are so peculiar, 
and so widely different from the tremor of paralysis agitans, as to render 
confusion impossible. 

The one clinical condition, which may so closely resemble paralysis agitans 
as to be superficially indistinguishable, is a not uncommon end-result in 
lethargic encephalitis, where from a lesion in the basal ganglia the same 
weakness, rigidity and tremors appear as occur in paralysis agitans. The 
distinction is not difficult, for the onset of lethargic encephalitis is usually 
acute, and the symptoms are definite. Moreover, the paralysis agitans-like 
syndrome of are fe encephalitis sometimes shows a progressive ameliora- 
tion, whereas paralysis agitans tends to a progressive downward course. 
The following features present in post-encephalitic Parkinsonism but absent 
in true paralysis agitans are of value in making a differential diagnosis ; 
(i) a fluttering tremor of the closed eyelids; (ii) tremor of the protruded 
tongue ; (ili) defect of convergence and of accommodation ; and (iv) excessive 
salivation. 

Course and Prognosis.—Paralysis agitans often begins in one limb, usu- 
ally the upper, and spreads thence to the corresponding limb of the opposite, 
or to the other limb of the same side. In the latter case it has approximately 
a hemiplegic distribution, and it may remain for years much more evident 
upon one side of the body. The course is slowly progressive with variable 
rate. In some cases the malady may remain stationary for years, and this 
is more often seen in middle-aged subjects, before the disease has reached an 
incapacitating stage. Such arrest in the early stages is not often seen In 
young subjects, for in the latter the disease seems to take a more continuously 
downhill course. Real improvement in the symptoms is never seen. A fatal 
issue may occur in as short a time as two years ; but this is exceptional, since 
paralysis agitans has little tendency to shorten life. The average duration 
is from 10 to 15 yeas, and since the major incidence of the disease is in the 
sixth decade of life it will be seen that many of the patients are of average 
longevity. Death may occur from intercurrent maladies, especially from 
bronchitis ; but more commonly, after the lapse of many years, the patient 
becomes bedridden from increasing weakness and a gai and sinks into a 
condition of sleepy asthenia which is soon terminated by coma. An unduly 
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high blood-pressure is unusual in the subjects of paralysis agitans, and it is 
noteworthy that they do not suffer from gross cerebral vascular lesions, such 
as thrombosis or hemorrhage. 

Treatment.—Paralysis agitans is one of the least tractable of maladies 
even as regards the relief of symptoms. Hygienic measures and tonic treat- 
ment, calculated to lessen the rapidity of the degenerative process, should be 
employed. Where there is much rigidity, gentle exercise, passive move- 
ments and massage are useful. Care should be taken to avoid the falls which 
the unstable gait is likely to engender, since these are often followed by a 
marked exacerbation of the symptoms. Pain is best treated with aspirin, 
and sleeplessness with a mixture of aspirin and small doses of barbitone 
(grs. 2 and 3). As might be expected, electrical stimulation of the muscles 
tends to aggravate the tremor, and even in the predominantly rigid cases 
can do no good. In the latter type of case, some subjective relief may be 
obtained by the administration of tincture of stramonium or of belladonna 
(doses of from 5 to 20 minims), or of hyoscine hydrobromide (grs. 345 to yt 
by mouth thrice daily in chloroform water). These drugs may render move- 
ments freer, but they have no influence upon the tremor. When the patient 
is bedridden, great care must be taken with the skin, since the immobility 
of the trunk greatly increases the liability to the formation of bed-sores. 


HEPATO-LENTICULAR DEGENERATION 


Synonyms.—Progressive Lenticular Degeneration ; Wilson’s Disease. 
Definition.—A rare progressive disease of the nervous system, often 
familial, characterised by involuntary movements, rigidity and hypertonicity, 
with contractures, without signs of pyramidal disease ; and by dysarthria, 
dysphagia, emotionalism and progressive emaciation. Several closely related 
clinical forms of the disease bear distinctive names: tetanovd chorea (Gowers), 
pseudosclerosis (Westphal), progressive lenticular degeneration (Wilson), and 
torsion spasm, and dystoma musculorum deformans (Thomalla). Cirrhosis of 
the liver occurs in all forms. The Kayser-Fleischer zone of corneal pigmenta- 
tion occurs in the first three forms, but has not yet been recorded in torsion 
spasm. The most constant nervous lesions are found in the corpus striatum. 
ZEtiology.—The disease often occurs in children of the same parents, but 
there is no evidence that it is congenital or hereditary. The age of onset has 
been as early as 7 years and as late as 26 years. The primary and essential 
lesion is in the liver; its cause is unknown. Syphilis is not a factor. 
Pathology.—A multilobular cirrhosis, with “ hobnail” liver, is always 
found after death. There is good evidence that the cirrhosis is not slowly 
rogressive, but is the result of a number of attacks of acute hepatitis. The 
heratitis has caused death in some members of affected families before 
nervous symptoms appeared. The nervous lesions are purely degenerative. 
In Wilson’s case they were almost confined to the lenticular nucleus, especi- 
ally the putamen. Every degree of degeneration was seen, from discoloration 
and sponginess of the nucleus in rapidly fatal cases, to shrinkage and atrophy, 
and even to complete disintegration and excavation of the ganglion. Later 
observers have described lesions in many other parts of the nervous system. 
The lesions are often most intense in the corpus striatum, but the noxious 
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agent has no strictly selective action on any one anatomical group of ganglion 
cells, or on any limited area of the nervous system. 

Symptoms.—In many cases there are no symptoms of disorder of the liver 
during life. In other cases an account is obtained of symptoms referable to 
acute hepatitis before the onset of nervous symptoms—attacks of diarrhea 
and vomiting, pyrexia, jaundice, migrainous headaches, hematemesis and 
sometimes definite ascites. 

The first nervous signs to appear is usually involuntary movement of the 
extremities, which may be of several kinds. Th progressive lenticular degen- 
eration, rhythmical tremors, increasing on voluntary movement, furnish the 
most common symptom. This is followed by rigidity of the face, the muscles 
of the neck, and later of the trunk, which rigidity increases steadily until the 
patient becomes helpless. The rigidity of the face and neck muscles gives 
rise to a peculiar expressionless appearance. Still later, extensive con- 
tractures, usually in the flexed position, in the upper and lower extremities, 
follow ; but sometimes there is extensor contracture of the latter. During 
sleep the tremors cease, but the contractures do not relax. Dysarthria, of a 
slurring type, results from affection of the muscles of speech, and may end 
in complete anarthria. Progressive muscular weakness and general emacia- 
tion follow; and the patient becomes emotional, facile, doci]: and childish. 
There is no fibrillation or localised amyotrophy. The optic disks and pupil- 
lary reactious are normal. There is an absence of nystagmus, pepobellae 
symptoms, and impairment of sensation. The reflexes are not altered, as 
in the case in pyramidal disease. 

Prognosis.—The disease always ends fatally in a few months or years ; 
the average duration is about 4 years. 

Treatment.—None is known to have any effect upon the course of the 
disease. 

JAMES COLLIER. 
W. J. ADIE. 
Revised by F. M. R. Watsue, 


KERNICTERUS 


Definition and Atiology.—A yellow pigmentation of certain of the 
basal ganglia, associated clinically with motor disorders of the type known 
as extra-pyramidal, and found as a rare phenomenon in children who, normal 
at birth, develop jaundice within the first three days of life. 

In neonatal jaundice the brain may be diffusely pigmented, or more 
rarely the pigmentation may be confined to the putamen, subthalamic and 
dentate nuclei, the cornu Ammonis and fascia dentata. To the latter vaniet 
of jaundice of the brain the name “ Kernicterus ” has been given by Schmorl. 
The nerve cells in the affected masses of grey matter show evidence of 
destruction and degeneration, while the nerve fibres are demyelinated. 

Symptoms. —The child is healthy at birth, but within a few days develops 
intense jaundice, usually the form known as icterus gravis neonatorum, 
though kernicterus has been found in association with septic jaundice. The 
onset of jaundice is followed within 24 hours by tonic and clonic movements, 
muscular rigidity and opisthotonos, alternating with periods of flaccidity. 


ar Werner Sewer 
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If the child survive, within a few weeks involuntary movements of choreo- 
athetoid form develop. Emotional instability and mental retardation appear 
as the child grows older. - 

Prognosis.—The cases so far identified and on record are too few to 
allow of any generalisation as to the expectation of life of the subjects of 
this malady, but in two cases recently reported by Greenfield, one patient 
died at the age of three months, the second at nine years. 

Diagnosis.—Athetosis and comparable forms of involuntary movement 
are not rarely seen in children, and are in the majority of instances not 
associated with kernicterus. Yet when a case of such motor disorder is seen 
in a child in respect of whom there is a history of neonatal jaundice, the 
possibility of this disease should be borne in mind. Again, the development 
of marked symptoms of organic nervous disease immediately after the 
appearance of severe jaundice in a newly-born infant should lead to a con- 
sideration of this condition as the probable pathological basis. 

Treatment.—There is no evidence that the condition is susceptible to 
any mode of treatment. 

F. M. R. WatsuHe. 


EPILEPSY 


Synonym.—lIdiopathic Epilepsy. 

Definition.—A condition characterised by suddenly occurring disturb- 
ances of cerebral function, prone to occur over long periods of time or even 
through life. Of the intimate nature of the disturbance all we know with 
certainty is that a series of characteristic changes in the normal electrical 
activity of the cortical nerve cells accompanies it. The clinical forms of the 
disturbance suggest that this involves both loss and release of function in 
various regions of the brain. 

4Etiology and Pathology.—Few problems in medicine have been more 
obscure, or more provocative of speculation and of controversy than the 
nature of epilepsy. It has been widely assumed in the past that there is an 
idiopathic epilepsy, a definite and often heritable disease, with an individuality 
and natural history of its own, and one of which the characteristic and often 
the sole expression 1s the fit. 

On the other hand, it has also long been realised that fits clinically in- 
distinguishable from those of idiopathic epilepsy may occur in the course of 
many and diverse affections of the brain, as, for example, in certain in- 
flammations, degenerations, intoxications and also in association with new 
growths. Such fits have been placed in a category of symptomatic epilepsy, 
the relation of which to the idiopathic variety never admitted of clear formula- 
tion. 

These facts have led some writers to maintain that epilepsy is no more 
than a symptom, one expression of many and diverse neuro-pathological 

rocesses, and because of this manifold causation they prefer to speak of 
‘ the epilepsies.” Against this view it may be urged that not one of these 
pathological processes is necessarily, or even commonly, productive of fits and 
may occur without their development. Such processes cannot therefore be 
wholly or even primarily responsible for the fits that may, upon occasion, 
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accompany them. As the late Kinnier Wilson, a strong supporter of the 
purely symptomatic nature of epilepsy pointed out, “‘ The fit, the fundamental 
symptom of epilepsy, has no histopathology.” In this statement we see that 
the fit has become a symptom ofasymptom. Again, he stated, ‘ The number 
of epilepsies for which no cause other than that of inherent irritability can 
be discovered is being steadily reduced.” This pronouncement speaks in 
favour of a unity rather than of a diversity in epilepsy. 

It is probable, therefore, and the evidence about to be stated supports 
the suggestion, that the fit, and the tendency to its recurrence that we call 
epilepsy, owe their production to some abnormal quality of structure or of 
function in the brain, and that the many pathological processes that may give 
rise to fits—as incidental but not essential phenomena—are no more than 
secondary and contributory factors capable of fit production in the susceptible 
brain alone. Yet even if there be but a single essential factor common to all 
fits, it still remains practically useful, if not necessary, to speak of an idio- 
pathic and a symptomatic epilepsy. For purposes of diagnosis, prognosis 
and treatment the distinction is clearly important. We must separate the 
two, for example, when we proceed to generalise as to the heritable qualities 
of epilepsy, and the treatment of a case of uremia with fits is clearly widel 
different from that of a case of idiopathic epilepsy. This distinction still 
allows us to suppose that in idiopathic epilepsy the “ fit threshold ”’ of brain, 
as Lennox expresses it, 1s so low that the ordinary activities of life and very 
minor fluctuations in bodily health are sufficient to fire off a fit ; while in what 
we call symptomatic epilepsy, the threshold is higher and is only crossed when 
some gross superadded disturbance of the brain—of wholly independent origin 
—is superadded, 

The general point of view thus summarised finds a considerable measure 
of support in the recent researches of Lennox, Gibbs and others upon this 
subject. They have employed an instrument known as the electro-encephalo- 

aph which promises to do for the brain what the string galvanometer of 

inthoven has done for the heart. It was originally observed by Berger (1929) 
that regular oscillations of potentials of a rhythm of 10 per second could be 
detected if electrodes applied to the scalp were led off to a recording instru- 
ment. This work has since been confirmed and very considerably amplified 
by Adrian in this country and many other observers. It is known that these 
oscillations, or, as they are called, brain potentials, are due to the electrical 
activity of cortical nerve cells. The various rhythms, and their sources in 
the cortex, that come within the normal range of variations in the healthy 
subject have been studied, and it has subsequently been found that in the 
epileptic subject these rhythms undergo characteristic variations during the 
course of the fit. These observations may be summarised as follows (Lennox) : 
Every fit is accompanied by a disturbance of the normal electrical activity of 
the brain. The three main types of fit have distinct forms of altered rhythm 
the distinguishing feature being the frequency of the waves. In the major 
lit the waves are abnormally fast ; in the minor fit they are alternately fast 
and slow ; while in the so-called psychical fit the waves are slow. The pattern 
for each patient is apt to show individual peculiarities which repeat themselves 
in successive fita. 

The electro-encephalograph also records fits which are clinically invisible 
(“ subclinical”) and abnormal variations of rhythms in epileptic subjects may 
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be found during the intervals between fits, These electrical changes are 
found alike in “ idiopathic ” and in “ symptomatic ” fits, and afford further 
evidence in favour of a unity in epilepsy rather than of a number of 
“ epilepsies.”” 

ennox suggests that epilepsy may, therefore, be regarded as expressing 
a defect in the rhythm-regulating mechanisms in the brain, or in other words 
as a “ paroxysmal cerebral dysrhythmia.” He also suggests that the cause 
of epilepsy is never single, that there is a fundamental cause; namely, an 
inherent instability of the brain, and a secondary or contributing cause. Of 
such there are probably very many, and it is the combination of the two that 
evokes the fit. It should be borne in mind, however, that we can say no more 
with certainty than that these variations in cortical electrical rhaythm accom- 
pany the fit. We may not in the present state of knowledge say that they 
cause it, and the search for the factor or factors productive of the electrical 
disturbance remains for the future. 

This brings us to a consideration of the many factors that in the past 
have been held responsible for the production of fits. These do not demand 
or deserve any detailed discussion, for they are predominantly speculative 
and have always lacked confirmation, either pathological or biochemical. 
Disturbances of metabolism, of endocrine function, and of acid-base equi- 
librium have all been invoked. Yet research has failed to find any constant 
or characteristic disorder of protein, fat or carbohydrate metabolism, or of 
endocrine function of any kind, nor have studies of the blood in respect of 
its cellular or chemical composition been other than negative. The uncertain 
influence of metabolic and endocrine disorders, when these are manifestly 
present, in the production of fits tend to strengthen the growing view that 
none of these factors plays any but a secondary and contributory role in the 
malady. There are, on the other hand, certain well-known clinical features 
of epilepsy that have in the past been deemed to point to the importance of 
some metabolic variations in exciting fits; thus, the increased incidence of 
fits in women at the time of the katamenia, and their common cessation during 
pregnancy have been noted in this connection. 

The features of the fit suggest that the functions of the affected regions 
of the brain may be disordered in several ways, by suppression, as, for example, 
in the blunting or loss of consciousness which is probably the most constant 
and invariable feature of epileptic fits of all kinds, and by release, as in the 
hallucinations (visual, auditory and gustatory, etc.), the delirium and auto- 
matism that are sometimes seen. The actual convulsive moments of the 
generalised or of the Jacksonian fit can hardly be regarded as release “bee seit 
but point from their form and character to direct stimulation of cortical cells. 

orbid Anatomy.—As has already been stated epilepsy has no histo- 
athology, though in the brains of chronic epileptics various minor changes 
have been noted. Much of the material from which information on thi 
oint has been gathered is useless, since the subjects have been amenta or 
asmmenta, and the relation of the changes found to the occurrence of fits during 
life is uncertain. Among the changes thus found are smallness of the brain, 
meningeal thickening, convolutional atrophy and fibrosis of the Pacchionian 
bodies. But none of these is invariably present, and we say that there are 
no certainly essential macroscopic changes in the epileptic brain. Histological 
examination has proved equally inconclusive. Sclerosis of the cornu Ammonis, 
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consisting of degenerative changes in nerves, cells and gliosis, have long 
since been reported, but of their significance nothing can be said. In short, 
as has been already stated, “‘ there is no histopathology of the fit.” Examina- 
tion of the endocrine organs has also given no significant results. 

Heredity.—In the past great stress has been laid upon the alleged heritable 
qualities of idiopathic epilepsy, and they have been made the basis of sweeping 
prohibitions in the matter of the marriage and child-begetting and -bearing 
of epileptic subjects. Nevertheless, it seems that direct transmission of 
epilepsy from parent to child is exceptional, and this has certainly been the 
experience of the present writer in dealing with the abundant material that 

resents itself at the out-patient clinics of such an institution as the National 
ospital. Recently Cobb has expressed the view that on so-called eugenic 
aa as high a proportion as 90 per cent. of epileptics cannot reasonably 
advised against marriage. Statistical reviews by others (e.g. Muskens, 
Marchand) seem to confirm this view. Marchand maintains that after the 
exclusion of all those cases of epilepsy in which gross external factors, such 
as syphilis, injury, etc., can Le excluded there is nothing that can be called a 
famihal epilepsy capable of direct transmission without the intervention of 
adventitious factors. In congenital affections resulting from developmental 
defects of the ectodermal layer, epilepsy when it is seen is no more than the 
symptom of a cerebral lesion. In support of these views he has been able to 
marshal a great weight of evidence. On the other hand, recent electro- 
i a observations of Lennox suggest that in the parents (one or both) of 
epileptic subjects abnormally wide fluctuations in the rhythm of the brain 
potentials are unduly frequent, and it may be that while epilepsy as such is 
not inherited, some instability of cortical cell function may be inherited, 
which in combination with other factors (when one or more of these chance to 
be present) lead to the appearance of epilepsy. This is approximately what 
Marchand maintains in more general terms. 

Exciting Causes of the Fit—In the majority of cases of idiopathic epilepsy 
no cause whatever can be found for the occurrence of the first fit. It may 
follow unpleasant emotional excitement, alcoholic excess, or may occur 
completely unheralded while the subject is in his normal health and environ- 
ment. In the case of frankly symptomatic epilepsy, metabolic disturbances 
in early life, and especially rickets, are potent causes, Acute intoxications 
with absinthe, lead, bismuth and many other poisons may invoke epilepsy, 
as may also the poisons occurring in the specific fevers in childhood, in uremia, 
cholemia, hyperpiesia and puerperal eclampsia. And although in these 
intoxications the epileptic phenomena do not usually recur after the cause 
has disappeared, yet there is not one of the above-mentioned conditions 
which has not been followed by persistently recurring epilepsy. Injury to the 
brain of et Feaghtek whatever, whether from violence from without or from 
disease within, may cause epilepsy. Traumatic cases in which the brain 
has been severely wounded are not associated with epilepsy in a greater 
percentage than 5 per cent. Cerebral tumours, agenesia, encephalitis 
meningitis, cerebral syphilis and vascular lesions give a higher percentage, 
which in children Has beet placed as high as 30 per cent. Another form 
of symptomatic epilepsy that should be borne in mind when a previously 
normal person who has lived abroad, particularly in the tropics, develops 
epilepsy is that due to cysticerosis. The cysticercus or bladderworm stage 
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of T. Solium normally develops in the pig, and infestation of man by the 

adult tapeworm is due to eating pork thus infested. Man may also accident- 
ally eat tapeworm eggs and serve as the intermediate host, the embryos 
showing a tendency to invade the brain. MacArthur, who has drawn atten- 
tion to this factor in the development of fits, records 20 personally observed 
cases of cysticerosis of the brain, 6 of them soldiers invalided from abroad. 
The fits may be Jacksonian in type or generalised. 

Spmiptonis<-PRopaouiti- Ths circumstances which immediately pre- 
cede the occurrence of an attack are of some importance. Speaking generally, 
it is uncommon for an attack to occur when the attention is fixed, or when 
some act is being performed, and from this it follows that the epileptic is 
relatively or absolutely free from attacks when at work and doing, and only 
in the rarest cases comes to harm or injury from accident. Some patients 
are able, by an effort of will in fixing attention, or by the performance of some 
vigorous action, to arrest attacks which have already begun. 

Sometimes a change in the general condition of the patient may make him 
aware, or may acquaint those around him, that an attack is pending, and 
such signs of altered metabolism may herald an attack for from a couple of 
hours to a week. Headache, irritability, restlessness, euphoria, lethargy, 
somnolence, unusual appetite and a peculiar vacant look may all be met with 
in this connection. 

Not infrequently the attack is preceded by paroxysmal manifestations 
which are in reality minute attacks, such as partial lapses in consciousness, 
a sense of strangeness, ‘‘ dreamy state,” jactitations of any of the muscles 
exactly resembling those seen in uremia, slight auras, giddiness, sneezing and 
yawning. 

Description oF THE ATTACKS.—The varieties of the epileptic attack are 
legion, and several types may occur in the same subject—indeed, it is unusual 
for fits to be always of the same type in one subject. They tend to vary 
both in degree and nature, They are usually divided into the less spec- 
tacular “‘ minor ” attacks, in which spasm is not a prominent feature; and 
“major ” attacks, in which spasm is conspicuous. This distinction is purely 
artificial, for most patients have attacks of both varieties, and the two merge 
by insensible gradations the one into the other. Further, the minor attack 
often is the initial manifestation of the major attack. 

The following description will serve to illustrate the more definite mani- 
festation of epileptic attacks : 

1. Simple jactitation.—Single twitching of individual muscles or groups 
of muscles, occurring, now in one part of the body, now in another, are seen 
in the majority of epileptics at some time or other. They are conspicuous in 
the convulsions of childhood, where they often constitute the chief clinical 
feature. They are well known as the “carphology,” or “ subsultus ten- 
dimum,” of uremic and eclamptic attacks, and in the “typhoid state.” 
They may be not infrequently noticed in the epileptic person when he is 
otherwise well, and engaged perhaps in conversation or other occupation. 
Gowers emphasised epileptic twitching as a prodroma of an oncoming severe 
attack; but while in some instances this is undoubtedly true, yet it fre- 
quently occurs when no attack follows. It has been called “ epileptic 


myoclonus.” | 
2. Simple loss of consciousness —In this, the commonest of all minor 
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phenomena, there is a simple break in the continuity of consciousness, The 
train of thought and action is suddenly arrested for a few seconds, and there 
is a sudden stillness of posture and facial expression which attracts the 
attention of a witness. The face may show sudden pallor, a vacant expres- 
sion, and curious fixity of the eves, with large pupils. The patient does not 
fall, or move, or drop anything that he is holding. Ina few seconds the attack 
is over, leaving the patient unable to describe what has happened, perhaps 
a little confused for some seconds, sometimes emotional and even hysterical. 
More often he continues what he was about as if nothing had happened. 
Such attacks sometimes occur very frequently, even hundreds in a day, 
They are characteristic of pyknolepsy, in which the prognosis is absslndely 
af and also of a form of epilepsy in which rapid mental degeneration 
occurs and in which the prognosis 1s equally bad. Further, they may occur 
in organic disease of the brain. 

3. Simple loss of consciousness with falling.—The patient suddenly falls, 
without warning, in the extended position, and almost always prone, so that 
his head reaches the ground first, and his forehead receives the bruise. He 
regains consclousness immediately, and picks himself up as if nothing had 
happened. It is not uncommon to see the forehead one region of scars, as 
the result of repeated falls; to prevent these a pneumatic protector should 
be worn, This form gave rise among the ancients to the name “ falling 
sickness,” or “‘ morbus caducens.” In another form of this type the head, 
or the head and trunk, alone are affected. The patient does not fall, but 
simply drops the head forward—* nodding spasm,” or “ spasmus nutans ”’ ; 
or he drops the head and bends the trunk forward—* salaam spasm.” 

4, Simple loss of consciousness with slight spasm.—This forms a grada- 
tion from the above types to the definitely convulsive seizures. The spasm 
is seen as conjugate deviation of the eyes, and perhaps of the head also, or 
it takes the form of laryngeal and respiratory action, giving rise to a groaning 
noise, or may involve any part of the musculature. 

5. Local fits.—First studied by Hughlings Jackson, these events have 
the name of “‘ Jacksonian epilepsy,” and this term has unfortunately become 
coupled with common errors that are no part of Jackson’s teachings. These 
are (1) that some local disease invariably underlies the Jacksonian fit, and 
(2) that the Jacksonian fit necessarily consists of local motor convulsion. 
Actually, in many cases naked-eye and microscopic examination may fail 
to reveal any local lesion, and none such may be present. Also, the Jack- 
sonian fit may consist of phenomena involving any possible cortical function. 
It may be added that local disease of the brain quite commonly evokes 
generalised fits indistinguishable from those of idiopathic epilepsy, and 
conversely that the latter form of epilepsy may express itself in the form 
of Jacksonian fits. 

Psychic fits —These may take the form of peculiar mental states, of 
Instantaneous onset, remembered afterwards sometimes in exquisite detail, 
sometimes only in vague character. Emotional conditions of fear or horror, 
which may cause the patient to attempt with violence to escape from his 
surroundings—‘‘ cursive ” epilepsy—may occur. Or, the attacks may take 
the form of a sudden feeling of misery, or an intense sense of personal wrong- 
doing, a sense of intense familiarity in surroundings which are unfamiliar, a 
sudden sense of strangeness, as in a patient whose fit was “‘ suddenly seeming 
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to be somewhere else,” a sense of euphoria or of intense mental energy, a 
dreamy state, often associated with smacking of the lips and champing or 
swallowing movements, which often has a pleasurable emotional tone. 
Again, the psychic fit may take the form of a highly complex and detailed 
hallucination. 

Visual Fits—These may take the form of negative phenomena, such as 
dimness of vision, complete darkness or hemianopia, or of positive effects, 
such as flashes of light, scintillating stars or balls of fire, or of both together 
in the form of blindness with flashes of light. In the last case they may 
closely resemble the visual phenomena of migraine, and are not infrequently 
caused by a local lesion of the occipital region. Complex visual hallucinations 
may occur. 

Auditory fits —The hallucinations of sound may be of any nature— 
hissing, booming and elaborate musical sensations, as of bells, being common. 
There is usually a sense of coincident deafness or “ far away” hearing, which 
passes off with or soon after the sound. 

In one case the fits could always be produced by sounding the hallucina- 
tion note upon the open diapason of an organ. No other note or sound 

roduced the fit. (Such directly excited fits, though very rare, are well 
own in connection with olfactory, visual, auditory and common sensory 
stimulation, and have been termed “‘ reflex epilepsy.’’) 

Olfactory and gustatory fits—These hallucinations are always de- 
scribed as of “favour,” usually unpleasant, Very often, movements of 
the lips, tongue and jaw, or swallowing movements are present, and the 
dreamy state already referred to may be associated. From the location of 
the functions of smell and taste in the cortex of the uncinate gyri, and from 
the common occurrence of fits of this character in lesions of these convolu- 
tions, this type of fit is often referred to as the “ uncinate fit.” 

Sensory fits.—These hallucinations may have their seat of commence- 
ment in any part of the body. They may remain local, but more commonly 
they spread from the point of origin in terms of the local representations of 
the body in the cerebral cortex, and usually from the periphery towards the 
trunk and head, but a sensory fit may spread to the extreme periphery first. 
For example, commencing in the fingers, it may spread up the arm to the 
head, or on reaching the shoulder it may invade trunk and leg before ascend- 
ing to the head. It may be bilateral, confined to the anterior or posterior 
aspect of the body. 

The sensation may be described as “ numbness,” “ tingling,” “ pins and 
needles,” “‘ vibration,” “ rushing,” “as if the hmb were withering,” much 
more rarely actual pain. Sometimes the sensation is indescribable. The 
sensory attacks have their origin in a local disturbance of the parietal region 
of the cortex, and may indicate the presence of an organic lesion in that 
region, They may be accompanied or followed by temporary loss of sensi- 
bility, in the form of astereoguosis, loss of sense of position, or anssthesia, 

Another group of sensory tts for which it is impossible to give any 
definite cerebral localisation at present, is that of the so-called visceral auras, 
which are mainly referred to the distribution of the vagus nerve, Such are 
the very commonly occurring “ epigastric” sensation, and sensations of 

ing, dyspnoea, nausea and cardiac sensations. 

It is quite possible that the sudden feelings of malaise or of faintness 
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which may constitute the main feature of some epileptic attacks are 
expressions of the sudden lowering of blood pressure which is known to 
immediately precede the epileptic attack. 

Disturbances in the realm of the vestibular nerve are common indications 
of epilepsy. Sudden giddiness may be the sole indication of epilepsy, and 
is @ common initial event in major attacks. It may be indicative of the 
sudden fall of blood pressure, or the feeling of rotation may be consequent 
upon early spasm causing conjugate deviation of the eyes, 

It must be carefully borne in mind that all the phenomena which have 
been described above may occur as isolated events and so constitute the 
epileptic attack. Often, however, the disturbance of the cortex spreads 
widely, involving genera] convulsion and loss of consciousness; but the 
initial phenomena are remembered by the patient as the “‘ warning ”’ of the 
attack and have from ancient times been termed “ auras,’’ when preceding 
general convulsion. In reality, they constitute the essential part of the 
attack as showing the region of the brain in which the disturbance starts, 
and in every patient who has such “ warnings” preceding his severe 
attacks, the warnings occur at times by themselves without any such 
sequel, 

a Motor fits (semple paralysts)—This is the rarest of all forms of the 
epileptic attack. It consists in a sudden inability, relative or complete, to 
use a limb or one side of the body or the whole voluntary musculature, with 
no preceding convulsion. There are the usual signs of cerebral paralysis—at 
first flaccidity with a tendency for the jerks to fail; a few moments later 
increased jerks, with absent trunk reflexes and extensor plantar reflexes, all 
of which signs soon disappear. It may occur as an isolated phenomenon. 
More often a slight “ minor” attack or a local sensory attack accompanies 
the onset of the paralysis. Sometimes such an attack may result from local 
disease of the brain. Such attacks when involving the right face or right 
side of the body may occasion aphasia, or the aphasia may occur alone as 
the attack of simple paralysis. Such attacks of simple paralysis without 
convulsion are well known in uremia, hyperpiesia, metallic poisoning and 
general paralysis of the insane. 

convulsion.—The common foci of onset are the angle of the mouth, 
the thumb and index finger, and the great toe, but the spasm may occasionally 
begin elsewhere. It rarely produces conjugate deviation of the eyes as a 
primary movement, but usually in association with, and secondary to, 
deviation of the head. The convulsive movements may remain confined 
to their place of onset throughout the fit, or may spread widely so as to 
involve a whole limb, one-half of the body, or the entire nes Freie In 
fits involving the musculature of the right half of the face and tongue, speech 
is usually lost during the attack and returns shortly after its cessation. 
Spasm never affects the muscles of one eyeball alone, but the spasm is in 
terms of conjugate deviation of both eyeballs in one direction. The same 
rule applies when the neck is affected, for the head is then either rotated 
to one side or extended or flexed on the chest. With the other bilaterally 
associated muscles it is different, for the tongue is affected on one side ony 
as is also the face. The onset is with tonic spasm, which after a little while 
gives place to broken or clonic spasm, becoming more and more intermittent 
and finally ceasing. In some cases, but by no means in all, the convulsion 
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leaves varying degrees of weakness in the affected muscles—Todd’s paralysis 
or post-epileptic paralysis, with transient signs of loss of function of the 
pyramidal system, such as loss of trunk reflexes, increase of jerks, and 
extensor plantar reflexes. 

Epileptic spasm usually puts the hand in the position of extension at 
the interphalangeal joints, flexion and abduction at the metacarpo-phalangeal 
joints, flexion at wrist and elbow, and adduction at the shoulder. The feet 
are dropped and inturned, with extension at the knee and hip. Usually the 
trunk is in opisthotonos. 

The sequence of tonic spasm at first, followed by clonic spasm, though 
usual in epilepsy, is not invariable. Purely tonic fits may occur with no 
clonic spasm, the tonic spasm remitting suddenly. Such fits are usually of 
sraght severity and duration, and are almost always general and very rarely 
ocal. 

On the other hand, the spasm may be clonic only. The simple jactitation 
already described may be taken as a simple clonic fit. Local fits, especially 
of the face and of the hand, may be purely clonic, Again, some of the most 
severe of all general epileptic convulsions are clonic throughout so far as 
the limb and trunk musculature is concerned, but some tonic conjugate 
deviation of eyes and head is usual. 

Loss of consciousness in local fits——This seems to depend upon the 
extent of the cortex involved. With narrowly confined fits there may be no 
impairment at all, as in local convulsion of the face or hand, or as in a patient 
who vividly described to me a slow visual fit as it was occurring. When the 
fit spreads, consciousness is usually impaired, and when lost, it 1s lost late in 
the fit. For example, it is usual for a convulsion which spreads to one-half 
of the body to cause some impairment, and if it involves both sides generally 
consciousness is always lost. 

General convulsive fits (haut or grand mal).—There is some reason for 
believing that every major attack has a local commencement in some region 
of the brain, and that it is in reality a local fit which rapidly becomes general. 
When such an attack commences with a local aura there is proof positive of 
local commencement. When it commences with conjugate deviation of 
head and eyes to one side, this is certain indication that the disturbance com- 
mences in the opposite hemisphere. When the spread of the disturbance is 
so rapid as to cause instant loss of consciousness there is no memory to retain 
the initial event of the attack. The seizure may begin with any of the local 
manifestations above described, the epigastric aura and giddiness being two 
of the most frequent. Or the patient may be only aware of his attacks from 
the condition in which he finds himself after their occurrence. The tonic 
spasm commences with conjugate deviation of both eyes to one side, followed 
by rotation of the head to the same side. The blood pressure falls, the 
countenance is for a moment pallid, the eyes widely open, the pupils dilated, 
the cornes insensitive. The march of the tonic spasm usually causes head 
retraction and opisthotonos; the upper extremities are stiff m flexion and 
adduction, the lower extremities in extension. If standing, the patient falls 
usually backwards, but the conjugate deviation of head and eyes may bring 
his face to the ground first. The respiratory muscles and larynx, going inte 
spasm, produce the epileptic “cry,” and the respiratory movements being 
no longer possible the face darkens with the asphyxia, and the sphincters 
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may relax, with the evacuation of bowel or bladder. The protrusor spasm 
of the tongue and the closing spasm of the jaw may cause the tongue to be 
bitten. After the tonic spasm has lasted some seconds and perhaps has 
produced such a degree of asphyxia as seems hardly compatible with sur- 
vival, it begins to break into a series of sudden shock-like, jerky movements— 
the clonic spasm—which continue for some seconds, becoming less regular 
and occurring at longer intervals until, with a final jerk, the muscles become 
perfectly limp. Meanwhile the relaxation of the respiratory and laryngeal 
A see have allowed the respiratory movements to return and to churn up 
the saliva, often bloodstained, which escapes at the nose and mouth in the 
form of froth. At the end of the attack there is complete and unrousable 
loss of consciousness, the pupils are dilated and insensitive to light, the 
corneal reflexes absent, the knee-jerks absent, and the plantar reflexes 
extensor in type. In a short time the knee-jerks return, the plantar reflexes 
return to the normal, and consciousness returns. Usually the patient is 
dazed, feels ill, has marked headache, and if left to himself soon sleeps heavily 
for some hours. It must be noted that the general convulsive attack almost, 
always leaves the patient face downwards, so that he has drowned in a 
puddle an inch deep and has been asphyxiated by his own pillow. The 
latter event is by very far the commonest way the epileptic meets his death 
from accident in a fit. 

The epileptic cry—There are two quite different sounds that may 
occur at the commencement of an epileptic attack. The one is a natural, 
conscious cry of terror at the advent, as in the patient who alternated 
piercing screams with “It is coming! It is coming!” before the convul- 
sion commenced. It is curious how rarely any memory of such cries or 
utterances remains with the patient. The other is the epileptic cry proper— 
a weird, unearthly, hollow sound, produced by inspiratory spasm drawing 
air over the nearly closed vocal cords. This cry occurs in a minority even 
of severe cases, for the obvious reason that it is determined oY & particular 
march of the spasm. If the inspiratory spasm occur before the larynx has 
gone into spasm or after it is in spasm, there can be no laryngeal noise, but 
only the commonly witnessed pharyngeal and buccal grunting and gurgling. 
The spasm must be so timed that the inspiratory spasm must occur as the 
larynx is closing, and this only obtains in a minority of the cases. 

' Tongue-biting—Some patients always bite the tongue, others never, and 
some now and again. The tongue is always bitten at the side and some 
way from the tip, because it is deviated to one side in the spasm and its 
thicker part brought between the molar teeth. The same side is always 
bitten. The tongue cannot be bitten unless protrusor spasm occur either 
before the jaw has gone into tonic spasm or after it has broken into clonic 
spasm. If any other march of spasm occur, the tongue escapes. It 1s 
remarkable how little scarring occurs even from severe and repeated tongue- 
biting unless a piece is bitten clean out. 

Incontinence—Though common, incontinence is by no means the rule 
even in severe attacks. More often it is the urine alone that is evacuated, 
much more seldom the bowel alone, still more rarely both. A rare phenomenon 
during an epileptic fit is seminal emission. The occurrence of this has been 
Serie. but the present writer has seen it occur. 

Secondary events—The degree of asphyxia during the attack may 
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be severe, and blood vessels may give way under the stress, with the pro- 
duction of surface ecchymoses or deep hamorrhages, including cerebral 
hemorrhage. The spasm is powerful and may give rise to much subsequent 
aching, as if the patient had been besten all over. It may dislocate joimts, 
rupture muscles and even break bones. A dislocation once produced in a 
fit always recurs with subsequent fits. 

Duration of epileptic attacks—Two minutes may be given aa an 
outside time-limit for the duration of an individual attack, from ita com- 
mencement to the end of the active phenomena, and in convulsive attacks 
to the end of the spasm. Usually the time is much shorter than this, and 
often is a few seconds only. Sometimes attacks are described as of much 
longer duration. When analysed, such attacks will be found to be a series 
of attacks with very short intervals, or slight attacks with post-epileptic 
functional spasm, or hysterical attacks. 

Conditions after attacks.— The epileptic fit may leave no after- 
effects whatever, even though it be severe, but this is unusual. On the 
other hand, even the slightest attacks may cause conspicuous sequels. 
Sleep and headache are very common, especially following convulsive 
attacks, and they may be alternative effects, in that if sleep occur there is 
no headache, but if it be prevented there is severe headache. The post- 
epierne paralysis of Todd already been described, and also the aphasia 
which may follow right-sided attacks. The mental state is usually affected 
by the attack, and returns to the normal—sometimes quickly, sometimes 
slowly. Commonly the patient is dull and dazed, speaking at random, 
unreceptive, irritable, and does not fully recognise his surroundings. During 
this state of impaired consciousness he may pass into a condition of mental 
automatism, in which various acts are performed in a conscious manner 
but of which no recollection is afterwards retained. One patient always 
Be a for bed after her minor attacks, and proceeded to undress in the 
stalls of a theatre. The acts performed during post-epileptic automatism 
may have a true relation to the life and mentality of the patient. He 
may do spiteful and criminal acts to those he dislikes. This fact has an 
important bearing as ie the criminal responsibility of the epileptic. In 
other cases a patient after recovering from the epileptic fit passes at once 
into a state of hysterical convulsion. Both these post-epileptic conditions 
occur commonly after minor attacks, but they may also occur after major 
fits ; they seldom occur when convulsion has been severe. 

Vomiting may occur after any type of epileptic fit, but it 1s most often 
met with after a convulsive attack. As it occurs during the period of un- 
consciousness, there is some danger of the vomited material being drawn 
into the larynx. Though Gowers mentions 4 case in which this event proved 
fatal, I have not come across any accident from this cause. 

MENTAL DETERIORATION AND ABERRATION IN Hpitersy.—Many epileptics, 
especially those who have frequent attacks, show signs of mental dete- 
rioration, which is often prog aave: and which may become severe and end 
in chronic insanity ; while others show no such mental troubles, and some 
of these fulfil a long life with the highest standard of capacity, 

There seems to be no correlation between the type of epilepsy and mental 
degeneration, though the latter is widely held to be more frequent and 
more severe when many minor attacks ovcur. 
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The tendency to mental failure is greatest in the cases which commence 
in childhood, and lessens as age increases ; while, again, in the epilepsy com- 
mencing in the degenerative period of later life, the incidence again increases. 
In ite slighter form there is merely defect of memory, of attention and power 
of acquisition. In more severe degree there is greater imperfection of intel- 
lectual power, weakened capacity for attention, and often defective moral 
control. Mischievous restlessness and irritability may develop to vicious 
and criminal tendencies with advancing age. Every grade of intellectual 
defect may be met with, to actual imbecility. Paroxysmal outbursts of 
mental derangement may be met with, sometimes transient and immediately 
following a fit, sometimes without a fit, and sometimes lasting for weeks 
or months. From what has been written above upon the cause of the 
mental disturbance in metabolic dyscrasia, these events will be easily 
explicable. 

Prriopiciry.—While some patients may have fits at any time and at all 
times, yet there is a tendency in the majority for the attacks to occur at 
particular epochs and not at others. Epilepsy may be strictly “ nocturnal ” 
or “ diurnal.” It may occur only on rising in the morning, or solely at the 
menstrual epoch. The fits may come in batches of several in one day, at 
intervals of many months, while 7-, 14- and 28-day periods are common. 
A knowledge of the periodicity when present is of great value in the successful 
treatment of epilepsy. “ Rare” fits, which occur at vey long intervals, are 
apt to present the most severe convulsion ever witnessed. 


SPECIAL VARIETIES OF EPILEPSY 


EpitErsy FRoM Loca Diszast oF THE Brain.—Almost any lesion of 
the cerebral hemispheres may produce symptomatic epilepsy. But not more 
than 5 per cent. of all such lesions do this, The convulsions which may occur 
in cerebral thrombosis, encephalitis and meningitis are examples of epilepsy 
incident with the onset of an acute lesion. Usually the epilepsy is incident 
when the lesion has been present some considerable time. Lesions of the 
brain in childhood seem to be more commonly associated with epilepsy than 
when occurring in adult life. Agenetic states of the brain of prenatal origin 
(cerebral diplegias) are associated with epilepsy in 30 per cent. of the cases, 
and infantile hemiplegia is followed by epilepsy in about the same proportion. 
Increased intracranial pressure alone seems capable of causing fits, as in 
hydrocephalus and subarachnoid hemorrhage, and this may be a factor in 
the epilepsy of intracranial tumours and meningitis. Abscess seems very 
rarely to produce fits. 

he fits caused by local lesions may be in almost every respect identical 
with and indistinguishable from the usual type of epileptic manifestation, 
from the slightest momentary minor fit, all through the local sensory and 
motor fits, to the severe general convulsion of instantaneous onset and 
immediate loss of consciousness. There are the same auras and the same 
sequels, It may perhaps be said with relative truth that the splanchnic 
auras (epigastric, cardiac, ag are uncommon, and that there is a greater 
tendency for consciousness to be lost late. 

The minor attack is the least common fit occurring as the result of a local 
lesion ; the general convulsion by far the most common; while the local fit 
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holds an intermediate position, and its nature is often indicative of the 
position of the lesion. 

PYKNOLEPSY.—This is a form occurring in children, so called because of 
the great number of the fits which may occur daily. These are of the slight 
minor type, any sign of spasm being infrequent. It is rare for any major 
fit to occur. There is no mental impairment whatever, no deterioration of 
health, and no result is obtained by any form of treatment. The malady 
invariably ends in spontaneous cure, usually before or at the age of puberty. 
Its separation from minor epilepsy is of uncertain validity. 

Carpiac EpiLersy.—This is a convenient term for the epilepsy which 
occurs in Adams-Stokes’ disease, and in paroxysmal tachycardia, and for the 
fits which ook occur in congenital heart disease and in some forms of cyanosis. 
They cannot be the equivalents of asphyxial convulsions, for they are not met 
with in severe chronic cyanosis, and, on the other hand, there is usually no 
cyanosis at all when fits occur in Adams-Stokes’ disease. 

VasovaagaL AttTacks.—Under this misleading title, Gowers described 
a recurrent paroxysmal symptom-complex with some or all the following 
components: a sensation of fullness in the epigastrium ; prescordial pain or 
discomfort ; difficulty in breathing ; a sense of impending death ; a slowness 
of mental operations but without disturbance of consciousness; a sense 
of physical fatigue; and coldness of face and extremities. These symptoms 
wax and then wane gradually, and may be present for as long as 4 hours 
from onset to disappearance. 

Gowers stated that he used the term “ vasovagal ” as a purely descriptive 
one, but without implying any theory of causation. Unfortunately, those 
who have adopted his terminology have overlooked its lack of foundation. - 
Further, the various descriptions of these attacks to be found in the literature 
are based almost wholly upon hearsay, the attacks themselves being but 
rarely observed, and do not provide any evidence of vasovagal involvement. 
Thus, the pulse is said to be accelerated, not decreased or irregular, while 
the facial pallor and coldness might equally be the result of local vaso- 
constriction or of splanchnic dilatation. A further vagueness has been lent 
to the conception by the different senses in which it has been employed. 
Thus, Collier has used the term for attacks in which convulsions and loss of 
consciousness occurred, though Gowers expressly stated that consciousness 
was not disturbed. In short, the term has no precise meaning, no sound 
basis of observation, and no proper place in neurological terminology. 

The alternative term recently suggested for the attacks described by Gowers, 
namely, ‘ periventricular epilepsy,” must also lack value until we have 
some precise information as to the nature of the attacks themselves. Lewis has 
pointed out that the term “‘ vasovagal ” may rightly be applied to the common 
fainting or syncopal attacks, and it is better to restrict the term to these. 

Myoctonus Hpitersy.—In this group are included: (1) Epilepsy of an 
ordinary type in which there is much simple epileptic jactitation of the 
muscles between the fits; (2) cases of Unverricht’s myoclonus in which 
epilepsy is coincident. 

Status Epitepticus.—In this condition severe convulsion succeeds 
severe convulsion at short intervals without any return of consciousness 
during these intervals. It is as if convulsion recurred so soon as the body 
recovered sufficiently from the exhaustion produced by the last convulsion. 
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Meanwhile the temperature rises, and may reach a hyperpyrexia. The 
difficulty in feeding and watering, the severe muscular exertion and the 
yrexia add the dangers of acidosis to those of exhaustion, and the patient 
18 shat apt to succumb. Status epilepticus must not be confused with fre- 
uently recurring fits in which there is some return to consciousness during 
the intervals, though it frequently develops from such a condition; for the 
latter are not accompanied by a rising temperature, are more readily subdued, 
and are not of nearly so severe a prognostic import. If the convulsions 
cannot be stopped by treatment, the patient usually dies from sudden collapse, 
or, the fits ceasing, he remains delirious for a while, with rapid heart and high 
temperature, and dies of cardiac failure. Status epilepticus may be met with 
in acute lesions of the brain and in chronic lesions such as general paralysis 
of the insane. It may occur in acute poisoning with lead, bismuth and 
absinthe. It may develop suddenly in any type of epilepsy whatsoever, 
sometimes without apparent cause, sometimes as the result of over-exertion 
and excitement, sometimes when medicines which have been regularly 
administered and which have kept the fits in check are suddenly cut off. 

Diagnosis.—The recognition of epilepsy requires a working acquaintance 
with the nature of its many manifestations and especially of the slight forms, 
little exteriorised, which may be easily overlooked or misinterpreted. The 
sudden unexpected onset, without cause, the transiency, the recurrence, and 
the circumstances of the moment, are useful aids. 

From syncopal attacks (rapid lowering of blood pressure) epilepsy can 
often be distinguished by the slow onset, the gradually increasing pallor or 
greyness, the distancing of sound, the nausea and flatulence, the presence of 
an obvious cause, the length and the stillness of a fainting attack. 

The hysterical attack is easily distinguished by the fact that only the 
convulsion of epilepsy can possibly be confused: the other manifestations 
of epilepsy are never simulated by hysteria. Hysterical convulsion has not 
the manner nor the march of epileptic spasm. It never begins with conjugate 
deviation of head and eyes to one side, there is not the orderly spread of 
convulsion, and there is never but a poor imitation of the sequence of tonic 
followed by clonic spasms. The movements in the hysterical fit are purposive, 
spectacular, violent, and are liable to be increased by restraint and are rapidly 
abolished by complete inattention. The functional fit never occurs except 
in the presence of an audience, for it would then be purposeless, and it never 
occurs during sleep, the tongue is never bitten, though other parts of the 
body and other people may be. There is no transient abolition of the tendon 
jerks, nor transient appearance of the Babinski plantar response. The 
sphincters are never relaxed. Intense converging spasm of the eyes is a 
common feature of the functional attack, but this sign is not met with in 
epilepsy. When functional manifestations follow slight and rapidly transient 
epileptic attacks, the distinction between these and purely hysterical attacks 
is often difficult and sometimes impossible, except after long observation. 
For the initial epileptic attack may be practically unnoticeable, and the 
subsequent events may be typical of hysteria and are usually amenable to 
the same line of treatment. Often some point in the circumstances under 
which the attack occurs will settle the diagnosis. Any attack having occurred 
during sleep, or any attack in which the patient has fallen in circumstances 
of serious denier as among the traffic of a London street, or any attack 
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occurring when the patient cannot attract the attention of others, establishes 
the diagnosis of epilepsy. The best plan is to regard every hysterical fit 
as possibly se a and every fit of doubtful type as probably epileptic, 
until time and circumstance bring definite conviction. 

Migraine may sometimes closely simulage epilepsy when sudden paralysis, 
or sensory auras, or visual hallucinations occur without headache. But 
while the sensory phenomena of migraine may last for 5 to 30 minutes, 
those of minor epilepsy have a duration of seconds only. 

_ Careful search must be made in every case for all the bodily conditions 
with which epilepsy may be associated. Papilloedema, headache and vomit- 
ing may reveal increased intracranial pressure from some lesion of the brain ; 
while local paralysis, sensory loss, visual or other defect may indicate a local 
lesion of the brain, past or present, and this may also be suggested by the 
nature of a local fit. The presence of rickets, infantilism, undue adiposity, 
etc., may indicate the presence of some definite metabolic dyscrasia or 
endocrine disorder. Renal function and the condition of the blood pressure 
should always be examined, for even in early infancy fits may be uremic 
and in the recurring epilepsy associated with small white kidney, and with 
cystic renal disease, the causal disease is frequently unrecognised. Where 
syphilis is likely, the reactions in the blood and cerebro-spinal fluid should be 
examined, Lastly, any evidence of chronic intoxication by metals, alcohol, 
absinthe, etc., should be sought for. 

Cysticerosis epilepsy should be thought of when the patient has lived 
abroad. Diagnosis depends upon the palpation of cysts in the tissues, or 
ea aera in radiograms of calcified cysts in the muscles, or within the 
skull. 

Prognosis.—The outlook in epilepsy is so variable that it is difficult to 
indicate any but the broadest principles in prognosis, Nor can a definite 
forecast be made in any case until the result of treatment has been watched 
for some time; for cases apparently favourable may prove rebellious, and 
those most unfavourable may turn out brilliant successes. Speaking gener- 
ally, a cheerful outlook is justified in all cases except those in which there 1s 
progressive mental deterioration, and in these the outlook is hopeless in 
proportion to the rapidity of the mental change. Naturally, in those cases 
which are associated with serious bodily disease, such as brain tumour, renal 
disease and hypertension, the prognosis involves that of the exciting con- 
dition. 

The danger to life from the epileptic attack itself, either directly or in- 
directly, is not great. However severe the fit, it is extremely rare for death 
to occur, and when this happens it is from turning over and smothering 
with the wetted pillow or from choking with the aspiration of vomited 
material, Injury, burning and drowning may cause death, yet the number of 
epileptics who meet their death in this way is so infinitely small as almost 
to remove the danger of accident from practical perspective. In the rare 
status epilepticus, however, the danger to life may be very great. Spontaneous 
cessation of the attacks occurs in a small proportion of cases. The convulsive 
attacks of infancy, which continue for some years after all cause to which 
they can be attributed has passed away, often cease for ever at the age of 
4to6 years, Again, after 20 years of age spontaneous cessation is met with, 
and it becomes more frequent as life advances. It is, in my experience, & 
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much more frequent event than writers upon this subject, with the exception 
of Gowers, have been willing to admit. 

The probability of cure, arrest or amelioration by treatment may be 
entertained in all cases where no mental deterioration exists and where no 
insuperable bodily disease determines the epilepsy, in proportion as the 
only method of cure—the securing arrest of the attacks for a considerable 
time by drug treatment—can be adequately administered over a long period. 
It is greater when periodicity in the occurrence of fits allows these to be 
anticipated by drug administration. It is much greater when the following 
out of education, or the continuance of regular employment, allows of a 
fully occupied and satisfying life, and much less when education is stopped, 
pleasures and sports forbidden, and the patient condemned to social in- 
feriority and ostracism, and to a gloomy, narrow life of inanition because 
he has a few fits. It is perhaps smallest when severe attacks occur daily or 
at short intervals and when both major and minor attacks occur im the 
same subject. 

Treatment.—General treatment.—The general principles for the main- 
tenance of health if good, or for its improvement if poor, should be adopted. 
Whenever possible, no change whatever should be made from the régime of 
life of a normal person. In childhood, education, discipline and pleasures 
and school life should be continued upon strictly normal iiss and the adult 
should continue with work and occupation. No advantage has accrued 
from the adoption of special diets, such as the abrogation of meat, the 
exclusion of salt or the use of purin-free foods. The production of a low 
grade of acidosis by a ketogenic diet 1s occasionally of value in the epilepsy 
of children. Alcohol seems to be an excitant of the epileptic attack and 
should be forbidden. 

The forbidding of such pastimes as may be fraught with danger should 
a fit occur, such as swimming, boating, cycling and car driving, is necessary. 

Marriage and pregnancy.—The subject of epilepsy sometimes seeks—but 
rarely heeds—advice as to the expediency of marriage, both in its effects 
upon himself (or herself) and in respect of any heritable qualities it ma 
possess. Marriage has no necessary effect upon the course of epilepsy, and, 
as we have seen, direct transmission of the disease is rare. Therefore the 
sweeping medical prohibitions once so frequent in these circumstances are 
not in fact warranted by such knowledge as we possess. Every case must 
be considered on its merits. It has been noted that in the family history 
of the epileptic subject, migraine is a far more common antecedent than 
epilepsy, but no one would venture to advise the migrainous subject against 
marriage or parentage on any so-called eugenic grounds, In respect of 
pregnancy it is usual, though not constant, for fits to cease in the epileptic 
woman when pregnant, and in any event the occurrence of fits at this time 
constitutes no special danger and is not an indication for the artificial ter- 
mination of pregnancy. 

Institutional treatment.—In cases where there is low mentality, much 
mental degeneration or insanity, and with frequent fits, where no adequate 
care and occupation can be provided at home, there is every advantage in 
a colony, institution or asylum for epileptics. In such patients little or no 
good can be done by medicinal treatment, whereas regular work, discipline 
and interest often mitigate greatly the burden of the malady. 
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Surgical treatment.—There still remains a very widespread impression 
that local fits and fits following upon injury to the skull are likely to be 
benefited by decompression. There is, however, little evidence that such 
procedures benefit epilepsy of any kind. Cases are on record in which a 
cortical scar, or a meningeal adhesion to the cortex, has become an epil- 
eptogenic focus the excision of which has been followed by cessation of 
attacks. The presence and situation of such a scar having been previously 
determined by the lumbar insufflation of air and the taking of an encephalo- 
gram. In general the dictum of Pierce Clark is just, that “all operative 
measures upon the brain in epilepsy are allowable only when they are in- 
dicated by definite physical signs other than the fits.” Thus, in a case of 
cerebral tumour producing epilepsy, operation is justifiable for the relief 
of the papillcedema, headache, etc., and with the hope of possible removal 
or of obsolescence of the growth following the decompression. 

Medicinal treatment.—Further than the measures above described, the 
treatment of epilepsy is purely medicinal. There are two groups of drugs 
which have a remarkable effect in arresting or mitigating the occurrence of 
the attacks in epilepsy. They seem to have much the same effect, and may 
conveniently be combined or alternated in the treatment of any given case. 
Sometimes one group is found to suit an individual patient better than the 
other. No advantage seems to accrue from administering these remedies 
more than twice in the 24 hours, nor from using large doses. Moderate 
doses, such as will cause no deterioration in bodily or mental health, even if 
taken regularly and for years, seem to bring about the best results. The 
first group is that of the compounds of bromine, of which sodium bromide 
seems to have an advantage over the others, both as regards efficacy and 
toleration. The organic compounds of bromine are not so useful. Sodium 
bromide should not be given in larger doses than 25 grains (1°5 G.) to an 
adult, nor should more than 60 grains be given in the 24 hours. It is con- 
veniently combined with arsenic (min. 2 to 3) in the form of liquor arsenicalis, 
since this has the effect of checking the occurrence of acne. If it be ad- 
visable to conceal the fact that bromide is being administered, Gelineau’s 
‘‘ dragées,” each of which contains 15 grains of potassium bromide, may 
be prescribed. 

Bromism.—Even in ordinary doses, the bromides may cause some acne 
of the skin, especially in subjects who are prone to acne, but this is the sole 
derogatory effect of this remedy, which is of common occurrence. The true 
bromide rash, which was met with in the early days of bromide treatment 
when huge doses (even an ounce thrice daily) were in vogue, is highly char- 
acteristic. It is hardly ever seen in these days, but I have twice met with it 
from moderate doses of bromides. Mental dulling and conditions of sub- 
coma, which may occur from poisonous doses of the bromides, are rarely met 
with from appropriate medicinal administration, except in elderly subjects. 
The mental deterioration due to the epilepsy in certain cases is often attri- 
buted by the laity to this cause, but this occurs, and sometimes in much 
greater degree, in the absence of bromides. 

The second group is that of the malonyl-urea compounds, of which 
phenobarbitone (luminal) and soluble phenobarbitone are examples. These 
are very powerful drugs, and must be used with care. Phenobarbitone has 
certainly the advantage over soluble phenobarbitone in being more pro- 
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longed in its action. It is conveniently prescribed in doses of $ grain to a 
child, and 1 grain, with a maximum dose of 1} grains, to an adult. In larger 
doses it is a powerful hypnotic, and in patients who have idiosyncrasy it 
may produce a troublesome kind of frenzy. It appears to be a more certain 
means of warding off attacks for many hours after its administration than 
is bromide. 

Whatever remedy is chosen, whether it be the bromide or luminal or a 
combination of the two, it is essential if possible to anticipate the occurrence 
of the fit by the administration of the drug. Thus, if fits are nocturnal only, 
the remedy is en in a single dose at night, or if diurnal only, in a single 
dose in the early morning. Again, if, as often happens, the fits occur soon 
after waking, then the single nightly dose should be used. Or, if the fits 
occur or are more frequent at the menstrual epoch, they should be antici- 
pated by increased dosage before and during that epoch. With fits that 
are diurnal and nocturnal, a night and morning dose should be used. As it 
is less important in patients who have employment when fits occur by night, 
and often most disastrous when they occur at work, for with the present 
Workmen’s Compensation Act no company will insure a known epileptic, I 
prefer to give phenobarbitone as the morning remedy and bromide as the 
nightly remedy, since I consider phenobarbitone to be the greater safeguard 
against the occurrence of the attacks. The question at once arises, Why 
should two remedies be used? The answer is that these drugs are by no 
means identical in action, and that the nature of the cause of epilepsy 
certainly varies in individuals. Some patients do best on phenobarbitone 
alone, others on bromide alone, and others on a combination of the two, and 
the best course can only be determined after trial. 

Recently, Merritt and Putnam in Boston have introduced the use of 
sodium diphenyl hydantoinate (dilantin, epanutin) for epilepsy. Favourable 
results are claimed for this in cases that have not responded well to bromide 
or satan bee and some confirmation of its value is being obtained 
in this country. Obtainable here under the names of epanutin and solantoin, 
it is dispensed in capsules containing 14 grains. For small children dosage 
is begun with 14 grains twice daily, increased to three or even four times 
daily until optimal results are obtained. For adults 14 to 3 grains twice or 
thrice daily may be given. Symptoms of intolerance or of overdosage are 
tremor and unsteadiness, and these call for reduction of dosage. It seems 
safe to say that for adults a dose of 3 to 4 capsules daily is without untoward 
consequences, or unpleasant symptoms. | 

When the change is being made from some other medication to epanutin, 
this should be gradual, one of the daily doses of bromide or of phenobarbitone 
being substituted in the first week, a second one in the following week, and 
complete substitution being achieved in the third week. It is perhaps too 
soon to estimate the value of this drug in comparison with its many pre- 
decessors, but in some instances it is certainly more effective in controlling 
fits. Its use is said to be contra-indicated in elderly persons with hyper- 
tension and in debilitated subjects. 

Many other remedies have been advocated in epilepsy ; a few only have 
stood the test of time and are still in use, both as alternatives and adjuvants to 
the treatment above given. These may be placed in order of merit as bella- 
donna, digitalis and allied drugs, especially adonis vernalis, opium and borax. 
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Belladonna has a striking effect upon a few isolated cases. It makes 
some cases definitely worse. Digitalis and adonis vernalis are commonly 
used as adjuvants, and I think sometimes with benefit. Morphine given in 
careful doses is of great use in status epilepticus. Thyroid is often of value 
in the epilepsy associated with sarabrel agenesia (cerebral diplegia), mental 
and bodily backwardness and infantilism. It probably acta by rendeiing 
bodily metabolism more normal and in enhancing development. 

Stratus Epitzpricus.—The treatment of this condition, and that of 
rapidly repeated fits which not infrequently merges into status epilepticus, 
is quite different from that of epilepsy in general, for the remedies useful in 
the latter condition are useless and even do harm in this urgent and dangerous 
state. The first thing to be done is to check the convulsion, and this 1s best 
achieved by the hypodermic injection of 3th of a grain of morphine. (Gowers 
preferred hyoscine.) Another remedy is paraldehyde, in large doses 
(360 minims), and this has recently been successful at the National Hospital. 
It has the obvious advantage that it is stimulating and not depressant. 
The remedies formerly used such as bromide and chloral by the rectum 
are worse than useless, The next measure is to secure that the patient shall 
be provided with adequate stimulants in the form of food, water and even 
alcohol. To which end a nutritious liquid meal of high stimulating value and 
containing sugar to combat acidosis should be given by means of the nasal 
tube at regular intervals. An action of the bowel should be obtained as 
soon as possible, with a rapidly acting aperient administered with the food, 
and by warm water enemata. The pyrexia should be controlled by sponging 
repeatedly, and if high by continuous immersion, and this alone will some- 
times have a dramatic effect in checking convulsion when pyrexia exists. 
When consciousness returns, feeding and stimulation must be carefully 
continued, with a gradual resumption of the routine treatment of epilepsy. 

NarcoLersy.—In this remarkable and, as Adie has shown, by no means 
rare condition, two quite different kinds of attack occur. The one is the 
sudden onset of apparently normal sleep, which comes usually at a moment 
of inattention, several times a day. The sleep lasts from a few seconds to 
a few minutes; it is rousable, and the patient is wide awake at once and 
knows that he has slept, and sometimes that he has dreamed and can describe 
the dream. Many of the patients have a warning in the way of a feeling 
of intense fatigue and, thereafter, can so far repel the onset of the attack 
by an effort of will as to be able to get out of harm’s way; but the attack 
is inevitable, and it is always the more severe the longer it is resisted. The 
second variety of attack is called the “cataplectic” attack, and this is 
produced mostly from a sudden emotion, which may be of any kind, but is 
usually an emotion which provokes laughter. There is a sudden feeling of 
intense weakness in the limbs, which become flaccid. The patient drops 
anything that he may be holding and crumbles to the ground, but often 
only into the sitting eee: The eyelids drop and the head falls forward 
with the jaw dropped, and there is sometimes twitching of the muscles of 
the face, tongue and neck. There is complete inability to move the limbs 
and generally inability to speak, but consciousness is completely retained, 
so that the patient is afterwards able to recount every event and repeat 
every word spoken during the attack. In one typical case a cataplectic 
access was habitually induced by feelings of amusement or of anger, but 
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surprise was equally effective. Thus, when tara a suddenly rising fish 
caused the patient’s rod to droop in his suddenly weakened arm, and when 
oe his gun drooped helplessly if a bird broke unexpectedly into view 
near him. 

Usually an idiopathic malady, narcolepsy has been recorded in a few 
instances as a sequel of encephalitis lethargica. The malady appears never 
to be familial, and it does not occur before the age of puberty. Once de- 
veloped, it usually continues throughout life, with variable frequency of the 
attacks. In most cases (amphetamine) benzedrine sulphate is specific in its 
action on narcolepsy. An initial dose of 1 tablet (10 mgm.) after breakfast 
and another after luncheon. This may be cautiously increased to 2 or even 
5 tablets after these two meals, with a smaller dose after tea. Symptoms 
of overdosage are sleeplessness, restlessness and tremulousness. Less 
efficacious, but yet of distinct value in some cases, is ephedrine sulphate of 
doses of 4 grain twice daily. 


MIGRAINE 


Synonym.—Paroxysmal headache. 

Definition.—A common malady of which the only essential character- 
istic is recurring intense headaches, which usually develop on waking in the 
morning, and may be unilateral, frontal, occipital or general. The attacks 
usually date from childhood, but sometimes commence during later life. 
The headaches are often associated with vomiting, which has given rise to 
the designation “sick headaches” or “ bilious attacks,” with which is 
associated much vestibular disturbance as in sea sickness, and with peculiar 
disturbances of vision. Less common symptoms of the disease are peculiar 
slow sensory aure, which occur in no other malady, attacks of hemiplegia 
or monoplegia or of aphasia, and attacks of ophthalmoplegia. Some of these 
phenomena may accompany the headaches, but others occur in attacks 
quite apart from the headaches, and may for that reason give rise to difficulty 
in diagnosis. 

ZEtiology.—The malady commonly makes its appearance at about the 
age of puberty, and tends to persist, with fluctuations in severity and fre- 
quency of attacks, until middle age, disappearing in women with the meno- 
pause. Its persistence in old age is exceptional. A history of familial in- 
cidence is common, and the subjects are commonly of an energetic and 
intelligent type. 

Nothing 1s known with certainty of its essential nature of causation, 
and in consequence hypotheses are rife. Thus, digestive disorders, errors 
of refraction, of metabolism and of endocrine function have all been evoked 
as responsible factors, though without clear evidence in the case of any of 
them. Yet the correction of such errors when they obtain does not suffice 
to cure the malady, and it is probable that they are never more than pre- 
cipitating factors in sascaptbls subjects. Spasm of cerebral arteries has 
also Lei suggested as a cause of the attacks, but again without adequate 

ounds. 
id The subjects of migraine are often bad sailors and bad train travellers, 
and méntal and bodily fatigue and emotional disturbances are commonly 
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followed by an attack. It is important to remember that tumours of the 
occipital lobe and also intracranial aneurysms may be associated with 
attacks exactly resembling migraine. | 
Symptoms.—The subjects of migraine are usually otherwise quite healthy, 
and are often robust and strong. No peculiarities of blood pressure are 
noticeable. Premonitory signs of the attacks are present in some cases, 
and these may take the form of an unusual feeling of well-being and intel- 
lectual acuity, or, on the other hand, of lassitude and depression. The 
attack commences most commonly on waking in the morning, when on 
raising his head from the pillow the patient experiences a sense of vestibular 
disorientation with giddiness, ocular confusion and nausea, such as is com- 
monly felt at the commencement of sea sickness. It is at this stage of the 
attack, and within a few moments of its commencement, that the visual 
phenomena occur when these are present. Often the patient vomits at 
once from the vestibular disturbance, but sometimes vomiting is delayed for 
hours, and the vomiting may be continued as long as the giddiness persists. 
The visual disturbances last but a short time (from 10 to 20 minutes), but 
leave, as @ rule, some confusion of vision and discomfort throughout the 
attack. The headache follows shortly upon these initial symptoms. It is 
cumulative, and expansile in character, and often begins constantly in a 
localised spot in the temple, forehead or eyeball, as a sharp boring pain 
which pradually spreads, and may involve the neck and arm. The pain 
may be unilateral, frontal, occipital or quite general. As the headache 
increases the face becomes pale and grey, the patient becomes much pro- 
strated and incapable of mental or physical effort, and is unable to take food. 
Light, noise and movement aggravate the pain. After remaining in this 
condition for many hours, he falls into a heavy sleep, and awakes next 
morning shaken by his illness, but otherwise well. The above description 
covers many attacks of migraine, but many variations occur. The attacks 
do not always occur on waking, they may come on at any time of night or 
day. They may be rapidly transient, lasting but a few hours only, or they 
may last for days and even as long as 3 weeks, and give much anxiety in the 
attempts to faa nourishment and sleep for the patient. In some cases 
of long standing, the attacks become less severe towards middle life, and a 
persistent aggravating headache may develop between the attacks. When 
such a persistent headache is complained of alone, it is very important to 
inquire about preceding migraine, for the same treatment is applicable to 
the two conditions. One of the most characteristic features of the headache 
is that when once it is in full swing, no remedies will relieve it except natural 
sleep. 
isual phenomena.—Considering how very common migraine is, it must 
be clearly understood that any visual phenomena except slight confusion of 
vision accompanying the attacks, are rare. These may take the form of 
eneral mistiness of vision, floating spots, scotomata, bright stars and colours, 
emianopia, double hemianopia with complete blindness, or psychic hallu- 
cinations of vision. In connection with scotoma and with hemianopia, ‘the 
phenomenon of teichopsia may occur as follows: Upon the dark back- 
ground of the scotoma or hemianopic field, a ball of light appears, which 
grows larger and becomes dark in the centre. This ring of light breaks at 
one spot, opens out and takes the form of a series of entering and retreating 
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angles (castellation figure) which become gloriously coloured (fortification 
spectrum) and which later become fragmented and fade. These visual 
events usually occur at the very beginning of the attack, before the headache 
develops, and they are rapidly evanescent, but they may occur as isolated 
phenomena, when no headache occurs. 

Aphasic attacks may take the form of confusion of speech, word-blindness, 
or even of loss of speech-acceptance and exteriorisation, They accompany 
the headaches and ocour at the commencement of the attacks. They are not 
of common occurrence. 

Hemiplegic and monoplegic attacks usually occur quite apart from the 
attacks of headache. They, too, occur on waking, and consist of a transient 
uselessness and weakness of limbs, which lasts a few hours only. They are 
characterised by their occurrence in young subjects who suffer from pro- 
nounced migraine ; they are rapidly transient and are not accompanied by 
organic signs, and almost invariably other members of the family are 
migrainous, and suffer with similar attacks of paralysis. In Michell Clarke’s 
cases, 11 members of one family in three generations were so affected. 

Sensory aur@.—These are somewhat rare events, but they are pathogno- 
monic of migraine, and usually occur quite apart from the headaches. The 
aura commences upon the periphery of a limb and is likened to that which 
would be produced by a multitude of cold-footed insects creeping on the 
skin. It travels very slowly towards the proximity, taking half an hour or 
more to reach from the fingers to the head, and is very alarming to the 
patient. It disappears rapidly without further event. It is the only aura 
with an exceedingly slow spread. 

Ophthalmoplegia.—This is a very rare but most important event. It occurs 
only at the height of the headache, in severe attacks. Indeed, the patients 
usually say that the headache, during which the ophthalmoplegia occurred, 
was the very worst they had ever experienced. It is a paralysis of the oculo- 
motor nerve trunks, most commonly of the sixth nerve alone, but sometimes 
of the third or fourth nerves, or of a combination of these three. It 1s gener- 
ally unilateral, but may occur simultaneously on both sides. Severe diplopia 
results. It passes off in from a few days to a few weeks. When once it 
has occurred, it is apt to recur with subsequent attacks. In one of my 
patients, paralysis of the sixth nerve persisted for 18 months, gradually 
lessening between the attacks, and becoming complete with each fresh attack 
of headache. It disappeared completely, with the cessation of the headaches, 
when adequate treatment was a piled: 

Diagnosis.—This presents little difficulty, if it be borne in mind that long 
installed recurring headaches on waking in the morning are surely migraine. 
The condition of the urine should exclude those renal cases with migraine- 
like headaches. Hach case should be carefully examined for signs of organic 
nervous disease, and especially for persistent hemianopia and ay Som 
which would indicate an organic lesion of the occipital lobe. Those who 
are not familiar with the full range of sensory symptoms that may precede 
the onset of the headache, and do not realise the severe disturbance of the 
speech function which in some cases accompany them, are apt to take an 
unduly grave and erroneous view of the history given by a subject who 
has experienced them. Thus, a diagnosis of petit mal, or of cerebral tumour 
is not rarely made. It should be remembered, therefore, that the disturb- 
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ances which occur in a minor epileptic attack are momentary in duration 
and never persist, as do the migrainous symptoms in question, for several 
minutes. Again, consciousness is neither lost nor blunted in migraine. 
Although, as has been pointed out, a rare case of migraine ultimately turns 
out to be one of cerebral tumour, the latter diagnosis cannot readily be 
made unless there are supporting signs of a structural lesion. It is probable 
that the so-called ophthalmoplegic migraine, in many instances at least, 
is & symptom-complex bearing no relation to true migraine but dependent 
is ee & gross intracranial lesion, perhaps most often an unruptured aneurysm 
of the internal carotid artery. 

Treatment.—There are but few oases of migraine that cannot be materially 
benefited by treatment. Some are completely cured, while in others the 
attacks become milder and occur at much longer intervals. Careful atten- 
tion should be paid to improvement of nutrition and generat health, should 
these be defective. The avoidance of undue fatigue and of worrying 
emotions, and of any factors which are known to produce the attacks, is 
important, Errors of refraction should be adjusted if they are important. 
Medicinal treatment is by far the most useful agent. A mixture containing 
min. | of liq. trinitring, min. 5 of lig. strychning, min. 10 of tinct. gelsemii, 
and 10 grs. of sodium bromide, made acid to preserve the stability of the 
nitro-glycerine, and administered thrice daily for many weeks or months, 
was advocated by Gowers ; and truly there are few cases of migraine which do 
not derive great benefit or complete cure from this treatment. Phenobarbi- 
tone, in doses of 1 grain given every night, is most valuable, and may be 
used in addition to the foregoing prescription. The individual attacks are 
difficult to relieve. Sometimes a full dose of phenazone, acetanilide, phen- 
acetin or aspirin given at the very commencement of the attack will ward 
it off, but these are useliss when the headache has fully developed. The 
use of ergotamine tartrate—by mouth or hypodermically—has recently 
been recommended as an effective method of cutting short an attack of 
migraine. In some subjects, though by no means in all, it is useful for this 
purpose. Sometimes a full dose of alcohol has the same effect. It remains 
to keep the patient as comfortable and quiet as possible till sleep occurs. 
Where the attacks last over the 24 hours, and especially when they last for 
days, the only remedies are to induce sleep and to keep the patient nourished, 
the latter object being difficult to attain in long-lasting attacks. To this 
end hypnotics, such as barbitone or carbromal (adalin) may be used. 
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CHOREA 


Synonyms.—St. Vitus’ Dance; Sydenham’s Chorea; Rheumatic 
Chorea. 

Definition.—Chorea is an affection of the nervous system caused by 
rheumatic infection, and characterised by the occurrence of spontaneous 
involuntary movements, irregular both in time and in place of occurrence 
and in nature; by inco-ordination of voluntary movements; by muscular 
weakness, and by a variable degree of psychic disturbance. 
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fEtiology.—Chorea is rare among negroes, Indians and coloured races, 
whilst it is especially common in Jewish races. It is much more common 
among the poorer classes than among the well-to-do. Its incidence is upon 
nervous highly-atrune subjects rather than upon the phlegmatic, and this is 
probably to be explained by the fact that the rheumatic subject is likely 
to be nervous and highly strung. Chorea is practically unknown during 
the first three years of life, and is very rare before the fifth year has passed. 
Common between the ages of 5 to 10 years, it reaches its maximum incidence 
between 10 and 15 years. After the age of 20 it is rare, except in connection 
with pregnancy; but a few cases have been reported up to the age of 
60 years which have certainly been examples of rheumatic chorea. Females 
are affected twice as frequently as are males. Heredity concerns the incidence 
of chorea in two ways: firstly, as regards the inheritance of the rheumatic 
tendency, which is the most important cause of chorea; and secondly, in 
respect of the inheritance of the neuropathic tendency, for it is when these 
two are coincident that chorea is most prone to occur. As early as 1802 
rheumatism was regarded as the cause of chorea, and all subsequent investiga- 
tions have upheld this theory. The family history of a choreic patient gener- 
ally brings to light the occurrence of acute rheumatism, of cardiac disease 
and of other rheumatic manifestations among other members of the family. 
Often the patient has suffered with rheumatic erythema, purpura, rheumatic 
nodules, recurrent sore throat and growing pains before the appearance of 
the chorea; less often an attack of acute rheumatism or cardiac disease 
has occurred. A large percentage of those patients who have never shown 
any sign of the rheumatic state before or during the attack of chorea sub- 
sequently suffer with rheumatic symptoms. The British Medical Associa- 
tion Collective Investigation Committee found that rheumatism preceded 
the chorea in 26 per cent. of the cases, and that in 46 per cent. of the re- 
mainder rheumatic signs accompanied the chorea, or appeared subsequently. 
If to the total of choreic patients who present rheumatic signs at some time 
or other, one adds those with no personal history of rheumatism, but with 
a family history of rheumatism, it will be found that there are but few cases 
of chorea in which a personal or family history of rheumatism is absent. 

Psychical disturbances—Any emotional disturbance, such as fright, 
anxiety, depression or overpressure in school, may sometimes act as immediate 
determining factors, but much more often these events simply aggravate 
symptoms which are already present in slight degree. 

Pregnancy.—The relationship of pregnancy to chorea is very definite. 
It is generally met with in first pregnancies, and before the age of 25 years, 
and in most cases the pregnancy appears to be the only obvious cause for 
the chorea. The onset of the chorea is usually between the first and third 
months of pregnancy. It is liable to recur with subsequent pregnancies. 

Pathology.—The complex nature of the involuntary movements in 
chorea, and their association with psychical disorders of greater or lesser 
degree indicate the cerebral cortex as the seat of the pathological process. 
The essential lesion has proved very difficult of detection by microscopical 
investigation, but according to Greenfield and Wolfsohn it consists in a 
diffuse meningo-encephalitis affecting mainly the cerebral cortex, the basal 
ganglia and the pia-arachnoid. 

ymptoms.—The onset is usually gradual, but it is sometimes abrupt, 
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when emotional] disturbance has been the determining cause. The appear- 
ance of choreic movements is often preceded by alterations in the mental 
and physical condition of the child. She becomes nervous and more impres- 
sionable than before. She is increasingly unable to apply her attention. 
She becomes clumsy in her movements—and lets fall objects which she is 
holding. Ansmia, apathy and languor and irregularity of appetite are 
commonly present. At this time, careful observation will discover slight 
involuntary movements of the face and fingers which are often unilateral 
in distribution. From day to day the movements become more marked 
and spread to the limbs and trunk. The face is constantly grimacing, and 
the hands and arms scarcely cease from turning about, and affection of the 
legs makes the walking irregular and clumsy. The child can no longer keep 
still, the respiration movements become irregular and spasmodic, and the 
chorea is fully developed. The characteristic symptoms of a well-marked 
case of chorea are—(1) involuntary movements ; (2) weakness of voluntary 
movements; (3) ataxy or loss of precision of voluntary movement; (4) 
emotional instability and other psychic disturbances. 

1, THE INVOLUNTARY MOVEMENTS are always irregular as regards time 
and as regards the nature of the movement. Similar movements are never 
repeated successively in the same part. Each movement begins rapidly, and 
ends suddenly, and one frequently sees the involuntary movement compli- 
cated by the addition of a voluntary movement to cover the fault. The 
majority of the movements are complicated, involving several muscles and 
often more than one joint. In the face, the more simple movements take 
the form of asymmetrical twitches in the lips, and about the angles of the 
mouth and orbits. In more severe cases, the strangest grimaces may occur. 
The tongue is thrust into one cheek, then projected just in time to esca 
the sudden snap of the open mouth. When asked to show the tongue, the 
child puts it out rapidly and holds it there by closing the teeth upon it. 
Smacking of the tongue and palate may often be heard at a distance. Lateral 
movement of the jaw is common. Recording to the severity of the case, 
speech may be difficult, the words being articulated slowly in slurred mono- 
syllables. For the same reason, swallowing may be difficult or impossible 
in severe cases, and may necessitate nasal feeding. That the ocular muscles 
participate in the involuntary movements only in very severe cases. 

In the upper extremities the movements appear first in the hand. The 
thumb is more restless than the fingers, which are spread and pressed to- 
gether, flexed and extended, alternately ; the wrists twist about irregularly, 
the forearms are constantly agitated with movements of pronation and 
supination, flexion and extension; while all possible movements of the 
shoulder occur. When the upper extremities are outstretched, the hands 
assume the position of flexion at the wrist and over-extension at all the finger 
joints in so many of the cases as to make this a characteristic feature of chorea, 
The lower extremities are less severely affected than is the rest of the body, 
and here the movements are best seen when the child is lying down. The 
gait tends to be clumsy and insecure, and in severe cases walking becomes 
impossible. Alteration of the rhythm of the respiratory movements is con- 
spicuous and is highly characteristic of chorea. The breath is often taken 
rapidly and held for some time, then let go with a loud sigh. The trunk is 
often involved, and movements of a writhing nature are characteristic. 
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So far as the limbs are concerned, the movements may be confined to 
one side, more commonly the left side, and the condition is then called 
hemichorea ; but the involvement of the face and trunk is always bilateral 
and is generally equal upon the two sides. In hemichorea, the movements 
are always of slight severity. Severe chorea is never confined to one side. 
Choreic movements cease during sleep, and, except in severe cases, can be 
controlled more or less by voluntary effort; the attempt to write, for 
example, will generally cause cessation of the movements in the right arm 
for the time being. They are generally increased by observation, emotion 
and self-consciousness, but in a few cases it will be found they are worse 
when the child is alone and unobserved. The violence of the movements 
of the limbs may cause the skin over the prominences to ulcerate from 
friction against the clothing, and the head and limbs may be badly bruised 
from contact with adjacent objects, and unless the patient be properly 
protected, wounds may occur, which are liable to infection with such grave 
consequences as abscess, erysipelas and pysmia. . 

2. Loss oF POWER is shown in the mild cases by incapacity for exertion 
and undue fatigue. More severe degrees of paresis may accompany or 
succeed the appearance of the movements. It may be observed that in one 
limb, or upon one side of the body, the choreic movements are becoming less 
marked, and that the limbs are becoming progressively weaker. Soon the 
arm hangs loosely by the side, and the leg is dragged in walking. The degree 
of choreio paralysis bears no relation to the severity of the movements, for 
the former may be severe, when the latter are slight and vice versa. Choreic 
paresis is apt to return with successive attacks of chorea, but not always 
In the same region. 

Lamp Chorea (chorea mollis).—This is a more severe degree of choreic 
paralysis affecting the whole musculature. It may be preceded by the 
usual symptoms of chorea. More often the paralysis is the first noticeable 
symptoms, and this develops rapidly in from 24 to 48 hours. The paralysis 
is characterised by complete flaccidity of the limbs; the child lies upon its 
back and does not move, and if one of the limbs be raised from the bed and 
then released, it falls limp and lifeless. The head is no longer held in a natural 
position, but falls round on to the ear. Careful investigation, however, 
rarely fails to reveal some slight choreic movements, either in the face or 
in the fingers. Paretic chorea and chorea mollis run a benign course, and 
recovery is sald to be almost invariable. 

3. INCO-ORDINATION OF VOLUNTARY MOVEMENT may be the first symptom 
of chorea to draw attention, and it may precede the appearance of the choreic 
movements. It may be very obvious when the movements are slight, and it 
is most noticeable in those of the hand and forearm, which lack precision, and 
in those of articulation, deglutition and respiration. The involuntary move- 
ments that have been described are superimposed upon voluntary move- 
ments which they render inco-ordinate, at times interrupting them abruptly 
and at other times tending to prolong them. 

4, PsycHICAL DISTURBANCES are common, some degree of emotional 
instability, failure of attention and depression being present in most cases, 
and, generally, pc pe aula to the severity of the affection, Delirium may 
occur in acute grave cases, It is usually violent and loquacious, and 
resembles other forms of toxic delirium, and it is of serious prognostic import. 
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Mania is quite exceptional in children, but it is not an uncommon complica- 
tion in adolescents and adulta. The form of the aberration may be acute 
mania, melancholia or delusional insanity. The psychical disorders, slight 
or severe, usually disappear with the chorea, and in all cases the prognosis 
as regards permanent mental recovery is good. 

Ocutar PaeNnomMEna.—The pupils are frequently dilated and may be 
unequal and excentric, and hippus may be present. 

Sensibility is not anaieed: The sphincters are not affected. The skin 
reflexes are normal. The deep reflexes are also normal in a large proportion 
of cases, but often the knee-jerk shows an alteration which is peculiar to 
chorea. On tapping the patellar tendon, the resulting contraction of the 
quadriceps is unduly sustained, and the leg remains in a position of extension 
at the top of its excursion for several tenths of a second. This is not invari- 
ably present even in a series of knee-jerks taken successively from a single 
subject, and the occasional appearance of an apparently sustained jerk is 
due to the coincidence of reflex contraction and choreiform movement. In 
severe cases, the deep reflexes may be diminished and rarely may be absent 
for months. 

RuevumatTio ManirestatTions.—Cardio-vascular changes are common in 
chorea. In nearly all the cases, careful and repeated examination of the 
heart will reveal slight dilatation and reduplication of the second sound, 
often with reduplication of the first sound, and increased rapidity of the 
pulse. Doubtless these are signs of a slight myocardial weakness, resulting 
from the rheumatic infection. Irregularity of the pulse is probably dependent 
upon the altered rhythm of respiration. Syatalic murmurs are common, 
and these may be hemic in nature, or may be the expression of cardiac dilata- 
tion, but in the majority of cases they are indicative of endocarditis. Endo- 
carditis is present in 90 per cent. of the fatal cases. At least one-half of all 
cases present cardiac murmurs, which are suggestive of the presence of 
endocarditis, while some cases with no cardiac murmur during life are found 

ost mortem to have endocarditis. The mitral valve is commonly affected, 
fesiatis of the aortic valve being quite rare. Pericarditis is a frequent associate 
of endocarditis; only in rare instances does it occur alone. The valvular 
affections which are met with in chorea may be the result of antecedent 
rheumatism, or they may develop in the course of the chorea; or while no 
signs of endocarditis are present during the attack, the patient may shortly 
afterwards present the signs of organic valvular disease. Cutaneous affections 
which occur in rheumatism are met with also in chorea, namely, erythema, 
purpura and subcutaneous nodules. Acute articular rheumatism 1s com- 
paratively rare, and when it occurs it is usually accompanied by a cessation 
of the choreic movements. When rheumatic phenomena are present and in 
the acute mania of chorea, pyrexia is usually present, but uncomplicated 
chorea is an apyrexial disease. 

RecurrEeNcE.—One-third of the subjects of chorea have more than one 
attack. Females are more prone to a recurrence than males in about the 
same proportion as they are more liable to original attacks. The average 
interval between the attacks is one year. If, therefore, a patient has remained 
well for 2 years, it is improbable that a recurrence will take place. The 

ter the number of choreic attacks, the more likely is the heart to be 
ound affected, and, therefore, cardiac complications are more often met with 
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in recurrences. In a recurrence of chorea the symptoms are usually less 
severe and their duration shorter than in the original attack. 

Course and Prognosis.—The disease tends to a spontaneous termina- 
tion after a variable time, which is usually from 6 weeks to 6 months. The 
duration rarely falls short of the earlier period. The average duration of 
cases treated in hospital has been found to be 10 weeks. Cases which last 
for more than 12 months are not rare, and slight cases with remissions may 
last several years. The course of the malady is that after a gradual develop- 
ment of symptoms, there is a stationary period during hich symptoms are 
well marked, followed by a period of gradual diminution. In some of the 
more severe cases of chorea where deglutition is difficult the patient is likely 
to be insufficiently fed; and this constitutes a grave danger, since in the 
condition of semi-starvation so induced, the chorea develops apace. Articu- 
lation and swallowing become impossible, and the movements become 
ceaseless, so that both rest and sleep become impossible ; the patient wastes 
rapidly, and is in danger of death from exhaustion unless prompt measures 
for restoring the depleted nutrition are taken. This is the condition known 
as ‘‘ chorea gravis.” 

The proportion of fatal cases occurring in chorea is less than 2 per cent. 
Death is most often met with in first attacks, occurring about the age of 
anal and it is very uncommon in young children and in recurrences of 
chorea. 

Diagnosis.—The nature of the involuntary movements of chorea is 
usually so characteristic as to make diagnosis easy, and to avoid any confusion 
with other maladies which present conspicuous involuntary movements. 
Nevertheless, occasionally a case of multiple tics in a child does present 
difficulties, for the movements are not—as is so commonly stated—invari- 
ably repetitive. In chorea the involuntary movements may lead to the 
dropping of objects from the hands. This does not happen in the case of 
tics. Again, when the choreic subject gives the observer a firm and sus- 
tained handclasp, the irregular waxing and waning of the muscular contrac- 
tion may be felt throughout by the observer. In a case of tics, the contraction 
is steadily maintained as in the normal subject. In myoclonus, the 
movements are short and shock-like, while in athetosis they are slow and 
rhythmic. 

Treatment.—It is all-important in the treatment of chorea, from the 
mildest to the most severe cases, that physical and mental tranquillity 
should be secured. It is well to commence treatment in every case with 
several days’ absolute rest in bed, provided that such treatment can be carried 
out without entailing the fretting which enforced imprisonment may produce. 
A bright room, an interesting companion, and varied amusements during 
the period of rest, are desirable, and isolation from other children is advan- 
tageous. It is, however, better to abandon enforced rest than to allow it 
to become irksome to the patient, and result in mental depression and 
emotional upsets—conditions above all things to be avoided. 

When absolute rest is considered inadvisable, or after it has been carried 
out, the ordinary periods of rest should be prolonged. The child should 
be well clad in woollen garments, especially at night, since the spasmodic 
movements are liable to leave her uncovered. Improvement in the condition 
of bodily nutrition is to be aimed at in all cases. Choreic children are mostly 
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ill-nourished and thin, and the effect of a liberal supply of food and nutritious 
food upon the course of the disease is striking. Wher swallowing is difficult, 
it is best to resort at once to nasal feeding, which rarely causes as much 
discomfort as the ineffectual and exhausting endeavours to take food with 
the spoon. A china feeding-cup must never be used, since the spout may be 
broken off ; an enamelled metal cup is safe. It has been pointed out above 
that chorea gravis is dependent upon a condition of relative starvation, and 
here nasal feeding should be employed, and the meal should consist of strong 
beef-tea, Benger’s food, lactose and milk; it should not measure more than 
three-quarters of a pint for a child of 8 years old. Severe cases, in which 
the movements are violent, call for skilled attention, and a trained nurse 
is required night and day. The patient should lie upon a water mattress, 
perc upon a large guarded bed, the sides of which are everywhere protected 

y pillows, which must be fixed. When a cot is used, it is easy to pad all 
the ironwork with cotton-wool, over which bandages are wound. If the 
limbs are injured, they should be wrapped in cotton-wool applied with a 
light bandage. 

When the patient is improving, measures calculated to enhance control 
of the limbs, such as exercises under supervision and simple drill, are very 
useful in hastening the disappearance of the movements. Warm and tepid 
baths and douches applied regularly and in such a way as to be grateful to 
the patient, and to produce no fright, are very useful adjuncts. The com- 
pounds of salicylic acid are of great value, and of these aspirin is the most 
useful. It should be given thrice daily after meals in doses of 10 grains for 
a child between the ages of 6 and 14 years, and 15 grains for an adult, and 
it should be continued until convalescence is complete. It is well borne 
and has no deleterious effect, and even more frequent doses may be given. 
A larger dose given at night is the best remedy for sleeplessness. In very 
severe cases, the administration of hyoscine is sometimes very useful. It 
should be given in doses of ,3,th grain thrice daily. The administration is 
followed immediately by wide dilatation of the pupil and slight flushing, and 
by peaceful sleep. The bromides have little or no value as sedatives. In 
addition to the above remedies, tonics such as iron, glyczrophosphates, hypo- 
phosphites, strychnine, cod-liver oil and malt are often valuable, especially 
during convalescence. 


HuntTINGTON’s CHOREA 


Synonym.—Hereditary chorea of adults. 

This is a somewhat rare disease, in which symptoms almost identical 
with those of rheumatic chorea, namely, involuntary spontaneous move- 
ments, ataxy, paresis and slow and slurring articulation, gradually appear 
in adult life, and usually about the age of 40 years, and are accompanied 
by progressive mental failure, with delusions and suicidal tendency. The 
sheteic movements are never severe, but the inco-ordination may be well . 
marked. Maniacal outbursts are not uncommon. The disease always 
progresses slowly to a fatal termination in from 5 to 30 years, and treatment 
is entirely unavailing. It is a familial disease, and the transmission is direct 
from parent to child ; but if a generation escape the malady, it seems not to 
reappear subsequently. Sporadic cases, in which no heredity can be traced, 
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do, however, occur. The sexes are equally affected. Further than the 
heredity no causal factors are known. The morbid anatomy consists in a 
slow progressive degeneration of the nerve-cells of the cerebra) cortex and 
basal ganglia, with consecutive atrophy of the convolution, neuroglial over- 
growth and meningeal thickening. 


Sentra CHorREA 


A malady in which typical choreic movements constitute the chief feature 
is met with in elderly people, and is possibly due to a progressive neuronic 
degeneration in that region affected in the other forms of chorea. It differs 
from Huntington’s chorea in the late onset, the absence of heredity, and in 
the absence of mental changes. 


MYOCLONUS 


Synonym.—Paramyoclonus multiplex. 

The characteristic symptom of this condition is the occurrence of sudden 
shock-like contractions of the muscles, which may vary in intensity from 
simple fibrillary twitching to contraction which causes a violent movement 
of a limb. The movements are often symmetrical, and are especially 
incident in the proximal muscles of the limbs. 

4Etiology.—The malady appears in children usually between the ages of 
5 and 15 years, while in adults it commences between the ages of 25 and 
40 years. Both sexes are liable to the affection. Many instances, in which 
several children of the same parents have been affected, have been recorded, 
and in a few the malady has been transmitted throug) several generations. 
Nothing further is known as to the causation. 

It is probable that the seat of the morbid process is in the cells of the 
cerebral hemispheres, since myoclonus is further associated with epilepsy 
and with progressive mental failure. 

Symptoms.—The movements of myoclonus are simple sudden move- 
ments, and may exactly resemble the movement resulting from a single 
faradic stimulus. Each movement commonly involves a single muscle only, 
and it may concern no more than a few fibres, resembling then the fibrillary 
twitching common in progressive muscular atrophy. In other cases, many 
muscles may be implicated in the shock-like spasms, which may be of so 
violent a nature as to throw the patient to the ground, The distribution 
of the contraction is never determimed by that of the nerve supply, nor do 
the muscles contract according to their synergic association. Myoclonic 
movements are irregular as regards rhythm and range of successive move- 
ments. The upper limbs are more affected than the lower, and the proximal 
parts more than the distal, while the periphery, the hand and foot, often 
escape. Voluntary muscular effort usually checks the myoclonic movements, 
but in rare instances it excites or augments the spasm. The electrical 
excitability of the muscles is unaltered, and there is no muscular wasting, 
but the mechanical excitability of the muscles is increased, and percussion 
of a muscle may evoke the spasms. The sphincters are unaffected. The 
reflexes, both superficial and deep, are normal. Sensory phenomena are 
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absent. Speech may be seriously interfered with when the muscles of jaw, 
tongue, palate and larynx are implicated, and spontaneous laryngeal and 
pharyngeal noises may occur. The ocular muscles seem never to be the 
seat of the movements. Epileptiform convulsions are present in some cases, 
and for these the term “ epileptic myoclonus ” has been used. 

Diagnosis.—This is not difficult since the simple shock-like movements 
in symmetrical muscles, without any resemblance to volitional movements 
and entirely destitute of rhythm, occur in this disease alone. 

Course, Duration and Prognosis.—Myoclonus, as a rule, is a slowly 
progressive affection up to a certain stage, and when this is reached it ma 
remain stationary for years, having little tendency to shorten life, deat 
ultimately occurring from some other disease, without any period of freedom 
from the spasms. Rarely the disease has ended fatally within a few months 
of the onset, with progressive mental failure and coma. 

Recovery may take place spontaneously, or as a result of treatment, but 
the affection is very prone to recur. 

Treatment.—Every available measure should be used to improve the 
general bodily condition so as to bring about a more stable condition of the 
nervous elements, by improving their nutrition. The only drug which 
influences the disease is arsenic. It must be borne in mind that the malad 
is an intractable one in proportion to the time the symptoms have persisted, 
and that some cases recover spontaneously. 


SPASMODIC TORTICOLLIS 


Definition.—A disease of the nervous system, characterised by tonic 
and clonic contraction of the superficial and deep muscles of the neck, causing 
the head to assume either a position in which it is turned to one side and 
upwards, or a position of marked retraction (retrocollic spasm). It is more 
correctly to be regarded as a disturbance of movements than of muscles, 
and pathos physiologically considered, it may be spoken of as a disorder in 
the carriage of the head. This carriage is a more complex and highly co- 
ordinated function in the erect posture than in the quadrupedal posture ; 
it is a function peculiar to man, and in this sense is of recent evolutionary 
development. We may perhaps see in this a factor determining its frequent 
derangement, as in spasmodic torticollis. 

ZEtiology.—The disease is most frequently met with in middle-aged 
adults, but it may occur at any age from puberty onwards. It is twice as 
frequent in females as in males. The causation is most obscure. Not 
infrequently neuropathic heredity, such as epilepsy and insanity, exists, 
and the patients are often of highly-strung, nervous, irritable dispositions. 
Nervous shock, prolonged anxiety, and general ill-health have frequently 
preceded the onset of symptoms. Less often local strain, or injury and 
exposure to cold, have been the presumably exciting causes, In a few 
cases it appears to develop from an occupation neurosis; it developed, for 
instance, in a tailor who in drawing each stitch had the habit of making # 
short jerking movement of the head to one side. It occasionally occurs as 
a symptom of hysteria; but such cases should be carefully separated from 
those in which there is no hysterical manifestation, as being more susceptible 
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to treatment and having no tendency to recur when once cured. A torti- 
collic movement may occur as a variety of tic. In one case under our care 
typical torticollis was the end-result of lethargic encephalitis. 

Pathology.—No morbid anatomical changes have been found. On 
account of the involvement of several muscles, effecting special movements, 
in this disease (as is well instanced by the over-action of the frontalis in 
retro collic spasm, for retraction of the head is always normally associated 
with raising of the eyebrows in the act of looking up), it is probable that 
torticollis is due to disorder of those centres which direct such associated 
movements of the affected muscles. 

Symptoms.—The onset is usually insidious, but in rare cases may be 
quite sudden, as in the case of a man aged 40 years, who, when walking along 
a London street, suddenly turned his head at the sound of an accident which 
shocked him severely ; he was unable to turn his head back without using 
his hands to do so, and he subsequently developed the most severe torti- 
collis. The initial symptom is always spasm, which may be either tonic or 
clonic, and frequently both forms of spasm are combined in the same case. 
In the tonic form, the head is retracted and the face turned to one side, 
usually the left, and owing to the retraction of the head the face is turned 
upwards. The shoulder on the side to which the head is inclined is usually 
raised. In severe cases all the muscles of the upper extremity, the scaleni 
and the face muscles, may become involved. The spasm, except in the 
earliest stages, always involved muscles of both sides of the neck. Where 
the bilateral involvement is general and equal, the rotation of the head 
does not occur, but it becomes strongly retracted, and the condition is then 
known as retrocollic spasm. Such retrocollic spasm is always accompanied 
by marked over-action of the frontales, the skin of the forehead being thrown 
into transverse wrinkles. In the clonic variety there is jerking movement 
of the same muscles, usually associated with some degree of tonic spasm. 
The eyes do not follow the movements of the head in the jerkings. The 
mouscle primarily involved is the sterno-mastoid, the action of which is to 
incline the head forwards and towards the shoulder of the same side, and 
rotate the face to the opposite side. The next muscle involved is the splenius 
of the opposite side, which inclines the head backwards and rotates che face 
towards its own side, its rotatory action thus coinciding with that of the 
opposite sterno-mastoid. When the splenii of both sides act together, the 
head is strongly retracted. Next to be affected are the upper part of the 
trapezii, the trachelo-mastoids and other deep neck muscles, and with further 
spread of the spasm, any neighbouring muscles of the shoulder and upper 
extremity may be affected. Sleep causes cessation of the clonic spasm, 
but not always of the tonic spasm when the case is severe. The spasm is 
always increased by fatigue and excitement. There is no wasting of the 
muscles involved, but on the other hand, they may be even hypertrophied 
if the spasm has existed for long, and their electrical excitability may be 
increased. The amount of pain associated with the spasm varies greatly. 
There may be a slight feeling of cramp only, but usually there is a great 
deal of aching pain, which may radiate down the arm and into the side of 
the head, and make life unbearable to the patient. More rarely, sharp 
neuralgic pains are present. | 

The course of the disease, which has no tendency to shorten life, is chronic 
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exacerbations and remissions under treatment being common, and recurrence, 
after temporary cure, frequent. 

Diagnosis.—This is usually quite simple. Fixed positions of the head 
associated with spasm occur in disease of the cervical spine, especially in 
spinal caries, and are also associated with enlarged lymphatic glands in the 
neck. The local signs of these conditions, however, are characteristic. 

_ Treatment.—Spasmodic torticollis is a most intractable condition, and 
in many cases temporary alleviation is al] that can be secured. It is usually 
best to begin treatment by rest in bed, the patient lying supine with the 
head low and between sandbags or pillows. The regular administration of 
pene of chlorbutol, or of chloral and bromide may then be tried. 
any years ago Bastian claimed good and permanent results from a con- 
tinuous narcosis lasting 3 weeks and induced by chloral hydrate. Probably 
a combination of rest as above described, together with massage and resistance 
exercises is the most useful line of treatment. In some cases the application of 
a plaster mould, fixing head and shoulders, and worn for one or more months, 
or @ more easily removed and lighter metal splint will give complete respite 
from muscular spasm while it 1s worn, and very occasionally permanent 
respite after removal. In severe and disabling cases this is well worth trial. 
Surgical measures (tenotomy, excision of the sternomastoid, posterior root 
section) have all proved disappointing and are not to be recommended. 

There is a congemtal form of tortscoll1s which is of a very different nature. 
The disease is prenatal and analogous to congenital talipes, the sterno- 
mastoid alone is affected, and nearly always that of the nght side. Such a 
muscle is frequently ruptured during birth, and this has given rise to the 
opinion that the birth injury and subsequent h»matoma of the muscle were 
responsible for the torticollis. In many of these cases there is marked facial 
asymmetry, the face being smaller on the side of the affected sterno-mastoid. 
This association points strongly to some defect in the nerve centres of the 
medulla. 

Treatment.—This consists in tenotomy of the contracted muscle. 


THE TICS 


Synonym.—Habit spasm. 

Definition.—A group of maladies characterised by the occurrence of 
either—(1) sudden, rapid, twitch-like, involuntary co-ordinated movements, 
always of the same nature and in the same region ; or of (2) sudden ae acanees 
phenomena, imperative ideas and explosive utterances; or (3) of a train 
of deliberate highly co-ordinated actions produced by an imperative idea. 
Any combination of these phenomena may occur. 

The tics are both stiologically and clinically related to spasmodic torti- 
collis, into which some of the motor tics gradate. A torticollic movement 
may occur as a tic, and it may in rare cases pass over into an established 
torticollis. 

The tics may be conveniently divided for clinical purposes into the follow- 
ing groups, between which any combinations may occur : 

1. The clinical picture is made up by the occurrence of sudden twitch-like 
co-ordinated movements, which resemble reflex or defence movements. The 
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movement is always of the same nature and occurs in the same region, though 
several different tics may occur in the same patient. The usual region affected 
is the face, with the pharynx and larynx, the neck and upper extremity. 
This form occurs chiefly in children, and usually runs a favourable course— 
Simple Tic. 

2. The spasms are more severe and complicated than in simple tic, and 
imperative ideas and explosive utterances are common and important 
plac daa The condition is met with soon after puberty, and more com- 
monly in males—Convulsive Tic. 

3. There is no spasm or other motor manifestation, but the psychic tic 
is expressed by uncontrollable imperative ideas, explosive utterances, arith- 
momania, etc.— Psychical Tic. 

4. Under conditions of mental stress and embarrassment, and in 
conditions of boredom, the patient performs some highly complicated and 
co-ordinated act which relieves his nervous tension and fascinates him— 
Co-ordinated Tic. 

The tics are expressions of unrest and of physiological embarrassment in 
consciousness in @ nervous system which is highly sensitive and not too 
stable. There is always the desire to relieve the embarrassment by the 
occurrence of the tic, and a feeling of relief when it has occurred, coupled often 
with disappointment at the failure of its suppression. 

While the more simple forms of motor tic from their pattern suggest 
strongly that they are caused by some peripheral irritation from the con- 
junctiva in the case of a blinking tic, from the nose in a case of snuffling tic, 
and from the larynx in a case of laryngeal tic, and that constant irritation 
from these regions has set up a habit, yet it cannot be too strongly pointed out 
that no such peripheral irritation precedes the onset of tic, for the irritation 
and cause come from within the nervous system. Severe peripheral irritation 
does not cause tic, nor does the correction of errors of refraction, the removal 
of tonsils and adenoids and of teeth, or circumcision aid in the cure of the 
malady, though it is only too common to see cases in which these procedures 
have been inflicted upon the tiqueur one after the other, to the detriment of 
his tic and of his general health. 


1. SIMPLE TIC 


Synonym.—Habit spasm. 

This is a common disorder of late childhood, the majority of the cases 
occurring between the fifth and the tenth year. Either sex is prone to the 
disease. The onset may be preceded by deterioration of health from any 
cause, and sometimes fright and emotion bring on the tic. Often the malady 
arises in perfectly healthy children without assignable cause. The children 
are usually highly strung and intelligent. It is 4 rare event to see a dull 
and backward child with a tic. 

Symptoms.—The recurring tic appears somewhet suddenly, and may 
reach its height in a few days. The movements are of the nature of a simple 
act. They occur suddenly and without warning, and are executed rapidly. 
Usually the movement is of one kind only ; but sometimes several movements 
coexist. The common site of the spasm is the head, face and neck. Blink- 
ing, winking, alternate elevation and depression of the eyebrows, side to 
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side movements of the mouth, tossing the chin in the air, sudden movements 
of the tongue, palate or larynx, accompanied by an unpleasant fidgeting 
sound, are of frequent occurrence, while any movement of the head upon the 
shoulder, torticollic movements, shrugging of the shoulder, and any move- 
ments of the arm may be met with. Reccimees movements are often 
associated with those occurring in the tongue and larynx. Tic affecting the 
legs is much less common. The movements cease during sleep. Generally 
a variable time of some length separates the individual movements, but in 
severe cases these may follow one another almost unceasingly. They are 
increased by excitement and by observation, and can usually be controlled 
by the will, but only for a limited time. 

Diagnosis.—The movement of tic is so peculiar that it cannot be 
confused with any other spontaneous, involuntary movement. It is the 
same movement, repeated with very rapid execution, in the same place. 
It is short and sharp, like a twitch. In chorea the movements are slow 
compared with those of tic, and are irregular in nature, in time and in place. 

rognosis.—Most cases of simple tic recover, whether they are treated or 
not. They recover much more quickly under treatment, and two or three 
months suffices in most cases to see the end of them. The longer a tic lasts, 
the more difficult it is to cure. In the rarest cases only does a tic of this 
nature persist or merge into one of the more severe forms. 

Treatment.—A scrutiny of the general health should be made, and any 
defects attended to. Matters of hygiene, diet, education, exercise and 
pleasure should be correct and normal, Observation and remarks upon the 
child’s defects, and anything tending to increase self-consciousness should be 
avoided. The confidence of the child should be gained if possible, and any 
source of mental worry, or grief, or annoyance should be ascertained and 
comforted. Restraint and discipline should be kindly taught, and an orderly 
life followed in which the child is happy, and in which his time is fully and 
congenially employed. In severe cases only is it necessary to interdict all 
physical and mental exertion and excitement, and enjoin rest in bed, and 
these measures should only be employed for a short time. Aspirin in 10- 
grain doses 3 times a day is a most valuable remedy, hardly to be dispensed 
with in any case. Tonics are often useful. 


2. CONVULSIVE TIC 


In this malady, which was first described by Gilles de la Tourette, and 
which bears his name, the same movements as are met with in simple tic 
ocour; but these are more severe and more widely spread, and they may 
involve the whole body in spasm at one time. In addition, there are 
psychic tics, which cause irresistible impulses, among which are explosive 
utterances, repetition of words, sounds and gestures, and also imperative 
ideas. 

ZEtiology.—The stigmata of physical and mental] degeneracy are rarely 
absent, neuropathic and sometimes direct heredity is often present. The 
malady is ssid to be more common in males, and is met with more often in 
France than in England—where it is a rare disease. The se tia appear 
usually between the ages of 10 and 15 years, and commonly follow physical 
or mental shocks or acute illness of any kind. 
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Symptoms.—The spasmodic movements resemble at first those of simple 
tic in their nature and rapidity, and favour the same sites ; but they are not 
restricted to the repetition of the same movement, but successive movements 
may vary widely in position and extent and sometimes involve the whole 
musculature of the body. The great variety of facial grimaces, head jerking, 
grotesque attitudes and ridiculous pantomime which may occur in this affec- 
tion lead commonly to the belief that the patient is shamming. The tic 
is not continual as in the simple form. It occurs in the form of bouts in 
which the same pantomime is reproduced. These are often excited by observa- 
tion and emotion. They can often be controlled, but with much fatiguing 
effort on the part of the patient, who becomes so worn out with half success- 
ful efforts to control them that he ceases to make the attempt. Between the 
attacks the patient seems quite normal. The psychic phenomena are the 
same as in psychical tic, about to be described, and the treatment of the two 
conditions 1s identical. 


3. PSYCHICAL TIC 


In this condition there is no muscular spasm ; but the sudden event takes 
the form of explosive utterances, imperative ideas and impulsive acts. This 
condition often occurs as & part of convulsive tic. The exclamatory tic 
consists of some sound or word or group of either, which is habitually uttered, 
with complete irrelevancy of time, place or sense. Sometimes the words 
are of an obscene nature and cause the greatest distress to the patient, who, 
often of innocent mind, is never safe from putting himself to shame. The 
utterances may be single, or may be repeated over and over in rapid succes- 
sion. Kcholalia, Ghiok is an uncontrollable impulse to repeat sounds heard, 
or to repeat words which the patient or others have just spoken, may be 
met with. The great characteristic of the condition is that though the 
patient desires above all other things to prevent their occurrence he cannot 
do so by any effort of will. Other symptoms that are commonly met with 
in this condition are imperative ideas and impulsive acts of all sorts, and in 
addition insanity of doubt, agoraphobia, acrophobia, mysophobia, etc., and 
arithmomania. In severe cases grave signs of mental deterioration slowly 
supervene, judgment and memory fail, will power and attention are lost, 
and the patient becomes incoherent and insane. 

Diagnosis.—Both in the convulsive and 7 haces tics the diagnosis is 
placed beyond doubt, both by the nature of the movements and by the 
peculiarity of the psychic disturbance. 

Prognosis.—Permanent recovery has occurred from both these condi- 
tions; but such an event is rare. Most of the cases follow a downward course 
despite treatment, and many end in suicide or insanity. 

Treatment.—General tonic treatment, with change of circumstance and 
kindly moral &nd physical discipline, with healthy pursuits and congenial 
intellectual and physical occupation are the most likely to benefit. hen 
fixed and imperative ideas are present the patient must be guarded, as one 
of unsound mind. 


4. CO-ORDINATED TIC 


In this condition complicated co-ordinated movements are habitually 
repeated without apparent cause or purpose—especially in conditions of 
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mental stress. It can be best illustrated by the account of an individual 
case under our care: A brilliant scholar at a public school was noticed to 
absent himself for no apparent reason, and when sought for, on the occasions 
on which he could be found, was always discovered in some secluded place 
rapidly revolving the two index fingers round the inside of a loop of string. 
He explained to me that this act had always given him relief from mental 
stress and anxiety, and that he was ashamed of it, and did his best to over- 
come it, and often succeeded, but that sometimes the desire for relief from 
stress overcame him. He was treated, and had no return of the tic for some 
years. He had become head boy of the school and captain of the football 
team, and on the occasion of the match of the year with another great school 
with much anxiety and responsibility upon his shoulders, at the moment 
of the commencement of the match the captain was not to be found. He 
was recovered from the act of revolving his index fingers round the inside 
of a saree string in a secluded place, in time to perform brilliantly and win 
for his side. 


CRAFT PALSY 


Synonyms.—Occupation Palsy ; Occupation Cramp. 

Definition.—A peculiar aa determined by the habitual use of one 
set of muscles for the constant repetition of an act of short range, to the 
exclusion of acts of wider range and acts involving a different set of muscles. 
The symptoms are: (1) local pain in the muscles concerned; (2) local 
spasm of the muscles ; (3) loss of volitional control of the range and nature 
of the movements; and (4) weakness of the movements. These symptoms 
may occur separately or together. 

fEtiology.—This disease may be occasioned by any occupation which 
requires the constant repetition of movements of small range, and which 
necessitates the holding of the limb rigidly for the fine co-ordination, to the 
exclusion of free and wide range movements. Consequently it is almost 
confined to those employments involving finely co-ordinated movements of 
the fingers, hand and upper limb. As far as is known, a neuropathic inherit- 
ance is neither an essential nor a common factor in the production of this 
disability. Yet at the same time, the fact that young persons are apt to break 
down while in training, while others follow the occupation of scrivener or 
telegraphist for years with impunity, it has been suggested that some inherent 
weakness in the nervous system may underlie the development of the cramp. 
But, however, it is not necessary to invoke these obscure factors, when faulty 
motor habits are known to play an important rdéle and are adequate to account 
for the disability. 

In the case of writing there are two motor components, pen holding and 
pen moving. The former is of no importance in the production of writer’s 
cramp, but defects in the latter are of primary importance. The pen may be 
moved solely by the muscles which hold it, the hand being fixed and the 
digits alone moving. Less faulty is the habit when writing is done largely 
by movement at the wrist. Best is the method in which writing is a free 
movement involving all the limb muscles. Of note in this connection is the 
fact that subjects of writer’s cramp may be able when standing to write on 
a blackboard. It is those who confine the muscular action most rigidly to 
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the small hand muscles and the flexors of the index and middle fingers who 
are most likely to develop cramp. In the use of the Morse key such restric- 
tion of activity to small muscles groups is more or less inevitable, but the 
more modern machines which do not involve this, and have come into greater 
use, have not this fault and thus telegraphist’s cramp is less common now 
than formerly. 

It has been reported that focal lesions in the subthalamic region have 
resulted in a disability resembling writer’s cramp, but the observation is 
not necessarily relevant to the ordinary example of this condition. 

The following is a list of some of the occupations in order of frequency 
in which this malady occurs: writers with the pen, telegraphists, seam- 
stresses, violinists, machinists, cigar and cigarette rollers, dairy milkers, 
eta and typists. It has been said that shorthand writers never suffer 

om this complaint. In most instances the disability in the use of the hand 
is confined to the particular movement which first gave rise to it, but in some 
severe cases other movements may ultimately come to be difficult: e.g. 
shaving, sewing, knitting. It should be borne in mind, however, that when 
at an early stage of what seems to be writer’s or telegraphist’s up other 
movements become deranged the presence of some organic nervous affection 
should be suspected. This point is further dealt with under the heading of 
diagnosis. The very general use of the typewriting machine, with its free 
and multitudinous movements required for its manipulation, has made 
writer’s cramp a very rare disease compared with years ago; but it must 
be borne in mind that when the malady is once installed it is likely to follow 
the sufferer from one occupation to another. As an example, a telegraphist 
developed cramp in manipulating the Baudot instrument. He was rested 
and transferred to lighter duties involving the use of the Morse instrument, 
where he after a time failed. He was then transferred to counter duties, 
involving the use of the pen, and became incapacitated with writer’s cramp. 
He was then used to close envelopes, and developed cramp over that act, 
and ended his service as a messenger. Several of the occupations above 
mentioned are scheduled in an Act of Parliament as dangerous trades, owing 
to the liability to cramp, and the employer is bound to compensate for such 
disability arising in his employ. 

Symptoms.—These are of two orders, namely: subjective, consisting 
of discomfort, pain and the sense of fatigue; and objective, comprising 
muscular spasm and the abnormalities of movement arising from it and from 
the effort to avoid both pain and spasm. In some subjects pain, in others 
spasm predominates. 

The onset is gradual, the movements of the pen become inexplicably 
difficult and tend to be irregular, the strokes extending too high or too low. 
The subject then finds himself grasping the pen with excessive force, and 
the correct adjustment of the finger ends becomes hard and apt to fail, 
the index slipping off the penholder. This he tries to correct by a still firmer 
grasp. The hand then begins to ache, and feels heavy and tired. With 
the passage of time all these symptoms increase, and the writing becomes 
more irregular and the nib is driven more firmly into the paper which it 

netrates, the ink spluttering over the sheet. Some tremor may develo 
m the limb. As the condition grows worse, the cramp appears more an 
more readily when writing is started, so that even taking the pen in the hand 
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may evoke cramp. At the same time, other fine and repetitive movements 
of the hand may be performed with normal ease and facility. The pain 
which in varying degree accompanies the cramp tends as the affection grows 
worse to spread from the small hand muscles up the limb until the whole 
arm and shoulder ache. | 


TELEGRAPHIST’S CRAMP 


There are four instruments commonly used for sending. The Morse instru- 
ment is a hard contact key provided with a spring and knob, and the manipula- 
tion is performed by making the contact against the spring pressure with the 
knob held loosely in the palm of the hand. The movements involved are 
flexion and extension of the wrist only. The arm is supported from the 
shoulder only. This is a bad cramp-producing instrument, but it has the 
advantage that it can be manipulated with either hand. If telegraphists 
are taught to be ambidextrous from the first the incidence of cramp falls 
to a very low level. 

The Baudot instrument consists of a piano-board with five keys, which 
are manipulated by three fingers of one hand and two fingers of the other, 
and with the permutations and combinations of these five keys all] the signals 
are made. e movements have to be synchronised to the beats of the com- 
mutator. The forearms and wrists rest upon the table. This is the worst 
cramp-producing instrument that ingenuity could devise, for the movement 
is of the fingers only, and it is utterly restricted both in space and in time. 
The Hughes instrument is a piano keyboard with many more keys, and its 
use is not often productive of cramp. The Gell instrument is a typewriter 
keyboard, and the movements are free. It is the best instrument in so far 
as it is not a producer of cramp. Two points of interest stand out, especially 
in connection with cramp in pase rat The one is that, notwithstanding 
the discomfort, spasm and obvious disability, the subject is rarely reported 
for faulty sending, so great is his aptitude for dodging his disability. The 
second point is that so many subjects will work for years, and often to the 
end of their service, with very obvious cramp, which never proceeds to 
incapacity. On the whole, the incidence of telegraphist’s cramp is now small. 

iagnosis.—From what has been said of the character of the symptoms 
in these forms of cramp, of the mode of their production by a particular 
movement-complex, and of their occurrence in the absence of signs of organic 
nervous disease, it seems reasonable to state that errors of diagnosis should 
not occur. 

Nevertheless, errors are not infrequent and consist in the diagnosing of 
writer's or of telegraphist’s ane when in fact some organic affection is 

resent. Paralysis agitans, with little or no tremor, and post-encephalitic 

arkinsonism provide fruitful sources of error. In the clinical picture thus 
presented, the initial symptoms may involve the ght arm and hand, and 
at first consist in a difficulty in the normally rapid and free performance 
of fine movements. Not unnaturally the handwriting may be affected early. 
It becomes slow in performance, spidery and progressively smaller, and the 
effort to continue writing may be irksome and even painful. The total 
clinical picture in such a case is made up of such small deviations from the 
normal that the inexperienced or careless observer may miss them and may 
note no more than the patient himself has noted ; namely, that it has become 
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difficult and uncomfortable to write. Amongst other organic conditions 
which may be encountered under the erroneous diagnosis of writer’s or 
telegraphist’s cramp may be included cervical rib, any organic nervous 
affection which impairs find hand movements, arthritis, and painful affec- 
tions of muscles. The general principle which underlies accuracy of diagnosis 
here as elsewhere is careful Fe systematic clinica] examination. 

Course and Prognosis.—In a young subject, who shows signs of the 
malady during training or soon thereafter, the outlook is hopeless with regard 
to continuance of the occupation, and the progress is from bad to worse. In 
older subjects the course varies greatly. Some cases recover completely 
and permanently, even though they continue with the occupation. In 
others—and this class is much larger than is usually supposed—the condition 
of cramp becomes stationary, and persists though not in disabling fashion. 
In a third and numerous group it progresses to incapacity, and tends to 
reappear with every change of occupation. In a few cases the patients 
become incapacitated for all the finer movements of both hands, The prog- 
nosis is usually serious; but a correct forecast can only be made from the 
history and progress of each individual case. 

Treatment.—The responsibility and costliness which the Compensation 
Act entails upon employers are slowly enough but surely leading to the aban- 
donment of things instruments, the manipulation of whi al may produce cramp. 
Good teaching of unconstrained methods of manipulation and encourage- 
ment of ambidexterity in all the occupations concerned are important 
peopayece measures. Long hours and the speeding-up of work should 

e avoided. After long absence from work, the work should be gradually 
resumed and not recommenced at full pressure. When the malady appears, 
rest and change of work afterwards are absolutely essential. Long-continued 
rest, be it remembered, cuts both ways for, as has been pointed out above, 
resumption after long rest is actually a cause of cramp, for long unemploy- 
ment decreases the stability and the aptitude of the mechanism. General 
hygienic and tonic treatment are important. It is doubtful whether local 
treatment, in the way of massage, electricity, etc., can do any good, except 
to satisfy the patient. Sporting exercise of any and every kind is most 
useful. The Post Office authorities adopt the very admiable plan of re- 
training cramp subjects by daily practice with the instruments for a few 
minutes, the time of practice being gradually lengthened as capacity increases. 


Crarr ATROPHIES 


Under this title are described a medley of conditions in which local 
atrophy of muscles, pain, numbness and sensory loss occur in connection 
with regions which are habitually over-exerted. These conditions have been 
met with in platers, filers, file-makers, locksmiths, rowers, glassworkers, etc., 
and seem to be really examples of local traumatic fibrositis, involving the 
nerves, and produced in some cases by the continued pressure of the tools. 

Many of the cases recover with rest and treatment appropriate for 4 
local interstitial neuritis. 

James COLLIER. 
- W. J. ApiE. 
Revised by F. M. R. Watsue. 
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COMPRESSION OF THE SPINAL CORD 


In compression the lumen of the spinal canal is reduced in a small part of 
its vertical extent, and the spinal cord is injured at this point, either direct] 
by pressure, or indirectly by interference with its vascular supply. Wit 
the exception of acute cnilamaiationi of the membranes, all the extramedullary 
lesions of the spinal cord come under this heading. The characteristic 
clinical feature of compression is the combination of two sets of phenomena : 
local or root symptoms in those regions supplied by the roots arising from 
the cord at the level of the lesion, and remote or cord symptoms due to 
interruption of the conducting paths in the white matter. It is convenient 
to divide this subject into two parts—slow compression and compression of 
rapid onset. 


1. SLOW COMPRESSION 


The commonest causes are tuberculous spinal caries, vertebral tumours, 

meningeal tumours and cysts; rarer causes are aneurysm, gumma, leuk- 
emia, Hodgkin’s disease, Paget’s disease, syphilitic caries, spondylitis 
deformans, and other chronic inflammations of the bones and joints of the 
spine. 
a Etiology and Pathology.—1l. Tuberculous spinal caries (Pott’s disease). 
—Spinal caries is the most frequent cause of slow compression. It occurs 
most often in children, but is common in adults, and may begin late in 
life. Signs of injury to the cord develop in about 1 case in 20, and are 
usually preceded by obvious deformity of the spine ; but in many cases they 
appear before disease of the bone is suspected. Rarely paralysis comes on 
for the first time in an adult who bas had a curvature since childhood. 

The cord may be damaged by direct pressure of displaced bone, or by an 
abscess beneath the periosteum of the diseased vertebre ; but in almost 
all cases the injury is indirect, and results from cedema of the cord, arising 
from interference with its blood supply by tuberculous granulation tissue, 
which forms on the outer surface of the dura mater and fills the epidural 
space (pacbymeningitis externa). The functions of the cord may be tem- 
pony deranged for long periods by this edema, without permanent 

amage to the nervous tissues ; hence, when the disease is cured, the oedema 
subsides and the cord recovers. In cases of greater severity necrosis of the 
nervous structures follow thrombosis of the vessels, or prolonged pressure 
causes atrophy of nerve roots, and complete recovery is impossible. 

2. Tumours of the vertebral column.—Vertebral tumours are about twice 
as common as all the other forms of extramedullary tumours together, and 
almost all of them are malignant. Carcinoma is always secondary, and is a 
frequent and distressing complication of cancer elsewhere. A very small 
primary carcinoma, e.g. of the breast, thyroid or prostate, may produce exten- 
sive disease of the vertebree, and signs of compression may appear before the 
existence of the primary growth is suspected. On the other Tend, they may 
appear several years after complete removal of the primary growth, and may 
be the first evidence of a recurrence. Sarcoma, the commonest form of 
primary growth, begins in the bone or periosteum of the bodies or lamin, 
often in several at once, or simultaneously at different levels. Secondary 
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sarcoma arises by metastasis from sarcoma elsewhere, or by direct extension 
from a growth in neighbouring soft parts, e.g. of tumours in the mediastinal 
and retro-peritoneal spaces. 

The growth of vertebral tumours is usually rapid, and extensive portions 
of the spinal column may be completely destroyed. The cord is compressed 
by the growth itself, by displaced bone, or by a process of the growth which 
invades the spinal canal through an intervertebral foramen. As a rule, the 
dura mater sets bounds to its inward extension. Benign tumours of the 
spine are rare. They usually grow forwards, but occasionally an osteoma, 
a chondroma, or an exostosis produces signs of compression. 

3. Meningeal tumours.—These are divided into two groups—intradural 
and extradural. The first are twice as common as the latter, and more than 
half of them are simple, encapsuled, and easily removable. Myxoma, fibroma, 
sarcoma, endothelioma, and psammoma are common. Other forms are 
rare. In most cases they lie posterior or postero-lateral to the cord, and 
are seen when the cord is exposed by laminectomy ; but in a few cases they 
lie in front and may escape detection. 

Sarcoma is the commonest extradural tumour. It is sometimes en- 
capsuled, but more often it is a diffuse growth difficult to remove. 

These tumours usually grow very slowly, and several years may elapse 
between the onset of the first symptom and the time when an accurate 
diagnosis can be made. They do not invade the substance of the cord, nor 
penetrate the dura, nor give rise to metastases. 

4. Cysts.—Cysts, parasitic and non-parasitic, may compress the cord 
and produce symptoms indistinguishable from those of solid tumours. In 
some countries hydatid cysts form a high proportion of all spinal tumours. 
They may invade the spinal canal from adjacent soft parts or from the verte- 
brea, or arise primarily in the membranes. They are often multiple, and 
are nearly always extradural. Cysticercus cysts, which are very rare, are 
usually single and intradural. Non-parasitic cysts are collections of fluid 
contained within slightly thickened adherent membranes. They are among 
the most frequent of spinal tumours. They are most likely a result of 
circumscribed inflammation of the pia-arachnoid, and have been known to 
follow an injury; but their etiology is obscure. The cyst is often opened 
inadvertently during operation, and the only evidence of its former presence 
is flattening of the sont and atrophy of the nerve roote at the point where 4 
solid tumour was expected. Sometimes the position of the cyst can be 
inferred at operation, from the absence of normal pulsation below it. On 
puncturing the membranes in this position fluid escapes under pressure, and 
the pulsations reappear. The name meningitis serosa circumscripta is applied 
to this condition. 

5, Aneurysm of the aorta is a rare but well-known cause of spinal com- 
ener The dorsal region is most often affected, three or four vertebral 

odies being slowly eroded until the dura mater is exposed. Rupture into 
the spinal canal has been observed. Berry aneurysms upon the surface 
vessels of the cord occurring in connection with occult coarctation of the 
aorta have been many times recorded. The pathognomonic sign of this cause 
of compression paraplegia is the high arterial blood pressure in the arm as 
contrasted with the low pressure in the leg. 

6. Syphtktic cartes.—Gummata and caseous masses of syphilitic origin 
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in the bones of the spine may cause a condition not unlike that of tuberculous 
caries. It is very rare, and usually occurs in the cervical region where the 
cord may be compressed. 


EXTRADURAL COMPRESSION 


Symptoms.—Local or root symptoms.—Pain in parts supplied by the 
sensory roots arising from the cord at the level of the lesion is often the 
first symptom. It may be a dull ache, a feeling of constriction, a sharp 
cutting pain, or pain so severe as to be almost unbearable. It is often brought 
on or greatly increased by movement of the spine or by coughing. The ain 
in the painful area is sometimes hypersensitive at first, but very soon its 
sensibility is diminished, while the pains persist (anesthesia dolorosa). The 
nerve trunks are not tender as in ordinary neuralgia. Severe pains are rarely 
absent in cases of vertebral tumour. In spinal caries they are usually absent 
or slight. Injury to the motor cells or anterior roots leads to weakness, 
wasting and loss of tone in the corresponding muscles. In some cases root 
symptoms are absent throughout the course of the disease, and the first 
effects of compression are referable to interruption of the conducting paths 
in the cord. 

Remote or cord symptoms.—Although all the tracts are submitted to 
the same degree of compression, their functions are not impaired at the same 
time. While variations are common, the symptoms usually arise in the 
following order: first weakness and spasticity in the lower limbs, then im- 
pairment of sensation, position and passive movement, temperature, pain 
and touch being affected in this order. Defective sphincter control often 
precedes and sometimes follows sensory loss. 

Motor symptoms.—Interruption of the pyramidal tracts produces spastic 
paraplegia in parts below the lesion. The clinical features are—(1) diminu- 
tion of voluntary power; (2) alterations in the amount and distribution of 
muscle tone and in the attitude of the limbs ; (3) changes in the tendon and 
skin reflexes ; (4) the occurrence of certain involuntary and reflex movements. 

The phenomena of spastic paraplegia have been analysed by Walshe as 
follows :—It is essential to remember that the muscles of the lower limb 
are divided into two distinct groups—the flexors and the extensors—and 
that the muscles which dorsiflex the foot and toes are physiologically flexors, 
while the corresponding plantar flexors are extensors. In all that follows 
these important muscles will be grouped according to this nomenclature. 

1, Loss of voluntary power varies from slight weakness of one group of 
muscles to complete paralysis of both limbs, and depends on the degree of 
damage to the pyramidal tracts. It usually begins in the distal segments 
of the limb, and is greater in the flexors than in the extensors. Dorsiflexion 
is the earliest and remains the most severely impaired movement. 

2. The tone in all the muscles increases early, and is greatest in the ex- 
tensors. Hence an early symptom is generally stiffness of the limbs, especially 
a difficulty in flexing them. Ifthe limbs are handled passively, the resistance 
to flexion is found to be greater than to extension. As power diminishes 
Bpasticity increases, until at — the limbs are held constantly in an 
attitude of complete extension. This combination of weakness and spasticity 
with extended lower limbs is known as “ paraplogia in extension.” 
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5, Exaggeration of the tendon reflexes is a constant early sign. The 
abdominal reflexes below the level of the lesion and the cremasteric reflexes 
are lost early. The normal plantar reflex is also lost, and is replaced by 
different kind of reflex—Babinski’s sign, the ‘“‘ extensor” plantar response. 

As the damage to the cord increases, and when certain extra-pyramidal 
motor tracts are affected, the extensor muscles gradually lose their tone, 
for which connections with the brain-stem through these extra-pyramidal 
tracts are essential, while the tone in the flexor muscles, which depends on 
a reflex arc which is purely spinal, is retained. The result is that the knee- 
and ankle-jerks, which indicate tone in extensor muscles, are lost while the 
reflexes from flexor muscles (hamstring-jerks) persist. At the same time, 
in some cases, the limbs are gradually drawn up by the unopposed action of 
the flexors. This combination of weakness and spasticity with flexed lower 
limbs is known as “ paraplegia in flexion.” At first the flexed position is 
occasional—flexor spasms—later it becomes constant, but is still due entirely 
to excess of tone in the flexors. Finally, contractures occur in the muscles, 
and the deformity becomes permanent. In many cases of compression 
the stage of paraplegia in extension gradually merges into one of complete 
flaccidity of all the muscles, without the occurrence of paraplegia in flexion, 
and all the tendon reflexes are lost. 

4, While the limbs are still rigid in extension, the commonest involuntary 
movement is & spontaneous clonus of the extensor muscles, in which the 
whole limb trembles as it does when ankle clonus is elicited in a case with 
marked spasticity. In the later stages, where the extensor muscles are 
beginning to lose their tone, a new kind of movement appears, in which the 
limbs are drawn up suddenly from time to time by an involuntary contraction 
of the flexor muscles—flexor spasms. Further, by appropriate stimulation 
may reflex movements can be produced in the paralysed limbs, The most 
important of these is the “ flexor reflex of the lower limb.” It is elicited 
most easily by stimulating the outer border of the sole by firm pressure or a 

in-prick, and in its complete form consists in flexion of the hip and knee, 

orsifiexion of the foot, and an upward movement—so-called extension but 
physiological flexion—of the great toe. When the damage to the motor 
tracts is slight, when the limbs are rigid in extension and the movement of 
flexion is prevented by the hypertonus of the extensors, or when almost 
all reflex activity has disappeared, the reflex appears in its minimal form. 
A part of this minima] response is an “ extension” of the great toe. The 
norma] plantar response is obtained from the sole alone. The pathological 
reflex, of which the ‘‘ extensor ” response is a part, may be obtained not only 
from the sole, but when well developed by stimulating the skin and deeper 
structures on any part of the lower limb. In the light of this the nature of 
many reflexes which have been described as isolated signs of pyramidal 
tract disease, eg. the “extensor” plantar response, Oppenheim’s and 
Gordon’s signs, and many others, becomes clear. all of them a stimulus 
is applied to some part of the lower limb, and the response is a flexion reflex, 
whose most obvious component is “extension” of the great toe. It is 
unfortunate that the term “ extensor response ”’ is commonly used to describe 
a movement which is physiologically one of flexion, 

Sensory symptoms.—Sensory loss may appear first in the area pe 
by the roots arising from the cord at the ee of the lesion, or in parts below. 
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As a rule motor disturbance is severe before any remote sensory loss is found. 
In some cases, especially of spinal caries, the limbs are completely paralysed 
before sensation 1s affected. The reverse condition, severe saisory loss with 
slight motor. disturbance, does not occur in compression. Remote sensory 
loss appears first in one of two positions. In most cases the soles first become 
less sensitive, then the legs, and later the thighs. In a smaller number the 
loss appears first over the lower sacral segments, and extends upwards in 
segmental progression. When both sides are equally compressed all forms 
of sensation may suffer equally ; but in most cases position and passive 
movement, temperature, pain and touch are impaired in this order. 

If one side of the ses is more affected than the other the signs are those 
of a modified Brown-Séquard syndrome with the superficial sensory loss 
greatest in the limb in which most power is retained, and loss of position 
and passive movement greatest in the weaker limb. Ultimately, whatever 
the order of loss at the beginning, as the compression increases, sensation 
of all kinds is diminished or lost in all parts below the lesion. In exceptional 
cases the skin in the distribution of the lowest sacral segments retains its 
sensibility when the loss in all other parts below the lesion is severe. Such 
a distribution of sensory loss suggests a lesion damaging the more mesial 
fibres of the sensory path. Occasionally the onset of symptoms in extra- 
medullary compression is rapid, and severe paraplegia develops in a few days. 
This is seen most often in cases of sarcoma of the mediastinal or retro-peri- 
toneal spaces where the growth, which has infiltrated one or more vertebral 
bodies, surrourids the dura and produces cedema of the cord. In cases of 
rapid onset the limbs are flaccid from the beginning, and the tendon jerks 
are diminished or lost. 


INTRADURAL COMPRESSION 


When the pressure is equal on both sides of the cord, the symptoms are 
the same as in extradural compression. If one side is affected before the 
other, as by tumours growing from a nerve root, the symptoms are at first 
unilateral, and in many cases spasticity and weakness are confined for a long 
time to the lower limb on the same side as the tumour. Occasionally altera- 
tions in subjective sensation (pareesthesiz) in the limb of the opposite side 

recede motor symptoms by a considerable interval, and form the grounds 
for the patient’s first complaint. 

At a later stage the following characteristic syndrome appears : 

1. A band of sensory loss, on the side of the tumour in an area corre- 
sponding to the distribution of the sensory roots arising from the cord at the 
level of the lesion, often with root pains in the same area. 

2. Weakness and spasticity confined to or greatest in the limb on the 
same side (pressure on the pyramidal tract). 

3. Diminished sensibility to temperature, pain, and touch on the opposite 
side (pressure on the crossed sensory tracts). 

4, Impairment of the sense of position and passive movement in the 
weaker limb (pressure on uncrossed sensory tracts in the aioe columns), 

As the compression increases both limbs become weak, spastic, and in- 
sensitive, and the symptoms progress as in extradural compression. Hxamina- 
tion of the cerebro-spinal fluid often reveals a condition which is practically 
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pathognomonic of compression—the loculation syndrome of Froin. This 
consists, in its complete form, in an increase in the amount of albumin with 
absence of or slight increase in the number of cells, and a yellow colour 
(xanthochromia) in the fiuid. The normal amount of albumin is about 
0-025 per cent. In compression it is often increased a hundredfold or more, 
and readings above 1 per cent. are very common. A low cell count and 
0-1 per cent. of albumin are very strong evidences of compression, and as the 
amount increases the diagnosis becomes more certain. Xanthochromia is 
common ; but it occurs in other conditions, and its value as a sign is slight. 
These changes are found in the fluid only below the site of compression. 

Diagnosis.—A complete diagnosis establishes: (1) the existence of 
compression ; (2) its situation ; (3) its pathological nature. 

1. When signs of injury to the cord or nerve roots are found associated 
with disease of the spine at a compatible level the diagnosis is obvious. 
What root pains are the only symptom the diagnosis is difficult. They are 
often falsely interpreted as rofesred’ pains, or as indications of disease in the 
peel part itself, Thus angina pectoris, gall-stones, pleurisy, renal colic, 

ip-joint disease and other painful conditions have been diagnosed, and 

unnecessary operations have been performed. Pain of root distribution 
should always arouse suspicion, and provoke a careful examination of the 
spine and of the nervous system. 

If the signs are those of spastic paraplegia, spinal syphilis, disseminated 
sclerosis, syringomyelia and amyotrophic lateral sclerosis must be excluded. 
In many cases this can be done by examination of the cerebro-smnal flutd. 
Patients with removable spinal tumours are still allowed to develop incurable 
paralysis because this examination is not made. Such an omission in a case 
of paraplegia of doubtful origin amounts to neglect. The loculation syndrome 
in the fluid is almost pathognomonic. It is never absent in chronic cases, 
and is never found in any of the focal or system diseases, for which com- 
pression might be mistaken. 

Spinal syphilis is detected by examination of the blood and cerebro- 
spinal fluid. Valuable time may be lost, however, or an irretrievable error 
made, when the blood of a patient with a removable tumour happens to react 

itively to Wassermann’s test. In a series of cases operated upon by 

rgent at the National Hospital, the reaction was positive in four patients 
rom whom a4 non-syphilitic tumour was removed. 

Disseminated sclerosis may present the picture of progressive spastic 
paraplegia with considerable sensory loss, and confusion between it and 
compression by slowly growing tumours is common, each disease being 
mistaken for the other. The more serious error is to mistake the curable 
for the incurable disease. It is advisable to feel dissatisfied with the diagnosis 
of disseminated sclerosis, so long as the symptoms are purely spinal, and 
to re-examine the patient at intervals in the hope of finding evidence of a 
simple tumour. The transient nature of the early symptoms and the presence 
of signs of cranial nerve troubles serve to distinguish disseminated sclerosis 
in most cases. Slight nystagmus must not be accepted as decisive evidence 
against tumour, as it may be present in compression, especially of the cervical 
region. 

ewer lateral sclerosis simulates compression in the cervical 
region, in that wasting in the muscles of the hands and arms is associated with 
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signs of spastic paraplegia in the lower limbs; but is distinguished by ex- 
aggeration of the tendon reflexes in the wasted arms, by fibrillary tremors 
in the muscles, and by the absence of objective sensory disturbances. 

_ Syringomyelia is easily recognised by the characteristic sensory changes. 
Dissociation of sensation to the degree which is common in this disease is 
never seen in extra-medullary lesions. 

2. SeamentTaL DiaGnosis.—As the motor sensory and reflex functions of 
each segment of the cord are known, the level of the lesion can be deduced 
by noting the highest point at which these functions are impaired. 

Motor localisation.—Each segment of the cord contains nuclei for several 
muscles, and most muscles receive nerve fibres from more than one root ; 
but as each muscle seems to have one main root of supply, the weakness, 
wasting and loss of tone vary in distribution with the segment affected. 
The muscles which suffer most when the corresponding segment is damaged 
are named hereunder : 


C,. Supraspinatus, infraspinatus. C,. Biceps, deltoid, brachialis antious, sup- 
inator longus. C,. Pronators of forearm. C,. Triceps, extensors of wrist 
and fingers. Cy. Flexors of wrist and fingers. D,. Small muscles of the 
hand. D,-1). Intercostal muscles. Dy-43. Muscles of abdominal wall. D,,-L,- 
Jlio-psoas (mainly L,). Ls. Adductors of thigh. L,. Abductors of thigh, 
extensors of knee. L;. Hamstrings. S,. Glutei—calf muscles. S,. Anterior 
tibial muscles—peronei—small muscles of foot. 


Wasting of the muscles in an intercostal space is a valuable guide, as the 
muscles of each space are innervated from one segment alone. If the lesion 
is at the level of the ninth dorsal segment the rectus abdominis is paralysed 
below a point about an inch above the umbilicus. In such a case, when an 
attenpt is made to raise the head against the resistance of a hand placed on 
the forehead when in the supine position, the upper part contracts and the 
umbilicus is drawn upwards (excursion of the umbilicus). If the lesion is at 
the twelfth dorsal segment the entire rectus contracts, but the iliac regions 
bulge, owing to paralysis of the lower part of the oblique muscles. 

Localisation by changes in the refleres.—Above the lesion the reflexes are 
normal, at its level they are diminished or lost, below it the skin reflexes are 
diminished or lost, and the tendon reflexes are exaggerated. The segments on 
which important reflexes depend are : 


C,. Biceps- and supinator-jerks. C,. Pronator-jerks. (,. fet oar Dy. 43. 
bdominal reflexes. 1,. Cremaster reflexes. L,. Knee-jer 8. Ankle. 
jerks. §,. Plantar reflexes. 


In lesions involving the fifth cervical segment of the cord, such as may 
be found in syringomyelia and in injuries associated with dislocation of the 
cervical spine, Babinski has recorded that the supinator jerk may be abolished 
and replaced by finger flexion when the lower end of the radius is tapped. 
This is known as “inversion of the radial reflex,” and is a useful localising 
sign in lesions of the segment in question, 

Sensory localisation.—The sensory areas supplied by each segment of the 
cord are shown in the diagram on the opposite page. Root pains in the dis- 
tribution of one or more of these areas form a sure guide to the affected seg- 
ment. When they are absent, the level of the lesion is determined by ascer- 
taining the highest point at which sensation is impaired. Very often when 
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the two sides of the cord are compressed unequally the anesthesia is confined 
to one side, or extends higher on one side than on the other. In these cases, 
when the segmental diagnosis is made from the sensory signs alone, the lesion, 
a tumour for example, is found several segments higher than the point in- 
dicated by the signs. The uppermost limit of sensory loss in these circum- 
stances is a result of interruption of the sensory paths in the cord, and the 
discrepancy in the signs is due to the oblique course taken by the sensory 
fibres in crossing the cord. In the mid-dorsal region the decussation for pain 
and temperature is complete one segment above the point of entry of the 
root conveying these impressions to the cord, that for touch in two segments. 
At higher levels, crossing takes place more slowly, until in the upper cervical 
region impulses which enter together in one root ascend on the same side 
of the cord for five or six segments before all of them reach the opposite 
side. At all levels pain crosses soonest, then cold, then heat, and touch 
slowest of all. 

It follows that in unilateral lesions the upper level of the anesthesia 
on the opposite side of the body, caused by injury to sensory paths in the 
cord, is blow the segmental level of the injury. Also that the level is higher 
for one form than another. The fibres which cross slowly escape by ascend- 
ing beyond the lesion on the uninjured side before they cross, while those 
which cross quickly are caught after crossing. Hence the level of sensory 
loss is highest for pain and lowest for touch, with temperature intermediate. 
Occasionally the tumour is found below the level predicted. In these cases 
the functions of the segments above the lesion are impaired by cedema. 

Surface anatomy.—lIf the cord is to be exposed at the level of the affected 
segments their relation to the spinous processes of the vertebre must be 
known. This is obtained as follows: In the cervical region to the number 
of the spine add 1—the fifth cervical spine lies over the sixth cervical seg- 
ment ; to the number of the upper five dorsal spines add 2—the fourth dorsal 
spine lies over the sixth dorsal segment ; down to the tenth dorsal spine add 
3—the tenth dorsal spine covers the first lumbar segment. The eleventh 
dorsal spine corresponds to the third lumbar segment, and the twelfth to the 
first sacral, The cord terminates just above the level of the first lumbar 
spine. 

Intrathecal injection of liprodol._—The upper level of a lesion which narrows 
or obliterates the lumen of the spinal canal, or simply blocks the spinal sub- 
arachnoid space, can be ascertained by injecting lipiodol through the occipito- 
atlantoid ligament into the subarachnoid space, the lipiodol falls rapidly 
to the point of constriction, where it is arrested and can be seen clearly by 
X-rays. If there is no constriction it falls to the bottom of the thecal space, 
where it remains indefinitely and does no harm. This procedure is of great 

ractical value when the existence of a compressive lesion or its exact site 
18 in doubt. 

3. Diagnosis oF THE Cause or CompREsSION.—When spastic paraplegia 
develops in a patient who is known to suffer from spinal caries, the cause is 
obvious ; but when it precedes the appearance of signs of bone disease the 
diagnosis is difficult. In all cases of compression the spine must be examined 
repeatedly for deformity, tenderness and limitation of movement. If tender- 
ness is found constantly in the same place, and the nervous symptoms are 
compatible with disease of the underlying segments, disease of the bones is 
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almost certain. In young persons disease of the spine is usually caries, and in 
adults caries is also the commonest cause; but tumours of the spine and 
aneurysm must be excluded. Severe root pains are rare in caries but are 
the rule in vertebral new-growths. An aneurysm would present other signs. 





Fra. 99.—Diagram of outancous areas of posterior nerve roots (after Collier and 
Purves Stewart). 


An X-ray picture will usually demonstrate the presence and nature of the 
bone disease. 

Vertebral tumours.—When root pains occur in a patient with malignant 
disease, or from whom a malignant growth has been removed, the diagnosis is 
clear. Mistakes are easily made when pains are the first symptom, as their 
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root origin is not recognised. Diminished sensibility in the painful area 
indicates the nature of the pain, and this directs attention to the spine, where 
tenderness or deformity is discovered. As most vertebral tumours are 
secondary, the next step is to examine the parts where carcinoma is common, 
remembering that a small primary growth, e.g. in the breast, thyroid or 
prostate, may give rise to widespread metastases in the bones. In the 
absence of a history or signs of new-growth in other parts, the diagnosis is 
founded on the combination of loca] tenderness or deformity and rigidity of 
the spine._with root or cord symptoms. The severity of the root pains, 
and their great aggravation by movement, are characteristic. 

Meningeal tumours.—Severe pain of root distribution is present in many 
cases, and when this is followed after some time by spastic paralysis of slow 
onset and steady uninterrupted progress, affecting first one leg and then the 
other, the combination and especially the course of the symptoms are almost 
pathognomonic. In caries the root pains are rarely severe, signs of bone 
disease are rarely absent, the paralysis is usually bilateral from the beginning, 
and is severe before any sensory loss is found. The distinction from vertebral 
new-growth may be impossible when the latter occurs without bone symptoms 
or X-ray signs. Practically the diagnosis between meningeal and intra- 
medullary tumours is impossible. If the signs and symptoms in any case are 
those of compression, and an approximate indication of the level of the lesion 
can be given to guide the surgeon, then, if other obvious causes such as caries, 
aneurysm and vertebral tumour have been excluded, an operation must be 
performed, Until the lesion can be seen the diagnosis is in doubt. 

Course and Prognosis.—Spinal caries.—The course of the bone disease 
does not always run parallel with the paralysis, and either may alter in 
severity independently ; but if the caries undergoes cure the paralysis usually 
diminishes. Considering the severity of the paralysis, the prognosis is favour- 
able and astonishing recoveries occur. The outlook is best in young people 
with disease in the dorsal region. Many recover completely, but more 
often, especially in adults, recovery, though considerable, is partial. So long 
as the lower limbs remain spastic in the extended position with exaggerated 
tendon reflexes the prognosis for complete recovery of power is good ; but if 
the limbs become fexed, if they become flaccid, if the knee- and ankle-jerks 
are lost, if sensory loss is severe, or if there is wasting in the limbs following 
damage to lower motor neurones, the outlook is very bad. Many patients 
live for years with severe paralysis; but life is constantly endangered by 
sepsis from bed-sores, ascending infections of the urinary tract, chest com- 
plications, and tuberculous disease in other parts. 

Vertebral twmours.—When sarcoma or carcinoma spreads to the verte- 
bree from surrounding parts the duration of the disease 1s measured in weeks 
or months, and death 1s due to the primary condition. In primary sarcoma, 
and in some cases of carcinoma of the vertebre, life may be prolonged for a 
year or two. and death is due rather to complications of the cord disease— 

edsores, cystitis, etc. 

The course of tumours of the meninges is often extremely slow. Root 
symptoms may precede paralysis by months or even years, and the weakness 
may increase gradually for several years before walking becomes impossible. 
Malignant growths are fatal, and simple growths equally so, if not removed. 
Most patients with simple tumours come to operation during the second 
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year after the onset of the first symptom. The mortality after operation 
for the removal of simple tumours is very low in skilled hands. The pro- 
gnosis for recovery of power depends in part on the duration of the weakness 
in the lower limbs. Complete recovery may be expected if it has not lasted 
more than a year, and if sphincter control has not been lost. When the 

aralysis is of longer duration recovery, though gratifying, is rarely complete. 

evertheless, full return of power has been seen after three years of severe 
paralysis. 

Treatment.—S~pinal caries.—This is to be directed to curing the bone 
disease in the hope that cure of the paralysis will follow. Complete rest on 
the back and fixation of the spine for many months is the routine treatment. 
The general condition of the patient is to is improved by fresh air, a liberal 
diet and cod-liver oil, iron and arsenic, and great care is to be taken to prevent 
bedsores, cystitis and deformities of the limbs. For adults, especially if 
they are bread-winners, a more rapid cure is desirable. This is provided b 
surgery in Albee’s operation, or a modification thereof, in which a bone gra 
from the tibia is wired into a cleft made in the spines of the affected region. 
In this way fixation is effected, further deformity is prevented, and the time 
lost is reduced from a year or more to a few months. Adults sometimes 
recover after a short rest in bed, if a suitable jacket is worn to immobilise 
the spine. 

Operation must be considered—{1) when a sudden increase of deformity 
or severe root pains and great increase of paralysis come on together, and 
suggest pressure by displaced bone; (2) when an abscess forms; (3) when 
paralysis persists long after the bone disease is cured, or when in an adult 
there is no improvement after 6 months’ rest; (4) when life is endangered 
_by respiratory paralysis. 

Vertebral tumours.—In slowly growing primary growths of the vertebree 
laminectomy is indicated to relieve pressure, or to prevent pain by cutting 
sensory roots or dividing the antero-lateral columns of the cord. The opera- 
tion is merely palliative, but is often followed by considerable temporary 
recovery. ; 

Meningeal tumours.—If the symptoms suggest an intraspinal tumour, 
and a segmental diagnosis has been made, an exploratory laminectomy 
should be done in the ene of finding a removable tumour. 


2. COMPRESSION OF RAPID ONSET 


ZEtiology.—The commonest causes of rapid compression are fracture or 
dislocation of the spine. 

Dislocations occur most often between the atlas and axis, or between the 
fifth and sixth cervical vertebra. They are sometimes incomplete, and thus 
may cause compression of slow onset. More often they are complete, and 
the cord is compressed between the lamin of the dislocated vertebra, which 
is displaced forwards, and the body of the underlying vertebra. Fractures 
are commonest in the lower dorsal and upper lumbar regions, and follow 
most often a fall from a height on to the feet or buttocks. They also occur 
apparently spontaneously in spinal caries and in vertebral tumours. A blow 
on the back may fracture the vertebral arches, and cause compression of the 
cord. The degree of damage to the cord varies greatly. 


1726 DISEASES OF THE NERVOUS SYSTEM 


B {Symptoms.—Sudden severe compression produces a ppaie a interruption 
of conduction through the damaged segments ; that is, a physiological tran- 
section of the cord. There is total flaccid paralysis, total sensory loss, abolition 
of tendon reflexes, and retention of urine. For a few days there may be no 
plantar response, but a Babinski response then makes its appearance. Bed- 
sores often develop with great rapidity, and many patients succumb within 
a few weeks. But in those that survive, retention of urine gives place to 
overflow incontinence, the tendon jerks may return, and the condition de- 
scribed above (p. 1718) as “‘ paraplegia-in-flexion ” may ensue. In this case, 
any stimulus applied below the level of the lesion produces violent flexion 

asms in the legs, contraction of the abdominal wall, and the expulsion from 
the bladder of some—but not of all—its contents. Head and Riddoch have 
applied the term “‘ mass reflex ” to this phenomena. 

Dislocations between the fifth and sixth cervical vertebre may produce 
severe damage to the cord as described above, with the addition that the 
arms are paralysed also, the sympathetic pathways in the cord are interrupted, 
and there is narrowing of the palpebral fissures, and sometimes priapism. 
Less well-recognized are the various clinical pictures of minor injury to the 
cord as the result of vertebral injury. These include slight weakness, with 
ensuing wasting of the hands and forearms, slight spastic paresis of the legs, 
with the corresponding changes in the reflexes, narrowing of one or both 

alpebral fissures, and inversion of the radial reflex on one or both sides. 

here may be no sensory loss after the first two or three weeks. The slow 
progress of the wasting in the arms for some time after the injury may lead 
to a diagnosis of amyotrophic lateral sclerosis, but care in examination and 
history-taking should prevent this error. 

Progncsis.—The prognosis is always extremely grave in severe cases, 
death resulting in high cervical lesions from paralysis of all the muscles of 
respiration, in lesions at lower levels from sepsis following bedsores, or from 
infection of the urinary tract. 

Treatment.—When the signs are those of complete division of the cord, 
treatment by sealer is directly contra-indicated. If some voluntary 
power is retained, or if sensory loss is not absolute, operation may be con- 
sidered, especially if the compression is caused by fracture of the vertebral 
arches. The cord should be exposed in every case where the level of the 
fracture points to injury of the cauda equina. These roots being peripheral 
nerves have a chance of regenerating, and this may be enhanced by freeing 
them from compression by displaced fragments of bone. With skilled 
nursing, patients with complete division of the cord may survive and live 
for many years. 

GENERAL MANAGEMENT OF ParaPLeGia.—lIn all cases of severe paraplegia 
from spinal cord lesion where sensory and sphincter functions are also 
impaired or lost, whatever the nature of the lesion, there are certain general 
principles of treatment. The patient should be nursed on a fracture bed 
with an air, water, or rubber mattress. The back should be attended to 
four hourly, first washed with soap and water, then carefully dried, rubbed 
with surgical spirit or eau-de-Cologne, and powdered. These measures 
harden the skin and make it less likely to break down under the constant 
pressure of the body weight. The patient’s position should be changed from 
time to time to prevent the development of sacral bedsore. As far as possible 
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care should be taken to prevent the skin from becoming wet and sodden 
when there is incontinence of urine, and the toilet of the anus after defecation 
should be careful and thorough. There are various remedies for the sacral 
or trochanter bedsore when it develops. Separation may be hastened by 
wet dressings of eusol, sometimes by fomentations—though the latter 
should be used with caution. The ulcer is packed with eusol gauze, or with 
an ointment of zinc oxide and castor oil. When it is clean and healing begins, 
it may sometimes be hastened by dressings of gauze soaked in red lotion. 
The heels should also be carefully watched for the appearance of the 
hemorrhagic blisters which herald the development of a sore. Rings for 
the heels may avert them, and air rings for the sacrum may also be needed. 


SYRINGOMYELIA 


Synonym.—Slatus Dysraphicus. | 

Definition.—Syringomyelia is a very chronic and irregularly progressive 
disease of the spinal cord and brain stem, dependent upon a peculiar lesion 
of the grey matter, glial increase and the formation of irregular cavities 
being the most conspicuous features of this lesion. Clinically, the malady is 
characterised by a ee loss of sensibility to pain and to temperature, other 
forms of sensibility remaining relatively unaltered, and by muscular atrophy 
and weakness of varying distribution in the upper extremities, and further 
by spastic weakness of the lower extremities, owing to involvement of the 
pyramidal tracts at the level of the lesion. 

fEtiology.—Both sexes may be affected, and males are more prone to 
suffer than females. Heredity plays no part in its causation. Age is most 
important, in that this disease appears either to be congenitally installed, 
or to commence during the period of growth. It has been diagnosed with 
accuracy as early as the sixth year of childhood, and rarely if ever do the 
symptoms commence later than the age of 30 years. 

Pathology.—The primary lesions of syringomyelia are always found in 
that region of the spinal cord which was originally occupied by the central 
canal, or in close connection with the ventricular system of the brain stem ; 
and it is certain, therefore, that syringomyelia is referable to a pathological 
process affecting the central canal and its surrounding glia, and that this 
pathological process, in many cases at least, is installed before the completion 
of the development of the central canal of the nervous system. Two essential 
lesions and four other commonly occurring lesions make up the morbid 
process of this disease : 

Essential lesions.—(1) Cavitation of the posterior part of the grey matier ; 
(2) gliosis, with liquefactive degeneration of the abundant glia—other lesions 
commonly but not invariably present ; (8) degeneration of lower motor and 
vasomotor neurones; (4) degeneration of lower sensory neurones; (5) dis- 
tension of cavities producing pressure effects; (6) secondary ascending and 
descending degenerations. 

The seat of commencement of the disease is invariably in the dorsal gre 
matter of the lower half of the brain stem and upper half of the spinal sand, 
and most commonly of all, in the lower three cervical and upper three dorsal 
segments. The cavitation occurs primarily always in that part of the grey 
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matter which held the original central canal, namely, the region of the 
posterior commissure, posterior median septum and posterior horns. 

Degeneration of the lower motor neurones occurs in at least half the cases. 
It is most marked in the cervical and upper dorsal regions of the cord, and 
may be very local or extensive. It is commonly explained as caused by 
the extension of the gliosis and cavitation into the anterior horns of the grey 
matter, and by the distension of the cavities exerting pressure upon these 
regions, and causing atrophy of the cells. To the pressure exe by such 
distended cavities are also attributed the ascending and descending degenera- 
tions which are commonly found in the pyramidal tracts below the level of 
the lesion, and in the posterior columns above. 

Tumour formation is not uncommon in cases of syringomyelia. Massive 
growth may be found in the pons and in the spinal cord. 

Symptoms.— Disturbances of sensibility.—By far the most constant and 
characteristic feature of syringomyelia is a sensory loss of a peculiar kind 
which was named by Charcot “the dissociated sensory loss.” This is a 
loss of sensibility to painful impressions and to thermal stimuli, while sensi- 
bility to touch, to vibration, to position, to passive movement and to the 
appreciation of location upon the skin, remain relatively or entirely intact. 
In other words, those forms of sensibility which travel by a path crossing 
in the commissures of the spinal cord are lost, because the lesion of syringo- 
myelia destroys especially the region of the commissures, while these forms 
of sensibility which travel by paths which are uncrossed in the spinal cord 
and do not traverse the region especially affected by syringomyelia, but are 
conducted by the posterior columns, are not affected. Further, the lateral 
region of the dorsal reticular formation of the medulla, mesial to the restiform 
body and ascending root of the fifth nerve, and a little ventral to these struc- 
tures, is especially prone to the lesion of syringomyelia, and it is this region 
which contains the whole path for pain and temperature sensibility from the 
opposite half of the body, and a lesion in this situation will produce hemian- 
algesia and hemithermanesthesia, while the paths for other forms of sensi- 
bility, situated mesially on either side of the raphé of the medulla, escape. 
Again, the lesion excavating the ventral horn in any part of the cervical 
region may extend so as to interrupt the spinothalamic tract which lies 
immediately dorso-lateral to the ventral horn, and so cause loss of pain and 
i ala sense on the opposite side everywhere below the level of the 

esion. 

The destruction of the commissures in the lower cervical and upper dorsal 
regions produces the dissociated sensory loss symmetrically over the thorax, 
upper extremities, neck and face, the distribution varying with the extent of 
the lesion. The sensory loss over the face is explained in that the sensory 
root of the ea nerve has its ending in the upper three segments of the 
cervical spinal cord, and the pain and temperature sensibility of the face is 
interfered with if the-posterior grey commissure in the region of these segments 
is damaged. Only rarely does the symmetrical sensory loss extend below the 
thorax, for the reason that the spinal lesion does not often extend below the 
mid-dorsal region. The sensory loss will vary in depth, extent and symmetry 
of distribution according to the completeness, extent and symmetry of the 
lesion. Thus, in early and slight cases, the sensory disturbance may not 
amount to more than a relative loas of pain and temperature confined to the 
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hands and ulnar borders of the forearms, while in an advanced case there is 
usually complete inability to appreciate painful and thermal stimuli over an 
area which would be covered by a sleeved jacket, and this area often extends 
over the neck and the face. Combinations of the “ sleeved jacket ’’ sensory 
loss with hemianalgesia and hemithermanesthesia often occur in cases where 
both the spinal lesion and the medullary lesion are present. The dissociated 
sensory loss makes its advent insidiously, and is often unnoticed by the 
patient and discovered for the first time on medical examination. Or it may 
ores to the patient, who on bathing finds that he appreciates heat and 
cold upon some parts of the skin and not on others. Not infrequently he 
finds that he injures himself or burns himself without noticing it at the time. 

Subjective sensibility is not often affected, and for the most syringo- 
myelia may be described as a painless disease ; but there are very notable 
exceptions. Sensations of heat and cold, dull fixed pains, lasting neuralgic 
pains, and lightning pains in no way differing from those of tabes, may 
occur. These pains are confined to the regions which are the seat of the other 
symptoms. LHspecially important in this connection are those cases in 
which the distension of the cervical spinal cord is so great as to cause that 
structure to press upon the bones of the spinal canal. Here constant and 
often intolerable aching pain in the neck, upper extremities and thorax may 
result, with rigidity of the neck, and this may render life so insupportable as 
to necessitate surgical interference for the relief of the pressure. 

Muscular atrophy.—This common clinical feature of syringomyelia is 
met with in considerably more than half the cases. As may be gathered 
from the nature of the lesions, though usually bilateral, it is often not sym- 
metrical, and may be entirely confined to one side. The intrinsic muscles 
of the hands and the muscles of the ulnar side of the forearms are first and 
most affected in the ordinary run of cases. The atrophy is often here con- 
fined, but it may extend up the arm; but it is unusual for the whole upper 
limb to be affected. Sometimes the shoulder muscles are first affected, and 
again the scapulo-thoracic and humero-thoracic muscles may be early in- 
volved. The upper intercostals, and that section of the muscles which 
supports the spine, supplied from the upper six dorsal segments suffer, but the 
scalenes seem generally to escape. The muscular atrophy is strictly limited, 
and is apt to become complete in the muscles affected. The lesions of the 
medulla may involve the motor nuclei of the cranial nerves. Atrophic 
paralysis of the muscles supplied by the vago-accessory nerve is far from 
uncommon, and the discovery of this paralysis in a young subject should 
always arouse suspicions of the presence of syringomyelia. The paralysis 
is unilateral and involves palate, pharynx and all the muscles of the larynx 
upon the affected side. Similarly but in much rarer cases, atrophic paralysis 
of the face, of the trigeminal muscles, of the sternomastoid and trapezius or 
of the hypoglossal muscles may occur from a unilateral involvement of the 
corresponding motor nuclei. Fibrillation in the affected muscles is said by 
most writers to be of common occurrence. It has been conspicuous by its 
absence in most of the large number of cases which bave come under our 
observation. One would expect it to be confined in syringomyelia to such 
times as the muscular atrophy is progressing. 

Contzactures resulting from the muscular atrophy are commonly seen in 
the hands, and the deformity resulting tends towards the “ griffin’s paw ” 
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type, but hardly reaches the degree seen in ulnar nerve paralysis, and is 
often much modified by trophic and vasomotor changes, and by the results 
of injuries and whitlows. 

The lower extremities escape so far as atrophy of muscles is concerned. 
Spina curvature is present in many cases. It consists essentially in a kyphosis 
or kypho-scoliosis of the upper dorsal region, with a compensatory lordosis 
and lateral curve in the lumbar region. The upper convexity is to the left 
from the major use of the right hand. It is dependent upon paralysis of the 
trunk muscles, from involvement of the anterior horns in the upper dorsal 
region, and, in addition, dystrophic changes in the bones may be factors in 
its production. It is more marked the earlier it commences during the period 
of growth, and where heavy manual occupation has been followed. 

Trophic and vasomotor disturbances.—Thickening of the bones or a condi- 
tion of osteoporosis and brittleness may be met with. More often Charcot’s 
arthropathy occurs. It differs in no way from the similar condition in tabes 
dorsalis, and is confined to the joints of the analgesic region, and affects the 
joints of the lower extremity only when there 1s a hemianalgesia from a lesion 
of the spinothalamic tract either in the cord or in the medulla. In syringo- 
myelia Charcot’s joints are seen chiefly in workmen who are engaged in 
sat Sa which constantly expose the analgesic joints to jarring and 

ruising. 

The most characteristic of the trophic changes consists in thickening of the 
subcutaneous tissue and of the skin itself, which is seen in the hands. The 
fingers become thick and swollen and lose their natural outline, the tips 
become blunted, and the knuckle-folds thick and coarse, and some vaso- 
motor paralysis renders them unduly red, or even blue. They have been 
termed “ sausage-like ” fingers, and often stand out in contrast to the wasting 
of the intrinsic muscles of the hand. A similar condition affecting the whole 
hand is common, and was termed by Charcot the “ fleshy hand ” or “ main 
succulente.” The analgesic condition of the hands and the thermanmsthesia 
present expose them unduly to injuries and, since these injuries are likely 
to be unnoticed or disregarded, septic infection arises easily, and the results 
of injuries, burns and whitlows are frequently seen, giving rise to further 
deformity from scars, loss of the terminal phalanges, from whitlows and con- 
tractures, and from sepsis extending to the tendons. 

The lower extremities usually present a slight spasticity, with the signs of 
involvement of the crossed pyramidal tracts. This does not often produce 
much disability in the use of the lower limbs. In cases, however, where the 
lesions involve the lateral regions of the cord, either by direct extension or by 
the pressure of distended cavities, severe spastic paraplegia may result. 
And again, in very rare cases, such pressure may lead to total evascularisa- 
tion and total transverse lesion of the spinal cord with the appearance of a 
complete flaccid paraplegia with incontinence, total sensory loss and absent 
deep reflexes. —~ 

Sphincter trouble is usually absent, or slight and occasional ; but in cases 
where paraplegia is severe any degree may occur. 

The skin reflexes of the trunk are diminished or absent, and the plantar 
reflexes are of the extensor type, according to the degree of pyramidal involve- 
ment. Some degree of pes cavus is often present. The knee-jerks and ankle- 
jerks are increased, and foot-clonus, etc., is present. 
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Considering that the efferent neurones of the cervical sympathetic system 
have their origin in the brain stem, and their exit from the spinal cord in the 
lower cervical and upper dorsal segments, thus traversing the wko'e of the 
region usually affected by the lesion of syringomyelia, the frequency with 
which paralysis of the cervical sympathetic occurs is easily understood. It 
may be complete or incomplete, unilateral or bilateral, and is recognised by 
smallness of the pupil, narrowing of the palpebral aperture (sympathetic 
ptosis), and a peculiar flatness of expression on the side of the face affected, 
with decrease or loss of sweating. These signs are much more obvious when 
unilateral than when bilateral, for, in the absence of the contrast which a 
normal side of the face gives, they are often overlooked when bilateral. 

Ophthalmoplegia is very rare, but it may occur, since the syringomyelia 
lesion may be found as high as the region of the third nucleus. Nystagmus 
is an almost constant feature of syringomyelia, as it is also of most lesions of 
the cervical spinal cord. 

Morvan’s DisEase.—This variety of syringomyelia is so peculiar in its 
clinical aspect as to need especial description, In addition to the lesion of 
the spinal cord characteristic of syringomyelia, there are intense changes in 
the periphery of the nerve trunks of the limbs. Instead of the usual loss of 

ain and temperature sensibility, distributed in jacket form upon the upper 
imbs and trunk, there is absolute loss of all forms of sensibility in the hands, 
wrist high, and in many cases also in the fect, ankle high. Progressivé 
atrophy of the intrinsic muscles of the hands and feet occurs, Severe vaso- 
motor paralysis brings about permanent cyanosis of the hands and feet, 
with much thickening of the skin and subcutaneous tissues, to which are added 
the effects of injury and septic processes in insentient regions, in the form of 
whitlows, necrosis and loss of digits. Another peculiarity of this malady 
is that the extremities are exceedingly painful in the early stages and until 
the sensory loss becomes deep. Morvan’s disease resembles Raynaud’s 
disease in the cyanosis and tendency to necrosis of the fingers and toes, but 
it is easily distinguished by the complete absence of ‘ntermitting vascular 
spasm and by the peculiar loss of sensibility. Anssthetic leprosy may be 
tinguished from Morvan’s disease by the characteristic a lesions in 
other parts of the body, by the palpable thickening of the nerve trunks, and 
by the less definitely limited areas of sensory loss. Every transition between 
typical syringomyelia and Morvan’s disease has been described. 

Course and Duration.—The malady, commencing insidiously, progresses 
very slowly, and often ceases to progress for periods which may amount to 
many years. The tendency to the destruction of life is not great ; but when 
rapid extension of the physical signs, and especially of paralysis and muscular 
atrophy of the upper extremities and respiratory muscles, occurs, the end is 
likely to come ee, ane of great distension of the cavities, such as pain 
and rigidity of the neck, and also severe and increasing paraplegia, with sensory 
loss of all forms of sensibility below the level of the lesion, point to a rapidly 
fatal termination. 

It is not unusual to meet with well-marked cases in which the signs 
develop and increase during late childhood and early adult life, and then 
temain more or less in a stationary condition, allowing an occupation to be 
followed until well after middle life has been reached ; but with the advent 
of the degenerative period of life, from the age of 45 years onwards, there is 
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always a slow increase of the disability which puts an end to useful capacity. 
Many of the cases become incapacitated in early life, after which the dese 
becomes arrested, and the patients live on for many years, sometimes in a 
bedridden condition. Few reach the age of 60 years. Rapid extension of 
the physical signs leads to death from involvement of respiratory muscles. 
Otherwise the patients succumb to intercurrent disease. Sudden and un- 
e death sometimes occurs, and it is especially to be remembered that 
this is likely to occur after the administration of anwsthetics, and as result 
of surgical procedures. 

Diagnosis.—Syringomyelia has to be differentiated, in its early stages, 
from those diseases which cause slowly progressive muscular atrophy in the 
upper extremities, and, in its later stages, from other lesions of the central 
region of the spinal cord. Those cases in- which the lesions are chiefly in the 

nto-medullary region must be distinguished from other slowly oncoming 
esions of the brain stem. 

The age of onset, during the later years of childhood and the earlier years 
of adult life, is important, and during this period slowly developing paralysis, 
with or without muscular atrophy and with sensory loss, should always 
suggest the possibility of syringomyelia. Other causes, which may produce 
this symptom group, and which may be confused with syringomyelia, are 
local lesions of the peripheral nerves, (oe lesions of the brachial plexus, and, 
especially, the lesion produced by the presence of cervical ribs, root lesions, 
lesions of the central grey matter of the spinal cord, especially central tumours 
of the spinal cord, hematomyelia, and lastly certain general diseases of 
the nervous system, progressive muscular atrophy, peroneal atrophy and 
myotonia atrophica. That the sensory changes of syringomyelia of 
eaten nature are usually the first signs of that disease is important ; 

ut unfortunately is not without many exceptions, both as to the nature 
of the sensory changes and as to their time of appearance. 

Local lesions of the peripheral nerves produce signs which are confined 
to the distribution of the nerve involved ; the sensory loss is to all forms of 
sensibility, and the condition is commonly unilateral. In syringomyelia, 
however, the lesion in the early stages may be confined to one side of the 
cord, and to one posterior horn so far as the production of sensory loss is 
concerned, and the muscular atrophy may be so narrowly confined to the 
distribution of the ulnar nerve as to cause close resemblance between the 
two conditions. Any sensory loss over the trunk, or signs outside the dis- 
tribution of the peripheral nerve, will, if present, clearly divide the two 
conditions. 

Cervical ribs may produce slowly progressive atrophy of muscles, pains 
and same aa very difficult to distinguish from those resulting from 
syringomyelia. The diagnosis in these cases is beset with peculiar diffi- 
culties, for so frequently do cervical ribs produce no nervous symptoms at 
all that their presence, when demonstrated, does not argue that they are 
the cause of the symptoms. Again, cervical ribs are among the commonest 
of the developmental peculiarities which are so frequently seen in the subjects 
of syringomyelia. Slow muscular atrophy and slowly oncoming sensory loss 
and perhaps pain characterise both syringomyelia and cervical rib paralyais, 
and the distribution may be unilateral or bilateral in either condition; but 
it is only when the signs and symptoms are strictly confined to the upper 
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extremities and neck that difficulty arises. The slightest definite physical 
sign outside of this region at once turns the diagnosis in favour of syringo- 
myelia, and of these signs cervical sympathetic paralysis, sensory loss on the 
trunk, and alteration of the abdominal and plantar reflexes are most important. 
A very careful search must be made for any such signs, and the patient 
observed over a considerable time before a certain diagnosis is made. 

Lesions of the nerve roots, either from inflammatory conditions, bone 
disease, pachymeningitis or neoplasms give rise to more severe pain than does 
syringomyelia, and the development of the symptoms is much more rapid. 
Lesions of the central grey matter of the spinal cord may produce a symptom 
complex, closely resembling that of syringomyelia. Central tumours of the 
spinal cord, when of slow growth, are hardly distinguishable, inasmuch as the 
lesion of syringomyelia is in reality a central tumour of the cord. The 
majority of central tumours, however, are of more rapid development, and 
oD, produce severe paraplegia. The presence of Froin’s syndrome 
(hyperalbuminosis in the cerebro-spinal fluid) is much in favour of tumour. 

rogressive muscular atrophy in its early stages may cause difficulty in 
diagnosis, since the muscular atrophy in syringomyelia may in rare cases 
precede the appearance of any sensory loss or may be well marked when the 
sensory loss is slight, In this connection widely distributed fibrillation is of 
great Importance in indicating a diagnosis of progressive muscular atrophy, 
particularly if it be seen in muscles not conspicuously wasted. In peroneal 
atrophy the atrophy of the intrinsic hand muscles is always preceded by a 
more extensive atrophy of the muscles below the knee, which are never 
atrophied in syringomyelia. 

Syringomyelia of the brain stem may be distinguished from other lesions 
of this region by its insidious onset and the special tendency to the involve- 
ment of the lateral region of the medulla containing the vago-accessory 
nucleus and the central pain and temperature path, so giving rise to & unl- 
lateral paralysis of palate, pharynx and larynx with hemianalgesia and 
hemithermangsthesia on the opposite half of the body. Often some signs 
of cervical syringomyelia coexist ; but the medullary lesion may exist alone, 
and it cannot be too prominently borne in mind that any very slowly pro- 
gressive lesion of the brain stem of insidious onset may be of the nature 
of syringomyelia. 

rognosis.—Kecovery never occurs; but arrest of the disease for long 
periods is frequent. Those disabilities, which are the result of pressure or 
distension, may abate spontaneously or as the result of treatment, 
and in arrested cases training may bring about lessening of the disability. 
Increasing symptoms, especially if the increase be rapid, are always a cause 
for anxiety, and increasing involvement of the respiratory muscles is the 
gravest of events. 

Treatment.—Some authorities believe that mercury and iodide of 
potassium have a definite effect in benefiting the disease when the symptoms 
are progressing. Application of deep X-rays to the cervical and upper 
dorsal regions of the spinal cord has been followed by arrest of the progress 
of the disease and, rarely, improvement of symptoms. Pains are to be 
relieved with the common analgesics. Massage, exercises and training are 
all likely to make some improvement in the disability in arrested cases. - 
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HAMATOMYELIA 


fEtiology and Pathology.—Hzematomyelia, or hemorrhage into the 

spinal cord, has in the past figured in neurological literature to a much 

eater extent than its frequency warrants. It has been commonly supposed, 
or example, to be an almost invariable consequence of serious local injuries 
of the cord, whereas in fact in these circumstances hemorrhage plays a 
very minor rdéle. G. Jefferson has in fact expressed the view that it 1s doubtful 
whether such a state as hematomyelia actually exists. It is true that small 

unctate hemorrhages may be seen in the damaged areas, but as Holmes, 

om his study of the spinal injuries of warfare, has pointed out, the essential 
lesion in these circumstances is oedema, followed by degenerative changes 
in the cells of the grey matter, and in severe cases by central necrosis. Large 
central hemorrhages are not found. Similarly, certain inflammatory affec- 
tions of the cord, such for example as acute poliomyelitis, may show minute 
hemorrhages, but here again nothing occurs to which the term hemato- 
myelia can reasonably be applied. In short, hematomyelia is an exceedingly 
rare form of spinal cord lesion. 

A recent study by C. Richardson made on material at the National 
Hospital, Queen Square, has lent a necessary sense of proportion to our 
views on this matter. By the term hematomyelia is now usually meant 
a large central hemorrhage, with a tendency to spread longitudinally over 
several segments. The central region of the cord and the dorsal horns are 
the situations in which this hemorrhage is commonly observed in the rare 
instances in which it is to be found. If we agree that traumatic hemato- 
myelia is an extremely rare condition, we are left with what has been called 
“ spontaneous hematomyelia ”’ and with secondary hematomyelia. 

SPONTANEOUS H#&MATOMYELIA.—This rare condition appears to arise 
only when there is some abnormality of the spinal vessels. Such abnor- 
malities are angioma and other malformations, and—excessively rarely— 
syphilitic and arterio-sclerotic disease of spinal arteries; in other words, 
the so-called spontaneous hzematomyelia is really secondary hematomyelia. 

Symptoms.—From what has been said it is apparent that the clinical 
picture usually given of hematomyelia is that of local trauma of the cord, 
and since such local crushing is commonly associated with fracture, fracture- 
dislocation, or transient dislocation of the cervical spine between the fifth 
and sixth vertebre, this picture is that of a quadriplegia of sudden onset 
with slow recovery of variable degree. True hematomyelia may indeed 
occur in the cervical region of the cord, when it is apt to prove fatal. Richard- 
son’s analysis indicates that the characteristic clinical picture is that of a 
sudden paraplegia, accompanied by pain and sensory changes, subjective 
and objective. it a rs that all forms of sensation are lost at first. | 

In the non-fatal cases a variable degree of recovery is possible. In a 
few reported cases, it appears that a syringomyelic type of dissociation of 
sensation may ensue. 

Diagnosis.—The diagnosis of primary hematomyelia rests upon the 
sudden onset, the rapid development of symptoms which soon come to a 
standstill, and the physical signs of a central lesion of the spinal cord. The 
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distinction has to be made from acute myelitis. Acute myelitis, though 
rapid in onset, does not show the sudden development of symptoms seen 
in hematomyelia. Prodromata often precede the onset. 

_ Treatment.—The general treatment is that of any severe spinal cord 
lesion with paraplegia. When there is evidence that a syphilitic lesion of 
the spinal arteries is in question, the treatment is that of spinal syphilis. 
Angioma and other malformations of the spina] vessels are not amenable to 
surgical intervention. 


MYELOMALACIA 


Synonym.—Softening of the Spinal Cord. 

The term ‘“‘ myelomalacia,” which implies softening of the Spinal Cord, has 
been applied by some authors to those conditions of local destruction of the 
spinal cord consequent upon the cessation of blood supply, and especially 
upon thrombosis of its blood vessels, as apart from the extensive local 
destructions which may result from inflammatory conditions. Such a 
distinction does not rest upon any logical, pathological or clinical basis, for 
thrombosis and ischemia make up a part of the pathological process of all 
traumatic, inflammatory and pressure lesions of the spinal cord, and may 
occur as terminal events in certain diseases of the spinal cord where vascular 
lesions are otherwise conspicuous by their absence. Therefore, since soften- 
ing of the spinal cord may be the result of widely different pathological 
processes, and since it does not constitute a definite clinical entity, it will 
suffice here to refer to those maladies in which it is chiefly observed. 

Traumatic ConpiTions.—As a result of high explosives bursting in the 
neighbourhood of the spinal column, even without signs of external injury 
or signs of damage to the bones, the spinal cord may be found to be completely 
diffluent over several segments. The same result may be met with from the 
passage of a high velocity bullet through the spinal canal, whether the spinal 
cord be touched by the bullet or not; and again, the same condition occurs 
from the vibration of an impact when a missile hits and lodges in the sur- 
rounding bone, without directly involving the spinal canal or cord. A 
slighter degree of the same condition may be seen in fracture dislocation. 
When, as the result of injury to the spinal column, the spinal cord is torn 
across, the distal segment may soften completely. 

PRESSURE LESIONS.—Pressure upon the spinal cord abrogates function 
chiefly by producing ischemia and, if the pressure be prolonged or severe, 
necrotic aoftenin g occurs, and the more readily, if there be strangling of the 
segmental vessels which supply the cord and accompany each nerve root. 

INFLAMMATORY ConpiTIONs. —In acute spreading myelitis, in which the 
spinal cord is infected with micro-organisms secondarily to a general blood 
infection, as may occur in small-pox, gonorrhoea, dysentery, etc., the cord 
softens and may become diffluent. In acute transverse myelitis, softening 
depends upon the severity of the initial cedema and its duration, the degree of 
obliterative arteritis, and the consequent thrombosis that may occur. It 
may be largely avoided by the energetic and early application of anti- 
syphilitic treatment. 

Snitz ParaPLeGia.—This condition, which is not very rare, and in which 
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spasticity of the lower extremities with weakness comes on gradually in 
later life, and does not, as a rule, reach a severe degree, has been attributed to 
ischemia and even to softening of the spinal cord from arterial disease and 
the failing circulation of old age, by Moxon, who first described it. The 
pathology of these cases seems by no means certain, and there are few records 
of the anatomy. It seems certain that no appreciable softening can occur, 
on account of the slightness of the paraplegia and the absence of any sensory 
loss. Gowers doubted whether they were spinal in origin at all, and attributed 
some to the occurrence of cortical changes in the brain, while others he placed 
in the category of paralysis agitans. From the occurrence of definite mental 
failure in some of the cases, a cerebral site for the lesion is likely. Dr. Green- 
field has recently examined for us a very typical case and found no changes 
in the spinal cord, but extensive degeneration of the pyramidal cells of the 
motor cortex. 


SUBACUTE COMBINED DEGENERATION 


Synonym.—The Anwmic Spinal Disease. 

Definition.—Subacute combined degeneration is a disease most common 
in the second half of adult life, of which the onset is usually insidious and the 
course progressive. The lesions in the nervous system consist of a primary 
demyelination, commencing in the centre of the white columns and affecting 
the long fibres first and most, and the short intersegmental fibres which 
lie close to the grey matter last and least. Neuroglial condensation follows 
very slowly upon the demyelination. The posterior and lateral columns 
of the spinal cord are early affected, and it is to the affection of both these 
columns that the term ‘‘ combined degeneration” alludes. The clinical 
features are usually strikingly distinct, in that subjective sensations, such as 
tingling, numbness and burning, occurring usually at the eae aaa of the 
limbs, are early, obtrusive and persistent, and are accompanied or followed 
by the development of a paraplegia which may be of a spastic, or a flaccid 
and ataxic, or of a mixed type, according to the degree of affection of the 
lateral and of the posterior columns in each case, and the degree of involve- 
ment of the peripheral nerves. We owe to Risien Russell, Batten and Collier 
the first complete pathological and clinical account of this disease. 

In the late stages of the malady, the paraplegia tends to become complete 
and of the flaccid type, with loss of the deep reflexes. Anemia accompanied 
by a peculiar “ buscuit-like ” discoloration of the skin is present in all cases 
at some period of the disease, with the exception of some few of the cases of 
short duration. This anemia tends in every case, if life is prolonged, to 
ai 8 into & pernicious anemia which is typical, both clinically and patho- 

cally, 

O Etiology.—First met with in the third decade of life, the malady becomes 
increasingly frequent until a maximum incidence occurs in the sixth decade, 
while cases commencing in the seventh decade are not uncommon, The 
sexes are equally affected. Familial incidence in this disease, as also in 
pernicious anzmia, has been recorded by Hurst, Piney and others. 

Pathology.—The essential lesion is demyelination of the axis cylinders, 
and subsequent degeneration of the latter, in the posterior and lateral columns 
of the cord. It has also long been known that some degeneration. of peri- 
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eral nerves occurs in this disease, and recently Carmichael and Greenfield 

ve confirmed that the same process of demyelination seen in the cord is 
to be found in the peripheral nerves. At first the myelin sheath swells and 
later disintegrates. This change first occurs in the lower dorsal regjon of the 
cord, and is first seen in the centre of both posterior columns, and soon after 
wards in the centre of either lateral column, as small areas of a darker and 
more translucent appearance than the normal white matter. It is only at 
an early stage of the disease that the anatomical picture is strictly one of 
postero-lateral degenerations, for soon after, spots of degeneration appear 
on either side of the anterior median fissure and in other parts of the antero- 
lateral columns. The degenerated areas increase in size centrifugally, coalesce 
with one another, reach the surface of the cord and eventually involve the 
whole of the white matter of the cord as seen in transverse section, with the 
exception of the narrow zone of short internuncial fibres which everywhere 
clothe the grey matter. This “ annular or ferrule-like ” degeneration in the 
lower dorsal region is highly characteristic, and occurs in no other disease. 

From its starting-point in the lower dorsal region the degeneration spreads 
upwards and downwards in the white columns of the spinal cord, and for this 
reason the term “funicular myelitis ’* was applied to it by Henneberg. This 
extension depends upon the occurrence of small isolated spots of degenera- 
tion in the posterior, lateral and antero-lateral columns, which increase in size 
and thus join the area previously degenerated. The degeneration tends to 
extend upwards indefinitely, and in severe and advanced cases has been 
found as high as the internal capsule in the A Oh eran tract. 

The lesions of the white columns entail the usual secondary degenera- 
tions, both ascending and descending; but these occur late, and are often 
much less obvious than might be expected from the severity of the local 
lesions. The destruction of the axons by the local lesions also causes a series 
of retrograde changes in the corresponding nerve-cells, and tigrolysis, vacuola- 
tion, shrinking and neurophagy may be conspicuous, especially in the cells 
of Clarke’s column and in the cells of Betz, which gave origin to the pyramidal 
fibres. Occasionally the disease is entirely confined to the posterior columns 
of the spinal cord. The muscles are conspicuously wasted in the later stages, 
and the muscle fibres show great diminution in size and poor striation. There 
is not any considerable increase of the muscle nuclei, and little or no fibrosis 
occurs. 

Blood.—In a few instances, anemia has been absent throughout, the 
hemoglobin content and the cytology cone normal ; this has occurred chiefly 
in cases which have run an acute and fatal course in a few months. Usually 
the blood shows an anemia of varying severity ; the hemoglobin ranges from 
35 to 75 per cent., the lower of these figures being common ; the colour index 
is usually above the normal, and may be as high as 1-6. Macrocytosis is 

resent. Anisocytosis, poikilocytosis and polychromatophilia are common. 
Nornoblaets are often numerous and megaloblasts may be found in numbers. 
A relative lymphocytosis is almost always present, and may reach as much as 
55 per cent. This change occurs early, and is helpful in the confirmation of 
the diagnosis of the nervous disease. 

A careful investigation of the blood-changes at various stages of the disease 
and of the post-mortem findings in a large series of cases has proved beyond 
any possible doubt that the blood-changes in every case are identical with 


1738 DISEASES OF THE NERVOUS SYSTEM 


those met with in the various stages of pernicious anemia, and that a typical 
post-mortem picture of aaa y anemia occurs frequently in subacute 
combined degeneration. The cerebro-spinal fluid presents no abnormalities 
either as regards albumin, sugar or cells. 

The early writers believed that the anemia was the essential part of the 
disease, and that the degenerations in the nervous system were the result of 
vascular changes consequent upon the anemia. This view is negatived by 
the facts that some cases progress to a fatal issue without any evidence of 
anemia, and that in others the nervous manifestations may become severe 
long before any anemia is evident ; and, most importantly, no case has been 
recorded in the literature, nor has one occurred in the very large series 
examined by the writers, in which the nervous manifestations developed in a 
patient already under observation for anemia. — 

The experimental evidence and the clinical and pathological features of 
the disease suggest, therefore, that the anemia and cachexia and the degenera- 
tion of the nervous system are not dependent the one upon the other, but that 
they are the concomitant but not necessarily synchronous results of one and 
the same cause, which is deprivation from a product of gastric digestion in 
the presence of hydrochloric acid which is subsequently stored in the liver, 
and which is essential to the normal formation of the erythrocytes. Hurst 
and others have shown that achlorhydria is present in nearly all the cases. 

Symptoms.—In a large majority of instances the symptoms appear in- 
sidiously and without any exciting cause. Sometimes the onset is more rapid, 
and may be preceded by severe gastro-intestinal symptoms such as vomiting, 
diarrhora, jaundice, malaise and pyrexia. In a few cases the onset has been 
so rapid as to suggest the diagnosis of acute myelitis, and in one of these 
which was under our observation and pathologically verified, two attacks 
of temporary paraplegia has preceded the onset by 8 and by 4 months 
respectively. 

The cardinal] signs may be summarised as follows: peripheral subjective 
sensations, which occur early and are remarkably obtrusive, are complained 
of in the periphery of the limbs in most cases, but may occur in the perineum, 
neck and back of the head and in the tongue. Sensory loss is found, which 
commences upon the limbs with peripheral “ stocking and glove ”’ distribu- 
tion, and masking on to the trunk ascends in segmental distribution. Astereo- 
gnosis occurs in the upper extremities. Paraplegia may be (a) flaccid from 
the first, with loss of deep reflexes ; (b) spastic, remaining spastic throughout 
(rare) ; (c) spastic, changing to flaccid paralysis with loss of the deep reflexes. 
The first of these three clinical types is the commonest, and it provides almost 
all—if not all—the cases which respond favourably to treatment. Both 
forms of paraplegia are accompanied by marked ataxia. Girdle sensations, 
lightning pains, fixed pains, gastric crises, exaggeration of superficial reflexes, 
are all encountered. Sphincter paralysis is late. Loss of sexual power is 
early. There are muscular wasting and lowering of electrical excitability of 
general distribution in the paraplegia region. Ansmia, which may be absent 
throughout or may become apparent at any period in the course of the 

i , is conspicuous at the time of the onset of the nervous symptoms in 
about one-half of all cases. 

Peripheral subjective sensations are so constantly the earliest symptom, 
so discomforting to the patient and so persistent, as to form a moat distinctive 
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feature of the disease. These sensations are variously described, but tingling 
and numbness are the most common. Creeping sensations, smarting, burn- 
ing, icy coldness, tightness and pain are all common. They are usually felt 
first upon the tips of the fingers and toes, and subsequently spread up the 
limbs. A girdle sensation is the rule, and it 1s sometimes painful. 

Sensory loss first appears at the periphery, and spreads up the limbs 
like the sensory changes of a polyneuritis, waning in severity as the base of 
the limb is approached. In time it reaches the abdominal wall, but rarely 
extends as high as the thorax. Earliest to diminish, and first to disappear, 
are the postural modes of sensibility and vibration sense ; tactile sensibility 
may also be severely affected; but thermal and cutaneous pain sense are 
usually least affected. A marked and almost constant feature of the disease 
is the tenderness of the calf and plantar muscles to pressure. Such tender- 
ness is not usually found in association with a spinal cord lesion, and its 
presence is one of the reasons for regarding the peripheral nerve changes 
already referred to as of importance in determining the symptomatology. 

In the common flaccid type of paraplegia, weakness and unsteadiness of 
gait are commonly preceded by the paresthesis and sensory changes de- 
scribed above. There is at first a ready fatigue on exertion, a dragging of 
the feet and an ataxy of gait when tired, and also aching pains in the muscles 
of the legs. Examination reveals some weakness, especially of flexion and 
dorsiflexion in the legs, the tenderness already mentioned, and diminution 
or loss of the knee-jerks, and loss of the ankle-jerks. Sooner or later an 
extensor plantar response betrays the development of lesions in the lateral 
columns of the cord; but at first the plantar response may be of the flexor 
type, and when this is the case, the nervous clinical picture is not readily 
distinguishable from that of polyneuritis. In some cases it is doubtful if the 
distinction could be made were it not for the accompanying abnormalities in 
the blood and gastric secretions. 

In this clinical type, of course, some of the signs may be the expression 
of a posterior column lesion, and it is known that in a few cases the spinal 
cord lesion is confined to this column. In the less frequently seen spastic type, 
the clinical picture is one of a predominating lateral column lesion in the cord. 
The case may pass through the stage of paraplegia-in-extension to the final 
one of paraplegia-in-flexion, with extremely painful flexion spasms, loss of 
sphincter control, and the development of bedsores. In some such cases, 
the limbs may become flaccid, and the tendon-jerks disappear before con- 
tracture ensues. But whether this change from spasticity to flaccidity occur 
or not the clinical type is one which progresses ruthlessly and does not respond 
to treatment. 

Sudden exacerbations of the symptoms may occur at any time, and 
these are commonly associated with malaise, pyrexia, vomiting or other signs 
of gastro-intestinal disturbance and by an increase in the anemia, as if there 
had been a sudden increase in the condition, which is responsible both for 
the anmmia and for the spinal degeneration. As the disease advances, the 
paraplegia involves more and more of the trunk, progressing upwards, In 
some cases the upper extremities are affected early, and may even be the 
first regions to show signs of the disease. In the course of time the paraplegia 
becomes complete, with great wasting of the muscles and reduction of their 
faradic excitability. 
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The paraplegia does not, as a rule, reach the upper limits of the region 
supplied by the cervical enlargement of the spinal cord, and even in the most 
severe cases the condition of the upper extremities is one of partial paralysis, 
most marked in the periphery and associated with considerable wasting of 
the muscles of the hands and forearms. In addition to the muscular wasting, 
there is usually conspicuous wasting of the subcutaneous fat. In late stages 
of the disease the general bodily wasting becomes extreme. 

- Dysuria generally appears when the paraplegia becomes pronounced. It 
does not often occur in the early stages of the malady, and sometimes its 
appearance is delayed until remarkably late. When once established, it 
does not show any tendency to improve with treatment. Finally, the control 
of the rectum and bladder becomes completely lost. 

Soft translucent oedema of the extremities and trunk is frequent, especially 
when the anemia is severe, and is dependent upon the anemia and upon the 
impaired innervation of the paraplegic region. 

General mental deterioration, mild delirium, drowsiness and torpor 

frequently occur at any stage of the disease, and are referable to the anemia 
and the metabolic disturbance, and possibly also to widely spread cell changes 
in the cerebrum. General convulsions have been reported in a few 
cases. 
Dimness of vision is common when anemia and debility are severe. Papill- 
cedema of slight degree is sometimes met with, and doubtless in relation to the 
anemia, Optic atrophy has been reported in a good many cases. Small 
retinal hemorrhages are not uncommon. A minor degree of nystagmus is 
the rule, and may depend upon the involvement of the cervical spinal cord, 
all lesions of which seem to be regularly associated with nystagmus, or this 
may be attributed to affection of the cerebellum, for changes in the Purkinje 
cells of this organ have been repeatedly found. Herpes is not infrequent. 
It may occur anywhere, and has several times affected the distribution of 
the trigeminal nerve. A hemorrhagic lesion of the sensory ganglion has 
been found. 

Although anemia is one of the most characteristic features of subacute 
combined degeneration, since it occurs in every case of long duration at some 
time or other, and since it is sufficiently striking as at once to suggest the 
diagnosis in at least two-thirds of all the patients when they first come under 
observation for nervous symptoms, yet it may be absent throughout the course 
of the disease in a rapid case, and its appearance may be delayed until several 
years after the disease of the nervous system is manifest. The anwsmia 
m almost every case is identical in every respect with pernicious anamia. 
Of those cases in which the blood picture is not typical, nearly all show 
a pata aed with a relative lymphocytosis and a high hemoglobin index, 
as do early cases of pernicious anemia, and it may be said with certainty 
that the longer the patient survives, the greater the likelihood of typical 
pernicious anzemia developing. The dpe has been enlarged in many cases, 
and the marrow of the bones is typical of pernicious anemia, as may be also 
the iron reaction in the liver and the changes in the myocardium and other 
muscles. As in pernicions anemia, the tongue is clean, and this ocours so 
regularly that any appearance of furring of the tongue may justly be said 
to exclude the diagnosis of this disease. Fractional test meals show an 
absolute achlorhydria, or a relative achlorhydria, in the same proportions 
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as de oases of pernicious anemia. The colour of the skin is often peculiar 
and striking, even when anemia is not severe, and is best described as 
“ biscuit-coloured.” A bright malar flush upon this yellowish biscuit- 
coloured background gives a characteristic and vivid facial aspect in the 
earlier stages of many of the cases. The symptoms and signs common to 
all anemic states, breathlessness, headache, cardiac and venous murmurs 
and cedema, are commonly present, but hemorrhages are uncommon. 
Syncopal attacks may occur. Irregular pyrexia is almost invariably present 
at some period in the course of the disease, and this quite apart from fever- 
producing complications, such as cystitis and bedsores. In the later stages 
progressive emaciation is constant, and if life be prolonged it becomes 
extreme. ; 

Diagnosis.—In the earliest stage, and before the appearance of any definite 
sign of organic spinal disease, there may be such disability as to suggest the 
diagnosis of functional paraplegia. When organic signs appear, it is especially 
from disseminated sclerosis, spinal tumour and tabes dorsalis that the diag- 
nosis has to be made. The preponderance of the periphcral subjective sensa- 
tions, and the presence of a florid complexion with anemia, should always 
suggest the diagnosis. Slight spastic ataxy is the common clinical picture 
of subacute combined degeneration, of disseminated sclerosis and of spinal 
tumour. Peripheral sensations and peripheral numbness are not features of 
disseminated sclerosis, and the presence of peripheral sensory loss should 
always challenge that diagnosis, whereas diplopia, nystagmus, transient 
amblyopia and intention tremor are not early symptoms of subacute com- 
bined degeneration. Spinal tumour is especially distinguished by a shar 
line of sensory loss, transverse to the axis of the body, which does not sprea 
up from below in slow fashion. 

When subacute combined degeneration commences with flaccid ataxy 
and loss of the deep reflexes, the distinction must be made from tabesa dorsalis. 
The extensor plantar reflex, which is almost always present in the former 
disease and which is rare in early tabes, the entirely different distribution of 
the sensory loss in the two diseases, the loss of power in subacute combined 
degeneration, and the results of the examination of the blood and cerebro- 
spinal fiuid for syphilitic reactions and of the latter fluid for lymphocytosis, 
are important aids in the differential diagnosis. 

In the well-developed stages of the disease, its recognition presents no 
great difficulty. Attention is quickly attracted by the conspicuous anemia 
and biscuit-coloured skin. Following a period of slight paraplegia, often 
lengthy, the steadily increasing paralysis of the lower extremities, with per- 
haps sudden exacerbations, producing complete and lasting helplessness, the 
characteristic distribution of the sensory loss which spreads upwards towards 
the cervical region, the severe lightning pains, the irregular pyrexia, the 
ansmia and the relatively late onset of sphincter trouble serve to separate 
this disease from other forms of paraplegia. The change from the spastic 
to the flaccid type of paraplegia with loss of the deep reflexes and persistence 
of the extensor response, which occurs in some of the cases in the late stages, 
is highly charactenistic. . 

It is also necessary to bear in mind the strikingly close resemblance which 
the disease we are considering may bear to polyneuritis. The differentiation 
may in the early stages depend chiefly, if not wholly, upon the examination 
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of the blood and the result of a fractional test meal. But, sooner or later, 
the appearance of an extensor plantar response will indicate the presence of 
a cord lesion. On the other hand, in the spastic type, the presence of muscular 
- tenderness in the legs is a strong indication in favour of subacute combined 
degeneration. , 

Course and Prognosis.—The duration of the disease varies within wide 
limits, but the rapid downhill progress, ending in death within a few weeks 
or months which was formerly common, is now exceptional. Conflicting 
claims are made as to the possibility of cure, and it is probable that some 
at least of the difference of opinion depends upon a failure to appreciate that 
in the common flaccid type of the ee some at least of the signs and 
disability may be due to a peripheral nerve lesion and not to degeneration 
within the cord. This is certainly the clinical type which responds most 
favourably to liver, stomach, iron and thyroid therapy; while all but the 
very slightest cases of the spastic type—in which the important lesion is 
plainly in the lateral columns of the sane tall to respond to the most intensive 
therapy. 

In the flaccid type, appropriate treatment—if given early enough—will 
effect considerable restoration of muscular power, of co-ordination and of 
sensation. Usually, however, parsesthesis in the legs and feet, and sometimes 
in the fingers, remain. The restoration of lost knee-jerks is rare, and that of 
lost ankle-jerks still rarer. Vibration sense may be partially restored, and 
very occasionally an extensor plantar response may disappear. It is yet too 
early to say how enduring these improvements may be. It is clear that for 
most sufferers, the prognosis of subacute combined degeneration is far better 
now than it was formerly, but the enthusiasm that would speak of cure as 
within reach, or prevention of nervous lesions in cases of pernicious anemia 
when treated sufficiently early, as certainly possible, has still to justify itself. 
It is not shared by the neurologist. 

Treatment.— Whatever the degree of ansemia present, intensive liver 
treatment is essential. Daily parenteral injections of the chosen preparation 
is necessary until the red cell count reaches the five million figure, or as near 
it as possible. Even this may be insufficient to secure improvement in the 
nervous symptoms. Indeed these require more and longer continued liver 
treatment than does the anemia. The spastic type of case responds badly, 
but the more numerous flaccid cases may make remarkable recoveries if 
taken in hand before the malady is too advanced. Previous to the intro- 
duction of liver feeding we found that thyroid extract had a remarkable effect 
in removing the anemia, and that it could be tolerated by patients suffering 
from subacute combined degeneration in very large doses, even as much as 
sixty grains a day. The more advanced the stage of the disease is, the less 
result may be expected from any form of treatment. Any suppurative 
condition of the body should be energetically treated. Every care should be 
taken to delay the advent of bedsores and cystitis. When present, these 
are often amenable to treatment in the early stages of the disease and in less 
acute cases, but in the more acute cases and in the later stages they are inevit- 
able and the bodily vitality is too low for any reparative process to take 
place. Lightning pains and other pains are relieved by such analgesics as 
aspirin, acetanilide, amidopyrine, phenazone, etc. Reflexor spasms are 
among the most troublesome of the symptoms, since their frequent ocourrence 
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denies sleep to the patient, and they are most important factors in the occur- 
rence of bedsores. The remedy which seems to have most effect in checking 
these spasms is barbitone. 
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Synonyms.—Progressive Muscular Atrophy; Amyotrophic Latera] 
Sclerosis ; Chronic Bulbar Palsy. 

Definition.—A disease of gradual onset which may develop at any age 
from puberty onwards, and in which the anatomical findings consist invari- 
ably, whatever be the clinical picture, of three ordere—(1) a progressive 
degeneration, shrinkage and disappearance, cell by cell, of the upper motor 
neurones or cells of Betz in the ascending frontal convolution, with conse- 
quent degeneration of the corresponding fibres in the pyramidal tracts ; (2) a 
similar atrophy, cell by cell, in the lower motor neurones with corresponding 
degeneration of motor fibres in the peripheral nerves and atrophic degenera- 
tion of the muscles innervated by the affected cells; (3) a diffuse atrophy of 
the white matter of the spinal cord, the posterior columns conspicuously 
excepted. : 

A most mysterious feature of the disease is the non-correspondence between 
the anatomical findings and the symptomatology. In the first place, though 
the upper motor neurone lesion is constant, many cases run their course 
without the slightest external evidence that the pyramidal system is involved. 

The clinical picture is one of gradually oncoming weakness and disability, 
due either to atrophy of the muscles from the lower motor neurone lesion, in 
which case the paralysis is flaccid and atrophic, or to spastic paralysis of the 
muscles from the upper motor neurone lesion, in which case the paralysis is 
spastic without atrophy, or to the combined lesion of both upper and lower 
motor neurones, in which case the paralysis is both spastic and atrophic, 
and the muscular atrophy never becomes complete. Fibrillary twitchings of 
the muscles are always present, and form an important diagnostic feature. 
Any of the skeletal muscles may be affected from the ocular muscles to those 
of the feet. 

The clinical aspect varies greatly according as the incidence of the palsy 
is upon the muscles supplied by the brain stem, or upon the muscles of the 
trunk and limbs, and again, according as the atrophic element or the spastic 
element is present alone, or as both coexist in the same region or in different 
regions of the body. 

The following are the usual clinical types, but it must be borne in mind 
that every transition between these types may be met with : 

(A) With incidence upon the muscles supplied from the brain stem ; 
Progressive bulbar paralysis: 1. Pure atrophic bulbar paralysis. 2. Spastic 
ga bulbar paralysis, 3. Pure spastic bulbar paralysis. 

(B) With incidence upon the muscles of trunk and limbs: 1, Pure 
atrophic type—(a) local and slowly- progressive; (b) general and rapidly 
progressive. 2, Spastic atrophic type; amyotrophic lateral sclerosis—(a) 
the spasticity and atrophy are coincident in the same muscles; (b) the 
atrophy affects the upper limb and the spasticity the lower limb. 3. Pure 
spastic type. This is more commonly seen as an early stage of amyotrophic 
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lateral sclerosis, where the spasticity of the lower extremities precedes the 
amoeny. of the upper extremities by some months or years. 

(C) Mixed bulbar and spinal forms. 

fEtiology.—The earliest age incidence has been at 12 years, and several 
cases have been recorded which developed the disease at that age. As age 
advances the incidence of the malady becomes more frequent, until it 
attains a maximum between the ages of 30 and 40 years, after which there is 
a slow decline. It does not commonly commence in advanced age, but one 
case has come under the writers’ observation which commenced at the age of 
77 years, Males are affected three times as frequently as females, but in the 
cases occurring before the age of 25 years, the females predominate. Heredity 
ouly rarely influences the disease. The question of the relation of trauma 
to the causation of this disease admits of no decisive answer. In any given 
case it is impossible to establish a relationship, but some observers have 
recorded examples of a close sequence of injury and onset of the disease, 
and they regard the two as in the relation of cause and effect. We know of 
no pathological process by which a peripheral injury may set up within the 
central nervous system a selective neurone degeneration. If such there be, 
it has yet to be discovered: A series of cases of injury to the cervical spine 
associated with the signs of relatively minor fnjury to the fourth and fifth 
segments of the cervical cord which have been recorded by Walshe and Ross, 
raise the possibility that some cases of so-called progressive muscular atrophy 
are traumatic in origin, but are not at the outset or in their subsequent 
development genuine cases of motor neurone disease (cf. p. 1725, Section 
on Compression of Rapid Onset). Syphilis seems to be in definite causal 
relation with some of the cases. A positive Wassermann reaction, both in the 
blood and in the cerebro-spinal fluid, is found in a much larger proportion of 
the cases than give any history of syphilitic infection. Further, quite a 
number of instances of the supervention of a typical progressive muscular 
atrophy in cases of tabes has been observed and recorded at the National 
Hospital, London. It has been freely stated that progressive muscular atrophy 
of syphilitic origin differs from the non-syphilitic forms in its lack of symmetry 
and in its course; but this certainly does not hold good for very many of 
the cases which show a positive Wassermann reaction. In a large majority 
of all cases of progessive muscular atrophy, no causal factors whatever can 
be discovered. 

Pathology.—To the naked eye, a cross-section of the spinal cord may show 
some diminution in size of the ventral horns. The essential lesion is a primary 
degeneration of the cells of the ventral horns of the spinal cord and in the 
homologous motor nuclei of the brain stem, namely, the hypoglossal, facial, 
trigeminal and oculo-motor nuclei. Coupled with the degeneration of the 
lower motor neurone, is a degeneration of the upper motor neurones of the 
eae system. In the ventral horn cells the degeneration is evidenced 
by @ gradual sbrinking in size of the cells, which lose their dendrites and 
become oval or spherical in shape. The Nissl bodies slowly disappear, and 
only in rare and rapid cases is dlefinité chromatolysis seen, The nuclei dwindle 
and become iereyrulat and distorted. 

The dorsal and lateral horns are almost invariably intact, but degenerative 
changes are sometimes seen in the cells of Clarke’s column. The affection of 
the motor nuclei of the brain stem in the bulbar cases is in every way similar 
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to that of the ventral horns. The degeneration of the motor nerves which 
take origin from the degenerate ventral horn cells, often proceeds part passu 
with the degeneration of the cells. But in some cases this is conspicuously 
and very mysteriously not the case. | 

The affected muscles are soft and toneless, and the muscle fibres are found 
irregularly degenerated, bundles of normal and of degenerating fibres, until 
the atrophy is complete, being found side by side. The characteristic change 
is shrinkage of the affected fibre to a calibre much less than normal. As is 
usual in all slow tissue degenerations, fibrosis and local arterial disease accom- 
pany the atrophy of the muscle fibres. 

The pyramidal neurones (cells of Betz), which characterise the precentral 
cortex, undergo a degeneration very similar to that of the ventral horn cells, 
but with this difference, that the earliest structural changes are found in 
the most distal part of the pyramidal fibres, and that subsequently these 
fibres die back towards their cells of origin in the cerebral cortex. The 
degeneration of the upper motor neurones never proceeds to the complete 
destruction of anything like all the pyramidal fibres. 

‘Lhe pathological nature, thereiure, of progressive muscular atrophy is a 
widely scattered degeneration of nervous elements not even confined to the 
motor systems, though these are in the main afiected, since the afferent 
spino-cerebellar tracts are constantly found degenerated, from some unknown 
cause. 

Symptoms.—The following description of the clinica] features is based 
upon an aualysis of 500 cases which have come under observation at the 
National Hospital, London. The onset is in most cases very gradual, but 
it may be more rapid, und severe incapacity may result in the course of a 
few months. In rarer cases, a severe degree of paralysis may develop in the 
course of a few days, and in such cases it is not uncommon to see the most 
remarkable tempura:y improvement. ‘he nature of the onset, as a rule, 
indicates the course which the malady will pursue. A very slow onset is 
followed by a very slowly-advancing disease, often interrupted by long 
stationary periods, whereas the more rapid the commencement, the quicker 
will be the advance and the sooner will a fatal issue occur. Accompanying 
and sometimes preceding the onset, and not infrequently conspicuous during 
the early states of the disease, are certain sensory symptoms which, from the 
confusion in diagnosis they may cause and fromm the scant attention which has 
been paid them in descriptions of the malady hitherto, deserve emphasis. 
These symptoms are confined to the regions where the wasting first appears, 
and consist in a subjective feeling of stitiness and uselessness, much increased 
when the limb or the body is cold. Or there may be dull aching pains, 
intermittent neuralgic pains which may he severe, or a sensation of coldness 
or numbness which may be intense. Painful cramp in the muscles which are 
about to be affected is comparatively common. 

The muscular wasting, which constitutes the most characteristic feature 
of the disease, may conunence In any proup of the skeletat muscles whatso- 
ever, It may be first manifest in such rare situations as the facial muscles, 
intercostal muscles, muscles of the back and abdominal muscles. The 
commonest situation is in the muscles of the upper limb, where the distal 
(intrinsic muscles of the hand) or the proximal! musoles (deltoids, spinati, eta.) 
are first affected in about an equal number of cases. In the hand, the muacles 
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of the thenar eminence are the first to waste, and this is followed by atrophy 
of the hypothenars, of the lumbricals and of the interossei with the usual 
flattening of the palm, exposure of the flexor tendons in the palm from loss of 
the bulk of the lumbricals, hollowing of the interosseal spaces and a tendency 
to the “ griffin’s paw ”’ attitude of the hand. The main en griffe is never so 
marked in this disease as in paralysis of the ulnar nerve, syringomyelia, etc., 
because the wasting soon affects the long flexors of the fingers, and further 
contractures of the affected muscles are not well marked in progressive 
muscular atrophy. As the wasting spreads to the muscles of the forearm, 
the flexors are usually affected before the extensors. 

When the upper arm is primarily affected the wasting is first seen most 
often in the deltoids, whence it spreads upwards, involving the spinati and 
the muscles attaching arm to scapula, and arm and scapula to trunk. Amo 
these muscles some tend to escape the atrophy relatively, or to be affec 
much later than others, and these are the triceps, the latissimus dorsi, the 
lower half of the pectoralis major, the levator anguli scapulw and especially 
the upper half of the trapezius, which for this reason was called “‘ ultimum 
moriens ”’ by Duchenne. In the limbs the wasting always commences in one 
limb, but soon spreads to the corresponding limb of the opposite side and 
tends ultimately to become symmetrical. The attention of the patient may 
be first drawn to his malady by the altered appearance produced by the 
atrophy, and this is more common when the commencement is in the hands, 
where the subcutaneous tissue is thin.and the region constantly in view. 
Or the disability consequent upon the weakness may be noticed first, and 
this is always the case where the commencement is in the bulbar muscles, 
and usually also where the muscles of the legs, proximal muscles of the arms 
and trunk muscles are first involved. Lastly, the fibrillation may be so 
marked as first to attract notice. 

The loss of power, which accompanies the muscular wasting, is, as a rule, 
commensurate with the wasting, and does not become absolute until the 
atrophv is complete. To this rule, however, there are two very important 
exceptions. In the first place, when the affected muscles are both tonic 
from the upper motor neurone lesion and atrophic from the ventral horn-cell 
lesion—the tonic atrophy of Gowers—the loss of power is always much 
greater than can be accounted for by the degree of wasting present. It is a 
remarkable and entirely unexplained fact that when this tonic atrophy is 
present the muscles never completely waste, whereas in flaccid atrophy they 
waste completely, if the patient survives sufficiently long. When the disease 
commences with initial flaccid paralysis without wasting, it is usually rapid 
in its course, any temporary improvements notwithstanding. This initial 
flaccid paralysis without wasting, especially if it improves temporarily, may 
give rise to great difficulty in diagnosis, for it generally occurs in one limb only, 
and its rapid development, and in some cases a conspicuous improvement, 
may give rise to the impression of a gross organic lesion of the ventral horn or 
ventral roots, and to hopes of recovery which are falsified later. 

The disability which progressive muscular atrophy produces in the limbs 
is always much more marked when the limbs are cold, and conversely. There 
may be an appearance of vasomotor paralysis, redness, blueness and some 
swelling of the periphery, but this seems to occur much more as the result 
of the ontingal pendent position of the hands, when ths muscles, which 
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flex the elbow and which raise the shoulder, are affected, than as the result 
of any definite vasomotor palsy. In the regions where the muscular atrophy 
is apparent, the fat and subcutaneous tissues also waste slowly and pro- 
gressively, and in all but the rapidly progressive cases this wasting is 
conspicuous. = 
ext in order of frequency to initial wasting in the upper extremities 
comes the incidence of the disease upon the muscles concerned in facial 
expression, articulation, mastication and deglutition, and in lesser degree 
upon the muscles of phonation; and the disease may be confined to these 
muscles throughout the whole of its course. From the widely different 
clinical picture resulting, and from the fact that all these muscles are supplied 
from the brain stem and upper two segments of the spinal cord, this form 
of the disease has borne the name of “ progressive bulbar paralysis,” or 
“* Jabio-glosso-pharyngeal paralysis.” Here the wasting commences in the 
intrinsic muscles of the tongue and spreads thence to the orbicularis oris, 
to the extrinsic mucles of the tongue, pharynx and larynx, to the muscles 
of mastication and, eventually, but in less degree, to the facial muscles 
generally ; but only in rare cases are the oculo-motor muscles affected. 

The intrinsic muscles of the palate, the constrictors of the pharynx, the 
intrinsic muscles of the larynx, and the muscle of the cesophagus are little 
affected. This seems at first an anomalous and astonishing fact, considering 
how great and important are the troubles with deglutition in bulbar paralysis. 
But the anomaly disappears at once when one considers that the muscles 
which are concerned with buccal deglutition are the muscles of the tongue, 
those forming the floor of the mouth, including the mylohyoid and the 
digastric, the muscles which raise and lower the jaw, and those of the lips. 
Further, the muscles which are most important in pharyngeal deglutition 
are those which raise and lower the hyoid bone and larynx as a whole, and 
these are the stylohyoid and stylopharyngeus, the palatoglossus and palato- 
pharyngeus, the geniohyoid, thyrohyoid, sternohyoid, sternothyroid and 
omohyoid. All these muscles are early and severely affected in bulbar 
paralysis ; and when they fail, the intrinsic muscles of the palate are unable 
to shut off the naso-pharynx, the constrictors of the pharynx are entirely 
unable to perform the act of delutition, and the intrinsic muscles of the 
larynx—though phonation is never lost—are unable, since the larynx 1s 
unfixed by the extrinsic muscles, to modulate the tone of the voice. The very 
active pharyngeal reflex and the well-known great difficulty in using the 
laryngoscope on account of spasm of the pharynx in the subjects of this 
disease, are very good clinical evidence that the pharyngeal constrictors 
are not affected. 

The earliest physical sign of bulbar paralysis is the loss of the finer move- 
ments which are essential for correct articulation, and consequently a 
slurring dysarthria develops and increases, and the consonants become less 
and less distinct until they are inaudible. The failure of the palate to close 
upon the posterior pharyngeal wall begets a nasal element in the voice. 
Later, the patient becomes unable to interrupt his blast at any of the stop 
positions, and his utterance becomes a long, moaning, monotonous, in- 
articulate sound. His phonation remains, but he cannot alter its pitch nor 
divide it into parts of speech, ra i by taking a fresh breath. The orbicu- 
laris oris is early affected, and the lips lose their firmness and become thin, 
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and as they weaken, the unopposed retractors of the angles produce a wide, 
straight mouth, both at rest and in emotional action. Whistling and pursin 

up the lips become impossible, and ultimately there is much dribbling o 

saliva, for this can neither be retained by the lips nor swallowed. The 
tongue shows fine fibrillation, and as it wastes it loses its point, becomes 
rounded, and is protruded with difficulty. Its surface becomes dimpled and 
faceted, and in the end consists solely of the covering mucous membrane, 
the glands and the fibrous tissue, and lies motionless in the floor of the mouth, 
resembling a crinkled mushroom. The muscles of mastication all become 
affected. The bite becomes feeble and the mouth cannot be opened against 
resistance. In the late stages the jaw drops and the mouth is constantly 
open. The combined weakness of tongue and buccinators makes it very 
difficult for the patient to keep his food between his teeth in mastication, 
and often he aids his disability by digital pressure upon the cheeks. Nasal 
regurgitation is not uncommon. The difficulty in swallowing is greatest with 
fluids, for these require quick action, and is next greatest with lumpy solids, 
for these necessitate powerful action. It is least with food of a porridge-like 
consistency, and this should be carefully borne in mind in feeding the 
patients. 

The other muscles of the face are affected later and to a much less severe 
degree than is the orbicularis oris. It is as if there were a physiological selec- 
tion on the part of the disease for the nervous mechanism subserving masti- 
cation and deglutition. Still in the majority of cases there are bilateral 
general facial weakness and wasting which, with the peculiar mouth and 
dropping jaw, produce a characteristic facies which can be instantly recog- 

sad ir the upper facial muscles are tested by raising the eyelid with the 
finger against resistance, invariably they will be found to be weak. Only 
in very rare cases does the atrophy extend to the oculo-motor muscles. As 
in the paralysis of the limbs, so also in bulbar paralysis, concomitant signs 
of both upper motor neurone and of lower motor neurone lesion may exist. 
When such tonic atrophy of the bulbar muscles is present, the symptoma- 
tology and clinical appearance are the same as have been above described 
for the simple atrophic form, with the exception that the jaw-jerk and the 
other muscle-jerks of the bulbar region, which are absent in the latter con- 
dition, are brisk in the tonic-atrophic form. And, further, it must be re- 
membered that the additional element of spastic paralysis adds greatly to 
the degree of the paralysis as a whole. 

In less common cases of progressive bulbar paralysis the upper motor 
neurone lesion alone is in evidence, and the bulbar paralysis is arly spastic. 
Here the symptomatology as regards articulation, deglutition, etc., is the 
same, and the facial aspect identical with that of the simple atrophic and 
tonic-atrophic forms. The muscle-jerks are brisk. The appearance of the 
tongue, however, is quite different ; it is smooth, narrow, stiff and drawn 
into a narrow compass by the spasm of the muscles composing it. It appears 
too small for so large a mouth. There is no fibrillation, and the muscles are 
nowhere wasted. | | 

The muscles of the back of the neck, the splenius, complexus, etc., are 
not uncommonly the first muscles to be affected with the wasting of pro- 

ive muscular atrophy. There is increasing difficulty in extending the 
Foad, which drops forward, causing a characteristic attitude, which is asgoci- 
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ated with s constant overaction of the frontales which rage the brows te 
clear the line of vision when the head is dropped forward, so giving rise to 
a permanently furrowed brow. The loss of substance in the muscles of 
the back of the neck, together with the dropping forward of the head, causes 
the lower cervical and upper dorsal spines to stand out in undue 
prominence, and to give an appearance approximating to that of an angular 
curvature. 

Primary affection of the lower extremities is much less common than that 
of the upper extremities, bulbar region or neck muscles. The anterior tibial 
and peroneal muscles are usually attacked first, and leas commonly the 
quadriceps. The clinical type is that of flaccid atrophy in most of the cases. 
Tonic atrophy, which is so common in the upper limbs and in the bulbar 
region, is rare in the legs. Spasticity without atrophy from the upper motor 
neurone lesion alone is very common in the lower extremities. It forms a 
characteristic part of the frequently occurring clinical type of amyotrophic 
lateral sclerosis, in which the upper extremities or bulbar region are affected 
with atrophic paralysis, and the legs with spastic paralysis. In this common 
combination the atrophic Naber bine is usually of the tonic and much less 
frequently of the simple flaccid type. Spasticity from the upper motor 
neurone lesion may develop in the lower extremities long before there are 
any signs of atrophic paralysis elsewhere from the lower motor neurone 
lesion, and such cases present the physical signs of & primary lateral sclerosis. 
Therefore, it cannot be too strongly borne in mind that any case presenting 
the features of a primary lateral sclerosis in an adult may eventually prove 
to be one of progressive muscular atrophy. 

Wherever the site of commencement of progressive muscular ae 
may be, it invariably spreads to other regions, sometimes slowly and wit 
periods of arrest which may last for years, sometimes with remarkable 
rapidity. The manner of spread is usually in terms of the contiguity of the 
affected elements in the nervous system ; but it is sometimes in terms of the 

hysiological association of the muscles, as is commonly seen in the bulbar 
orms of the malady. When the disease is definitely installed the appear- 
ance of fibrillation, in any muscles otherwise unaffected, is a sure sign that 
atrophy will shortly commence in those muscles. 

According to the method of advance shown by the disease, cases of 
a iar muscular atrophy fall into two groups which it is important to 

istinguish. In the first group, the atrophy spreads locally and slowly and 
remains confined to one region of the anatomy duriug most of the course of 
the malady. These cases sre always of the simple atrophic type, and they 
usually survive a long time. Such cases, however, tend to become general 
just before the end. In contrast with the local type of the affection is the 
group in which the manifestations, commencing locally, spread within a 
comparatively short time to many parts of the anatomy, or even become 
universal. The spread may be very rapid, and the end may occur in 4 few 
months, or it may be slower; but it is unusual for any of the cases forming 
this group to survive for more than eighteen months. This group comprises 
(1) the generalised cases of simple flaccid atrophy ; (2) all the cases of amyo- 
trophic lateral sclerosis; and (3) most of the bulbar cases. | 

Fibrillation is 8 most im: t symptom of the disease, and is an associate 
of the muscular atrophy. It precedes the wasting of the fibres, and is a sure 
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herald of the advent of wasting in this disease. It ceases to occur when the 
muscle is completely wasted, and is not seen when the atrophy is not pro- 
gressing. On account of the importance of fibrillation as a diagnostic sign 
of progressive muscular atrophy it is important here to consider those other 
conditions in which it is met with clinically. It occurs in syringomyelia and 
in peroneal atrophy, but only when the muscular atrophy is progressing, 
et therefore, it is only an occasional symptom in either disease. It is often 
very marked in cases of interstitial neuritis (sciatica, etc.). It occurs in a 
most magnified and conspicuous form in certain conditions of gastro-enteritis, 
and is presumably due to an intoxication, and to this form of fibrillation the 
term “ myokimia ” has been applied. It is not met with in polyneuritis, 
poliomyelitis, myopathy, nor in the common gross lesions of nerve trunks, 
nerve roots or spinal cord. 

The electrical reactions of the affected muscles vary according to the 
degree of degeneration. Since normal and degenerate fibres are stimulated 
side by side in the affected muscle, there will be some lowering of the response 
to faradism with a tendency to a polar change. This is known as the “ mixed 
reaction,” and it is common to all diseases in which muscle degenerates 
fibre by fibre. Faradic excitability lessens as more of the muscle fibres 
degenerate, and when degeneration is complete all electrical excitability is 
lost. The excitability of the affected muscles to direct mechanical stimuli, 
such as percussion, is increased so long as any living muscle remains. 

Contractures are conspicuous by their absence in this disease, which is 
thus strongly contrasted with peroneal atrophy and some other muscular 
atrophies. If the atrophy becomes complete in a whole limb the end-result 
is that the limb is flail-like and without contracture. 

Mental alterations are constantly present in the cases in which the bulbar 
region is affected. Emotional instability and hyperexcitability are the usual 
change. The patient is easily excited to tears or to laughter by trivial 
causes, and when so excited cannot control his expression of emotion. He 
himself feels little joy or grief during the paroxysms of laughing or crying. 

Sphincters.—In the majority of the cases these are not affected, but every 
now and then dysuria in any of its forms occurs, and it may occur early in 
the course of the malady, and it may be severe. Loss of sexual power is very 
common, 

Reflexes.—The superficial reflexes are modified in this disease, on the 
one hand by spasticity, when this is present, and, on the other, by the muscular 
atrophy which may prevent response in the affected muscles. The pharyngeal 
reflex in bulbar cases is usually brisk, notwithstanding the statement to the 
contrary, which most antecedent writers upon this subject have recorded ; 
but the response is not the normal response, involving all the muscles con- 
cerned in deglutition, for these are atrophied and paralysed ; it is confined 
to the constrictors of the pharynx and the muscles of the palate, with the 
feeble co-operation of such of the somatic bulbar muscles as are still able 
to act. The plantar reflexes are usually of the extensor type when the legs 
are spastic; but this does not always obtain, for there may be definite 
rigidity of the legs with brisk knee-jerks and foot-clonus with a persistent 
flexor response. Similarly, the abdominal reflexes do not disappear so 
constantly or so early as is the case in disseminated sclerosis, for example, 
and they may persist when the legs are markedly spastic and extensor plantar 
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responses have appeared. The muscle-jerks disappear from the affected 
region in simple atrophic cases part passu with the wasting of the muscles. 
In cases of tonic atrophy they are everywhere increased, even in regions 
where the atrophy is severe, and in this type of the malady they never dis- 
appear. The same increase of the muscle-jerks occurs in the purely spastic 
cases. 

Diagnosis.—The malady has to be distinguished from the many conditions 
in which progressive weakness and wasting of the muscles occur, from those 
in which muscular wasting and spasticity are conspicuous clinical features, 
and lastly from other diseases, in which bulbar symptoms are early evidenced. 
Peroneal muscular atrophy very closely resembles progressive muscular 
atrophy, in that slow wasting and fibrillation of the muscles are the chief 
clinical features. The points which distinguish the two conditions are that 

roneal atrophy is often a familial disease, and is apt to commence in child- 

ood, when it is unusual for progressive muscular atrophy to begin. The 
location of the atrophy is peculiar, and when well marked in the peripher 
of all four limbs, as is common in this disease, cannot be confused wit 
progressive muscular atrophy since the latter disease never bas this distribu- 
tion, Syringomyelia is easily distinguishable by the early and striking loss 
of pain and temperature sensibility. Cervical mb not uncommonly produces 
atrophy of the intrinsic muscles of the hand, and, though this is usually 
confined to one hand, it may be bilateral. Further, it is exceptional for the 
atrophy to involve all the small hand muscles simultaneously, or equally. 
It picks out the opponens pollicis first and most severely, and is not uniform 
for all the hand muscles, as in progressive muscular atrophy. Pain in the distri- 
bution of the eighth cervical and first dorsal roots, and some loss of sensibility, 
may be present. The atrophy remains local, and is never accompanied by 
fibrillation. The abnormal rib is easily discoverable on radiographic examina- 
tion. It must be borne in mind that cervical mbs are not uncommon, and 
that their presence does not necessarily prove the cause of atrophy of the 
hand muscles, for cervical ribs may be present in progressive musc 
atrophy, in syringomyelia, and in any other disease. 

Arthritic muscular atrophy occurs in the regions of joints which show 
easily recognisable disease. Fibrillation does not occur, nor are there altera- 
tions in the electrical excitability of the wasted muscles. Dystrophia myo- 
tonica is at once separated from progressive muscular atrophy by the 
myotonus, when this latter symptom is present. When myotonus is absent, 
the characteristic wasting of the sternomastoids, and of the muscles of the 
thighs, the 7 of the subject, and sometimes the presence of cataract should 
suggest the diagnosis. 

Lesions of peripheral nerve trunks may be diagnosed by the history of 
@ loca] cause, by ihe discovery of a palpable local lesion upon the course of 
the nerve, and by the confinement of the atrophy to the distribution of 
one particular nerve, while open pain and sensory loss occur in that same 
distribution. 

Lesions of the nerve roots, and especially those produced by pachy- 
meningitis and by neoplasm in the vertebra may cause signs and symptoms 
so closely resembling those of the more rapid forms of progressive muscular 
atrophy, as to render correct diagnosis very difficult, Such a lesion in the 
cervical region, for example, may give rise to wasting of the hand and fore- 
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arm muscles, and a spastic condition of the legs, resembling exactly a condi- 
tion of amyotrophic lateral sclerosis, without deformity or rigidity of the 
spine, and without pain or sensory loss. In such casea of difficulty the course 
of a little time will bring the advent of the conclusive symptoms of a local 
pressure lesion. It is important in this connection to remember that pressure 
upon the spinal cord results in hyperalbuminosis of the cerebro-spinal fluid, 
and if the lesion causing the pressure is syphilitic, there is likely also to be 
lymphocytosis in that fluid, neither of which conditions is found in pro- 
gressive muscular atrophy. 

Diagnosis is most difficult in those cases where spasticity in the limbs 
is the first sign of progressive muscular atrophy to appear, and where such 
spasticity precedes the appearance of any muscular atrophy by a long time. 
If it be clearly borne in mind that spastic paralysis may be the earliest, and 
for a time the only sign of progressive muscular atrophy, and that among the 
many diseases of the nervous system, which commence with the same clinical 
picture of spastic paralysis, a certain diagnosis cannot be made until further 
distinguishing signs appear, error will be avoided. The importance of the 
examination of the cerebro-spinal fluid in doubtful cases cannot be too strongly 
emphasised. 

Course and Prognosis.—The nature of the disease is to progress, and to 
extend its area of invasion until a fatal issue is reached. The progress may 
be rapid, and the end may be reached in a few months, or it may be slow, and 
many years may elapse before death occurs. The local types of slow onset 
are the most gradual in their development, and these are often characterised 
by periods of arrest in the progress of the disease. The generalised simple 
atrophic type of the disease 1s the most rapid, especially when it commences 
with severe initial flaccid paralysis without atrophy. 

In the bulbar types of the disease, and in amyotrophic lateral sclerosis, 
the course is for the most steadily progressive. Every type will show, 
however, upon occasion, exacerbations and remissions, and the exacerba- 
tions are the most important, and in the bulbar types may bring about the 
end in a few hours. Of particular interest are rapid extensions of a flaccid 
paralysis, which may occur in a few hours, and which resemble, and indeed 
are identical with, onset of the disease with initial flaccid paralysis without 
atrophy, which has been already described. Whatever type of the disease 
be pee it tends in the end to spread and to become general. 

nvolvement of the respiratory muscles or severe bulbar symptoms, and 
the pulmonary complications which may accompany either condition, may 
bring about the fatal issue. It is usual, however, for death to occur in a 
manner which is common to so many degenerative nervous diseases, a rapid 
increase of the paralysis 1s associated with an increasing lethargy, which soon 
deepens into a rapidly fatal coma. It is uncommon for death to occur from 
intercurrent maladies. The average tenure of existence after definite signs 
are present is under 1 year in the generalised flaccid type, and it may be as 
short as 2 months. Bulbar symptoms are not generally survived for more than 
12 months. Localised cases of simple atrophy may live for many years. 
Some of the patients in whom a positive Wassermann reaction 1s 
improve, and the disease is sometimes arrested by antisyphilitie trea 
ment. 

The progressive character of the disease renders the prognosis grave in 
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every case. There are some cases occurring in middle life, which are pre- 
sumably cases of progressive muscular atrophy of local distribution and slow 
onset and course, which become finally arrested or even improve ; but in the 
aay of pathological verification the true nature of such cases is open to 
oubt. | 

In amyotrophic lateral] sclerosis the average duration of life is not more 
than 2 years from the onset. When bulbar symptoms are present the average 
duration is under 2 years. In the generalised cases the average duration is 
under 1 year. Widely spread fibrillation in muscles, which are neither weak 
nor wasted, is the constant herald of generalisation, and renders the im- 
mediate prognosis serious. In cases where syphilis is present the prognosis 
is more favourable, and there is even a possibility of arrest and improvement 
if energetic treatment of the associated condition is provided. Rapid ex- 
tension of the weakness, the advent of bulbar symptoms, involvement of all 
the respiratory muscles, and especially general asthenia and drowsiness are 
the signs which usher in the fatal result. 

Complications.—By far the most common complication which is met 
‘ with in cases of progressive muscular atrophy is the presence of some syphilitic 
lesion of the nervous system, and this may be of any nature, both local or 
general. Tabes dorsalis, associated with progressive muscular atrophy, is 
not uncommon. General paralysis of the insane has been noted in a few 
cases, as has also paralysis agitans. 

Treatment.—For the most this malady seems to be entirely uninfluenced 
by any treatment that has hitherto been adopted. Even where syphilis 
is a factor in the causation, although appropriate treatment for these condi- 
tions has been applied, and improvement and even arrest may result, it 1s 
no rare thing to see no amelioration, and in some cases such treatment seems 
actually to hasten the progress of the disease. Recently, dramatic claims 
have been made in respect of vitamin E (tocopherol acetate), given in doses 
of 3 mgs. thrice daily. This is said to arrest wasting and weakness and in 
early cases to effect rapid improvement. In a brief experience since this 
claim was made the present writer has been wholly unable to confirm it, 
and it must be accepted with the greatest reserve. It remains, therefore, to 
secure favourable conditions of life for the patient, and to maintain the 
general health in as perfect a state as possible. Massage and passive move- 
ments are useful as giving bodily comfort to the patient, and satisfying him 
that something is being done for him. In bulbar cases, the dysphagia must be 
aided by avoiding liquids and solids, and by serving all the articles of diet in 
agar form. Salivation, which is so troublesome in this condition, may 

e greatly helped by the administration of hyoscine by the mouth. 
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Synonym.—Charcot-Marie-Tooth Type of Muscular Atrophy, Neuritic 
Type of Muscular Atrophy. 
his is an absolutely distinct and peculiar form of muscular atrophy, 
with a frequent tendency to occur in several members of the same family. 
It usually commences in mid-childhood, and after peveroene for some 
twenty years or less, comes to a final arrest. The atrophy always commences 
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in the intrinsic muscles of the feet, and is throughout strictly distal in dis- 
tribution. The muscles of the face and trunk and the proximal muscles of 
the limbs are never affected. The atrophy leaves a peculiar elastic fibrosis 
in the affected muscles, so that the incapacity caused by this disease is much 
less than in any other form of muscular atrophy of like degree. Sensibility 
is often slightly affected, and there may be deep sensory loss. The essential 
morbid anatomy is a primary neurone atrophy of the anterior horn cells and 
of some of the afferent neurones in certain regions of the spinal cord. 

Etiology.—The disease usually commences between the fifth and tenth 
years of childhood, but it may appear as late as the fourth decade of life. 
Males and females are both affected. Heredity plays an important part in 
the incidence, although isolated sporadic cases are not uncommon. It may 
exhibit every type of inheritance. The malady often occurs in families, and 
has been traced through five generations ; it may skip a generation and then 
reappear. : 

athology.—The anterior horn cells of the affected regions show a 
slowly progressive atrophy and disappearance, with corres ne atrophy 
of fibres in the peripheral nerves. The cells of Clarke’s column show signs 
of degeneration, as do also some of the fibres of the posterior columns of the 
spinal cord, and especially those of the postero-lateral column. Slight de- 
generation in some of the fibres.of the pyramidal tracts is usually found. The 
affected muscles show a4 simple atrophy of the muscle fibres, indistinguishable 
from that seen when a motor nerve is divided. There is a simple shrinking 
of the fibres, which stain progressively and more and more deeply with 
hematoxylin, lose their striation, and finally disappear. Secondary fibrotic 
changes accompany the atrophy, together with sclerosis of the arteries of 
the muscle. 

Symptoms.—Muscular atrophy dominates the clinical picture of this 
malady. It is strictly distal in distribution, and this feature will serve to 
distinguish peroneal atrophy from any other form of muscular atrophy. 
This is to say it does not affect one particular muscle, but the distal ends 
of all the muscles below a certain level on the limb, leaving the proximal 
ends of the muscles normal, and it advances up the limb inch by inch, the 
separation of the wasted portion of the muscle from the normal portion 
being always transverse to its length. In other words, the muscle fibres 
seem to waste in terms of the length of the spinal axons which supply them. 
The wasting commences always in the intrinsic muscles of the feet, and 
hollowness of the instep and thinness of the feet, together with retraction 
of the toes and the difficulty which the cavus so produced entails in 
fitting boots, first draws attention to the disease. As the process advances, 
the lower segments of the anterior tibial, peroneal and calf muscles become 
affected, and the limb is subsequently involved until the lower third of the 
thigh is reached, at which stage the disease is invariably arrested. This 
slow spread of the atrophy from the distal towards the proximal portion 
of the limb, gives rise to a most unique and characteristic feature in the 
appearance of the legs at the several stages of the disease. As an example, 

e complete atrophy of all the muscles below the middle and a well-developed 
musculature in the upper half of the leg, give rise to the inverted “* fat bottle ” 
calf. When the Strophy has involved the lower third of the thigh, the lower 
end of the femur, bare of muscle and covered only by skin and tendons, 


PERONEAL MUSCULAR ATROPHY 1755 


contrasts strongly with the well-developed muscles of the upper thigh, and 
causes the thigh to resemble an inverted champagne bottle. 

Some years after the atrophy has become marked in the lower extremities, 
and in the usual run of cases just before the age of puberty, the intrinsic 
muscles of the hands and first those of the thenar and hypothenar group 
begin to waste, and this wasting may extend as high as the middle of the 
forearm. It must be borne in mind that the disease may become arrested 
at any period of its er and especially that the upper extremities often 
escape altogether. With the exception of the lower part of the thighs, the 
proximal segments of the limbs do not become involved, and the muscles of 
the head, neck and trunk remain unaffected. 

The affected regions of the muscles waste absolutely, and leave a very 
elastic fibrous tissue. The electrical excitability in the wasted regions becomes 
first lowered and then lost, and, in the earlier stages, may show a mixed 
reaction, in which there is lowering of excitability to faradism, with a tendency 
to an inverted polar reaction. Fibrillation of the muscles is an important 
am: It is seen only when the disease is progressing, and in the muscles 
which are obviously wasting. It is never general, as in some cases of pro- 
gressive muscular atrophy. And since peroneal atrophy is at times advancing 
and at other times stationary, fibrillation may be in one case conspicuous 
and in another never seen. It disappears entirely when the progress of the 
malady becomes finally arrested, and is, therefore, useful as a clinical indica- 
tion of active advance of the disease. Contractures always occur, and from 
the nature of the distribution of the atrophy are necessarily confined to the 
feet and the hands. In the feet, pes cavus with retracted toes is the rule ; 
but sometimes, and in some stages of the disease, the feet and toes may be 
dropped and the feet inverted. The sphincters are unaffected. The ankle- 
jerks are diminished or lost in proportion to the wasting of the calf muscles. 
in the final arrested stage they are usually lost. The knee-jerk is always 
retained and is usually brisk. The plantar reflexes are usually lost early 
so far as any response in the foot is concerned, but some response in the 
upper thigh muscles, upon stimulating the plantar region, often remains. 
Pain, tenderness and cramp are entirely absent. Conspicuous loss of sensi- 
bility is uncommon, but slight loss of deep sensibility, loss of the vibration 
sense and relative tactile loss, may often be detected upon careful examina- 
tion : but in rarer cases all forms of sensibility may be severely affected, or 
even entirely lost. Perforating ulcers may be met with upon the soles of the 
feet, and are explained by the thinness of the feet and their deformity, which, 
coupled with the clumsiness of the use of the feet, lead to the formation of 
severe corns which break down into perforating ulcers. Loss of sensibility 
also is a factor in their production. . 

The most striking of all the clinical features of peroneal atrophy is the 
pomparetvey slight disability which the wasting of the muscles and con- 
sequent paralysis, and even the sensory loss, when present, cause. 

Course.—The course is irregularly progressive for a number of years 
only, and the advance of the disease ceases usually in the third decade of 
life. Exacerbations of the weakness are likely to be followed in every case 
by considerable improvement, owing to the secondary fibrosis in the muscles. 

Diagnosis.—Peroneal atrophy in the early stages is easily confused with 
progressive muscular atrophy, in that wasting of muscles and fibrillation 
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are the conspicuous features. The onset usually in childhood and the fact 
that the feet are affected first, the peculiar distal distribution and the presence 
of any familial incidence, are important. But the only distinction which is 
absolute is the distribution, for progressive muscular atrophy may begin in 
childhood and peroneal atrophy may not appear till after middle life, and 
often familial relations are absent in the latter malady. In the course of 
time the diagnosis always becomes clear, for progressive muscular san 
never keeps to the classic distribution, nor is it followed by the peculiar 
fibrosis which characterises peroneal atrophy. 

Dystrophia myotonica when commencing in the peroneal muscles may 
for a time closely simulate peroneal atrophy. The presence of the least 
sign of myotonia, the involvement of the face and the atrophy of the sterno- 
mastoids, will establish the diagnosis. 

The usual forms of myopathy are at once separated from peroneal atrophy 
by the distribution of the muscular weakness and wasting, which in the 
former group of maladies is conspicuously upon the face, trunk and proximal 
muscles of the limbs, and in the latter upon the distal muscles. Peripheral 
neuritis is more rapid in its onset, and is apt to be associated with marked 
sensory disturbances, both objective and subjective, and the paralysis is in 
terms of individual muscles, which is not the case in peroneal atrophy. 

Treatment. —The general health should be carefully maintained, and 
the nutrition of the affected muscles aided by the application of massage. 
Care must be taken, on the one hand, to avoid over-fatigue of the affected 
muscles, and, on the other, to ensure such regular exercise as is compatible 
with their capacity. Bicycling, for example, since it employs chiefly the 
thigh muscles, is a better form of exercise for these patients than is walking. 
In no circumstances should tenotomies be performed for the deformity of the 
feet, for such measures tend to destroy the effect of the conservative fibrosis, 
so essential to the production of a useful limb. The use of heavy mechanical 
supports is to be avoided above all things. Light, well-fitting boots, so as to 
interfere as little as possible with the exercise of the damaged muscles, are 
essential. 


PROGRESSIVE SPINAL MUSCULAR ATROPHY OF CHILDREN 


Synonym.—The Werdnig-Hoffmann Disease. 

This is a malady of the first year of infancy, often incident upon several 
children of the same parents, and characterised by the gradual dew’ ment 
of progressive muscular weakness and atrophy, which affects the’ oximal 
muscles first and most, increases to a complete paralysis of trunk a: 1 limbs, 
and finally affects the bulbar muscles. The disease is invariably fatal in 
from a few weeks to several months. The most striking pathological changes 
are @ progressive degeneration and disappearance of the ventral horn cells 
of the spinal cord, and of their analogues in the brain stem. 

fEtiology.—In some of the cases the paralysis is noticeable at the time 
of birth, and the disease is obviously of pre-natal development. In others 
the children are quite healthy at birth, and the disease develops some time 
during the first year of life, and most frequently within 8 weeks of birth. 
Though sporadic cases may be met with, yet in the majority of instances 
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several children of the same mother are affected. Both the pre-natal casea 
and the post-natal cases may be met with among the children of the same 
mother. The sexes seem to be equally affected. No maternal ill-health 
during pregnancy has been noticed, and nothing is known about any other 
etiological factor. 

Pathology.—The most extensive changes are found in the ventral horn 
cells throughout the spinal cord and brain stem, and at many levels no 
normal cells whatever are to be seen. Tigrolysis, swelling and glassiness of 
the cells, extrusion of the nuclei, disappearance of the dendrites, shrinking 
of the cells and final disappearance is the sequence of the changes. Degenera- 
tion of the anterior roots and of the peripheral motor nerve fibres conse- 

uently occurs. These changes are not confined to the lower motor neurones, 
or in our cases examination by the Marchi method showed extensive de- 
generation throughout the posterior columns of the cord, indicating that 
lower sensory neurones were also considerably affected. 

The muscles show intense degeneration with hypertrophy of some fibres and 
atrophy of most of the fibres, waving, moniliform shape, hypernucleation 
of the spindles, general nuclear increase and fibrosis, 

Symptoms.—In the cases which are pre-natal, the malady is noticed at 
the time of birth on account of the tonelessness, flaccidity and the poorness 
of movement in the trunk and proximal muscles of the limbs. In the post- 
natal cases there is a gradual onset of similar weakness and flaccidity in the 
trunk first, and in the limbs afterwards, which usually commences within 
six weeks of birth, but which may not appear until towards the end of the 
first ‘po of life. The weakness seems always to be least marked in the 
periphery of the limbs, where curious, slow, involuntary movements of the 
fingers and toes have been noted in a good many of the cases. The paralysis 
is followed by a rapid and extensive wasting of the muscles, accompanied 
by occasional fibrillary twitchings. Since these children are not only well 
nourished, but often put on much fat during the illness, wasting of the muscles 
may not be apparent on inspection or palpation. It can, however, immedi- 
ately be detected by radiography, which distinguishes sharply between fat 
and muscle. 

As the malady progresses the trunk muscles become completely paralysed, 
the intercostal muscles being always paralysed before the diaphragm. The 
limbs become progressively weaker, and, lastly, bulbar paralysis supervenes 
in those cases where death has not already occurred from respiratory paralysis. 
The reaction of degeneration is present in the affected muscles. Sensi- 
bility may be unimpaired ; but in several of my cases there has been con- 
spicuous loss of pain sensibility over the limbs and trunk. The sphincters 
are unimpaired until the very last stages of the disease. The superficial and 
deep reflexes are lost. The ocular muscles have not been affected, and 
intelligence is preserved throughout. 

Diagnosis.—The peculiar and striking features of the disease make the 
diagnosis easy, if the symptomatology be known. Amyotonia congenita 

resents the same helplessness and flaccidity of trunk and limbs as does the 
Werdnig-Hoffmann disease, and further resembles it in being sometimes 
congenital, and sometimes having an onset very early in life. In amyotonia 
congenita, however, the paralysis is not complete, and it tends to improve- 
ment and not to progressive increase. Contractures also occur, which are 
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not found in the Werdnig-Hoffmann disease, and, lastly, the definite spinal 
cord changes of the latter malady are not found in the former. 

Course and Prognosis—The course is invariably progressive, and is 
more rapid the earlier in life the disease commences, and it is most rapid of 
all in the pre-natal cases, which are usually fatal within a few weeks. With 
an onset some weeks after birth, life is usually continued for several months, 
and a few cases have been reported with an onset towards the end of the 
first year, in which death has been delayed until the third or fourth year. 

Treatment.—No treatment is known to influence the course of the 


dy. 


LESIONS OF THE PERIPHERAL NERVES 
LOCAL LESIONS OF NERVE ROOTS AND NERVE TRUNKS 


Psrenico Nerve.—This nerve supplies the diaphragm. Paralysis results 
most often from disease of the spinal cord, but the roots may be implicated in 
disease of the spine, and the trunk may be injured, in its course through the 
neck and thorax, by wounds or tumours. Bilateral paralysis occurs in lesions 
of the cord and spine, and in alcoholic, diphtheritic, saturnine and other forms 
of peripheral neuritis. Other causes usually affect one side only. When the 
diaphragm is completely paralysed, the normal inspiratory protrusion of the 
upper part of the abdomen disappears, or is replaced by retraction of this 
part with each inspiration. During rest, so long as the lungs are healthy, the 
respiratory rate does not increase, but if bronchitis or pneumonia arises as a 
complication, or if the patient exerts himself, the diminished reserve of 
respiratory power is seriously felt. When one nerve only is affected the 
diaphragm does not descend on that side. This is rarely detected by observa- 
tion of the abdominal movements, but is easily seen on the X-ray screen. It 
produces no discomfort. 

Tur Lone THoracic Nerve.—This nerve supplies the serratus magnus 
muscle. When all the fibres of this muscle contract, the scapula moves 
upwards, forwards and outwards. It contracts with the pectoralis major 
in the action of pushing forward the point of the shoulder and in the rapier- 
thrust movement. It also assists the deltoid in raising the arm. en 
it is paralysed alone, the position of the scapula at rest is unaltered, but 
if the trapezius and the rhomboids are paralysed as well the scapula drops, 
and its lower angle is displaced inwards. Paralysis of the serratus magnus 
is best demonstrated by causing the patient to hold the arms outstretched 
before him. The arm is not raised so high on the affected as on the normal 
side, because the scapula is not fixed and the deltoid works at a disad- 
vantage. Viewed from behind the deformity is characteristic. The vertebral 
border of the scapula stands out prominently and the hand can be pushed 
between this bone and the thorax—‘‘ winged scapula.”” On raising the arm 
from the side, there is difficulty in attaining the horizontal position, but the 
winging of the scapula is less apparent. 

e nerve may be damaged by carrying heavy weights on the shoulder, 
by falls or blows on the shoulder, and by continued muscular effort with the 


LESIONS OF NERVE ROOTS AND NERVE TRUNKS = 1759 


raised arm. The nerve may be injured alone in gunshot wounds, but as 
a rule it is associated with lesion of the brachial plexus. In addition, a 
serratus magnus palsy may develop suddenly in an otherwise healthy person 
after exposure to cold, or as part of a rare reaction to the administration of 
serum or antitoxin. In the cases caused by compression, severe neuralgic 
pains in the neck precede the onset of paralysis. Recovery is always very 
slow and the defect may be permanent. 

BracHiaL Pitexus.—The brachial plexus may be injured by stabs in the 
neck, by penetrating missiles, by dislocation of the shoulder or Pct of the 
clavicle, or by pressure of a tumour, aneurysm or cervical rib. Further, the 
nerves may be torn by forcible dragging on the arm in accidents or during 
delivery. In most cases the lesion is partial and the symptoms conform in 
the main to one of the following types. 

Upper plexus paralysis (Erb’s palsy).—This results from an injury to the 
fifth and sixth cervical roots. The muscles paralysed are: biceps, deltoid, 
brachialis anticus, supinator longus, supraspinatus, infraspinatus, rhom- 
boideus, subscapularis, clavicular portion of pectoralis major, serratus 
magnus, latissimus dorsi, teres major. The arm cannot be flexed at the 
elbow (flexors of forearm), nor raised and abducted (deltoid). The movements 
of the wrist and fingers are not impaired. Adduction of the arm is weak 
(pectoralis major), and rotation is feeble or absent (spinati). On attempting 
to oppose the shoulders, the scapula on the affected side passes farther from 
the middle line (rhomboideus). The hand of the affected side cannot be placed 
on the buttock of the sound side (latissimus dorsi). 

The reaction of degeneration is often complete in the deltoid and flexors 
of the forearm and nearly so in the spinati. It is usually incomplete in the 
other muscles. Sensation is diminished or lost along the outer border of the 
whole limb immediately after the injury, but improvement sets in rapidly. 
For some time the patient experiences pins and needles and burning sensa- 
tions in the affected area, which last longest in the thumb and index finger. 
The biceps reflex is lost. In this form the tendency to complete recovery is 
great. As a rule all the symptoms disappear completely in from 6 months 
to 2 or 3 years. Weakness persists longest in the deltoid and supinator longus. 

Lower plexus paralysis (Klumpke’s palsy).—This results from a lesion of 
the eighth cervical and first dorsal roots, or of the common trunk of the 
median and ulnar nerves. The intrinsic muscles of the hand and the flexors 
of the wrist and fingers are paralysed, and the inner border of the forearm 
and hand is anssthetic. When the roots are damaged, sympathetic fibres 
may be implicated with the production of myosis, narrowing of the palpebral 
aperture, enophthalmos and alterations in sweating on the face, neck, arm 
and upper part of the chest, on the affected side. 

Middle plexus paralysis.—This form of paralysis is a common result of 
gunshot injuries of the plexus. It affects the muscles supplied by the musculo- 
spiral and circumflex nerves—posterior cord. As the nerve to the latissimus 
dorsi arises from the same trunk, this muscle is often paralysed as well. 
In addition to these simple types, more complicated paralyses occur, in 
which various parts of the plexus are injured together. 

In paralysis of the inner cord of the plexus, atrophy is confined to the 
intrinsic hand muscles, and the sensory loss is confined to the hand. 

Lesions of the brachial plexus show a remarkable tendency to spon- 
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taneous recovery. In = cases recovery is complete in 6 months to 
2 years, in others it is partial, and some muscles remain paralysed. 

THe Muscvu.o-sPiraL Nervs.— Owing to its long course, its position 
in relation to the humerus, and its peculiar vulnerability to compression, 
paralysis of the musculo-spiral nerve is one of the commonest peripheral] 
palsies ; although it is a mixed nerve, containing sensory, motor and vaso- 
motor fibres, the symptoms of an injury are almost entirely motor. In the 
upper arm the nerve supplies the triceps and the anconeus, in the forearm 
the supinators, the extensors of the wrist and fingers, and the extensors and 
ae uctor of the thumb. 

ymptoms.—lInjury to the nerve is followed by dropping of the wrist 
and fingers. The wrist and the first phalanges are flexed. The flexion is 
limp and easily reducible. 

When the lesion is in the axilla the whole of the triceps is paralysed, and 
extension at the elbow is lost. Occasionally in wounds of the posterior 
aspect of the arm the nerves to the triceps are injured, whilst the main trunk 
escapes. The patient is then able to extend the arm powerfully by means of 
the anconeus, but if he is made to raise the elbow as high as possible with 
his fingers on the point of the shoulder, extension of the bent forearm is 
impossible, : 

In most cases the nerve is injured in the middle third of the arm and 
the tricepa escapes, but the supinator longus and all the extensor ntuscles 
in the forearm are paralysed. Partial paralyses, such as are seen in lesions 
of the median and ulnar nerves, are very rare. The suptnator longus, so- 
called, is not a supinator. Its action is to flex the forearm, whilst the hand 
is in & position intermediate between pronation and supination. Paralysis 
of this muscle is detected by the absence of contraction when the pronated 
forearm is flexed against resistance. Owing to paralysis of the supsnator 
brevis supination is abolished. During the movement of flexion of the fore- 
arm the biceps acts as a supinator, during extension the external rotators 
of the shoulder, but feebly. 

Paralysis of the extensors of the carpus abolishes both extension and lateral 
movement at the wrist. The flexors of the carpus play no ete in lateral 
movements. The extensors of the fingers extend the first phalanges only. 
Extension at the distal joints is carried out by the lumbricals and interossei. 
Paralysis of the extensors and long abductor of the thumb renders abduction of 
the thumb and extension of the phalanges impossible. On attempting to 
abduct the thumb, it passes no farther than the radial border of the hand. 
In some cases, the second phalanx of the thumb can be feebly extended by 
the muscles of the thenar eminence. 

Many muscles not supplied by the musculo-spiral work at a disadvantage 
when the extensors are paralysed. These defects must not be mistaken for 
signs of injury to other nerves. Owing to the flexed position of the hand the 
grasp is feeble, but if the wrist is extended passively the grasp is improved. 

he patient cannot make a fist properly, as the thumb does not oppose the 
index finger and the fingers cannot be flexed into the palm, until] the thumb 
has been moved aside by the sound hand. The movements of the interossei 
in abducting and adducting the fingers are also feeble while the wrist is 
flexed, but are much stronger when the hand is resting flat on @ table with 
the wrist and fingers extended. The complete reaction of degeneration is 
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often found in all the paralysed muscles from the onset. Atrophy becomes 
obvious in a month or two. Its extent and severity give important evidence 
for prognosis. 

msory disturbances.—Subjective symptoms are rare. In a few cases, 
pareethesiz are felt, on the posterior aspect of the forearm and on the dorsal 
aspect of the thumb. They are of brief duration, and are commoner with 
partial than with complete lesions. Severe causalgias are almost never 
seen in lesions of this nerve. Sensibility to light touch, superficial! pain and 
temperature is impaired over a small area on the radial border of the hand, 
including the proximal joints of the thumb and first two fingers. The defect 
is often very slight, and is only discovered on very careful examination, 
Deep sensibility is rarely affected. Considering the extensive distribution 
of the external cutaneous branch of the musculo-spiral nerve, it is rather 
ele that the sensory disturbances are so slight, when the nerve is 
injured above the origin of this branch. 

Recovery.—It might be thought that recovery would take place in the 
order of the length of the branches to the various muscles. This, however, 
is not the case. As a rule the extensors of the wrist recover first, then the 
extensors of the middle, ring, little and index fingers in this order, next the 
supinator longus, and the extensors and abductors of the thumb last of all. 
On palpation of the muscles during attempted extension, contractions can 
be felt before any nYovement is produced. Other signs of impending recovery 
are the disappearance of automatic pronation and of the flail-like drop of the 
hand, also diminution of automatic flexion of the fingers after passive ex- 
tension, Recovery of movement is complete when the patient is able to 
extend the wrist and all the fingers simultaneously or separately. After 
this becomes possible, restoration of power is rapid. 

Tae Mepian Nerve.— Whilst the clinical individuality of the musculo- 
spiral nerve is shown in the preponderance of motor symptoms and in the 
uniform completeness of the paralysis that follows an injury, that of the 
median is seen in the frequency of partial and especially of painful lesions. 
Isolated palsy of this nerve is infrequent except as a result of gunshot wounds 
and other injuries. It may be damaged by repeated violent contractions of 
the pronator radii teres, as in one of the forms of “ tennis elbow.” | 

Total paralysis—The muscles paralysed are the pronators, the radial 
flexor of the wrist, the flexors of the fingers except the ulnar half of the deep 
flexor, most of the muscles of the thenar eminence (opponens, abductor brevis 
and outer head of the flexor brevis pollicis) and the two radial lumbricals. 
Stated briefly the symptoms are: inability to flex the phalanges of the index 
finger and the second phalanx of the thumb ; difficulty in flexing the phalanges 
of the middle finger; defective opposition of the thumb. The appearance 
of the hand in total lesions is fairly constant. The hand inclines to the ulnar 
side, the index and middle fingers are more extended than is normal, and the 
thumb lies on a level with the fingers—the ape-hand. 

Pronation is incomplete and defective. The patient tries to overcome 
the defect by rotating the whole limb at the shoulder. Paralysis of the 
flexors of the wrist is seen when an atternpt is made to flex against resistance. 
The tendon of the ulnar flexor alone stands out, and the hand is drawn towards 
the ulnar side. Even at rest, the flexor tendons are more prominent on the 
sound than on the affected side. 
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Flexion of the fingers is good in the two ulnar fingers, though weaker than 
normal. The index cannot be flexed at all, and the third finger only incom- 
pletely. Flexion at the proximal joint is usually good in all the fingers 
including the index, and flexion at this joint with extension at the last two 
joints is usually well done by the interossei and lumbricals, If the proximal 
phalanx of the thumb is immobilised, it will be seen that flexion of the terminal 
phalanx is abolished, owing to paralysis of the flexor longus pollicis. 

Paralysis of the thenar muscles renders opposition and abduction of the 
thumb defective. By means of the adductor the thumb can be drawn into 
the palm, but as the radial fingers cannot be flexed nor the thumb opposed, 
it is impossible to place the tip of the thumb on the tips of the fingers. Atrophy 
of the muscles becomes obvious in a few weeks. The outer part of the thenar 
eminence is flattened, and the bulk of the muscles arising from the internal 
condyle is greatly diminished. 

Sensory disturbances.—In almost every case there is complete anzsthesia 
to all forms of sensation in the two terminal phalanges of the index and middle 
fingers. The skin outside this area may be unaffected even in complete 
lesions, but in most cases sensibility is diminished in the terminal phalanx 
of the thumb, and to a less extent over the remainder of the radial half of the 
pene including the radial side of the ring finger. The stereognostic sense is 

ost in the outer fingers. This defect, together with the loss of power, renders 
the thumb and index finger useless, aa makes paralysis of the median the 
most serious single nerve lesion of the upper limb. 

Vasomotor and trophic changes.—In many cases the skin in the distribu- 
tion of the median nerve is red, dry and chapped, and the nails white or 
purple. Itis possible that these changes are due to an associated vascular lesion. 

ecovery 1s extremely slow and is rarely complete. Sensation begins to 
return before power, but the stereognostic sense is often defective, long after 
movement in the fingers has returned. The pronator and the flexors of the 
wrist recover first, then the flexors of the thumb and middle finger. Flexion 
of the index finger and opposition of the thumb, if it is regained at all, remains 
defective for several years. In searching for signs of recovery, care must be 
taken lest. some “ trick-movement,” due to contractions of healthy muscles, 
is misconstrued. For example, when told to flex the termina] phalanx of 
the thumb, the patient first over-extends and abducts, and then relaxes 
suddenly. The terminal phalanx then makes a slight passive movement of 
flexion, which may be mistaken for true active flexion. Recovery is complete 
when the patient is able to make a good fist with the fingers flexed well into 
the nee and the thumb pressed firmly upon the dorsal aspect of the second 
phalanx of the middle finger. 

PartiaL Lesions.—Partial paralysis of the median nerve is much 
commoner than the complete form. 

Motor symptoms.—Flexion of the index finger and opposition of the thumb 
are most impaired. The flexors of the middle finger and of the terminal 
phalanx of the thumb may suffer also, but to a less degree, whilst the pronators 
and the flexors of the wrist often escape entirely. 

symptoms.—Apart from the painful lesions to be mentioned 
later, sensory troubles are usually slight in partial lesions. Anssthesia is 
rare, but sensibility to all forms may be dimimished in the areas mentioned 
under complete lesions. 
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Vasomotor symptoms.—The skin is often cyanosed in the distribution 
of the injured nerve, and it may perspire more freely than in healthy parts. 
These changes are more distinct when the paralysis is complicated by 6 
vascular lesion. 

na is naturally more rapid than in complete lesions. The order 
in which the muscles recover and the tests for complete return of function 
have been mentioned above. 

PatnruL Lesions or THE Mepian Nerve.—Causalgia.—In many cases 
the most prominent symptom of injury to the median nerve is pain. 

Motor disturbances are always present, but are usually slight, the weakness . 
affecting mainly the flexors of the index finger and the thenar muscles. 

Vasomotor changes are a feature of this type. In many cases perspiration 
is diminished over the radial half of the palm, and the skin becomes any and 
scaly. In others, perspiration is increased over the median area. 

Sensory disturbances.—Pain comes on about a month after the injury, 
at first as tingling or boot in the finger-tips and palm, later as a constant 
severe smarting, dragging or burning pain—hence the name causalgia. Added 
to the constant pain, which never ceases day or night, paroxysms occur, in 
which the pain increases suddenly in intensity. The application of cold 
water gives temporary relief, and patients often wear bandages or gloves 
which they keep constantly moistened. Many develop a phobia of dryness. 
They will not touch dry objects, even with the healthy hand, the sight of 
another person handling a dry object increases the pain, and any rustling or 
crackling sound, suggestive of dryness, may bring on a paroxysm. 

In severe cases the limb is held flexed at the elbow and wrist, with the 
hand constantly raised and the fingers extended or hyper-extended. The 
whole hand atrophies, and irreducible ankylosis occurs with the limb in 
this position. The skin of the hand is thin and dry. The fingers taper, 
and the nails are long, brittle, blackened and striated longitudinally. The 
‘ary reaches its acme 4 or 5 months after the injury, and then slowly declines, 

ut the limb remains useless. Even in slighter cases, without much deformity, 
recovery of function is extremely slow, and is rarely complete. 

THe U.tnar Nerve.—-The ulnar nerve supplies the ulnar flexor of the 
wrist, the ulnar half of the deep flexor of the fingers, the muscles of the hypo- 
thenar eminence, the interossei, the two inner lumbricals, and the adductor 
and inner head of the short flexor of the thumb. Its sensory area is the ulnar 
border of the hand, the little finger and the inner half of the ring finger. 

Total paralysis.—Paralysis of the flexor carm ulnaris may be detected 
by palpating the tendons when the wrists are flexed against resistance. 
The limspness on the affected side contrasts strongly with the firmness on the 
sound side. Lateral movements of the hand are unaffected, as these are 
carried out by the extensors. 

Paralysia of the ulnar portion of the flexor profundus digitorum. In 
making a fist, flexion of the index finger is perfect and that of the middle 

er good, whilst in the 8 and little finger it is absent or very feeble. 
This weakness is best seen when flexion is attempted with the index and 
middle fingers extended. Even when the fingers can be flexed by the action 
of the flexor sublimis, the power of resisting passive extension is completely 
lost in the terminal phalanx of the two ulsiar fingers, Paralysis of the 
hypothenar muscles abolishes lateral movements of the little finger, and 
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diminishes the power of flexion at the proximal joint. Paralysis of the 
interossei and of the inner two lumbricals leads to the production of the 
“ claw-hand.” 

The action of these muscles is to flex the fingers at the proximal joints 
with the distal joints extended. In the “ claw-hand ” the posture of the 
fingers is just the opposite of this, namely, extension at the proximal joint 
with flexion of the distal joints. Although all the interossei are paralysed, 
the defect is only seen in the ulnar fingers, as the radial lumbricals supplied 
by the median are still healthy. It is produced by the action of the long 
extensors, which being now unopposed, over-extend the proximal joints, 
and by the flexor sublimis which flexes the second joint and draws the distal 
joint down with it. The clawing of the fingers is greatly accentuated when 
the nerve is paralysed below the point of origin of the fibres to the long flexors 
of the fingers. Other features of the “ulnar hand” are atrophy of the 
interossei and of the hypothenar eminence and persistent abduction of the 
little and ring fingers. The movements of abduction and adduction are lost 
in the inner two fingers, and often in the middle finger. Further, these 
fingers cannot be flexed at the distal joint, whilst the proximal joints are 
extended. 

Paralysis of the adductor pollicis and of the inner head of the flexor brevis 
pollicis produces peculiar disturbances in prehensile movements. If the 
patient is asked to grasp a folded paper between his thumb and index finger, 
and to resist efforts to remove it by pulling, it will be found that this move- 
ment, which is normally very powerful, is grossly defective. He cannot 
grasp the object beneath the thumb with the second phalanx extended ; but 
presses the tip of the flexed thumb against the outer margin of the index finger. 

Sens asturbances.—In complete lesions, all forms of sensation are 
abolished in the little finger, and along the ulnar border of the hand. Beyond 
this there is usually diminished sensibility on the ulnar side of the ring finger, 
and over a narrow area towards the centre of the hand on both aspects. 
Spontaneous pains are rare, and vasomotor changes are usually slight. 

Partial paralysis.—In partial lesions the same symptoms are found in a 
less degree. The small muscles of the hand suffer most. Clawing may 
be slight or absent. Neuralgic pains may be felt in the distribution of the 
ulnar nerve; but causalgia is never seen in lesions of this nerve alone. 

of sensation is usually complete before movement is regained. 
The flexor carpi ulnaris recovers first, then the long flexors of the fingers, 
and last the small muscles of the hand. In these recovery is extremely slow. 
When recovery of movement is complete the patient can abduct and adduct 
the middle finger with the palm flat on a table, and he can also scratch the 
table with the nail of the little finger without moving his wrist. 

THe Muscvio-cuTanrtovus NERVE is rarely affected alone, but is often 
implicated with the brachial plexus. It supplies the biceps, coraco-brachialis 
and brachialis anticus. Flexion of the forearm can still be carried out. by the 
supinator longus ; but the power of flexion is greatly diminished. Sensation 
may be diminished or lost. along the radial border of the forearm. 

Tux CrrcumFriex Nerve supplies the deltoid and teres minor, and the skin 
over the deltoid. It may be injured alone in injuries to the shoulder and Py 
pressure of @ crutch. | The chief symptom is paralysis of the deltoid wi 
almost complete inability to raise the arm. 


LESIONS OF NERVE ROOTS AND NERVE TRUNKS 1765 


InterNaL Curangzous NERvE.—Division of this nerve produces & narrow 
are: of anzsthesia on the inner side of the forearm. 

THe Lesser INTERNAL CUTANEOUS supplies the skin on the inner aspect 
of the upper arm. — 


In war injuries lesions of the nerves of the lower limb are very frequent ; 
but in civil practice, apart from sciatica, local lesions of these nerves are 
rare. 

Tue LumsBo-sacraL PLexus.—The lumbar plexus may be damaged by 
abdominal tumours, and its roots by new-growth or other disease of the 
vertebra. In a certain number of cases signs of inflammation of the lumbar 
plexus are found in association with sciatica or neuritis of the sacral plexus. . 

ANTERIOR CRURAL NERVE (L,, L,, L,).—This is the largest branch of the 
lumbar plexus. It supplies the psoas, iliacus, pectineus, sartorius, adductor 
longus and quadriceps femoris. It may be injured alone by fractures of the 
pelvis or of the femur, by dislocations of the hip, or by implication in 
wounds, psoas abscesses or new growths. 

The most prominent symptoms are loss of power to extend the knee, 
loss of the knee-jerk, wasting of the quadriceps, and sensory disturbances 
over the anterior surface of the thigh and inner surface of the leg. The 
psoas always escapes, unless the plexus itself is also damaged ; but flexion 
at the hip may be imperfect through paralysis of the iliacus. Owing to the 
rapid dispersion of the branches in the thigh, wounds in this part often cause 
partial lesions. In these the nerve to the quadriceps is most often injured. 
The resulting paralysis causes serious disability in walking as the knee gives 
way at every step, especially in going down stairs, and lameness lasts for a 
long time after complete return of voluntary movement. 

OxsturaToR Nerve (L,, L,, L,).—This nerve is rarely damaged alone. 
It supplies the three adductor muscles, the obturator externus and the 
gracilis. The symptoms are weakness of adduction and internal rotation 
at the hip. 

ExTernaL Cutangous Nerve (L,, L,).—This nerve supplies an area of 
skin on the buttock, and through its femoral branch the skin on the antero- 
lateral aspect of the thigh. As a result of injury, but more often without 
obvious cause, the skin in the territory of this nerve may show peculiar 
sensory disturbances, which have been described under the name of meralgta 
paresthettca. Most cases occur in men. In women it is usually associated 
with pregnancy. The nerve is tender on pressure at the point where it 
passes from under Poupart’s ligament, and neuralgic pain or numbness and 
tingling is felt in the skin, which may be slightly insensitive on objective 
examination or extremely hypermsthetic, so that the slightest touch causes 
pain. Thesymptoms, which are always unilateral, are made worse by walking, 
and may cause serious incapacity by their persistence and severity. In 
severe cases the nerve should be excised. 

The sacral plerus may be damaged by growths or inflammation in the 
pelvis, by compression during parturition, and by penetrating missiles. It is 
also often the seat of spontaneous neuritis. 
~ Tus Great Sciatic Nerve (L’, L‘, §, 8*).—This nerve supplies the 
flexors of the leg and all the muscles below the knee. It may be involved 
in pelvic new growths, or injured by fractures of the pelvis or femur. Next 
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to the musculo-spiral it suffers in gunshot wounds more often than any 
other nerve. : 

_ Total paralysis.—The foot drops, and the toes point downwards. Walkin 
is possible, but the patient cannot stand on the heel or toes of the lanes 
foot. The knee is raised high, but the steppage is not so marked in total 
lesions as when the external popliteal alone is paralysed. All movement 
below the knee is abolished. When the wound is in the buttocks flexion of 
the knee is very weak. The foot becomes edematous if allowed to hang 
down. Sweating is often absent on the sole and dorsum of the foot, but is 
normal on the inner side of the foot, which is supplied by the anterior crural. 
The skin is dry and thin, and may be scaly. Hyperkeratosis of the sole is 
common. Subjective sensibility is rarely affected. The skin is completely 
anssthetic over the entire foot, except the inner border of the sole and around 
the internal malleolus. The anmsthesia extends upwards on the postero- 
external aspect of the calf in its lower two-thirds, embracing the tendo 
Achillis and external malleolus. Beyond this area of complete anmsthesia 
there is a wide zone in which sensibility is diminished. The sense of position 
and passive movement is abolished in the foot and toes. The knee-jerk is 
present. The ankle-jerk is always lost. Stimulation of the sole may produce 
: contraction in the tensor of the fascia lata ; but there is no response in the 

oot. 

Partial paralysts.—In wounds of the sciatic nerve it often happens that 
the fibres of the external popliteal alone are wounded, since the sciatic 
trunk often divides into the internal and external popliteal branches as 
high as the great sacro-sciatic notch. The symptoms are described below 
under paralysis of this nerve. In other cases, the fibres of the internal 
popliteal are damaged either alone, or with some of the fibres of the 
external popliteal. In this case the outstanding clinical feature is pain of 
the same nature as that already described in lesions of the median 
nerve. 

ExternaL Sciatic Nerve.—This nerve may be injured as it winds 
round the fibula by wounds or fractures or by compression of a tight bandage. 
The paralysis is usually severe, all the muscles being equally affected. The 
foot 1s dropped and inverted, and the toes are slightly flexed. Dorsal flexion 
of the foot, extension of the proximal phalanges of the toes, and abduction 
of the foot are impossible. The patient can walk, and he can stand on ae 
toe, but he cannot run, and walking is made difficult by the foot-drop. Sub- 
jective sensory disturbances are usually absent. The skin is anesthetic over 
a narrow band which extends from the outer surface of the leg in its middle 
third, downwards beside the outer border of the tibia, and along the middle 
of the dorsal aspect of the foot as far as the base of the toes. For an inch or 
so, on both sides of this band, the sensibility of the skin is diminished. The 
knee-jerk and ankle-jerk are present. The plantar response is always flexor. 
Vasomotor changes are slight, and trophic changes are absent. 

INTERNAL Sciatic Nerve.—This nerve is rarely injured alone. It 
supplies the popliteus, the calf muscles. the flexors of the toes and the 
intrinsic muscles of the foot. When it is paralysed, the patient is unable to 
stand on tiptoe, or to extend or invert the ankle, or to flex his toes. Paralysis 
of the interossei leads to a claw-like deformity of the foot, associated with 
lowering of the heel and raising of the metatarsus—talipes calcaneo-valgus. 
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The calf muscles are flabby and the ankle-jerk is abolished. Sensation is 
lost on the sole, except along its inner border. on the outer border of the foot, 
and on the plantar surface of the toes. Causalgia, similar to that in paralysis 
of the median, is very often present. 

PostrRior Trp14L NERvE.—This nerve may be injured by a penetrating 
missile or a deep wound in the calf. Movements of the ankle are unaffected, 
and anwsthesia is confined to the sole of the foot and heel, or merely to its 
inner half. The paralysis of the intrinsic muscles of the foot may esca 
detection, and the lesion may easily be overlooked, especially when the 
nerve is injured below the origin of branches supplying the flexor longus 
hallucis and the flexor longus digitorum. The symptoms then are pain in 
the sole of the foot, anzsthesia on the sole, and paralysis of the plantar 
muscles. 

Treatment of Local Nerve Lesions.—Treatment must depend on the 
nature and degree of the lesion. During the long period which elapses between 
the onset of paralysis and the first signs of recovery, even in cases of simple 
ya bal ye interruption of the nerves, every effort must be made to prevent 

egeneration of the muscles, to keep the circulation of the limb active, and 
to prevent the occurrence of contractures and deformities. Massage, move- 
ments, electrotherapy and suitable appliances all have their uses. With 
regard to operative treatment, it must be remembered that more than half 
the cases of nerve injuries undergo spontaneous cure. It is advisable, 
therefore, to wait three or four months before an operation is undertaken. 
If, at the end of this time, the wound is soundly healed and all signs of sepsis 
have disappeared, and if, as a result of repeated examinations, no sign of 
recovery has been detected, no harm can be done by exposing the nerve. 
If it is found to be divided completely, the ends should be “ freshened ” 
and sutured end to end. If the nerve is notched laterally, the edges of the 
notch should be pared and sutured, care being taken to preserve the bridge 
of uninjured tissue. Sometimes the nerve at the site of the lesion appears 
as a fibrous, flattened band between two swellings on the nerve. In moat of 
such cases the nerve is completely divided, and the condition calls for resection 
of this fibrous tissue and end-to-end suture. Another common finding, when 
the nerve is exposed, is a nodule or cicatricial swelling in the course of a 
nerve which has maintained its continuity. In these cases the continuity 
of the nerve should not be interrupted. It should be freed from adhesions, 
and incised in the long axis of the swelling. All operations which involve 
grafting of nerves are futile. For an account of the + advances in the 
technique of the surgical treatment of nerve injuries which have been made 
as a result of experience gained in the Great War, special treatises must be 
consulted. : 

The treatment of painful forms of nerve lesions is extremely difficult. 
In severe cases external applications and internal medication entirely fail. 
Simple freeing of the nerve sometimes gives relief. Where this fails, it may 
be advisable to practise complete division followed by immediate suture. 
Alcoholisation of the nerve trunk often gives immediate and lasting relief. 
Under general anesthesia the nerve is freed, and then injected with | c.c. of 
weak alcohol at a point two or more centimetres above the lesion. This, 
of sing is followed by motor paralysis; but recovery occurs in about six 
months. 
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INTERSTITIAL NEURITIS 


Synonym.—Neuro-fibrositis. 

Definition.—A malady which commonly attacks the large nerve plexuses 
or nerve trunks, but which may affect any peripheral nerve trunk, and which 
is characterised anatomically by an inflammation of the connective tissues 
which surround and bind together the nerve fibres into the nerve trunks. 
This fibrositis, which may be local or diffuse in the affected nerves, is the 
result of the causes of fibrositis in general, and is frequently associated with 
fibrositis elsewhere, as, for example, when sciatica is associated with lumbago. 
The symptoms are those of irritation of the nerve fibres, namely, pain in the 
distribution of the nerve trunk, tenderness of the nerve trunk, muscular 
fibrillation and cramp. Loss of function of the nerve fibres in the way of 
loss of sensibility or muscular paralysis is the rarest of events in interstitial 
neuritis, and is seen only as the result of terminal cicatrisation in severe 
cases, Muscular wasting may occur in severe or in longstanding cases, but 
it is a general wasting of muscles of the painful region, not confined to the 
distribution of the nerve involved, and therefore resembling the muscular 
wasting which is seen in joint disease. 

Pathology.—The malady is met with soon after puberty, and is incident 
chiefly upon the first half of adult life, being unknown in childhood and rare 
in old age. It is often associated with other forms of fibrositis such as 
lumbago. Often it arises spontaneously, without external cause ; but exposure 
to cold may directly cause it, as also may injury such as stretching, bruisin 
or wounding of the nerve trunk. Gout and diabetes are well-known clinica 
associations. 

The morbid anatomy is well seen when the nerve is exposed during opera- 
tive procedures for the relief of the condition. The affected nerve trunk 
is swollen and pink in colour; the sheath is distended, and droplets of fluid 
exude when it is incised, and sometimes the nerve is adherent to the sur- 
rounding tissues. This inflammatory condition may be local and appear as 6 
pink bulbous enlargement of the nerve trunk, or it may spread widely over 
a long stretch of the nerve trunk and its branches. When the inflammatory 

rocess subsides there may be cicatrisation of the peri- and endo-neurium. 
ly in the rarest cases does the morbid process Dacons 80 severe as to 
interfere with the more important functions of the nerve trunk with the 
production of motor and sensory paralysis, and even in these cases complete 
ultimate recovery is the rule. e local inflammatory condition causes a 
slight shortening of the nerve trunk, and this causes the affected limb to be 
held in that position which will keep the nerve trunk most relaxed. It is also 
the cause of the severe pain which occurs on any movement which stretches 
the nerve trunk. 

Interstitial neuritis is sometimes an associate of arthritis. For example, 
in arthritis of the shoulder-joint it is not uncommon to meet with definite 
involvement of the brachial nerves, and again in chronic arthritis of the 
hip-joint the inflammatory process may extend from the capsule of the hip- 
joint directly into the contiguous sciatic nerve. 

The malady may affect any of the nerve roots or nerve trunks, and 
sometimes several of these may be co-involved. When the nerve roots 
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are affected “radicular neuritis” results. The sciatio nerve is by far 
the most common seat of the disease, producing the condition known as 
“sciatica.” Next in order of frequency comes the brachial plexus, causin 
“brachial neuritis,” the anterior crural nerve causing “anterior crura 
neuritis,” the upper part of the cervical plexus producing “ cervico-occipital 
neuritis,” and the intercostal nerves producing the so-called ‘‘ intercostal 
neuralgia.” 

Symptoms.—These are the same whatever nerve is affected, and con- 
sist in—(1) Pain radiating in the area of distribution of the affected nerve, 
of a dull, aching character with acute exacerbations and often very long- 
lasting. (2) Tenderness of the affected nerve to pressure and stretching. 
(3) Subjective peripheral sensations such as tingling, burning or numbness. 
(4) General wasting of the muscles of the surrounding region with marked 
hypotonus, not confined to the muscles supplied by the affected nerve and 
akin to arthritic muscular atrophy. This wasting may reach a very remark- 
able degree. (5) Increase of the deep reflexes of the limb. (6) Diminution 
or loss of the deep reflex in the supply of the affected nerve. This is a valu- 
able indication of the severity of the lesion. In a case of sciatica, for example, 
all the muscles of thigh and leg are wasted, the knee-jerk and the adductor- 
jerks are markedly brisk, whereas the ankle-jerk, which is in the sciatic su ply, 
is diminished in slight cases and lost in severe cases. (7) The affected limb 
is held in a characteristic position to avoid stretching of the nerve, and the 
gait is similarly modified. (8) Trophic and vasomotor changes are not 
uncommon. (9) Fibrillation is often present. 

Diagnosis.—There is sometimes considerable difficulty in the diagnosis 
of cases of interstitial neuritis on account of the almost identical clinical 
picture which may occur in the early stages of pressure upon nerve roots 
or nerves by tumours. The following points are of value in distinguishing 
the two conditions: The pain of pressure lesions is rarely so severe as 
that of interstitial neuritis, Tenderness on pressure or stretching of the 
nerve trunks is absent in pressure lesions. Signs of loss of function— 
paralysis and sensory loss—come on early in pressure lesions. The most 
careful search should be made in every case for any possible cause for 
local pressure, such as primary and secondary neoplasms, spinal tumours, 
spinal caries and diabetes. To make a diagnosis of interstitial neuritis in 

@ presence of mammary or testicular carcinoma, removed or not, is to 
advocate the highly improbable, whatever the symptoms may be. 

BracuiaL Nevaitis.—This form of interstitial neuritis is somewhat rare, 
and is met with chiefly in women over the age of 35 years. Sometimes it 
follows injury to the brachial plexus from any violence causing undue 
separation of head and shoulder. More often it arises spontaneously. The 
pain, which is often of sudden onset, may be of great severity, and may be at 
first referred to the Mgion of the plexus itself, the back of the scapula, the 
axilla, the forearm or the hand, is at first intermittent, but it soon becomes 
continuous and spreads over the whole upper limb. Tingling and numbness 
in the hand and trophic changes in the skin and nails of the fingers are the rule. 

One of the great difficulties in this malady is that in the upright position 
the weight of the arm and shoulder carry the shoulder downwards and 
stretch the inflamed plexus, adding greatly to the pain. Therefore it should 
be treated with the recumbent position upon the back in bed. Further, 
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every movement of the hand or arm tends to increase the pain. Splints 
which keep the arm in the abducted position and the shoulder raised so as 
to prevent tension upon the plexus are invaluable. 

There is little difficulty in diagnosis, the only confusable conditions being 
arthritis of the shoulder and cervical rib, in neither of which conditions is 
there any tenderness of the nerve trunks of the plexus. | 

CERVICO-ocorIPITAL NEURITIS.—This condition, which is by no means rare, 
is characterised by a in the upper part of one side of the neck, radiating 
over the branches of the upper cervical plexus, the great occipital being the 
most common, and the supra-sternal, supra-clavicular and supra-acromial 
branches less common seats for the pain. The fibrositis not infrequently 
co-in volves the fibrous structures in the region of the articular and transverse 
processes, giving rise to pain and stiffness of the neck on movement. When 
the pain is confined to the great occipital distribution alcohol injection is 
sometimes most efficacious. 

Scratica.—In few common and familiar maladies is as much difference 
of opinion as to stiology, pathology and treatment as in the case of sciatica. 
The classification suggested by Barnes Burt is probably the most useful. 
He recognises three types: (i) root sciatica, sometimes called radiculitis ; 
(ii) trunk sciatica; and (iii) referred sciatica, and believes that the stiology 
of the three is different in each case. Root sciatica is commonly due to 
spondylitis, or strain of the lumbar vertebre ; trunk sciatica depends upon 
interstitial neuritis of the nerve sheath; and referred sciatica results from 
inflammation of some structure (muscle, bursa, joint) supplied by the sciatic 
plexus. He finds in his own series of cases that root sciatica accounts for 
36 per cent. of the total, trunk sciatica for 18 per cent., and referred sciatica 
for 46 per cent. In previous editions of this book, the description was confined 
to root trunk sciatica. This account now follows, questions of differential 
diagnosis being discussed subsequently. It has been said that true sciatica 
as hae defined is never bilateral, and that bilateral sciatic pain is always 
the result of gross lesions involving the nerve. It is important that this 
error, which has crept into so many textbooks, should be contradicted, for 
sciatica is occasionally bilateral, and the sciatica which occurs in glycosurics 
is usually bilateral. 

The malady is not met with in childhood, but it begins to be common 
soon after puberty, and its incidence is greatest upon early middle life. In 
the majority of the cases it arises without assignable cause, sometimes injury 
to the nerve of any nature, as from a twist of the leg, a bruise or a fall is 
responsible. Only in rare cases does exposure to cold and wet seem to have 
excited the onset. It is important that the urine should be tested in every 
case of sciatic pain, for glycosuria is more often found in cases of sciatica 
than is usually believed. In the case of an apparent sgiatica, the possibility 
of rupture of an intervertebral disk should be borne in mind (cf. page 1773). 

Symptoms.—The chief symptom is pain along the course of the nerve 
or of its branches, and since the sciatic nerve often divides within the pelvis 
into the great internal and external sciatic branches, the pain may be con- 
fined to the distribution of one of these alone. One feature of the pain valuable 
for diagnostic purposes is that it never reaches above the crest of the ilium, 
but in this connection it must be borne in mind that fibrositis of the back 
(lumbago) not infrequently precedes or accompanies the onset of sciatica. 
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The pain ie partly intra-pelvic, for the sciatic nerve is formed within 
the pelvis. ere the interstitial neuritis is entirely intra-pelvic, tenderness 
of the nerve trunk to digital pressure in the thigh and buttock fails as a 
physical sign. The onset is occasionally sudden, and associated with slight 
pyrexia and constitutiona] disturbances as in other forms of fibrositis ; but, 
as a rule, the malady sets in gradually with pain in the buttock, back of the 
thigh or leg, in movements and in postures which make the nerve tense, or 
cause pressure upon it. The pain gradually increases in severity. It may be 
both gnawing and burning and sharp and darting in character. It is usually 
continuous, with occasional severe exacerbations which occur spontaneously 
or are excited by movement. Its intensity generally increases at night. The 
seat of the pain often varies from day to day. 

Extreme tenderness of the nerve on pressure is rarely absent, except in 
those cases where the neuritis is intra- ave, and the tender region usually 
indicates the situation of the lesion of the nerve trunk. Stretching the nerve 
by extending the knee with the thigh flexed is productive of great pain which 
may be lasting. The best method of testing the sensitivity of the nerve to. 
stretching is to put gentle pressure with the thumb on to the popliteal space 
as the patient sits in a chair with the knee bent at a right angle. Sometimes 
there is considerable tenderness of the muscles. The muscles waste not only 
in the sciatic supply, but throughout the whole lower limb and buttock, 
surely from reflex irritation as in arthritis atrophy. Cramp in the leg and 
reflex spasm are common, and muscular fibrillation is often seen. Parssthesia 
in the form of tingling, burning and numbness is the rule ; but loss of senai- 
bility only occurs in the rarest and most severe cases, and its presence should 
always suggest the presence of a pressure lesion. Barnes Burt states that 
in root sciatica (radiculitis) there is also some rigidity of the lumbar 
spine, tenderness along the lateral aspects of the spine in this region, 
and also pain along the distribution of the lateral cutaneous nerve of 
the leg. 

Peculiarities of stance, gait and position arise from the tenderness of the 
nerve to stretching, that position being assumed by the patient which keeps 
the nerve slackest. In standing, the weight of the body is placed upon the 
sound limb, and the other limb is flexed at hip and knee and extended at 
the ankle, with the toes only resting on the ground. In walking, the patient 
limps in this same position without straightening his knee or extending his 
ankle, and in bed he lies with knee flexed and ankle extended. 

The knee-jerk is sometimes markedly increased notwithstanding the 
wasting of the quadriceps, the only exception being when sciatica is compli- 
cated with anterior crural neuritis. The ankle-jerk being in the sciatic 
supply tends to be diminished in proportion to the severity of the neuritis, and 
in severe cases it is always lost. It may not return after recovery from the 
origina] attack. 

Slight trophic and vasomotor changes in the periphery of the limb are 
commonly seen. 

In very rare cases the cicatrisation which follows the inflammatory pro- 
cess may cause motor and sensory paralysis of all the region below the 
knee, Such a case came under our care 2 years after the onset, and was 
explored by Sargent, who found the nerve in the gluteal region densely 
cicatrised and widely adherent to the muscles. The nerve was freed, and 
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incised longitudinally in many places, and this patient made a complete 
recovery. LHvery degree of severity may be met with from the mildest to the 
most acute, and from the most rapid inane but a few weeks to the most 
chronic lasting 2 or more years. 

It is a most remarkable fact that severe sciatica never occurs twice in 
the same limb. One severe attack seems to free the affected nerve from 
subsequent liability to the affection, and it is comforting to be able to assure 
the patient that he will never have the trouble again in the same limb. Ina 
very large experience we have never met with an exception to this rule. 

iagnosis.—Root and trunk sciatica must be distinguished from “ re- 
ferred sciatica,” and from pains of sciatic distribution due to involvement 
of the nerve or its roots by growth. 

In sacro-iliac disease pain may be referred along the sciatic nerve, but 
the nerve trunk is not tender to pressure or to stretching, while the joint is 
tender, and radiography may reveal a lesion in it. In osteo-arthnitis of the 
hip the signs of sciatica are absent, while there is limitation of active and 
passive movement of the joint, and pain on movement. In this condition 
it is more common for pain to be referred down the front of the thigh than 
along the sciatic distribution: Fibrositis of gluteus medius and minimus 
may also produce pain of sciatic distribution of some severity. 

In new growths involving the nerve, the clinical picture is not really 
that of a true sciatica. The pain differs in character, is frequently accom- 
panied by muscular weakness and wasting and by sensory loss, and the 

atient’s general condition is cachectic and suggestive of malignant disease. 

here may also be a history of primary carcinoma. The presence of bilateral 
sciatic pain is, as has been said, not pathognomonic of involvement of the 
nerve roots by growth. Indeed this involvement is as commonly unilateral 
as not. 

The pains of tabes and other nervous diseases when confined to the 
sciatic distribution are distinguished by the presence of other physical signs 
of those diseases. 7 

Course and Prognosis. — Sciatica commencing acutely tends in the 
course of time to lessen in severity and become chronic, but some acute cases 
cure rapidly. When the malady has a slow commencement it usually lasts 
longer than does an acute case, and it is much more liable to exacerbations 
than when commencing acutely. The traumatic cases show no essential differ- 
ence from the spontaneous, except that in the former adhesions of the nerve 
to the muscles from bruising is likely to prolong the duration of symptoms. 
The prognosis is always absolutely good as regards recovery, and in severe 
cases there is no likelihood of relapse. In slight cases, however, subsequent 
attacks are not uncommon. 

Treatment.—The first essential in the treatment of all recent cases is 
to secure rest and to avoid all those things which excite or increase the pain. 
The duration of the attack is often considerably prolonged by neglect of 
this most essential element in treatment. Sometimes the fixation of the 
limb in a semiflexed position by means of Liston’s or Macintyre’s splint 
gives great relief. The use of the bed-pan is advisable to avoid flexion of 
the hip and stretching or pressure upon the nerve in the act of defecation. 
On the other hand, towards the end of a chronic case, active exercise with 
massage and passive movements are necessary to restore the shortening of 
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the nerve. The application of heat in the form of hot-water bottles, poultices, 
and radiant heat is invaluable for the relief of pain, and for curative purposes. 
Counter-irritation is very useful, and is best used in the form of the strong 
tincture of iodine which should be painted in a broad strip over the course 
of the sciatic nerve, from sciatic notch to heel, daily until the skin becomes 
inflamed, just short of blistering. Massive injections of from 4 to 8 ounces 
of sterilised normal saline solution, made slowly into the region of the affected 
nerve at a temperature of 104° F., are said to be valuable both in acute and 
chronic cases. Acupuncture of the nerve with a series of specially designed 
needles is a useful and ancient remedy which acts by puncturing the 
sheath of the nerve, and allowing the escape of inflammatory exudation. 
Attempts to stretch the nerve by flexion of the thigh and extension of 
the knee may do great harm, and rarely do good. In chronic cases of sciatica 
or brachial neuritis and in fibrositis of the glutei, iodine given in the 
following manner is sometimes useful : 


B. Todi ; . gr.l 
Pot. iodidi . gr® 
Sp. rect. . : . min, 12 


Sig. min. 12 to be dropped into half a teacupful of water, and to be taken after 
being allowed to stand for 15 minutes. This may be administered thrice 
daily, and continued for 3 weeks. Some patients tolerate the doubling of 
this dose after the first week. The salicylates are of great service, especially 
in the form of aspirin, which may be given liberally. Urodonal in doses of 
60 grains thrice daily is also often valuable. In the more chronic cases 
sulphur and guaiacum are serviceable. For the relief of pain heat is generally 
beneficial, but in some of the most acute cases the application of heat in- 
creases the pain, and in these an ice-bag will sometimes give great relief. 
All the analgesics of the coal-tar. series, acetanilide, phenacetin, etc., are 
valuable adjuvants to relieve pain, and these may be conveniently pre- 
scribed with aspirin, or if sleep be difficult with barbitone or carbromal. When 
pain is very severe and rebellious to the above-mentioned remedies, opium 
or morphine is indicated. It is essential from the exhausting quality of the 
pain that the patient should be well fed, and alcohol is often of service. 
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Synonym.—Herniation of the nucleus pulposus. 

Definition.—A condition of pressure upon the spinal cord or on the roots 
of the cauda equina resulting on the extrusion into the vertebral canal 
of the nucleus pulposus of the intervertebral disk. It is traumatic in origin. 

ZEtiology.—The majority of cases give a history of injury at, or shortly 
before, the onset of symptoms. The injury is commonly of the variety known 
as a strain of the back, due to sudden bending, the lifting of heavy weights, 
or sudden movements of the back, as when striving to avoid a fall. Males 
are commonly affected. 

Pathology.—Formerly the condition under discussion was one recognised 
on laminectomy, and spoken of as endochondroma of the disk. Actually in 
the circumstances enumerated above, the disk ruptures and its nucleus 
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(nucleus pulposus) herniates into the canal. The common seat of such rupture 
is the lumbar spine, commonly between the fourth and fifth lumbar, or between 
the fifth lumbar and the sacrum. Multiple ruptures have been recorded. 

Symptoms.—The outstanding feature is pain, starting in the small of 
the back and radiating down one thigh, the outer side of the leg and the 
ankle. The pain is severe and lancmating, aggravated by stooping and 
relieved by lymg down. There is some flattening and limitation of movement 
of the lumbar spine. Flexion of the extended leg at the hip may be painful. 
In some 60 per cent. of cases the ankle jerk is lost, other abnormal signs being 
absent. Occasionally more severe signs of root compression are present, 
and in rupture of dorsal disks some signs of compression paraplegia, mild in 
degree, may be found. The most typical picture is one of pain in the small of 
the back radiating down one leg. In other words, the symptoms usually 
mimic those of sciatica. 

Diagnosis.—In addition to the history and signs mentioned, radiography 
of the spine may reveal narrowing of the intervertebral space at the level 
of the damaged disk, but the intrathecal injection of lipiodol may be necessary 
to confirm diagnosis. 

Treatment.—Attention having been drawn to the condition, there is 
@ not unnatural tendency tp diagnose it somewhat too frequently, and to 
submit patients unnecessarily to lipiodol injection. Careful consideration of 
all the Pte, and conservative modes of treatment, e.g. rest, massage, etc., 
should first be tried. The operative procedure for the removal of the extruded 
portion of the disk involves laminectomy and is a severe ordeal. For this 
reason it should not be undertaken unless the diagnostic indications are 
clear and unequivocal. . 


CERVICAL RIBS 


tiology.—The development of the ribs at the thoracic inlet depends 
on the mode of formation of the brachial plexus, for the nerves are large 
structure in the embryo at a time when the ribs are soft and pliable. When 
the plexus is “ normal,” a well-formed first nb springs from the first dorsal 
vertebra. If, however, the plexus is “‘ post-fixed,” that is, when the contribu- 
tion to the plexus from the fourth and fifth cervical segments is smal] and the 
fibres from the first and second dorsal segments form a powerful cord, this 
cord in rising over the first dorsal rib may compress and deform it to such 
an extent that it presents the characters of a rudimentary rib. On the 
other hand, and this is more frequent, when the plexus is pre-fixed, that is, 
when the contribution from the upper cervical segments is relatively large 
and that from the dorsal segments is small, a supernumerary rib is allowed to 
develop from the seventh cervical vertebra. When this pre-fixation is pro- 
nounced, the seventh cervical rib is often very large and 1s easily felt in the 
neck. In these cases symptoms are usually absent. In a certain number of 
cases in which the abnormality is intermediate in degree, symptoms are 
caused by compression of the lower cord of the plexus as it passes over the 
supernumerary rib, or over the deformed first rib. This compression may be 
exercised by the bony portion of the extra rib, but more often the nerves are 
damaged by a fibrous prolongation of the rudimentary rib which connects it 
with the first rib. 
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But these abnormalities in the ribs only cause symptoms in some 10 per 
cent. of the cases in which they are present. Further, the symptoms are 
often unilateral ‘with bilateral supernumerary ribs, and the symptoms are 
often most prominent on the side of the smaller extra rib. Again, the onset 
of symptoms is usually delayed until adult life is reached. It is clear, there- 
fore, that some contributory cause must come into play. This is found in 
the dropping of the shoulder girdle, which is normal in adolescents, and is 
often excessive in persons whose muscular toneislow. In a child the clavicle 
rises boldly as it passes outwards. In a normal adult male the clavicle is 
almost horizontal, in women it droops slightly, and in those who develop 
symptoms of pressure on the nerves, the outer is ey. distinctly lower 
than the inner end. In the latter, the lowest cord of the plexus is submitted 
to constant rubbing against the extra rib which rises and falls during respira- 
tion, and it is compressed by any movement of the arm which depresses the 
shoulder girdle. Relief is obtained by raising the shoulders, and patients 
soon learn to support the limb and to assume attitudes in which pressure 
on the nerves is relieved. 

Women suffer most often, the right arm being afiected more often than 
the left. The onset is usually gradual, but occasionally it comes on suddenly 
after childbirth, or on lifting a heavy weight. 

Symptoms.—These may be sensory, motor, or vasomotor, either singly 
or in combination. Subjective sensory disturbances are most frequent. 
They take the form of numbness and tingling or neuralgic pains. Par- 
eesthesiss are most often unilateral, and are frequently confined to the ulnar 
or to the radial side of the hand and fingers. It is rare for all the fingers to 
be affected. Pain, when present, is usually felt below the elbow. It is 
often neuralgic, darting down the arm, and again confining itself to one 
border of the limb. It hardly ever radiates from the neck. 

Objective sensory disturbances are usually slight or absent. They may 
be found over the ulnar or radial border of the distal portion of the limb in an 
indefinite area, which does not conform to the distribution either of the ulnar 
or radial nerve. 

Muscular atrophy is not so frequent as subjective sensory disturbance. In 
the “ median type,” wasting is confined at first to the abductor and opponens 
pollicis muscles, and the outer part of the thenar eminence shows a remarkable 
reduction in size, which contrasts strongly with the inner part which retains 
its normal bulk. I1n the “ulnar type,” wasting appears first in the small 
muscles of the hand supplied hy the ulnar nerve. In some cases all the 
muscles of the hand and, to a leas degree, the flexors in the forearm show 
considerable wasting. The atrophy is frequently bilateral and s etrical, 

Vasomotor disturbances are very common. The hands feel hot or cold, 
they may be cedematous or discoloured, and the changes may suggest 
Raynaud’s disease. Pressure on the subclavian artery sometimes causes 
inequality ofthe pulse. This disappears when the arm is raised. 

iagnosis.—The presence of pain, pareesthesiss or vasomotor disturbances 
in the upper limbs, or wasting in the muscles of the hands, should always 
arouse the suspicion of supernumerary or rudimentary ribs. When pain is 
the only symptom, its distribution along one border of the arm or hand, 
and the patient’s account of the manner in which it may be increased or 
diminished by raising the shoulder girdle or performing movements which 
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depress it, usually direct attention to the cause. Symmetrical atrophy in 
the hands may suggest progressive muscular atrophy of spinal origin, but 
this diagnosis is usually rendered untenable by ile association of sensory 
troubles or vasomotor phenomena, or by the findings on X-ray examina- 
tion of the neck. For the differential diagnosis from syringomyelia, see 
page 1732. . 
Treatment.—Pain may be relieved by rest with the arms suitably su 

rted. Atrophy calls for immediate operation to remove the offending rib. 
Pain is always relieved by operation, either immediately or after an interval 
of some months. The progress of atrophy is always retarded, and complete 
recovery may occur if an operation is undertaken early. 


OBSTETRICAL PARALYSIS 


It is important and useful to group together under this heading all those 
conditions of paralysis occurring, either in mother or child, which are the result 
of the processes of labour in the passage of the foetal head through the pelvis. 
Autopsies upon the still-born, and upon children who have survived birth 
for a few days only, have shown that hemorrhage into the meninges is of 
common occurrence, and it has been argued that such meningeal hemorrhages 
are the cause of many of the conditions of cerebral paralysis which are 

sent immediately after birth, or which appear during the first year of 
ife, and especially the cause of cerebral diplegia. The pathological condi- 
tions found in the brain in cases of cerebral diplegia, however, are such as 
make it absolutely impossible that they could be caused by meningeal hemor- 
rhage, for no sign of old hemorrhage is ever found, nor could hemorrhage 
cause a general cell atrophy of the brain without signs of any local lesion. 
It seems clear, then, that though meningeal hemorrhage may be of common 
occurrence during birth, and may be the cause of still-birth, yet there is no 
clinical or pathological evidence to show that it gives rise to any lasting cere- 
bral defect. 

The following condition may occur: (1) In the child: facial paralysis ; 
hemiplegia from laceration of the brain substance ; fracture-dislocation of 
the spine with transverse lesion of the spinal cord; injury to the brachial 
plexus from the separation of head and shoulder in traction; and injury 
to peripheral nerve trunks at the elbow, axilla or groin, in using traction 
with the finger. 

(2) In the mother: paralysis of the supply of the lumbo-sacral cord and 
obturator nerve from prolonged pressure of the head against the sacrum and 

Ivis. 
Facial paralysis.—This is usually caused by the pressure of the forceps 
upon the facial nerve as it crosses the ramus of the jaw, but it has been known 
to occur where instruments have not been used. When unilateral, as is the 
common event, it gives rise to little or no difficulty with sucking, and is 
evidenced by the unsightly deformity of the face, which is drawn over to the 
sound side. When bilateral, it is one of the causes of complete inability to 
suck, and on account of the flaccid symmetry of the face may easily be over- 
looked. It necessitates spoon feeding for a considerable time. Obstetrical 
facial paralysis invariably recovers within a few weeks and does not give 
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rise to after-contracture. Gentle stretching and massage of the face with the 
finger is the only treatment required. 

Hemiplegia from laceration of the brain may occur during delivery in 
contracted pelvis from the pressure upon the sacral promontory. and has been 
caused by the use of forceps. It is exceedingly rare, and is generally rapidl 
fatal from the associated hemorrhage. It may occasionally be seneed. 
with an irreparable hemiplegic condition. 

Fracture-dislocation of the spine is produced by traction upon the after- 
coming head by pulling upon the trunk. We have seen it associated with 
injury to the brachial plexus. It occurs most often in the lower cervical 
region, and the transverse lesion of the spinal cord is usually complete. 

Injury to the brachia] plexus may occur in traction either upon the head, 
or upon the trunk, if the head is aftercoming, and is caused by an undue 
separation of head and shoulder on one side rupturing or straining the 
brachial plexus. The paralysis is usually of the upper arm or Erb type, 
the fifth and sixth roots being most affected, and the deltoid, biceps and 
supinator longus muscles being paralysed, but the whole plexus may be 
involved and even torn completely across. Traction upon a prolapsed arm 
has caused lower arm or Klumpke type ne aoe are in which the first dorsal 
and eighth cervical roots are most affected, and the intrinsic hand muscles 
and the flexors of the forearm are paralysed. The obstetrical lesions of the 
brachial plexus are for the most part serious lesions, many of the cases making 
no motor recovery at all, though sensibility is usually regained. The prog- 
nosis depends upon the severity of the damage to the plexus, as to whether 
the roots are actually torn or only bruised. The slight cases recover well 
enough. 

Injury to the peripheral nerves from pressure or traction upon the flexures 
is seldom severe enough to prevent a rapid and complete recovery. 

Paralysis of the lumbo-sacral cord and of the obturator nerves in the 
mother, immediately after parturition, is an exceedingly interesting clinical 
condition. In the first place, the lumbo-sacral cord is in a much more exposed 
position as regards the foetal head engaging the pelvis than are the other 
nerves of the sacral plexus, and may be subjected to such severe pressure as 
causes paralysis, and in the second place, the obturator nerve actually crosses 
the brim of the pelvis and must of vacniaar A be pressed upon by any large 
foetal head which passes the pelvic brim. The lumbo-sacral cord paralysis 
is evidenced by dropped foot and paralysis of the anterior tibial and peroneal 
muscles and if it is severe, by loss of sensibility over the distribution of the 
fourth and fifth lumbar roots. Sometimes the third lumbar root area is 
affected. The obturator nerve involvement is shown by weakness or paralysis 
of the muscles supplied by the obturator nerve, namely, all the adductor 
muscles of the thigh. The paralysis may be noticed directly after parturi- 
tion, or when the patient begins to get about upon her legs. The lumbo- 
sacral paralysis is usually unilateral, and is ey always upon the right 
side. The obturator paralysis is not uncommonly bilateral, and both forms 
of the paralysis may coexist. There may be numbness, but no pain. This 
condition nearly always occurs with a first delivery, and often the child’s head 
has been unduly large. It may recur with subsequent deliveries, but this is 
not a common event. : 

The prognosis is absolutely favourable, every case making a complete 
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recovery in from a few weeks to a few months, The treatment is rest in the 
first place, with gentle massage and passive movements, and when power 
begins to return the patient may commence to get about. 


POLYNEURITIS 


Synonym.—Multiple Peripheral Neuritis. 

The clinico-pathological condition we know as polyneuritis, and seen in 
its most typical forms in diphtheritic paralysis or in alcoholic neuritis, repre- 
sents a very striking and uniform reaction of the nervous system. Invariably 
associated with it is a reaction of the myocardium, so that there is in cases 
of polyneuritis a recognised liability to sudden fatal heart failure. It is in 
the case of diphtheritic paralysis and of beri-beri, another form of poly- 
neuritis, that this mode of fatal termination is most often seen. Indeed, 
beri-beri may appear as a rapidly fatal cardiac illness before any signs of 
involvement of the nervous system have had time to develop. 

ZEtiology.—At first sight the factors that give rise to polyneuritis fall 
into three groups: (i) certain chemical poisons, (ii) the toxins of certain 
bacteria, and (ii1) certain disorders of metabolism. Widely differing as these 
three causative factors may seem to be, there is reason to believe that a 
common underlying factor which is immediately responsible for polyneuritis 
may underlie them all. It is probable that in the case of groups (i) and (ii) the 
pathogenic substance gives rise to a disorder of metabolism in the course of 
which a toxic metabolite is produced in the body, this acting as the direct 
poison for nervous system and heart muscle. In the metabolic group (iii) the 
same process is in action. 

Thus, in beri-beri, for example, the illness ensues upon the ingestion of 
a diet deficient in vitamin Bi. In the absence of this substance carbohydrate 
metabolism is disordered and a toxic metabolite is produced. Thus, beri- 
beri is not, as the biochemists formerly insisted, a starvation-degeneration 
of the nervous system, but an intoxication strictly comparable with that 
obtaining in other varieties, wtiologically considered, of polyneuritis. 

The final and complete proof of this unity of causation of polyneuritis, in 
whatever circumstances it is seen, is not yet available, but there is an increas- 
ing body of evidence in favour of it. 

Returning for the moment to the ordinary etiological classifications of 
polyneuritis, we see that in the case of alcoholic or arsenical polyneuritis the 
poison is taken by the mouth, and presumably the final common toxic 
substance reaches the nervous system by the blood stream. In the case of 
diphtheritic paralysis, on the other hand, the exotoxins are produced locally 
at the site of the diphtheritic ulceration, whether on the fauces or, as in extra- 
faucial diphtheria, at some other local site on the body surface. This unique 
channel of entry gives rise in diphtheritic paralysis to a group of symptoms 
not found in other etiological varieties of polyneuritis. This group includes 
eas and accommodation paralyses, which precede the appearance of 

yneuritis. 

It is noteworthy that in the case of extrafaucial diphtheria this initial 
paralysis is not palatal, but is anatomically related to the site of the diph- 
theritic lesion (skin ulceration or wound), Yet the paralysis of accommodation 
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may occur whatever be the site of the diphtheritic lesion. It is believed, 
therefore, that the exotoxins gain access to the nervous system by conduction 
from the seat of the lesion via the axones of the nerves which innervate this 
region, They pass upwards in the axis cylinders to the central nervous 
system and produce their toxic action directly there, this action being re- 
flected peripherally again as a motor and sensory paralysis of the muscles and 
skin (or mucosa) in the region of the lesion. Thus, a diphtheritic ulcer on a 
finger may be followed by a local paralysis of that part before polyneuritis 
develops. The subsequently developing polyneuritis is then probably pro- 
duced in the manner described above, while the accommodation paral valk 
may indicate a specific action of the toxin upon the nervous mechanism 
concerned. We thus have a local, a specific and a general group of symptoms. 
The analogy of the local, specific and general phases of tetanus will occur to 
the reader. 

Many of the intoxications of the nervous system commonly included 
under the heading of polyneuritis are associated with lesions and clinical 
manifestations which are not those of polyneuritis. Such substances, to 
name but a few, are lead, mercury, copper, carbon disulphide and carbon 
monoxide, and it would be erroneous to regard these as causes of polyneuritis. 
Many infectious fevers are stated to be not rarely followed by polyneuritis, 
namely, enteric, malaria and dysentery, but the present writer who spent 
four years with the Egyptian Expeditionary Force in 1915-19 where the two 
last named of these infections were common saw no case of true polyneuritis 
associated with them. 

Finally, the categories of toxic polyneuritis, acute febrile polyneuritis 
and Landry’s paralysis have no known causal factors. They make their 
appearance in apparently healthy persons, adequately nourished and free 
from all discoverable signs of infection, and it is extremely difficult in the 
present state of knowledge to account for them on any hypothesis of avitamin- 
osis, or to suggest any possible mode of intoxication. In short, the patho- 
genesis of polyneuritis presents many unsolved problems. 

Clinically, polyneuritis is a lower motor neurone type of paralysis accom- 
panied by a varying intensity of sensory loss of much the same type of dis- 
tribution as the paralysis, and, as already mentioned, by signs of myocardial 
poisoning. 


1, ARSENICAL NEURITIS 


Peripheral neuritis may be caused by a single large dose of arsenic, or it 
age result from prolonged use of the drug in the treatment of such diseases 
as Hodgkin’s disease, chorea and severe ansjmia. It is a rare malady, and the 
likelihood of its appearing under the last-named conditions is negligible. 
The toxic action of arsenic with alcohol seemed to be greater than that of 
either alone. | 

The description given below of alcoholic neuritis applies to this form as 
well. Hypersesthesia of the skin and tenderness of the muscles are more 
constant and more severe in the arsenica] form, and paralysis and atrophy 
of the muscles are often more wisespread and more es in their progress, 
Hyperkeratosis of the soles and pigmentation of the skin are c r 
of arsenical poisoning. In a suspected case, the diagnosis can be confirmed 
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by the discovery of abnormal quantities of arsenic in the urine or in the hair 
and skin. 


The mental changes described in connection with alcoholic neuritis under 
the heading of Korsakow’s psychosis may be present, especially when repeated 
poisonous doses of arsenic have been taken. 


2. ALCOHOLIC NEURITIS 


In former years alcoholism was perhaps the commonest cause of severe 
peripheral neuritis. At present it is a rare disease. It occurs most often 
In women, especially in those who take small amounts of alcohol frequently. 
It has often been the first indication of secret drinking. 

Pathology.—The changes in the nerves are those of parenchymatous 
neuritis. They are most intense in the small branches supplying the skin 
and muscles, and they diminish in severity as the larger branches are ap- 
proached. They are best seen in the terminal branches of the musculo- 
spiral and anterior tibial nerves. The wasted muscles often show a reduc- 
tion in the size of their fibres, and an increase of connective tissue—fibrous 
myositis, The spinal cord may be healthy, but in almost all cases examina- 
tion by modern methods shows changes in the nerve cells and degeneration 
in the tract fibres derived from the posterior roots. 

Symptoms.—The onset is insidious, and in most cases premonitory 
symptoms, such as numbness and tingling in the extremities or cramps in 
the muscles of the lower limbs, are present for several months before actual 
weakness occurs. Subjective sensory troubles are a marked feature, even in 
the early stages. Besides numbness and tingling, the patients complain of 
feelings of excessive heat or of coldness in the limbs, or of severe aching or 
cutting pains in the legs. Painful cramp in the calf muscles is a common 
symptom. It is often worst at night, and may interfere seriously with 
sleep. Objective examination usually reveals sensory loss, in which the 
various elements of sensation are affected im a manner which is almost 
pathognomonic. 

Stated briefly, there is anesthesia of the skin with hyperesthesia of the 
deeper structures. Light touches are not di pregany at all or many are 
missed, the temperature sense is defective, and the prick of a pin causes no 
pain, whereas even moderate compression of the muscles may cause the patient 
to cry out. The sensory loss is greatest in the feet and hands and diminishes 
towards the knees and elbows. Muscular tenderness is usually greatest in the 
calves. The soles of the feet are also unduly tender. Hyperalgesia is often 
well marked before anssthesia of the skin appears. To the disability caused 
by pains and spasms, weakness of the muscles is added in all but the slightest 
cases. The arms may suffer first, but in most cases the extensors of the 
toes, the dorsiflexors of the ankle, and the extensors of the fingers and wrists 
are attacked in progression, and double foot-drop and wrist-drop result. 
To overcome the foot-drop, the knees are raised high in walking. This gives 
to the gait the “‘ steppage ”’ character which is common to all forms of pen- 

heral neuritis. In most cases the distal flexor muscles are also affected, 
ut to a slighter degree. In severe cases, weakness extends to the proximal 
muscles and even to the muscles of the trunk. The affected muscles become 
soft and diminish rapidly in bulk. Unless precautions are taken, contrac- 
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tures occur in the flexor muscles and produce deformities of the limbs, which 
add greatly to the difficulties of treatment. 

At the onset the knee-jerks are exaggerated, but in most cases by the 
time the patient comes under observation all the tendon reflexes are absent. 
The cutaneous reflexes may be unaltered, diminished or absent. Sphincter 
co: t‘ul is retained. Slight bilateral weakness of the face is often present 
but severe puralysis is rare. Ptosis, nystagmus, and weakness of the external 
ocular muscles have been observed. 

Trophic and vasomotor disturbances in the extremities are common. 
The hands and feet often perspire freely, and they may be white and cold 
or red and hot. In some cases oedema of the hands or lower extremities is 
present. In chronic cases the skin of the hands and fingers is thin, smooth 
and shiny, and the nails are ridged and brittle. 7 

In almost every case of alcoholic neuritis there is some psychical defect. 
One form—Korsakoff’s psychosis—is characteristic of and almost peculiar 
to this disease. The most oe feature is failure of memory and loss 
of appreciation of time and place. A patient who has been bedridden in 
a hospital for nervous diseases for several weeks, when visited by the resident 

hysician who has attended her daily, will “‘ recognise” him at once as Dr. 
x whom she has not seen since he brought her first child into the world 
some years ago. She is now, she says, in a lying-in hospital which she entered 
yesterday, and has just been confined with her second baby, who is in bed 
beside her. She also “‘ recognises” strangers at her bedside, and connects 
them with events of long ugo. Everything is related in the most circum- 
stantial manner, and if the facts were not known her tale might well be 
accepted as truth. In most cases the mental defects are not so gross. There 
is merely a failure of memory, to which is added moroseness and irritability, 
caused by withdrawal of alcohol. 


3. DIPHTHERITIC PARALYSIS 


The exotoxin of diphtheria is highly selective for nervous tissues, and 
some form of paralysis occurs in a very high proportion of the cases. The 
intensity of the paralysis bears no constant relation to the severity of the local 
infection, for cases, in which the original disease has passed unnoticed, may 
be followed by serious damage to the nervous system. Walshe has classified 
the nervous manifestations of diphtheria into three distinct groups, namely, 
the local, the specific and the generalised paralyses. 

Local paralysis occurs in parts related anatomically by nervous connections 
to the site of the diphtheritic lesion. In faucial diphtheria, the local palsy 
appears in the palate. In extra-faucial diphtheria, e.g. infected sores on 
the limbs, the local palsy appears in the muscles supplied by the segments 
of the cord to which afferent nerves from the infected focus . The reason 
for this is, that toxins elaborated by the diphtheria bacillus ascend from 
the primary focus to the cord or the medulla. Having reached the central 
structures, they diffuse to neighbouring motor cells and, by injuring them, 
cause paralysia of the muscles they supply. Paralysis of the palate therefore 
does not occur except in faucial diphtheria. 

The specific manifestation of diphtheria is paralysis of accommodation, 
Like trismus in tetanus, it is not due to a | lesion, but occurs in many 
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cases, whatever the site of origin of the toxins. It is present in cases of both 
faucial and extra-faucial diphtheria, and is the local effect of exotoxin accepted 
from the igeneral blood stream. 

The thrd or generalised form of diphtheritic paralysis is multiple neuritis. 
It follows extra-faucial as well as faucial diphtheria, and is also a result of 
the action of exotoxin circulating in the blood. 

Symptoms.—aAs faucial diphtheria is the commonest form, the most 
frequent nervous symptom is paralysis of the soft palate. It is shown by the 
nasal quality of the voice and by the regurgitation of fluids through the 
nose. As a rule, the weakness is bilateral and equal, but in some cases it is 
greater on the side on which the local lesion is more severe. It makes its 
appearance in most instances about the end of the second week, but may 
come on as early as the fourth day, and as late as the sixth week. The -oft 
palate is relaxed, and its movement on phonation is diminished. The palate 
may be insensitive, and its reflex is often diminished or lost. Recovery 
usually occurs in a few weeks. In rare instances the muscles of the pharynx 
and the vocal cords are paralysed. Together with palatal palsv, it is common 
to find marked weakness and tenderness of the sternomastoid muscles and 
masseters. These are also local effects. 

Paralysis of accommodation appears about the same time as the palatal 
palsy, perhaps a few days sooner. The reaction of the pupils to accommoda- 
tion as well as to light, can almost always be obtained. The trouble is sub- 
jective, and is shown by defects of near vision—for example, by inability to 
read small print. Hypermetropes suffer great inconvenience. In myopes 
it may pass unnoticed. Paralysis of any of the extrinsic ocular muscles 
with strabismus and diplopia may occur, and this may be either nuclear or 
aaa Yai in type. 

ultiple neuritis usually comes on three to six weeks after recovery 
from the throat infection. Its presence is often detected when patients 
begin to exert themselves during convalescence. Weakness and aching 
pains in the legs, unsteadiness in walking, clumsiness in performing fine 
movements with the hands, feelings of pins and needles in the extremities— 
all these are common early symptoms, Weakness affects in varying degree 
the muscles of the neck, trunk and limbs. It is generally slight in degree, 
greater in the lower than in the upper extremities, and greater in the extensor 
muscles than in the flexors. Marked local atrophy is uncommon. In severe 
cases, life may be endangered by paralysis of the intercostals and of the 
diaphragm, but fortunately one set of muscles has usually begun to recover 
before the other is seriously affected. The small muscles of the hands and 
feet and the muscles of the calves and forearms are almost always tender 
on pressure. They are soft and flabby, and often show a naraal reaction 
of degeneration. 

Sensory ataxy is almost always present, and is often severe when the 
paralysis is trivial. It causes the patient great inconvenience, as it inter- 
feres seriously with walking and with the finer movements of the hands. 
Objective examination reveals sensory impairment of the “ glove-and-stock- 
ing’? type. On the hands and feet, the loss to light tactile stimuli is often 
complete, pain and temperature being less affected. As the limb is ascended, 
sensation ually becomes normal. Even when the sensibility of the skin 
is but little diminished, the sensations of position and of passive movement 
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in the extremities are often seriously impaired, and the sense of vibration 
is often lost. 

In the early stages and for a few days the tendon jerks are exaggerated, 
but are lost later in every case. Their return is often long delayed, and it is 
common to see patients months after recovery of normal power, in whom the 
knee-jerks are still absent. It is common also to find them absent many 
months after an attack of diphtheria in patients who give no history of 
nervous symptoms during the attack. The skin reflexes are usually retained, 
and stimulation of the sole gives a normal response. 

Cardiac failure is a grave but uncommon complication. It is of myo- 
cardial origin. Vasomotor paralyses and disturbances in the nutrition 
of the skin, which occur so often in other forms of peripheral neuritis, are 
never seen in diphtheria. In those that survive the attack, complete recovery 
from the nervous troubles always occurs. 


4. DIABETIC NEURITIS 


In many patients with glycosuria, symptoms are present which point to 
changes in the peripheral nerves, or in the fibres of the posterior roots. In 
many respects they resemble tabes rather than pheripheral neuritis; but 
= the exact pathology is still unknown, it is convenient to describe them 

ere. 

Pathology.—Degenerative changes have been found in the peripheral 
nerves in some cases, in others these were healthy, whilst the intramedullary 
porpen of the posterior roots showed degeneration, similar to that found in 
tabes, 

Symptoms.—In some cases the only symptom is neuralgic pain in the 
distribution of one or more peripheral nerves. This is commonest in the 
lower limbs, where it simulates sciatica, and sugar is found in the urine in 
the absence of any other sign of diabetes. 

In severe cases of diabetes the knee-jerks and ankle-jerks are diminished 
or lost in more than half the cases. This may accompany subjective sensory 
troubles in the lower limbs, or it may appear as an isolated symptom. The 
muscles are very often tender and the vibration sense of the feet is frequently 
absent. To objective examination, the sensibility of the skin is usually intact. 
Perforating ulcers of the feet have been observed. 

Diagnosis.—The diagnosis of multiple neuritis from other diseases rarely 

resents any difficulty. It is made from the combination of symmetrical 
ecid paralysis with sensory loss of the “ glove-and-stocking ”’ type, and 
tenderness of the muscles and nerves, confined to or most intense in the 
distal parts of the limbs. When sensory disturbances and diminished tendon 
reflexes are prominent symptoms and muscular weakness is slight, tabes 
may be suggested, and the resemblance is still greater when ataxia is present. 
Difficulty usually arises when the distinction has to be made between tabes 
and alcoholic neuritis, in a patient who has courted both diseases. In most 
instances the diagnosis can be made from the nature and distribution of the 
sensory changes. The lightning pains of tabes cannot be mistaken by any 
one ‘hie is familiar with their peculiar characters. Anssthesia of the ex- 
tremities is coramon to both diseases, but diminished sensibility around the 
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nose and.across the chest is peculiar to tabes and is present in almost every 
case. In neuritis the calf muscles and nerve trunks are tender, whereas 
in tabes the sensibility of these structures is usually greatly diminished. 
Hyperssthesia to touch and temperature, and great exaggeration of the 
abdominal reflexes, also suggest tabes. 


5. ACUTE FEBRILE POLYNEURITIS 


Synonym.—Acute Infective Polyneuritis. 

At various times small epidemics of a form of polyneuritis characterised 
by 8 febrile onset and by the involvement of the facial nerves have been 
described (Osler, Gordon Holmes, Rose Bradford and others). Nothing is 
known of its sstiology and it is probably not essentially different from Landry's 
paralysis in nature, though less fulminating in onset and not so liable to grave 
involvement of the trunk muscles. 

Symptoms.—The onset is with slight fever, headache and malaise, pains 
in back and limbs, and such general symptoms as a coryza or gastro-intestinal 
irritation. The fever persists for 2 or 3 days only. A few days then elapse 
before the signs and symptoms of polyneuritis develop. It is said that the 
proximal limb muscles are more severely involved than the distal muscles, a 
point of distinction from other forms of polyneuritis, but this relative incidence 
of weakness is not invariable and has probably been over-stressed. The 
trunk muscles do not escape, and the face is usually bilaterally paralysed. 
As in other forms the paralysis is of the lower motor neurone type, flaccid, 
atrophic and with loss of tendon jerks. As in Landry’s paralysis sensory 
loss is very slight, and there is relatively slight muscular tenderness. The 
cerebro-spinal fiuid may show a high rise in the protein content, but is other- 
wise normal. 

The clinical course is variable, and sometimes fluctuating in the individual 
case. Death may ensue from paralysis of the respiratory muscles, and 
recovery in the majority of cases is fairly rapid. There is the usual tachycardia 
of polyneuritis. 

Treatment.—The first essential in treatment is to remove the patient 
from the influence of the existing cause. In alcoholic cases, rigid precautions 
are necessary to prevent secret access to alcohol. To attain this, treatment 
in an institution is almost a necessity. In most instances when the cause, 
whatever it may be, is removed, gradual improvement sets in and complete 
recovery ensues, in a time that varies with the severity of the symptoms. 
The administration of vitamin B, preparations has now a great vogue in the 
treatment of both multiple (parenchymatous) and interstitial neuritis. In 
the latter its use has no theoretical justification or practical value, and 
even in the former, though its use is rational, it yet remains to be proved 
that the course of the malady is materially influenced. This may be due to 
inadequacy of dosage in the past, and the parenteral injection for from 2 
to 4 weeks of 500 to 1000 unite daily is the minimum dosage likely to be 
efficacious. During this time the physician’s most important duty is to 
prevent the occurrence of deformities and contractures. From the beginning, 
each joint in the affected limbs should be moved passively to its full range 
several times each day, and care should be taken to ensure that the attitude 
of the limbs during rest is a suitable one, especially that the feet are main- 
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tained at right angles to the legs by the use of appropriate apparatus. Draw- 
ing up of the hee! must be prevented at all costs. 

Gentle massage is soothing in the acute stage. Later, more vigorous 
rubbing may be given, and the patient should be encouraged to move the 
limbs voluntarily. Electricity is of no value. Analgesic drugs and soothing 
applications may be needed at the onset. Thereafter, local treatment to the 
limbs is combined with measures to improve the patient’s general condition. 
The possible réle of B avitaminosis in the production of many, if not all, 
varieties of polyneuritis has naturally led to the administration of the B, 
complex as an iniportant element in treatment. Not less than 1000 to 2000 
units daily and given over a period of two or three weeks is adequate, but 
even with this dosage it is not yet clear that the course of any etiological 
variety of polyneuritis is materially influenced, and extravagant claims 
should be treated with great reserve. 


6. LANDRY’S PARALYSIS 


In the year 1859 Landry applied the name “ acute ascending paralysis ”’ 
to a case in which acute flaccid paralysis with loss of reflexes and without 
sensory disturbances commenced in the periphery of the lower limbs, and 
rapidly spread upwards. The arms were next involved, first in the periphery, 
and later the trunk, respiratory muscles, neck, and lastly the cranial muscles 
were involved, and death occurred from respiratory failure. He made a 
careful microscopic examination of the spinal cord with the methods then 
at his disposal, and failed to detect in it any morbid changes. He subse- 
p beoeth described this symptom complex, which has since borne his name, 
rom an analysis of 10 cases. 

Since this time a large number of cases have been recorded which, from the 
acute nature of the onset, and from the spreading nature of the paralysis, 
have been described as cases of Landry’s paralysis. This name should be 
restricted to those cases of acute spreading paralysis, in which disorders of 
sensibility and sphincter trouble are absent or little marked, and in which 
recovery is complete if the patient survives, and in which no gross lesion is 
found within the nervous system after death. 

Acute poliomyelitis may also, in rare cases, give rise to a spreading 
paralysis, and cause much difficulty in diagnosis; but it 1s invariable that 
some permanent paralysis remains upon recovery, and, further, the lesions 
of poliomyelitis are both gross and characteristic. 

The majority of authors who have written upon this subject have made 
the attempt to separate Landry’s paralysis from the group of “ acute toxic 
polyneuritis,” both on pathological and on clinical grounds. Such a separa- 
tion would appear to he entirely unsupported by the evidence. In both 
these conditions all the nervous pathological changes which have been dis- 
covered are confined to these lower neurones, motor and sensory, and are 
often in polyneuritis confined to the lower motor neurones. The clinical 
separation of Landry’s paralysis and polyneuritis is equally artificial and 
impossible, though much stress has been laid upon the presence of disturb- 
ances of sensibility, and the strictly peripheral distribution of the paralysis 
in polyneuritis. As regards sensory disturbance, this clinical feature is 
dependent upon the peculiar selective capacity of the poison. The following 
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description of this malady is based upon the personal observation of 10 cases 
with 4 autopsies which have come under our observation at the National 
Hospital and at St. George’s Hospital. 

tiology.—What is known of the causation of the disease in general 
resembles very closely that of acute polyneuritis. It affects males much more 
frequently than females, and occurs chiefly in adult life between the ages of 
16 and 54 years. The cases which have been reported in children were 
probably examples of the spreading type of poliomyelitis. 

Pathology.—Slight hypersmia of the spinal cord, and especially of the 
grey matter, with a few punctiform hemorrhages, is the only change notice- 
able upon naked-eye examination. Very definite histological changes are 
found upon microscopic examination in the anterior horn cells and in the 
cells of Clarke's column, where any degree of change may be found, from an 
early pericentral chromatolysis to a complete loss of the chromatin granules 
and concentration of nuclei. 

The cerebro-spinal fluid is in excess, and clear. In two of the cases under 
our care, it presented no abnormality either as regards cell or albumin con- 
tent. In other cases there is an excess of albumin, and in this respect it 
resembles the cerebro-spinal fluid of polyneuritis, which is usually albuminous, 
and sometimes so highly so as to clot spontaneously. 

Symptoms.—The onset is in some cases abrupt, with the appearance of 
the characteristic spreading paralysis. Much more frequently the paralysis 
is preceded by certain premonitory symptoms, which may last from a few 
hours to days or weeks. These symptoms may consist in malaise, headache, 
lassitude, insomnia, anorexia, constipation, gastralgia, vomiting and diarrhea, 
and there is not infrequently slight elevation of temperature. More char- 
acteristic still among the prodromal signs are subjective disturbances of 
sensibility. Pains in the back and limbs are common, and may be of a dull 
aching nature, or they may be sharp and shooting in character. Numbness, 
tingling, “ pins and needles” and other pareesthesias may occur over any 
part of the body,.and are most commonly complained of in the periphery of 
the limbs. The muscles may be locally tender during this prodromal stage. 

It is not uncommon for the paralysis to commence in the periphery of the 
lower extremities, to ascend rapidly, and to involve the muscles in the order 
of their innervation from the spinal cord, the trunk becoming affected before 
the upper extremities, and the intercostal muscles before the diaphragm. 
The muscular weakness may commence in any group of muscles, as, for 
example, in the face, neck, upper extremities or trunk, and when so com- 
mencing the spread of the paralysis is downwards, constituting a descending 
type of paralysis. 

In Landry’s paralysis, as in acute polyneuritis, the innervation of the 
respiratory muscles seems to be peculiarly resistant to the toxin. 

In those cases which recover the advance of the paralysis ceases, and 
those muscles which have been most recently affected begin to show some 
recovery quickly. 

When the disease does not pei fatal either from respiratory failure, 
pulmonary complications or sudden syncope, the paralysis ceases to spread, 
and the patient enters upon the stage of recovery, which presents many 
features of interest. The flaccid muscles show a moderate degree of wasting 
within 2 or 3 weeks on the onset, this wasting being much less in those cases 
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which recover rapidly. It is a general atrophy, and is not limited to par- 
ticular groups of muscles. In rare cases, though fair power is regained, yet 
the muscles remain conspicuously small for life; but generally the muscles 
recover their bulk and tone completely. The paralysed muscles retain their 
excitability to faradism throughout, though there may be some slight diminu- 
tion of faradic excitability in proportion to the general wasting of ie muscles, 
Contractures and deformities do not occur. . 

The paresthesias, which have been described with the onset, often persist, 
and there may be cramp-like pains. Not uncommonly the muscles are tender 
upon deep pressure ; but there is never that severe degree of tenderness met 
with in some forms of peripheral neuritis as, for example, in alcoholic neuritis. 
There is exceptionally blunting of sensibility, most marked in the periphery ; 
but this is never deep, and is rapidly transient. 

Though from the general weakness of the trunk muscles there may be 
some difficulty in emptying the bladder and rectum during the first few days, 
and even retention with overflow incontinence that may require catheterisa- 
tion from the same cause, yet these last but afewdays. The deep and super- 
ficial reflexes disappear early with the onset of the first signs of the paralysis in 
the affected regions. The psychic functions remain unimpaired throughout. 

Diagnosis.—The apidly spreading character of the paralysis in Landry’s 
disease is so striking as to necessitate distinction only from those few maladies 
in which a similar rapidly spreading paralysis may occur, and these are acute 
spreading myelitis, intrathecal hemorrhage, acute poliomyelitis (spreading 
type) and acute polyneuritis. Acute spreading myelitis is at once distin- 
guished from Landry’s paralysis by the severe sensory loss and sphincter 
paralysis, which in the former condition develop pari-passu with the motor 
payee and, further, if the myelitis does not involve the lumbo-sacral en- 

argement of the spinal cord, an extensor plantar reflex will be observed. 

The rare, spreading form of poliomyelitis presents difficulty in diagnosis, 
especially in the acute stage. The general symptoms and the pyrexia are 
apt to be more severe in voliomyelitia: An onset in childhood is more 
suggestive of poliomyelitis than of Landry’s paralysis. A fairly high poly- 
morpho-nuclear leucocytosis in the blood, and a lymphocytosis in the 
cerebro-spinal fluid, are in favour of poliomyelitis. The persistence of local 
atrophic palsy on convalescence is absolute evidence of poliomyelitis. The 
distinction of Landry’s paralysis from acute polyneuritis is held by the 
writers of this article to be entirely artificial, since they argue that Landry’s 
disease 1s merely a striking type of acute polyneuriis. 

Prognosis.—In about one-half of the cases the paralysis advances until 
the respiratory and bulbar muscles are involved, and death occurs from 
respiratory failure, usually on the third or fourth day, but sometimes not 
until ten days or more have elapsed. So long as the paralysis is extending, 
and especially when the respiratory and bulbar muscles are failing, the 
prognosis is very grave. The extension of the paralysis may, however, cease 
at any stage, and when this occurs the prognosis at once becomes favourable, 
even though there be considerable involvement of the respiratory and bulbar 
muscles, 

Treatment.—The patient must be placed at complete rest, and the dis- 
comfort and panic which are likely to arise from the utter inability to move 
must be assiduously relieved by frequent changes of posture. The greatest 


1788 DISEASES OF THE NERVOUS SYSTEM 


care must be taken that the patient is adequately fed with nutritious and 
light food. Stimulants are usually indicated. A mercurial aperient should 
be administered early and the bowels regularly relieved, for in some cases 
obstinate constipation occurs. The bladder should be catheterised, if there 
is a difficulty in micturition. Both pain and pyrexia may be relieved by the 
administration of salicylates or aspirin. 

Atropine tends to check accumulation of secretion within the bronchi. 
Oxygen may be administered where cyanosis occurs. When once the patient 
has shown signs that the malady has passed its height, and that recovery is 
commencing, little treatment is required except careful nursing and feeding. 
Gentle massage may then be employed. 


7. PROGRESSIVE HYPERTROPHIC POLYNEURITIS OF DEJERINE 
AND SOTTA 


Definition.—An extremely rare progressive form of polyneuritis, some- 
times developing in infancy, showing an heredo-familial incidence, and 
characterised by thickening of the nerve trunks due to hypertrophy of the 
sheaths of Schwann. 

Pathology.—The thickening of the nerves may be palpable during life, 
but is not invariably so. Microscopically this thickening is found to be due 
to masses of non-nucleated tissue arising from the sheath of Schwann. 

Symptoms.—The malady develops and progresses very slowly with 
weakness, muscular wasting, sensory loss, loss of tendon jerks. There may 
be noted, in addition, kyphoscoliosis, nystagmus and ataxy of movement. 
It was formerly thought that the Argyll Robertson pupil was an integral 
part of the symptom-complex, but this is not the case. 

Prognosis.— Death ultimately ensues from intercurrent disease. 

Treatment.—There is no known treatment. 


NEUROFIBROMATOSIS 


Synonym.—Recklinghausen’s Disease. 

Definition.—A rare and complex disease characterised by multiple 
benign tumours on the skin and on the nerves and the ganglia of the somatic 
and autonomic nervous systems. Cutaneous pigmentation, and multiple 
tumours on brain and spinal cord may also be present. 

fEtiology.—The malady is probably developmental in origin, and heredo- 
familial incidence is not uncommon. 

Pathology.—The skin presents spots of varying size and number that 
have the colour of freckles. When these are extensive they are known as 
café-au-lait patches. They tend—like the cutaneous tumours—to increase 
in size and number with age. The skin is adorned with numerous soft fibro- 
matous tumours, some sessile and some pedunculated. In some cases the 
trunk may be thickly sewn with these. Large plexiform neuromas on cutane- 
ous nerves may form large masses on the skin, flattened and of irregular outline, 
and when this aspect of the disease is prominent it is given the name of 
molluscum fibrosum. 

On the nerve trunks are more or less numerous, fairly firm nodular tumours 
of varying size. The cranial nerves may also bear similar tumours, especially 
the fifth and eighth nerves. Marked kyphoscoliosis is common. 
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Symptoms.—The cutaneous pigmentation and tumours are readil 
visible and tend to increase throughout life. Sometimes the neurofibromata 
on the nerves give rise to symptoms of irritation (pain in the distribution of 
the nerve) or of paralysis. Intrathecal tumours may give rise to spinal cord 
compression, while the symptoms of an auditory nerve tumour (unilateral or 
bilateral) may first bring the patient to notice. 

Treatment consists in the removal of fibromata on the nerves when these 
give rise to irritative or paralytic symptoms. 


LEAD PALSY 


The effects of lead are confined almost entirely to motor neurones. Sub- 
jective sensory disturbances are often slight or absent, and in most instances 
there is no objective sensorv loss. 

Pathology.—Aub in 1923 showed that the first event was the local con- 
centration of lead in those muscles which were about to be paralysed and that 
the paralysis was a muscular event primarily, and that, secondarily, the lead 
ascends along the motor axons and may finally cause the death of the ventral 
horn cell. The degenerative changes in the nerves are confined almost 
entirely to the motor fibres, and are most intense in the intramuscular twigs 
supplying muscles of the extensor groups. Normal and degenerated fibres 
are found side by side, the former becoming more numerous as the nerve is 
traced upwards. Degenerative changes due to the action of lead are also 
found in the affected muscles. 

Symptoms.—In most cases of the common antebrachial or wrist-drop 
type, paralysis is limited to the extensor muscles of the fingers and wrists— 

at is, to the muscles supplied by the musculo-spiral nerve. But the supinator 
longus and the extensor ossis metacarpi pollicis, also supplied by this nerve, 
usually escape. lnability to extend the first phalanges ui the two mudaie 
fingers, owing to weakness of the common extensor, is usually the first diffi- 
culty. The special extensors of the index and little fingers, the long extensors 
of the thumb and the extensors of the wrist are next attacked, and the 
characteristic wrist-drop appears. As a rule the paralysis becomes severe 
about a week after it is first noticed. By this time it is usually bilateral 
and symmetrical, but for several days, or even for several weeks, it may be 
confined to one side. The affected muscles waste rapidly and the back of the 
forearm becomes flattened, thus rendering the intact supinator longus more 
prominent. In this form, loss of power always precedes atrophy, and some 
muscles may show weakness without any wasting. Recovery is almost 
always complete. Simple weakness without atrophy usually passes off in a 
few weeks. If the wasting is moderate and the muscles still react to faradism, 
recovery may be expected in a few months. When the atrophy is severe, a 
year or more may elupse before recovery is complete. 

Occasionally the deci biceps, brachialis anticus and supinator longus 
muscles are affected, either alone or in company with the forearm muscles 
—upper arm or brachtal type. Less often paralysis occurs in the legs, the 
muscies supplied by the peroneal nerve, namely, the loug extensors of the 
toes and the peronei, being chiefly involved oneal type. Like the supinator 
longus in the arm, the tibialis anticus, although supplied by the peroneal 
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nerve, usually escapes. This type is usually associated with paralysis of 
the forearm muscles, and runs the same course. . 

In the form of paralysis described above the features are those of a 
traumatic lesion to a nerve. Loss of power precedes, and may be more 
extensive than wasting, faradic irritability of the muscles is lost or diminished 
while the reaction to galvanism is retained, and recovery is usually com- 
plete. It is therefore called the degenerative form. In the second form, 
the paralysis has the characters of progressive muscular atrophy. Weak- 
ness and wasting come on together, faradic and galvanic irritability of the 
muscles are both diminished in proportion to the wasting, and the paralysis 
is often permanent. This is known as the primary atrophic form. fe occurs 
especially in the small muscles of the hand—Aran-Duchenne type—but is 
sometimes irregular in its distribution and affects many muscles in all 
four limbs. It is often associated with the first form, but may occur alone. 
Wasting comes on slowly, and accompanies the loss of power, instead of 
succeeding it. It is much more intractable than the degenerative form, 
and often persists after muscles showing the first form of paralysis have 
recovered. (See also Lead Encephalopathy, p. 366.) 


MUSCULAR DISEASES 
MYOTONIA CONGENITA 


Synonym.—Thomeen’s Disease. 

Definition.—A very rare malady, commencing in early childhood, which 
is hereditary and familial, and characterised by a striking slowness in the 
relaxation of the muscle after voluntary effort. The muscles pass into 
& spasm on voluntary contraction, which relaxes very slowly, resembling 
the contraction of the veratrinised frog’s muscle, and its subsequent slow 
relaxation. Peculiar changes in the electrical excitability of the muscle and 
hypertrophy of the muscle fibres are constant. 

Etiology.—Beyond the facts that the malady is usually hereditary and 
familial, only a few sporadic cases occurring, and its incidence in early child- 
hood, nothing is known of the causes. Cold, heat, fatigue and hunger con- 
spicuously increase the symptoms. 

Pathology.—The affected muscles are actually hypertrophied, and are 
always firmer to the feel than normal muscles, while sometimes they show 
& iron hardness. The individual fibres show considerable hyper- 
trophy. 

Symptoms.—The presence of the disease first becomes evident from slow- 
ness, clumsiness and awkwardness of movement, with a great tendency to 
fall if the balance is upset. This is often most noticeable ae rest, when, on 
attempting to move, the limbs seem glued down and move very slowly, 
Often the patient is able with exercise to work the stiffness off, and the myo- 
tonia lessens in the muscles which are being used ; but if he is suddenly called 
upon to put another set of muscles into action, as, for example, by losing his 
balance, he is at once caught up by the myotonia and so is apt to fall. In other 
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cases the myotonia increases or is uninfluenced by exertion. The muscles 
of the legs are as a rule most affected, but sometimes all the muscles of the 
body may be involved. | 

assive movement does not reveal the presence of any rigidity except that 
following voluntary contraction. The abnormality affects the voluntary 
contractions and relaxations of the muscles only, and the peculiarities of 
these are—(1) their slowness, (2) their tonic character, and (3) the continuance 
of the contraction after voluntary impulses have ceased. The peculiarities 
of electrical excitability bear the name of the “ myotonic reaction ” of Erb. 
The contraction, either on faradic or galvanic stimulation, lasts much longer 
than the normal and relaxes very slowly, and this is more marked the stronger 
the current used; with the stabile application of galvanism, slow wave-like 
contractions of the muscle are seen to proceed slowly from the cathode to the 
anode, There is no pain, no sensory discarhanose or loss, and the sphincters 
and reflexes are unaffected. 

Diagnosis.—The only malady which can be confused with Thomsen’s 
disease is myotonia atrophica, in which the myotonic symptoms and signs are 
identical. In the latter malady, the onset is at a much later age, the incidence 
of the spasm is upon local groups of muscles, and the characteristic weak- 
ness of the facial muscles and atrophy of the sternomastoids, etc., at once 
distinguish it. 

Course and Prognosis.—Thomsen’s disease has no tendency to shorten 
and destroy life. It tends to become more marked from infancy to puberty, 
and then Jess marked again as age increases, It has never been cured. 

Treatment.—This 1s entirely unavailing, except in the way of the avoid- 
ance of those conditions, such as fatigue, cold and hunger, which are known to 
increase the condition. Thomsen himself, who was afflicted with the disease, 
was always better with free exercise. 


DYSTROPHIA MYOTONICA 


Synonym.—Myotonia atrophica. 

Definition.—A disease of familial incidence, which begins usually in 
the third and fourth decades of life, and which is characterised by muscular 
atrophy of peculiar distribution and unlike that of any other disease. This 
atrophy occurs first and most in the sterno-mastoids and facial muscles, 
next in the muscles of the forearms, and may also be found in the muscles of 
mastication, in the vasti, and in the dorsiflexors of the feet and peronei. 
Associated with this wasting, but not commensurate with it, nor necessarily 
occurring in the same muscles, is a peculiar difficulty in relaxing the muscles 
after effort, called “‘ myotonia,” which gives to this malady an especial 
feature which at once separates it from all other forms of muscular atrophy. 
Signs of bodily dyscrasia are often present, the most important of which are 
cataract, premature baldness, atrophy of testicles, loss of sexual power and 
general bodily wasting. This disease was first placed upon a firm clinical 
basis by Batten and Gibb, and Steinert in 1909. schmann in 1912 adopted 
the term Dystrophia Myotonica as ane more correctly ue : 

4Etiology.—This condition is probably always familial, and the heredity 
is homologous—that is, it tends to appear in the same child-rank, in a number 
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of apparently unconnected families at a common distance from one and 
the same ancestor, and often it seems to be entirely confined to one child- 
rank. The descent of the latent tendency is equally through the males and 
females, but the males more frequently transmit. The presence of the heredo- 
familial disease in earlier generations is often betrayed by other signs, such 
as cataract, frequent celibacy, childless marriages, high infant mortality, and a 
dying out of certain branches of the family. The malady has been observed 
at the age of 10 years, but usually the onset occurs between the ages of 20 
and 35 years. A large number of the patients have been unusually gifted 
and proficient in athletics prior to the onset. Both sexes may be affected. 
No exciting causal factors are known. 

Pathology.—No definite changes have been found in the nervous 
system. The muscles presenting the myotonia have repeatedly been ex- 
amined and found normal, In the atrophic muscles the morbid process 
singles out certain fibres especially, so that quick and thin fibres are found 
lying together. There is increase of the muscle nuclei round thick and thin 
fibres alike, though some atrophic fibres may be found with no increase of 
nuclei. Recent biochemical aad electrographic studies by Brown and Harvey 
of a form of congenital myotonia in goats suggest that there is no functional 
disorder of neuromuscular transmission of the motor impulse, but that the 
disorder is in the muscles themselves. 

Symptoms.—tThe onset is gradual and the course extremely slow. The 
first symptom to call attention may be, either the difficulty in relaxing after 
muscular effort—the clinging of the hand to the tool which has been grasped, 
the smile that is so slow to disappear—or the weakness and wasting of the 
muscles. The two chief signs of the disease—the myotonia and the wasting 
—seem to have no connection the one with the other, either as regards 
coincidence in time or place. The myotonia may appear years before there is 
any obvious wasting. Moreover, the muscles which shoe the most con- 
spicuous myotonia are often those which are not wasted, and finally those 
muscles which waste greatly tend to lose any sign of myotonia which they 
may have had. The extent and the intensity of the muscular atrophy 
and of the myotonia show great variations. The atrophy may be widely 
spread, and many muscles may be myotonic, or the former may be severe 
and the myotonia slight, or both may he present in minor degree only. 
Lastly, there are cases in which only the atrophy or only the myotonia 
is present. The myotonia consists in an inability to relax a muscle imme- 
diately after it has been put into voluntary contraction, and the greater 
the effort used in contracting the muscle, the greater the difficulty with 
relaxation. The patient grasps one by the hand, and is unable to disengage 
the hand, but pulls it away still grasping, and it may take seconds to relax. 
He smiles quickly to a suitable stimulus, and the face remains fixed at the 
height of the smile for long after the emotion has vanished. In eating, 
his jaw becomes fixed, he is unable to perform any alternate movements 
In the muscles which are affected, but at a very slow rate. When the 
myotonia is severe and general, he is liable to fall like a log when walking, 
from inability to relax muscles which have been put into contraction. The 
myotonia is seen most often and to @ greater extent in the flexor muscles 
of the forearm and in those of the face, but it may be quite general, In the 
same patient it may be very marked at one time and absent at another. 
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The muscular weakness and wasting usually have a most typical distribu- 
tion, involving the sterno-mastoids and other muscles of the neck, the facial 
and masticatory muscles—giving rise to the sad “ myopathic”’ face, the 
vasti of the thighs, and the dorsiflexors of the feet, and this is the usual 
order in which the muscles are affected. It is always in one or other of these 
groups that the wasting commences, but sometimes the sequence of muscles 
attacked is quite different. Fibrillation does not accompany the atrophy. 
The electrical reactions show a reduction both to faradic and to galvanic 
stimuli, with a tendency to a polar change. Some modification of the ‘‘ myo- 
tonic reaction ” is often superadded in those muscles which are wasted, and 
this usually is present in the muscles which are myotonic and are not wasted. 
This “ myotonic reaction ”’ consists in a very long, lasting contraction when 
the muscles are stimulated with every form of stimulus, and if the latter be 
strong it may last as long as 30 seconds. 

The affection of the muscles of the face and jaw entails some alteration 
of articulation and phonation. The voice is low, it lacks intonation, and 
has a definite nasal quality. Sensibility is not affected. 

The rule is for the muscle-jerks to be diminished or lost, and it is very 
rare for all the jerks to be present in any case. 

Apart from symptoms and signs connected with the muscles, the most 
important sign of the dystrophy is cataract, which occurs in more than 
half of the cases. This cataract is often met with in otherwise healthy 
brothers and sisters of those who have the muscular changes, and in otherwise 
healthy members of earlier generations in the afflicted families. In suc- 
ceeding generations after its first appearance, the age of occurrence of this 
cataract shows remarkable ‘‘ anticipation ’’—that is, commencing at first 
as senile cataract, it appears at an earlier and earlier age with each successive 
generation, until with fully developed myotonia atrophica it appears in youth. 
The presenile cataract of the dystrophic generation begins as a star-shaped 
opacity, first in the posterior and later in the anterior cortical lamelle, 
sometimes with fine point-like opacities scattered through the lens. It 
ripens quickly to a total soft cataract, with a small central nucleus. 

The genital organs remain infantile in some cases; celibacy and child- 
less marriages are common, More often sexuality is normal until the onset 
of definite symptoms, after which desire and power disappear. Early bald- 
ness is the rule. A general wasting of all the tissues of the body is seen in 
at cases. Ultimate atrophy of the testicles is usual. 

iagnosis.—There is no difficulty in the diagnosis when the distribu- 
tion of the muscular atrophy is typical and when myotonia is obvious ; it 
simply involves a recognition of the unique characteristics of the disease. 
When the myotonia precedes the wasting, the age of onset will distinguish 
this malady from Thomsen’s disease, or myotonia congenita, and the on- 
coming of any sign of facial weakness or muscular wasting will make the 
diagnosis certain. When the myotonia does not appear until long after the 
wasting is apparent, the diagnosis is much more difficult. 

Course and Prognosis—This malady usually progresses very slowly, 
but occasionally very extensive and incapacitating wasting of muscles and 
weakness may develop within a year of the first symptom. Some cases seem 
to remain stationary for very long periods. The tenure of life is certainly 
short in all cases, and does not appear to be prolonged beyond the middle of 
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the fifth decade. The oldest patient reported in the records as still living 
was aged 50 years. 

Treatment.—It has been found that the administration of quinine, 
gts. 10 to 15 daily, lessens the myotonia considerably. Neither electrical 
treatment nor massage has the slightest effect in altering the course of the 
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MYASTHENIA GRAVIS 


Definition.—A chronic malady of adult life characterised by—{1) a 
variable paralysis of muscles which is produced or rapidly increased by exer- 
tion, and: which tends to disappear slowly during rest; (2) a permanent 
ont which shows no improvement with rest, and which succeeds the 
variable paralysis. This permanent paralysis may be very local in distribu- 
tion, and may be associated with atrophy of the muscles; and (3) the affected 
muscles on strong faradisation soon cease to respond to faradism, but remain 
excitable by galvanism. 

fEtiology.—The malady seems to be much more prevalent in England 
during the past 20 years than formerly. Rarely occurring before puberty, 
it commences most commonly in the third decade of life, and affects the sexes 
equally. Nothing is known of any causal factors either immediate or re- 
mote. The one clinical association which cannot be ignored is with exophthal- 
mic goitre, for not only may myasthenia follow that malady, but the ophthal- 
moplegias which occur in Graves’s disease bear no small resemblance to those 
of myasthenia. 

Pathology.—The only changes found within the nervous system are 
slight atrophy of those nerve cells which supply long paralysed muscles, and 
these changes are certainly not primary. In a certain number of the cases 
a large peristent thymus gland, showing proliferative and degenerative 
changes, or thymic rests showing similar changes, have been found. The 
view expressed in earlier editions of this book that the seat of the disorder 
of function responsible for myasthenia gravis is at the myo-neural junction 
has recently received confirmation from observations made with physostig- 
mine and the synthetic substance “ prostigmine.” It is believed that the 
normal transmission of impulses from nerve to muscle through the motor 
nerve endings depends upon the liberation in the endings of acetyl-choline. 
In myasthenia the failure of effective innervation may be due either to 
premature destruction of acetyl-choline, or to a failure in its liberation. The 
administration of physostigmine temporarily delays the destruction of the 
acetyl-choline by the choline esterase normally present in the blood, and 
during its period of activity renders muscular contraction normal. 

Symptoms.—The first sign of myasthenia is the variable paralysis which 
may commence in any of the voluntary muscles. It may be unilateral at 
first, but soon becomes symmetrical. The paralysis appears first upon 
exertion and fatigue. The schoolmaster finds that towards the end of the 
day’s work he cannot raise his arm readily to write upon the blackboard, 
or that his voice fails him in speaking. The housemaid finds that her broom 


MYASTHENIA GRAVIS 1795 


slips in her hands, because of an ever-weakening grasp. The theatre-goer, 
towards the end of the performance, finds himself tilting his head farther and 
farther back to escape from an oncoming ptosis, or he develops diplopia. 
Next morning these symptoms are gone with the night’s rest, to reappear 
with fresh exertion perhaps earlier each day, until work becomes impossible, 
The affected region may be narrowly confined, the eyes alone, the face, 
the muscles supplied by the trigeminus, or the larynx alone may be affected, 
or it may be the muscles of the upper extremities, or of the lower extremities, 
or of the back which may be ally involved, Lastly, the myasthenia may 
be quite universal, though never in the same degree in all the affected regions. 

he incidence is greatest upon the muscles innervated from the brain 
stem, next upon the upper extremities and trunk, and least upon the legs. 
When the initial incidence of the malady is upon the eye muscles, diplopia 
and ptosis are the first symptoms. The paralysis is usually of the nuclear 
type, involving both eyes in terms of the conjugate movements ; but inequality 
in the paralysis upon the two sides usually gives rise to decided strabismus 
and diplopia, and we have observed one case in which the initial paralysis 
was confined to one external rectus. When the permanent paralysis sets in, 
the axes usually become parallel, and the diplopia ceases. Until this event 
occurs, the great feature of myasthenic ocular paralysis is its variability, and 
its increase with fatigue. An ocular paralysis which is well each morning 
on waking, and which develops in the course of each day, is always due to 
myasthenia. Short, very quick, jerky movements of the eyes on attempted 
voluntary movements are often characteristic, and are quite different from 
the movements of nystagmus. Though ptosis is the rule, sometimes there is 
retraction of the lids, and both von Graefe’s and Stellwag’s signs may be 
present. Permanent nuclear ocular paralysis follows the variable paralysis 
in nearly every case, though it varies in degree. When the face is affected, 
epiphora, dysarthria and lack of facial expression with a peculiar weak 
“nasal smile” are conspicuous. The facies of myasthenia, with inability 
to close or pucker the eyes and mouth, the motionless and slightly dysarthric 
speech and peculiar smile are unmistakable. 

Involvement of the muscles supplied by the fifth nerve causes trouble 
with mastication, and when the palate is affected there may be nasal speech 
and regurgitation of liquids. We have seen one case in which total unilateral 
agar doa of the larynx preceded the onset of typical symptoms by twelve 
months. When the tongue is affected it usually shows some wasting, especi- 
ally of the linguales, and dysarthria results. Sometimes a widely spread 
involvement of this region causes severe dysphagia and dysarthria, and the 
former may be so great as to necessitate nasa anny 4 The permanent 

lyses are rarely seen, except in the muscles supplied by the nuclei of the 
brain stem. The neck muscles are usually affected when the malady extends 
on to the trunk, and it is a common thing to see the patients sitting at rest, 
either with the head supported by the hands, or resting upon the table. 
In the extremities the variable paralysis appears more marked at the proximal 
joints in most cases, and the test for myasthenia in the upper extremity is 
to ask the patient to extend his upper limbs level with the shoulder, when they. 
will be seen to fall slowly down from the increasing fatigue paralysis. 

Involvement of the respiratory muscles is common, and constitutes the 
gravest danger in the disease, since any effort, and especially an emotional 
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outburst, may in a few seconds fatigue the respiratory muscles into a com- 
plete and fatal paralysis. Myasthenia often remains long confined to one 
region, and subsequently spreads rapidly. Wasting of the muscles occurs only 
when there is marked permanent paralysis, and may be seen in the muscles 
of the tongue, face sid in the masticatory muscles. In one fatal case under 
a care there was marked wasting of the intrinsic hand muscles on both 
sides, 

The myasthenic reaction is only seen in those muscles which are showing 
conspicuous fatigue paralysis. If a strong interrupted faradic current is 
applied to such muscles, there is at first a strong contraction, but this is not 
maintained as in normal muscles, and it rapidly decreases until there is no 
response. If the stimulation is discontinued for a few minutes, and again 
applied, there is a further response, which tires more rapidly than the first. 
After exhaustion of the muscles by faradism, some volitional contraction 
remains. Exhaustion of the muscles does not occur from galvanic stimula- 
tion. Sensibility and sphincter control are not affected. The reflexes are 
normal in all but the rarest cases. The knee-jerk is not abolished when the 
quadriceps is exhausted, either by voluntary exertion or by faradisation. 

Diagnosis.—This is never a matter of any difficulty if the variable para- 
lysis, increasing with fatigue and lessening with rest, is conspicuous, for this 
phenomenon occurs in no other disease. When permanent paralysis only is 
present, the diagnosis requires care. It must be remembered that any 
unilateral or bilateral palsy of muscles supplied by the brain stem may be 
myasthenic. Here the history of a slow onset with variable ee and 
fatigue phenomena can nearly always be obtained, and the absence of the 
usual signs of gross lesions of the brain-stem nuclei, or progressive diseases 
affecting the latter, should avoid confusion. When, as sometimes happens, 
myasthenia begins with a unilateral ophthalmoplegia or laryngoplegia, the 

lagnosis may really be difficult. The possibility of such a commencement 
should be borne in mind, and a careful watch kept for the appearance of 
conclusive evidence. Other forms of nuclear ophthalmoplegia do not show 
a long history of variability and fatigue phenomena. 

Course and Prognosis.—Myasthenia is always a very dangerous disease, 
as the term “ gravis’’ implies. Some of the cases, and especially those in 
which the brain-stem region escapes, recover completely ; but no records 
are as yet available to prove in what proportion of the cases this event occurs. 
The disease has proved fatal within a fortnight of the onset of symptoms, and, 
on the other hand, in our two cases here recorded, strenuous work was followed 
for 24 years after the development of permanent ophthalmoplegia. Improve- 
ment and relapses are very common. Frequently a patient will get rapidly 
worse, and become bedridden, in spite of careful treatment ; to recover com- 
icp for the time being, when treatment has been abandoned as useless. 

metimes a patient with severe myasthenia will live for many years, if 
life be carefully protected. We have had one patient under observation in 
this state for 20 years, and she is not materially worse. 

Sudden death is very liable to ocour in any of the cases, but especially 
in those with bulbar paralysis and implication of the muscles of respiration. 
Death has been attributed to respiratory failure and asphyxia ; but some of 
the patients die much too quickly for any such explanation. Two of our 
patients, seated at a table with their heads supported by their hands, and 
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engaged in pleasant, quiet conversation, smiled, lowered their heads on to 
the table, and were dead without the slightest sign of distress or reaction, as 
if from syncope. a 

Treatment.—The life must be so ordered as to exclude all fatigue. 
Massage, electrotherapy, endocrine therapy and strychnine medication are 
ineffective when not harmful. Claims have been made for many different 
drugs and ae Somer but they are based upon an ignorance of the fluctu- 
ating course of the malady and of its oeabional epontenbous cure. Few things 
in clinical medicine can be more dramatic than the rapid and complete dis- 
appearance of all weakness and disability upon the hypodermic injection 
of prostigmin 2 to 4 ¢.c. (1 to 2 mgms.) combined with atrophine sulphate, 

. tyy- This abeyance of symptoms endures for some four or five hours 

only. When the effect passes off the patient lapses into his original state, or 
may even be weaker than before. In severe cases, this possibility of increased 
weakness after physostigmine or prostigmin administration has its dangers. 
It is not yet possible to use these drugs by repeated injection as a mode of 
treatment for myasthenia gravis, though their occasional administration 
may enable the subject to meet special calls from time to time. The drug 
may be given orally in tablets of 15 mgms., four to eight daily. 

A few patients maintain an improved level of power in the affected 
muscles when given ephedrine sulphate or chloride (grs. 4 to 1, t.d.s.). 


FAMILIAL PERIODIC PARALYSIS 


Definition.—A flaccid paralysis affecting the muscles of the trunk and 
of the extremities, associated with loss of the deep reflexes and diminution 
or loss of faradic excitability in the muscles. The paralysis is temporary 
in character, though it may be fatal during the attack, and it recurs at 
intervals. It is a rare malady, some 200 cases having been reported in the 
literature. 

Etiology.—It has been noted as early as the fifth year, and as late as 
the thirtieth year; but usually it appears about the age of puberty. Most 
of the cases occur in the male sex. Heredity is very marked, and the malady 
has been traced through five generations. Transmission may occur either 
through the male or through the female, and not infrequently a generation 
is Skipped. Several members of the same family are usually affected, 

Pathology.—Several cases have come to autopsy, but no lesion which 
could be associated with the symptoms was found. Biopsy of the muscles 
has given entirely negative results. 

Symptoms.—The clinical picture is so striking as to be almost dramatic. 
The patient retires to bed feeling perrecey well, and awakens in the morning 
without pain or malaise, but with a flaccid motor paralysis, which always 
involves all four extremities, and which may reach all the muscles of the body, 
except those of the organs of lt deglutition and respiration, and even 
these are often partially involved. Severe involvement of these vital muscles 
during an attack has caused death. The bladder and rectal functions are 
retained, and it is unusual for the patient either to void urine or feces during 
the attack. The paralysis is usually at its height on waking; but it may 
subsequently increase. After lasting for a variable time, from a few hours to 


1798 DISEASES OF THE NERVOUS SYSTEM 


a few days, it passes off, sometimes gradually, sometimes ay In the 
family under our care it was astonishing how the patients on waking in an 
attack could judge invariably how long the particular attack would last. 
They could judge with unfailing certainty when ability would return, and 
were in the habit of arranging their business accordingly. Most of the patients 
in addition to the severe attacks of paralysis suffer from what they call 
“morning weakness,” temporary inability to grip with the hands, and slight 
disability with the feet on waking. It is curious that similar morning weak- 
ness, lasting a few minutes, is not very uncommon in normal children. The 
paralysis in periodic paralysis is flaccid, and there is loss or marked diminu- 
tion of response to faradism during the paralysis. The deep and superficial 
reflexes are lost in the paralysed region. Objective sensation is not affected ; 
but there may be subjective sensations of tingling and numbness, and the 
muscles may be a little sore and stiff after the attack. We have noticed 
flushing of the surface and sweating during the attack. There is an invariable 
tendency for the attacks to diminish in frequency and severity after middle 
life is reached. 

Diagnosis.—This must be evident to any one acquainted with the 
symptoms of the disease. 

reatment.—Potassium chloride in large doses (up to 30 or 40 grs.) 

will avert or cut short an attack. No other remedial measure is known. 


MUSCULAR DYSTROPHY ; MYOPATHIC ATROPHY 


Synonym.—The myopathies. 

Under this heading, a disease is described in which the voluntary muscles 
undergo primary degeneration, independent of detectable disease in other 
parts. To facilitate description, a number of clinical types have been dis- 
tinguished according to the age at which the disease appears, to the group 
of muscles first attacked, to the presence or absence of pseudo-hypertrophy, 
or to the prominence of the hereditary factor. The chief of these are— 
(1) the pseudo-hypertrophic type; (2) the juvenile type of Erb; (3) the 
facio-scapulo-humeral type of Landouzy and Dejerine ; (4) the distal type. 

The type is fairly constant, but there is in reality no sharp division 
between the different forms. That the others do not represent separate 
diseases is po by the appearance of more than one of them in members of 
the same family. The disease is familial, and it is also hereditary in the 
sense that it may appear in some or all the members of a family through 
several generations. 

The changes in the muscles in the myopathies are the same as those 
which occur when muscles degenerate from any other cause, namely, a slow 
and progressive atrophy of the contractile elements, with a concurrent 
increase of fat and fibrous tissue. In the pseudo-hypertrophic form the 
connective-tissue- hyperplasia is excessive in some of the afiected muscles 
and their bulk is increased. In the other forms of the disease, and in those 
muscles in the pseudo-hypertrophic form which become weak without any 
increase in size, the stg alan of connective tissue may balance the loss 
‘of bulk due to atrophy of the contractile tissues, and the diseased muscles 
retain their normal size; or atrophy may proceed faster than hyperplasia, 
and the muscles waste from the beginning. 
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1. PS9EUDO-HYPERTROPHIC PARALYSIS 


ZEtiology.—The cause of the disease is unknown. In many instances 
no antecedent cases can be traced in the family. In others, a family history 
is obtained, always on the mother’s side. Isolated cases occur, but more 
often several children are attacked in each generation. Boys suffer more 
se pened than girls in a proportion of about 5 to 1. Sometimes one sex 
alone suffers, sometimes both. It is rare for all the children to be attacked. 
The males who escape beget healthy children, whilst the females, who appear 
to have escaped, may transmit the disease to some of their offspring. 

Symptoms.—The symptoms appear in early childhood. The onset is 
often delayed to the fourth or fifth year, rarely until towards puberty, and 
very rarely until as late as the twentieth year. In cases of late onset, enlarge- 
ment of the calves has usually been present for many years. Weakness 
appears first in the muscles of the pelvic girdle. The child, who usually looks 
fat and strong, begins to walk late, he falls easily, and rises again with diffi- 
culty. He does not romp as other children do. He cannot skip or jump, 
and he has great difficulty in mounting stairs. At first the muscles may be 
normal in size, but, as a rule, some show obvious enlargement before the 
fifth year is reached. The enlargement is most conspicuous in the calves, 
the buttocks and the infraspinati. The erector spine, the quadriceps in 
whole or part, the deltoid, the supraspinatus and the triceps often show 
considerable hypertrophy. Occasionally the masseters are enlarged. At 
the same time other groups of muscles atrophy. This is most severe and 
most frequent in the latissimus dorsi and in the lower part of the pectoralis 
major. Later it extends to other muscles, and ultimately to those which 
were at first hypertrophied. The neck and face are spared. There is no 
exact correlation between the size of the diseased muscles and their power, 
but weakness is usually greatest in those which show most atrophy. The 
defects are greater in the proximal muscles, and diminish distally. The 
hands often retain good power to the end. This distribution of paralysis 
gives rise to certain characteristic defects of attitude and movement. 

In standing the legs are placed far apart, and the upper part of the trunk 
is thrown back, so that a plumb-line from the most prominent vertebra falls 
behind the sacrum. This attitude compensates for the forward tilting of the 
peo resulting from weakness of the glutei, which normally raise the anterior 

order of the pelvis by lowering its posterior border. In the sitting posture 
the lordosis disappears, for now the attachments of the flexors of the hip are 
approximated, and these muscles no longer lower the anterior border of the 
pelvis. On lying down the lordosis appears again, but can be abolished by 
relaxing the flexors of the hip-joint, that is, by flexing the hips passively. 
In walking, the feet are widely separated, and to clear the ground with the 
advancing foot the body is inclined first to one side and then to the other. 
This “ waddling” produces a gait like that seen in congenital dislocation 
of the hip. The early preponderance of weakness in the extensors of the hip 
and knee is betrayed by the great difficulty experienced in mounting stairs. 

The manner in which the child rises from the supine to the erect position 
is almost pathognomonic of the disease. He first tries to sit up, but fails.. 
He then rolls over on his belly, and raises himself first on his knees and 
elbows, and then on his. hands and feet. Next he places his hands on his 
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knees, and as it is impossible for him to raise the trunk actively owing to 
weakness of the extensors of the hip, he literally climbs up his thighs, pushing 
the trunk passively almost to the erect position. The remaining power in 
the extensors may be enough to enable him to complete the movement. 
If not, he jerks the shoulders back suddenly and gains the erect posture 
by a wnthing movement, whose details are difficult to follow. To climb 
the thighs successfully a certain amount of power is necessary to hold the 
knees slightly flexed. When this power is lost he is no longer able to rise. 
The arms are also used to assist the weak legs in sitting down and in getting 
up from a chair. 

As time goes on the weakness increases, and invades all the muscles of 
the trunk and limbs. Some of the muscles become shortened, and distortions 
are produced by permanent alterations in the position of the joints. The 
knees and elbows become flexed, the feet take up the attitude of talipes 
equinus, the spine becomes curved, and the whole body is grossly deformed. 

The deep reflexes and the electrical excitability of the muscles diminish 
gradually as the wasting increases. Sensation is unaffected. The sphincters 
are not involved. The mental condition shows no abnormality. 

Diagnosis.—The diagnosis is usually simple if a few of the outstanding 
features of the disease are known. The defects of attitude and movement, 
especially the mode of rising from the supine position, together with the 
characteristic association of enlargement of the infraspinati and calves with 
atrophy of the latissimus dorsi, form an unmistakable combination. 

rognosis.—This is most grave. Few patients reach adult life, and 
most die within 10 years of the onset of the disease. 

Treatment.—Drugs have no beneficial influence. Massage and passive 
movement are useful in the prevention of contractures, and the efficiency of 
the muscles may be prolonged by suitable exercises. Walking should be 
practised daily, until it becomes impossible. Very often this is lost owing 
to contractions of the calf muscles, and is regained after tenotomy. 


2. OTHER TYPES OF MUSCULAR DYSTROPHY 


fEtiology.—The separation of the remaining types of myopathy from the 
pseudo-hypertrophic form is not an absolute one, as isolated cases are occa- 
sionally met with which seem to form a connecting link between the several 
varieties. The varieties, however, are habitually separate in occurrence, 
and in families in which numerous cases conforming to the types to be 
described hereunder have occurred throughout several generations, no cases 
presented the peculiar features of the pseudo-hypertrophic form. Moreover, 
the sex incidence as well as the period of onset is different in the two 
varieties, and it is possible that there is some essential pathological difference 
between them, and that they are separate diseases. With regard to the 
types of myopathy unassociated with pseudo-hypertrophy, no doubt exists 
as to their fundamental unity. They are merely varieties of one disease. 

The influence of heredity is much more prominent than in the pseudo- 
hypertrophic form. Isolated cases occur, tus they are rare. In most 
instances several members of a family are affected in the same and in 


succeeding generations. 
The sexes suffer equally. The time of onset varies within wide limite— 
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from infancy to old age. When the wasting begins in the face ( facto-scapulo- 
humeral type) the disease frequently begins in childhood; but sometimes 
it begins there late in life. In the cases where it is first noticed in the muscles 
of the shoulder and pelvic girdle the onset is most frequent between the ages 
of 15 and 35 (Erb’s juvenile type) ; but here, again, it-may begin in childhood 
or early old age, and the term juvenile is hardly applicable to it. The same 
variations in the age of onset are noticeable in cases where the atrophy 
begins in the forearms and legs (distal type). 

The various types may be exemplified in members of the same family, 
and in the same family the age of onset may show extreme variation. 

The cause of the disease is quite unknown. 

Symptoms.—In the so-called juvenile form weakness and wasting come 
on simultaneously. In most cases they are first noticed in the arms; but in 
some families the legs suffer first. Of the arm muscles the biceps, triceps, 
and supinator longus are most often first affected. The lower part of the 
pectoralis major, the latissimus dorsi, trapezius and rhomboids are attacked 
in most cases. Atrophy of the serratus magnus is common; but it may 
escape even in severe cases. The deltoid, supraspinatus, infraspinatus and 
subscapularis usually escape. Atrophy of the forearm and hand muscles is 
rare. 

In the legs, the flexors of the hip, the extensors of the knee and the glutei 
are most frequently affected. The muscles below the knee often escape 
entirely. ° 

In "he face the zygomatic muscles and the orbicularis are attacked. 
The face is dull and expressionless, the naso-labial fold is obliterated, the 
lips are habitually separated and the lower lip projects—myopathic facies. 
The face does not light up in conversation, in blinking the eyes are incom- 
pletely closed, and the articulation of labial consonants is defective. In 
smiling the mouth forms a straight line, instead of its angles being drawn 
upwards and outwards by the zygomatici. The power of whistling is lost. 

hen the patient closes his eyes, or compresses his lips as forcibly as he can, 
they can be forced open with great ease. The buccinators are often affected, 
the tongue and the eae | muscles never. The spinal muscles often 
atrophy, and in a few cases the abdominal muscles have been involved. 
The excitability of the muscles to faradic and galvanic stimulation usually 
diminishes in proportion to the wasting. The muscles never show fibrill 
tremors. Sensibility is unaffected, and all the other functions of the nervous 
system are normal. Deformities are neither so common nor so severe as in 
the pseudo-hypertrophic form. 

Diagnosis When a family history of atrophy is obtained, myotonia 
atrophica and peroneal muscular atrophy must be excluded. Myotonia 
atrophica is distinguished by the peculiar prolonged response of some of the 
muscles to voluntary, electrical and mechanical stimulation, and by the 
distribution of the wasting. Atrophy of the sternomastoids, which is 
constant and severe in myotonia atrophica, is never seen in the forms of 
myopathy now under consideration. In peroneal muscular atrophy the 
combination of atrophy in the lower limbs and small muscles of the hands, 
together with sensory disturbances in the lower limbs, is distinctive. In 
an early case, when the hand muscles are still normal and sensory changes are 
absent, the differentiation from myopathy may be impossible for a time. 
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In isolated cases myopathy is ag tie by the appearance of muscular 
atrophy in childhood or youth. The diagnosis of myopathy is based on the 
distribution of the wasting in the absence of any sign of disease of the nervous 

stem. 
= Prognosis.—The disease shows wide variations in its course and duration. 
The atrophy may remain confined to the group of muscles in which it begins, 
or extension may take place after an interval of several years. It rarely 
extends beyond the muscles mentioned above. In most cases, even in those 
that begin in childhood, progress is extremely slow, and as no symptom of 
the disease is necessarily fatal, death usually results from other maladies 
unconnected with the disease. 

Treatment.—Owing to the variable course of the disease, it is impossible 
to estimate the value of any treatment that may be employed. Massage, 
and especially voluntary exercises designed to bring the weakened muscles 
into play, seem sometimes to retard the progress of the disease. 


AMYOTONIA CONGENITA 


Synonyms.—Oppenheim’s Disease ; Myatonia Congenita. 

Definition.—A malady of early childhood, usually congenital and some- 
times familial, characterised by extreme flaccidity, smallness and weakness 
of the muscles, which are not actually paralysed, by lowering of the faradic 
excitability of the muscles, by loss of the tendon jerks, and by contractures 
in the region affected. 

4:tiology.—In most cases the disease is present at the time of birth; in 
a few cases it has appeared during the first year of life in an apparently 
healthy child, and sometimes following an acute ilinees, such as bronchitis or 
diarrhoea. Usually sporadic, it has occurred in several children of the same 

rents. 

i Pathology.—The chief morbid changes are found in the muscles. In 
these very conspicuous pathological conditions are present, closely resembling 
those found in the myopathies. The three most striking conditions are— 
(1) the minute size of the majority of the muscle fibres, from 7u to 12; 
(2) the presence of a few very large or “giant” fibres reaching 140u in 
diameter, and larger than any fibre occurring in normal muscle ; (3) marked 
regressive changes are seen in the giant fibres. There is increase of the 
connective tissue between the muscle bundles and a notable determination 
of fat. Reduction in numbers of the ventral horn cells of the spinal cord 
occurs, and the ventral roots are small and poorly myelinated. 

Symptoms.—The extreme flaccidity of the affected muscles is noticed 
from the time of birth. They are small and weak, and though there is no 
muscular wasting and n» absolute paralysis, yet in many cases the limbs 
cannot be raised against the action of gravity, nor can the head be held up. 
The great relaxation of the muscles and ligaments allows of the most fantastic 
attitudes being assumed without pain. When the child gets older, he is 
unable to ait up, but when placed in the sitting position the spine bunches up 
from absence of any muscular support, and he is unable to support his weight 
upon the weak legs. The amyotonia is symmetrical, and affects the legs 
always, the trunk often, the arma not infrequently, but never the face. 
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Notwithstanding the flaccidity, some degree of flexor contracture is usually 
resent. The faradic excitability of the muscles is much lowered, but not 
ost. Sensibility and the sphincters are not affected. The superficial re- 

flexes are normal, but the deep reflexes are invariably absent in the affected 

regions. The children are usually intelligent, with good bodily development, 
and growth proceeds normally. 

Diagnosis.—This presents no difficulty on account of the presence of the 
flaccidity at birth, the absence of the deep reflexes, and the tendency slowly 
to improve. It has to be separated Ean those maladies to which it 
bears a superficial resemblance, namely, the myopathies, rickety weakness, 
obstetrical, infantile and diphtherial palsies. 

Course and Prognosis.—Some of the children succumb during the early 
and severe stages of the disease, but the tendency of the disease is to improve 
slowly in the course of years, and in some cases almost complete recovery 
with return of the knee-jerks occurs. 

Treatment.—This consists in aiding the natural tendency to improve 
with massage, passive movements and exercises, in treating contractures with 
tenotomy, and in attending to the general health and nutrition. 


JAMES COLLIER. 
W. J. Apr. 
Revised by F. M. R. WatrsuHx. 


SECTION XXI 


PSYCHOLOGICAL MEDICINE 
INTRODUCTION 


Psycuiatry is concerned with forms of illness as widespread and diverse 
as those of somatic medicine. There are almost as many beds in mental 
hospitals as in all other hospitals put together ; and there is an undoubtedly 
large, if unnumbered, part of the population who have mild mental disorder 
not needing mental hospital care: hysteria, obsessional neurosis, hypo- 
chondria, chronic depression, paranoid states, and so forth. The diversity 
of this widespread group of illnesses depends on their being disorders of 
mind—disorders, that is, of the human function which comprehends and 
sums up all other functions of the organism, serves to relate a human being 
to his complex environment, and is the chief token that he is an individual, 
and not a sample. Mental disorders are therefore varied, as are the people 
who suffer from them. It is only by ignoring most of what is individual 
in these illnesses that a few common types or categories can be recognised, 
comparable to the “ diseases” of somatic medicine. Such a procedure is 
necessary for practical ends; material must be classified. Moreover, a 
biological foundation may be assumed for the syndromes with which psychiatry 
works. They stand for the main ways in which a human being can become 
mentally unhealthy. There are only a few such ways, and they are deter- 
mined by the structural and functional patterns inherent in the organism. 
Diversity arises through their becoming manifest under the influence of 
each individual’s special environment and in combination with his other 
inherited tendencies. Diversity, therefore, can be due to a combination of 
single hereditary causes and tg the effect of each individual’s environment 
throughout his life upon his development and behaviour. There is always 
interplay between inheritance and environment. Part of the psychiatrist’s 
business is to discover how this interplay has led to the present illness. The 
interplay, moreover, is sufficiently varied in the course of each patient’s 
life to make prognosis and the effect of treatment a matter of individual 
study, rather than of summary inference from the diagnosis, once made. 
restart is only another special instance of the environment acting 
on the patient ; its power and limitations for him must be studied by seeing 
what effects this or that experience has had on his previous life. Consequently 
the psychiatrist, even more than the general physician, must study illness 
in two ways: first, as oe some typical pattern of morbid behaviour, 
and tending to run along well-known lines; and secondly, as a patch of 
personal biography, something to be understood, rather than classified in 
terms of psychology and biology. ane two methods are complementary, 
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though, in a brief text-book presentation, the former must be the more 
prominent. 

There is no dividing line between somatic medicine and psychiatry. 
Psychiatry, although it has to work in part with social and psychological concep- 
tions of which general medicine has felt little need, suffers greatly when it limits 
itself to this way of regarding mental phenomena. It cannot safely ignore the 
relationship between bodily happenings and the patient’s state of mind. 
Crude instances of this relationship are the delirium that accompanies an 
acute fever and the irritable fatigue (neurasthenia) that may follow it; the 
insanity that is due to cerebral tumour or general paralysis of the insane ; 
the obsessional neurosis that follows encephalitis lethargica; and the 
hysterical symptoms of disseminated sclerosis. There is no mental disorder, 

iid or severe, in the causation of which bodily disease may not play an 
important Vani Moreover, it is not only in crude instances of structural 
or chemical disease that the relationship between bodily and mental illness 
sak be recognised. A human being does not exist as a rarefied mind united 
with a solid body ; he is an organism all of whose subsidiary functions con- 
tribute to this highest function—his mind—which brings him not onl 
consciousness, but also an integrated behaviour in relation to his surround- 
ings. Disturbances, transient or permanent, of these part-functions (for 
example, in the sensory apparatus or the circulatory system) will have 
some effect on his state of mind. Changes in the central nervous system 
are the most obvious instance of this, but the endocrine glands, the autonomic 
nervous system, and the metabolic processes are often of notable significance in 
the various maladjustments summed up as mental disorder. A human being 
is constantly responding to, and influencing, his surroundings ; but his doing 
fe) : conditioned by the various parts of his body and the way they are 
working. 

Befare the categories and clinical features of mental illness are described, 
the principles of psychopathology, prognosis, and treatment call for some 
very brief consideration, since without them psychological medicine written 
down is a repellent catalogue of details, Though the principles set forth 
may seem trite or too obvious to be worth stating, it is unfortunately the 
case that they are seldom applied as fully as they might be to the clinical 
study and treatment of mental disorders. 

Psychopathology.—Inrrinsic Causes.—The intrinsic causes of mental 
disorder are those which depend on heredity and on normal phases of develop- 
ment, e.g. puberty or the climacteric. Extrinsic causes, which come from the 
environment, are either mental experiences or physical damage. The distinction 
between intrinsic and environmental, like that between physical and mental, is 
convenient but artificial ; a long sequence of related happenings both within 
and without the patient’s body goes to the causation of any mental illness. 
It is, of course, possible in many instances to discover some indispensable 
link in this chain of causes—an intoxication with alcohol, for example, a 
syphilitic infection of the brain, an inherited predisposition to periodico 
insanity, a bereavement—which may legitimately be singled out as the 
chief cause and classified as intrinsic or extrinsic, but this is more valuable 
for formal and didactic purposes than clinically. Actual cases usually show 
a complicated stiology. Thus, a man whose parents had both been subject 
to melancholia became himself profoundly depressed after the death of 
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his wife, and attempted suicide by drowning. He survived, but during the 
resulting pneumonia he was delirious and threw himself from an upper 
window, crying out that he must go to his wife. The causes of the mental 
disturbance in this case were many and obvious; numerous they always 
are, but not always obvious. One cause may, of course, be prepotent. 

The more detailed the analysis of a patient’s endowment and experiences, 
the more entangled physical and psychological, internal and external 
factors seem to be. 

Heredity and constitution.—The hereditary factor is not a general neuro- 
poe taint; there are specific predispositions to one or other anomaly. 

ese predispositions are transmitted in accordance with familiar genetic 
principles, summed up in the modern gene-theory of inheritance. Studies 
of families and of twins have proved the importance of the hereditary factor 
in the major non-organic psychoses, though they have not yet sufficed to 
reveal the number of genes concerned in the transmission of the hereditary 
types of morbid reaction. 

Among the main reasons for this incompleteness in our knowledge is the 
impossibility of concluding that an inherited trait is not present, merely 
because it is not manifest in some recognisable form. Other inherited 
factors and, most of all, the environment, will in many cases determine 
whether an individual predisposition is to become evident or not. Thus 
& man may have an inherited tendency to melancholia which remains latent 
until a financial reverse or disease of the cerebral arteries provides the con- 
ditions necessary for its manifestation. It is true that some inherited pre- 
dispositions, e.g. to Huntington’s chorea, are almost independent of the 
environment in this respect, but such are exceptional. 

Since the Mendelian and other conceptions of modern genetics are held 
to obtain for the heredity of mental disorders, it can be understood that 
more than one type of proneness to mental disorder can be inherited by the 
same person. He may, for example, be prone not only to periodic insanity, 
but also to schizophrenia. Mingled proclivities of this kind account for 
anomalous clinical pictures, frequently met with and difficult to classify 
as either one syndrome or another. The “ either-or” kind of diagnosis is 
often out of place or misleading in psychiatry because of the commonness 
with which more than one constitutionally rooted type of illness may be 
found in the same patient. Syndromes are frequently combined ; to grasp 
their clinical meaning it may be indispensable that one investigate the 

atient’s family not only as to mental disorder, but as to normal character- 
istics too. 

The signs of a transmissible tendency to some mental disorder 
may not be actual illness, but only a special kind of personality. There 
are certain varieties of personality which show some or all of the 
essential features that characterize certain types of mental illness; the 
differences between personality and illness seem then to be of degree rather 
than of kind. Moreover, those who manifest one or other type of illness 
are often found to have had the type of personality that is functionally 
similar to it. So close may the similarity be that it is difficult to decide 
when the illness has begun, because there was no sharp dividing line, in 
time or in form, between the more or less normal previous personality and 
the actual disorder. This freauency of association and similarity of form 
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between the normal state and the illness points to the constitutional back- 
ground of mental illness, and shows how hereditary tendencies can express 
themselves in more or less normal ways in personality before the catastrophe 
of an obvious illness has directed attention to them. Nor is it only in the 
pene that inherent proclivities may be revealed; certain types of 

odily structure, too, occur much more frequently in those with a particular 
mental constitution or mental illness than in the rest of the population. 
The most striking instance of this is the frequency with which a “ pyknic ” 
bodily habit and a “syntonic”’ personality are found among those who 
have periodic attacks of mania or melancholia (see p. 1855). Such con- 
stitutional features, whether mental or physical, indicate that inherited 
tendencies can body themselves forth in normal physical and psychological 
structure before morbid exaggerations of them make an appearance. The 
varieties are sometimes called by appropriate names, e.g. schizoid, cyclothymic, 
syntonic, obsessional, hysterical, paranoid. The relationship is not a simple 
one. There are very many people with these types of personality who 
never fall mentally ill. 

A pronounced personality, belonging to one or other of these types, does 
not indicate that the person who exhibits it is likely to have a mental illness, 
but only that if he should have a mental illness, 1t will probably be of the 
corresponding type. As with all inherited anomalies of which the crude 
manifestation is delayed until adult life, there may be for many years none 
or only mitigated signs of the proclivity; these may be indistinguishable 
from what occurs in normal people. The more pronounced the anomaly 
of personality, the more likely that it portends a mental illness, or, at any 
rate, a proclivity to the mental illness in specially adverse circumstances. 

In the foregoing, personality and constitution have been spoken of as 
though they were static, innate attributes of the human organism. Neither 
of these epithets, however, is appropriate, not even in respect of bodily 
constitution, Responsiveness and plasticity are essential to human develop- 
ment of every kind; there is a constant interplay of personality with the 
outer world, modification of it and by it. The main pattern of development 
is doubtless determined by innate, inherited factors—bodily structures 
grow, instincts come into play, and the general direction of functional activity 
is predetermined. But general directions and main patterns mean little 

ess they are given body and content by individual experience. Nutrition, 
for example, can deflect the body from its ordained pattern or enable its 
fulfilment; all sorts of physical interference can maim it or improve it: the 
same is profoundly, if obviously, true of the mental side of human growth 
and maturity. Consequently, each patient’s personality is not only to be 
assessed. as conforming to a frozen artificial type, but as a complex of dynamic 
functions, changing in outward form, sometimes in unstable equilibrium, 
and none the less powerful for being subterranean. Here, as was said earlier | 
of psychiatry in general, there must be two ways of viewing the data: in 
classes, and as individual living biographies to be understood rather than 
schematised. Both methods are necessary to any complete psycho- 
pathology. | 

Phases of development.—A concrete instance of the foregoing is the change 
that occurs at certain turning-points, such as puberty, pregnancy, or the 
climacteric. Endocrine and other physical changes at these epochs are 
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accompanied by psychological disturbances, the severity and form of which 
may bring them under the notice of the psychiatrist. They are dramatic 
episodes in a lifelong and universal process of growth, maturity, and involu- 
tion or decay, which is marked by plasticity and development of varied 
functions in the first stage, stability and differentiated adaptation in the second, 
emotional lability and suspicion, intellectual narrowing of interests, rigidity, 
failing grasp and memory, in the last. The mental disturbances which may 
occur at different ages are much influenced by these intrinsic factors and 
tendencies. 

Exrrinsio Cavuses.—The outer world impinges on human beings from 
the day of their birth, or even their conception, in more and more com- 
plicated ways, as they themselves become more complicated. In other 
words, the environment is, for the individual, as complicated as he can 
make it ; and that will depend on how far he has himself developed hitherto. 
Human beings deal selectively, not merely passively, with experience. 
At each stage of their growth, previous experience helps to determme what 
they will select from their environment, and how they will ‘use this and 
integrate it, to serve in its turn as the partial determinant of further growth 
and integration (the other determinants being innate ones). ‘‘ Experience ”’ 
is here being used in the widest sense to denote the response of a human 
being to the impact of the outer world upon him, whether it be consciously 
recognised as such or not at the time. 

It is, therefore, impossible to give adequate consideration to any aspect, 
including the psychological, of a human being’s way of dealing with the outer 
world unless one pays regard to his previous experience, mental and physical, 
and to the present state of his whole organism, mental and physical. The 
cultural milieu in which he has grown up must be taken into account. Too 

artial a regard for subsidiary functions, whether physiological or psycho- 
ogical, may lead one away from the living human being, who is an integrated 
organism, not a collection of disparate mental and physical systems ; similarly, 
too concentrated a gaze on this latter aspect, t.e. on the socially organised 
person, to the neglect of part-functions, may make one see only a disembodied 
spirit, as remote from medicine as from daily life. 

Physical experiences.—Some external happenings influence the mental 
state chiefly by way of the body: infection, physical trauma, intoxication, 
and metabolic and endocrine disturbances due, wholly or in part, to environ- 
mental influences may result in mental disorder. In many of these instances, 
the mental change is mediated by way of some cerebral damage, and the 
clinical picture is of the organic neurogenic kind, e.g. dementia. It would 
be wrong to attribute the whole of the mental disorder to the cerebral damage ; 
but to it is referable the core of the psychosis. Some diseases have an incidence 
on special functions and parts of the central nervous system, which determines 
- characteristic features in the mental picture, e.g. the anxious fidgetiness of 
the patient who has had chorea, the stiff mind and obsessional thoughts 
and movements of the post-encephalitic, the hysterical phenomena of the 
elderly arterio-sclerotic patient or the man poisoned with carbon monoxide, 
the aphasia and apraxia of the post-apoplectic, the silly “ moria’’ of the 
cerebral tumour. In the main, however, it is not possible to correlate mental 
symptoms with special areas or kinds of cerebral damage—partly because the 
brain is not the only structure concerned, partly because it acts as a whole, 
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and also because the presumptive changes in it are too evanescent and delicate 
to be accessible to our crude methods of examination. 

To limit oneself to the brain in studying the somatic correlates or basis 
of mental phenomena would be an error. ie the physical accompaniments 
of emotion, the whole body participates through the mediation of the vege- 
tative nervous system and the endocrine glands. This is significant, because 
‘emotional upset is one of the most important phenomena of mental disorder. 
The sequence of psycho-physical happenings of which an emotional upset is 
the climax and the outward sign, may be started not only by some mental 
happening, but also by physical experiences—intoxication with a drug, or a 
circulatory disturbance, or a metabolic upheaval such as acute hypoglycemia, 
Whether, for example, this; hypoglycseemia comes from outside, as an injection 
of insulin, or arises (as it rarely may) from within the body, as a ‘‘ spontaneous ”” 
deficiency, is of little consequence in its bearing on the mental disturbance 
engendered. The chief emphasis lies on the physical apparatus through which 
so widespread an affection of the whole organism can be evoked, just as in 
other circumstances the emphasis would le on the psychical apparatus 
which serves the same end. This applies more widely than to emotional 
disturbances alone. Where a symptom is, on the face of it, definitely physical 
or definitely mental, its causation may not be inferred to be exclusively of 
the same order ; the chief cause of, say, an anorexia may be a series of mental 
experiences or an attack of migraine or a uremia or a pituitary disease. Study 
of the anorexia alone cannot serve to discriminate them; not even study of 
the psychological state alone, or of the physical state alone may suffice. 
Very often the physical and psychological factors in causation are mingled 
almost inextricably—they represent, in fact, different facets of the same series 
of phenomena. 

Mental experiences.—Mental growth is dependent on daily experience for 
its material. Experience can be subdivided mnto perceptual, emotional, and 
other kinds, but such a division is fictitious. The means by which daily 
experience is incorporated with our mental equipment and acquires an influence 
over our subsequent behaviour in all respects can only be understood if we 
avoid thinking of emotions, instincts, perceptions and other abstractions as 
real entities, as distinct and separately operative forces. Memory, for example, 
is not merely an intellectual function by which we recall a happening into 
consciousness in more or less verbal terms, but a device, or function, by which 
past happenings are able to influence subsequent behaviour; the ways in 
which they do so, and the form in which the earlier experience is reproduced 
into consciousness, will be greatly influenced by its original emotional, as 
well as more purely perceptual, aspects, and by other physical and mental 
experiences—a distressing repetition of the experience, for example, or a 
physical happening like concussion or cortical atrophy. 

There are general tendencies in mental life—instinctual tendencies—which 
bring us into relation with our immediate surroundings, direct us to feed our- 
selves, maintain our lives, reproduce, and aim at other ends, which are 
variously formulated by philosophies saints and psychologists. These 
biological forces, however denominated or classified, are not peculiar to human 
beings, but in respect of human beings are so much more accessible to minute 
inquiry along verbal lines, that an unduly complex conceptual system has 
been built up to describe them. Comparative, behaviouristic and experimental 
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paychology have partly corrected unreal refinements of a verbal kind, as 
also can physiology and a truly medical psychology. Metaphysical subtleties 
and speculations, e.g. at hesyeere an ones, cannot meet medical needs, 
nor enable one to understand the human being as a whole organism in the 
way that the doctor must. The influence of previous experience on all 
subsequent behaviour is as evident in physiological happenings as in the 
mental field; the special language er formulations and hypotheses of 
psychology are not to be taken as wholly and permanently separate from those 
suitable to less highly integrated functions, though something must be conceded 
to the special complexity of psychological deca epi uch terms as pro- 
jection, sublimation, conversion, symbolism, identification, repression, 
amnesia, perseveration, displacement of affect, cover special instances of the 
general relationship between inherent tendencies of the organism and their 
material substrate, and the influence of past on present experience and 
behaviour. 

In dealing with the multifarious world about him, a human being is 
constantly obliged to select what he will perceive, and in what form he will 
perceive it; pure “ objective’ perception never occurs. To perceive things 
at all, he must give them meaning by relating them to himself and to his 

revious experience. Unless he can do this, not necesarily consciously, he 
is at the mercy of his environment, as a new-born baby 1s. Perception is 
therefore an active process; it has instinctual and emotional, as well as 
cognitive aspects. It depends partly upon memory for being able to give 
meaning to what it perceives ; such memory need not be conscious. Conscious- 
ness, it is well to bear in mind, is only an attribute of psychological happenings, 
not their essence or their criterion ; mental life goes on with varying degrees 
of consciousness attaching to it. There is no sharp division between conscious 
and unconscious mental life: no region called “ the Unconscious ” with its 
own rules and contents. Many of the psychological happenings most significant 
for psychiatry go on without clear consciousness of them, but in appropriate 
conditions they may be accompanied by much more, or by full, consciousness. 
Biologically and psychologically regarded, consciousness is an attribute, like 
memory or movement, immensely important for us human beings, but not 
a “‘ present-or-absent ” factor decisive for our mode of mental conduct. 
erception being thus an active process, which makes use of ‘ek experience, 
it not only selects its material and invests it with meaning, but in doing so 
may distort it, and give it a special “ false ” meaning. Unwelcome emotions 
may be thus projected on to external objects or happenings, which are then 
regarded as hostile or contemptuous, or in some other way significantly 
related to oneself. This is not remote from the process in visual perception, 
whereby one projects the image on one’s retina into the external world, and 
is convinced of its reality there; the further process of clothing it with 
emotional significance depends on one’s inherent tendencies and one’s previous 
experiences. Paranoid symptoms, ideas of reference, grandiose and self- 
reproachful delusions exemplify this. Hallucinations and kindred phenomena 
are a specis! instance of the interplay between material substrate (e.g. in 
cocaine poisoning), inherent tendencies (¢.g. visual fantasies of children), 
and past experience (e.g. hallucinations of homosexual abuse or divine 
commands). Similarly, by fantasy and imagination the outer world can be 
manipulated or denied according to the heart's desire, just as by body-images 
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of proposed movement the way is prepared for purposive muscular action. 
In giving meaning to present things, personal connections between them 
and earlier experiences are established ; whether normal or morbid, this 
ascription of “symbolic” meaning to every-day objects is indispensable to 
thought, and is most striking in our use of spoken or written language, where 
sounds and shapes are conventional symbols for the most diverse experiences. 
Some of our words are personal to ourselves, and are used in an individual 
way; in morbidly heightened form, this process may issue in schizophrenic 
neologisms, or oddities of expression. Similarly an obsessional patient may 
feel towards some word or object a superficially tapomprehensibls mixture 
of attraction and repulsion, which is due to this word or object being the 
symbol of some earlier experiences that have been of great moment in his 
life. To see how it has come to be such a symbol calls for minute study 
of his earlier experiences. Physical happenings in one’s own body may 
symbolise present emotions or earlier experience of 2 momentous and emotion- 

y painful kind. A gesture of disgust may normally be evoked unconsciously 
by a banal happening, which has somehow become emotionally coloured by 
past experience. A headache may embody our dissatisfaction with a 
present situation. So hysterical “ conversion” symptoms may reflect and 
symbolise an inner emotional struggle, as may also some obsessional movement, 
schizophrenic stereotypy or hypochondriacal fear. The body, with all its 
functions, is the background of psychic life, and resonates to it. 

What experiences will be important in determining the form of menta 
avinneouas depends much on the emotional disturbance they originally 
provoke, and this, in turn, on the instinctual drives which they touch on 
and disturb. Instincts may conflict, and the emotion accompanying the 
conflict prove so disturbing that it cannot be borne in its naked form ; 
“ repression” serves the end of making this more or less tolerable, through 
disguising or distributing it. So emotion may be shifted from one object 
to another, and paradoxical or unexpected emotions be thus aroused by 
objects on to which the affect has been displaced. Or energy mainly directed 
to plain ends, e.g. sexual love, may be diverted into less obvious channels, 
and when thus “ sublimated’”’ and mingled with features derived from 
other instinctual sources, its origins may be hard to recognise. Sexual 
instincts so often conflict with others that many of the most powerful motives 
for the production of mental symptoms come from the struggle. 

To describe the whole of instinctual life, however, in terms of sex and 
aggression, as is sometimes done, is only possible if one strains the meanin 
of these words out of all knowledge. It is as unwise to make the sexua 
paramount in explaining psychogenesis as to burke it. , 

The patient’s present symptoms, it is clear, must be examined in the 
light of his earlier experience. Thus one elucidates in detail the content of 
his illness and some of the causes of its occurrence. In doing so it is not 
necessary to push back one’s inquiries to a supposedly crucial stage of early 
childhood. the experiences of the first two or three years of life are, like 
all subsequent experience, contributory to mental development, and they 
show certain sequences of phenomena characteristic of such development. 
Moreover, their relative simplicity makes it possible to recognise in these 
early reactions the instinctual drives, or (more correctly) the ‘ inherited 
functions” which become manifest when the environment supplies the 
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necessary material, though, of course, it cannot supply the necessary energ 
and direction; these last must come from within. On the other hand, 
the functions recognisable in the relatively simple reactions of early childhood 
are not the same as those which may be seen in later years when the organism 
is more fully grown, any more than an infant’s physical structure and functions 
are identical with those of the more differentiated adult. The obvious 
continuity of the actual happenings in a human being’s lifetime does not 
justify one in trying to analyse and reduce all adult mental phenomena 
into terms of supposed child psychology, nor does clinical practice usually 
require it. 

The effect of war upon the incidence of mental illness has obvious import- 
ance. The psychiatric disorders which occur in war do not differ in kind 
from those of more normal times, but certain forms of disorder, especially 
panic, psychogenic stupor and gross hysteria in men, become commoner 
and sometimes more severe. People are exposed to unaccustomed dangers ; 
their privations are both material and emotional; they have to surrender 
some of their independence and individuality ; and they are thrown together 
in groups and therefore prone to share in group-feelings and group-behaviour. 
It is doubtful whether the losses, fears and psychological infections of war 
directly lead to an increase in certifiable mental illness, though such exogenous 
factors as syphilis, alcoholism and malnutrition may do so, under the con- 
ditions of thoroughgoing modern war. It is, however, neurotic disorders 
that are most prominent then. 

Course and Prognosis.—The making of a correct diagnosis may in 
psychiatry indicate the general drift of an illness — towards recovery, 
chronicity, progression, or relapse—but is of even less use than in the rest 
of medicine for showing how far this will apply to a particular patient. 
For this, careful study of the individual history and illness are indispensable. 
The prognosis can be inferred from the etiological factors, the mode of 
development, and the form of the disorder. 

Where a known external cause has been at work, its point of attack, 
its severity and persistence will affect the issue. This applies equally to 
such “organic causes”’ as poisons and cerebral diseases and to “ mental 
causes,” like economic misery or frustrated love. The physician must 
consider how long the environmental cause has been acting, what changes 
it is known to produce—whether in the way of cell-degeneration or habitual 
gloom, fibrosis or fantasy—-and whether it is likely to persist. He must 
also ask if the patient’s previous history has shown that he is specially 
sensitive to such a trauma. This brings in the intrinsic etiological factors. 
How has the patient previously reacted to this sort of interference or to 
any disturbing circumstances? Has he fallen more and more into unsatis- 
factory habits in meeting his daily life and its difficulties? How has his 
whole character developed ? Is there good evidence of his being able to 
cope with partial deviations from mental health? Has he inherited 
tendencies to benign or to progressive illness? Which seem to be the most 
useful reparative or stabilising features in his personality? How far are 
his struggles with the world an outcome of his intrinsic endowment, evident 
in various guises since his childhood, how far have they been forced upon 
him by an adverse milien ? How old is he? There is more chance, if he 
is young, of his being adaptable, so that the removal of various stresses 
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may help him, and his instinctual energies be diverted into less morbid 
channels ; as he grows older, he may gain in stability, but gradually become 
ae ee to fear and suspicion, bodily preoccupations, and fixed attitudes 
of mind. 

An abrupt onset is favourable, other things being equal. A gradual, 
especially an insidious, onset may indicate a rooted abnormality that will 
be hard to shift. The longer an illness has gone on, the more will it have 
become autonomous, 1.¢e. independent of its immediate causes of occurrence, 
and prone to become a gross or text-book example of some chronic anomaly. 
A study of the ups and downs in the course of an illness may show favourable 
influences that can with profit be deliberately brought to bear on it, as 
well as harmful ones that must be avoided. The more reconciled the patient 
has become to his illness the less satisfactory the outcome. 

As to the form of the illness and its prognostic value, there is much 
empirical knowledge at our disposal. Thus, a predominantly affective 
attack will very likely clear up, but may recur; a schizophrenic syndrome 
is in the long run usually ominous; hypochondria and depersonalisation, 
especially in young people, tend to last a long time, even years; sexual 
perversities can seldom be got rid of; hysterical symptoms can easily be 
changed, but hysterical reactions are persistent; obsessional attacks are 
either periodic or very chronic; melancholia is often a fatal disease, through 
suicide or refusal to eat; delirium tremens commonly ends by crisis or 
lysis after about seven days; untreated general paralysis of the insane goes 

ownhill towards dementia and death, with partial remissions on the way : 
and so forth. There is a wealth of such special prognostic knowledge, based 
on clinical observation and statistics. 

Obviously prognosis must always take account of treatment. Will 
treatment be efficacious? Will it be practicable ? It is absurd to forecast 
how general paralysis will turn out if one does not know whether one will 
be giving artificial fever and tryparsamide, or how hysteria will turn out 
before one has decided whether psychological and social treatment will 
be possible. In every mental illness this is one of the essential points to 
be weighed in prognosis: what will be the conditions, beneficial, neutral 
and adverse, under which the patient is going to live henceforth; and, 
in particular, what will be those specially devised conditions of every kind, 
social, psychological and physical, which can be regarded as likely to have 
therapeutic effect ? 

Treatment.—PropayLactic.—Much can be accomplished by social 
measures; also by individual care, though that is less certain. A striking 
instance of social influence in preventing mental disorder may be seen in 
alcoholic psychoses, which have been cut down in this country to a third 
of what they were before the War of 1914-1918. Morphine and cocaine 
addiction and lead encephalopathy are now rare, typhoid delirium is excep- 
tional, and typhus unknown. It is the organic mental disorders that have been 
more accessible to these preventive methods so far, because they have one 
indispensable cause that can be controlled. The “ functional ” disorders are 

artly dependent, it is true, on social factors, such as economic security, 

k of employment, imposed moral, cultural and educational standards, 
competition and ill-judged interference. But the remedy for these is to 
seek, and their total removal is utopian. There is, nevertheless, much 
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room for prevention here. A preventable social cause may be well seen 
in ‘‘ compensation neurosis ’’ where the administration of a humane statute 
involving lawyers, insurance companies, doctors, employers and employees 
often has the inhumane effect of evoking hysterical symptoms, anxiety and 
a depressive or paranoid invalidism in the injured man. 

Individual preventive measures cover both the intrinsic and the extrinsic 
causes. Hugenic precautions, such as birth-control or voluntary sterilisa- 
tion (if legalised), may under skilled guidance prevent some mentally unstable 
persons from being born to parents who, having had mental illness them- 
selves, do not wish to propagate it. If physical factors, e.g. diabetes, be 
prominent in causation, it may be oauble to prevent this mental illness, 
or at any rate to scotch it in its early beginnings, by dealing with the somatic 
disorder. Thus, there are far fewer cases of syphilitic psychoses now that 
syphilis is less often contracted and earlier treated. The psychological 
reactions to a physical disease or blemish may be favourably modified or 
averted, when foreseen. It is for obvious reasons impossible to counteract 
mental disorder by regularly protecting the patient from physical or psychic 
trauma : a life that is led against risks and painful experiences is almost 
certain to issue in mental ill-health, out of its very emptiness. By altering 
& patient’s environment and way of living one may, however, be able to 
avert an impending illness: only study of the individual patient can show 
how this end may be achieved. 

The difficulties in the way of making the patient’s environment easier for 
him are immensely greater during war, and it may be inadvisable to attempt 
any such change. Social needs have to come before individual ones in s0 
many instances during war that the measures which would appear most 
favourable to the patient’s mental health are often quite impracticable. 
Much, however, can be done by careful selection to lessen maladaptation 
among soldiers and other large groups. The mental hygiene of war is a 
complicated ar which cannot be fiona from the political and economic 
issues, as well as the military ones. 

How far the treatment of behaviour disorders and neurotic traits in child- 
hood can be trusted to avert outbreaks of definite mental illness in later life 
is a disputable matter, but it is certain that by taking advantage of his plasticity 
and ae pore eares a bent can often be given to the energies of the mal- 
adjusted child, which will result in his being socially better adapted and better 
aap to deal with his problems. The more persistent the beneficial influences 
one can bring to bear on development at this impressionable age, the more 
valuable the prophylactic effort. 

Measures of mental hygiene that may be recommended to the community 
as a whole are still of a negative kind: what to avoid rather than what to 
do. This applies most obviously in the field of sexual practice and belief 
where needless fears and harmful education are rife, as with regard to the 
masturbation of adolescence—a normal and comparatively harmless phase 
of sexual development. 

TREATMENT OF THE AcTUAL ILLNESS.—This is almost as varied as 
stiology and symptomatology. To use only one method of treatment, 
however simple or complicated its theory, is to fight illness with one hand 
behind one’s back. There is no valid distinction between palliative and 
curative therapy. she distinction should be between more efficacious and 
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less efficacious. The nearest approach to a successful causal therapy is attained 
with those mental disorders which are closely related in time and form of 
occurrence to some indispensable cause, e.g. a toxic delirium, a reactive 
depression or anxiety, an interstitial syphilis of the brain. But these are 
rare conditions if one considers the whole of mental illness. The treatment 
of general paralysis by fever is not causal, its theory is dubious, its basis 
quite empirical; yet its success is such that it is the most important therapeutic 
advance in psychiatry for a hundred years. One cannot despise any measure 
that promotes the recovery or well-being of the patient: the giving of drugs, 
the prevention of suicide, occupational therapy, analysis of motives, removal 
into favourable surroundings, hypnosis, re-education and other means of 
helping the patient are not to be graded in a hierarchy with an arbitrary 
scale of values, in which recovery is called spontaneous unless psychotherapy 
or a novel chemical treatment has been employed. 

Sometimes a patient’s condition demands energetic intervention ; some- 
times it demands restrained symptomatic treatment; sometimes social 
adjustment is called for; sometimes endocrine injections. Whether the 
accent in treatment shall fall on the physical or the psychological or the social 
side will often be less important than care that all the available resources 
are used, It should not be regarded as a matter of course that a diagnosis 
should connote a method of treatment: e.g. that psychoanalysis is the only 
thorough treatment for obsessions, while for mania continuous narcosis is 
the “ proper’ method. Nor, to mention another common error, should it 
be lightly assumed that a heavily tainted family history or other evidence of 
a strong constitutional factor indicates that treatment 1s out of the question, 
a superfluous struggle against fate. 

Treatment may be considered as social, psychological and physical. 
For some types of illness obviously much more stress will fall on one than 
on another of these, ¢.g. in hysteria, general paralysis of the insane, 
epilepsy. 

ocial and occupational treatment.—The first task in social treatment is 

to decide where the patient is to be looked after. Is he fit to be at home, should 
he be in a mental hospital, or in some environment intermediate between 
these extremes? The decision as to the need of a mental hospital rests in 
the first instance on the danger the patient presents to others, or the chance 
of his committing suicide. These two problems of behaviour were at one time 
almost the only grounds of admission to a mental hospital, but such questions 
of “‘ certifiability ” need no longer preoccupy the psychiatrist, since voluntary 
treatment has broadened the scope of the mental hospital and modern 
conditions made it suitable for many patients who would ordinarily be re- 
garded as ‘‘neurotic,’’ rather than “ mental” “ psychotic ’”’ or “ insane ” 
(e.g. early cases of general paralysis masquerading as neurasthenila, or 
obsessionals who fear their own impulses and want to be protected against 
themselves). Psychiatric hospitals and clinics dealing only with voluntary 
cases also aes the gap between out-patient care and certification. 

The social decisions in treatment cover much more than merely the mental 
hospital issue. If the patient’s immediate environment contains many dis- 
turbing influences, it will be desirable for him to be away from them tempor- 
arily at least, so long as this does not entail worse troubles ; summary decisions 
are here impossible. It may be useless, for example, to get a woman who is 
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paranoid about her neighbours to move to another district to escape them, 
unless it is the actual conduct of the neighbours and not the patient’s morbid 
attitude that is provoking her suspicion of them. It requires a close knowledge 
of the facts as well as wisdom and psychiatric experience to give advice on 
matters that may wholly alter the course of a patient’s life—advice, say, 
about separating from his wife, giving up his job, or emigrating to the 
Dominions. Many instances of this might be offered. Neurotic patients 
are often advised to get married, especially if loneliness and sexual needs 
trouble them, as though marriage were a panacea; such advice by rule of 
thumb too often makes their condition worse, ruins the life of the person they 
marry, and results in offspring that have to be treated at a child guidance 
clinic. Weary, depressed patients are often harmfully urged to go to dances 
and lively seaside resorts where they must try to look happy. Hysterical 
patients do not benefit by being put among people who are hostile and con- 
temptuous, any more than in an atmosphere of mawkish sympathy and 
compliance. 

In the social treatment of patients indispensable help can be given by 
trained psychiatric social workers. Their assistance is not restricted to the 
patient’s economic problems, though it is most obvious in that field. 

Occupational treatment is important for all kinds of mental disorder. Where 
there is acute overt emotional disturbance, rest is at first desirable, as also for 
confusional and delirious states. In these conditions opportunity for occupa- 
tion must be gradually offered to the patient as his disorder subsides; steady, 
simple work is preferable to the restless unsatisfying fickle activity in which 
he would often engage, if left to himself. The less acute any mental distur- 
bance, the more necessary is it that occupation should be urged upon the 
patient, and that it should be disciplined and congenial. This applies equally 
to gross psychoses and minor affections of the neurotic sort. Allowance 
must be made for the patient’s bent, his symptoms and personality, and 
especially his more or less conscious reasons for working and not working ; 
hence there will be much diversity in the conditions of his occupation, whether 
it be therapeutically contrived in a hospital, offered at a Rehabilitation 
Centre, or sought out as remunerative work in the open market. Mental 
health cannot be permanently retained unless one does some satisfying work ; 
often it cannot be recovered unless one does. Work is not satisfying, in the 
long run, if it is done mainly as a diversion, to fill in time. 

Psychological treatment.—There is no form of treatment which has not a 
psychological aspect and result. The term psychological treatment or its 
synonym “ psychotherapy ” is, however, conventionally limited to those 
forms which depend upon direct and personal relationship between the patient 
and the physician. They have separate names, and are divided into schools 
and techniques. Stress may be laid upon the prestige of the physician (ag 
in hypnosis), the patient’s attachment to him, in all its complicated phases 
(“‘ transference ”), the trained understanding and thoroughness with which 
he clears up the patient’s problems (persuasion, re-education, distributive 
analysis), or on his qualities of personality—enthusiasm, energy, warmth, 
candour, wisdom. In so far as psychological treatment is necessarily based 
on a personal relationship it cannot be made a routine except in its non- 
easentiala: whatever rules the psychiatrist follow or whatever the training 
he has undergone, he himself will be more important than his method in 
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benefiting the patient. To that great extent psychotherapy is not a scientific 
procedure. That is not to say that method and training are of no consequence— 
far from it—but only that they are devices whereby the influence of one human 
being upon another’s mind and conduct can be turned to the best medical 
ends, and the dangers inherent in such a relationship minimised, 

The more i eeameeaaa intricate or esoteric the method, the less suitable 
is it to be used by any but the most expert. It is not proposed here to detail 
the many kinds of technique that have been employed. The general rules 
that must be followed in any psychotherapy are: 

1. To regard the removal of symptoms as a good thing, but the mainten- 
ance of normal social adaptation as far better. It is bad to get rid of one 
symptom only to see it replaced by another, but much worse to get rid of all 
symptoms only to see the patient at the end of treatment a dependent and 
introspective hypochondriac of the mind, a social invalid. 

2. To seek for the psychological cause of the patient’s illness only to the 
extent that the patient’s wellbeing demands, which is often far short of what 
one’s own interest and psychological curiosity would demand. 

3. To consider carefully whether any shock to the patient, any aggravation 
one produces in his illness even temporarily, may be a sign of bad treatment. 
It is on the whole unnecessary to make the patient worse in order to get him 
better, though many psychotherapists believe the contrary. 

4, To be satisfied with the patient’s recovery, and not to aim at his 
promotion to a state of ideal mental health and self-understanding. It is 
better that treatment should be quick and effective than drawn out to meet 
theoretical standards. 

5. To understand the development of the patient’s illness, and to interpret 
it both to him and to oneself, in terms of real experience and not of hypo- 
thetical forces. 

6. To treat the patient. without allowing one’s own emotions to be more 
concerned in the course and outcome of the treatment than is usual in the 
treatment of a physical illness. 

7. To aim at harmonising the patient’s mental life by giving his ill- 
managed energies fitter material to work at, and release from the burdens 
laid on them by a experience. 

It is impossible to describe in general terms what the psychotherapist 
does, otherwise than by metaphor or analogy: he promotes the ventilation 
and desensitisation of emotional disturbances ; he elucidates latent or obvious 
muddles, disentangles conflicting tendencies, giving them new incentives 
and a different direction; and so guides the patient through the maze of 
his life’s experience, as recalled in memory, that he is afterwards better 
fitted for dealing with current Sheet knows himself better and has 
somewhat purged himself of past harms. All “ analytic’? methods review 
the patient’s life as he recalls 1+ under special conditions, e.g. of free associa- 
tion, hypnosis, biographical scheme, etc. They stop at different points, 
some aiming at emotional clearance by abreaction, some at a redirection 
and liberation of the instinctual bases of character, while others remain 
content with an educational achievement. 

Whether psychotherapy, in the above sense, is to be applied to a case 
will depend on the following factors: the patient should be willing to co- 
operate in the treatment; free from such hindering disabilities as, say, 
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deafness ; able to give the necessary time; of at any rate average intelligence ; 
still capable of modification (as he would not be in old age, or with very 
long-standing and indurated habits of faulty reaction, or with organic 
cerebral disease); and, finally, endowed with a considerable residue of 
normal mental functions with which one may work. The more profound 
his aberrations, as in schizophrenia, or the more extreme his emotional 
disturbance, as in agitated melancholia, the less is he fit for psychological 
treatment of this individual and specialised kind. Psychological treatment, 
however, in the literal and larger sense of the words, is essential for every 
variety or stage of mental illness, and every degree of co-operativeness or 
intelligence. It is a wide notion, including all that may ease or reassure 
the patient, bring him to a better relationship to those around him and 
with himself, and protect him from being distressed by the ignorance, lack 
of tact, or thoughtlessness of others. It is as much negative as positive. 
One must avoid arguing with the patient, telling him lies “for his own good” 
or to avoid unpleasant scenes, cajoling him, making promises that will not 
be kept, threatening or punishing him, jesting at his expense, losing one’s 
atience with him, assuming he is indifferent to what goes on because he 
ooks indifferent, provoking him by petty supervision or frequent rebukes ; 
one should not assume that he is quite irresponsible or quite responsible, 
nor talk theory to him, nor get on a false footing through ready assent to 
his delusions and his point of view. The physician and the rest of those 
who are in contact with the patient must do certain positive things: make 
due allowance for his disorder influencing his conduct, use their under- 
standing of the psychological happenings without saying so, take advantage 
of every opportunity created by other methods of treatment. When occupa- 
tion, narcosis, hydrotherapy, massage, a physical illness or other happenings 
bring him more closely into contact with nurses and physicians there are 
chances of unobtrusive psychological treatment in the wide sense. 

Physical treatment.—‘‘ Mechanical restraint”? and violence are now 
foreign to the treatment of insanity ; the patient may be unrestrained and 
violent, but his treatment may not. It is still necessary, however, to restrain 
a patient who is bent on harming himself or others, and physical force may 
be the only way of doing so, or of giving a patient by tube enough food to 
keep him alive when he abjures the natural way of eating. But force must 
always be a last resort; and chemical substitutes for it seem only a little 
less of an evil. Drugs have their place in the treatment of all kinds of mental 
disorder, but their use easily turns to abuse. Whether one is giving morphine 
and hyoscine in an emergency to an acutely excited catatonic, or prescribing 
aspirin for a mild hysteric, the chief danger must be borne in mind, which 
is not overdosage, habituation, or suicidal misuse, but the habit of stupefying 
or satisfying a patient with drugs when other means might be taken, better 
suited to his condition. Sedative drugs should not be a short cut; neither 
should they be eschewed. They should be given when other measures 
will not serve, as for some obstinate form of insomnia, anxiety, agitation 
and restlessness, or when their use obviates greater troubles, ¢.g. the pulling 
of bandages from an operation wound. The symptoms of intoxication 
must be watched for with more than usual vigilance when bromide is being 
given, because if unrecognised as such they may lead to certification—for 
an avoidable drug-made psychosis. Continuous narcosis for nearly a fortnight, 
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with the patient sleeping through 18 or more of the 24 hours, is sometimes 
efficacious in abbreviating an acute attack of mental illness ; it is a dangerous 
method except in skilled hands. 

There are other drugs to which the above cautions scarcely apply, e.g. 
endocrine preparations, remedies specific and otherwise for the physical 
basis of “‘ organic psychoses” (e.g. arsenical treatment for syphilis of the 
central nervous system), and aperients. Insulin for promoting hunger, 
calcium for those with hysterical] hyperventilation fits, amphetamine (benze- 
drine) for anxiety, and a number of substances—from nitrous oxide to amytal 
—that relieve catatonic stupor, or facilitate psychological inquiry and treat- 
ment, ae all been found useful on occasion, though their field of application 
is small. 

Two methods of treatment have been widely employed of late years, 
especially in the treatment of schizophrenia. Insulin has been employed 
in large doses to produce hypoglycemmic coma repeatedly; and certain 
convulsant drugs (pentamethylenetetrazol and cyclohexylethyltriazol) 
given to produce fits. The benefits to be obtained by these methods are 
not yet clear. Undoubtedly in some cases the duration of a schizophrenic 
illness can be shortened by the insulin treatment, and recovery brought 
about in cases regarded as having a bad prognosis. It is, however, in 
those that would have a favourable outlook by other methods of treatment 
that the majority of insulin successes are obtained. The technique demands 
skill and experience, if considerable risks are to be avoided. It consists 
essentially in daily administration of the appropriate dose of insulin to 
produce coma. The duration of the treatment 1s usually not more than two 
months, Treatment by the artificial production of convulsions was first 
instituted for schizophrenia, but the results have not proved as satisfactory 
as was at first supposed, and it is of very limited application. The method has 
proved effective in terminating obstinate melancholia, chiefly mvolutional, 
and in abbreviating attacks of depression which would otherwise have taken 
months to clear up. The chief objections to the method are the disagreeable 
experiences many patients have immediately after the injection, and the 
likelihood of cerebral impairment, and of fracture of the long bones or dorsal 
spine during the fit. The last complication is not infrequent, and may occur 
ase when the convulsions are induced, not by a drug, but by electrical 
stimulation of the brain, a method employed within the last two years. 

Exercise or massage and hydrotherapy are beneficial as much for their 
psychological as for their physiological results; the latter, however, are 
not negligible, as may be seen in the effect on an excited or an anxious patient 
of a continuous bath at body temperature. The chief importance of diet 
lies in the frequent refusal of food by patients depressive, hysterical, stuporose, 
paranoid, hypochondriacal, or over-active. Feeding by the nasal or ceso- 
dasa ey tube is a necessity in many such instances, after every other method 

as failed. Rarely, special diet is called for, as in epilepsy, the symptomatic 
psychoses of diabetes, pernicious ansemia or pellagra, and also for some 
temporary disabilities of the alimentary tract—anorexia nervosa, psychogenic 
hyperchlorhydria. As a rule, however, such dietetic regime, and indeed 
aie physical treatment of localised psychogenic disturbances of function 
in a bodily system, is an expedient rather than a settled and adequate mode 
of treatment. Many patients with a visceral neurosis, a hypochondriacal 
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pet aa a hysterical anomaly, or a somatic delusion are greatly 
rmed by the prolonged physical investigation and treatmen vney receive : 
it confirms the symptom, localises it all the more, and brings fresh ones 
in its train. Sometimes one has no choice ; a progressive hysterical contracture, 
a, dermatitis artefacta, a sore infected by constant picking, a tooth loosened 
by obsessional knocking at it demand treatment. 

The caveat against lightly resorting to physical treatment of psychogenic 
anomalies is especially applicable to operative surgery. In general there 
is no more reason for “ cleaning up the septic foci” m a person with mental 
disorder than if he were a mentally healthy person—other things bein 
equal. Removal of teeth, appendix or tonsils, scraping of sinuses, an 
searchings of the pelvis are operations that in psychological medicine seldom 
yield the results expected of them. 


CLASSIFICATION 


The ideal classification would be on a uniform basis, according to the 
nature of disordered physical and psychological function, or according to 
innate and external causes. Since we do not know enough to do this, a 
mixed etiological, functional and clinical grouping is used, whereby the 
same illness can belong in several categories. It is obviously provisional. 
The chief division is between those mental changes accompanying distinctive 
somatic disorder and those for which no such physical relationship has 
beeh demonstrated. The former are called symptomatic, or organic; the latter 
constitutional or functional. It is needless to illustrate the point that every- 
thing found in the latter may be seen also in the former. The reverse of this 
is not true, because there are some symptoms—due to the loss or damage of 
essential tissues, especially in the central nervous system—which can only 
occur when the material substrate is grossly damaged. 

Although the ‘ functional” group is made up of those conditions for 
which no distinctive somatic disorder can be found responsible, it by no 
means follows that their causes or basis are therefore purely psychological. 
Theoretically, such a belief is untenable; and as a matter of observation 
certain physical disturbances so regularly accompany these disorders and 
a physical configuration may be so linked with them that there is small 
doubt that eventually the somatic disturbance of function in them will 
be well enough worked out for the terms “ organic”’ and “ functional ”’ 
to lapse, and only the crudity of the physiological changes remain as a point 
of difference. 

As mental disorder thus comes closer to general medicine so must the whole 
of general medicine reveal its psychiatric side, whichis now as little illumined 
as the physiological side of the psychoses. 

The first or toxic-organic group is large, the chief syndromes in it being 
neurasthenia, confusion, and delirium and dementia. Such phenomena as 
a aaa aphasia, agnosia, amnesia and hallucinosis are fairly frequent in 

oup. 

The second group, comprising three-fourths of the recognisable mental 
illnesses, includes the insanities or psychoses, and those anomalies, outwardly 
less alien to the normal mind commonly called “ neurnses,”” The distinction 
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between neuroses and psychoses is at times convenient, but without substance. 
To argue whether a dubious case is neurotic or psychotic is like arguing 
whether a man of medium size is thin or fat: he is both and neither. A genuine 
decision as to etiology, prognosis or treatment turns not on whether a case is 
regarded as neurotic or psychotic, but on more solid findings. Since such 
words die hard, the best use of them is to term a patient with mental dis- 
order ‘‘neurotic” if he has insight into his illness, is co-operative and 
unlikely to need care in an institution, and to term him “ psychotic” if the 
contrary is the case. 

The toxic-organic group is divided into diseases lacated in the nervous 
aystem and those affecting it indirectly, as uremia or lead poisoning may. 
Some are toxic, e.g. delirium tremens; some degenerative (senile psychoses) ; 
some inflammatory, e.g. encephalitis lethargica; some plainly hereditary, 
e.g. Huntington’s chorea or “ primary” mental defect; and some privative, 
e.g. pellagra or myxcedema. 

he “ functional ” conditions are arranged according to whether emotional 
disturbance is evident and predominant (affective disorder), or whether 
there is profound derangement of thought, feeling and contact with the real 
world (schizophrenia), morbid false beliefs have become fixed without intellec- 
tual or emotional deterioration (paranoia), repetitive and seemingly irrevelant 
henomena hamper mental activity (obsessional), signs of physical or mental 
ill-health, expecially dissociation, readily appear when an unpleasant situation 
may thereby be escaped from (hysteria). 

As will be seen in the special sections, the personality of the patient may 
also be a criterion of these groupings, with the proviso mentioned earlier 
that illness does not only occur in those with the appropriate psychopathic 
anomaly of personality, nor does the latter by any means peculiarly issue in 
definite symptoms. Unless, however, psychiatry takes account of the 

sychopathic personality, even when not accompanied by symptoms of illness, 
it cannot study delinquency, disorders of behaviour in children, sexual 
perversions and other not obviously medical anomalies which touch very 
closely on psychiatric problems in the stricter sense, but are omitted here 
for reasons of space. 

The following is the classification used here : 


1. Organic Disorders : 


(a2) Degenerative and Hereditary Brain Disease. 
(Senile dementia, cerebral arterial disease and hyper- 
tension, Huntington’s chorea.) 


(b) Syphilis of Central Nervous System. 
(c) Other Cerebral Diseases. 

(Lethargic encephalitis, Sydenham’s chorea, dissemi- 
nated sclerosis, cerebral tumour, cerebral trauma, 
epilepsy, etc.) 

(2) Intoxications. 
(Alcohol, morphine, cocaine, bromide, etc.) 


(e) Infections and Exhaustive Disorders. 
(Infectious toxeemias, hemorrhage, etc.) 
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(f) Metabolic, Endocrine and Visceral Disorders. 

(Diabetes, pernicious anemia, pellagra, exophthalmic 
goitre, myxcedema, tetany, pituitary diseases, sexual 
epochs, cardiac disease, uremia, etc.) 

(g) Mental Deficiency. 


2. Affective Disorder. 
(a) Excitement. 
(6) Depression. 
(c) Anxiety. 

3. Schizophrenia. 

4, Paranoia. 

5. Hysteria. 

6. Obsessional Disorder. 


In the above classification mental deficiency is given a separate heading, 
though properly it should be systematically distributed among the preceding 
groups, since it differs from the rest of mental disorder only in the age at 
which the damage is done. Custom and convenience compel the old distinc- 
tion to continue. 

The above are great clinical groupings, types of morbid reaction, which 
are the nearest to a valid and useful classification we can get at present. 
There are subordinate symptom-complexes or syndromes, which are likewise 
innate and preformed, and likewise evoked by circumstances, but which are not 
limited to any one of the major groupings—they are the weft that runs across 
the psychiatric pattern. The most important of these are spd gar yagi 
hypochondria, twilight states, stupor and other disorders of motility, and 
spasmodic attacks and seizures of different kinds. Between symptoms 
(classified on a psychopathological basis) and the main groupings which 
best serve slinigal puEposee these symptom-complexes have an intermediate 
place, comparable say, to that of mononuclear leucocytosis or coma in general 
medicine. 

All the categories of psychiatry stand for mixtures of symptoms due to 
disturbance of control, capacity or co-ordination and synthesis in mental life. 
Nor is this true only of mental life, since the same symptoms may arise 
through physical disturbances of function which may be classified in the same 
way ; this may be plainly seen in such a disease as encephalitis lethargica. 


ORGANIC DISORDERS 


A, GENERAL DESCRIPTION OF TYPES 


The varieties of form and course in organic psychosis are essentially few 
and simple, in contrast to the causes, which are numerous. In other words, 
there is no support for the hope that to each physical disease there corresponds 
a characteristic mental disorder. It is not possible in an organic psychosis 
by study of the mental picture alone to infer its physical cause ; for the 
methods of somatic medicine are needed. Many different poisons and lesions 
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may produce the same effect on the mental state. Differences depend on the 
degree and duration of the physical damage and its site, which may determine 
neurological and other symptoms of a typical kind; eg. in G.P.I. or 
encephalitis lethargica. 

hey are the least constitutional of all mental affections, yet even in them 
constitutional factors are far from negligible. To such factors it is due that 
one man will show a psychosis with physical illness that in another would 
lead to no such mental upset, and that one patient responds with a manic 
extravagance to the cerebral disease that =e another patient depressed. 
Moreoever, hereditary factors can be of great importance in these organic 
affections, as may be seen in amaurotic idiocy or Huntington's chorea. 

The few syndromes commonly met with here, though they are not restricted 
to organic disease, must be described before seeing how particular diseases 
colour them and determine their course and treatment. In the organic 
syndromes, a diminution in mental capacity is the central finding. Nearly 

of them may occur in cases and types of illness in which no structural 
damage can be found, as might be expected seeing that the available patterns 
of structure and function are in all cases much the same. Delirium or con- 
fusion may occur typically in non-organic syndromes, though much less 
frequently than in organic ones. 

(1.) NEURASTHENIA.—This term has been over-used and ill-used, like most 
of the more palatable diagnoses (cf. anxiety neurosis), but it need not therefore 
be discarded now. It denotesa form of irritable, hypersensitive weakness and 
depression that is not uncommon after infections, exhausting experiences 
(e.g. hunger, lactation, insomnia, worry, hemorrhage), cranial injuries and 
chronic poisoning (e.g. with alcohol or coffee). It is true that a clinical picture 
indistinguishable from it frequently arises where physical causes are unlikely 
and emotional causes are obvious: this clinical finding has the same significance 
as the fact that the anxiety of exophthalmic goitre is like psychogenic anxiety. 
Just as the anmety of exophthalmio goitre or constant fear can pass into 
delirium, so can physiogenic neurasthenia be aggravated until it becomes 
plain dementia. 

The symptoms are partly somatic—active deep reflexes, increased sensory 
irritability, feelings of pressure on the head and pains in the muscles and 
elsewhere, giddiness, vasomotor lability, delayed peristalsis and feelings of 
fullness in the abdomen, diminished lbido, slight clumsiness, and tremor 
of the muscles of the face, tongue and hands. On the more psychological 
side, there are feelings of languor, and incapacity to concentrate on any 
mental work, doubts as to the accuracy of memory, loss of interest, slight 
oes ene anearmgt irritability and tenseness, lessened control of emotion, 
and perhaps slight paranoid, obsessional or hypochondriac trends. This 
general condition is, when physiogenic, less influenced by a change in mood 
than would be the case with psychogenic neurasthenia, and the patient is 
better able to control his motor unrest than his features, which are expressive 
of his agitation. The chief reliance, however, must be put on the history 
and physical findings for telling whether the neurasthenia is physiogenic 
or not; psychological causes which seem adequate to explain the illness may 
be deceptive. | 

The course of neurasthenia is towards recovery unless the noxa continues 
to act; where the noxa persists, extreme chronicity can result. Sometimes 
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an original physical noxa ceases to act, but meanwhile other emotional 
ones have entered the field, e.g. unemployment, domestic fears and frustra- 
tions, and so the illness drags on. iestunent depends on assessment of 
the causes and the possibility of removing them. 

(2) De.im1um.—Delirium, most familiar in fevers, can also be produced 
by drugs and other causes of acute cerebral disturbance: severe affective 
disturbance also may be accompanied by delirium. Its characteristics are 

eneral malaise, restlessness, irritability and sensitiveness to external stimuli, 

eadache, anxiety and troubled sleep, or insomnia. Mild forms of this are 
met with in so transient an affection as cold in the head. Severe forms 
are marked by illusions and hallucinations of all the special senses, especially 
vision, Anxiety often becomes extreme, and the patient is terrified of his 
fantastic visions. Thought becomes as chaotic and fleeting as in dreams, 
activity is incessant and past experiences of daily life are revived, as in 
the occupational delirium of alcoholics. Attention 13 weakened, and orienta- 
tion in time and space much impaired. There are striking variations in the 
severity of the condition in the same patient : it becomes worse in the eveni 
or when the patient has hardly any external stimuli to keep him in touch (cf. 
delirium at night and after a cataract operation). The extent to which 
consciousness is clouded usually corresponds to the amount of perceptual 
and affective disturbance. Auditory hallucinations occur with clearer 
consciousness, visual ones very profusely with a clouded mind. The auditory 
hallucinations are commonly of an elementary, undifferentiated kind—not 
voices. Vestibular hallucinations may occur, e.g. of floating in the air. 
Distressing and incoherent ideas pursue each other—ideas of Belg torn to 
pieces, burnt, poisoned, buried alive, and so on; also ideas of grandeur. 

Closely akin to delirium, and indeed shading into it, is the confusional 
state, in which thought is very incoherent, but the patient is more eager 
to get in touch with his environment than in typical delirium. If con- 
sciousness is not grossly clouded, the patient is perplexed and troubled by 
the disordered perceptions through which alone he can learn what is going 
on about him. The picture may be indistinguishable from that seen in 
some forms of manic excitement and in some catatonic states. Differentia- 
tion rests, not on the immediate psychiatric symptoms, but on the history 
and discoverable causes of the illness. The same is true of acute hallucinosts 
in which orientation and grasp are very little impaired, but auditory hallucina- 
tions—especially threatening sounds and voices—abound, and there is a 
tendency to the formation of delusions on the basis of these and other per- 
ceptual disturbances. The name “ twilight state’’ is applied to another 
syndrome in which consciousness is changed chiefly because of some powerful 
affective influence; anger or fear may so overwhelm psychic life that the 
patient cannot grasp his surroundings, his thinking is interrupted and slow 
(except where it falls in tune with the affective disturbance), and his motor 
behaviour is in keeping with his mood. It is as often of psychogenic as of 
organic origin—one can hardly, for example, by direct observation tell an 
epileptic twilight state from a hysterical one. Like delirium and the other 
conditions just mentioned, it is prone to subside and to be followed by amnesia 
for what happened during it: where there is some recollection, it may be 
associated with a conviction that the hallucinations and other morbid 
phenomena were real external happenings. 
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(3) Dementia.—Of all gross encephalopathic syndromes this is the 
gravest and most typical. It corresponds to a diffuse cerebral disease, and 
is made up of intellectual impairment and lessened control of emotion. 
Its form depends so much on the stage of the patient’s development at 
which it occurs, that it is customary to consider as dementia only those 
cases in which the cerebral damage has occurred in later childhood, adoles- 
cence, or adult life, and to regard earlier cases, e.g. cretins as showing mental 
deficiency or arrest of development. The distinction is rather artificial, 
at whatever age it be made. For convenience, only the adult form will 
be described here. The order in which functions are impaired corresponds 
to Hughlings Jackson’s principle of dissolution: thus, recently acquired 
memories are soonest lost. There is intellectual geakncas=thes patient 
cannot reason, grasp and remember as he could, his attention is less con- 
centrated and sharp, his ideas are fewer, he cannot take in anything com- 
plicated or be sure about time and place, he loses himself. His emotions 
are likewise affected—he weeps over trifles in spite of efforts to control 
himself, his feelings are shallow and transient, he may be foolishly euphoric, 
or may burst into anger whenever he cannot get his own way. There are 
wide variations in the severity of the condition, and its symptoms may 
be much influenced by the local incidence of the pathological changes in 
the brain. The extent to which various cerebral functions are impaired 
may differ widely in the same patient : a man who seems hopelessly demented 
may be able to play a good game of chess, while another in whom it is hard 
to demonstrate any intellectual impairment may micturate into his shoes 
or do something equally stupid and inappropriate; unexpected sexual 
misdemeanours are not uncommon in demented persons who do not as yet 
show gross intellectual damage. 

Closely connected with dementia are the amnesic syndromes, known 
by the name of Korsakoff. Here the memory disturbance is in the forefront. 
The incapacity to receive, store and reproduce experience is remedied, as 
it were, by lying, z.e. the patient confabulates to fill up the gaps in his memory. 
These patients are often ready to adopt suggestions, so that one can lead 
them to tell absurd tales about their recent movements, e.g. that they were 
yesterday at Vladivostock to see some polar bears. They do not show 
an intellectual damage or incapacity to deal with ideas that is at all com- 
parable in degree to their memory disorder, but they are always out in 
their appreciation of time-relationships, especially where the present is 
sanberned. At first blush they often seem to be behaving like mentally 
healthy people, but one presently discovers that their memory is much 
impaired, their orientation as to space, time and personal identity cor- 
respondingly poor, and their interest and general mood duller than is normal. 
The disorder of memory is never, as in dementia, a general weakness reaching 
back even to childhood. 

The Korsakoff syndrome is most often seen in alcoholics, in whom it 
was first described associated with polyneuritis, but it also occurs in a great 
variety of organic disorders, ¢.g. intoxication with lead, carbon monoxide, 
and other poisons, uremia, cranial trauma, cerebral syphilis, and arterio- 
sclerosis—apoplexy may precede it and the amnesic syndrome be thus 
comulinciad. by aphasia. That it should sometimes follow on delirium is 
not surprising, since in delirium the same memory disturbance is present, 
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but covered up by the concomitant excitement, disturbance of conscious- 
ness, and hallucinations. Whether a Korsakoff syndrome will clear up 
depends on the cerebral damage which produces it; the alcoholic form 
occasionally does so eventually in uncomplicated and treated cases. 

Mental deficiency is a special instance of cerebral impairment, as is 
dementia. It is considered, for the sake of convenience and tradition, in 
a separate section. (See p. 1846.) 


B. DEGENERATIVE AND HEREDITARY BRAIN DISEASE 


There is a group of disorders occurring in late middle life and old age, 
which are clinically and even pathologically near to one another. At the 
one end of the scale is senile dementia, at the other climacteric anxiety 
and depression. It includes Pick’s presenile dementia, Alzheimer’s disease, 
cerebral arterial disease, and arterial hypertension. 


1. SENILE AND PRESENILE DEMENTIA 


4Etiology.—Constitutional factors are obviously the most important. 
A tendency to become dotards may be evident in successive generations of 
a family; heredity is held responsible for the wide differences in mental 
health among elderly people. The symptoms of senile psychosis may not 
be revealed until the patient is exposed to some sudden stress—the death 
of his wife, the need to move house, the loss of his occupation, some new set 
of circumstances. Senile psychoses are more common in people with lifelong 
nervous symptoms. 

Pathology.—Puaysicat.—The tissues show the general signs of age, 
t.e. a diffuse atrophy, which makes the convolutions narrower and the weight 
of the brain less. The nerve cells and fibres are fewer, while the mesodermal 
and neuroglial tissues are increased; fatty pigment accumulates. There 
are also, however, in senile dementia striking histological features in the 
grey matter, especially of the cortex, namely, thickening of the neurofibrils, 
which are characteristically twisted and aggregated, and there are remarkable 
plaques, seldom seen except in this condition. There is no close correspond- 
ence between the kind or extent of the tissue changes and the mental state. 
Plaques and neurofibrils are reported to occur also occasionally in the brains 
of mentally healthy old people. 

PsycHOLOGICcAL.—The previous tendencies of the patients may greatly 
colour the symptoms. Obscure somatic preoccupations and disturbances 
in time appreciation lead often to fantastic delusions about eternity and 
what is happening in their body. 

Symptoms.—Memory is poor for recent events; the extent of the damage 
may increase until only the recollections of childhood and early adult life 
remain. People and places are falsely identified with those once familiar, 
and transient pseudo-memories are invented. Events with a strong affective 
tone, especially if unpleasant, are remembered better. The memory of 
the remote past is not entirely spared; even matters of personal identity 
may at last be forgotten. Grasp and judgment, the capacity to follow 4 
train of thought and to eliminate the irrelevant are faulty. Obstinacy and 
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perseveration go with a rigid adherence to old habits. Prolix and garrulous, 
the patient does not recognise how little interest there is for others in his 
repetitive and ill-arranged talk. He may partly cover its emptiness with 
long and sounding sentences; on the other hand, some patients become 
monosyllabic, because of their failure to find words to express themselves, 
and others again will use a word loosely associated with the one they are 
vainly seeking, or will quite seriously give a punning meaning to a word, and 
even act accordingly (e.g. whistling because ‘“‘ You said I could whistle for 
my money ”’). 

There is a narrow range of interests, in which food, possessions, and bodily 
well-being are prominent. Grotesque hypochondriacal delusions are common. 
Patients hoard rubbish and are angry if interfered with in this. On the 
whole, however, their affective responses are greatly reduced; they meet 
calamities with composure, partly due to their failure to grasp what has 
happened. Now and then they show depression and resentment at a slight, 
and may bear a grudge long after. Their activities are sometimes con- 
siderable, on the lines of determined rummaging and collecting; in others 
a dull inactivity is all. They become dirty and unable to look after them- 
selves. This applies as much to those who are excited and active as to 
the inert. The former may fight against being fed and washed, and it is 
not possible to get them to understand what is being done. Delirium and 
confusional states are prone to occur at night, accompanied by fear and 
bewilderment. Sleep is bad, and often the patients busy themselves about 
the place all night long. 

egal difficulties arise through the heightened readiness to accept some 
suggestions (as in the matter of making a will, or giving away property), 
the poorer judgment and the lessened capacity to control sexual desire, 
which is sometimes seen in the early stages. Hoarding may lead to petty 
thieving. Occasionally the patient sets fire to the house during his nocturnal 
prowlings. 

The symptoms need not be obvious. Often the illness has so slowly 
developed that no one can say when it first passed beyond what is normal 
in old age. An apparent change of character—a kindly man becoming 
selfish, a respectable churchwarden assaulting little girls sexually—may 
usher it in; this is not so much a change in character as a release of primitive 
trends, hitherto controlled. The psychosis may take various forms— 
depressive, manic, and paranoid. In the depressive variety there is seldom 
retardation, the affect is rather empty, the patient is irritable, and hysterical 
symptoms may be commingled with hypochondriacal ones. Ideas of poverty, 
wickedness and disease are often grotesque in their exaggeration—the patient’s 
urine drowns the whole world, ie body is an undying shell of corruption, 
he is as tiny as a baby—and are monotonously reiterated. The manic 
variety is rarer: pointless activity and a diarrhea of words, with silly boast- 
ing, may be accompanied by a disturbance of memory, giving a total picture 
of the Korsakoff type: it is sometimes called “ presbyophrenis.” Many 
of these patients have always been of hypomanic temperament ; their illness 
may be only slightly progressive and not so severe as to call for hospital 
care. The paranoid variety is especially ae to occur in people who have 
always been of a suspicious turn of mind. They hide things because they 
feel surrounded by thieves, and then forget where they have hidden them ; 
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their failing senses, especially of hearing, feed their distrust, and they project 
their awareness of sexual impotence or waning intellect. Hallucinations 
and delusions are mingled—gases are pumped into their room, their food 
is poisoned, people throw bombs at the house by night, greedy heirs are 
doing them out of their possessions. Some of these patients barricade 
themselves against their enemies or call in the police. Whereas the depressive 
and manic forms are commoner in people with corresponding heredity, 
this paranoid form is genetically often connected with schizophrenia, though 
the distinction between the three varieties is not a sharp or important one. 
The name “ involutional paranoia ’’ has been given to the chronic delusional 
condition of this type that may develop in single women between the ages 
of 40 and 52. 

Bodily symptoms are those of old age, especially in the central nervous 
system, where it leads to a slow, careful gait, with short steps and legs wide 
apart, apraxia and poor co-ordination, tremulous rather whining utterance, 
small sluggish pupils, and occasionally epileptic seizures. The disorder of 
movement is conspicuous in the handwriting—pointed, small or erratic in 
size, and sometimes jerky and tremulous. 

The conditions known by the names of Pick and Alzheimer are to be 
regarded as atypical senile or presenile psychoses. 

Pick’s dementia consists pathologically of a circumscribed cerebral atrophy, 
mostly in the frontal or the temporal lobe, or in both; the motor area, 
however, is seldom affected, nor are Wernicke’s zone and the transverse 
temporal convolutions ; other areas of the brain may be involved. Histo- 
logically, the ganglion cells are swollen and contain argentophil globules. 
There 1s a hereditary determinant. The onset, which is gradual, can be 
at any age from 40 onwards, but is usually between 50 and 60. Symptoms 
depend on the localisation of the atrophy. Memory and affect are not 
impaired till late ; they are preserved at a stage in which the patient behaves 
stupidly—stealing, lying, or otherwise making a fool of himself. Spontaneous 
attention is poor ; at first moody, the patient becomes dull and unresponsive ; 
judgment deteriorates and initiative fails. Stereotypies, echolalia, and 
repetition of empty phrases, monotonous talking and laughing or singing, 
and outbursts of bellowing or whining appear in the later stages. There 
may be aphasia. Diagnosis is difficult during life; it may be assisted 
by an encephalogram showing the shrinkage of cerebral tissue from 
atrophy. 

In Alzheimer’s disease the senile pede and neurofibril changes are 
very numerous. The onset may be between 40 and 60. Indefinite pre- 
monitory symptoms (headache, irritability, forgetfulness) are quickly followed 
by progressive dementia ; aphasia and apraxia are prominent, though less 
coarse and sudden than in cerebral arterio-sclerosis, In the earlier stages 
the patients are in fair contact with their environment, and look as though 
they grasp much more than they actually can. Their deficiencies are shown 
up in writing and talking. As the disease advances they are less open to 
affective influences: they sink into themselves and say little. Stereotyped 
words or syllables and movements take the place of embarrassed remarks 
and gestures. In the aphasia there is a rather characteristic stringing 
together of syllables like each other in sound, but meaningless. Muscular 
rigidity may lead to contractures. The progress of this disease to severe 
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eines is faster than in typical senile deterioration and the onset is rather 
earlier, 

Prognosis.—This depends on the previous rate of development of the 
condition, the general physical health of the patient and any special patho- 
logical basis, e.g. Pick’s atrophy, that may ie recognised. Delitictis and 
confusional phases may give a deceptively bad impression, for sometimes, 
after they alent up, the patient can resume his old routine tolerably well. 

Treatment.—This consists in providing for the patient as easy and 
familiar an environment as possible. Whether institutional treatment is 
necessary depends not only on the mental impairment but also on the patient’s 
social level and the willingness of his relatives to look after him well enough. 
Patients often fit surprisingly well into hospital life and routine. Drugs 
are best avoided, and caution is necessary in letting the patient have the 
aperients he demands to relieve his—mainly delusional—constipation. 


2. CEREBRAL ARTERIAL DIszAsE AND HYPERTENSION 


The characteristic features here are the focal symptoms. All else is 
indistinguishable clinically from senile and other cerebral conditions; of 
course, pathologically many senile brains show arterial degeneration too. 
The early or mild symptoms of cerebral arteriosclerosis are the same as those 
of “‘ essential” hypertension ; and very like those of many benign melan- 
cholias of late middle age. 

Pathology.—Atheroma of the cerebral arteries is accompanied by 
nutritional changes—softening—in the brain tissue, falling into three stages, 
viz, necrosis, degeneration (with masses of granular phagocytes, containing 
fats and hemosiderin) and sclerosis (in which cavities and scars of glial— 
astrocyte — and mesodermal tissue take the place of the necrotic cells). 
(See also p. 1597.) The cortex on the convexity of the brain may show micro- 
scopic areas of perivascular gliosis, but no softening. It is not yet possible 
to correlate the mental and the cerebral changes in these psychoses, except 
for the focal lesions. 

Symptoms.—Since “essential” hypertension often precedes definite 
vascular disease and itself produces mental symptoms, a description of these 


tion. Along with headache, giddiness, tinnitus, faintness and insomnia, 
there may be disturbance of speech and writing—the former becoming slow 
and at times indistinct—and transient pareses and apraxia. Certain traits 
of personality may be intensified: the patient becomes irritable, egotistic, 
moody and easily tired, his conversation lumbers along where once it moved 
easily: he is depressed or paranoid; but there may be wide variation in 
the intensity of these changes, which are by no means always found. Brief 
phases of disturbed consciousness, lasting up to three weeks, may suddenly 
occur either in a form very like the “‘ absences” of the epileptic, or as twilight 
states with hallucinations, ecstasy, incoherence, disturbed motility and 
agitation. a 
After this stage of neurasthenia and episodic disturbances, the patient with 
cerebral vascular disease may begin to have trouble in finding words: he 
erseverates a little, and is at a loss when anything unusual is required of 
im. His depression and hypochondriacal worries increase, he is distressed 
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by his own slowness and failures, and may attempt to kill himself. Emotional 
control falls off so that he weeps and storms when he would rather be calm. 
Nihilistic ideas may abound—his bowels have not been opened for six months, 
his trunk is a hollow cavity. Nocturnal delirium is frequent. Aphasia and 
apraxia are commonest after a focal complication. 

The most important feature is the way the patient continues to look 
normal and sensible when already mildly demented. Sometimes transfer to 
the strange surroundings of hospital is too much for the hitherto well-preserved 
outward normality, and the patient goes to pieces, as he also may if he has 
to give up his usual work or move house. 

Diagnosis.—Because a patient has generalised arterial disease, it does 
not follow that any neurotic symptoms he may show are due to the cerebral 
vessels being thus affected. Unless there are definite focal symptoms, or 
evidence of dementia, it is unsafe to hold the cerebral arteries responsible 
and to give a prognosis based on this. There is no known means of distinguish- 
ing many benign “‘ neurasthenic depressions ”’ and involutional hypochondrias 
from those due to disease of the cerebral vessels. If there has not been any 
history of such tendencies until an attack at the age of 60 odd, the probability 
that it is an organic vascular disease is much higher. The distinction is all 
the more difficult because so many unstable persons develop arterial disease 
in later life; especially those prone to anxiety and other affective disorders. 
Neurological findings (see p. 1599) may be decisive in a doubtful case. The 
condition of the retinal arteries is not a reliable guide. 

Course and Prognosis.—In definite cases of cerebral arterial disease with 
mental disorder the prognosis is necessarily bad, though the mental symptoms 
may only progress sioaly. and the patient live another ten or twenty years. 
Much will depend on such sudden accidents as thrombosis or hemorrhage. 
An episodic confusional state, perhaps even one produced by drugs, may 
suggest a needlessly gloomy prognosis. In cases of “ essential ’’ hypertension, 
the course of the mental illness is dependent on the general disturbance, and 
is often quite favourable. Symptoms that are apparently hysterical, occurring 
for the first time in middle life, are of bad omen. 

Treatment.—Besides the general medical care of such patients, not a 
little can be achieved by psychiatric methods. In the early stages, where 
there is much anxiety aad depression, too energetic physical investigation 
and treatment may do harm: reassurance and sedation can do much good. 
The less said to the patients about their blood pressure and their arteries 
the better. They should keep at work and in their accustomed surroundings 
as long as they can, unless an acute phase of the illness or depression intervene. 
Emotional upsets oftener aggravate their condition than physical ones, so 
they should be cushioned against such jolts. Their depression may necessitate 
hospital care, especially because of the risk of suicide, or because they are 
too irritable and neglectful to be at home any longer. If there be dementia, 
even of mild degree, the patient will probably remain in a mental hospital 
once he has gone there. It is, however, not easy to be sure about mild 
dementia being present; it can be counterfeited by passing disturbances, 
e.g. emotional ones. 


3. HuNnTINGTON’s CHOREA 
(see p. 1703) 
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C. SYPHILIS OF THE CENTRAL NERVOUS SYSTEM 


Only the mental symptoms will be described here. Hypochondriacal 
and depressive reactions sometimes follow infection, or the risk of infection : 
such psychogenic illnesses do not belong under this rubric; occasionally, 
however, a patient’s anxiety lest he be developing neuro-syphilis turns out 
to be justified. A syphilitic neurasthenia can occur in the early stages of the 
disease, due to a mild meningitis. The more severe meningo-encephalitis— 
cerebral lwes— may be accompanied by disturbance of consciousness, even to 
the point of delirium or mild dementia : loss of initiative, euphoria or morose- 
ness, poor judgment and impaired memory may persist and the patient be 
aware of them in greater measure than he is in general paralysis. These 
conditions are often complicated by the signs of premature arterial degenera- 
tion in the brain. The psychoses that accompany tabes are due to syphilitic 
changes in the brain, often complicated by alcohol, trauma, heart and kidney 
disease, and other exogenous factors; there are also depressive hypochon- 
driacal reactions to the pains and other disabilities which the patient suffers. 

GENERAL PARALYSIS OF THE INSANE.-Dementia is the constant sign 
of this mental picture; the old descriptions of a “ classical” course with an 
expansive onset are fallacious, but general dementia is almost certain to 
occur in every case that is not treated early. All the other symptoms are 
either neurological and focal, or due to the patient’s constitutional pre- 
disposition and previous experiences. 

The dementia may at first be quite undetectable as such, because it 
appears under the deceptive guise of a neurasthenia, melancholia or mania ; 
only gradually does the intellectual impairment become manifest. In the 
beginning of general paralysis, which is seldom abrupt (though it may need 
a careful inquiry to verify the prodromal symptoms), “ functional ” syndromes 
can be so “ typical’ and organic changes so slight that the most expert 
psychiatrist is misled; only by physical and serological examinations can 
he avoid a blunder. A faint degradation of personality, a lapse in social 
refinements may be the first indication of what is wrong. Then memory 
for the events of yesterday and last week becomes less trustworthy, what 
seemed at first a trivial absence of mind becomes serious incapacity, and 

et the patient remains serene and outwardly indifferent to his lapses. As 
in senile and arteriosclerotic dementia, he may be all right so long as he is 
in an accustomed rut, but a holiday or a change reveals his infirmity. His 
mood and interests as the illness goes on become dull or labile, his rages 
are fleeting, his activities fussy ; if, however, he is in a manic excitement, 
with little dementia as yet, the affective changes can be violent, and indeed 
dangerous, just as in a depressive phase the patient may kill himself. Sleepy 
and slow, careless about social usages, inattentive and ignorant of what 
he once knew well, the more demented patient cannot escape recognition 
as having an organic cerebral affection. Elementary problems in arithmetic 
and questions of general information are more than he can cope with. He 
gives easy assurances that he can do them, or puts his questioner off with 
airy explanations (e.g. that he has not had his spectacles by him lately) ; 
when pressed, he makes bad mistakes or becomes angry. The extent of 
his failure will, of course, depend not only on his dementia, but on his previous 


1832 PSYCHOLOGICAL MEDICINE 


intelligence and habits (e.g. a bank ea retains the capacity to do mental 
arithmetic when much else has gone). Inability to receive new impressions 
and to relate them to earlier memories co-operates with impaired judgment 
to give a gross but patchy and fluctuating amnesia. Because of these 
disturbances, and especially the bad judgment, patients may commit offences, 
ruin themselves by grotesque extravagance and brush aside facts that 
stare them in the face. They will put up with restrictions on their freedom, 
forgetting their protests soon after making them ; silly reasons are sufficient 
for their compliance, and a tactfully offered cigarette or joke may divert 
their thought and feeling from some serious matter that angers them. Their 
delusions are due to the same disorders of memory and judgment, coloured 
by their general personality ; sometimes they are confabulations, rationalisa- 
tions for their having forgotten or spoilt something. If the patient had in 
health tendencies to euphoria and expansive behaviour, grandiose delusions 
and boasting will be to the fore. It is, however, not uncommon to find a 
fatuous euphoria, though there had not previously been affective swings 
and hypomania ; in such patients one finds abundant proof of gross impair- 
ment of judgment, especially shown as defective insight. The most advanced 
dementia appears as a helpless, vegetative, bedridden state, sometimes 
accompanied by gross focal symptoms, such as aphasia and agnosia. The 
physical symptoms (see p. 1638) are much intermingled with the mental 
ones, as in the patient’s clumsy movements and disturbed a Sie and hand- 
writing: thus, in his writing he leaves out letters, syllables and words, 
repeats and transposes them, messes the paper with blots and sputters, 
writes across the lines, puts in meaningless strokes and leaves his mistakes 
uncorrected ; the tremulous script shows interruptions in the usual smooth 
alternation and tempo of movement, the letters are of very uneven size and 
ill spaced. Articulatory and aphasic disturbances may affect the sense, 
intonation, timbre, rhythm and precision of utterance; they must not be 
evaluated in diagnosis, any more than the writing disorder may, without 
regard to the patient’s previous normal ate and speech and the circum- 
stances under which he was writing or talking, since people, habitually 
untidy in their enunciation or handwriting, can exhibit many of these 
symptoms when tired or in a hurry. 

Besides the above, atypical mental pictures may be seen either ordinarily 
or as the outcome of treatment with artificial fever. Paranoid states, 
hallucinosis, a Korsakoff syndrome, epileptiform excitement, hysterical 
disorders and catatonic symptoms of every kind (except flexibilitas cerea) 
may occur. Hallucinations are uncommon, except during fever or after 
malarial treatment ; in the latter case they are often of paranoid colouring. 
Not the expansive form, but a simple progressive dementia is by far the 
commonest clinical picture ; depressive, confusional, and hyperkinetic states 
are almost as frequent as the expansive. 

In the “ Lissauer”’ form the slowness of the dementia is remarkable 
in comparison with the conspicuous focal symptoms, such as the seizures 
without convulsions or loss of consciousness, 

The effects of treatment upon the mental state are of great social moment. 
In a majority of the cases who do well the personality has the edge taken 
off it, there may be less initiative and force in mental activity, and emotion 
may be less controlled, especially in the proneness to anger or to frivolous 
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levity, yet the patient is able to return to his former work, even though 
it is responsible and complex; he could scarcely, however, except in the 
most favourable cases, learn a new job or adapt to new and exacting 
situations. | 

In the “ juvenile” form there may be premonitory symptoms of excita- 
bility, grizzling, Meapae | and backwardness at school. Gradually the 
symptoms of dementia become plain, and if the onset be early enough, 
symptoms usually found in severe mental deficiency naturally appear, such 
as rhythmic or iterative movements, grimaces, repetitive chewing and 
sucking of an automatic kind, great restlessness and screaming attacks. 
Simple dementia is the usual form; grandiose ideas are exceptional. If the 
illness begins before the age of 10 or 11 years speech and writing may be 
completely lost, or reduced to a senseless smattering. 

or prognosis and treatment, see pp. 1640, 1641, and 1653. 


D, OTHER CEREBRAL DISEASES 


LETHARGIC ENCEPHALITIS.—The mental disturbance of the acute attack 
may merge into a hyperkinetic excitement, with choreiform and athetoid 
movements, insomnia, generalised pains, mild delirium and, occasionally, 
catatonic symptoms: this seldom lasts more than a few weeks. There 
may be subsequently a neurasthenic fatigue and irritability with headaches 
and poor sleep. The distinction between what is neurological and what is 
psychiatric in the symptoms could scarcely ever be more difficult than in 
this disease. The motor disturbances, such as oculogyric crises, are not 
merely responsive to emotional and other psychogenic influences, they 
are inseparable from concomitant mental happenings (e.g. the surging up 
of anxiety or obsessions), and whole patterns of complicated behaviour, e.g. 
breathing, may be involved. The motor rigidity of the patient’s Parkinsonian 
state may be paralleled by a lack of the normal drive and fluidity of thought 
or behaviour. Memory, however, and grasp are unaffected. The obsessional 
symptoms sometimes occur quite apart from oculogyric crises, and ma 
greatly distress the patient. Depressive phases may result in suicide, whic 
is fostered, as it were, by the keen appreciation which many patients have 
of their ruined careers and their almost imbecile appearance, so different 
from what they were and, indeed, from what they still know themselves 
to be. Paranoid, and especially schizophrenic, symptoms may develop in 
the later stages. 

The younger the patient the more likely is it that he will develop dis- 
agreeable anomalies of personality, and have attacks of restlessness or even 
be permanently restless. Many children and adolescents after their acute 
attack become social problems: they play stupid or cruel tricks, they set 
everyone they can by the ears, they may steal, behave sexually in an outrageous 
way or accuse others of sexual offences against them. Their activity is 
not always purposive, nor always antisocial ; they make the same impression 
as a monkey might who is sometimes mischievous but always on the move. 
There may be no Parkinsonism in these cases. The prognosis is not good, 
and they almost always do better when subjected to the regime of an 
appropriate institution; they do badly at home or in places where 
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what may be termed normal delinquents and “social problems’”’ are 
cared for. . 

SypmnHam’s CHorEs.—The usual mental changes here are lability of 
affect and irritability. These are seen as naughtiness, outbursts of anger 
or crying, resentment at sudden noise or light; in others there is lessened 
spontaneity, often masked by the choreic movements. In more severe 
cases, especially in older children, these changes are accentuated ; in the 
fleeting phases of anger or terror there may be slight delusional trends. 
Still more severe forms, with delirium, hallucinations, delusions of persecu- 
tion and much excitement, are seen in adults, e.g. in chorea gravidarum. 

The tics and compulsive utterances (Gilles de la Tourette’s disease) 
which may follow chorea are evidence of the interplay between hereditary, 
psychic and structural factors. Chorea is more prone to occur in those whose 
families show nervous disorders, especially schizophrenia. The motor 
after-effects, especially tics, appear and disappear under emotional influences ; 
they are also conditioned by the original choreic disturbance of neuro- 
muscular function. The obscene ejaculations of la Tourette’s disease are 
dependent on much the same articulatory and respiratory hyperkinesias as 
are the breathing spasms of encephalitis lethargica, though they are also 
dependent on psychological tendencies and experiences. They illustrate 
how psychological influences work through available bodily structures and 
functions, whether morbid or healthy. The obsessional element in this 
affection is comparable to that in encephalitis lethargica. 

DISSEMINATED ScLEROsIS.—Slight deviations from mental health are 
frequent, but obvious ones rare in this disease. Affective lability may be 
conjoined with a slight disorder of judgment, so that a baseless euphoria 
develops, but this is not universal, and many of the patients are depressed. 
Acute outbursts of excitement, hallucinosis or delirium occur in a few cases, 
and dementia in the advanced stages. The most important mental disorder 
in them is that which appears as hysteria. A hysterical personality has not been 
present in these patients before the disease began, and the symptoms are in 
that respect only dubiously hysterical: they do, however, in other respects 
conform, in that they can be evoked psychologically and removed psycho- 
logically ; they may centre on, and elaborate, actual anomalies, e.g. of move- 
ment or sensation, and may still yield to hypnosis or other psychological 
measures. They can greatly confuse the diagnosis. 

ScuiLpDER’s Diszask.—In this disease profound dementia gradually 
develops along with the blindness, deafness, aphasia and agnosia and other 
focal symptoms. In the juvenile cases there may be at first disturbances 
of behaviour like those of juvenile encephalitis lethargica. 

ParaLysis AgiTans,—This may be accompanied by hypochondriacal 
depression. Sometimes this is an expression of the cerebral disease which 
also causes the Parkinsonism, and in that case the prognosis is bad; some- 
times it is a recurrence of depressive attacks which have occurred at times of 
stress earlier in the patient’s life, and then the outlook is fairly favourable. 
Senile dementia is, of course, not infrequent in these elderly patients. 

CrrEBRAL Tumour.—Apart from any aphasia and apraxia, the mental 
state here is more closely related to general intracranial tension than to any 
local disturbance. The size and rate of growth of the tumour are therefore 
important in this regard. If rapidly growing, there is more disturbance of 
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consciousness, with impaired memory, disorientation, incoherence and, 
sometimes, hallucinations and confabulation; this clouding of the mind 
fluctuates a good deal. In more slowly growing tumours, lucidity is preserved 
and change of disposition is the prominent feature. The patient’s earlier 
tendencies get freer play, unsuspected ones appear, and a series of foolish 
investments, for example, or homosexual escapades may for years divert 
attention from the organic disease. The moria, or fatuous wit and cheerfulness, 
often attributed to frontal tumours but also found in other cerebral diseases, 
may give the impression of being a hysterical pseudo-dementia; other 
apparently psychogenic symptoms may prove Hoppa A straightforward 
depressive attack can occur, or indeed any “ functional-” syndrome. 

Hallucinations may depend on a focal lesion, as in the cases in which 
they are limited to the hemianopic field, or are solely of taste and smell. 

In CereBraL Assczss the mental symptoms are those of tumour with or 
without others due to meningitis. In AcuTz Meninairis there may be 
delirium, preceded during the prodromal stage by irritable apathy, and 
followed by months of moody neurasthenia. 

CEREBRAL TrRauMA.—After concussion there is retrograde amnesia ; 
the extent of this and the rapidity with which it diminishes depends on the 
amount of cerebral damage. In rare instances delirium ensues: it has little 
that is characteristic, and is more frequent in alcoholic and elderly people ; 
a Korsakoff syndrome may develop. Twilight-states are rather more common; 
during them acts of violence may be committed, as in epilepsy, and after- 
wards quite forgotten. Traumatic epilepsy may follow. The later changes 
in personality are commonly those that may be found lingering after any 
toxic or other structural impairment of the brain. But sometimes the dis- 
turbance of consciousness is more persistent, the intellectual damage greater, 
the deterioration progressive ; in such cases there is usually cerebral arterial 
disease, an unrecognised alcoholism, cerebral tumour, G.P.I., or some other 
complicating factor. In predisposed persons the cranial injury may be 
responsible for a melancholic attack, schizophrenia, or other “ functional ”’ 
syndrome; the prognosis is usually good even if the illness lasts many 
months. 

Hysterical symptoms occur frequently after cerebral trauma. This is 
partly because of the site of the injury, which favours vague physiogenic 
symptoms thatrespond readily to emotional and other psychological influences. 
Many of these symptoms are, however, produced by psychical rather than 
physical mechanisms. Not injured cells, but mental attitudes are at 
the bottom of the tremblings, faintings, weakness, paresthesia and other 
troubles so often the sequel of a trauma in itself little likely to have such 
effects. They are not responses to the actual injury, but to the situation created 
by the injury. Compensation may play a large part in this. It is as unwise 
to dub all such vague post-traumatic phenomena hysterical as to attribute 
them entirely to the direct injury. If there is slight amnesia of the typical 
kind, with difficulty in concentration and headache, it is fairly probable that 
these are physiogenic residues; if there has been an interval between the 
actual concussion and the appearance of the indeterminate symptoms, and 
an adequate psychogenesis (e.g. claims for compensation, with repeated 
medical examinations, and patent uncertainty among the experts) the 
condition is likely to be hysterical. Much will, of course, depend on the neuro- 
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logical and other findings, including the demonstration of localised lesions ; 
thus, damage to the frontal lobes may much change the personality, and in 
other sites be responsible for an apraxia, say, or a visual defect. 

Eritersy.—Although the motor seizure is the chief symptom of epilepsy 
and the only decisive one in diagnosis, there are minor or equivalent symptoms, 
as well as delirium, twilight-states and dementia, to be included among the 
mental disorders of this illness. The minor symptoms are much rarer in 
symptomatic epilepsies than in the “ idiopathic ”’ form. 

nstead of a major fit the patient may become unconscious ; or he may 
pass into a twilight-state in which for a few minutes or longer he wanders 
about in a dazed way and does inappropriate things, having afterwards com- 
plete amnesia for all this; or there may be a sudden interruption of action 
and speech, during which the patient remains immobile or makes some 
automatic or ainnlees movements. Epileptic furor is a delirious state 
in which acts of violence may be committed: it lasts often for several days, 
is accompanied by disorientation and hallucinosis, and is much rarer than is 
popularly or forensically supposed. All the states of disturbed consciousness 
mentioned above are most often seen as equivalents for a seizure; the 
twilight-states, however, may precede the motor attack, follow it, or be 
accompanied by a few violent clonic movements. 

Apart from their seizures epileptics are prone to swings of mood—towards 
anger, shallow sentimentalism or depression—which may pass over into a 
fugue, during which the patient wanders a long way from home. 

The likelihood of dementia later cannot be inferred from the symptoms 
of the epilepsy, except that it is greater if attacks occur very often. Apparent 
dementia may be the result of intoxication with bromide, or of the idleness 
and sterile life in an institution. When there is genuine dementia, it begins 
as a faint loss of interest and concentration, with increased sensitiveness to 
supposed slights, then memory falls off somewhat, the trivial and the impor- 
tant are muddled together, and the patient talks with much circumlocution ; 
he is fond of needless system, assumes and parades virtues he has not, e.g. an 
intellectual] bias or a devout spirit, and is childishly pleased when anyone praises 
him. Later, a profound dementia may supervene, but this is not common ; 
it is open to question whether the changes of character just described are 
necessarily part of a dementing process. It is certain that many epileptics 
who exhibit some of the most disagreeable features of this sort never become 
plainly demented, and that many severe epileptics are free not only from 
dementia but also from these traits. There is ground for regarding this 
impulsive, pretentious, fawning and snarling way of some epileptics as 
partly a variable expression of their constitutional predisposition (to which 
the motor seizures are likewise due), and partly as a reaction to their situation. 
Consequently it is much less evident, or not evident at all, in those who in 
spite of their fits live comparatively normal lives. 


E. INTOXICATIONS 


1. ALCOHOLIC DIsORDERS 


Alcohol is so permissible and trusted a poison, so easy of access for 
those who wish to escape from their troubles, that it is resorted to in excess 
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by maladjusted persons of every type; consequently its effects may com- 
plicate or be complicated by the psychopathic anomaly which favoured the 
taking of the drug, e.g. episodic excitement or depression, anxiety, cerebral 
arterial disease, syphilis, paranoid states, epilepsy, hysteria. The acute 
effects of a single dose of alcohol are either the well-known phenomena of 
intoxication, or an excitement (mania @ potu) sometimes with clouding of 
consciousness. The excitement is commoner in people with cerebral trauma, 
arteriosclerosis, epilepsy, or unstable hysterical personality, and in them 
may lead to acts of violence ; rarely it may occur in normal persons who have 
taken alcohol when they were exhausted or upset. 

In chronic drunkards, a dementing demoralisation can occur. Their 
narrowing of interest, superficiality of thought, weakness of memory and 
moral decrepitude are reminiscent of what happens in many epileptics and 
some early general paralytics. The crudeness and even brutality of their 
conduct is in ill accord with their maudlin prating about virtues and their 
pothouse jollity. The mood of these men can be as labile as their abandon- 
ment to it is constant: they pass from rage to weeping, and laugh soon 
after, with no shame for themselves and no thought for the miseries they 
put on their families. Such degradation is of course far from being the 
rule: some chronic alcoholics become only cheap editions of themselves, 
with their former qualities underlined or smudged rather than defaced ; 
they are perhaps weak and irritable, untrustworthy or lying, but not given 
to savage fury, nor grossly damaged in judgment and social feeling. me 
of them develop delusions, especially of jealousy. They collect, as paranoid 
people of other kinds do, scraps of alleged evidence which they piece together 
to prove their suspicions right ; complicated delusions of persecution, how- 
ever, they rarely develop. Sometimes the delusions of jealousy fade as the 
patient gets more and more facile, but more often they persist as a chronic 
sacra Aiea are of the greatest danger to the suspected wife; murder is 
not unknown in such cases. The nature of the delusions is to be attributed 
in part to the lessened sexual potency of chronic drunkards and to the 
domestic wretchedness and aversion they often create, as well as to the 
same causes as in “ functional”’ paranoid states, where such delusions are 
also common, especially in middle life. 

The symptoms of delirium tremens would appear to differ in nothing 
but severit from the essential symptoms of any delirium (see p. 1824). Some 
observers, however, deny this. The anxiety amounts to terror, mixed oddly 
enough with euphoria; optic and cutaneous hallucinations are vivid and 
restlessness can be extreme. There is almost complete sleeplessness, and 
much disorientation as to time and place, but not as to personal identity. 
The patient’s attention wavers between his hallucinated and his actual 
surroundings, but can usually be caught and held for a few moments. He is 
very suggestible, as most chronic drunkards are; pressing on his eyeballs, 
for example, will very likely make him see whatever one tells him he sees, 
and he will read aloud from a blank sheet if one wants him to. Among 
the visual hallucinations may be miniature ones (micropsia), and many 
illusional perceptions. The content of the hallucinations changes rapidly, 
and 3& false oa dane in one field (e.g. a vestibular one) tends to 
evoke others (e.g. of sight, touch, or hearing). Insight is commonly lacking ; 
afterwards there is patchy amnesia for what has happened in 
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delirium. The death rate, with adequate treatment, has been about one in 
seven ; and of those who die most of the men are under 40, and most of the 
women under 45, 

In acute alcoholic hallucinosis auditory hallucinations of a persecutory 
kind are prominent and consciousness is not notably clouded. It is rarer 
than delir1um tremens, and is more prone to follow a bout or orgy of drunken- 
ness. The patient is frightened, but not obviously out of his mind ; he is 
correctly orientated and may be able to go about his business for days. 
Auditory hallucinations are vivid and insistent, after a premonitory phase 
in which there are sensitiveness to sounds, and roaring, singing, hissing, etc., 
in the ears. Tormenting voices, sharply localised but seldom fastened upon 
bystanders, abuse, threaten or discuss the patient: they may say his wife 
plays him false, order him to kill himself, describe his every movement, 
especially at private moments in the bath or lavatory, cast up his more 
shameful secrets at him, shout his thoughts aloud. There may be many 
voices, of men, women, and children, all talking together and perhaps rising 
and falling in the same rhythm as his pulse. They are so real that the 
patient answers them; he may be in doubt about the presence of his tor- 
mentors and may shout back insults to see if a blow will follow from the 
owners of these evasive pursuing voices. Hallucinations of sight and other 
senses are far less prominent than those of hearing ; cutaneous ones, e.g. of 
being sprayed with a cold liquid, are not uncommon. Delusions are usually 
inconspicuous: they are as a rule attempts to account for the hallucina- 
tions, and they commonly fade out of the picture or pass into a chronic 
persecutory disorder. Flight or acts of violence may result from the 

atient’s fear or anger. Usually it is a matter of only 2 or 3 weeks 
before the hallucinosis clears up, if no further alcohol be drunk ; sometimes, 
however, a delusional state, more rarely a Korsakoff picture, supervenes in 
predisposed persons. After recovery, there is little or no amnesia for the 
events of the hallucinosis. Relapse is to be feared if the drinking goes on. 

The Korsakoff syndrome is not invariably associated with polyneuritis. 
Nor, as stated on p. 1825, is it limited to alcoholism; it can follow 
other severe chemical and mechanical injuries to the brain. In alcoholics it 
is commoner in middle life, developing either insidiously in the course of 
chronic alcoholic demoralisation, or after delirium tremens; women are 
especially prone to develop this syndrome after the delirium. The symptoms 
have already been described. The disorientation, superficial appearance 
of clarity, incapacity for initial perception and subsequent recall (extending 
often to most of the material of memory) yet with retention of some capacity 
for learning by repetition, along with confabulation, dullness of emotion 
and initiative, and grossly impaired judgment make a striking picture. 
Complete recovery is on the whole uncommon, occurring in less than a quarter 
of all cases. The mortality rate is higher in women and older people, in those 
with acute onset and with a red-cell count below 3,000,000, or with a rise in 
the protein content of the C.S.F. It does not correlate with the severity of 
the peripheral neuritis. 

Ciconic Delusional States have been referred to above; they are 
sometimes called alcoholic paranoia, but inappropriately so; jealousy 
is the commonest and most dangerous feature. Alcoholic epilepsy has been 
described. It is no more than a symptomatic epilepsy, often atypical ; some- 
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times in unstable hysterical patients it may be brought about through over- 
breathing when intoxicated. 

Diagnosis.—The diagnosis of alcoholic psychoses must depend much 
more on a history of drunkenness in any patient chan on his clinical psychiatric 
features, none of which are limited to alcoholic disorder. Since, however, 
alcohol is far the commonest cause of most of the toxic abnormalities described, 
it can be safely presumed in some cases in which the certain history of addiction 
is unobtainable. ) 

Differential diagnosis, so far as etiology is concerned, will turn on somatic 
findings, including the results of chemical and biological tests. If the form 
of the disorder is in question, the chief diagnostic difficulty arises with acute 
hallucinosis and the chronic delusional varieties. A hallucinosis of similar 
type can occur in schizophrenia and in affective disorders, but in the latter 
is recognisable by the ideas of self-reproach expressed ; the differentiation 
from schizophrenia is difficult, since in many of the cases the progress of the 
disorder is towards a chronic schizophrenic psychosis, and one may suppose 
that in these patients the intoxication had activated, as it were, the same 
mechanisms as those involved in schizophrenia, or had complicated a schizo- 
phrenic illness. This applies also to the chronic psychosis with delusions of 
jealousy. There is no value in differentiating carefully the clinical varieties 
of alcoholic psychoses, since they overlap. 

Treatment.— Prophylaxis is the mai thing. The incidence of alcoholic 
psychoses in London has fallen to one-third of what it was before the War of 
1914-1918 ; and this may be attributed almost entirely to social influences, of 
which the increased cost of alcoholic drinks is the most effective. Individual 
prophylaxis is scarcely to be considered, save as a by-product of psychiatric 
treatment, since a great proportion of unstable persons are potential 
drunkards, and in any case we cannot yet tell which alcoholics will become 
mentally ill through their drinking. Social prophylaxis is so immeasurably 
better in forestalling alcoholism and the psychoses and degradation that 
sometimes spring from alcoholism, that deliberate individual prevention is 
here negligible. 

When alcoholism is itself to be treated, independently of its ill-effects 
upon mental health, the problem is that of uny eae addiction. Absolute 
removal of the drug is essential, yet this cannot be done unless the patient, 
the treatment, or the environment is exceptional. A suitably exceptional 
environment can be provided by getting the patient into a hospital or home 
where he cannot obtain the alcohol he desires, but the other requirements 
are more difficult to meet. The exceptional patient who after years of excess 
can put aside alcohol while it is within his reach is as rare as the treatment 
that can bring him to this state; and when such a change does occur, a 

reat emotional upheaval, e.g. bereavement, religious conversion, fear of 
acth: has usually led to it. For the most part, treatment of alcoholism 
without restrictions upon access to the drug is a failure; the restrictions 
must at first be imposed from without, not left to the patient’s self-control 
and judgment. He should remain in the hospital or home for a year at least. 
Psychotherapy is an essential feature of the treatment in those cases in 
which inner struggles and neurotic disabilities have been the basis for the 
addiction ; it must, however, be conjoined with social and other measures 
(see p. 1815). Special chemical methods have little or no value. 
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The grosser mental disorders due to alcohol need hospital treatment. 
Delirium tremens should be treated as far as possible without hypnotics, 
which have little effect upon the excitement and sleeplessness unless emplcyed 
in dangerous doses; if any, paraldehyde or hyoscine should be used. Circu- 
latory failure and accidental self-injury are most to be guarded against. The 
continuous bath at body temperature is sometimes beneficial; otherwise the 
patient should be in bed with a minimum of necessary restraint, the company 
of an experienced nurse, and ensurance of adequate diet—mainly fluids and 
glucose and large amounts of vitamin B,. No alcohol should be given. 
Occasionally lumbar puncture is helpful. 

Especial care must be taken against the early discharge from hospital of 
alcoholics with delusions of jealousy. If they have been certified, they ma 
add a deep resentment on this score to their other grounds of morbid hatred, 
and there is grave danger that they may, if they resume drinking, attack 
their wives murderously. 


2. MorpPHINISM 


Only the effects of this belong among the organic disorders ; its causes, 
and the incapacity of the addict to escape from it, are due to social and 
intrinsic factors, not to any physical damage. Weak, unstable, unhappy 
people, e.g. many homosexuals, are most likely to become addicts; it is rare 
to meet an addict who has not shown pronounced psychopathic traits before 
his addiction began ; and few of those who profess to have been seduced into 
the habit by more or less injudicious administration of morphine for some pain 
they had, are in that telling the whole truth. Yet it is a wise caution that 
withholds morphine from all chronic disease that is not hopelessly progressive, 
and hesitates to prescribe it at all for those whose personality or opportunities 
make the risk of addiction greater. 

Symptoms.—These are not at first noteworthy, unless the patient be seen 
during the next 2 or 3 hours after he has taken his drug. The symptoms of 
withdrawal, sometimes severe, are more likely to occur in those whose toler- 
ance has been raised by the habit; they consist of yawning, sneezing, over- 
flow of tears and saliva, fullness in the head, then restless movements, malaise, 
twitching in the face, tremors, palpitation, indigestion, vomiting, diarrhea, 
strangury, sleeplessness, and circulatory upset which may go on to collapse. 

It is difficult to judge how far the drug itself is responsible for the de- 
moralisation that is met with in chronic morphine addicts; probably as 
important in causing it are the psychopathic personality of the addict, and 
the underhand life he must lead. Laziness and lying are frequent, and the 
peaen may resort to subterfuges, or cven crimes, to get his drug. Dementia 

oes not occur ; delirium is rare. The physical effects of chronic morphinism 
are dryness of the skin, hair, and nails constipation and anorexia, partial 
impotence, and poor resistance to infection. 

Prognosis—This is poor as regards recovery from the addiction. The 
more normal the patient’s personality, the better the outlook. After apparent 
cure, however, relapse is frequent, and the outlook is then correspondingly 
worse unless the patient can be stopped from getting the drug. Many 
morphine addicts also take alcohol, cocaine, and such other drugs as they can 
get. Suicide with morphine is not uncommon, for obvious reasons. Death 
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is sometimes the result of cutaneous infections, especially when the patient 
is grossly undernourished. 

Treatment.—This must be in an appropriate institution; general 
hospitals seldom have the necessary facilities. Treatment at home is bound 
to be a failure. It should be impossible for the patient, however skilled in 
stratagems, to get hold of morphine. He should, if possible, contract to 
stay for at least 2 months. The withdrawal of the drug should be abrupt 
and total, except in very debilitated patients; “ tapering-off” prolongs 
the distressing period of withdrawal symptoms and gives opportunity for the 
patient to develop psychopathic reactions and dodges. If the patient’s 
condition demand a gradual withdrawal, this need seldom extend over more 
than a fortnight. When an abrupt end has been put to the taking of morphine, 
the rigours of the first 4 or 5 jays (after which the worst is over) can be 
alleviated by sedatives in fairly large doses, copious fluids, warm baths, 
massage and fresh air; gastric lavage and alkalies help, and for circulatory 
symptoms caffeine may be given, with small doses of morphine also in very 
severe cases. After this phase is past, sleeplessness may still be intractable : 
in giving sedatives or hypnotics for this, barbiturates and paraldehyde, with 
occasional doses of hyoscine, are the safest, but should be used sparingly, 
with frequent changes and, it need hardly be said, complete refusal to let the 
patient know what he is having. Psychological treatment is of great im- 
portance, but there is no specific technique applicable to this addiction. 
To be successful, the psychological treatment requires the co-operation of the 
pee family as well as of the patient himself, and it will be wise for him to 

eep in touch with his physician for years. The great difficulty of getting the 
drug in this country, because of the vigilance of the Home Office, is an im- 
mensely favourable factor after active medical treatment has ceased. It 
: wise for the patients to eschew alcohol and, of course, all hypnotic 
rugs. 


3. OrgER INTOXICATIONS 


Cocainism is very rare in England. The causes and symptoms are 
similar to those of other addictions, e.g. alcohol and morphine. Deliria, 
hallucinations, Korsakoff syndrome, or demoralisation can occur: in the 
former conditions microptic and cutaneous hallucinations, e.g. of bugs under 
the skin, are prominent. A paranoid schizophrenic state sometimes comes 
on, usually clearing up after the drug has been stopped. In treatment what 
was said of morphinism mostly applies here, though withdrawal symptoms 
are far less severe. 

Bromide intoxication is common, and often unrecognised. It is probably 
now in England the most frequent cause, after alcohol, of mental disorder 
due to a drug. All the organic syndromes can occur, usually as complica- 
tions of a pre-existing disorder for which the bromide has been prescribed. 
A delirium and a paranoid confusional state or lachrymose amnesic syndrome 
are the usual forms. In the more long-standing and severe forms cachexia, 
circulatory failure, and even death may occur. Acne and other physical 
signs of intoxication or idiosyncrasy may not be evident. Diagnosis rests on 
the history and the amount of bromide found in the blood, more than 50 
mgms. per 100 c.c. being indicative of a considerable intake or retention of 
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bromide. Treatment consists in complete withdrawal of the drug, promotion 
of its excretion by giving sodium chloride and fluids in large quantities, and 
general physical and psychiatric measures. 

Barlituric acid derivatives, such as barbitone (veronal) and phenobarbitone 
(luminal), can in rare cases lead to apparent euphoric dementia, likely to be 
mistaken for general paralysis because of the ataxia, tremor, articulatory 
disorder, and other neurological signs. Recovery is the rule when the drug 
is stopped. Picrotoxin may be needed for acute poisoning. For the addiction 
itself, essentially the same problems and methods of treatment are in question 
as with other drug addiction. This applies also to ether, chloral, and 
paraldehyde. 

Mercury aud lead poisoning may lead to mental disorder (see pp. 376 
and 366), manganese to a Parkinsonian syndrome with compulsive symptoms 
(reminiscent of encephalitis lethargica) and a mild paranoid or euphoric 
dementia ; and benzene or carbon disulphide may cause delirium. 

Acute carbon monoxide poisoning in rare instances leaves behind severe 
mental disorder of the amnesic-aphasic kind, which may not become apparent 
until several weeks after the recovery of consciousness. More commonly, 
it results in a clinical picture almost indistinguishable from hysteria; this 
may take months to clear up, and is in no wise benefited by psychotherapy. 
oe poisoning by small quantities of carbon monoxide causes neuras- 
thenia. 


F, INFECTIONS AND EXHAUSTIVE DISORDERS 


1. Inrectious ToxaM1As 


Delirium and a Korsakoff syndrome are the more actue, and naurasthenia 
the milder, signs of mental disorder due to an infectious fever. In many 
of the cases, however, in which mental disorder is attributed to “ sepsis ”’ 
or other infection, either the mental changes are unconnected with the 
infectious process or there has not been an infectious process, as is often 
found when one inquires into an alleged attack of “influenza” and finds 
it was nothing of the kind. There are three possibilities : the mental changes 
are mainly due to the infection; they are independent of the infection ; 
they are partly due to the infection and partly to other, usually constitu- 
tional, causes. The depression that occurs in and after many infections 
is usually of the third category mentioned; delirium instances the first 
possibility ; and the second is often exemplified when some non-organic 
syndrome is put down to “latent sepsis’ in the bowel or the tooth socket 
or some rather inaccessible cavity. It is not that infectious toxw#mia is 
always innocent of doing this sort of psychiatric harm, but that it is far 
too often charged with the offence when it is blameless. 

Wherever a delirium or other mental disturbance of one infection differs 
from that of another, e.g. the delirium of t hoid from that of pneumonia, 
the difference lies only in the severity andi duration of the physical effects 
of the intoxication and in the peculiarities of the affected person ; no mental 
symptoms specific to any one infection can be demonstrated. Among the 
individual peculiarities just mentioned must be included a constitutional 
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predisposition or readiness to respond with symptomatic psychoses to mainly 
physical ills. | 

There are a few infections that hardly ever cause mental disturbance, 
e.g. tetanus and diphtheria ; others do so by their local cerebral incidence, 
e.g. malaria or encephalitis lethargica. T'uberculosis, from its chronicity and 
its occasional incidence on the central nervous system, has a special position. 
Its treatment, moreover, especially in the pulmonary form, necessitates an 
abnormal, unsatisfying life for a time, and this with the toxmmia seems to be 
responsible for euphoric or anxious restlessness in which erotic tendencies 
and irritability are often prominent. Spes phthisica is partly attributable 
to toxic euphoria, in part it is a form of over-compensation for fear. 


2. EXHAUSTION AND INANITION 


These, especially if conjoined with some shattering experience—an earth- 
quake, an invasion, a bereavement—bring about severe mental disturb- 
ance, e.g. a twilight-state or a delirium. Hemorrhage and cachexia may 
be responsible for “ light-headedness,” as in advanced carcinoma, or after 
a severe operation. 


G. METABOLIC, ENDOCRINE, AND VISCERAL DISEASE 


1. Mrrasporic DisorRDERS 


Various metabolic disorders can similarly, 1.e. non-specifically, affect 
mental health. Dzabetes, for example, which is especially frequent in families 
with a predisposition to affective psychosis, may be accompanied by transient 
phases of depression, anxiety or excitement which correspond to changes 
in the blood-sugar level, or a ketosis may be ushered in by mild delirium. 
A diabetic pseudoparesis, with peripheral neuritis, may cause slight diffi- 
culty in diagnosis. In children, insufficient carbohydrates may be responsible 
for anxiety, naughtiness, and other disturbances of behaviour. Anomalous 
psychic states may be produced in the rare condition of hyperinsulinism, 
and be mistaken for hysteria or an anxiety state of the psychogenic sort. 
Gout may occur in people predisposed to affective disorder; often a de- 

ressive phase precedes an attack. Alkalosis and anoxemia may each 
i the cause of mental disturbance of the organic type. In pernicious 
anemia there may be symptoms, e.g. an acute confusional state, referable 
to the structural changes in the central nervous system, but more often 
depression occurs without “organic” features; mania can also occur, 
and in some cases a chronic paranoid condition. The more “ organic ” 
the picture, the poorer the prognosis for a return to mental health. Of 
deficiency diseases sige ie is the one most commonly productive of mental 
disorder. It must be remembered that a long-standing anorexia, of psycho- 
enic origin, or occurring in the course of a chronic melancholia, may iteelf 
ead to a pellagroid condition, so that the symptoms of mental disorder will 
then be those of the original illness plus those due to the deficiency. The 
clinical picture is sometimes very like that of hysteria; or the usual organic 
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syndromes may be produced, especially florid confusion with perhaps 
hallucinations of fire. 

In the metabolic disorders just mentioned the physical phenomena are 
relatively coarse and obvious. It is in some cases proven and in others highly 
probable that less obvious metabolic disturbances are either among the 

rimary symptoms of ‘ functional”? mental illness, or are its pathological 
basia The acid-base equilibrium and the electrolytes of the blood, the meta- 
bolism of carbohydrate, fat, and protein, and the chemical regulation of the 
vegetative activities are all, in such forms of mental illness as schizophrenia 
and mania, subject to changes which have not as yet been used in the pathology 
or treatment of these conditions, because the findings are not sufficiently 
constant or specific ; it is also likely that our methods of investigation are not 
delicate enough. 


2. EnpocrinE DisorpDERS 


These play a more prominent réle in the investigations than in the clinical 
practice of psychiatry. Many endocrine preparations have, it is true, been 
paminietered to schizophrenic, sexually perverted, and melancholic patients, 
either empirically or in accordance with a premature and ill-devised theory, 
but the good results of all this are negligible. CEstrin treatment of meno- 
pausal neuro-vegetative symptoms is a rational procedure. The blind use 
of - endocrine glands in the theory and practice of psychiatry has had 
its day. : 

Exophthalmic goitre is more prone to occur in anxious, nervous people, 
especially after some sudden shock. The usual concomitants—restlessness, 
tension, irritability, difficulty of concentration, and liability to sudden 
changes of mood—may be ges eagabe by a definite mania or depression 
and, if the disease be severe or advanced, delirium and confusion may super- 
vene. Though such organic syndromes mean as a rule a bad prognosis, they 
sometimes clear up dramatically after operation. The interaction of consti- 
tutional and psychogenic factors with the actual thyrogenic intoxication 
makes some treatment of the anxiety by psychological as well as other methods 
desirable in many cases of exophthalmic goitre, either as a preliminary or 
supplement to partial throidectomy. 

In adult myxadema the slowing of mental activity may sometimes be 
accompanied by a chronic paranoid psychosis, or there may be a phase of 
excitement with hallucinations ; the variety of syndromes that can occur is 
referable to pre-existing constitutional tendencies and to the varying severity 
and rapidity of development of the thyroid deficiency. An apparently 
“ functional ”’ syndrome may precede the overt myxcedema. 

Juvenile and congenital myxcedema is described elsewhere (see p. 495). 

Tetany may be signalised by epileptiform seizures, or there may be a 
pee to psychogenic fits; thus the patient may spontaneously over- 
‘breathe until a sufficient disturbance of calcium, etc., results in an induced 
convulsion. Hysterics sometimes use hyperventilation in this way to induce 
a passing tetany. In severe tetany a resistive lethargy or an excited incoherent 
confusion may occur. 

Pitustary diseases are more often accompanied by mental symptoms that 
are a comprehensible reaction to the physical symptoms than iF organic 
syndromes ; the latter when they occur may be due to increased intracranial 
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tension. In acromegaly, depression, reserve, touchiness, and irritability are 
not surprising, though some acromegalics remain cheerful as long as their 
disabilities are moderate, and sometimes there is a blindness to the disease, 
a lack of insight, even when it is advanced. In dystrophia adiposo-genitalis 
a rather childish placidity may be met. In adiposis dolorosa depression may 
be severe, or hysterical symptoms may develop. Simmonds’s disease may be 
accompanied by depression, severe anorexia, reaction to the psychosexual 
disturbance, and, in the later phases, by organic syndromes due to the 
cachexia. Similarly, disorders of pituitary function have been found in some 
cases of “ anorexia nervosa.” In Cushing’s basophil syndrome depression 
and other mental disturbances can occur: we have seen a severe paraphrenia 
develop during the course of the illness. 

Addison’s disease is accompanied by a neurasthenia of which for a time the 
physical basis may be quite overlooked (as may also occur in myasthenia 
gravis) ; in the later stages delirium has been known to occur. 

Sexual epochs may in women be associated with mental disorder of the 
organic type, e.g. some psychoses of pregnancy and the puerperium. Durin 
pregnancy plain psychosis is rare, but hysterical symptoms, depression, an 
anxiety are fairly common, especially if the mother is reluctant to have another 
baby ; a gross psychosis may, however, break out during the latter months of 
pregnancy. The organic mental syndromes may develop along with poly- 
neuritis, eclampsia, or chorea gravidarum. Termination of the pregnancy is 
called for on account of the mental condition when there are symptoms of 
organic psychosis which are likely to get worse, a history of suicidal attempts 
or infanticide in connection with previous pregnancies and a depression again 
in this one, or if on other grounds there is a clear risk of suicide or other 
untoward result of the mental illness, should pregnancy continue. The 
decision is often a very difficult one, requiring an expert knowledge of 
psychiatry for the careful appraisal of eetiology and prognosis essential in 
every case. The question must turn mainly on the therapeutic value of 
terminating the pregnancy, so far as the mother’s mental state is concerned, 
as well as upon the stage of pregnancy reached. 

In the puerperium “ functional” psychoses often develop in predisposed 
women ; if there be septicemia as well, a confusional state or a delirium, 
followed by a period of neurasthenia, may occur. In many cases the delirious 

uerperal psychosis clears up in a week or two ; the more endogenous varieties 
have sometimes a less satisfactory outcome than their form and onset suggest. 
Infanticide may occur in a puerperal psychosis, especially if the mother has, 
while pregnant, felt resentful at having a baby or been troubled by murderous 
preoccupations, e.g. obsessions. Psychoses of lactation are rare, and seldom 
of the organic ed se Menstruation is apt to be associated with depression, 
irritability, and languor in many women, especially pang the few days 
before the period begins ; there are no menstrual a here ut the liability 
to suicide and to psychopathic reactions is somewhat higher at this time. 
Puberty and the climacteric are periods of stress during which schizophrenic 
and affective disorders may occur. The effects of castration are dependent 
on the age at which the gonads are removed: intellectual development is 
unaffected, but the emotional and conative activities of those castrated in 
adult life may be impaired. Neurasthenic symptoms are frequent, and in 
women anxiety symptoms may appear. 
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3. ViscERAL DISEASE 


This may be directly responsible for mental disorder of the organic 
type. Thus cardiac disorders predispose to an anxiety, which at night may 
take the form of mild delirium, with restlessness, terror, disorientation, and 
auditory and sometimes visual hallucinations. With improvement in the 
circulation, the mental symptoms disappear, or remain only as a moody 
unrest. Reference has already been made to arterial hypertension (see 
p. 1829). The connection between alimentary disorders and neurasthenic 
states is well attested, and is striking in children. Jaundice may be accom- 
panied by severe depression, but seldom leads to delirium, save in the case 
of acute yellow atrophy. Ura@mia may disturb consciousness greatly, in 
the form of any of the organic syndromes, from a twilight-state to a euphoric 
dementia ; a Korsakoff condition can occur, but is infrequent. 


H,. MENTAL DEFICIENCY 


As already stated, there is nothing in principle to separate these 
from other forms of cerebral impairment save that they occur at an 
earlier stage of life. As with mental disorder, they shade into normality 
so that no man can say where stupidity ends and feeble-mindedness begins. 
Again, as with mental disorder, the same clinical picture may be due to 
a variety of causes ranging from heredity to trauma. They are, moreover, 
delimited rather by social than by other criteria, and they are not definitely 
associated with any constant pathological findings. In that they are capable 
of only limited improvement when well established, and that the intellectual 
functions are more obviously damaged than any others, their similarity 
to dementia is easily seen. They are not by any means cases of purely 
intellectual defect ; they represent, it is true, one extreme on the scale which 
has people of great intellectual ability at its other end; but they are also 
examples of a general impairment of mind, affecting the emotional and 
conative functions, and often associated with a more general impairment 
of the whole organism, which may be seen in its physical structure. Since 
the milder forms are indistinguishable (except on an arbitrary reckoning) 
from what may be termed normal stupidity, it is difficult to use rigorously 
the official definition of mental defect, as a condition of arrested or incomplete 
development of mind existing before the age of 18 years, whether arising 
from inherent causes or induced by disease or injury; but the description 
is serviceable. It should be recognised that, just as “ psychosis ’’ differs 
from “ neurosis ” only in a rough social sense, turning on the need for special 
care; and “neurosis” from “normality” only in respect of the limitations 
the former imposes on one’s daily life as a social organism, so does the dis- 
tinction between normality and feeblemindedness, and between gross or 
certifiable deficiency and the lesser forms, turn on the social adaptation of 
the n in question. To complete the points of similarity there is recog- 

ised a ‘“‘ moral defectiveness,’’ which has its parallel in some kinds of “ psycho- 
pathic personality.” The effects of encephalitis lethargica, parenchymatous 
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syphilis, and thyroid deficiency upon the‘ mental state and development at 
different ages, or the varying results of amaurotic familial idiocy in the 
infantile and the delayed juvenile form, illustrate how important is the 
stage of growth or maturity at which damage is done. 

fEtiology.—The common division is into primary and secondary, 
though an alternative distinction has been proposed between those who 
represent the lower extreme of normal variation (the “ subcultural ” group) 
and those in whom a gross structural pathology is discoverable. The primary 
or hereditary group is a large one, making up approximately three-quarters 
of all cases of mental defect. This is an estimate arrived at by independent 
workers, but likely to be changed as we acquire better methods of deter- 
mination and subtler views of the interplay between environment and 
heredity. The grosser the deficiency the less important the hereditary 
factor, except in some rare well-defined anomalies, such as amaurotic idiocy. 
Familial concentration of a given form of defect is specific for each clinical 
type. Dominant inheritance is more evident in the families of simpletons 
than of idiots. An incompletely dominant single factor or a combination of 
several genetic factors may be responsible. The mode of transmission of 
amaurotic familial idiocy and of phenylketonuria is recessive ; that of epiloia 
dominant. 

The environmental causes are prenatal (e.g. mongoloid idiocy), con- 
genital, or infantile (e.g. birth injury to the brain, meningo-encephalitis, 
hydrocephalus, cerebral syphilis). Various poisons and deficiencies may 
be responsible, as in the well-known instance of cretinism, as well as certain 
malformations of the cerebral tissue, e.g. microgyria and porencephaly, and 
of the cranium, e.g. oxycephaly. Sensory defects, as in a deaf-mute, may 
greatly impair mental development. It is possible that some cases of schizo- 
phrenia beginning in the first few years of life are indistinguishable from 
mental defect and are diagnosed as such ; in more general terms, it may be 
said that the mechanisms commonly implicated in the adult illness schizo- 
phrenia may be those chiefly affected from the beginning in some cases 
diagnosed as mental defect. 

Pathology.—In many cases there are no significant findings; this is 
particularly the case with high grade defect. It is probably impossible 
from the histological appearances to infer the extent of hereditary or exogenous 
causation. Developmental anomalies, such as general hypoplasia and 
macrogyria may, however, be mingled with evidences of a past lesion, as 
in porencephaly or hemiatrophy, or with signs of a disease actually present, 
as in amaurotic idiocy, cerebral lues, and tuberose sclerosis. 

Symptoms.—The customary classification is into idiots (who are too 
defective to be able to guard themselves against common physical dangers 
like falling into the fire), and imbeciles and feeble-minded persons (who 
need to be looked after because of their incapacity to manage their affairs 
or to profit by instruction). Imbeciles cannot earn their living; the feeble- 
minded cannot get on in an ordinary school, but may learn a good deal 
in a special school and be able to earn a living. The criterion is in each 
case mainly a social one; the same is true of “ moral defect,” t.e. mental 
defect coupled with strong vicious or criminal propensities. Although these 
terme are defined in an Act of Parliament, they are vague and of adminis- 
trative rather than medical use. At attempt has been made to render 
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them more precise by psychometric means: the customary tests for mental 


age are applied, and if the subject’s intelligence-quotient (—— = =e = 


be less than 20, he is called an idiot ; if it be between 20 and 50, an imbecile ; 
if between 50 and 70 feeble-minded. It must, however, be recognised that 
though mental defect is mainly a matter of intellectual capacity, it is not 
solely this, and that intelligence tests, however valuable and trustworthy, 
cannot “ide a complete indication of the degree of mental defect. Even 
the intellectual defect may be uneven, showing much more in some tasks 
than in others, and it would be an error to suppose that a mentally defective 
person with a mental age of, say, 94 years is mentally in the same state as 
a normal child aged 9} years. 

The physical symptoms are chiefly due to lesions of the central nervous 
system: birth trauma may have bed to paralysis, spasticity, athetosis ; 
or there may be evidence of an inflammatory condition of the brain and 
its membranes, as from syphilis. The whole clinical picture may be greatly 
coloured by the motor disturbance, e.g. continual rocking and twisting 
movements, grimaces, and abnormal posture. The special senses may be 
affected, as the result of an independent anomaly, e.g. coloboma, misshapen 
ears; or from a common cause, ¢.g. interstitial keratitis, the retinal changes 
of amaurotic idiocy. It is dubious whether the “stigmata of degenera- 
tion,” such as a “‘ Gothic ” palate or a Darwinian tubercle, occur any more 
frequently among defectives than in the rest of the population: at all events, 
there are none that can be used diagnostically, except in the case of mongoloid 
idiocy. There are, however, some correlations between somatic anomalies 
and mental defect. Thus, there are more physical defects among these 
people than in the average population, and this becomes more evident as 
one looks lower in the scale of mental defect, in which skeletal and cardio- 
vascular anomalies may fairly often be found, sometimes, but not always, 
ane to thyroid or pituitary disorders. The mongoloid variety is described 
below. 

The mental symptoms are lack of intelligence and of the normal exercise 
and control of primitive tendencies. This may be extreme, as in idiots, who 
cannot be taught to feed themselves and keep clean or who can only just 
recognise their cag deena and make their elementary needs known—they 
are, indeed, much less intelligent than an animal. Imbeciles are usually 
incapable of learning and remembering any but very simple matters. They 
may, however, be able to do automatically what they cannot understand or 

ut to independent purpose: thus, ‘‘ idiots savants ” are especially clever at 
Scing mental arithmetic, recalling dates and other such operations. What 
imbeciles manage to learn they cannot utilise in any but the most familiar 
circumstances. Abstract concepts are too hard for them, and their judgment 
is as poor as their grasp or awareness of what is relevant in any situation. 
Though in many ways suggestible and accessible to flattery, they may be 
obstinate and egotistical, and readily fall into antisocial courses, e.g. pro- 
stitution, vagrancy, crime. Crude sexual offences or murder may be com- 
mitted as lightly as some minor deception. The personality of imbeciles 
varies widely: some are docile and kindly, others rough or deceitful and 
vindictive. It depends much on their upbringing. It has been found that in 
satisfactory conditions only about 8 per cent. of defectives show antisocial or 
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troublesome behaviour. But though the deviations of personality may not 
lead to delinquency, it is common to find in mentally deficient persons defects 
of temperament and character, as well as of intelligence, which are reflected 
in social inefficiency. This is most important in the feeble-minded, who 
have intelligence enough to learn an occupation; whether they can earn 
their living by it will depend on their character and the way they have been 
brought up. 

any persons who are high-grade defectives, when measured by formal 
tests, are not taken to be such because of their social adaptability, their 
fluency and capacity for keeping their head above water as long as economic 
and other stresses are light. There are instances of people classed as mentally 
defective during childhood, because of their backwardness in school and their 
low score in tests, who later in life amass money by their own efforts, or even 
hold a responsible position. A majority of high-grade defectives, however, 
live dependant and often troublesome lives ; at most they do simple repetitive 
work. Many of them are unstable creatures, whose psychopathic personality 
may be sufficiently antisocial for the term “‘ moral deficiency.” to apply to 
them. Hysterical trends may show themselves in crude phenomena, e.g. 
convulsions, counterfeit insanity or fantastic lying ; and religious and artistic 
pretensions may take in gullible followers and even lead to the founding of 
ephemeral movements. 

Defectives are prone to disturbances of mood, sometimes arising out of 
awareness of their inferiority and its social consequences, Sudden outbursts 
of excitement may show similarity to manic or catatonic hyperkinetic states ; 
they may be accompanied by a paranoid hallucinosis, mainly auditory, . 
which clears up with startling rapidity in a day or two. In respect of these 
psychotic episodes, defectives are like epileptics and juvenile encephalitics, in 
whom a cerebral impairment has likewise occurred before the attainment of 
maturity. Some of the morbid phenomena, especially in idiots, are very 
similar to the disorders of motility seen in schizophrenics, because, it may be 
assumed, the same bodily mechanisms are implicated. 

The mongoloid type of idiocy is characterised by striking physical features, 
Probably the outcome of intra-uterine conditions, it is most frequent in last- 
born children in a large family, or in children born of elderly mothers ; parental 
syphilis may occasionally be the cause. In many cases the brain-stem and . 
cerebellum have been disproportionately small, and other signs of maldevelop- 
ment have been Soparbed: ? is likely that hereditary factors of a recessive 
nature also play a part. The condition is usually present from birth ; physical 
growth is slow, and has stopped by the time the child is fifteen. Defective 
growth of the skull, leading especially to abnormalities of the base and the 
orbit, are responsible for the peculiarities of cranial shape. The pituitary 
gland has been reported as showing an increase in eosinophil cells and defici- 
ency of basophil cells. The appearance of these usually happy idiots and 
imbeciles is rather suggestive of a Mongol or of a footus. The skull is small 
and round, and the junction of occiput and back of neck flat ; an epicanthic 
fold across each inner canthus, narrow tilted eye-slits and lids without lashes, 
red cheeks, fissured and often protruding tongue, stubby depressed nose 
with nostrils looking forward, irregular late-appearing teeth, coarse hair 
on the scalp, small facial bones and occasional neurological anomalies, such 
as nystagmus, make the head of every mongoloid a disagreeable but ready 
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index to his disorder. That the disorder is a general one the rest of his bod 
testifies ; his limbs are lax and over-mobile at the joints; he has broad, 
clumsy feet and hands, with short fingers and a crease running straight 
across the palm, protuberant belly and low stature; and perhaps a con- 
genital cardiac lesion. The similarity in a few respects to juvenile myxcedema, 
and the occasional concurrence of the two conditions sometimes make 
differential diagnosis difficult ; not all of the signs here mentioned need be 
present in any one case. On the mental side, there is 4 liveliness and ami- 
ability not often seen with so much intellectual defect: the patients like 
music and little jokes of a primitive sort; they will imitate gestures, but 
seldom learn to speak properly with their rough harsh voices. 

The forms of deficiency due to thyroid insufficiency and cerebro-macular 
degeneration are referred to elsewhere (pp. 1844 and 1624). Hmilota is 
the name given to the rare condition in which tuberose sclerosis of the 
brain, adenoma sebaceum and tumours of the kidney and heart may be 
associated ; epilepsy is common, and there are gross mental disturbances. 
Gargoyligm is a rare chondrodystrophy, with hepato-splenomegaly and mental 
deficiency. Phenylketonuria may be recognised by the characteristic meta- 
bolic disturbance. It is a hereditary disorder, due to a single autosomal 
recessive gene. 

Diagnosis.—Recognition of gross mental deficiency calls for no skill. 
The degree and kind of impairment, however, and the somatic variety or 
cause have to be worked out in every case. The latter problem—a minor 
one, except in the case of juvenile myxcedema and syphilis—is to be settled 
by careful physical examination and inquiry into the history. The former is a 
matter of assessing intelligence and social aptitude. 

The assessment of tntelligenos is nowadays a matter of giving the patient 
tests which have been standardised on average samples of the population. 
What is average or normal at a given age is therefore known, and the defective 
child’s performance can be compared with this. The most popular and 
serviceable tests are modifications of those put forward by Binet and Simon 
in 1908. As these may give a rating that depends unduly on the child’s 
educational opportunities and facility in language, and may not indicate 
special abilities, e.g. in mechanical matters, many other tests have been worked 
out which supplement or, in certain cases, replace the Binet scale. A child 
under the age of 5 cannot be satisfactorily dealt with by the Binet tests, 
which moreover have only limited value for measuring the intelligence of 
adults. It is difficult to agree about what in a normal child must be regarded 
as the limiting age at which he becomes of adult intelligence ; it is generally 
taken as 14 or 16 years. In all tests the emotional state of the subject is a 
factor that influences his performance. The emotional reactions to being 
tested must be taken, along with responses to more familiar situations, ¢.g. at 
home or at school, as evidence of the soundness or instability of the child’s 
personality ; by such criteria must be judged the social development of the 
patient, his fitness for living in the community or being put under lasting 
surveillance and control. 

Treatment.—Propuy.actic.—Hugenic measures are desirable for the 
rare hereditary conditions, like amaurotic idiocy, and in the case of those 
imbeciles and feeble-minded in whom genctic rather than environmental 
causes have been responsible for their maldevelopment and who are capable 
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and desirous of procreating—idiots do not procreate. Voluntary sterilisation 
for eugenic reasons has been pasorimended by a Departmental Committee, 
but has not yet been explicitly sanctioned by law. Birth control, therefore, 
is the eugenic measure to be advised in cases in which defectives seem likely 
to transmit their defect ; unfortunately few such defectives can be relied on 
to observe contraceptive precautions effectively. Segregation may indirectly 
serve the same end. Well-managed parturition and treatment of parental 
syphilis are the only other practicable ways of forestalling defect. 

Educational and social——Much improvement may be attained by the 
training of defectives: it is work for experts. ere there are special 
disabilities, e.g. of the senses, or of such capacities as reading and writing, 
attention to these may lift the child out of the class of mental defectives 
altogether. Whether the child lives at home or in a colony or institution 
will depend not only on the degree of his intellectual and social deficiency, 
but also on the adequacy of his home circumstances. There are many kin 
of provision for the care of the 300,000 defectives in England and Wales, 
ranging from special schools and statutory supervision to mental hospitals ; 
40,000 defectives are in institutions and nearly 35,000 are under statutory 
supervision. Well-run colonies serve to socialize many defectives hitherto 
vicious or violent, who can then go out and live more or less usefully in the 
community. Some, however, prove intractable, especially those who have 
epileptic fits. 

Physical.—The bodily disturbances, e.g. contractures and paresis, call 
for orthopedic treatment, which sometimes indirectly benefits the mental 
state. The treatment of the forms due to thyroid deficiency or syphilis is 
described elsewhere. 


AFFECTIVE DISORDER 


This is of three types : 
1. Manic excitement and hypomania. 
2. Melancholia and mild or neurasthenic depression. 
3. Agitated depression and anxiety state. 


There is in each case a major and a minor form. Each is related to a 
more or less characteristic personality, and for each the cause of occurrence 
may be chiefly environmental or chiefly hereditary. Combinations are 
frequent (mixed forms), or there may be successive appearance of the different 
types, often with an interval between the attacks. A benign outcome or 
periodic course is the rule for the major forms, but not for the minor, which 
often tend to become chronic. This is partly because the environment can 
have more influence, whether for good or bad, on the course of the minor than 
of the major, more explosive and sweeping, forms. It would be a very 
convenient thing if endogenous cases could be sharply differentiated from 
psychogenic ones, as in the Kraepelinian scheme, but it cannot be done. 

4Etiology.—IntTRIns10.—Heredity is the most constant single cause. 
Research has been mainly into the major manic-depressive cases. The 
genetic factor is weakly dominant. It may be that more than one gene is 
concerned, but this is hard to tell, because the predisposition to an affective 
disorder may be latent in persons who have not been subjected to the stresses 
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that would make it manifest, and consequently the usual Mendelian figures 
are not obtained. The present state of knowledge is illustrated by studies 
on manic-depressive twins, among whom 69 per cent. of those monozygotic 
(t.e. with identical heredity) were alike affected with the disorder, while the 
corresponding figure was only 16 per cent. for the dizygotic pairs (t.e. with 
dissimilar heredity). In the 31 per cent. of monozygotic twin pairs who were 
not alike in respect of mental illness, the difference must have lain in the 
environment, thus showing the relative importance of external factors in 
causing the inherited tendency to become manifest. Although not manifest 
as illness, the inherited tendency may express itself in bodily and mental 
constitution. 

The bodily habit that is found in a majority (not the overwhelming 
majority) of those with affective psychoses is called “ pyknic.” It is best 
seen in men after the age of 30. It is characterised by large visceral cavities 
(head, thorax, belly), a tendency to fat on the trunk, slender shoulder girdle 
and extremities, stocky build, a broad face on a short massive neck, thick 
receding hair and, later, baldness, venules on the cheeks, and a disposition 
to arthritis, gout, diabetes and especially arterio-sclerosis. As this John 
Bull build is so common in mentally healthy people, it cannot be regarded 
as a precursor of mental illness, but only as an indication that some of the 
constitutional and genetic causes, or biological requirements, for affective 
psychoses are present. 

The same is true of the mental constitution or personality. Here there 
are several groups, shading off on the one side, by way of cyclothymia and 
other intermediate forms of mild disorder, into definite affective psychosis, 
and on the other into normal and stable personality. There are those with 
a pervading gloominess, pessimism and feeling of insufficiency that spoils 
their lives; others who are for ever anxious, keyed-up, wondering whether 
something has gone wrong or will go wrong, and whether it is their fault— 
careworn worrying creatures; while a third group is made up of the lively, 
enterprising, confident, sociable people, whose euphoria is patent. Irrita- 
bility may be found in any of these groups, especially the second and the 
last. Contrasted or different features are often found mixed in the same 
patient. The most striking characteristic of the personality of manic- 
depressive patients is their ready responsiveness and lability of mood ; 
they fluctuate with their surroundings, and in many instances pass 
suddenly and with small occasion from one mood into another far removed 
from it. 

The signs of affective illness may appear in childhood, though major 
outbreaks of mania, depression or agitation are rare before puberty. When 
these occur, the phases are usually brief and the environmental influences 
strong. Milder forms are often regarded as normal, since night-terrors and 
other fears, mischievous gaiety and sulky gloom are all familiar enough in 
children ; it is the degree, occasion and persistence of the affect which must 
decide whether it is morbid. 

The psychological crises of puberty are only occasionally affective— 
chiefly self-reproachful depression or agitation—but during adolescence 
the illness becomes more frequent: it seldom, however, calls for mental 
hospital care. Hach menstrual period may be accompanied by depression 
or restlessness, usually coming on about two days before the period. In the 
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third decade of life the number of cases steadily rises, and there is another 
peak in frequency between the ages of 45 and 55. The latter, ‘ involu- 
tional,” cases show the influence of age strikingly, so much so that they are 
often considered as separate disorders. 

There is little to choose between the curves of age incidence for morbid 
ae and morbid anxiety of whatever degree ; for mania the frequency 
18 highest before the age of 30, as also for affective illnesses with a strong 
confusional flavour. Pregnancy is frequently accompanied by depression 
and agitation; psychological factors are mainly responsible. After child- 
birth, though there be no septicemia, affective illness can occur, running a 
typical and often lengthy course. 

The female climacteric is a time when anxiety usually mounts, and 
is accepted as an ineluctable effect of ‘ the change.” It may become definite 
illness, persisting even for two or three years. It is doubtful whether there 
18 & dee connection between the endocrine causes of the menopause and 
so-called climacteric insanity ; the melancholia then coming on 1s like the 
melancholia of five or ten years later, or the melancholia of middle aged and 
elderly men in whom the endocrine changes are not the same. The influence 
of sex as a whole is obscure. Women have this illness more than men, though 
the manic form is relatively more frequent in men. The reactivity is often 
greater and the syndrome less clear-cut in women. 

There are geographical differences, sometimes thought to be racial, in 
the incidence, but the little that is known points to environmental rather 
than intrinsic causes for this. It has been suggested that affective psychoses 
are commonly linked up with high intellectual gifts; another says they have 
affinity with mental defect. The former statement has much better support 
than the latter, but both probably are fallacies depending on the material 
selected for study. 

Extrinsic.—Physical.—Chronic toxemia and acute infections, especi- 
ally influenza and pneumonia, can be responsible for the illness. Various 
drugs help to heighten the anxiety to a morbid degree, e.g. alcohol in certain 
circumstances, insulin, or hyoscine. Cerebral trauma may provoke an attack. 
The list of physical factors could be much added to, but it must be borne 
in mind that wherever a distinctive, rather than incidental, physical cause 
can be found, the condition passes over into the category of organic 
psychoses. The most difficult cases in practice are those in which there is 
a question of cerebral arterio-sclerosis or exophthalmic goitre; the affective 
disorders indisputably due to these two diseases may be quite indistinguish- 
able from others for which there is no such organic basis. The problem here 
is clinical rather than fundamental; since vascular, cerebral, endocrine and 
autonomic functions are particularly concerned in the mechanism of emotional 
change, certain disturbances of the physical apparatus will necessarily be 
accompanied by many of the psychological phenomena of these emotional 
changes. The depression of paralysis agitans and the anxiety of coronary 
disease are of the same order. The notion that coitus interruptus and other 
sexual practices produce anxiety is unfounded, but they may contribute to it 
by psychological means. 

Deychi .—A recent misfortune may be the cause: of such, there is a 
great variety, ranging from commonplace to tragic. sf calamity to which 
human beings are liable may provoke an affective breakdown. Sometimes 
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it is induced by the insanity of a close relative. However trivial it seems to 
outsiders, the event that has prone an affective attack has been felt 
as a catastrophe by the patient ; there are no records of great and sudden 
happiness causing an affective psychosis. The nearest approach to a specific 
connection between the precipitating happening and the t of affective 
illness is seen in the anxiety disorders which follow a terrifying experience 
such as exposure to shell fire and bombardment from the air; morbid depres- 
sion following bereavement, financial setbacks or degradation is an under- 
standable response, it is true, but to ascribe the type of response directly 
to the nature of the experience is specious, since on another occasion it may be 
with hilarious mania that the calamity is met. 

Moreover, the experiences of a lifetime will have determined what calami- 
ties are most felt; they need not be calamities in other people’s eyes at all. 
Experiences, spread over years, are the common extrinsic cause of the more 
chronic neurotic forms of affective illness: this applies least to chronic 
hypomania. In these chronic conditions the patient’s own behaviour has so 
much to do with what happens to him, as it were, from outside that to separate 
extrinsic from intrinsic is very hard. 

Pathology. — The physiological changes are characteristic only of 
emotional disturbance, not of morbid emotional disturbance ; and therefore 
they are not of diagnostic value. They consist in lability of blood-pressure 
and pulse-rate, abnormal motility of plain muscle, especially in the alimentary 
tract, carbohydrate disturbances, variations in either direction of the rates of 
salivary and other secretions, and decreased psychogalvanic activity. The 
changes are variable from patient to patient and are not always discoverable. 
More significant are changes in basal metabolism, weight, sleep and men- 
struation ; loss of weight is the rule during the illness. Irregularity of menses 
and then amenorrhea often occur. Hypercholesterinemia, rise in the blood 
iodine content, changes in the K/Ca ratio, and diminished cellular respiration 
have been alleged, not as yet conclusively. 

The psychological changes, in spite of great external differences, have the 
following in common: the morbid phenomena are in accordance with the 
prevailing mood, though not wholly derivable from it; thought is less pur- 
posively directed to impersonal ends than it would normally be, but more 
purposively to personal ones; there is a small number of topics of pre- 
occupation in each patient, but his ways of arranging and embellishing them 
can be many; the whole body (or parts of it) often receives much of the 
patient’s attention, because of more or, it may be, less feeling in it (hypo- 
chondria, depersonalisation) ; misconstructions abound, with consequent 
ideas of self-reference and persecution as well as misidentification; and 
there is a feeling of inner tension, unrest and excitement, however apathetic 
or care-free the patient’s demeanour. 

The seemingly greater quickness and capacity of manic patients has not 
been confirmed by psychomotor, intellectual and association tests; hypo- 
manic patients sometimes, however, do better than in their normal state. 
‘This can be compared to the effects of increasing doses of alcohol. Patients 
with affective disorder are more irritable and excitable than 1s normal. 
Time ee may be grossly disturbed: personal time seems to pass 
very differently from clock time ; time may seem to stand still; no future 
is conceivable. Perplexity may be conspicuous, and explanations of this 
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in terms of Gestalt psychology, conditioned reflexes, and toxemia have 
been proffered. __ 

The effects of experience in bringing about this illness cannot be ex- 
plained inyterms of a logical and coherent system, unless one accepts the 
premises of that system and infers what cannot be observed. Consequently, 
as there are several such psychological systems, there are several explana- 
tions. They state the conjectured ways in which instinctual energy or libido 
may become misdirected because of environmental conditioning, frustration 
and loss. It is possible to eschew such conjectures and at the same time to 
see the conditioning, the threats, frustration and loss that have under- 
standably brought the patient to an excess of sadness, excitement or fear. 

Symptoms.—Symproms or Mania.—There is excitability of mood and 
movement. The mood is mostly one of jollity, rather infectious, but likely 
to become boring or overbearing ; occasionally it turns to anger and resent- 
ment. Itis labile ; tears will flow readily on some trivial occasion, to pass into 
laughter in a twinkling. 

Thinking is apparently rapid. There is flight of ideas, with successive 
words and phrases loosely connected only by similarities of sound or chance 
associations. Consequently, the patient wanders from the point; whether 
he can come back to it depends on the severity of his condition. Jokes, 
self-praise, flighty comment on his surroundings, and facile optimism make 
up the tenor of his exuberant conversation. Nevertheless, the number of 
topics he touches on in the course of the day is often more limited than if he 
were in normal health: he reverts to a few matters over and over. He may 
criticise himself, with cynical bitterness or humour, as he criticises others ; 
he may talk a lot about bodily disturbances, e.g. his varicose veins or his sore 
throat. His mood and expression are consonant with what he says. He is 
distractable, herein seeming at the mercy of his sensations and of every 
small detail, whether it be inside himself or, as is more common, connected 
with things about him. Judgment is impaired. 

Delusions are less common than distortions and misstatements. People 
are wilfully called out of their names, events misrepresented, bodily sensa- 
tions exaggerated, and accusations of ill-treatment or persecution irresponsibly 
preferred and sometimes long persisted in. The more confused and excited 
the patient, the more likely to be deluded and even hallucinated. Most of the 
seeming hallucinations are fagons de parler or illusions ; sometimes the patient 
is, as it were, pretending or acting the part of a hallucinated person. 

Activity is exaggerated, and in severe cases incessant. Its object may 
change from moment to moment, but sometimes the main end 1s kept per- 
tinaciously in view. The patient, if tactlessly thwarted, gets angry, sulky 
or violent. He feels very strong, and seems untiring. He bas many schemes, 
of an optimistic cast, and, in the course of putting them into action, may be 
extravagant, inconsiderate or interfering. Sexual excesses or drunkenness 
may occur and bring much harm, especially when the patient is a young 
woman. Troubles with the police arise through silly pranks or self-confident 
exploits. 

P Sleep is brief but deep. In the early and mild stages the patient looks 
exceptionally well, but after weeks or months of over-activity and little slee 
he looks exhausted, with sordes on his lips, hoarse voice, drawn skin an 
perhaps less total activity but many unfinished little movements. Food is 
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welcomed in the mild stages ; when the activity is great, the patient does not 
give himself time to eat, but plays with his food or is continually diverted to 
something else. Sexual desire is at first heightened but potency less. 

The symptoms vary widely in degree. Mild hypomania may be an 
enviable time of well-directed expansive energy, unencumbered by some 
habitual restraints ; gross mania may be a delirious, hallucinatory condition, 
with incoherent talk and little free activity. 

Symproms or Drpression.—In the early stages or milder forms, the 
patient finds concentration and recollection difficult, he has less interest and 
pleasure in life, he feels that this world is unreal and himself changed, he 
dreads effort or responsibility. 

The mood is one of grief and misery, looking in every direction for material 
to feed on. The past supplies peccadilloes or graver lapses ; what is wretched 
in the present is dwelt on inordinately ; the future is foreseen as hopeless 
ruin. Anxiety is mixed with it, often in extreme degree. Weeping is less 
ae in the extreme forms. The patient’s expression usually conforms to 

is affect. 

Thinking is more difficult. This ‘‘ retardation ” in thinking shows itself 
as incapacity to deal quickly and purposively with impersonal topics, while 
brooding on personal matters goes on, with a press of inner activity, a ceaseless 
roundabout of painful thought. The making of decisions is dodged. Con- 
versation may become meagre, even monosyllabic, though some patients are 
ever ready to tell their troubles. The content of their thought 1s sombre— 
the product of ruthlessly unfair examination of their frailties and misfortunes. 
Some criticise themselves remorsefully or with cynical detachment; some 
bewail their losses; others abandon themselves to resigned and world- 
shunning despair. There are many varieties of misery, and melancholia 
knows them all—as many varieties as can be made from the experiences, 
character and imagination of a human being. Consequently they reflect 
the moral, economic or hygienic standards of what is good and bad that are 
imposed on us by modern society and our particular education. 

Delusions occur in proportion to the depth of affect ; they are the extreme 
form of the doubts or preoccupations just mentioned. Patients often fluctuate 
between uncertainty and conviction about their troubles even during the 
same day or the same conversation. Insight may be good and judgment 
sound, when the affect is not overwhelming. The delusions are the product of 
the depression, which is primary; they are not its occasion, though often 
adduced as that. Most of them concern the future as well as the past ; 
anxiety is prominent. Wickedness to be visited with damnation; secular 
crime to be punished in this world ; loss of property that will mean starva- 
tion and beggary for one’s family ; mortal or corrupting diseases—these are 
the common substance of delusions and are often commingled. For example, 
some patients blame themselves for having caught venereal disease which 
will expose them to the loss of their job and of their hope of salvation, exclude 
them from decent society, and do loathsome damage to their bodies; no 
evidence, no argument shakes the erroneous belief. The delusions may be 
grandiose in that the patient affirms himself the chief of sinners, no one has 
ever been as wretched or wicked as he, he alone has done the unpardonable 
sin; or they may be of a minimising sort—nobody cares about him, he is of 
no account, let him go into a corner to hide, people despise him. This last 
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belief is often understandably associated with ideas of reference or persecution 
-—people make contemptuous gestures or remarks as he passes, they set 
detectives to watch him, they tell each other how bad he is. He accepts this 
almost always as his desert, though occasionally there may be overt resent- 
ment. Apart from this resentment, his beliefs derive understandably from 
his affective state. There are, however, features that betoken undercurrents 
at variance with the professed attitude or delusions, Thus many depressed 
patients, professing humility, are importunate in their demands on those 
around them. 

Such hallucinations as occur are in keeping with the patient’s affect and 
are of much the same nature as the delusions, though expressed more in 
sa dba terms. People are making derisive remarks, his body gives off 
oul smells, food has a different and disagreeable taste—it is often the mode 
of expression rather than of subjective experience that decides whether these 
are hallucinations or delusions. This is notably the case with bodily pre- 
occupations, when, for example, patients report their food to be stagnating 
in their belly, their skin dull or fetid, their eyes impaired, their head empty. 
Much of this depends on depersonalisation, in which the body as a whole feels 
bereft of life and feeling, and emotional deprivation or emptiness is trans- 
lated into bodily experience. In mild forms of depression there is no question 
of delusion or hallucination, and often no recognisable content to the gloom ; 
the patient cannot say why he is sad. In the more chronic forms a settled 
and partly justified conviction about ill-health, present troubles, and the 
dark future prevails ; the ideas may be obsessional and partly divorced from 
the prevailing affect. 

Activity is limited, thus contributing to the “ retardation.” The more 
severe the depression the less does the patient do, unless the concomitant 
anxiety makes him restless. It is possible, however, for a patient to be 
depressed without “‘ retardation.’ In typical cases facial expression is rather 
fixed and movements delayed, as though done against resistance; more or 
less complex activities, dressing, say, or writing a letter, take unduly long. 
The most extreme form is stupor or lack of all spontaneous activity ; it is 
seldom absolute. Patients rarely become wholly indifferent to cleanliness in 
defecation and micturition. 

Suicide is the greatest danger in depression. Whereas manic patients 
thoughtlessly do themselves harm or get into a fight but do not try to get 
hurt, depressive patients are often bent upon doing away with themselves. 
The risk is not proportionate to the degree of depression ; many very retarded 
and melancholy patients make no attempt, while in depersonalioad mild cases 
a fatal outcome is not uncommonly brought about thus. There is consequently 
much risk during the phase of improvement—often more risk then than during 
the preceding severe “retardation.” Deliberate self-mutilation is rare. 

leep is bad—hard to come by, light and unrefreshing. The appetite is 
bad too: food may be constantly refused for this reason. Commonly also 
the patient eats too little because of feelings of fullness and other discomfort 
in the abdomen, or because of delusions about his bowels or his food. Mild 
constipation is common, but is often given much exaggerated importance by 
the patient. The weght diminishes, chiefly, but not by any means wholly, 
because of insufficient intake of food. Daily fluctuation in the general con- 
dition, with improvement towards evening iscommon. The skin may be dry 
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and sallow, and in some severe cases pigmented, as it is in pellagra. Menstrua- 
tion may lessen or cease ; sexual desire is much less. 

Here, too, there are wide variations, between the mild “ neurasthenic ”’ 
and the grossly deluded melancholic who craves death. There is every 
gradation between the two extremes, and a single case may during its course 
exhibit them all. : 

Symproms or Anxizty.—The mood ranges from uneasiness to panic- 
stricken terror. It may be an abiding or @ recurrent state. Though chiefly 
turned to the future, as fear must always be, it rests on past experience, often 
painful and largely repressed, and it reverts to the past to account for the 
troubles in store. Herein, as with rationalisation and some other psychological 
devices, there is evident a strong desire to make things understandable in a 
causal nexus—a tendency to be found not only in patients but also in those 
ten observe them. The patient’s expression varies with the strength of his 
ear. 

Thinking is troubled, the disorder showing itself in speech somewhere 
between frightened dumbness and the voluble talk that seems designed to 
cover up embarrassment and disquiet. The patient can seldom follow a train 
of thought for long without a limited number of preoccupations forcing 
themselves in. How far this interferes with daily life or set tasks depends 
on the amount of anxiety, as does also the impairment of judgment and 
insight. The content of thought is as manifold as in depression, every normal 
matter of human concern enters into it. Fears centring strictly on a few 
ee topics, e.g. the fear of being run over in the street, may be to the fore ; 
the fear of insanity is particularly common. 

Delusions are frequent in the grosser forms, which are most strikingly 
though not aiid seen in patients of late middle life. They may say 
that their bowels are stopped up and their bodies about to rot ; their enemies 
are waiting to tear them to pieces; their families will be tortured; their 
names abhorred for ever. Hell, they are certain, awaits their souls though 
their bodies cannot die; time stands still and no redemption is possible. 
There are many delusions less extreme than these mainly hypochondriacal 
and nihilistic ones; e.g. beliefs that employment will be unobtainable, or 
that the patient will be victimised for having had such an illness. Hallucina- 
tions can occur: at the height of fear every sound and sight and smell may be 
misinterpreted as meaning some pain to come ; but most of this is illusional 
colouring of actual percepts. Depersonalisation is common with all degrees of 
anxiety. 

Activity is much disturbed. There may be sudden attacks of panic in 
which the patient rushes blindly out into the open, or aimless wandering, 
ceaseless agitation, with movements especially at the small joints—wringing 
of the hands, rubbing the face, picking at sores, pulling out hair. Starting 
many tasks and finishing none 1s as characteristic of anxiety as of mania. 
Anxious people are distractable : their eyes follow a trivial movement—a fly 
walking on the window-pane—though they only comment on it when some 
interpretation that chimes with their mood can be fitted; their ears are 
sharp for hints of alarm. During an attack of anxiety with strong somatic 
repercussions (¢.g. vaso-vagal attack) activity may be completely inter- 
rupted—so-called collapse—while the patient, terror-stricken, expects his 
death ; alternatively he may run for air or help. Very agitated patients may 
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lie or sit in semi-stupor, with starting eyes and parted lips, incapable of 
speech unless under some strong stimulus. 

Surcide is uncommon in those with episodic, highly somatic attacks of 
fear, and in those with chronic mild hypochondriacal anxiety, but not 
infrequent in the grosser forms and in those mingled with depression. 

Sleep is bad: in the mild forms the patient may be afraid to fall asleep 
ee of his horrifying dreams and the terror into which he suddenly 
awakes. : 

Sudden highly somatic episodes of anxiety, vaso-vagal attacks, are 
common: the patient feels his heart palpitating, his bowels turning over 
within him, he sweats, his limbs tremble, his mouth is dry, he feels he will 
fall or collapse or die ; he turns pale, his pulse-rate changes, usually becoming 
more rapid, his blood-pressure rises, he may want to open his bowels or 
pass his urine. When anxiety is long-standing and severe, such attacks are 
rare. It is possible for parts of this general affective disturbance to be isolated, 
and to occur with little conscious anxiety, as in muco-membranous colitis, 
effort-syndrome, serophagy, neurotic indigestion, enuresis, impotence, 
ejaculatio preecox, psychogenic asthma, hyperidrosis. The factors deter- 
mining such special emphasis on one or other system are partly physical 
(some organic defect. or innate functional anomaly) and partly psychological ; 
in depression a comparable problem would be weeping or constipation. In 
anxiety thyroid enlargement can occur; weight falls off; menstruation is 
irregular or ceases ; the deep reflexes are very active. 

Diagnosis.—Typical cases are easy to recognise. The common errors of 
diagnosis lie in: (1) Missing organic disease (e.g. general paralysis, cerebral 
arterio-sclerosis) ; or the converse (e.g. mistaking the more expansive manic 
patient for a general paralytic). (2) Forgetting how mixed the symptoms of 
mania, melancholia, and anxiety may be, so giving rise to atypical pictures 
that may be mistaken for schizophrenia, if too superficial an examination or 
too static and rigid a diagnostic criterion be used. (3) Forgetting the influ- 
ences of age, general personality, and milieu on the content of a patient’s 
mind, e.g. his having lived among spiritualists may lead to deceptively 
fantastic statements. (4) Expecting to be able to diagnose solely on pre- 
senting symptoms, without regard to previous history and constitution ; 
the reverse is also to be avoided. (5) Expecting diagnosis always to lie 
between distinct entities which could not possibly be mixed together in the 
same person, as though hysteria were incompatible with affective psychosis, 
or both of these with schizophrenia ; in fact, they often are mingled. This 
is not to make light of diagnosis, which gives the iS he ahaa much 
knowledge that he cannot gain from study of the individual case before 
hi 


m. | 
Nothing in the mental state of a patient with affective disorder enables 
one to exclude an organic basis such as general paralysis or cerebral arterio- 
sclerosis. This decision must turn on the physical findings. The problem 
becomes simpler when signs of dementia supervene. (See AS 1825.) 
From schizophrenia, diagnosis depends on « picture of the whole illness, 
on the presence of characteristic thought-disorder, incongruity of affect and 
bizarreness of behaviour, as well as on the previous personality and constitu- 
tion, rather than on any positive features of affective psychosis ; the remote- 
ness and unconvincing manner of the schizophrenic, so hard to describe but 
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almost conclusive when recognised, may help. Later, when complaints have 
become empty and repetitive to the point of stereotypy, and catatonie 
symptoms mix with the anxiety, diagnosis is easier. As between schizo- 
phrenic and manic excitement, the setting in which the excitement occurs is 
almost more important than the prima facie symptoms. In young people 
schizophrenic features may often be found without their being of much 
significance ; in the elderly what seem to be catatonic features may rest on 
an organic cerebral basis. The more easily one can get in touch with the 

tient, enter into his mood and understand what he says and does, the more 
is it an affective, not a schizophrenic disorder. The range of benign affective 
phenomena is wider than a textbook description can convey. 

There is no need to try to diagnose affective psychosis from psychogenic 
depression, cyclothymia, anxiety neurosis, neurasthenia, or involutional 
melancholia ; these are only subdivisions of it, in which the age, reactivity, 
severity, or chronicity of the condition is being stressed. Periodicity is some- 
times made the hallmark of affective psychosis ; this historically interesting 
point of view is hard to apply, because so many patients have only one definite 
attack in their lifetime, and because periodicity can be striking in other con- 
ditions, such as obsessional disorder and schizophrenia. 

From obsessional disorder the diagnosis may be difficult when there is 
localised anxiety or depression with sharp content and good insight; so 
closely alike are the conditions, that eminent authorities would include 
obsessional disorder also in the manic-depressive group, thus disposing of the 
diagnostic problem. It is best, however, to keep them distinct, and to dis- 
cover in a particular case whether the characteristic subjective rejection of 
the obsession occurred at its first appearance ; often the anxious or ber 
patient at the beginning has welcomed the thought which accords with his 
affect, though later he struggles against it and may disclaim it. Genuine 
obsessions, however, are common in affective psychoses. 

Course and Prognosis.—The varieties of ontcome and sequence are 
many. They depend on the balance between particular intrinsic and extrinsic 
causal factors in each case, and on the extrinsic factors which are brought to 
bear on it in the form of treatment. The more typical the illness, the surer 
the recovery in favourable circumstances. 

A history of definite affective psychosis in a parent or grandparent points 
to recovery from the attack, but it 1s unsafe to infer the course of the iulness 
from hereditary data alone. A well-adapted personality and a pyknic build, 
a history of similar illness followed by complete recovery, a fairly sharp and 
fairly recent onset, and precipitation by external troubles which will not be 
likely to continue are all of them points to the good. Advancing years make 
the prognosis poorer, but a first attack of involutional melancholia, if there be 
no vascular disease, eventually clears up in two-thirds of the cases. Bodily 
symptoms are often the best indication of coming recovery. Improved appetite 
and regularity of the bowels, cessation of anxiety attacks, clearing of the 
complexion, increase of weight and return of menstruation may be noted, 
even before any merease of activity and long before any admission of feeling 
better can be got from the patient. 

A first attack of excitement or anxiety will seldom be the only one; of 
depression it may. Periodic depression and anxiety is less likely to cease 
in middle life than periodic excitement. The occurrence of hallucmations or 
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delusions is in itself of little consequence prognostically. A transition from 
anxiety to depression or mania, and from mania to depression, or vice versa, 
is commonly gradual. Only in predominantly reactive attacks can one 
surmise how long the illness will last, or when another attack is to be feared. 
After recovery complete insight into what happened during the illness may 
not be attained, especially by resentful manic patients, melancholics who 
ai sensitive and suspicious, and agitated patients who feared personal 
arm. 

Generalised somatic disturbances, e.g. loss of weight, especially if acute 
and brief, are of good prognostic import, other things being equal. The 
more the somatic preoccupations or symptoms are diffused over a period of 
time and localised to one system, the poorer the prognosis; this, however, 
does not apply so much to children as to adults. Hypochondria and de- 
personalisation suggest a long illness, as do nihilistic delusions (e.g. denying 
that one’s bowels are opened at all), and, to a far less extent, admixture of 
hysterical or schizophrenic features. The more the psychogenic causes have 
been obviously operative for a long period, the greater the tendency to 
chronicity. In the more chronic forms or after a series of attacks, there may 
be impaired initiative and judgment, irresoluteness, dullness, and ‘social 
deterioration—none of them conspicuous. Puerperal and pregnancy psychoses 
have a good outlook. The milder forms of anxiety and cearaiod. if not 
already chronic, respond well to treatment, especially to psychotherapy. 

Death may occur from suicide, insufficient food, and intercurrent disease, 
especially pneumonia. Sometimes it is inexplicable on such grounds; a 
wasting disease, reminiscent of pellagra, carries them off. 

Treatment. — Propuy.actic.— Genetic prophylaxis is occasionally 
possible, as when two persons with definite affective disorders marry each 
other and are advised not to have any children. Rules of thumb do not 
apply in this matter; it is wrong to tell a patient he should marry or not 
marry, procreate or not, unless one has been able to weigh the dubieties of 
our genetic knowledge, the pedigree of the patient and all his transmissible 
qualities with an informed and cautious judgment. 

Individual prophylaxis is not practicable until after symptoms have 
appeared which bring the patient to the doctor ; social prophylaxis, mental 
hygiene, and child guidance have not yet been proved to have permanent 
ss in staving off or mitigating affective illness except in the matter of 
depressive suicide. In so far as one finds environmental factors (e.g. heavy 
responsibility, unemployment, or sexual frustrations) important in inducing 
an attack, advice on these matters may be helpful; it may be practicable 
by psychological and social treatment during the healthy interval to do much 
good in this way. But some cases, in which intrinsic factors seem all powerful, 
are proof against such measures, and in any case it is not easy to persuade 
the patient when he is well again to put himself for a long time in the doctor’s 
hands. 7 

TREATMENT OF THE ACTUAL ILLNESs.—It is convenient to consider 
separately the acute major forms, and the minor more chronic ones. 

For the former, treatment is directed to safeguarding life, relieving 
distress, and providing the best conditions for the emotional disturbance to 
subside ; the situation is like that in tuberculosis or typhoid fever. Exhorta- 
tions to “ pull yourself together” are as out of place as advice to take a 
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voyage or an argument about the delusions. If the attack is sufficiently 
severe to unfit the patient for ordinary duties, treatment at home is probably 
inadvisable. Although in such attacks all argument is futile and active 
psychotherapy harmful, yet the loss of relation between current experience 
and emotion is never absolute ; there is virtue in separating the patient from 
real trouble and distressing associations, reassuring him, giving him firm, 
kind management. The essential combination of these, and especially the 
last, is rarely obtainable at home. The patients, however boisterous or 
suicidal, usually recognise their need of treatment and are willing to enter 
hospital voluntarily. They should not transact any business if it can be helped ; 
their judgment may be too much disturbed, they lay up trouble for themselves. 
Continuous narcosis sometimes seems to curtail an attack; ephedrin and 
acetylcholine have also been reported as doing so. The former treatment, 
t.e. narcosis, demands experience and care, No treatment cuts short an attack 
regularly or dramatically enough to justify any set conclusion about its 
efficiency in this regard. 

Prolonged baths—for 8 or 10 hours daily at a constant temperature of 
96° to 98° F.—have much value in allaying restlessness, whether of the 
manic or the anxious kind, especially the former. They have the further 
merit of diminishing angry contact with other people, permitting fairly 
free movement and lessening dirtiness, besides promoting sleep. 

Drugs are indispensable. The fear of habit formation should not prevent 
hypnotics being given when there is persistent insomnia. Barbiturates, 
phenobarbitone or paraldehyde often suffice: it is well to ring the changes, 
to prescribe the barbiturate in divided doses, and in each case to diminish the 
dose without the patient’s knowledge. For severe anxiety bromides, opium 
(e.g. a8 papaveretum) and hyoscine may be helpful ; the risks of the two latter 
are obvious. As to bromides, the risk is intoxication, which makes the 
patient worse; estimates of the bromide content in the blood and clinical 
scrutiny should prevent this. Continuous narcosis is valuable, and in some 
cases convulsant therapy cuts short an attack. Both these methods must be 
used with caution and reserve, because of the risks, which may be dispro- 
portionate to the advantages. Food must be given in adequate quantity 
and kind. Artificial feeding, preferably by nasal tube, may be necessary 
because otherwise the patient would die of starvation. The presence of acetone 
in the urine and a falling weight curve are strong indications that nutrition 
must be attended to promptly. A good nurse may sometimes, by unusual 

atience and sense, get over an obstinate refusal to take enough food and 
rink, but often nothing prevails against it. Apart from hydrotherapy, rest 
in bed, fresh air, attention to the bowels, and other measures of general 
hygiene are desirable. 

Suicide is of the first importance. Prevention of it can be better ensured 
by close knowledge of the patient and his day-to-day condition than by 
mechanical precautions, but if he is bent upon it, these may be unavoidable, 
It is possible to make them unobtrusive without nullifying them. Certain 
_it is that excessive use of bolts and bars can defeat its own ends, and excessive 
supervision aggravate a patient’s misery, his fears, or his resentment. Two 
good rules are: (1) to discredit the maxim that those who talk of suicide 
never commit it, and (2) to remember that most suicides are surprises. 
Convalescence from melancholia is a risky time. 


SCHIZOPHRENIA 1863 


Occupational therapy is iil as soon as the patient can be got to co- 
operate ; but it is not rational treatment to pester a melancholic, to encourage 
the fretful restlessness of the agitated, or to give the manic patient more 
things to muddle himself with and destroy. Still, it is often surprisin 
to find how soon, under tactful guidance, these patients will enter into order 
activity of a more or less simple sort, and how helpful it can be to them. 
During the stage of improvement the same is true of recreations and social 
activities. Patients should not leave hospital till recovery is assured, unless 
it is obvious that the hospital surroundings and the absence from home 
and work are an actual cause of their persistent anxiety or dejection. 

To revert to the milder forms, which tend more to become chronic. Here 
manipulation of the conditions in which the patient lives at home and at 
work may be conjoined with psychological treatment, both depending on 
an ada of the causes of his illness. There is nothing distinctive (though 
much that takes account of the individual patient’s needs) in the psychotherapy 
and social treatment called for (see pp. 1815-1818); danger signals must be re- 
cognised as they occur. Zeal must give way to the real needs and resources of 
the patient, which are often not appropriate to a drastic or very lengthy 
treatment. Simple measures of inquiry, explanation and reassurance, together 
with small environmental changes, may have much effect. A fixed regime 
imposed in detail by the doctor is helpful; this becomes more and more 
necessary as the affect dwindles in long-standing cases. Hypomania does 
not usually respond to causal treatment of any kind; it seems to run a 
largely autonomous course. Anxiety may yield very satisfactorily to patient 
psychotherapy. 


SCHIZOPHRENIA 


Definition.—The forms of illness under this name are so diverse that 
many efforts have been made to distribute them, so far in vain. What is 
common to them all is a detachment from the world without, and a breaking 
up of normal psychological connections within. The personality is not 
integrated asin normal people; thinking, emotion, and conduct are discrepant 
and morbid, yet there is no impairment of formal intelligence such as is 
found, for example, in organic dementia. The obsolescent name “ dementia 

recox”’ is not a synonym for schizophrenia, but a reminder of its recent 

istory. At the end of the last century a ari number of patients in mental 
hospitals were found to have begun their illness before they were 30, and 
to have passed ultimately into a deteriorated state that looked like dementia ; 
their iliness was closely studied, delimited, and called ‘“‘ dementia pracox.” 
When the same clinical picture, however, came to be found in cases that 
had not such an outcome or onset, the latter criteria were waived in favour 
of a descriptive analysis of the actual symptoms, and along with this larger 
conception came the new word “ schizophrenia,” which betokened a more 
psychological approach, and a more elastic and generous notion of what 
might be included. Theories of causation, psychopathology, and clinical 
boundaries are implicit in any view of what “ schizophrenia” really is; 
consequently, it is still possible for two experts to disagree about what 
should properly be fnoladed under this name, yet over the diagnosis and prog- 
nosis of any particular patient they will attain a measure of agreement and 
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certainty surprising to those who know the condition only from reading or 
limited experience. 

fetiology.—Intrinsic.—The intrinsic factors are very important. 
Studies of the incidence in twins and in the members of a family demonstrate 
a hereditary factor in a majority of cases. If one of a monozygotic pair of 
twins be schizophrenic, the other is also in 70 per cent. of cases. The 
frequency of the illness among various relatives of patients indicates that it 
is not transmitted as a simple dominant, nor indeed as a simple recessive ; 
probably more than one recessive gene is responsible. It has been suggested 
that people of definitely schizoid personality are heterozygotes for the genes 
concerned, actual schizophrenia requiring that the genes be present in homo- 
zygotic form ; this is as yet conjectural, though some investigators find about 
as many schizoid psychopaths as schizophrenics among the brothers and 
sisters of schizophrenic patients. 

The constitutional features that betoken an innate predisposition to this 
illness are more of the psychological than the physical kind. The bodily 
attributes have been said to be an “ asthenic ”’ (weedy and lank), “ athletic,” 
or “dysplastic” build; but, since these are found in much the same pro- 
portion among healthy people as among schizophrenics, there is little to be 
said for them here. It is, however, certain that ‘‘ pyknic”’ build (see p. 1844) 
is uncommon among schizophrenics. More significant, however, are the 
features of personality, commonly called “ schizoid”; they are to be found 
in a large number of cases, though not by any means in all. The patient 
is epee to have shown slight peculiarities from his earliest years; he 
has been quiet, shy, and solitary, a “‘ model child,” given more to day- 
dreaming or abstract speculation than to ordinary interests and activity ; 
sometimes he has been unduly submissive and sentimentally affectionate, 
or touchy, suspicious, obstinate, and resentful of advice and control. A 
single “typical”’ schizoid personality is a myth. It is, moreover, to be 
stressed that a “ frozen ” description of the schizoid varieties of personality 
does not do justice to the true state of affairs: characteristic deviations 
from the conventional norm of behaviour can always be understood better 
if the patient’s way of dealing with his circumstances is viewed historically 
as a biography of individual tendencies and experiences, rather than described 
as a bundle of traits. By paying heed to the development of faulty as well 
as healthy habits of response, the psychiatrist can often see the march of 
events that led up to the patient’s illness, and escape too artificial a sundering 
of inherent tendencies from the external happenings by which these tendencies 
have been evoked and given shape and substance. 

ExtTrinsic.—The illness sometimes breaks out after childbirth or an acute 
infection. None of the efforts made to inculpate some specific infection have 
succeeded, nor does intoxication in general seem to play any considerable 

art in the causation of schizophrenia. The same is true of cerebral trauma. 

here are, however, many instances of a chronic schizophrenia supervening 
on an intoxication, and of schizophrenic symptoms, especially of the catatonic 
sort, 4 seats in the course of an organic disorder, such as G.P.I. or 
encephalitis lethargica. In these, the same structural and functional systems 
must be supposed to have suffered impairment as in the “ endogenous ” 
forms of schizophrenia, and it has been particularly urged that in the chronic 
paranoid conditions that may follow an acute alcoholic psychosis, it is really 
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a matter of schizophrenia that happens to be associated with alcoholism, if 
not partly activated or released by it. It is further to be remembered that 
at least one intoxication, namely, with mescalin, produces a mental dis- 
turbance that is in some respects similar 1» schizophrenia, and that any 
chronic hallucinosis comes in time to look very like a long-established 
schizophrenia, because the possibilities for abuormality of any human mind 
are few, the deprivation symptoms almost uniform, and our methods of 
clinical examination imperfect. Endocrine disorders, especially of the 
gonads, have been held responsible, but satisfactory evidence is lacking, 
except in a few cases which can scarcely be representative. 

ecent mental stress may sometimes be the starting-point of an attack, 
but in a considerable proportion of these cases the reported overwork, dis- 
appointment in love, or other painful experience, is found to have been a 
product of the already existing illness, or the last of a long series of dis- 
turbing events. No recent experience is ever sufficient to account for the 
illness without regard to intrinsic causes. Nor is any remote experience 
either. No matter how searchingly the patient’s life be resurrected and 
analysed, it is scarcely ever possible to hea that anything happened 
to him which would have led to his adopting a schizophrenic way of shunning 
daily life unless he had been somehow disposed to it from the beginning ; 
although, of course, much may have happened to him that has strengthened 
and fostered the disposition. 

Among contributory factors, age and sex are noteworthy. An onset 
after the age of 40 is uncommon. In three-quarters of the cases that later 
exhibit the characteristic chronic syndrome, the illness begins between 
15 and 25. The condition may become overt in children before puberty. 
Men are more often affected than women—in the proportion of 113 to 100, 
according to the largest available statistic; the matter is dubious, however, 
because of the different standards of diagnosis used. 

Pathology.—PuysicaL.—Histological changes in the brain are not 
characteristic ; it is doubtful if they are even frequent. A cellular loss in 
the third and fifth layers of the cortex, with lipoid accumulation, has been 
found, but it occurs in many other conditions. Many claims about cerebral 
pathology, and the chemical and physiological changes in schizophrenia have 
now been discredited, so that all findings in this difficult field have come 
to be matters of suspicion. Variations in the same individual may be wide. 
Recent investigations have eg ange to show :—a disturbance at the acid- 
base equilibrium towards the acid side, with a diminished excitability of 
the respiratory centre to carbon dioxide ; lowered rate of oxygen consump- 
tion; polyuria; diminished gastro-intestinal motility ; poor response to 
epinephrin; abnormal heat-regulation ; decrease or sluggishness of total 
blood-volume ; and slowing of the arm-to-carotid circulation time. These 
findings have not so far been controverted; they represent disorders of 
metabolism and regulation which may be A aos a concomitant of the char- 
acteristic mental disorder, and partly an effect of it, t.e. they may be essential 
physical disturbances in the illness, or may be secondary to the abnormal, 
often inert life the patients have led since they became ill. There is no ground 
for supposing them causal. a a 

Some inferences have been drawn from the similarity of catatonia to the 
extrapyramidal syndrome that can be produced in animals by bulbo- 
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capnine; the argument from analogy cannot be pushed further than to 
say that certain functional systems are available in the brain, which are 
sometimes involved in schizophrenia, as they also may be in poisoning or 
in encephalitis lethargica, G.P.I. and other diseases. 

Very significant are the well-attested metabolic findings in the rather rare 
cases of cyclical catatonia. In these the nitrogen balance varies periodically ; 
with oe phases of retention and over-excretion, corresponding to the 
mental change from excitement to stupor or vice versa. By means of thyroxin 
a thorough emptying of the patient’s nitrogen store can be brought about and 
subsequent nitrogen retention prevented, thus leading to clinical improve- 
ment. The correlation between metabolic happenings and clinical condition 
in these patients is now established. 

PsycHoLogicaL.—The large and inconclusive literature on the psycho- 
pathology of schizophrenia is of five main kinds, namely : 

' (1) Minute description of the phenomena observed, and abstraction from 
them of general principles of disordered function. 

(2) Experimental study, chiefly quantitative (e.g. psycho-galvanic). 

(3) Studies of artificial hallucinatory psychoses (e.g. mescalin intoxica- 

tion) and parallel experiences. 

(4) Comparative study of animals, children, poets, primitive people, etc. 

(5) Intuitive or speculative interpretation. 

It will be obvious that these methods overlap and that they differ widely 
in acceptability and usefulness. The findings of almost all can sound 
plausible, when stated in general terms; discrepant or abstruse, when 
stated in detail. Their exposition touches on the most intricate problems of 
normal and morbid psychology, and therefore is highly technical and un- 
suitable here. A working hypothesis for clinical purposes is that in schizo- 
phrenia there are inherent faulty habits of reaction, whose severity and 
persistence depends largely on education and other external circumstances. 
These faulty reactions are characterised by a deficiency in the function of 
synthesis, so that there is an inco-ordination, “‘ intrapsychic ataxia,” as it 
were, a splitting up of the mental life, which justifies the name “ Schizo- 
phrenia.” Thereby the whole psychic life of the patient, cognitive, emo- 
tional, and conative, is changed in a way that is alien to normal under- 
standing. We can observe the change but cannot enter into it or describe 
it adequately in terms of our own experience, as we mostly can depression, 
manic excitement, hysteria, or obsessions. It shows itself also as a turning 
away from the contacts and realities of daily life, a preference for what the 
mind can supply from its own stores, however morbidly, rather than for the 
current experience that the outer world affords. 

Symptoms.—Schizophrenia may be regarded for clinical purposes as a 
form of maladaptation in which there are certain characteristic defects of 
inner harmony and consistency in behaviour, thought, and emotion. These 
are rarely seen in childhood, but from puberty onwards they may appear in 
varied combinations (often in persons who for years have been introspective 
and unsociable). There is discrepancy between mood and utterance, dis- 
turbance of conduct (briefly summed up as catatonic or hebephrenic), self- 
absorption and incapacity for sustained thinking along normal lines. 
guarded or artificial demeanour may conceal these essential features, whereas 
they may be conspicuous in a florid or “ deteriorated’ case. Hallucinations 
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and delusions may fill out the picture; affective or other morbid types of 
reaction may complicate it. 

The onset is not always abrupt. There is often a long history of pre- 
liminary symptoms in which it is arbitrary to decide where personality has 
merged into illness. Complaints of headache, weakness, anxiety attacks, 
loss of appetite, and dysmenorrhoea may have accompanied slight oddities of 
behaviour, such as rudeness or apparent absence of mind and indecision. 
The patient may have felt an alarming change in himself, in his capacity to 
think and feel normally, and been notably depressed and anxious. Ideas of 
persecution or of exaltation may occasionally escape him, or he may have 
become stilted in his talk and shown other affectations and mannerisms. The 
more gradual the onset—-and in many cases it has spread over many years— 
the more unlikely is it that it will have been recognised as morbid. 

The commonest or basic symptoms are: (1) Disorder of thinking. 
(2) Emotional incongruity. (3) Hallucinations. (4) Disturbed impulses 
or conduct. From these can be derived most of the other symptoms, such 
as delusions, feelings of influence, autism, catatonic phenomena, anomalies of 
speech, negativism, and the rest. 

The disorder of thinking is a characteristic and central feature. The 
patient cannot command the whole range of an act of consecutive thought ; 
he misses the point, fastens on details and brings in irrelevant associations 
which are correct in themselves, but which divert him from the main end of 
his original process of thought; consequently his thinking is incoherent, 
rambling aad jumbled. He brings together the most far-fetched topics, so 
that the connections are sometimes 80 superficial as to be empty of meaning, 
and at another time profoundly influenced by symbolism and highly in- 
dividual values. The usual logical sequences are ignored: cause and effect 
are interchanged ; temporal, spatial, verbal, and accidental relationships are 
unduly turned from abstract to concrete, treated as grounds of identity, 
played with or flouted. Things linked only by analogy.and chance associa- 
tion are taken to be the same. The condensation of several conceptions in 
one, or transference of a set of attributes to some inappropriate object, 
may become a matter of course, so that only the closest knowledge of the 
patient and his surroundings will enable the psychiatrist to follow his mean- 
ing. It is not necessary, however, that such extreme incoherence be evident 
in the patient’s talk; he may not show any at all when speaking, or may 
suddenly obtrude a startling lapse from normal ways of thought which he 
then ignores, justifies or explains away. Inconsistent thoughts can be 
present together in a way impossible for normal people; and the same 
object or notion can appear to him in several interchangeable guises, each of 
which would normally exclude the others. The patient himself is often 
aware of his disordered thinking, and may describe it: he feels his thoughts 
are suddenly taken out of his mind, other thoughts, foreign to him, are put 
into his head, his mind is not his own, his thinking is suddenly interrupted, 
some external power controls it. 

The ehatight-disonder is illustrated by the following characteristic re- 
marks of patients: ‘“‘ There were bats and bees coming through the window ; 
of course that was because my brother-in-law kept teasing me. He said I 
had bees in my bonnet.” “If I should return during my absence, keep me 
here until I come back.” ‘I have a lot of forced thoughts. My thoughts 
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are all drawn-out words, they ought to be pin-pricks. There is an unnatura. 
stoppage in my thoughts, too. . . . I have heard voices say ‘ He is conscious 
of his life.’ . . . To get my feeling back to normal I feel like changing motor- 
cars into battleships, to be superior to them.” 

This disorder may only be demonstrable when the patient gets on the 
topic of his delusions; in other matters he may seem quite sensible. It is 
not essentially different from what normal people experience during states of 
altered consciousmess, e.g. in dreams, or when falling asleep; the schizo- 
ee however, has it with clear consciousness, so that a listener often 
eels that the patient is making fun of him in giving such transparently 
absurd answers with an air of knowing exactly what he is about. Some 
chronic well-preserved schizophrenics make their living as comedians, the 
audience much enjoying the allusive, half-comprehended nonsense, with its 
background of innuendo and symbolism. Autism, 2.e. immersion in his own 
fantasies and preoccupations, may account for much of the oddity and 
detachment the patient shows ; it accounts also in part for his “‘ negativism,” 
in that he resents any stimulus that interferes with his day-dreams. 

Delusions arise mainly out of the thought-disorder. They are often 
bizarre; they may occur to the patient with a suddenness of conviction that 
puts them beyond all argument; and they are egocentric in that they 
commonly bring indifferent happenings or people into a special relationship 
with the patient—e.g. he suddenly knows that when his cousin yesterday 
said he had been reading about Napoleon’s divorce of Josephine, it was a 
subtle way of telling the patient that his wife was committing adultery with 
this cousin, whose name is Joseph. The delusional ideas may not be firm 
conviction, but fleeting notions, readily given up, and based upon some 
casual instance of the thought-disorder ; sometimes they are schizophrenic 
ways of saying something commonplace—e.g. the patient declares his wife 
has poisoned him, but when he is further questioned says airily that he means 
she gives him ill-cooked food which is bad for his digestion. 

Fixed delusions are, however, common, and are usually of a paranoid 
complexion ; they may develop out of more or less ephemeral ideas of refer- 
ence. They are often intermixed with hallucinations. The patient gets into 
a state of mind in which he feels there is meaning in everything, something 
is going on behind the scenes, he is perplexed by all this, and mystified, it 
has to do with him in some uncanny way. Presently, he begins to “see 
through it all,” sometimes he gives it some religious or cosmic significance, 
especially if he has much anxiety as well—the Last Judgment is at hand, 
he is to be responsible for the regeneration of the whole world. The delusions 
are not always enacted on so grand a stage; there may be homely fancies 
about neighbours who whisper and sneer, or about some vulgar bogy like 
the Jesuits or the Jews or the C.I.D. Often, the patient complains that 
people work on his mind, hypnotise him, influence him for his own good, 
set about to drive him or ruin him. Delusions of grandeur may be 
linked up with these paranoid ones (e.g. he is being persecuted because he 
is the Messiah), and may be likewise pedestrian or lofty, according to the 
patient’s previous education and interests, the severity of his disorder, the 
copiousness of his fancy, and the amount of normal mental function still in 
evidence. Here, as elsewhere in psychiatry, the symptoms are a mixed 
outcome of impaired or perverted Action on the one hand, and of nermal 
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function on the other, the latter either reacting to and modifying the dis- 
order, or obtaining freer play through it. If, for example, a patient feels 
his thoughts being controlled by some external influence, and he has queer 
tinglings in his body, his conviction that he is being hypnotised, and that 
some one is playing an electrical instrument on to him, must be regarded 
as a normal attempt to find the cause of an almost inexplicable happening. 
The delusions are sometimes about past events, which are falsified retro- 
spectively, e.g. the patient relates details of his having been a changeling or 
a predestined hero. Delusions about bodily transformation or disease are 
frequent, and may be complicated and bizarre. 

Patients often do not act in accordance with their delusional beliefs, 
especially when these are fleeting or chronic; they may, for example, be 
friendly towards a nurse whom they believe to be persecuting them cruelly. 
But this is, on the whole, unusual in the early or acute stages of the illness : 
a patient will then act on his beliefs violently or in terror; he may go to 
the ee or be driven to suicide. 

onstantly the matter of a patient’s delusions will be found to be intimately 
dependent on his experiences, his emotional attachments and sufferings, his 
struggles and frustrations ; it is impossible, however, by any such analysis 
and derivation of his delusions to account for the fact of their occurrence, 
t.e. for the tee choice of this way of dealing with th® experiences in 
question. The same is true of the general thought-disorder : e.g. interruption 
or “blocking”’ of the train of thought may take place only when some 
emotionally weighted topic, some complex, 1s touched on. This accounts 
for the place where “ blocking” occurs, but not for the “ blocking ”’ itself ; 
that, like the other fundamental disturbances of function in schizophrenia, 
eludes a wholly psychological explanation. 

Intellectual defect does not occur. There is usually no clouding of con- 
sciousness. Intellectual laziness or evasion is often conspicuous; the 
patient may repeat questions in a musing way, or profess ignorance. Orienta- 
tion and memory are not, as a rule, diffusely impaired, though hallucinations, 
delusions, and lack of interest may interfere with them, and consciousness 
may be disturbed in stupor or excitement. Many a patient who has long 
borne the appearance of gross dementia will suddenly show that his intelligence 
is still a sharp instrument: drugs, e.g. sodium amytal or insulin, and inter- 
current disease or shock can thus dramatically reveal how little ground there 
is for calling this illness a dementia. Schizophrenics often do the unexpected. 
Amnesias, and deliria, when they occur in schizophrenia, may be hysterical ; 
obsessional and hysterical symptoms, like anxiety and depression, are com- 
iat with schizophrenia, and are often an intimate component of the 

ness. 

The speech and writing of the schizophrenic betray the extent of his 
thought-disorder. Stiffness, pedantry, fantastic euphuisms, words of his 
own coining, sae symbols and grammar, stereotyped repetition, and 
infantile twists like speaking of himself always in the third person may he 
conspicuous features of the patient’s use of language. There may, of course, 
on the other hand, be little or nothing outwardly amiss in his conversation 
and writings. In florid or chronic cases the patient may talk in an unnatural 
voice, or without any modulation. Writing may be set forth as though it 
were painting, and the converse : in subject and matter the patient’s insanity 
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may be patent, but his treatment of his matter, however odd, is seldom odder 
than some forms of modern art, and it cannot, therefore, be called typical of 
the illness. These anomalies of symbolical representation are as open to 
psychological explanation as are the delusions mentioned above; the 
neologisms, for example, can be analysed up to a point ; and these phenomena 
have enriched our knowledge of the psychopathology of schizophrenia. 

The emotional incongruity is the chief, but not the only, sign of disturbed 
affect. Often the patient himself notices in the beginning of his illness that 
he is less moved by habitual affection, or even feels hatred towards a parent 
he has loved. The strongest and rarest of human passions are not infrequent 
in this illness: ecstasy, mystic communion, despair, horror, agony of death, 
limitless abandon, apotheosis, salvation, are approximate names for these 
exceptional states that are aged indescribable in the current language 
of normal people. Apart from these, and much the commonest of the 
affective changes, is apparent emotional shallowness: the patient receives 
moving news without any sign of being touched by it, or his response is 

rfunctory ; he smiles or looks bored when talking of a recent tragedy in 

is own family. This shallowness and incongruity of affect is, however, 
not to be taken at face value. What the patient says, and what he means 
with his words, may be very different ; so may what we say be very different 
from the meanifig the patient attaches to it. It is unsafe to assume that 
the patient’s words have reference to what is mainly going on in his mind 
at ths moment, or that his outward expression is a trustworthy index of 
his emotional state. Violent emotional outbursts—of anxiety, rage, love, 
misery—can certainly occur in a patient who has lately seemed empty of 
all affect. The schizophrenic patient is undoubtedly different from normal 
people in his emotions, but not in so negative a way as his seeming apathy 
and lack of affective rapport would suggest. His attitude towards the 
same person may change quickly, im accordance with conflicting or opposite 
tendencies in himself; this ambivalence is often understandable in the light 
of his earlier history. Sometimes the illness leads to a blunting of ordinary 
reserve, a lack of reticence, or a levelling down of the gravest matters, 80 
that frivolous or cynical indifference and imperturbability are signs of the 
patient’s morbid condition. 

Hallucinations are not so frequent as superficial examination of patients 
might suggest; many of the patient’s assertions about queer sights and 
sounds are not the expression of vivid perceptions but of passing fantasies, 
imagined more plastically than is normal; this is particularly true of many 
of the so-called visual hallucinations, or of cases where the unreal perceptions 
occur in several senses together. Hallucinations are nevertheless extremely 
common and persistent in schizophrenia: auditory ones occur most often, 
diffuse somatic ones not infrequently, those of smell, taste and sight more rarely. 

The “ voices ” are sometimes so closely linked with the thought-disorder 
that it is difficult to tell whether the patient is relating what he has heard 
or what he has thought. He may show the intermediate stages between the 
two, declaring that people repeat his thoughts or that everything that passes 
through his. mind is spoken aloud inside his head ; his actions are described 
publicly, he cannot Bo to the lavatory without shameless comments. What 
the voices say may be abuse or encouragement, trivial repetition or threats 
aod commands ; this content can usually be accounted for by the psychiatrist, 
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when he knows the patient and his history well. The voices may come from 
strange places, e.g from inside the patient’s own chest or abdomen, and are 
then often accompanied by curious somatic hallucinations, indicative of 
morbid attitudes, both physiogenic and psychogenic, towards parts of the 
body. The latter often occur independently. Queer sexual feelings, or 
distortions and impossible growth of various organs, may be reported. The 

are usually bound up, as any schizophrenic symptom is lieel y to be, wi 

delusional and emotional components, which are partly derived from the 
patient’s experiences and psychological development. The visual dis- 
turbance, like the gustatory, is more often illusional than hallucinatory, e.g. 
people’s faces look fiendish or artificial or transfigured. | 

The actions and bearing of the patient are often characteristic. Abrupt- 
ness or lack of grace in movement may be seen early ; it can be indistinguish- 
able from the fidgety self-conscious hobbledehoy stage of adolescence. The 
patient may pull faces at himself in the mirror, or may be unaware of his 
grimaces. Asymmetrical movements of expression, twitchings, mannerisms, 
queer rituals and tic-like gestures are to be met with. The meaning of the 
patient’s movements can usually be worked out, but after they have been 
present for long their sharpness is rubbed off, as it were, and the empty 
stereotyped movement at last gives little clue to what was once a significant 
emblem of experience and feeling. The movements often seem to become 
automatic, like the ‘‘ verbigeration” of empty phrases in the patient’s 
speech. Negativism, talking and acting beside the point, and bizarre 
escapades may be seen at any stage of the illness. 

There may be a suspension of movement, or the reverse: akinesis or 
hyperkinesis. Both may occur in the same patient, who may lie for weeks 
or months in a catatonic stupor, from which he suddenly emerges into swift 
action. He may carry out some impulsive action and then promptly return 
to bed and stupor; or he may become wildly excited and imperil his life 
by his blind and raving activity. During catatonic stupor, patients may 
adopt strange postures, ¢,g. holding their head off the pillow all day, pursing 
their lips. They may be indifferent to cleanliness about feces and urine, 
or actively dirty in this regard. Waxy flexibility is rare, but many patients 
are automatically obedient so that they keep up an imposed posture. 

The variety of schizophrenic anomalies of conduct is too great to be 
described here. They must not be assessed absolutely, but always in relation 
to the setting in which they occur. Then they have meaning in the individual 
case, and are not merely so many examples of “ ambivalence,” or ‘* mutism,” 
or ‘‘ negativism.” It is, however, true in this matter also that understanding 
the content of an anonialy docs not make its occurrence likewise under- 
standable, Much of the schizophrenic’s conduct is so close to certain disorders 
_of movement in organic disease of the central nervous system, that somatic 
mechanisms may be assumed to have suffered damage in this condition. 
There are three main things to be done with any schizophrenic symptom : 
(1) to search out its psychological origins, and its meaning for the patient 
in his present situation ; (2) to link it up with the other functional disorders 
that he shows; and (3) to consider its background of physical structure 
and function. It is not always practicable to attempt all three, nor is it 
as yet possible to do them well, but none can be ignored without detriment 
to a full analysis. 
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Often the most significant yet intangible effect of the illness is upon the 
patient's personality. After florid symptoms have died away, or when there 
are no definite symptoms at all, a change in the patient’s ways is remarked 
by his intimates. Not only is he outwardly different—more “ peculiar,” 
less understandable and predictable, rather shut-in upon himself, remote, 
with queer values and impulses—but in many cases he is also aware of this 
change, and may complain of an inner perversion of himself, a loss of that 
unity which we take for granted when we say “I,” or “me.” Insight in 
schizophrenia, in this respect and more generally too, may be penetrating 
and just, as many self-descriptions attest. There may also be varying degrees 
of impairment up to gross lack of insight. 

None of the bodily symptoms are characteristic of this illness, though many 
occur. Besides the somatic complaints and preoccupations already mentioned, 
rca especially if young, show vegetative anomalies. Thus, vasomotor 

isturbance may take the form of cold bluish extremities, exanthems or 
edema. Seborrhea is common. Abnormal growth of hair occasionally 
occurs in women. Loss of weight in the acute stages, and fatness in the 
chronic condition, interruption or irregularity of menstruation, and fluctua- 
tions of temperature may also be observed, especially in catatonic cases; of 
the schizophrenic states, stupor is the richest in demonstrable bodily changes. 
Mleeting neurological signs, ¢.g. pupillary anomalies, may be Sand: In 
states of acute excitement attacks of unconsciousness may occur, but 
epileptic seizures are very rare. 

Visions — There are three main forms—catatonic (with acute out- 
bursts) ; hebephrenic and simple (early onset, chronic course); paranoid 
(fairly late onset, delusional). They are not exclusive categories, and it is 

ually profitless to try and apportion a doubtful case to one or the other. 
They do not correlate closely enough with outcome to be of much use clinically. 

n ee the least common variety, delusions and hallucinations 
are inconsiderable, but abnormal conduct is to the fore: the patient may be 
silly and mischievous, abruptly eccentric or inert and without initiative. 
The illness may progress without acute episodes (dementia simplex), or be 
interrupted by p of excitement or obvious insanity, which subside, 
leaving the patient worse than before. In catatonia, the most favourable 
variety, the symptoms are plain even to the layman: akinetic or hyper- 
kinetic states may appear and subside quickly, sometimes for good or for 
several years. There are usually, also, characteristic disorders of thought 
and emotion, which may clear up when the stupor or the excitement does. 
In the paranoid form, generally rather late and insidious in its development, 
but less damaging to the personality than the hebephrenic, partial systematisa- 
tion of the delusions is common in the earlier stages, but may be later swallowed 
up in the general thought disorder and deterioration (dementia paranoides). 

e more bizarre the delusions, the more likely is affective emptiness to replace 

gradually the initial resentment and distress, but sometimes the patient 

s into a chronic paranoid state, obiously schizophrenic to the psychiatrist, 

t compatible with ordinary life outside an hospital. Hallucinations and 

luxuriant delusions may, however, be conspicuous in the paranoid form 
(paraphrenia and dementia phantastica). 

Diagnosis.—The chronic and advanced cases—‘‘ typical dementia 
precox’’—that abound in mental hospitals, are easy to diagnose: but 
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early or inconspicuous cases often extremely difficult. The chief positive 
points to look for are: characteristic thought-disorder, a qualitative change 
of affect, and other evidence of “ intrapsychic ataxia,” as well as feelings of 
being under external influence. Catatonic symptoms are of limited diagnostic 
value, because of their frequency in organic and symptomatic psychoses. 
More important than any single feature is the impression of the case as a 
whole, the development away from normal interest and response to the real 
world, and the establishment, instead, of ‘‘ autistic ” self-satisfactions so that 
the patient’s personality is twisted awry, as it were, and withdrawn from 
easy contacts. 

From organic syndromes—syphilis of the central nervous system, alcoholic 
psychoses, disease of the cerebral vessels, encephalitis lethargica, etc.—the 
differentiation turns on the physical findings, more than on the mental state: 
a schizophrenic syndrome may appear in an organic condition, because 
the brain, as Kraepelin said, is like an organ whose stops give out the same 
sound, whoever works them, Often it is not a matter of deciding whether 
the syndrome is organic or schizophrenic, but whether, being schizophrenic, 
it has a discoverable somatic basis or not. Alcoholic delusional states are 
an instance of the complicated relationship that may be found (see p. 1838), 
If, after consciousness has become clear again, the other phenomena of toxic 
confusional psychosis persist, then schizophrenia is the more probable 
diagnosis. 

Diagnosis of schizophrenia from an affective syndrome is difficult, because 
both are often combined in the same patient. Some of the significant points 
have already been referred to (see p. 1859). Catatonic excitement differs 
from mania in that the speech and acts of the latter are intelligible as express- 
ing a general affect and are conformable to the situation in some measure; 
the onset and cessation are not so abrupt as in catatonic excitement; and 
there are usually characteristic features which make the distinction easy. 
Melancholia becomes suspect when delusions are repeated without the 
appropriate affect, and there is a readiness to project responsibility for the 
illness, to complain of external influence. The inertia of the depressive is 
not so complete as that of catatonic stupor, nor so likely to be abruptl 
broken through. States of severe agitation are not always easy to distingui 
from schizophrenic excitement, but a more frequent problem is that of deciding 
whether some bodily fear or conviction of disease is schizophrenic or not. 
Whether in regard to a preoccupation or a delusion, the chief point to consider 
is the appropriateness of the affect to the alleged hypochondriacal notion ; 
the more bizarre the bodily change described, the more likely to be schizo- 
phrenic. Depersonalisation is sometimes at the bottom of these somatic 
complaints ; what is significant is not the depersonalisation, but the way it is 
elaborated and regarded by the patient. 

Hysteria can offer great difficulties, largely because hysterical mechanisms 
are so often operative in schizophrenia, Plain motor or sensory disturbances 
commonly give less trouble than hysterical dissociation, stupo: and pseudo- 
dementia. The previous history, the relationship of the outburst to a particu- 
lar set of happenings, the behaviour in the intervals, the demands upon the 
attention or response of bystanders must be taken into account. The mistakes 
and oddities of the hysterical pseudo-dement may be theatrical, in accordance 
with his ignorant notion of what insanity is like ; the deliriously dissociated 
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hysteric does not identify correctly the people around him, as the schizo- 
ohienic usually does, even when in a dream-like state; the hysteric who is 
acting some imagined scene does so without discrepancies or gross interpola- 
tions, whereas the schizophrenic is seldom so consecutive and persistent. 
The degree to which the patient is being influenced by his immediate surround- 
ings is, however, the chief guide, apart from definite schizophrenic 
eatures. 

Obsessional states offer difficulty when the patient is in doubt as to whether 
his alien thought or impulse comes from within his own mind or is imposed 
upon him. If he shows indifference as to the occurrence and content of 
the compulsive ideas, it is suggestive of schizophrenia ; but careful examination 
of the development of the symptom, and the patient’s attitude towards it, 
permits a clear diagnosis in most cases. Complicated rituals, odd obsessions 
and chronicity make an obsessional ulness look very like schizophrenia ; 
as does intoxication of an obsessional patient by bromides. Obsessions 
may develop into schizophrenic symptoms (see p. 1888). 

Prognosis.—Schizophrenia is always a serious condition. Though some 
recover, the tendency of this morbid change is to do permanent damage to 

sychic life. In the individual case, however, pessimism is not justified. 
t is certainly never possible in the early stages of the illness to be certain 
that recovery is out of the question. 

Heredity is a poor guide to the prognosis, except in the rare cases in which 
an identical twin of the patient has for some years had a schizophrenic illness, 
or in which one parent is schizophrenic, and the other has schizophrenic 
relatives ; even then it is difficult to prognosticate with assurance regarding 
the present attack. If one parent has had an affective illness the prospects of 
recovery are brighter, but this can better be assessed from the patient’s own 
bodily and mental constitution. If he is of pyknic build, the outlook is. much 
better. Similarly, the patient who has for years tended more and more to 
withdraw from his surroundings, to be careless of social requirements, to he 
late and live alone, given up to day-dreaming and eccentricity—such a one 
should he become overtly schizophrenic, has a poorer chance of doing well 
than the active, suspicious and impulsive man, or the self-conscious, intro- 

tive worrier who similarly falls ill. A narrow and rigid previous person- 
ality makes deterioration more likely than if there had been wide interests 
and possibilities of adaptation. 

he more abrupt and stormy the onset, the better the outlook. This is 
one of the most reliable guides. When the onset has followed upon a recent 
painful experience, and the content of the patient’s talk and his behaviour 
refer to this, or when a physical damage appears to have provoked the 
symptoms (e.g. influenza or head-injury), the outlook is rather better than 
when the provoking factors are obscure; but this is by no means always the 
case. If ae attack occurs during puberty or adolescence, prognosis must be 
cautious, because of the difficulty of distinguishing between the transient 
upsets of this period of adjustment, and the progressive schizophrenia that 
may then show itself plainly. The earlier history is of great help. : 

The nature of the symptoms is not a safe guide. Very severe departures 
from normality may clear up, yet an outwardly mild condition be of grave 
omen. ieee such as stereotypies of movement and speech, which 
indicate that the illness has been going on a long time, and that there is a 
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general narrowing and fixity, are grave ; as are also hebephrenia, and a long- 
drawn-out stupor, with negativism, impulsive violence and vasomotor 
roi The more manic or depressive features, the better. Previous 
attacks, with an interval of normality between them, are prognosticall 
favourable. If the patient first falls ill after 30, he will scarcely go downhill 
in the tragic way young people sometimes do. He may develop fixed 
delusions, which are often rigid and encapsulated, so to speak, and therefore 
he may be able to return to ordinary life, with reservations; or it may be 
that his morbid beliefs absorb all his mental powers, and compel institutional 
life. The more the psychiatrist can discover healthy modes of response in 
the illness itself, as well as in the previous personality, the happier the out- 
look. Many patients, after an attack, do not return to a but have 
narrower interests, and less spontaneity than before; they are more easily 
tired, and may be hypochondriac, or show other symptoms thought to be 
“neurotic.” Such patients have sometimes made a& poorer recovery than 
others who return to work and can meet most social demands, though careful 
inquiry reveals definitely schizophrenic sequele in their thinking and 
emotions. 

The simplest rule is that an abrupt onset of the illness, an adequate 
cause for its occurrence, and a well-adapted non-schizoid personality are the 
criteria of good prognosis. Sensible early treatment may avert disaster. 

Treatment.—Propny.actic.—This, whether eugenic or individual, is 
limited and uncertain. Even if effective, it can reach only a minority at 
present, and its effectiveness is a matter of faith. Probably child guidance 
and other measures of mental hygiene do good in averting potential schizo- 
phrenia, but no one can be sure of this. Such treatment aims at diverting 
the child into social activities and keeping him out of situations in which he 
will be mortified or otherwise troubled emotionally. However wordily or 
abstrusely the prophylactic treatment be described, it is essentially a matter of 
trying to make an unusual child into an average one, or making his surround- 
ings unusual to suit him. 

TREATMENT OF THE ACTUAL ILLNESS.—There is no one treatment of the 
disorder that has manifest superiority over any other. Painstaking attempts 
at readjustment of the patient’s outlook and behaviour by means of psycho- 
therapy (not psychoanalysis), occupation, games, etc., are the most sys- 
tematic and rational way of making a permanent change for the better. The 
co-operation of the patient is here necessary, and also the help of a social 
worker desirable, who may do much to modify and arrange the patient’s 
circumstances in the interests of his mental health, e.g. getting him suitable 
occupation, and schooling his relatives in a sensible attitude towards him. 
Such treatment is not practicable for those acutely ill, but for the mild, the 
convalescent, or the imperfectly recovered case it is of great value. By 
means of it many patients can be discharged from ae before they have 
settled into apathy, or become unresponsive to the claims of the external 
world ; it is better not to keep a echizophrenic patient in hospital waiting 
for complete recovery, but to get him back into ordinary life as soon as 
possible, provided conditions there are not too adverse for him, or he too 
abnormal to cope with them. sade. | 

Treatment in a psychiatric clinic or mental hospital is usually necessary 
at some stage of the disorder, and must be decided chiefly by the severity 
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and social risks at the time. For the large number who become permanently 
in need of institutional care, much of the deterioration formerly customary 
may be averted by the energetic use of occupational therapy and recreation 
which make the patient’s life less sterile. 

There are few conceivable ways of altering a human being that have 
not been tried in this illness, Many of them have been those believed to be 
efficacious in other illnesses ; some have been intended to shock the patient 
somehow. Of the former may be mentioned endocrine preparations (in 
large doses), transplantation of gonads, removal of supposed septic foci, 
induction of fever by malaria, etc., injection of human serum, manganese 
salts, production of aseptic meningitis and continuous narcosis. Of the 
latter, .e. shock-methods, many of the procedures of a bygone time are 
examples; the whirling chair, precipitation from a height, immersion in 
ice-cold water, and so forth. The most recent methods which entail a pro- 
found and alarming disturbance are those which use insulin or a convulsant 
(see p. 1819). Though the direct emotional effects of such treatment are not 
negligible, metabolic changes are no doubt chiefly responsible for the clinical 
effects seen. Insulin has more value then the convulsant method. It should 
be employed only in hospitals fully equipped and staffed for the purpose. 
The treatment is most effective in cases which would have a good prognosis 
for the attack if treated by other methods. It is not a panacea for schizo- 
phrenia, but may shorten an attack in suitably chosen cases. 

The details of treatment, whether in hospital or at home, must be in- 
dividual; even in such matters as the allaying of excitement no uniform 
procedure, e.g. continuous baths, or narcosis, can be a routine measure. 
When excitement is extreme, disturbances in water metabolism and loss of 
salts may be combated by giving 5 per cent. saline intravenously, 300 c.c. 
every other day, alternating with forced fluids. During stupor, general 
measures for ensuring adequate food (in some cases feeding by tube), cleanli- 
ness and evacuation of urine and feces must always receive attention. It 
has been found that various chemical agents, such as carbon dioxide inhaled 
in a 30 per cent, mixture with oxygen, and sodium amytal, will temporarily 
interrupt a catatonic stupor ; this finding accords with the chemical metabolic 
changes reported in the condition, but its therapeutic value is slight. 


PARANOIA AND ALLIED STATES 


The words “ paranoia’ and “ paranoid” are used loosely by many. 
Kraepelin gave paranoia its modern meaning, describing it as the endo- 
genous, insidious development of a permanent and unshakable delusional 
system, with complete preservation of, clarity and order in thought, will and 
action. If the illness cleared up, if it showed symptoms of an organic, 
affective or schizophrenic syndrome, or if it was provoked by external happen- 
ings, it could not be paranoia. Thus delimited, the condition is exception- 
ally rare; so rare, indeed, that there is no use in having such a category. 
Moreover, cases that Kraepelin himself called paranoia have since become 
obviously schizophrenic. There is now no profit in thinking of paranoia, or 
paranoid states either, as syndromes in their own right, so to speak, and 
of the same order as schizophrenia or affective disorders. They are on the 
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same subsidiary level as stupor, hypochondriasis, anxiety and depersonalisa- 
tion. When met with, they must be distributed according to the accompany- 
ing symptoms and the general trend of the illness; and their prognosis 
and treatment must be assessed accordingly. 

Besides the paranoid beliefs and stitnds referred to in previous sections, 
there are a number of instances of this unhealthy relationship between the 
patient and his surroundings, which are mild in their outward form, easily 
understandable in the light of the patient’s history, and fairly responsive to 
treatment. Sensitive and shy people are often troubled by doubts and 
shame as to their physical or moral worth ; and, by projection, attribute to 
others the dislike or contempt they do not acknowledge in themselves. This 
occurs in youths who masturbate, and suppose others to remark it, and in 
old maids who believe men to be pursuing a ; but there are many varieties 
of shame and desire, besides the sexual, which lead to such ideas of reference 
or persecution. The development of paranoid reactions of this sort is usually 
plain. So is that of the querulous, resentful type of reaction, e.g. in the man 
who believes himself done out of his rights and who becomes a persistent 
litigant or writer of memorials. Before judging such a man psychopathic, 
the extent of the injustice he has suffered must be compared with the degree 
of his resentment and his relevant conduct. Commonly the injustice is 
found to be fanciful or trifling, and the man’s sense of grievance immoderate, 
so that he comes to believe there is a veritable conspiracy to wrong him, and 
devotes most of his time to useless appeals or threats. He may persuade his 
wife or his children of the justice of his complaints, inducing delusions in 
them, 1.e. folie & deux, etc. Many such patients, however, never become 
deluded : they are contentious about their wrongs, and waste years, perhaps, 
in proclaiming them or seeking redress, but they are well aware how other 
people regard them, and what has actually happened. Many claimants of 
compensation, “ grousers,” “ old soldiers”? and unstable adherents of more 
or less cranky movements, are to be placed here. There is no sharp dividing- 
line between these psychopathic people, and the more or less normal, often 
socially precious, leaven who detest injustice and are willing to do much to 
defeat it. Some deaf people become paranoid, misinterpreting what they 
cannot hear plainly, and construing it into a jeer or an insult. 


HYSTERIA 


In hysteria, symptoms of illness are represented by the patient for the 
sake of some advantage, without his being fully conscious of this motive. 
The form of representation will vary widely according to the circumstances 
that have provoked the illness, the patient’s experience of what the symptoms 
are that he is trying to represent, and his somatic resources. These factors, 
presently to be discussed, bear on the hysterical symptoms that simulate 
physical disease. But it is impossible to restrict hysteria to this physical 
form. The illness that is represented by the hysteric are be a mental 
one; moreover, it is not possible to consider hysteria without regard to 
the mechanisms of its occurrence which manifest themselves in the per- 
sonality and are mainly psychological. Hysteria is the most poy cnceaue of 
all illnesses. Its recognition is therefore a double problem: (1) exclusion of 
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what may be called “ genuine ” illness, 1.e. of a recognised morbid pattern ; 
and (2) discovery of an adequate motivation. To ignore either of these 
requirements is to court error, since hysteria may occur along with physical 
or mental disorder, elaborating upon it and mimicking it, and, on the other 
hand, some physical diseases give rise to symptoms indistinguishable in 
their form and apparent psychological mechanism from those of hysteria. 
fEtiology.—A hereditary factor is probable in many cases. Thus, a 
group of hysterics who were pathological Mars were compared with the 
average population in respect of the proportion of their brothers and sisters 
who were in mental hospitals: it was five times as many ; and of the parents 
of the group, a sixth were psychopathic. From these and similar figures 
it is not possible to tell the mode of transmission or the nature of what is 
transmitted, but only to infer a hereditary factor. The occurrence of 
hysterical mechanisms in children, and their frequency in healthy adults, 
especially after calamities or in unendurable conditions, such as may occur 
in war, suggest, however, that hysteria is potentially present in most people 
and that environment is more important here than heredity. The combina- 
tion of heredity and environment may result, long before actual illness occurs, 
in a hysterical personality. This is not found in all patients who show hysterical 
symptoms, but nearly all people of hysterical personality show hysterical 
symptoms. Many of the features of this personality are socially obnoxious, but 
other features are not, and it 1s wrong to use “‘ hysterical ”’ as a depreciatory 
epithet for a set of qualities that one dislikes. These people are unduly 
responsive to the situation they are in, especially if by their excessive 
response they can fulfil wishes of which they are hardly aware, or evade 
what is painful in the situation, instead of meeting it and disposing of it 
adequately. Unsatisfied with their own capacities, they seek to cut a better 
figure than their endowment warrants, and are constantly posing and 
retending. This, like all their behaviour and aims here described, is not 
one with full consciousness, but with a more or less sincere ignorance or 
ambiguity of purpose; it is not a question of deliberate deceit, of studied 
histrionics or malingering. In thus responding to situations and turnin 
the response to some inadequate end, the hysterical person is character 
by a lack of inner stability and of constant standards of behaviour, and also 
by a lability of affect and an exuberant fancy. The fantasies normal in 
childhood are here seen in physically mature adults, who, like children, can 
temporarily live their fantasies, absorbed in this unreal compound of past 
experiences and longings, yet not so wholly divorced from their real sur- 
roundings as might od eat In an attenuated form, this is evident when 
they almost unwittingly manufacture some situation, according to their 
needs—literally “ making a scene ”’—and enter into it emotionally with a 
rapidity and fervour impossible for more stable people. Egotism and 
untrathfulness (pseudologia phantastica) may be pushed to the point of 
delinquency. There may be a longing for prestige, sympathy, love, or some 
other emotional relationship, which leads the hysteric to behave in a way 
strikingly out of keeping with his demeanour on other occasions ; the in- 
appropriateness of his behaviour even at the time may be obvious to a 
detached onlooker, but is not always so. Many of these people can use 
illness or well-acted fantasies of illness to satisfy their hardly conscious 
needs ; they may also gain their ends by forgetting what it would be painful 
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to remember. Here again the onlooker may find it hard to tell how genuine 
or complete is this forgetfulness, but the question is of little moment compared 
with discovery of the motive for the hypomnesia. The much-stressed 
suggestibility of hysterics is a notable aspect of their responsiveness to 
situations and of their especial responsiveness to a person with whom they 
develop an emotional relationship, often unreco miaed by themselves as such. 
- The emotional attitude of a hysteric towards other people is often influenced 
by sexual factors. Hysterical personality is believed to be much commoner 
in women than in men, and may be associated with psychosexual immaturity. 
Coquetry and frigidity are not uncommonly allied in hysterics; there may be 
much flirting and sexual excitation, but not actual coitus: it is, however, 
juster to say that the sexual lives of hysterics show instability and inadequacy 
than to specify any particular aberration. 

Hysterical personality can be recognised before puberty; in younger 
children, however, it must be extreme to be stron A because of the great 
frequency of hysterical mechanisms then (e.g. behaving as though fantasies 
were real, counterfeiting illness, somnambulism). Some of the grossest 
instances of hysterical behaviour have been recorded in girls not yet adolescent, 
ef. the Salem witches. Much of the work of Child Guidance Clinics is taken 
up with the treatment of hysterical tendencies, not perhaps taking the form 
of definite symptoms but plainly evident in the child’s personality. 

The precipitating factor for the onset of hysterical symptoms is usually 
a situation, emotionally charged, out of which the patient’s symptoms will 
bring him more or less overt, but unacknowledged, gain. This gain need 
not be material and obvious, and may run directly counter to such accepted 
values as health and ability to work. One of the plainest instances of a 
partial unsubstantial gain is that created by an accident, and the resulting 
claim for compensation ; hysterical symptoms flourish in such a soil, and are 
usually influenced for the worse by repeated medical examinations. Hysteria 
occurs among soldiers under active service conditions, and can readily be 
fostered in them by injudicious measures. It is not infrequently a sequel 
of the acute panic or stupor which may in some men be the effect of intensive 
bombardment and exhaustion during active warfare. 

Pathology.—This is almost wholly a matter of psychopathology. It 
is true that disseminated sclerosis and many other organic diseases of the 
brain may be accompanied by hysterical symptoms, but the association is 
not a constant one. The psychological changes can usually be traced further 
back than the happening that provoked the illness; often they are the 
continuation of normal tendencies of childhood that have been fostered and 
extended by ill-judged upbringing. The hysterical symptoms that appear 
as motor or sensory phenomena show the patient’s readiness for the trans- 
lation of experience into bodily symbols; this is a special stance of the 
universal tendency for somatic representation of experience, converting it 
into action. It is the facility and exaggeration, not the existence, of this 
‘‘ conversion’ mechanism that is characteristic of hysteria. What is thus 
translated or “ converted ” into physical terms has been something painful 
and unacceptable; the partial exclusion of it from consciousness, “ re- 

ression’’ of it, is therefore understandable ; in its physical, symbolic form 
it is tolerable and may even be prized. Identification with other ae is 
responsible for the frequent imitation of symptoms and for the epidemics of 
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hysteria. Suggestibility, with its characteristically quick formation of 
habits of somatic response, is another way of describing the phenomenon. 
Clearly the mechanism need not be limited to the production of physical 
symptoms, though bodily structure and local weaknesses may conduce to 
this. There can be hysterical phenomena,- such as the dissociation seen 
in fugues and so-called splitting ial) septate which are instances of the 
exclusion of recent and remote painful experience from clear consciousness. 
The wishes and fears that deviously attain outward expression as hysterical 
symptoms do not derive solely from the recent past, though much of their 
strength may come from it. It must be admitted that there are some 
hysterics in whom this psychopathology cannot be demonstrated, and that 
such cases are among the most intractable. | 

Symptoms.—These may be divided into: (1) sensory; (2) motor, 
including fits; and (3) quasi-psychotic. 

The symptoms can be like those of any conceivable affection of which 
the patient has a notion. The cruder his notion, the less will his symptoms 
be like those of the simulated condition, but after he has been demonstrated 
to a class or repeatedly examined he may better his notion, and conse- 
quently his symptoms come closer to those of organic disease. Or, if he has 
had opportunity of seeing insanity, his pseudo-insanity may smack less of 
the stage than it otherwise usually does. The range of hysterical symptoms 
is 80 great that to describe them all in detail would take inordinate space, 
and there is no need to do so. 

The sensory or, more properly, the perceptual symptoms include clavus 
and globus hystericus, blindness, deafness, and anwsthesia. The two former 
are 80 common in all sorts of mental disorder, especially those accompanied 
by anxiety, that they are of little specific importance in hysteria ; inquiry as 
to their iain will often in these suggestible, rather hypochrondriacal 

tients lead to their occurrence. The difficulty in swallowing reported 
y hysterical women may be associated with a strong disinclination to eat— 
anorexia nervosa; it should not be confused with depressive anorexia or 
that of pituitary cachexia. Any cutaneous disturbance of sensation that 
the patient has a notion of can be presented, e.g., anaesthesia, either mono- 
or bi-lateral, or of stocking and glove distribution, and analgesia of any part. 
The anzsthesia seldom corresponds to any nerve trunk, nerve root, or spinal 
segment, unless the patient has had special opportunities of knowing. With 
an anesthetic hand objects may be identified, and any test which the patient 
does not recognise as referring to this disability he will perform satisfactorily. 
Such tests are not a means of “catching the patient out” as though he 
were a malingerer, but of ascertaining whether the symptoms express only 
his notion of some illness, The tests for a malingerer, it is true, amount to 
the same thing, though one assumes the malingerer to be clearly conscious of 
his purpose ; consequently any distinction between hysteria and malingeri 
must depend on the observer's impression as to the patient’s honesty an 
self-knowledge ; certainly it cannot be decided by testa. The tests for blind- 
ness (e.g. using & stereoscope with a supposedly blind eye), deafness (e.g. effect 
on pulse, respiration and psychogalvanic reflex of exciting remarks addressed 
to the patient), and for other forms of perceptual defect all depend on the 
physician’s greater knowledge of what should or should not accompany the 
symptoms of which the patient complains; they are not intended to dis- 


HYSTERIA 1881 


cover hysterical “ stigmata ’”’ or characteristic anomalies. The ovarian and 
other hyperesthetic spots, the pharyngeal anesthesia and the concentric 
limitation of the field of vision formerly used diagnostically, were all pro- 
ducts of suggestion or, as in the last instance, phenomena that may ocour in 
normal fatigue, in hypochondria and in certain cerebral lesions. 

The motor symptoms are paralyses, pareses, spasms, contractures, and 
tremors. Hysterical paralysis or paresis never affects individual muscles, 
but always movements. By various devices it can be shown that the patient 
can still use the affected muscles, as long as he does not know that the move- 
ment in question requires their use. The paralyses affect chiefly the left side 
of the body, are common in the legs (preventing proper walking or standing), 
and often occur in limbs or other structures that have earlier been the seat of 
an organic disability, e.g. trauma or paresis. If the paralysis be flaccid, no 
loss of tone or of reflex response is found, and the patient, through his ill- 
informed notions of what should happen, behaves otherwise than a patient 
with organic paralysis would—e.g. if asked to rise from the supine to the 
sitting posture without using his hands, he keeps his paralysed leg flat on 
the bed. If the paretic part be kept stiff, the antagonists will be found to 
come into action first when the patient is asked to perform the movement he 
says he cannot; and if the movement has to be made against resistance, 
sudden removal of the resistance reveals how much of the apparently tremend- 
ous effort was going into associated irrelevant or antagonistic movements. 
Passive movement to overcome the spasticity or subsequent contractures 
cause the patient to be more upset than could be accounted for by any 
pain he may complain of. The varieties of abnormal gait are numerous ; 
many of them fantastically elaborate and, from the look of them, exhausting. 
Not only the musculature of the limbs may be affected but of the trunk 
(leading to curvatures and odd postures) and indeed any voluntary muscles, 
e.g. of the tongue, larynx, pharynx or eye. In hysterical aphonia the voice 
may sink to a whisper, or there may, more rarely, be complete mutism ; 
the voice can, however, be used normally for coughing and similar purposes. 
The aphonia often comes on after some local inflammation that has caused 
hoarseness, or after a fright. Stammering, usually of the exaggerated kind, 
may also occur. Spasm of the external ocular muscles, leading to a con- 
vergent squint, may accompany a spasm of accommodation. Ptosis and 
blepharospasm sometimes occur. Many of the tics and spasms that used to 
be thought hysterical are now recognised to be often physiogenic, e.g. residual 
symptoms of encephalitis lethargica and chorea; spasmodic torticollis, 
for instance, is far less often psychogenic than used to be thought. When a 
spasm or paresis has long been maintained, trophic disturbance may follow : 
blueness and oedema, shiny skin, fibrosis of periarticular structures, and 
similar effects of rigidity and disuse. Tremor is most often seen in patients 
with a spastic paralysis, but may occur independently, as in many of the war 
cases. It is variable in degree and rhythm, and usually disappears when the 
patient’s attention is turned from it; this does not apply, however, to some 
very long-standing cases, 

Hostereal: ts commonly occur in patients with obviously hysterical 
personality. They may be little more than a fainting-attack or an outburst 
of temper, significantly like the tantrums of an ill-behaved child. Often, 
however, they are more differentiated than this, and diagnosis from an epilep- 


1882 PSYCHOLOGICAL MEDICINE 


tic fit may be difficult. Sometimes the fit grows out of a tremor induced by 
fright or anxiety, as in many war-hysterics, or it may express some emotional 
state, such as great pain, anger or erotic excitement. Occasionally the patient 
shows plainly by her expression and movements that the fit 1s erotic; it 
may be a typical orgasm. The “ classical’ four-phase fits which Charcot 
described were artefacts of the clinic; they do not happen now. 

Sometimes the patient’s fit becomes very like an epileptic one after he has 
spent some time at a neurological clinic, or he may be an epileptic who also 
has hysterical fits. Some hysterics, by overbreathing, induce an epileptiform 
convulsion, which can be abruptly terminated if an injection of calcium chloride 
or gluconate be given. They may pass from one such fit into another, so that 
the condition suggests a status epilepticus. The unconsciousness that often 
rues to accompany a hysterical fit is seldom as complete as it looks; neither 
is the subsequent amnesia, There may, however, be a delirium, corresponding 
to the emotional upheaval. Patients very rarely hurt themselves seriously in 
the fit, however violent, or have a fit when alone or asleep. The length of 
the attack and its degree often depend on the audience; the more the 
bystanders try to restrain the movements, the wilder do the kicking, struggling, 
biting, shouting, panting, spitting, etc., become and the longer they go on. 
There is neither the pallor nor the cyanosis, the regular sequence nor the 
subsequent headache and sleepiness of epilepsy ; urine is not passed nor 
the bowels opened; reflexes, including the corneal response, are unaffected, 
and the end of the fit may be abrupt. 

The guasi-psychotic symptoms are stupor, twilight-state, pseudo-dementia, 
and fugue. In the stupor, seen typically in harassed weary soldiers under 
bombardment, the patient lies motionless, taking food like a twelve-months 
baby, non-resistive, sometimes incontinent of urine or feces, and without 
any predominant emotional tone. It is of brief duration if the exciting 
circumstances cease to prevail. In less acute forms there may be a sullen 
resistive akinesia, or a condition lasting even for years, with an occasional 
break; thisisarareform. The confusional or delirious states may accompany 
a fit or represent an important emotional experience, e.g. some sexual episode. 
They are often histrionic, and represent wishes of a religious or grandiose 
sort; or the patient may behave as though he were an animal or a child. 
Sometimes they occur during the night, and in a somnambulist state the 
patient repeats some past happening, or may do complicated work. This 
1s closely akin to the hysterical e, in which there is not so much a clouding 
as & narrowing of consciousness, a “ dissociation.”’ In the fugue the patient 
says he has forgotten some or all of his life before a certain date, and later he 
may profess to remember nothing of what has happened during the fugue. 
There is, in short, a double set of memories, which may alternate, and since 
the patient’s own identity is commonly included in the repressed and tempor- 
arily forgotten material, he may be said to have two personalities, and 
sometimes three or four. Actually there are no cases in which it is strictly 
correct to speak thus of multiple personalities ; it is only a matter of different 
aspects or fragments of the one personality. In the fugue the patient may 
live out some fantasy or—as more commonly happens—simply says that he 
does not know who he is or where he lives. Nearly always a \esterical fugue 
with gross amnesia turns out to have been a means of evading some predica- 
ment, and it is well to keep in mind in such cases that the patient may have 
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broken the law or otherwise exposed himself to disgrace and punishment. 
The amnesia is seldom as complete as the patient states. Fugues may occur 
as a hysterical mechanism in an organic psychosis ; we have seen a man with 
arrested general paralysis who had been prominently and in detail reported 
as a case of multiple personality which responded to psychotherapy. 

“ Pseudo-dementia ” covers the large group who behave as though insane. 
It may occur, as in the so-called Ganser syndrome, in prisoners awaiting tzial. 
Whatever the circumstances, its motive is escape from a disagreeable situation. 
It is likely, however, that it is mainly those with a predisposition towards 
severe mental illness, especially schizophrenia, and the high-grade defectives 
who have recourse to this kind of hysterical behaviour. It sometimes comes 
on after brain injury. The patients’ behaviour corresponds necessarily to 
their notion of insanity, which is usually far enough removed from anything 
the psychiatrist knows as such. Occasionally, however, it is very near the 
buffoon-like conduct of some schizophrenics. The patients say that they do 
not know their own age, affect not to understand simple aos give absurd 
answers which nevertheless indicate that they know the right answer (e.g. by 
inverting the correct order of the figures in a sum). When asked about some 
simple matter, they look as though they were making terrific efforts to 
remember (herein behaving differently from the schizophrenic). The most 
characteristic thing is the disparity between the patient’s atleged deficiencies 
and his general alertness: he says he does not know anything about his own 
past, he cannot read or spell or do the simplest arithmetic, and yet he may 
be behaving quite naturally and adapting himself to the situation in a way 
which would be inconceivable if he had actually so advanced a dementia. 

Some hysterics go to great lengths in their representation of ideas of illness. 
They will allow themselves to be put among grossly insane people, or submit 
to repeated operations, such as amputation. Self-inflicted injuries, e.g. 
keeping wounds and sores open, are not uncommon (cf. dermatitis artefacta). 
In some such cases masochistic tendencies can be recognised, but by no means 
in all. Suicidal attempts are not infrequent. They often have as their purpose 
revenge, the satisfaction of some spite, and the patient may leave behind a 
lying, fantasy-coloured letter, indicting someone. Frequently the suicidal 
attempt is in the nature of a theatrical demonstration, done in such circum- 
stances as make it unlikely to be fatal; and if the patient kill herself, it is 
more through bad management than intention. 

Diagnosis.—It will be plain from what has been said that diagnosis 
must be both negative and positive—negative, by excluding any organic 
cause for the symptoms; positive, by finding motives and relating the 
symptoms to them. Neither method is alone sufficient, because of the 
occasional concurrence of structural disease with psychogenic symptoms. 
As to the former, ¢.e. the negative method, it is unnecessary to enter here 
into all the differentiating points. Many of them have been mentioned in 
the foregoing description of symptoms, and all turn on the disparity between 
what experience tells us would occur if these symptoms were of organic 
origin, and what the patient knows about such matters. Consequently a 
doctor who has hysterical symptoms is extraordinarily difficult to diagnose, 
in this negative sense. The method of arriving at a diagnosis by suddenly 
taking the patient unawares, and seeing if his symptoms persist, is to be 
deprecated ; it antagonises him. Likewise undesirable is the procedure of see- 
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ing whether one can suggest new symptoms to the patient, e.g. an anesthesia ; 
it can be both misleading and harmful. Neither is the hysterical nature 
of a symptom to be judged solely by whether it can be removed by sugges- 
tion; for some organic symptoms are eoporeny ee rid of thereby, and 
many hysterical symptoms are not. An intimate knowledge of the range of 
symptoms of physical disease is much more useful to the physician than an 
equipment with special tests and lists of differences between “ functional ” 
and “organic.” It is not only a problem of neurology but of the whole of 
medicine, since the hypochondriacal tendencies of many hysterics lead them 
to complain of visceral symptoms ; usually, in doubtful cases, the symptoms 
are those which might well occur in the earlier stages of some physical disease. 
It is, however, in neurology that the most difficult cases of all arise, e.g. in 
disseminated sclerosis, carbon monoxide poisoning, cerebral vascular disease 
or encephalitis lethargica ; here there is more likelihood of the organic disease 
being overlooked than of its being wrongly diagnosed. The patient’s previous 
personality, any provocative situation or emotional disturbance, the previous 
occurrence of organic signs, e.g. transient diplopia, and the age of the patient 
must be considered. Hysterical symptoms appearing for the first time in 
middle or later life in someone whose personality has been stable, are probably 
not solely psychogenic. Ifthe symptoms diminish when little or no attention 
is paid to them, they are more likely to be hysterical. 

Course and Prognosis.—This depends mainly on the patient’s per- 
sonality and social setting, and on the treatment employed. long history 
of hysterical traits prior to the illness, a continuance of circumstances favour- 
able to the symptoms, and inadequate or excessive treatment are all unfavour- 
able. This is, however, an illness that sometimes confounds prediction, 
patients recovering when many adverse factors have been operative and the 
symptoms have been present for years. In children the prognosis is fairly 
good if treatment can be undertaken promptly ; it is best if the hysteria is 
monosymptomatic and has come on after a fright. In all cases in which the 
situation which provoked the illness persists, the outlook is bad ; for example, 
m the compensation cases, for which no medical treatment is of any avail— 
for obvious reasons—until the litigation is settled once for all. Similarly, 
during war, psychotherapeutic successes are often dazzling while the hysterical 
soldier is under treatment in hospital, but the symptoms come again when 
he must return to duty. There are many varieties of outcome, chronic 
invalidism being the commonest. A few patients later become schizophrenic, 
and a few become involutional melancholics, The prognosis in respect 
of the patient’s hysterical personality is more important than that of his 
hysterical illness ; it is, however, no more to be assessed by rules than the 
general future of any human being’s life and personality. Patients do not 
necessarily tend to become anti-social ; delinquency is certainly a likelihood 
in ita hysterical people, but bravery and melt davotion may be conspicuous 
in others. 

Treatment.—Too much treatment is worse than too little. Injudicious 
physical or psychological treatment of hysterics often makes their symptoms 
worse and their illness intractable. Recondite methods should be eschewed 
by all but experts. Common sense is as important as psychological under- 
standing ; and social usefulness more to be aimed at than removal of symptoms 
or attainment of self-knowledge. In short, it is not the hysterical illness or 
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the mechanism of repression and conversion that calls for remedy, but the 
patient’s inadequate way of dealing with difficult situations. Consequently, 
the whole treatment must aim at the patient’s return to ordinary conditions 
of life as soon as possible, and at a re-education of his ways of meeting 
difficulties. To this end it is profitable to go over with the patient the 
situations, emotional disturbances and motives that led up to the illness, 
and to do this without implying moral judgment or social indifference— 
certainly without teaching the patient one’s psychological theories. It is 
a matter of general psychotherapy (see p. 1816); and it may entail a far- 
reaching analysis of the patient’s past life, her emotional development and 
her instinctual tendencies. It is questionable, however, whether anyone 
without special psychiatric experience is wise to enter lightly upon this way 
of benefiting the patient. For, on the one hand, he may be misled into a 
wilderness of fantasy masquerading as once-repressed, now-recalled psychic 
trauma ; and, on the other, he may be at a loss how to deal with the attachment 
and dependence upon him which the patient will come to show, and which 
may in fact be the chief influence in bringing about her precarious recovery. 
A great deal may be achieved—perhaps as much as by more thoroughgoing 
methods—if the physician, himself mature and with impartial insight into 
the psychological motivation of the symptoms, leaves aside in his dealings 
with the patient any very detailed inquiry into the causes of the illness and the 
purposes it served ; and, instead, directs her towards a better social adapta- 
tion, by advising her to avoid when possible the situations that, as he sees, 
favour the production of symptoms, getting her into a disciplined way of 
living, and stepping in with explanation, support and advice whenever fresh 
difficulties arise. His success in getting rid of individual symptoms at the 
beginning may be an important factor in establishing the necessary relation- 
ship with the patient. Such a line of treatment is not heroic, it is scarcely 
even rational, in the sense of being causal, but it avoids some of the commonest 
blunders and may be strikingly successful. For this, or indeed any treat- 
ment, admission to hospital is not essential; but it will help when there 
are adverse factors in the patient’s situation and, of course, will be essential 
if there be such symptoms as self-injury, suicidal attempts, pseudo-dementia, 
or gross paralysis. The danger of the patient’s picking up new symptoms 
in hospital should also be weighed. Isolation is usually inadvisable. 

Many of the symptoms of hysteria will not wait upon general treatment, 
but demand energetic intervention, Anorexia, for instance, cannot be 
allowed to go on to an avoidable inanition, nor a paralysis to the stage of 
contracture ; a mute patient, or one who is deaf or blind or ignorant of his 
own identity, offers such eager obstacles to almost any kind of treatment 
that the symptoms must be tackled and disposed of early. For this purpose 
suggestive measures are valuable and appropriate physical treatment may 
be called for, e.g. supervision during feeding, or even tube-feeding in anorexia 
nervosa, physiotherapy for paralysis, voice-exercises. Suggestive measures 
need not take the form of hypnosis; suggestion in the normal waking state 
has many advantages over hypnosis, though those expert in the latter are 
gometimes very successful in their treatment. Suggestion, like almost 
every form of treatment of hysteria, has pitfalls, and its triumphs, like those 
of every other method, sometimes prove vain, but in the hands of a te hepa 
who is at once confident and cautious, this method may result in a satisfactory 
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recovery. If, in using suggestion, such physical devices as faradisation can 
be arene’, it is better to do so, As 8 means of demonstrating that the 
illness is not due to local disease, however, such methods sometimes take 
their place in a detailed plan of treatment. Motor and sensory symptoms can 
Geaally be got rid of in one or two sittings if the physician is patient, deter. 
mined and confident in the use of persuasion and suggestion. 

The choice of occupation, the settlement of any social cause of illness 
(e.g. claims for compensation), and the obtaining of a healthy attitude— 
neither complaisant, much-enduring nor harah—on the part of the patient’s 
relatives and friends, are all important factors in treatment. The hysterical 
reactions to injury call for special mention because of their frequency. 
Though often of transparent motivation, they are not by any means to be 
bois as outright malingering ; for the patient’s feeling of illness may 
be sincere, his symptoms distressing, his anxiety typical, and his irritability 
and insomnia symptoms that he would gladly get rid of. But they are 
none the less psychogenic. It is often assumed that so far as an illness is 

sychogenic, it must be treated only by psychotherapy. This is false theory. 
There are few mental disorders in which psychotherapy alone produces such 
small benefit as in the hysterical conditions due to the compensation or 
pension situation that may follow an injury. Putting an end to the situation 
early and the resumption of ordinary activity as soon as any physical injury 
has been repaired are the most potent measures in the earlier stages. Hven 
if the symptoms have been present a long time, the ending of disputes about 
claims and the return to ordered routine and regular occupation achieve 
more than do frequent medical interviews. Psychotherapy is then an 
adjunct, not an essential feature, of the treatment. Marriage should never 
be recommended as treatment for hysteria; the superstition about this has 
resulted in lamentable troubles, especially for the person the hysteric marries. 
This is not to say that every hysteric is to be dissuaded from marrying ; 
there are more things than treatment to be considered then. Married 
hysterics, however, should not be recommended to have a child. Contrary 
to popular notions, pregnancy and puerperium more often aggravate than 
benefit hysteria. Moreover, hysterical women are not usually satisfactory 
parents, and commonly induce psychopathy in their children. 


ANXIETY STATE 


As already stated, the emotional syndrome so called is part of the 
group of affective disorder, in which depression and manic excitement 
are also included. It is there described. it would be indefensible to put 
into a special category all the forms of mental illness in which anxiety is 
conspicuous, for it can be severe in the most diverse conditions, ranging 
from delirium tremens to schizophrenia. The outwardly mild form, tending to 
chronicity and often largely psychogenic, responds well in the leas advanced 
stages to psychotherapy ; it is therefore important that its recognition should 
not be delayed because of a doubt as to physical disease. Yet often the 
correct diagnosis is overlooked while the patient is being investigated or 
treated for some local disorder. This arises partly because of the quasi- 
physical signs of fear which he may show—dizziness, tremor, nausea and 
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vomiting, indigestion, diarrhea, shortness of breath, palpitation, a sense of 
oppression in the chest, rapid pulse, flushing, sweating, Seas assage of 
urine, etc. It is still more due to the patient’s anxiety turning on tie health, 
especially his physical health, and leading him to ask for more and more 
medical opinions, X-rays, laboratory investigations, etc., the favourable 
results of which, however, do not allay his worry. Over-cautious advice as 
to regime, based on a possibility that there may be some early physical disease, 
can be harmful to the patient’s mental health in that it restricts his normal 
life, and may constantly recall and reinforce his anxiety. The converse error 
of mistaking some early symptoms of physical illness for hypochondriacal 
anxiety is equally to be avoided. Physical investigation of doubtful cases is, 
in short, indispensable, and should be prompt as well as thorough. When it 
fails to confirm the presence of a physical disorder the patient ahould not be 
treated as though he will still be in danger of the physical illness unless he 
takes special precautions in diet, exercise, etc. This is well illustrated by 
such a condition as effort-syndrome, where care taken to avoid any damage 
to the heart intensifies the illness. The patient should be fully investigated 
on the psychological side and treated accordingly ; this does not mean that 
he should be treated only by psychotherapy. The discovery of a possible 
psychological cause for the symptoms does not prove that there is not also 
a physical cause for them, but it makes it less hkely. The converse is also 
true. For etiology, diagnosis, prognosis and treatment see section on 
Affective Disorders. 


OBSESSIONAL DISORDER 


Definition.—In this condition the characteristic feature is that, along 
with some mental happening, there is an experience of subjective compulsion 
and of resistance to 1t. Commonly the mental happening (which may be a 
fear, an impulse, or a preoccupation) is recognised, on quiet reflexion, as sense- 
less ; nevertheless it persists. 

ZEtiology.—Inrrinsic.—The hereditary factor is strong. A third of the 
parents of obsessional patients, and a fifth of their brothers and sisters, 
have themselves shown pronounced obsessional traits; the proportion 
is in each case higher if all forms of mental abnormality be included, 
since both schizophrenia and affective illnesses occur with more than 
average frequency in families of obsessionals. The abnormal personality 
of the parents is probably also potent as an environmental cause. Very many 
obsessional patients have for years before they became ill shown a rather 
characteristic mental constitution: they are excessively cleanly, orderly and 
conscientious, sticklers for precision ; they have inconclusive ways of t 
and acting; they are given to needless repetition. Those who have shown 
such traits since childhood are often morose, obstinate, irritable people ; 
others are vacillating, uncertain of themselves, and submissive. “ Obsessional ” 
traits occur, however, in many people who never become mentally ill, and 
in many who become mentally ill otherwise than with an obsessional disorder. 
Consequently these traits cannot be rigidly held to be the forerunners or 
non-morbid counterpart of obsessional illness. — 

Extrinsio.—The influence of strict, morose, cruel, overconscientious, 
or obsessional parents has just been mentioned. It is difficult to weigh its 
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importance ; certainly in some cases it plays no part. There is nothing specific 
in the situations which supply the content of an obsession : they might equally 
well have preceded hysterical symptoms, for example, in a person so pre- 
disposed. Nevertheless, the fright or pain which once accompanied a particu- 
lar experience, or a long series of experiences, must not be overlooked in working 
out the multiple causes of some obsession psychologically related to this 
experience. 

Encephalitis lethargica and a few other cerebral diseases may produce 
typical obsessional symptoms in persons previously free from demonstrable 
tendencies in this direction. 

Pathology.—Apart from the difficult instances in which lesions of the brain 
are accompanied by obsessions, this is at present wholly a matter of psycho- 
pathology. Some elements of an obsession are universal human attributes : 
all little children tend to ritualise and repeat ; all human beings are at times 
uncertain of the rightness or sense of what they have done; they try to avert 
trouble by symbolical acts and other magical devices, whose effectiveness 
they may question (e.g. superstition) ; many normal sg moreover, have 
mild obsessions that do not bother them (e.g. scruples). The manifest struggle 
going on in the obsessional patient may be restated in terms of hypothetical 
instinctual tendencies. Such attempted explanation cannot be verified ; 
and it is more useful to pay heed to the repression, displacement and substitu- 
tion which lead to symbolic representation of emotionally significant earlier 
experiences, and to the protective mechanisms by which the patient tries 
to ward off the painful and overwhelming obsession, with the result that he 
develops complicated rituals and similar devices which may be mistaken 
for the essential symptom. The transition from obsessional to schizophrenic 
is easy to understand psychopathologically, since in both some contents of 
consciousness are separated from the main stream. 

Symptoms.—Obsessions are conveniently classified as: 1. ideas or images; 
2. impulses; 3. phobias; and 4. rumination. These overlap constantly. 

Among obsessional ideas and images are tunes, phrases, mental pictures 
of a disagreeable sort (e.g. of a mutilated corpse), and obscene associations 
(e.g. every cranny reminds the patient of a vulva). Obsessional «mpulses are 
often of a suicidal or aggressive character: the patient may feel an urge to 
kick people in the street, to push his friend over a cliff, or to throw himself 
under a passing train. In many other cases, however, they are less alarming ; 
é.g. impulses to swear loudly in church, or to laugh at a funeral; or more of 
an intellectual sort, such as an impulse to count and manipulate numbers 
senselessly or to avoid typing any word with a given number of letters or 
beginning with a particular consonant. Phobias are closely bound up with 
the other varieties of obsession: thus, the patient who has an impulse to 
plunge a knife into his friend’s or his own an has an understandable phobia 
of knives; the patient who is troubled by obscene thoughts whenever he 
looks at a naked statue develops a phobia of museums. Not all phobias can 
be so accounted fer; they may rest on some forgotten alarm, and take a 
queer form, such as a pho ia of lavatories or of one-legged men. It 1s loose 
usage to give the name “ phobia” to every case in which an individual develops 
fear that is excessive or inexplicable ; the essential features of an obsession, 
already mentioned, should also be present. Fears of dirt or infection are very 
common phobias: they are symbols of moral, usually sexual, taint, and they 
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lead to much washing, ete.; thus, a patient who has blamed himself for 
masturbation may be constantly washing his hands, or following a complicated 
ritual of touching nothing with his bare hands for fear of contamination. 
Often the rituals and defensive precautions seem grotesque when compared 
with their ostensible purpose, as in the case of a patient who is perpetually 
putting himself to the greatest trouble in order to ensure that he never steps 
on & worm inadvertently ; much of the grotesqueness disappears when it is 
discovered what the worm symbolises for him. Ludicrous as his behaviour 
may seem, it is often tragic in the distress, and indeed ruin, it may cause him. 
Another phobia is that which has fear as its object, 1.e. the patient is afraid 
of any situation in which he may feel fear ; some such patients do not leave 
their homes for years, because they fear they may have an attack of agora- 
phobia once they get outside. Obsessional rumination usually takes the form 
of endless questioning or search. The patient has to ask himself ‘ Why ” 
with pointless insistence about all manner of problems beyond his or any- 
body’s grasp ; or he has to keep casting round in his mind after some forgotten 
name or word which he could easily do without. Religious scruples sometimes 
fal] into this category, as when a penitent is continually running to his 
confessor with some venial trifle he has come upon in his interminable self- 
questioning and doubt. 

Obsessional patients are in most cases depressed ; their illness is a de- 
pressing one. Besides this secondary depression, however, there is frequently an 
association of a more intimate kind, in which depression—or mania—is the 
essential or the main part of the illness, and the concurrent obsessions seem 
to be symptoms of this affective disorder. In such cases the obsessional 
illness is very often cyclical in its course. Anxiety is a common accompani- 
ment of obsessions ; in phobias it is most conspicuous. The anxiety 1s in- 
separable from the patient’s struggle against the subjective compulsion 
which is so alarming to his feeling of integrity in self and mind, such a shock 
to his belief that he is a free agent. Schizophrenic symptoms may be in the 
offing, or actually present, when the obsessional ideas are of the magical 
kind, e.g. the patient feeling that the effect of his obscene thoughts ee 
others may be averted by some gesture, or when his rituals are carried to 
bizarre lengths, e.g. having to save the last drops of his urine because of 
some recurring doubt. Depersonalisation may occur in the course of an 
obsessional illness. 

Diagnosis.—If the essential features, %.e. feeling of subjective com- 
pulsion and immediate resistance to this, be kept in view, it is seldom 
difficult to distinguish between obsessions, on the one hand, and delusions, 
hallucinations, ideas of reference or self-reproach, feelings of being influenced 
and schizophrenic stereotypies, etc., on the other. The only difference 
between obsessions and many schizophrenic phenomena towards which the 
patient retains insight and which he regards as alien to him, lies in the nature 
of the compulsion he experiences : in obessions it is subjective—he feels that 
it comes from within his own mind, whereas in the schizophrenic phenomena 
he feels that it comes from without, it is imposed upon him. It is a differ- 
ence, however, that may be obliterated, i.e. what was once obsessional 
may become schizophrenic, but this is an uncommon outcome when the 
obsessional disorder is definite and well-established. In differential diagnosis - 
it must be remembered that obsessions may occur in the course of almost 
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any mental illness in a person of obsessional tendencies, and that the psycho- 
logical mechanism for the production of obsessions, like that for hysterical 
symptoms, is present in almost everybody in varying degree. Consequently, 
an illness is not to be regarded as obsessional unless obsessions are the chief 
symptoms. 

Course and Prognosis.—The outlook for recovery is worse if obsessional 
symptoms have been present since childhood, if they now fill up most of the 
patient’s time, and if he is weakly resigned to his illness. The best outlook 
is when the obsessional illness comes on suddenly in a person who has not 
had conspicuous obsessional traits or who has had previous benign attacks. 
A cyclical course is not uncommon. The situation is ominous when the 
ritual gets more and more systematised and remote from what previously 
occasioned it. The development along schizophrenic lines, already men- 
tioned, is more to be feared in such cases and in those with bizarre obsessional 
thoughts ; the great majority of gross obsessionals, however, do not become 
schizophrenic or anything else than obsessional. About half the cases 
recover from an attack, which may, however, last for a year or even more. 
Many people are subject to brief attacks, lasting only a few days, and largely 
due to fatigue or physical illness reducing their mental health. Inter- 
current happenings influence the course of the illness, e.g. some men were 
free from symptoms during their period of war-service, with its routine and 
lack of responsibility or need for decision. The content of the obsessions is of 
little use prognostically. Old age is not in itself an adverse factor, but 
attacks in childhood suggest a strong constitutional bias and are therefore 
unfavourable on the whole. Few obsessionals give way to anti-social impulses, 
e.g. to suicide, homicide, delinquency. It is true that obsessionals a are 
also depressed may kill themselves, and that obsessionals who are irritable 
and angry may injure others; but obsessionals rarely yield directly to an 
impulse they have resisted, or need to have “ irresistible impulse’ urged 
in extenuation of a crime. Sexual offences and perversions are rarely 
obsessional. 

Treatment.—Patients should be encouraged to continue at their occupa- 
tion and not to test themselves, or try to overcome their obsession, by re- 
peatedly putting themselves in a situation in which it will occur. So long 
as their impulses are not likely to get them into trouble, they should be 
encouraged to give way to them, rather than to “fight.” The physician 
must aim at getting & patient well by putting an end to his anxiety and 
struggle ; if that 1s not wholly attainable, the patient must be educated to 
deal with his obsessional tendencies by soknowledsing their existence, their 
ye ical origins, and their harmlessness in those very respects in which 

thought them most harmful, e.g. obscenity. Frank recognition of obses- 
sional tendencies, which everyone has in some degree, is an important step 
in learning to control them. In some patients the obsessional attack is so 
cyclical and almost self-limited that a brief rest and general care are all 
that is needed. In others, whose affection is chronic, recovery is out of the 
question, but advice about the management of their lives, varying according 
to their individual circumstances, helps them greatly. These patients, so 
prone to rumination and endless questioning, often clamour to be edie 
analysed. There is no evidence that psycho-analysis, however prolonged, 
benefits them more than methods that are not so exigent of time and money. 
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Obsessional children usually respond well to changes in their human environ- 
ment, advised after the physician has inquired into the family and school 
situation ; temporary separation from an obsessional parent or treatment 
of the latter often proves remarkably beneficial for the child. Discussion 
of his problems with the child (especially if they centre round secret sexual 
play) is an important adjunct of such treatment, just as it would be with an 
obsessional adult. 

EKpwarD MaroTHER. 
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Abdomen, retracted, in cerebro-spinal fever, 


in tuberculous meningitis, 1561. 
Abdominal abscess in peritonitis, 753, 755, 
756, 762, 
allergic attacks, 571, 751. 
cramps in hyperparathyroidism, 499. 
distension in acute gastritis, 582, 
in acute intestinal obstruction, 673. 
in acute necrosis of pancreas, 738. 
in anal achalasia, 665, 666. 
in ascites, 764, 765. 
in colitis, 649, 651, 665. 
in pseudocyesis, 576. 
in rickets, 457. 
in septicemia, 13. 
in tuberculous peritonitis, 761. 
in typhoid, 82, 84, 93. 
muscles, weakness of, in relation to 
visceroptosis, 746, 747. 
pain in acute appendicitis, 676, 677. 
in acute intestinal obstruction, 673. 
in acute necrosis of pancreas, 738. 
in acute peritonitis, 754. 
in Addison’s disease, 505. 
in amoebic abscess of liver, 709. 
in amoebic dysentery, 263. 
in arsenical poisoning, 371. 
in ascariasis, 323. 
in bacillary dysentery, 116. 
in bacterial food poisoning, 400. 
in caisson disease, 335. 
in cancer of gall-bladder, 734. 
in cancer of the liver, 718. 
in cholecystitis, 724, 726. 
in cholera, 119, 120. 
in colitis, 649. 
in gall-bladder dyspepsia, 729. 
in gastric ulcer, 588. 
in gastro-intestinal allergy, 751. 
in pear fever, 286. 
in Henoch’s purpura, 816. 
in hypoglycamia, 414. 
in lead poisoning, 360, 365, 368. 
in mercurial poisoning, 374. 
in muco-membranous colic, 642. 
in regional ileitis, 647. 
in trench fever, 282. 
in tuberoulous peritonitis, 761. 
in typhoid fever, 84, 85. 


pueveninel tones in lesions of hemisphere, 


rigidity in acute peritonitis, 764, 755. 
in appendicitis, 677. 
in Henoch’s purpura, 816. 
in pyelitis, 1331. 
supports in arterial hypotension, 1071. 
in movable kidney, 1348, 1349. 
in visceroptosis, 746, 748, 750. 
tenderness in acute peritonitis, 754, 755. 
in appendicitis, 677, 681. 
in diverticulitis, 661. 
in gastric ulcer, 588. 
in ee ictero-hemorrhagica, 
in trench fever, 282. 
in ulcerative colitis, 651. 
tumour i amasbic abscess of liver, 710 
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in cancer of colon, 659. 
in cancer of gall-bladder, 734. 
in cancer of liver, 719. 
in cancer of pancreas, 745. 
in cancer of the stomach, 601. 
in hydronephrosis, 1341. 
in intussusception, 663, 674. 
in pancreatic cyst, 744. 
in perinephric abscess, 1335. 
wall, tone of, in relation to visceroptosis, 
746, 747, 749. 
Abnormalities, birth, in cerebral] diplegia, 
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Abortifacient uses of lead, 362. 
Abortion, habitual, treated by pro- 
gesterone, 516. 

in cholera, 120. 

in malarm, 243. 

in measles, 135. 

in scarlet fever, 70. 

in small-pox, 146, 155. 

in typhoid, 84 

in undulant fever, 129. 

syphilis as cause of, 204, 205. 
Abscess, actinomycotio, 186, 188. 

acute, causative organism of, 19. 

amoebic, 263, 708-711. 

appendicular, 678, 680. 

as result of cancer of stomach, 602. 

extra-dural, in scarlet fever, 71. 

filarial, 317. 
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Abscess, ischio-rectal, in pulmonary tuber- 
culosis, 1202. 
formation, 2. 
complicatin 
hepatic, syphilitic, 714. 
intracranial, 1552. 
mediastinal, 1274-1276. 
chronic, 1276. 
metapneumonic, 1179. 
of brain, 13, 1552. 
of liver in amoebic dysentery, 263, 264, 
709-712; and see under Liver. 
of lung, 13, 80, 1178-1181, 1231. 
of spleen, 827. 
perinephric, 1334-1336. 
peritonsillar, 71, 535; and sce Quinsy. 
retro-peritoneal, amcebic, 710. 
retro-pharyngeal, 104, 539, 540. 
sub-diaphragmatic, amoebic, 710. 
ee bey of ap Pee 678. 
f duodenal ulcer, 591 
sub-phrenic, ameebio, 710. 
oe 7 cause of acute peritonitis, 
53. 
in glanders, 160. 
in pysmia, metastatic, 13. 
surgical area of, 17. 
in emall-po ; 
in roppuraive vwlephlebitie, 721. 
in typho 
avers seep 263. 
Pied Nice 19. 
hochellonema perstans, 316. 
Aeuntieats in eczema, 1412. 
nigricans, 1483. 
Acarus parasite in scabies, 1444, 
Accentuation of second sound in aortic 
aneurysm, 1048. 
Accessory-sinus suppuration, 1090-1092. 
setiol of, 1090, 1091. 
complications of, 1092. 
in relation to gastric and intestinal 
disorders, 1092. 
in relation to retro-bulbar neuritis, 
1502. 
symptoms and diagnosis of, 1091, 1092. 
treatment of, 1092. 
Accessory sinuses in relation to rhinitis, 


Acclimatisation to high altitud@s, 339. 
alam ar Dae ae of, in diphtheria, 


thang fail phalitis, 1580. 
_ Batholog eonditions of, 1607, 1508. 
AG acid in blood and urine, 407, 
in urine, tests for, 418. 
Acetone bodies in relation to alkali reserve 
of blood, 407. 
tests for, 418. 
Acetonuria, 410, 418, 1294. 
causes of, I 
in diabetes, 410. 


scarlet fever, 67. 
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Aoetonuria, in diphtheria, 103. 
treatment of, 109. 
in glycogen disease, 692. 
in measles, 138. 
in sea-sickness, 342. 
tests fede Sa 1295; and see Keto- 


Acetyl-arsan, 214, 

-choline in relation to myasthenia 
gravis, 1794. 

Pig eg bo in polycythemia, 794. 
Achalasia, anal, and megacolon, 663-670. 
of the cardia, 547-550. 
of Oddi’s sphincter, 733. 
of the peeyoee-qaenegeh sphincter, 


Achard-Thiers syndrome, 474. 
Achlorhydria, 564. 
setiology of, 564. 
as cause of anemia, 565, 776, 777. 
as cause of diarrhea, 623. 
associated with gastric flatulence, 574. 
in cancer of stomach, 600, 602. 
in cholecystitis and gall-stones, 565, 723, 
727. 
in chronic alcoholism, 358. 
in chronic gastritis, 584, 585. 
in diarrhoea of phthisis, 655. 
in health, 560, 564. 
in pellagra, 464. 
in pernicious ansmia, 565, 566, 779, 781. 
in relation to bacterial activity, 561, 564. 
in sprue, 639. 
in subacute combined degeneration, 566, 
1738, 1740. 
in syphilis of stomach, 599. 
oral sepsis in relation to, 524. 
oxaluria in, 1296. 
a to intestinal infections, 564, 


results ae ‘564, 565. 
Acholia (cceliac disease), 633. 
Acholuric Jaundice, 689; and see Jaundice, 
acholuric. 
Achondroplasia, 1386-1388. 
Achorion fungus, the, 1439. 
Achylia gastrica in relation to pernicious 
anemia, 779, 
in rosacea, 1405. 
Achylic chloransmia, 775. 
Acidzomia, 405, 407. 
area and allied conditions, 405- 


in eitaats diarrhoea in children, 630. 
in renal uremia, 1327. 
in uremic dyspnea, 1325, 1326, 1327. 
treatment , 408. 
urine in, 1283, 1294. 
Acidity of gastric juice, 563. 
Acidosis, 405. 
in cholera, 119, 120. 
in necrosis of liver, 697. 
renal ,in blackwater fever, 247. 


INDEX 


Ackee poisoning, 390. 
Acne, a staphylococcal infection, 18 
and seborrhea, 1401. 
bromides in relation to, 1430, 1447. 
keloid, 1432. 
necrotiea, 1431. 
nodularis, 1430. 
papulosa, 1430. “ 
punctata, 1430. 
pustulosa, 1430. 
ro 1404; and see Rosacea. 
scrofulosorum, 1460. 
tar and oil, 1409. 
vaccine treatment of, 18, 19, 1431. 
varioliformis, 1431. 
vulgaris, 1429-1431. 
Acnitis, 1464. 
Aconite root poisoning, 391. 
Acrocephaly, 1385. 
Acrocyanosis, 1076, 1404. 
Acrodynia, infantile, 298; and see Pink 
disease. 
Acromegaly, 472-474. 
complications and sequele of, 473. 
mental symptoms of, 1845. 
Acroparessthesia, 1078. 
sotiology of, 1078. 
in pernicious anemia, 782. 
in polycythemia, 794. 
symptoms of, 1078. 
treatment of, 1078. 
Aecropathy, 1375. 
Acrophobia, 1710. 
Actinic rays, dermatitis from, 1410. 
Actinomyces bovis, 185. 
Actinomycosis, 185-188. 
wtiology of, 185, 186, 1216, 1217. 
of lungs, 1216, 1217. 
of pleura, 1269. 
pouyaneae in chronic nephritis, 1314, 
1316 


Acute arity via infections, use of vaccines 
in, 19. 
ellow atrophy of liver, 696. 
Adams-Stokes syndrome, 908. 
conditions of occurrence of, 908. 
diagnosis of, 909. 
epileptiform convulsions in, 908, 1687. 
in chronic myocarditis, 950. 
in fatty heart, 952. 
in relation to heart- block, 904, 908, 909. 
sudden death in, 861. 
symptoms of, 908. 
treatment of, 909, 910. 
Addison’s anemia, achlorhydria in, 778, 
779, 781; and see Anemia, 
rnicious. 
disease, 504-508. 
etiology of, 504. 
diagnosis of, 506, 507. 
low blood-pressure in, 506, 1070. 
mental symptoms of, 1845. 
pathology of, 504, 505. 


{ 
| 
1 
| 


| 


1895 


Addison’s disease, prognosis of, 507. 
ga ala cortex in relation to, 504, 


tuberculosis in relation to, 504, 506, 
1202. 
symptoms of, 505-506 
treatment of, 507-508. 
Adenitis in glandular fever, 286. 
in mr ee Spree venereum, 183. 
in rubella, 144. 
in scarlet fever, 67, 70, 71, 77. 
in trypanosomiasis, 258. 
tubercular, in children, bovine, 29, 30. 
Adenoids, 1096-1098. 
satiology of, 1096. 
deformities associated with, 1096, 1097. 
diagnosis of, 1097. 
in reer to chronic catarrhal rhinitis, 
5. 
enlarged tonsils, 536. 
whooping-cough, 114. 
pathology of, 1096. 
reflex and nervous effects of, 1097. 
symptoms of, 1096, 1097. 
treatment of, 1097, 1098. 
Adenoma of bronchus, 1142, 1143. 
of kidney, 1342. 
of parathyroida, 498, 499. 
of pituitary as cause of acromegaly, 472. 
of suprarenal glands, 509 
sebaceum, 1486. 
toxic, 491. 
Adhesions, pericardial, 961, 962. 
calcification of, 962. 
peritoneal, 753, 760, 762. 
as cause of acute obstruction, 671. 
leural, 1245, 1248. 
Adiposis dolorosa, 480, 1369. 
mental symptoms of, 1845. 
Adiposity, 480-482. 
in Cushing’s syndrome, 475. 
Adolescence, affective disorders in relation 
to, 1852. 
Adrenal hypertrophy in beriberi, 460. 
Adrenaline, 503. 
action of, 503. 
an antagonist of histamine, 1073. 
for toxic symptoms due to arsphenamine, 
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in Adams-Stokes syndrome, 909, 910. 

in allergic conditions, 752. 

in angioneurotic oedema, 1075. 

in relation to sugar metabolism, 414, 415. 

in syncope, 874. 

indications for, in asthma, 1151. 
Adreno-genital syndrome, 509. 
Adult rickets, 1381-1384. 
Aedes eegypti, 176, 177, 180. 
Hgopheny, 1084, 
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anal with effusion, 1250. 
Aerobie bacteria, 2. 
Aerocele, 1122. 
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Aecrogastrie bioquée, 554, 576. 
Aerophagy, 522, 529, 574. 
cause of intestinal flatulence, 574, 645 
hysterical, 575. oe. 
in angina pectoris, 
in chronic er aa uloer, 554. 
mechanism of, 5 
Afebrile typhoid, 83. 
Affective disorder, 1851-1863. 
setiology of, 1851-1854. 
alterations of metabolism i in, 1854. 
bodily habit in, 1852, 
course and Bee er of, 1860, 1861. 
diagnosis of, 1859 1860. 
drug abuse causing, 1853. 
in relation to , 1861. 
pathology of, 1854, 855. 
suicide, risk of, 1857, 1859, 1862. 
symptoms of, 1855-1859. 
toxemia as cause of, 1853. 
treatment of, 1861-1863. 
types of, 1861. 
** After-damp,’’ 379. 
Agamofilaria streptocerca, 316. 
Age in relation to prognosis of heart affec- 
tions, 859. 
Agglutination, stages of, 6. 
test for diagnosis of cerebro- spinal fever, 
37. 


of glandular fever, 287. 
of paratyphoid fever, 95. 
of a tosis icterohemorrhagica, 
31 
of tularemia, 62. 
of typhoid, 87. 
of typhus, 277. 
of undulant fever, 129, 130. 
zones of, 6. 
Agglutinations, flagellar, 6. 
somatic, 6. 
Agglutinins, 5, 6. 
and agglutinogens in relation to blood 
ouping, 771, 772. 
effect of heat on, 6 
in connection with ase a fever, 7. 
in connection with typhoid fever, 6, 7, 87, 


Agoraphobia, 1710. 
Agotan (cinchophen), as cause of hepatic 


necrosis, 696, 
in gout, 436 
Agranulocytic angina, 799. 
Agranulocytosis, 785, 799, 802, 812. 
setiology of, 213, 800. 


chronic and recurrent types of, 800. 
course and prognosis of, 801. 
diagnosis of, 801. 


gangrenous and ulcerative lesions in, 


pathology of, 800. 
prophylactic treatment of, 801. 


INDEX 


Agtanulocytoais, risk of, during suiphon- 
amide therapy, 16. 
symptoms of, 104, 800, 801. 
treatment of, 801, 802. 
Agtaphia, pure, 1611. 
with word-blindness, 1611. 
Ague, 238; and see Malaria. 
classical features of, 242. 
Ague-cake spleen, 243. 
Ainhum, 302. 
Air embolism, 1063, 1064. 
Air hunger in diabetic coma, 416. 
in hemorrhage, 768. 
stagnation in relation to heat-atroke, 
347. 


swallowing, 522. 
me collapse of nostrils in adenoids, 1096. 
of chest, 1081. 
Aly rim, 151. 
Albee’s operation for relief of compression 
of cord, 1725. 
Albers-Schénberg disease, 784. 
Albinism, 1490. 
of the lung, 1173. 
Albuminuria, 1289-1291. 
after arsphenamine remedies, 211. 
after bismuth treatment, 217. 
congestive, 1290. 
febrile, 1290, 1299. 
functional or orthostatic, 1290; and see 
under Proteinuria. 
in acute hepatic necrosis, 697, 
in acute nephritis, 1305, 1306, 1307. 
in acute tonsillitis, 534. 
in arterial infiltration, 1040. 
in blackwater fever, 247, 249. 
in cirrhosis of liver, 705. 
in diphtheria, 99, 103. 
in erysipelas, 20. 
in ponpig aban 
in heat hyperpyrexia, 349. 
in malaria, 242. 
in measles, 138. 
in mumps, 165. 
in plague, 126. 
in relapsing fever, 235, 236. 
in rheumatic fever, 290. 
in Rocky mountains tick typhus, 274. 
in scarlet fever, 68, 70, 71, 72, 
in scurvy, 453. 
in septic endocarditis, 922. 
in serum sickness, 8. 
in small-pox, 150, 152. 
in spirochestosis ictero-hemorrhagica, 


in subarachnoid hemorrhage, 1590. 
in tonsillitis, 534. 
in typhoid, 82, 85. 
in typhus, 276. 
in andulant fever, 129. 
e whooping-cough, 112. 
ellow fever, 178, 179. 
pa ostatic, 1290. 
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Albuminuria, , physiological, 1290. 
residual, 1291. 
tests for, 1289. 
toxio, 1290, 1291. 
with organic renal disease, 1291. 
without organic renal diseaze, 1290, 1291. 
Albuminuric retinitis, 1312. 
ulceration of bowel, 1326. 
Albumosuria, 1291. 
Alcohol as « cause of gastritis, 560, 585. 
in blood and urine during intoxication, 
3655, 357. 
in cardiac ‘disease, 864, 869. 
in relation to atheroma, 1039. 
cirrhosis of liver, 358, 701, 702. 
fatty heart, 951, 953. 
gastric ulcer, 593. 
rea 699, 700. 
a ievepr 1313, 1317. 
itation, 876. 
Piet ulbar neuritis, 1503. 
rosacea, 1405. 
in treatment of pneumonia, 1235. 
of summer diarrhea, 631. 
injections in peripheral facial spasm, 
1514, 


in trigeminal neuralgia, 1524. 
properties of, 355. 
susceptibility to, 1837. 
value of, in otulism, 402. 
Alcoholic delirium, acute, 1837, 
drinks in relation to gout, 430, 435, 436. 
epilepsy, 1838. 
excess, cardiac in relation to necrosis of 
liver, 695. 
cirrhosis of liver, 358, 701, 702, 706. 
congestion of the liver, 692. 
laryngitis, 1103. 
retrobulbar neuritis, 1503. 
gastritis pi relation to cirrhosis of liver, 


halluetnosis, acute, 1838. 
hepatitis, 699 
mental asda 1836-1840. 
diagnosis of, 1839. 
treatment of, 1839, 1840. 
neuritis, 1750, 1751. 
paranoia, 1838. 
poisoning, acute, 355, 356. 
effect of, on liver, 358, 359. 
psychosis, Korsakoff’s, 1838. 
Alcoholism, 355-360. 
and typhus, 280. 
as a cause of pap ee mae age 
as predisposing to erysi 
chronic, 358-360, 1837 
deleterious effecta of, a08. 
delusional states in, 1837, 1838. 
demoralisation in, 1837. 
institutional treatment of, 359. 
prognosis of, 359. 
logy of, 358. 
symptoms of, 358, 359. 
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Alcoholism, chronie, treatment of, 359, 360. 
in relation to amabio hepatitis, 708. 
chronic rhinitis, 1085. 
insanity, 1837, 1838. 
pneumonia, 2 ‘ 
pulmonary tuberculosis, 1206. 
tuberculosis, 358, 359. 
typhoid, 84, 90. 

medico- legal a of diagnosis of, 357, 
predisposing to lead poisoning, 361. 
prophylaxis of, 1839. 

symptoms of, 356, 358, 359. 

treatment of, 356, 357, 358, 359, 360. 

Aldehyde test, Napier’s, for kala-azar, 253. 

Alepol in leprosy, 124. 

Aleppo sore, 255. 

A-leukeomic leukemia, 806, 808. 

Aleukia heamorrhagieca, 812. 

Alexia. See Word-blindness. 

Alexin, 5. 

Alimentary disorders in relation to neuras- 

thenic states, 1846. 
ae eater of pulmonary tuberculosis, 


Alkalzemia, 405, 407, 408. 
and allied conditions, 405-408. 
Alkali reserve of blood, 405, 406, 407. 
reduction of, in diabetes, 409. 
Alkaline tide in urine, 1283. 
Alkalinity ig blood decreased in cholera, 
of saliva in relation to digestion, 530. 
in blackwater fever, 250 
in chrono gastric and duodenal ulcer, 
592. 
in coliform infections, 27, 28. 
in prophylaxis of scarlatinal nephritis, 
77, 1307. 
Alkalosis, 406, 1321. 
clinical features of, 1324. 
toxic symptoms of, 1321, 1322. 
Alkaptonuria, 418, 1294. 
** All or none ”* law in cardiac muscle, 847, 
848 


Allantiasis, 401 ; and see Botulism. 
Allen’s treatment of diabetes, 420. 
Allergic conditions, achlorhydria in rela- 
tion to, 565. 
ni ey after protein-containing drugs, 
144) 


in hydatid disease of liver, 716. 
Allergy, 1073. 
gastro-intestinal, 751, 752. 
manifestations of, 1073. 
skin, 1409, 1411. 
theory of rheumatic fever, 288. 
** Alligator skin,’’ 1399. 
Almonds, bitter, ofl 
benzene), 384. 
Alopecia, 1492-1494. 
sotiology of, 1492. 
after smail-pox, 150, 152. 
areata, 1492. 


of (mono-nitro- 
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Alopecia, cicatricial, 1493. 
prematura, 1492. 
seborrhoea in relation to, 1428, 1492. 
Alternating treatment of ay philis, 221. 
Altitude sickness, 339. 
Altitudes, effects of exposure to rarefied 
atmospheres at high, 339. 
high, powers semia at, 793. 
Alzheimer’s disease, 1828. 
Amaas, 151. 
Amanita ri & poisonous fungus, 
91 
phalloides, a poisonous fungus, 390. 
Amaurosis in eral kidney, 1318. 
in uremia, 1325 
pmanten familial idiocy, 1624, 1625, 1847, 


sss eicleay of, 1624, 
symptoms of, 1625. 
Amblyomma cajennense, 272. 
Amblyoplia after tryparsamide, 214. 
tobacco, 1503. 
transient, in disseminated sclerosis, 1654. 
Amboceptor, 5. 
definition of, 5. 
Ambulatory cholera, 119. 
typhoid, 83 
Amenorrhosa in anorexia nervosa, 573. 
in Cushing’ 8 syndrome, 475. 
in Graves’s disease, 488. 
in cee ee 252. 
aod onary tuberculosis, 1197. 
immonds’s disease, 478. 
eoendiott in, 516. 
Amentia in Schilder’s disease, 1663. 
American dermal leishmaniasis, 256. 
Amidopyrine, cautions as to administration 
of, 800, 801. 
idiosyncrasy to, in relation to agranulocy- 
tosis, 785, 800. 
Amimia, 1615. 
Aminophylline (euphyllin), in heart dis- 
ease, 869. 
Aminostiburea in kala-azar, 254. 
Ammonia excretion in urine, 1284. 
in cirrhosis of liver, 705. 
in necrosis of liver, 697. 
Ammoniacal decomposition in urine, 1285. 
Amnesia in temporal Jobe lesions, 1530, 
verbal, 1614. 
Amnesic syndromes, 1825, 1826. 
Amosbic dysentery, 262-266, 708. 
eotiology of, 262. 
catarrhal colitis in, 649. 
complications of, 263, 264. 
course of, 264, 
diagnosis of, 264. 
in relation to hepatitis and abscess, 
708, 711. 
pathology of, 263. 
prognosis of, 264 
prophylaxis of, 264. 
symptoms of, 263. 
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Amoble dysentery, treatment of, 264-266. 

hepatitis, 708; and see Hepatitis, 
ameebic. 

ea pala VC relation to electrical injuries, 


Amphoric breathing, 1083. 
echo, 1084. 
Amyloid infiltration, 1040. 
kidney, 1329. 
substance, characters of, 1040, 1329. 
Amylopsin (diastase), absence of, from stools 
in pancreatic disease, 737. 
réle of, in carbohydrate digestion, 644. 
Amyotonia songenita: 1802-1803. 
Amyotrophic lateral sclerosis, 1743. 
Anemia, 772-792. 
achlorhydric, simple, 565, 775. 
achrestic, 785. 
acute febrile, 789. 
Addison’s, 778; and see Anwmia, per- 
nicious. 
aplastic, 213, 785-786. 
wtiology of, 785. 
diagnosis of, 786. 
amma rays of radium causing, 354. 
in childhood, 791, 992. 
in relation to hemorrhagic states, 812. 
pathology of, 785. 
prognosis of, 786. 
réle me idiosyncrasy in causation of, 
8 
symptoms of, 785, 786. 
treatment of, 786. 
chlorotic, of childhood, 791. 
congenital hsemolytic, 787. 
dyshzemopoietic, 774. 
in childhood, 791. 
erythroblastic, of Cooley, 784. 
gravis of children, 792. 
hemolytic, acute, of Lederer, 789, 790. 
chronic acquired, 789, 790. 
chronic (t Hayem- Widal), 789, 790, 
(type Marchiatava-Micheli), 789. 
ron) 78s (type Chauffard-Minkow 
ski), 
in malaria, 248. 
in septicemia, 13. 
risk oh during sulphonamide therapy, 


wie ae hemoglobinuria, 789. 
hypochromie, idiopathic, 775-778. 
in acholuric jaundice, 689, 787. 
in acute endocarditis, 916. 
in amebic dysentery, 263. 
in ancylostomiasis, 321. 
in aortic incompetence, 932. 
in benzene poisoning, 383, 
in blackwater fever, 248. 
in cancer of colon, 658, 
in cancer of stomach, 601. 
in childhood, 206, 781, 792. 
in chronic arsenical poisoning, 372, 
in chronic mercurial poisoning, 376. 
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Anzemia, in Hodgkin's disease, 773, 842. 

in hook-worm infection, 321. 

in idiopathic steatorrhaa, 635, 636. 
treatment of, 637. 

in kala-azar, 252, 773. 

in lead-poisoning, 365, 773. 

in malaria, 243, 773. 

in malignant disease 73. 

in methyl chloride poisoning, 388. 

in nephritis, 773. 

in Oroya fever, 131. 

in Paterson’s syndrome, 546 

in pellagra, 463. 

in pregnancy, 790. 

in rheumatic fever, 290, 773. 

in rheumatoid arthritis, 1351, 1353. 

in ricketa, 457. 

in scurvy, 451, 452. 

in septic endocarditis, 922. 

in septicemia, 13. 

in sprue, 639, 641. 

in subacute combined degeneration, 

1736, 1737, 1738, 1740, 1742. 

in syphilis, 201, 773. 

in trinitrotoluene poisoning, 386. 

in typhoid, 85, 773. 

in undulant fever, 129. 

in X-ray workers, 353. 

leuco~erythroblastic, 783, 784. 
treatment of, 783. 

macrocytic, nutritional, 779, 790. 

Mediterranean, 784. 

saga bad conditions of occurrence of, 


helicbocaiai infestation, 312. 
in ie agra, 464. 
in sprue, 639, 641, 779. 
types of, 779, 780. 
microeytic, chronic, of women, 546, 775. 
in ancylostomiasis, 321. 
mitis, 791. 
myelophthisic, 783. 
nutritional, 466, 779. 
in pregancy, 790. 
of cachexia, 773. 
of infants, nutritional, 775. 
iron deficiency in, 775 
of the new-born, 788. 
of pregnancy, physiological, 790. 
of prematurity, 775 
osteosclerotic, 783. 
papillceedema in, 1540. 
pernicious, 777-783. 
achlorhydria i in, 565, 566, 778, 781. 
Addison’s account of, 780. 
sotiology of, 778-780. 
complications io ae of, 781. 
course of, 781, 7 
diagnosis of, tea, 
hereditary tendency to, 778. 
in young subjects, 781, 782. 
mental disorders in, 1843. 
of pregnancy, 779, 790. 


a 9 age, 
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Anemia, physiologieal, of pregnancy, 790. 
progressive hremolytic, in septicemia, 13. 
prophylaxis of, 820. 
pseudo-leuksemica infantum, 792. 

symptoms of, 792. 

treatment of, 792. 
radlotoxiea, 354. 
secondary h ypectiroate; 772--774,. 
siokle-celled. 78° 787, 788 


stiology and patholo of, 787. 
symptoms of, 787, 788. 
splenic, 830-832 ; and ace Splenic 
anemia. 


symptomatic, in childhood, 791. 
toxic, 11, 773. 
treatment of, 820-823. 
tropical macrocytic, 466, 469, 
hemolytic, 468. 
types of, in myxcedema, 493. 
penis, defctency dysheomopoletie, 774- 


in childhood, 791. 
classification of, 772. 
hemolytic, 786-790. 
in pregnancy, 790. 
of childhood, 791. 
hyperchromic, 772, 790. 
hypochromie, 772, 775. 
megalocytic, 772. 
classification of, 779. 
microcytic, 772. 
normocytic, 772. 
orthochromic, 772. 
secondary, 772. 
symptomatic, 772-774. 
Aneemie spinal disease, 1736-1743. 
Anesthesia, cutaneous, 1401. 
dolorosa, 1046, 1717. 
** glove and stocking,” 1738-1783. 
in hysteria, 1880. 
in leprosy, 122. 
in syringomyelia, 1728. 
of fingers and thumbs in atriplicism, 392. 
“* sleeved jacket,” 1729. 
ee of, in syringomyelia, 


in relation to hypertrophy of thymus, 
616. 


to lymphatism, 845. 
to pulmonary tuberculosis, 1207. 
Anahzmin in anzmia, 821. 
Anakhre, 227. 
Anal spasm, 622. 
sphincter, achalasia of, 663. 
dilatation of, fer anal spasm, 622, 669 
ulcers, 619. 
Anamnesie reaction in typhoid, 88. 
Anaphylactic condition in animals infested 
with warble larvz, 327. 
reaction after transfusion of blood, 823. 
shock, leucocytes in, 799. 
syndrome after rupture of yas ayst, 
$14, 315. 
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Apaphylactoid symptoms after arsphena- 
mine preparations, 211. 
after rupture of hydatid cyst, 31¢. 
in dracontiasis, 3198. 
Anaphylaxis, 7. 
after diphtheria antitoxin, 108. 
as a factor in o> 141], 1412. 
as toxic idiopathy, 7. 
definition of, 7. 
desensitisation for, 7, 1418. 
following insect bites and stings, 326. 
in relation to asthma, 1149. 
sudden death from, 7. 
treatment of, 7, 8. 
Anarthria after heat stroke, 349. 
Anastomosis, intestinal, for cancer of colon, 
660. 
Anastomotic ulcer, 597. 
Anatoxin, for immunisation against diph- 
theria, 106. 
Ancylostoma braziliense, 320, 1491. 
caninum, 320, 1491. 
duodenale, 320, 321. 
malayanum, 320. 
Ancylostomiasis, 320-322. 
Androgenic hormone, excessive secretion of, 
in virilism, 510. 
Androsterone, 514. 
Aneurin (vitamin B,), 445, 459. 
content of foods, 446. 
excretion of, 447. 
in treatment of beriberi, 462, 463. 
test for, 447. 
Aneurysm, 1042-1054. 
setiology and pathology of, 1042-1044. 
aortic, in relation to compression of cord, 
1716. 
modes of rupture of, 1045, 1048. 
respiratory 8 ptoms of, 1045. 
peda are of, 1044-1047, 1050. 
hilis in relation to, 976, 1042. 
aits o-venous, 1042, 1058, 1054. 
atheroma and, 1038, 1039. 1043. 
sa aeaa 1588. 
congenital, 1589. 
false, 1597. 
leaking, 1589, 1590, 1591. 
pathology of, 1588. 
septic, 1588. 
symptoms of, 1589. 
syphilitic, 1038, 1042, 1588. 
clroumscribed, 976, 1044. 
elrsoid, 1042, 1052. 
classification of, 1042. 
congenital, 1043. 
definition of, 1042. 
diffuse, 976, 1042, 1044. 


dissecting, 1042, 1052. 


effect of, on bone, 1048, 1044. 
false, 1042, 1578. 
in pulmonary tuberculosis, 


1043, 
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Aneurysm, in relation to cerebral throm- 
ny and hemorrhage, 1589, 1595, 
5 
rid 8 ic endocarditis, 921, 1042. 
in tubercular cavities, 1043, 1169, 1191, 
1196. 
infection in relation to, 1042, 1043. 
miliary, 1588. 
mixed, 1042. 
mycotic, 1042. 
of ee nal aorta and branches, 1050, 
of aorta, fusiform, 1044. 
saccular, 976, 977, 978, 1044. 
strain in relation to, 1042. 
of brachial artery, 1051. 
of carotid artery, 1050. 
of coronary artery, 976. 
of femoral artery, 1051. 
of heart, 965, 966, 991. 
of hepatic artery, 1051. 
of innominate artery, 1050. 
of internal carotid, unruptured, 1592 
of mesenteric artery, 1051. 
of physical signs, 1044. 
of popliteal artery, 1051. 
of renal artery, 1051. 
of splenic artery, 1051. 
of subclavian artery, 1050. 
of symptoms, 1045. 
of apets aorta and branches, 1044- 
perforation of, into vein, 1053. 
pressure symptoms of, 1043, 1044, 1045, 
1046, 1047, 1129. 
rupture of, 1043, 1048. 
sac of, 1043. 
spontaneous cure of, 1043, 1048, 1049. 
urgical treatment of, 1050, 1051. 
syphilis and, 195, 1031, 1032, 1042, 1049. 
treatment of, 1049, 1050, 1052. 
true, 1042. 
varicose, 1042, 1053. 
Aneurysmal varix, 1042, 1053, 1054. 
of tiblals in septic endocarditis, 921. 
Aneurysms, multiple, 1042. 
Angina abdominis, 984. 
agranulocytic, 799. 
Ludoviel, 539. 
with cadematous laryngitis, 539. 
of decubitus, 983. 
pectoris, 981-909. 
etiology, morbid anatomy, and patho- 
genesis of, 981-984. 
aneurysm causing, 1045. 
characteristics of attack, 984, 985. 
classification of, 983. 
diagnosis of, 985-987, 
electro- cardiogram of, 1022. 
rads in relation to, 575, 885, 986, 
9 
from Pils of ceronary arteries, 
1. | 
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Angina Lesage high blood-pressure in, | Ankylosing spondylitis, 136 
a cane a joints, rata in hemophilia, 
in er ees 932. | 1 


8, 819. 
in aortic stenosis, 930. of the ty 1362 ; and see Spondylitis, 





in chronic myocarditis, 950. ankylosing type of, 
in pernicious anszmia, 780. Anopheles albimanus, 240. 
in relation to auricular fibrillation, argyrotarsis, 240. 
897. bifurcatus, 240. 
to infarction of heart, 983. costalis, 240. 
in syphilitic aortitis, 977, 1032. culicifacies, 240. 
nervous factor in, 981. funestus, 240. 


pain of, 981, 982, 983, 984. 
sites of, 984, 985. 

pathology of, 981, 

prevention of attacks, 988, 989. minimus, 240. 

prognosis of, 987. turkhudi, 240. 

sudden death in, 983. ' _umbrosus, 240. 

surgical treatment of, 989, 990. Anopheline mosquitoes, 238, 240. 

symptoms of, 984, 986. Anorexia, 572. 

philis in relation to, 976, 981, 1032. in acute catarrhal gastritis, 582. 

theosies of, 982, 983. | in cancer of stomach, 600. 
| in chronic gastritis, 584, 
| in pulmonary tuberculosis, 1193, 1197. 
'  wnervosa, 572-574. 
| pituitary disorders in, 1846. 
| Anosmia, 1501. 
| in atrophic rhinitis, 1087. 

i in Jesion of orbital] lobule, 1501, 1533. 
| unilateral, 1601. 
; Anoxemia, 338-340. 

preceding coronary occlusion, 991. , alkali reserve of blood in, 408 

Angio-fibroma of nasal septum, 1088, 1095. | anemic, 339. 

Angioma of pharynx, 544. | anoxic, 339. 
| 
| 
| 


maculatus, 240. 
maculipalpis, 240. 
maculipennis, 239, 240. 


treatment of, 988-990. 
varieties of, 983. 
Angina, membranous, 104. 
monocytic, 285; and see Glandular fever. 
redux, 108. 
sine dolore, 984. 
Vineent’s, 537 ; and see Vincent’s angina. 
Angina pectoris, hyperpiesia as cause of, 
1067. 


Angiomata on — in cirrhosis of liver, 703. arterial, 338. 
of larynx, 1 in relation to angina, 982. 


Race ioumee. 1072-1080. 
neurotic edema, 1073-1075, 1453. 
satiology of, 525, 1073, 1074. 
paler larynx, 1101. 
diesnonls of, 1074, 1075. 

pathology of, 1074. 
pulmonary manifestations of, 1161. 
swellings in, 1074. 


individual] tolerance to, 340. 
mental effects of, 339. 
passive, 338, 339. 

pathology of, 338, 339. 
stagnant, 338, 339. 
symptoms of, 339, 340. 
tolerance to, 340. 
treatment of, 340. 


symptoms of, 1074. Anthracosis, 1186, 1187. 
treatment of, 1075. the trachea in, 1120. 
Angor animi, 991. Anthrax, 57-59. 
Angulus Ludoviel in emphysema, 1171. Anti-anthrax serum, 58, 59. 
Anidrosis, 1308. Anti-diphtheria serum, 4; and see Diph- 
Anigstein’s vaccine in tsutsugamushi theria antitoxin. 
disease, 272. Antidote in acute arsenical poisoning, 372. 
Aniline derivatives causing enterogenous | Anti-dysenterie serum, 5, 118. 
cyanosis, 795. in ulcerative colitis, 654. 
poisoning, 387. | Anti-formin as means of detecting tubercle 
Anllism, 387. bacilli, 32, 38, 1194. 
Animal poisons, effect of, on skin, 1408. Anti-gas gangrene serum in acute intestinal 
Animals, diseases transmitted by, 393. obstruction, 676. 
770. in acute peritonitis, 758. 
in leukemia, 804, 806. Antigen, 5. 
in malaria, 241. ** Vi,’’ 6. 
in pernicious ansmia, 781. Antigens, 6. 
in sourvy, 452. partial, for tuberoulosie, 1212, 


in subacute combined degeneration, protein, in asthma, 1152. 
1737. specificity of, 6. 
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Antigens, types of, in relation to agglutina- ; Anxiety, states, viscoral symptoms of, 577. 


ion, 6. 
in typhoid bacilli, 87. 
Antihermones, 484, 485. 
Antileprol in leprosy, 124. | 
Anti-meningococcus serum, 37, 50. | 
administration of, 60, 61. | 
indications for repetition of, 50, 61. 
intrathecal use of, 50. | 
Antimony in kala-azar, 254. | 
tartrate in schistosomiasis, 311. 
Antiplague serums, 127, 128. | 
Antipyrine eruptions, 1448. | 
Antirachitic substance, 443. 
Anti-scarlatinal serum, 76. 
Antiseorbutic value of foods, 449, 450, 453. . 
Antiseptics, blood, 924. 
Antisera for foot-and-mouth disease, 174. 
of therapeautic value, 4, 5. | 
Antispasmodics in asthma, 1151. | 
Anti-staphylococeus serum, 5. 
vaceine, dosage of, 18, 19. 
Anti-streptococcal sera, 5, 17. 
dosage of, 17, 18. 
vaccines, 17, 18. 
Antitetanus serum, 56. 
dosage of, 56, 57. 
by intrathecal injection, 56. 
Antitoxic serum in scarlet fever, 65. 
Antitoxin, diphtheria, dosage of, 107. 
methods of administration of, 107, 108. 
production of, in body, 4. 
scariatinal, 5. 
sera, 4, 5. 
tetanus, 5, 56, 57. 
unit of, 4. 
Antitoxins, 4, 5. 
and active immunisation, 4. 
methods of preparation of, 5. 
Antityphoid vaccine for fever treatment of 
syphilis, 223. 
Aciivensne against nar Hae stings, 329. 
in snake poisoning, 331. 
Antrum, maxillary, infected in oral sepsis, 
524. 


en ee ow 


suppuration in, 1091, 1092. 
Antui growth, 520. 
S, 519. 
Anuria, 1289. 
causes of, 1289. 
in blackwater fever, 247, 249. 
in cholera, 120. | 
in yellow fever, 179. 
Anus, eczema of, 1414. ; 
polypoid swellings about, 184. | 
pruritus of, 1403. 
in enterobiasis, 324. 
Anxiety disorders following terrifying , 
experiences, 1854. | 
states, 1858, 1859, 1886, 1887. 
psychotherapy in, 1863. 
sexual factors in causation of, 1853. 
symptoms of, 1858, 1859. 


Aorta, 


Aortic aneurysm, 1044; 


| Ape- 
Aperients, abuse.of, effecta of, 622, 647. 


abdominal, and its branches, 
aneurysm of, 1050-1051. 
rere arch of, aneuryam of, 1044, 


symptoms and diagnosis of, 1044. 
atheroma of, 976, 1038, 1039. 
atresia of the, 969. 
coarctation of, 969, 972. 
descending arch of, aneurysm of, 1047. 
thoracic, aneurysm of, 1047. 
dextra position of, 968, 969. 
dilated, symptoms of, 1044. 
double, 969. 
eneral dilatation of, 1044. 
ypoplasia of, 969, 973. 
syphilis of the, 976-979, 1031. 
thoracic, and branches, aneurysm of, 
1044-1050. 
transposition of, 969. 
Rioaahir a of, aneurysm of, 1045- 
and see under 


eurysm. 

disease, value of digitalis in, 866. 
incompetence, 926, 928, 932-935. 

wtiology of, 932, 1032. 

and aneurysm, 1044. 

prognosis of, 860, 925. 

syphilitic, 976. 
stenosis, 926, 928, 929, 930-932. 

absolute, 930. 

wtiology of, 930. 

cardiac sounds in, 931, 932. 

congenital, 969, 975. 

diagnosis of, 931, 932. 

hypertrophy of left ventricle in, 931. 

murmur i 931, 932. 

prognosis of, 860, 932. 

pulse of, 930. 

relative, 930, 931. 

symptoms of, 930, 931. 

syphilitic, 930. 


Aortic incompetence, angina in, 981. 
_ Aortic valve, congenital anomalies, of, 969. 


valves, atheroma of, 1038. 
more commonly affected in chronic 
endocarditis, 925. 
scarlatinal rheumatism selecting, 72. 


_ Aortitis, acute, 1030. 


syphilitic, 976, 978, 979, 1042. 

pathology and relative frequency of, 
6. 

results of, 976. 


Apathy in lesions of corpus callosum, of 


frontal lobe, 1527. 
a in median nerve paralysis, 


In B. coli infections, 27. 
in constipation, 621, 


Apex-beat, the, 846. 


heaving. 931, 955. 
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Apex-beat, in acute pericarditis, 959. 
in adhesive pericarditis, 962. 
in bundle-branch block, 910. 
in chronic myocarditis, 950. 
in dilatation of heart, 956. 
in fatty heart, 952, 953. 
in hyperthyroidism, 997. 
in hypertrophy, 955. 
in mitral incompetence, 939. 
in mitral stenosis, 936. 
in thoracic aneurysm, 1047. 
syatolic recession of, in chronic adhesive 
pericarditis, 962. 
Aphasia, xtiology of, 1610, 1612. 
and other defects of speech, 1610-1619. 
Broca’s, 1611. 
conditions involved in, 1610-1614. 
aante testamentary capacity in, 
1616. 
in lesions of prefrontal lobes, 1528, 1611. 
in lesions of temporal lobes, 1530, 1610. 
in lethargic encephalitis, 1581. 
in mumps, 165. 
jargon, 1530, 1611, 1613. 
lesions responsible for, 1612. 
method of examination in, 1616. 
motor, er 
rognosis of, 1615. 
tise 1611 
recovery from, 1615. 
re-education of speech in, 1615. 
symptonis of, 1614. 
treatment, 1615-1616. 
verbal, 1530. 
Aphasic attacks in migraine, 1696. 
Aphonia, functional, 1099, 1115, 1116. 
ehell-ahock in relation to, 1115. 
hysterical, 1589, 1881. 
in beriberi, 461. 
in laryngitis, 1099, 1103. 
in small-pox, 149, 150 152. 
Aphtha epizootica, 174. 
Aphthee, 526. 
Aphthous stomatitis, 526. 
after bismuth therapy, 217. 
ulcers in sprue, 639. 
Apical a shat 523. 
symptoms of, 524. 
treatment of, 524. 
Apicolysis - in pulmonary tuberculosis, 
1214. 


Aplastic ansomia, 785; and see Anmmia, 
aplastic. 
Apneumatosis, 1165, 1166-1169. 
Apodemus speciosus, 230. 
Apomorphine in acute alcoholism, 356. 
in alcoholism, 356. 
Aponeuroses, fibrositis of, 1367, 1368. 
Apoplectic chorea, 1531. 
syndrome, the, 1589. 
Apoplexy, a 1596-1599. 
cere 
determination of side of lesion in, 1601. 


a 


19038 
; Apoplexy, Pa symptoms of, 1599- 


seen as “er 1605. 
pulmonary, 1162. 
Appendicitis, 675-682. 

acute, 676-680. 

satiology of, 675. 

amebic, 263, 266. 

and intestinal worms, 324. 

as cause of peritonitis, 753, 755, 

bacteriology of, 676. 

B. coli in, 24. 

catarrhal, 676. 

causes of death in, 680. 

chronic, 680-682. 
diagnosis of, 681. 
spastic constipation in, 617. 
symptoms of, 681, 682. 
treatment of, 682. 

in relation to actinomycosis, 186. 

in typhoid, 85. 

pelvic, 677, 681. 

recurrent gubacute, 680. 

tendancy to recurrence in, 678, 680. 

phpendioos omy in bacillary dysentery, 


in eon colitis, 653, 654. 
Appendicular concretion, 676. 
dyspepsia, 680. 
Appendix, abscess formation in, 678, 680. 
infections of, in relation to peritoneum, 
676, 678, 753. 
perforation of, 878. 
situation of, as affecting symptoms of 
appendicitis, 678, 682. 
ulceration of, 678. 
Appetite, excessive, in diabetes, 416. 
Apple-jelly nodules of lupus, 544, 1094, 
1106, 1457. 
Apraxia, 1619-1620, 1829. 
stiology, 1619-1620. 
diagnosis of, 1620. 
lesions concerned in, ane 
motor, 1619. 
Aprosexia, 1096. 
Aran-Duchenne type of paralysis, 1790. 
Arborization heart-block, 911. 
Argyll Robertson pupil, 4 
diagnostic significance of, 
in tabes, 1642, 1645, 1646, 1649, 
Arithmomania, 1710. 
Arneth index of leucocytosis in pulmonary 
tuberculosis, 1196. 
Arrhythmia, cardiac, from toxemia, 25. 
sinus, 885. 
Arsenic acid, ve of, 370. 
eruptions, 144 
in food, 370, 371. 
‘a Hodgkin’ s disease, 844. 
in leukemia, 804, ro 
in polycythemia, 
in becatenant of anwmias, 17, 822, 
lethal dose of, 372. 
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Arsenic, metallic, uses of, 370. 
vitreous. 370. 
white, uses of, 370. 
Arsenical neuritis, 372, 1779. 
poisoning, 370-374. 
acute, 371, 372. 
pathology of, 371. 
symptoms of, 371, 372. 
treatment of, 372. 
antidote to, 372. 
chronic, erythrocytosis in, 793. 
symptoms of, 372. 
treatment of, 372. 
pee in relation to optic atrophy, 
504 


in treatment of syphilis, 207-215. 
pentavalent, in treatment of syphilis, 
214, 215, 
trivalent, in treatment of syphilis, 
207-214. 
Arsenious acid, 370. 
anhydride, 370. 
sulphide, 370. 
Arseniuretted hydrogen, 372. 
poisoning by, 372, 373, 696. 
Arsenobenzene derivatives, poisoning by, 
371, 373, 374. 
Arsenobillon, 208; and eee Araphenamine 
and Salvarsan. 
Arsine, 370, 371. 
poisoning, effect of, on liver, 210, 213, 
mr 
re ons, ; 
: administration of, 210. 
choice of, 210. 
contra-indications to, 214. 
dosage of, 209, 212. 
in anthrax, 59. 
in rat-bite apts eo 
in relapsing fever, . 
in syphilis, 208, 209. 
in yaws, 227. 
ae aad necessary in use of, 214, 
74. 
risk of, in diabetics, 214. 
therapeutic properties of, 209. 
toxic effects of, 210, 374. 
treatment, neuro-recurrences after, 214, 
219. 
Arterial blood-pressure, 1064 ; 
Blood-pressure. 
degeneration, 1037-1040. 
fibrotic, 1040. 
hyaline, 1040. 
disease, classification of, 1029. 
due to lead poisoning, 364. 
high blood-pressure in, 1065. 
in polycythemia, 794. 
in relation to angina ce 981, 982. 
to insanity, 981, 982. 
embolism in septic endocarditis, 921. 
infiltration, 1040, 1041. 
pathology of, 1040. 


and see 


INDEX 


Arterial inflammation, 1030-1035. . 
pyzemia, in septic endocarditis, 919. | 
spasm in electrica] injuries, 345. 
thrombosis, 1060. 

cerebral syphilitic, 1631, 1632. 

Arteries, calcification of, 1037, 1041. 
degeneration of middle coat of, 1087. 
diseases of the, 1029. 

classification of, 1029. 
effect of age on, 1036, 1037. 
fatty degeneration of media of, 1037. 
pulmonary, congenital malformations 
of, 968, 969, 972, 976, 1055. 
degeneration of, 1055. 
diseases of, 1054-1056. 
inflammation of, 1054. 
syphilitio disease of, 1054. 
tuberculous inflammation of, 1054. 
silver-wire, 1067, 1312. 
whip-cord, 1036, 1066. 
Arterial ae peanons allied to atheroma, 


sclerosis, diffuse hyperplastic, 1035-1037. 
Monckeberg’s medial, 1037. 
sp eecercan lary fibrosis of Gull and Sutton, 
5 


Arteriogram, 849. 
Arteriolar Scns hyperplastic sclerosis, 
Arterio-sclerosis, objections to term, 1029. 
Arterio-venous aneurysm, 1042, 1053. 
Arteritis, acute, 1030. 
after fevers, 1030. 
infections in relation to, 1030. 
of aorta, syphilitic, 1031, 1032. 
prognosis and symptoms of, 1080. 
treatment of, 1030. 
chronic, 1031-1033. 
of coronary arteries, 948, 
syphilitic, 967. 
typhoid, 85. 

Artery of hemorrhage, the, 1599. 

Arthritis (and pseudo-arthritis), 1350-1367. 
acute suppurative, 1356. 
atrophic, 1350; and see Arthritis, 

rheumatoid. 
classification of, 1350. 
clinical types of, 1350. 
deformans, 1358; and see Osteoarthritis. 
dysenteric, 116, 1357. 
following the injection of animal sera, 
8 


from focal sepsis, 11, 15, 524, 1354. 
gonococcal, 23, 1355. 
diagnosis of, 293, 1355. 
gouty, 430, 432. 
hypertrophie 1358; and see Osteo- 
arthritis 


in acute specific fevers, 1856. 

in bacillary dysentery, 116. 

in brucelliasis, 1357. 

in burns, 1356. 

in cerebro-spinal fever, 44, 52, 1357. 
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Arthritis, in chronic meningococcal septi- 
cemia, 1357, 1358. 
in congenital s y philis, 206. 
in dengue fave 1357. 
in furunculosis, 1356. 
in hemophilia, 818. 
in infected varicosities, 1356. 
in measles, 139. 
in meningitis, 1366, 1357. 
in mumps, 165. 
in osteomyletis, 1356. 
in pneumonia, 1231, 1355. 
in purpura, 816. 
in pyelitis, 1356. 
in relation to cardiac diseases, 913. 
in rheumatic fever, 289. 
in children, 292. 
in rickets, 457. 
in scarlet fever, 69, 72, 1356. 
in septic endocarditia, 1356. 
in small-pox, 162. 
in tonsillitis, 1356. 
in ‘yeh and paratyphoid fevers, 86, 


in ree acide colitis, 652, 1357. 
in undulant fever, 1357. 
infective, 1350. 
meningococcal, 1357. 
menopausal, 1360, 1369. 
mixed,” 1350. 
of the spine, 1362; and see Spondylitis. 
oral sepsis in relation to, 524. 
pneumococeal, 1355, 1356. 
pregnancy in relation to, 1352. 
pseuodo-, 1367. 
rheumatoid, 1350-1355; and see Arthritis, 
non-specific. 
satiology of, 1351. 
blood sedimentation rate in 1351. 
transfusions in, 1354. 
“‘classical”’ or idiopathic type of, 
1350. 
colonic lavage in, 1354. 
diet in, 1352. 
arug therapy in, 1353. 
focal sepsis in, 1354, 1355. 
gold salts in treatment, 1353, 1354. 


in oo 1365; and see Still’s 
pera ty. of, 1350. 
ae - ection of joints in, 1351, 


sath of, 1351. 
phology therapy i in, 1352. 


prognosis in, 1352. 
protein shock in treatment, 1354. 
treatment of, 1352-1355. 
specific infective, 1856-13658. 
(of rheumatoid type), 1355-1358. 
streptococcal, vaccine therapy of, 18. 
sulphur injections in, 1354. 
symptoms of, 1351, |, 1362. 
suppurative, acute, 1356. 
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Arthritis, syphilitic, 200. 
treatment of, 1352-1855. 
varieties off, 
tubercular, 1357. 
types of, 1350. 
vaccine treatment of, 1354. 
tuberculous, 1357. 
symptoms of, 1351. 
treatment of, 1852-1355. 
vaccine therapy i in, 1364. 
4 babelaeiey 1362. 
rthropathies in cerebro-s fever, 44 
Arthropods, 5 ierions oe due to, 
324-329 


Arthrosis, 1358; and sce Osteo-arthritis. 

Articulation, elurring, in general paralysis, 

Artificial respiration in carbon monoxide 

poisoning, 381. 
in electrical injuries, 346. 

As-Vs interval, 847, 1002. 
in heart-block, 905. 

Asbestosis, 1186. 
bodies, 1186. 

Ascariasis, 322, 323. 
symptoms of, 323. 
treatment of, 323. 

Ascaris dysentery, 323. 
lumbricoides, 323. 

Ascending paralysis, acute; see Landry’s 

varalysis. 

Ascheim-Zondek test for pregnancy, 517. 

Aschoff’s nodes in acute endocarditis, 915. 

in myocarditis, 946. 
in rheumatic fever, 288, 289. 

Ascites, 764-767. 
satiology of, 764. 
chylous or ehyliform, 316, 719, 839. 

in cancer of liver, 7 
in cirrhosis of liver, 704. 
diagnosis of, 765. 
in cancer of. all-bladder, 734. 
in cancer of liver, 718, 719. 
in chronic peritonitis, 759, 764. 
in cirrhosis of liver, 704. 
in congestion of liver, 691. 
in heart failure, 759, 764, 855. 
in malignant peritonitis, 764. 
in myeloid leuksmia, 804. 
in nephritis, 764. 
in portal thrombosis, 721. 
in splenic anemia, 832, 
in syphilitio disease of liver, 714. 
operative treatment of, 767. 
pseudo-chylous, in chronic nephritis,1311. 
symptoms of, 764-765. 
treatment of, 766, 767. 
Ascitie fluid, characters of, in malignant 
peritonitis, 763. 
in cirrhosis of liver, 704. 
tuberculous, characters of, 704, 761. 
Ascorbic aeid (Vitamin C), 449, 450. 
in sourvy, 453, 455, 456. 
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Ascorbic acid, pce action of, 450. 
ager 


+86, 1217, 
gatus, 189, 1217. 
Panne 1217. 
Aspiration in hepatic abscess, 711. 
Aspirin, idiosyncrasy to, 580, 581. 
in chorea, 1703. 
Assmann’s focus, 1190, 1201. 
ihe der in lesions of parietal lobe, 
1629. 
in anbeone combined degeneration, 
1738. 
Asthenia, neuro-circulatory, 877; and sce 
Heart, irritable. 
Asthma, 1147-1153. 
adenoids in relation to, 1097, 1148. 
setiology of, 1147, 1148. 
after influenza, 170. 
ras 1148. 
laxis in relation to, 1149. 
bronebial, 1150, 1175. 
eardiac, 853, 1150. 
treatment of, 874. 
course, complications and sequele of, 
1150 


diagnosis of, 1150, 1151. 
emphysema in relation to, 1150, 1175. 
hay, 1151. 
pathology a 1148, 1149. 
potters’, 1186 
Peay of, 1151. 
renal, 1150. 


aynpioaia of, 1149, 1150. 
thymi ymic, 845, 1104. 
treatment of, 1161-1153. 
ureemic, 1150, 1329. 
week-end, 1148. 
Asthmatic aura, the, 1149. 
paroxysm, the, 1149. 
treatment of, 1151, 1162. 
Astrocytoma, 1636. 
Ataxia, cerebellar, 1532. 
and lethargic encephalitis, 1581. 
congenital cerebellar, 1622. 
familial ; see Ataxia, heredi 
Friedreich’s, 1665-1668. 
hereditary. See Cerebellar atrophies, 
primary. 
in carbon monoxide poisoning, 380. 
in cerebellar apoplexy, 1602. 
in diphtheritic neuritis, 1782. 
in disseminated sclerosis, 1655. 
in Friedreich’s disease, 1666. 
in methyl mercury poisoning, 377, 378. 
in subacute combined degeneration, 1738. 
in tabes, 1644, 1645-1648. 
treatment of, 1652. 
intra-psyehic, 1873. 
sensory, 1782. 


inn in an ee 43. 
in urine, test for, 245, 


INDEX 


Atebrin, toxic effects of, 245. 
Atelectasis pulmonum, 1165, 1166. 
wtiology of, 1166. 
pathology of, 1166, 1167. 
Atheroma, 1037-1039. 
setiology of, 1038, 1071. 
and aneurysm, 1038, 1039, 1043. 
in chronic endocarditis, 925. 
in hypertension, 994. 
in myxcedema, 492. 
in relation to arterial thrombosis, 1060. 
to cerebral thrombosis and hemor- 
rhage, 1597. 
to renal fibrosis, 1039, 1040. 
of coron arteries, 857, 949, 966, 
981, 1038, 1066. 
Atheromatous plaques, 1038, 1060. 
Athero-sclerosis, 1037. 
Athetoid movements in pellagra, 465. 
Athetosis, congenital bilateral, 1622. 
in lesion of optic thalamus, 1530. 
in lethargic encephalitis, 1580. 
Atmospheric conditions in relation to heat- 
stroke, 346, 347. 
pressure, effects of increased, 
animals, 335. 
Atophan (cinchophen) as uric acid eliminant, 


upon 


toxic action of, 696. 
Atriplex littoralis, eating of, the cause of 
atripliciam, 392. 
Atriplicism, 392, 393. 
symptoms of, 392, 393. 
Atrophies, craft, 1714. 
of the skin, 1490. 
Atrophy, muscular, in leprosy, 122. 
of liver, acute yellow, 696. 
of skin, senile, 1490. 
peroneal muscular, 1753-1756. 
progressive muscular, 1743-1753. 
progressive spinal muscular, of children, 
1756-1758. 
tonic, 7 progressive muscular atrophy, 
746 


Atropine, in cardiac disease, 874. 
in gastric hypersecretion, 592, 593. 
in relation to id Sas ha 348. 
test of Marris typhoid and para- 
typhoid, 88. 
Aub-Du Bo table of caloric requirements, 


420. 
Auchmeromyia luteola, 327. 
Auditives, 1613. 
Auditory and vestibular nerves, affections 
of, 1614, 1615. 
Auditory nerve tumours, 1536. 
word centre, 1611. 
Auerbach’s plexus, in relation to achalasia 
of cardia, 548. 
of anal sphincter, 664. 
of pharyngo-csophageal sphincter, 


Aura, asthmatic, 1149. 


INDEX 


Aura, the epileptic, 1679-1682. 
paces associated with, 
681. 
sensory of, migraine, 1694, 
Auricle, right, thrombosis in, 1059. 
alles! complex in electro-cardiogram, 


fibrillation, 895-900. . 
wtiology of, 896. 
angina pectoris in relation to, 982. 
circus movement in, 896, 897. 
contrasted with auricular flutter, 902. 
definition of, 895, 897. : 
diagnosis of, 899. 
dilatation in relation to, 954. 
effect of, on the heart, 895, 896. 
on pre-systolic murmur, 898, 899. 
effect of thyroidectomy on, 491. 
electro-cardiogram of, 1007. 
in Graves’s disease, 486. 
in mitral stenosis, 936, 937. 
in thyrotoxic conditions, 896, 997, 
in toxic adenoma, 491. 
mechanism of, 896. 
value of digitalis in, 865, 866, 899, 900. 
flutter, 900-903. 
wtiology of, 901. 
circus movement in, 896, 897. 
diagnosis of, 902, 903. 
electro-cardiogram of, 1016, 1017. 
in thyrotoxic conditions, 901, 991. 
jugular pulse in, 902. 
nature of, 900, 901. 
partial heart-block in, 901, 902. 
prognosis of, 903. 
pulse in, 901-902. 
Auriculo-ventricular block, 905-910. 
electro-cardiogram of, 1018~1019. 
Auriculo-ventricular bundle, 846. 
lesion of main branch of, 910. 
electro-cardiogram of, 1021. 
nodal rhythm, 894, 895. 
electro-cardiogram of, 1014. 
node, 846. 
valves, congenital anomalies of, 970. 
Auscultation of lungs, 1082-1084. 
Autism in schizophrenia, 1867, 1868. 
Autogenous vaccines, 19. 
necessary for coliform infections, 29. 
Autohsmotherapy in angio-neurotic 
cedema, 1075. 
Auto-intoxication in heat-stroke, 348. 
Automatism in post-basic meningitis, 943. 
eee 1685. 
Avellis, syndrome of, 1114, 1520. 
Avertin (brometho)) polsoning, delayed, 695. 
Aviation and anoxsomia, 339. 
Avitaminosis, experimental avian, 445, 
447 


1680, 


in relation to celiac disease, 634. 
Axerophthol (vitamin A), 441-448. 
A hairs, lepothrix infection of, 1441. 
Ayerza’s disease, 793, 1056. 
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| Baccelli’s sign in pleural effusion, 1250. 
Baelllary rca ii 115; and see Dysen- 
| tery, bacillary. 
| _ emulsion, tubercular, 1211. : 
Bacille Calmette-Guérin (B.C.-G.), 35. 
| Bacilli, coliform, 23. 
| classification of, 399. . 
| of food poisoning, 2, 396-399. 
| pseudo-diphtheria, 97. 
sugar reactions of, 398. 
| Bacilluria, 26, 1335, 1336. 
coliform, 26, 27. 
vaccine treatment of, 28. 
in leprosy, 122. 
| in paratyphoid fever, 95. 
| in pyelitis, 1331, 1332. 
typhoid, 79, 85, 87, 91. 
Bacillus abortus, 89; and see Brucella 
abortus. 
acidophilus in chronic colitis, 649. 
in diarrhea, 628. 
of acne, 18, 1426, 1430, 1431 
actinomycelium comitans, 186. 
aerogenes capsulatus, 15. ~ 
in hemothorax, 1261. 
infecting urine, 1296. 
aertrycke, 23, 94, 175, 396. 
anthracis, 57. 
meningitis due to, 1564. 
| asiaticus, 650. 
| of Bordet and Gengou, 110, 113. 
|  hottle, 1427, 1430. 
| in acne vulgaris, 1430. 
i  botulinus, antitoxin produced by, 4. 
in relation to food poisoning, 401. 
strains of, 402. 
cholere@ sufs, 397. 
| coli communis, 23. 
coli group of organisms, 23. 
in acute intestinal obstruction, 873. 
in acute necrosis of pancreas, 738. 
in 7 denen 24, 676. 
in the bladder, 25. 
in the bowel, 24. 
in cholecystitis, 24, 722, 723, 727. 
in cholelithiasis, 24. 
in cholera nostras, 24. 
in colitis, 24. 
in cystitis, 23, 25. 
in diverticulitis, 24. 
in epidemic catarrhal jaundice, 693. 
in gall-bladder sepsis, 24. 
in intestinal intoxication, 24. 
in middle ear, 27. 
in pericolic suppuration, 24. 
in peritonitis, 24, 753. 
in pue sepsis, 27. 
in pyelitis, 1330, 1331. 
in relation to arthritis, ‘ 
in septic endocarditis, 27, 919. 
in sinus thrombosis, 1608. 
in suppurative pylephiebitia, 721. 
in urine, 24, 25, 26, 27, 28, 1331. 
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Bacillus coli, infection of urinary tract, 24-26 
of uterus and tubes, 27. 
infections, 23-29. 
treatment of, 27-29. 
vaccine treatment of, 28, 29. 
modes of infection by, 23, 24. 
réle of, in disease, 23. 
septicemia, 27. 
sites of infection by, 24, 25. | 
of Ducrey vaceine in fever therapy of 
syphilis, 223. 
dysenteris: Morgan No. 1, 115, 398. 
in oe diarrhoea in children, 115, 
629. 
in relation to ulcerative colitis, 650. 
in suppurative pylephlebitis, 721. 
t of, 115. 
of bh as a cause of meningitis, 1567. 
enteritidis, 396 ; and see Bacillus gaert- 
ner. 
aertryeke, 396; and see Bacillus aer- 
trycke. 
in epidemic diarrhea in children, 629. 
of epidemic jaundice, 398. 
feecalis alkaligenes, 398. 
Flexner’s, 115. 
of Friedlander in acute tracheitis, 1119. 
in bronchitis, 1130. 
gaertner, 396, 398. 
of glanders, 59; and see Bacillue mallei. 
Hofmann’s, 97. 
influenzss (Pfeiffer), 14, 1110, 1130, 1133, 
156] 


of Klebs-Loefiler, 96, 97. 
in measles, 139. 
in nasal discharge in scarlet fever, 71. 
in rhinitis, 1086. 
organisms associated with, in throat, 


staining of, 97. 
types of, 97. 
lepres, 121. 
mallel, 59, 1362. 
oo 60. 3 sini 
organ’s, in epidemic diarrhea in 
children, 115, 629. 
paratyphosus A, 94, 398. 
B, 94, 398. 
C, 94. 
pestis, 2, 125. 
pleiffer, 12, 168. 
characters of, 168. 
in acate tracheitis, 1119. 
in relation to diseases other than 
influenza, 168. 
in relation to influenza, 168, 171. 
in septic endocarditis, 919, 920. 
septicemia due to, 12. 
proteus, 15, 26, 1331. 
ere of, 6. 


strain, 268. . 
relationship of Rickettsias to, 268. 
X 18, 268, 276. 


INDEX 
Bacillus, pseudo-asiaticus, 390. 


pseudo~diphtheria, 97. 
psittacosis, 175. 
pyocyaneus, in pemphigus, 1457. 
septicemia from, 12 
Shiga’s, 4, 115. 
of smegma, distinguished from tubercle 
bacillus, 33. 
Sonne’s, 115. 
sporogenesi n hemothorax, 1261. 
suipestifer, 94. 
of tetanus, 53, 54. 
distribution of, 53. 
tuberculosis, 29, 30, 1189. 
avian form of, 29. 
bovine type of, 29, 30. 
characters of, 29. 
human type of, 29. 
in ascitic Paid, 761. 
isolation and recognition of, 32, 33. 
staining reactions of, 29. 
8 of, 29, 30, 1194. 
typhi murium, 397. 
typhosus, 6, 7, 78. 
antigens of, 6. 
characters of, 78. 
in cholecystitis,, 723, 727. 
in gall-atones, 85, 728. 
in septic endocarditis, 919. 
in suppurative pylephlebitis, 721. 
relative virulence of rough and smooth 
strains, 6. 
toxins of, 78, 79. 
types of, 87. 
welchil, effects of infection with, 1074. 
in relation to acute intestinal obstruc- 
tion, 675. 
infections, blood in, 773. 
whitmori, 124. 
xerosis, 97. 


Backache in bacillus coli infections, 26. 


chronic, in visceroptosis, 749. 
in dengue, 181. 

in small-pox, 150, 155. 

in trench fever, 282. 

in typhus, 276. 

toxemic, ll. 


Back-pressure theory of heart failure, 858. 
Bacteria, aerobic, 2. 


agglutination of, 6. 
anaerobio, 2. 
and fungi, aon eruptions due to, ]460- 


classification of, 2, @. 

commensal, 1. 

contaminating food, 393. 

effect of glycerine on, 9. 

electrical charge of, 6. 

in causation of acute suppurative gas- 
tritis, 583. 

in meningococcal spinal fluid. 45. 

in —— to carbohydrate digestion, 


INDEX 
| Balneological treatment of arterial hyper- 


Bacteria, infective, 1, 2. 
non-pathogenic, 1. 
part played by, in acute intestinal | 
obstruction, 672. 
pathogenic, 1. 
penetration of intestinal wall by, 758. 
poisons produced by, 3. 
power of, to invade blood, 2. 
role of leucocytes in destruction of, 796. 
rough and smooth colonies of, 6. 
saprophytic, 1. 
sugar reactions of, 396, 398. 
Bacterleemia, 2, 12. 
from dental trauma, 524 
in bacterial food-poisoning, 399. 
in cerebro-spinal fever, 40. 
in diphtheria, 98. 
in gonorrheal rheumatism, 23. 
in pneumonia 1227. 
in aa endocarditis, 22, 23, 919, 920, 
922. 
in typhoid fever, 2, 79, 87, Ol. . 
in undulant fever, 128. 
Bacterial activity, effects of, 1, 2. 
hypochlorhydria in relation to, 564, 
565. 
diseases, 11-132. 
food-polsoning, 394-402. 
infection, 1-3. 
as a cause of diarrhaa, 623. 
of stomach, in hypochlorhydria, 565. 
results of, 2, 3. 
intoxication, 3. 
invasion, 2. 
irritants, dermatitis from, 1420-1432. 
toxeemia i in relation to renal disease, 1299. 
toxins as gastric irritants, 561. 
injection of, to produce active im- 
munity, 4. 
vaccines, 4 
virulence, 2, 15. 
variations in, 15. 
Bacteria action of gastric juice, 524, 559, 


Bacteriological diagnosis of whooping- 
cough, 113. 
examination of stools, 615, 1370. 
pacienegy. oF chronio rheumatism, 1367~ 


of food. poisoning 396-399. 
Bacteriolysis, 5 
Bacteriophage, 10. 
in bacillary dysentery, 118. 
in cholera, 119, 120. 
nature and properties of, 10. 
Bacterium pseudo-asiaticus, 399. 
tularense, 61, 62. 
Bacteriuria, 26 ; and see Bacilluria. 
Bagdad boil, 255. 
Baker’s itch, 1409. 
Balantidium coll, 266. . 
Balloon aseents, desths from high altitudes 
in, : 
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tension, 1069. 
Bamberger’s sign in acute pericarditis, 958, 
Banti’s disease, 830; and see Bplenio 
anemia. 
Banting “ Best’s discovery of insulin, 


Banting an for obesity, 438. 
Barany’s peep test for vestibular lesions, 


Barber’s rash, 1421, 1425, 1435. 
forms of, 1425 ; and see Sycosis barbs. 
Barblers, 459. 
Barbitone, addiction to, 1842. 
a ee ocular palsies in, 
1507 


Barbiturates, addiction to, 1842. 
in affective disorders, 1862. 
Bareoo rot, 1495. 
Barium enema, for examination of the 
colon, 613, 614. 
technique of, 614. 
meal for investigation of gastria funo- 
tions, 568. 
and enema for investigation of cancer 
of colon, 659, 660. 
for investigation of diverticula of 
colon, 661. 
for investigation of intestinal func- 
tions, 613, 614, 620, 625. 
Barlow’s disease, 454; and see Scurvy, 
infantile. 
Barrel chest, 1081, 1174. 
Bartonella bacilliformis, 130, 131. 
infections, blood in, 131. 
Bartonellosis, 130-132. 
generalised, 131. 
Barton’s bodies in Oroya fever, 131. 
Basal ganglia in lethargic encephalitis, 1580. 
localisation of lesions of, 1530. 
metabolism, 403. 
sali disease, 486; and see Graves’s 


sease. 
Basophilia, 798, 799. 
diffuse, 772. 
punctate, 772. 
in lead poisoning, 363, 364, 365. 
Basophilism syndrome, Cushing's, 474-476 ; 
and see Cushing’s syndrome. 
Bastedo’s inflation sign, 681. 
Bath pacer in heart affections, 865. 
oid, 93. 
a, aftective disorders, 1862. 
Bats as transmitters of rabies, 1585. 
Bauer’s operation for chronic adhesive 
pericarditis, 963. 
Bayer ** 205 *? in sleeping sickness, 259. 
in trypanosomiasis, 259, 260. 
Bazin’s disease, 1464. 
B,C.-G. vaccine, 35, 1208. 
in prophylexis of tuberculosis, 1208. 
Bed-sores in cerebro-spinal fever, 39. 
in small-pox, 152. 
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Bed-sores in typhoid, 86. 
in typhus fever, 278, 279. 


Beef worm, the, 327. 
Beer, arsenical contamination of, 371. 
lead contamination of, 362, 366. 


Beet tongue in oe 464. 
Bejel and yaws, 225. 
Bell sound, 1084. 


and see under 


Bell’s paralysis, 1510; 
Paralysis. 

Belladonna for relief of intestinal spasm, 
643. 


in nervous and post-prandial diarrhoea, 
627, 


Bellergal in pink disease, 300. 
in whooping-cough, 114. 
rash, 74. 
to check ptyalism, 529. 
Bence-Jones proteinuria, 1291. 
** Bends,”’ the, in caisson disease, 336. 
Benedict’s solution, 417, 418. 
Benedikt’s syndrome, 1507. 
Bensley’s specific granules in penctoatie 
ceRs, 412-415. 
Benzene, industrial uses of, 383. 
poisoning, 383, 384. 
delirium in, 1842. 
prophylaxis and treatment of, 384. 
Benzidine test for occult blood, 615. 
Benzine, 383. 
Benzocaine (aneesthesine) 
tuberculosis, 1108. 
Beraneck’s tuberculin, 1211. 
Berberine sulphate in oriental sore, 256. 
Beriberi, 459-463. 
vitamin B, in relation to, 445-447. 
Bernier’s prurigo, 1413. 
Bertiella satyri, 312. 
Besnier-Boeck-Schaumann’s disease, 1476. 
Beta-naphthol in fluke infections, 306, 308 
in hook-worm, 322. 
Beta-oxybutyric acid in blood and urine, 
410, 419, 1296. 
Beta-tetra-hydro-naphthylamine, a 
drug, 348; and see Tetra 
8-naphthylamine. 
Béte rouge 


in laryngeal 


resydro. 


Bile, effect of absence of from intestines 
on digestion. 685. 
excess of, in malaria, 241. 
method of obtaining, for analysia, 726. 
role of, in digestion, 609 
secretion of, 737. 
Bile-duct, sermon, obstruction of, results 
0 
Bile-ducts, cancer of the, 735. 
congenital obliteration of the, 734, 735. 
eaalearves of, in relation to jaundice, 
84. 
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Bile-pigment stones, 729. 
Blle-pigments in urine, 684, 1293. 
testa for, 1293. 
Bile-salts in urine in jaundice, 685 
Bilharzia heematobia, 309. 
Bilharriasis, 308 ; and see Schistosomiasia. 
Billary calculi, 728; and see Gall-stones. 
cirrhosis, 698, 699. 
colic, 689, 730, 731. 
without gall-stones, 732, 733. 
crises, 733. 
obstruction, causes of, 684. 
stasis in relation to gall-stones, 729, 730. 
Bilious attacks, 731, 1694. 
remittent fever, 242. 
types of, 242, 
Bilirubla in blood, excess of, in acholuric 
jaundice, 689. 
van den Bergh test for, 685, 686. 
in malaria, 241. 
in urine, 685, 686 
Binet and Simon a8 of intelligence, 1850. 
Biot’s breathing, 1081. 
Biquinyl, 218. 
Birth control, 1851. 
Birth injuries, 1776, 1847, 
Birth-injury and idiocy, 1847. 
Bisantol, 218. 
Biscuit-like complexion in subacute com- 
bined degeneration, 1741. 
Bisglucol, 218. 
Biskra button, 255. 


| 
| 
| 
| 
| 
Bismogenol, 218. 





Bismosalvan, 218. 
Bismosan, 218. 
Bismuth-emetine-fodide in amabio dysen- 
tery, 265. 
Bismuth preparations, dosage of, 217. 
in treatment of syphilis, 21 6-220. 
choice of, 218. 
combined with arsphenamine, 218, 
in treatment of yaws, 227, 
toxic effects of, 217. 
. Bisoxyl, 218. 
Bivatol, 217. 
Bites and stings, 1441. 
Bithynia fuchsiana in relation to clonor- 
chiasis, 307. 
Black death, 126. 
fever, 251, 252. 
spit, 1187. 
Black tongue, 448. 
vomit in yellow fever, 176, 179. 
Blackheads, 1430, 1431. 
Blackwater fever, 246-250. 
Bladder lesions in schistosomiasis, 809, 310. 
neurasthenia, 26. 
symptoms in appendicitis, 678. 
in tabes, 1645. 
treatment of, 1651. 
Blanching test in scarlet fever, 65, 73. . 
Blastomyces infecting lungs, 1218. 
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Blood cells, white, 796. 


Blastomycoides dermattitidis, 190. 
immitis, 190. 
tularensis, 190. 
Blastomycosis, 190, 101, 1216. 
Bleeders, 817, 818. 
. Bleeding tendencies, hereditary, 817. 
Bleeding-time, 810. 
in essential thrombocytopenia, 814. 
in hemophilia, 818. 
in purpura, 810. 
increased, in purpuric states, 810. 
Blepharitis, cillary, 1423. 
associated with adenoids, 1097. 
in measles, 139. 
vaccine treatment of, 18. 
with eczema, 1412. 
Blepharospasm in hysteria, 1881. 
Blighia sapida, 390. 
Blindness after small-pox, 152. 
and retrobulbar neuritis, 1502. 
caused by microfilaria, 318. 
in acromegaly,473. 
in congenital syphilis, 205. 
in hydrocephalus in children, 1549. 
in intracranial tumour, 1539. 
in leprosy, 122. 
in neuromyelitis optica, 1661. 
in post-basic meningitis of infants, 41, 43 
in Rchilder’s disease, 1663. 
sudden, in toxemic kidney, 1300. 
Blocking of train of thought in schizo- 
hrenia, 1869. 
Blood, ee of, for melena neonatorum, 
8 


for onyalai, 303. 
in urine, 1292; and see Hematuria. 
Blood, viscosity of, in acute intestinal ob- 
struction, 673. 
in cholera, 119. 
at in congenital heart disease, 
in at i lara 794. 
Blood analysis in carbon monoxide poison- 
ing, 381. 
alcohol in alcoholic intoxication, 355, 357. 
and cerebro-spinal fluid in neuro-sy philis, 
1629-1630. 
antiseptics in septic endocarditis, 924. 
cells, immaturity of, in the leukemias, 
802, 803. 
red, 769-772. 
characters of, 769, 770, 771. 
death and destruction of, 771. 
rh and development of, 772, 
776. 
fragility of, 683, 787. 
nomenclature of, 772. 
nucleated, in leuksmia, 804, 806. 
number of, 769, 770. 
substances necessary for develop- 
ment of, 774. 
vaeuity in size and shape of, 770, 
771, 
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differential count of, 796. 
groups of, 796. 
normal fluctuations of, 796. 
number of, 796. 
role of, 798. 

coagulation, theory of, 809. 

time, 810. 

constituent elements of the, 768, 769, 
796, 797, 810. 

-culture, for diagnosis of typhoid, 87. 

demonstration of tubercle bacilli in, 33. 

diseases of the, 768-823. 

classification of, 772. 
dyscrasias after arsphenamine, 213. 

effects of radium on, 354. 
-examination test of renal efficiency, 

1286. 
groups, 771, 772. 

Landsteiner classification of, 771. 
hydrogen-ion concentration of, 406, 407. 
in anemia pseudo-leuksmica infantum, 

792. 
in alcholuric jaundice, 690. 
in acute anterior poliomyelitis, 240. 
in acute leuksmia, 808. 
in agranulocytosis, 801. 
in ancylostomiasis, 321. 
in aplastic anemia, 786. 
in arseniuretted hydrogen poisoning, 373. 
in benzene poisoning, 383, 384. 
in blackwater fever, 247, 248. 
in cancer of stomach, 601. 
in carbon monoxide eee 380. 
in carbon tetrachloride poisoning, 388. 
in cerebro-spinal fever, 38, 40. 
in cholera, 119. 
in chronic lymphatic laukemia, 806. 
in chronic myeloid leukemia, 804. 
in congenital heart disease, 970, 971. 
in diphtheria, 101, 102. 
in essential thrombocytopenia, 814. 
in glandular fever, 286. 
in gout, 430, 431, 432. 
in Graves’s disease, 488. 
in Hodgkin’s disease, 842. 
in pycetid crt el ie 
in rparathyroidism, : 
in i ochebiiio aussie 777. 
in idiopathic steatorrheea, 636. 
in jaundice, 684, 685. 
in kala-azar, 252, 253. 
in lead poisoning, 363, 365. 
in leukeemia, 804, 806, 808, 809. 
in lobar pneumonia, 1229, 1230. 
in malaria 241, 242, 243 
in measles, 188. 
in mono-nitrobenzene poisoning, 384. 
in myxedema, 493. 
in nephrosis, 1302. 
in Oroya fever, 131. 
in pellagra, 464. 
in pernicious anemia, 781. 
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Blood, in plague, 126. | 
in polycythemia, 793, 794. 


in pulmonary tuberculosis, 1196, 1204. 
in relapsing fever, 235. 
in rheumatic fever, 290. 
in rickets, 457. 
in Rocky Mountain tick typhus, 274.. 
in rubella, 144. 
in scarlet fever, 68. 
in scurvy, 452. 
in secondary syphilis, 201. 
in septic endocarditis, 922. 
in septicemia, 18. 
in sickle-celled anemia, 787. 
in sleeping sickness, 259. 
in small-pox, 147. 
in splenic anemia, 831. 
in sprue, 639. 
in sub-acute 
1737. 
in trench fever, 283. 
in tropical macrocytic anwmia, 467, 468. 
in typhoid, 85. 
in undulant fever, 129. 
in urine, 1292; and see Hematuria. 
in whooping-cough, 111. 
rae hoe fever, 178. 
infective organisms in, 2. 
injection of, for meleena neonatorum, 813. 
for onyalai, 303. 
-letting in cardiao failure, 872, 874. 
normal human, for injection, for hamor- 
rhagic states, 812, 813. 
occult, recognition of, in stools, 615, 616. 
significance of, 589, 590. 
plasma, 810. 
in hemorrhagic disease, 811. 
platelets, 580, 810. 
in acute leukemia, 808. 
in essential thrombocytopenia, 814. 
in purpura, 810. 
origin of, 810. 
réle of, 810. 
spleen in relation to, 810. 
Blood-preasure, arterial, 1064-1071. 
as prognostic indication in pulmonary 
tubercle, 1207. 
effect of suprarenal secretion on, 503. 
in diffuse hy tic sclerosis, 1036. 
in diphtheria, 100, 102. 
in hypertension, 995, 1064. 
in mitral oe baa 
in para id fever, 96. 
in arate 1230, 1233. 
in pulmonary tuberculosis, 1196. 
in relation to cerebral thrombosis and 
hemorrhage, 1598. 
to treatment of apoplexy, 1606. 
in typhoid, 85. 
in yellow fever, 178, 179. 
high, ere degeneration of media in, 


in angina pectoris, 982, 983. 


combined degeneration, 
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Blood-pressure, high, in chronic lead 
poisoning, 364. 
in granular kidney, 1820, 1821. 
in intracranial tumour, 1541. 
in myxodema, 493. 
in nephritis, 1066. 
in relation to aneurysm, 1042, 
in relation to epistaxis, 1088. 
low, during epileptio attack, 
in Addison's disease, 506. 
in blackwater fever, 248. 
in cholera, 120, 121. 
in diabetic coma, 416. 
in diphtheria, 102. 
in infarction of heart, 991. 
in kala-azar, 252. 
in typhus, 278. 
physiological variations in, 1064. 
pituitary gland in relation to, 470. 
spleen as reservoir of, 825, 826. 
subnormal arterial, 1070. 
supernormal arterial, 1066, 1068. 
Blood-serum, antibodies in, 771. 
~storage, function of spleen in, 825, 826. 
-urea in relation to estimation of renal 
function, 1286. 
-volume, increased, conditions associated 
with, 768. 
eee recognition of human blood 


in, 7. 

“sugar, 409, 410. 

a - arsphenamine remedies on, 

14, 

in Addison’s disease, 506. 

normal limits of, 409. 
-transfusion. See Transfusion of Blood. 
“Urea ae test of renal capacity, 


raised in alkalosis, 1326. 
Blood-vessels, diseases of, 1029-1074. 
classification of, 1029. 
effect of Sp. pallida on, 195. 
-volume, 768, 769. 
Bloody flux in Britain, 650. 
Blue line after bismuth therapy, 217. 
on gums in lead poisoning, 360 
361, 365, 366. 
in mercurial poisoning, 376. 
Bockhart’s impetigo, 1423. 
Boeck’s cutaneous sarcoid, 1204, 1477. 
Bolls, 1424. 
in diabetes, 416. 
in small-pox, 152. 
in typhoid, 86, 94. 
vaccine treatment of, 18, 19. 
BOIanesr eres of actinomyces bovis, 


Bone, aneurysm pressure on, 1044, 1047. 
carcinomatosis of, as cause of leuco- 
erythroblastic anamia, 784. 
echinococcosis of, 315. 
exerescenees in goundou, 227. 
necrosis of, in scarlet fever, 71. 
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Bone, sarcoidosis of, 1479. 
syphilitic lesions of 195, 202, 208. 
Bone lesions associated with arthritis, 


in acromegaly, 472, 473. 

in cretinism, 495 

in Cushing’s syndrome, 475. 

in ene anemia of Cooley, 


in goundon, 227. 
in gout, 432, 434. 
in Graves’s disease, 488. 
in By peers dim 499. 
in idiopathic steatorrhea, 636. 
in infantile scurvy, 454. 
in leprosy, 122. 
in rickets, 456, 457. 
in scurvy, 451. 
in typhoid, 86. 
in yaws, 226. 
Bone-marrow, aplasia of, causes of, 785. 
degeneration of, in pernicious anemia, 
778. 
hyperplasia of, in hemorrhage, 776. 
in pernicious answmia, 780. 
in polycythemia, 793. 
in agranulocytocis, 800. 
in benzene poisoning, 383, 384. 
in chronic myeloid leukemia, 803. 
in essential thrombocytopenia, 814. 
in Gaucher’s disease, 834. 
in hyperparathyroidism, 499. 
in kala-azar, 252. 
in leukemia, 803, 808. 
in Niemann-Pick’s disease, 835. 
in polycythemia, 793. 
in eee to red blood cell formation, 
72. 
in tropical macrocytic anemia, 467. 
lesions of, in relation to angwmia, 773. 
necrosis of, in small-pox, 147. 
poisons acting on, 785. 
stomach secretion in relation to, 559. 
typhoid bacilli in, 87. 
Bones, action of radium on, 354, 355. 
diseases of the, 1382-1389. 
in yaws, 226. 
storage of lead in, 363. 
Boothby on Sandiford’s nomograph, 404, 


Borborygmi, cause of, 645. 
Bordet and Gengou, bacillus of, 110, 113. 
complement deviation test of, 5. 

Bornholm disease, 1369. 

Bosch yaws, 256. 

Bothriocephalus latus, causing anemia, 779. 

Botulism, 401, 402. 

Bouton diaphragmatique of Guinéau de 
Mussy, 1247. 

Bouton d’Orient, 255. 

Bovine tuberculosis, 29, 1189. 

Bow-leg in rickets, 457. 

Box head in rickets, 457. 
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Brachial neuritis, 1369, 1370, 1769, 
plexus, anatomy physiology of, 
1759-1760. 
aneurysmal pressure on, 1046. 
lesions of, 17569-1760. 
paralysis, 1759, 1760, 1776. 
Bradycardia, conditions of occurrence of, 
882, 883. 
Bradycardia, sinus, 882, 883. 
stiology of, 882, 883. 
from lack of Vitamin B, 447. 
in diphtheria, 102. 
in heart failure, 856. 
in jaundice, 685. 
in phlebotomus fever, 181. 
in yellow fever, 179. 
method of estimating vitamin B in food, 
446 


physiological, 882. 
Bradypnea, 1081. 
Brain, abscess of, 1552; and see Enceph- 
alitis, suppurative. 
metastatic, 13, 1553. 
actinomycosis of, 187, 
disease, degenerative and hereditary, 
1826-1830. 
gumma of, 1632. 
hydatid cysts of, 314, 315. 
in chronic alcoholism, 358. 
in malaria, 241. 
infarction of, 1065. 
lesions in ameebic dysentery, 263, 264. 
in lethargic encephalitis, 1578. 
rose-coloured, in encephalitis lethargica, 
1598 
signs of local lesions of, 1525-1536 ; 
and see under Cerebral. 
Braunia jassyensis, 312. 
Break-bone fever, 181 ; and see Dengue. 
arthritis in, ‘ 
Breast-feeding in relation to rickets, 458. 
Breath sounds, adventitious, 1083, 1084. 
in abscess of lung, 1179. 
in acute bronchitis, 1131, 1134. 
in asthma, 1149. 
in bronchiectasis, 1155, 1156. 
in broncho-pneumonia, 1237, 1238. 
in early pulmonary tubercle, 1198, 
in enlarged mediastinal glands, 1278. 
in hyperemia of lungs, 1160 
in lobar pneumonia, 1229. 
in pleurisy with effusion, 1250, 1251. 
in pneumothorax, 1266. 
in pulmonary collapse, 1167, 1169. 
in pulmonary emphysema, 1174. 
in pulmonary fibrosis, 1185. 
in pulmonary codema, 1162. 
in pulmonary tuberculosis, 1199, 1200. 
varieties of, 1082-1084. 
Breathlessness as a sign of cardiac failure, 
852, 853, 874; and see Dyspneea. 
in soldier’s heart, 878. 
Bright's disease, types of, 1298, 1299. 
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Brill’s disease, 269, 270, 275. 
Brissaud’s infantilism, 476. 
preeshents nee in adhesive pericarditis, 


Broca’s Boras and speech, 1611. 
Bromethol (avertin) poisoning, delayed, 
causing hepatic necrosis, 695. 
Bromide acne, 1447. 
anthrocoid form of, 1447. 
in epileptic cases, 1691. 
intoxication, 1841. 

Bromides, in affective disorders, 
in epilepsy, ; 
in sea-sickness, 343. 
place of, in cardiac disease, 863, 873. 

Bromidrosis, 1400. 

Bromism, 1691. 

Bronchi, adenoma of, 1142, 1143. 
cicatricial stenosis “of the, 1146, 1147. 
diseases of the, 1129-1158. 
foreign bodies in the, 1143-1145. 
gummata of, 1218. 
infective granulomata of the, 1143. 
injuries to, 1158. 
leprosy of ‘the, 1143. 
paki of, by external causes, 1147. 

hilis of the, 1143. 
re sealale of the, 1143. 
tumours of the, 1141, 1142. 
Bronchial affections associated with the 
common cold, 134. 
breathing, 1082. 
catarrh, 1130. 
in rickets, 457. 
lymph glands, tuberculosis of, 840. 
spasm in relation to asthma, 1148, 1149. 
stenosis and obstruction, 1143-1147. 
tract, Bacillus coli infection of, 27. 

Bronehiectasis, 1153-1158. 
after measles, 138, 139, 141. 
aneurysm formation i in, 1154. 
congenital, 1154. 
following bronchial stenosis, 1144, 1146. 
operative treatment of, 1158. 
saccular, 1154. 
vaccine treatment of, 1158. 

Bronehiolectasis, 112, 1153, 1154. 

Bronehiolitis fibrosa obliterans, 1135, 1136. 

in influenza, 169, 170. 

Bronehitis, 1129-1141. 

acute catatrhal of the larger tubes, 
1130-1133. 
fibrinous, 1136, 1137. 


plastic, 1136 
t, 1183-1185. 
suppurative, 1138-1135. 
adenoids in relation to, 1097. 


bacterio. of, 1130, 1133, 1138. 
oa (33, 1239. 

n whoopi = 112, 1183. 
ehronie, 1137-1141. 


eatarrhal, 1137-1140. 
fibrinous, 1136, 1137, 1141. 
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Bronchitis, chronie, from mechanica and 


chemical agencies, 1141. 
hel) depot 1140, 1141. 
class tion of, 1130. 
fetid, 1140. 
in measles, 138. 
in paratyphoid fever, 95. 
in scurvy, 453. 
in small-pox, 152. 
in typhoid, 81, 85. 
in typhus, 278. 
in whooping-cough, 112. 
secondary, 1135, 1141. —. 
Broncholiths as cause of bronchial obstruc- 
tion, 1144. 
Bronchophony, 1084. 
Broncho-pneumonia, 1237-1243. 
aspiration, in scarlet fever, 70. 
in dermato-myositis, 1373. 
in diabetes, 417. 
in diphtheria, 98, 100, 103, 105. 
_ in measles, 138, 139, 141. 
in paratyphoid fever, 95. 
in plague, 126. 
in small-pox, 152. 
in typhus, 278. 
in undulant fever, 129. 
in whooping-cough, 112. 
inhalation, erpeaden and deglutition, 
eis in relation to, 1237. 
primary, 1237, 1238. 
course Of, 1238. 
secondary, 1238-1241. 
tuberculous, 1192, 1243. 
varieties of, 1237. 
Bronchorrhoa serosa, 1138. 
Broneho-cavernous breathing, 1083. 
-vesicular breathing, 1083 
Bronchoeore aspiration i in iain: of lung, 
81 


Bronzed diabetes, 417, 418, 707, 708; and 
ace Hamochromatosis. 

Brooke’s Saas adenoldes cysticum, 
484." 


Brown Séquard’s syndrome, 1719. 
Brucella abortus, 128, 130. 
as cause of undulant fever, 128. 
melitensis, 128, 130. 
Brueelliasis, 128 ; and see Undulant fever. 
Bruit d’airain, 1084. 
in pneumothorax, 1266. 
in tuberoular cavity, 1199. 
de cornage in suppurative mediastinitis, 
1275 


de drapeau, 1137. 

de grelottement, 1126. 

de pot f6lé6, 1082, 1199. 
Brush-burn, electrical, 346. 
Bubas, 225 ; ist see Yaws. 


braziliana, 
Bubo, climatic, 182. 
non-venereal, 184. 
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Bubo, of chancroid,.197. 
of plague, the, 125, 126. 
syphilitic, 196, 197. 
tropical, 182. 

Bubonie plague, 125, 126. 


Buerger’s disease, 1033 ; and see Thrombo. | 


angiitis obliterans, 793. 
Buffer substances in blood, 406. 
Bulbar eerste, in lethargic encephalitis, 
progressive, 1743, 1747, 1748. 
Bulbocapnine, 1865, 1866. 
Bulinus eontortus, in relation to schistoso- 
miasis, 309 
Bulla, 1398. 
Bull-neck in diphtheria, 99. 
Bundle-branch block, 910, 911. 
electro-cardiogram of, 1020, 1021. 
Bundle-branch heart-block, 910, 911. 
Burnet’s intradermal test for undulant 
fever, 130. 
Burney-Yeo mask for bronchiectasis, 1158. 
for pulmonary tuberculosis, 1211. 
Burns, acute nephritis in relation to, 


1306. 

in lightning stroke, 345, 346. 
_ scarlet fever following, 70. 
Burs, syphilitic affections of, 200, 202. 
stork i 1369, 1370. ' 

utchers, acute pemphigus in, 1457. 
Butter, vitamin content of, 442, 443. 
Button-hole mitral valve, 936. 
Byssinosis, 1186. 


Cachexia, in cancer of stomach, 601. 
in chronio mercurial poisoning, 376. 
in kala-azar, 252. 
light-headedness due to, 1843. 
malarial, 243. 
pituitary, 477. 
em. re acute intestinal obstruction, 
in bacillary dysentery, 118. 
Ceecum, actinomyces ee 186. 
hyperplastic tuberculosis of the, 656. 
in amoebic dysentery, 263. 
Caffeine in Gaiting disease, 868, 869. 
Caisson disease, 333-338. 
Calabar swellings, 317. 
Caleiferol (vitamin D,), 443-445. 
Calcification, faulty, in rickets, 456. 
of mesenteric glands, 762. 
Calclum balance, negative, in Grave's 
disease, 488. 
content of blood in tetany, 501. 
of bone in rickets, 456. 
deficiency in sprue, 640. 
gluconate in acute tetany, 502. 
in carbon tetrachloride poisoning, 389. 
in spider bites, 328. 
in relation to lead poisoning, 363, 367. 
lactate in epistaxis, 1088. 
in osteitis deformans, 1386. 
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Caleium lactate, in 6, 641. 
mse n in idiopathic steatorrhma, 


| in meletion to fatty and soap diarrhea, 
arathyroids in relation to, 499, 501. ° 

| salts, in relation to tetany, : 

in treatment of lead colic, 361. 

| of serum deficient in hypopara- 

| thyroidism, 502. 

| phosphate balance, vitamin D in relation 

| to, 443 


thiosulphate for arsphenamine dermatitis, 


for mercurial stomatitis, 216. 
Calculi, biliary, 728; and see Gall-stones. 
pancreatic, .740, 742, 743. 
renal, 1338; and see Renal calculi. 
urinary, ra A deficiency in relation 
to 


| Calf, the “‘ fat bottle,’’ 1754. 

California disease, 191. 

Callosities, 1419. 
| Calmette’s ophthalmic test for tuber- 
culosis, 34. 

Calomel, 374, 375. 
for intramuscular injection in syphilis, 
i 
| 


216. 

Caloric ee Aub-Du Bois table 
OQ e 

Camp fever, 275. 


Cancer as cause of intestinal obstruction, 
657, 658, 670. 
as & cause of jaundice, 684. 
as a sequel of gall-stones, 732, 734. 
as a sequel of schistosomiasis, 310. 
intestinal, sites of, 657. 
lupus in relation to, 1457. 
of brain, secondary, 1536, 1537. 
of the colon, 657. 
of gall-bladder, 733, 734. . 
of liver, 717; and see Liver, cancer of. 
of the wsophagus, 555; and see under 
(Esophagus. 
| of the peritoneum, 763. 
of the stomach, 599-603. 
| hematemesis in, 579, 601; and see 
under Stomach. 
| resulting from X-ray injury, 351, 352. 
treatment of, 353, 354. 
Canecrum oris, 527. 
| 
| 





in kala-azar, 253 ; and see Noma. 
Canning of fruits, effect on vitamin content 
of, 449. 
Cantlie’s diet in sprue, 640. 
Capillaries, fragility of, 810. 
toxic effects of arsphenamine remedies 
on, 210. 
Capillary bronchitis, 1133, 1237. 
permeability in sourvy, 451. 
pulsation in aortic incompetence, 933. 
in Graves’s disease, A 
in hyperthyroidism, 996. 
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Capillary reaction to irritation of skin, 
1072, 1073. 
toxicosis, hsamorr @, 815. 
Gaprokol in coliform affections, 28. 
_Carbarsone in amebic dysentery, 265. 
rerhonae dyspepsia, intestinal, 644- 


causing spastic constipation, 617. 
digestive ferments in relation to, 644. 
enterococci in, 645. : 
in idiopathic steatorrhe@a, 635. 

excess ie relation to diabetes mellitus, 


metabolism, aneurin in relation to, 446, 
447, 


in pancreatic disease, 737. 
in relation to blood sugar, 410. 
Carbolic acid, effect of, on colour of urine, 
1295. 
Carbon dioxide, accumulation of, in intes- 
tine, 644, 645. 
as respiratory stimulant, 382, 869. 
in alveolar air in diabetes, 410. 
reduced excretion of, in ketosis, 410. 
disulphide poisoning, delirium in, 1842. 
monoxide, 379, 380. 
action of, 380. 
poisoning, 379-382, 695. 
mental disorder in, 1842. 
tetrachloride as liver poison, 696. 
in ascariasis, 323. 
in distomiasis, 305, 306, 308. 
in hook-worm infection, 322. 
in twniasis, 312, 313. 
poisoning, 388, 389. 
Carbunele, 1425. 
vaccine treatment of, 18, 19, 1425 
Carbuneles in diabetes, 416. 
in plague, 126, 127. 
Careinoma. See under Cancer. 
Cardiac. See also under Heart. 
asthenia in toxemia, ll. 
asthma, 853, 1150. 
treatment of, 874. 
cells in laa and cedema of lungs, 
ll 


complications in scarlet fever, 72. 
eyele, the, 848, 849. 

time occupied by phases of, 849. 
failure, 851-859. 
irregularity, 883, 884. 
kidney, 1299. 
pain, 877. 

treatment of, 874, 875. 
stimulants, 868, 869. 
strain, primary, 880, 881. 
valvular disease, chronic, 920. 

Cardiacos negros, 793, 1055. 


Cardiazol (1 1), in heart disease, 868. 

Cardiom glycogenica, 693. 

Cardiospasm, 547; and see Achlasia of 
the cardia 


6 ° 
Cardio-vascular disease, hypertensive, 1065. 
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Cardio-vascular, x hata in carbon mon- 
oxide poisoning, 380, 381. 
Carditis, 913, ia 
8 toms of, 
cariyl 217. 
Caries, dental, 528 ; and see Denta! caries. 
spinal, tuberculous, 
syphilitic, 1635. 
in gerry to compression of cord, 1716, 
Carminatives, 576. 
Carotene, 441, 442. 
and vitamin A, 442. 
effect of, 442. 
in foods, values of, 442. 
the source of vitamin A,442. 
varieties of, 441, 442. 
Carotenoid substances in green leaves, 442. 
Carotid artery, internal, hemiplegia follow- 
ing ligation of, 1589. 
hemiplegia, effect of, on optic nerve, 
1502, 1573, 1592, 1593. 
Carphology, 1679. 
Carpo-pedal spasm, 501, 1117. 
in idiopathic steatorrhcea, 636. 
Carriers, bacterial, 1. 
as cause of food poisoning, 2, 393, 396. 
amcbic dysentery, 264. 
bacillary dysentery, 118. 
cerebro-spinal fever, 1, 36, 87, 49 
cholera, 119. 
diphtheria, 1, 97, 99, 105, 107. 
lethargic encephalitis, 247 
meningococcus, 1, 36, 37, 49. 
paratyphoid, 2. 
pneumonia, 1226. 
scarlet fever, 64, 75. 
small-pox, 146. 
typhoid, 1, 79, 80, 86. 
typhus, 275. 
undulant fever, 129. 
whooping-cough, 110. 
Carrion’s disease, 131 ; 
fever. 
Casbis, 218. 

Caseation of pulmonary tubercles, 1190. 
Casoni’s intradermal test for hydatid 
disease, 717, 1225, 1269. 

Castle’s intrinsic factor, 559. 
in sprue, 638. 
Castration, in relation to obesity, 438. 
mental effects of, 1845. 
Casts in acute nephritis, 1305. 
in lardaceous disease of kidney, 1329. 
in toxemic kidney, 1300 
Cataplectic attack, 1693. 
Cataract in diabetes, 417. 
in dystrophia myotonica, 1793. 
Catarrh, bronchial, 1130. 
mucous, 629, 
pituitous, 1188. 
post-nasal, 1085. 
-producing organisms, 1130. 


and see Oroya 
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Catarrh, suffocative, 1133. 
ee orem in cerebro-spinal fever, 


in influenza, 168, 169, 170. 
in measles, 136, 137, 139. 
in whooping-cough, 110. 
Catarrhs, chronic respiratory, predisposing 
to tuberculosis, 31. 
Catatonia, 1872, 1873. 
and mania contrasted, 1873. 
Cata onic stupor, 1872, 1876. 
Cattle in relation to actinomycosis, 1865. 
in relation to myiasis, 327, 
Causaigia, 1080. 
in median nerve mate 1763. 
Cavernous breathing, 1083. 
Cavitation of cord in idan, ina hve 1727. 
diag Ts paver: tuberculosis, 1190, 


signs of, 1199. 
Cell count in tuberculous exudates, 1252. 
Cellulitis as result of bacteria) infection, 2. 
acute, causative organism of, 15. 
cervical, in diphtheria, 99. 
in erysipelas, 21. 
in scarlet fever, 69. 
Cellulose, fate of, in small intestine, 644. 
Centipedes, diseases due to, 328. 
Centrurus exlicauda, 329. 
Cephalic a bil aie of sea-sickness, 342. 
Cercaria elve, 1499. 
Cercarial dermatitis, 1499. 
Cereals, rickets-producing effects of, 443. 
vitamin B,, content of, 446, 448, 459. 
Cerebellar abscess in scarlet fever, 71. 
apoplexy, 1602, 1603. 
ataxy, congenital, 1622. 
atrophies, primary, 1664-1665. 
gait, 1533. 
cortex, atrophy of, 1664, 
thrombosis, 1602. 
Cerebellum, central white matter, atrophy 
of, 1664. 
localisation of lesions of, 1532. 
Cerebral abscess in accessory-sinus sup- 
puration, 1092. 
in bronchiectasis, 1156. 
in ennven® 1256. 
mental symptoms in, 18365. 
angomia in heart failure, 853. 
aneurysm, 1588. 
arterial disease and hypertension, mental 
disorders associated with, 1829, 
1830. 
ar and hemorrhage, 1596- 
607. 
stiology and pathology of, 1597- 
aa lati 1597 
aneurysm in relation to, : 
diagnosis of, 1603. 
differential diagnosis of, 1604, 
1 


605. 
prognosis of, 1605. 
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Cerebral arterial thrombosis and hamor- 
rhage, symptoms of, 1596-1603. 
syphilis in relation to, 1598. 
treatment of, 1606-1607. 

arteries, syphilitic disease of, 1032, 1597. 
thrombosis of, 1060. 
diplegia, 1621-1624. 
birth abnormalities associated with, 
1621, 1776. 
epilepsy in, 1623. 
paresis and rigidity in, 1622-1623. 
perverse movements in, 1623. 
embolism, 1063, 1595-1596. 
in aneurysm, 1048, 1695. 
in relapsing fever, 236. 
in relation to cyst formation, 1586. 
in septic endocarditis, 921. 
hemorrhage in diffuse hyperplastic 
sclerosis, 1036. 
in essential thrombocytopenia, 815. 
in granular kidney, 1318, 1319. 
in lethargic encephalitis, 1578, 1581. 
hemispheres, signs of local lesions of, 
1527-1530. 
localisation, 1527-1530. 
lues, 1824, 1840. 
softening after thrombosis, 1579. 
endarteritis obliterans as a cause of, 
1032. 
symptoms after arsphenamine prepara- 
tions, 211, 213. 
in aortic incompetence, 932, 
in chronic myocarditis, 950. 
in fatty heart, 952. 
in heart failure, 853. 
in lethargic encephalitis, 1578-1581. 
in primary broncho-pneumonia, 1237. 
syphilis, 1631-1634. 
thrombosis as cause of apoplexy, 1598. 
and hemorrhage, 1596-1607. 
atheroma in relation to, 1039, 1060. 
chronic arteritis in relation to, 1032. 
syphilitic, 1598. 
trauma, mental disorders in, 1835. 
tubereuloma, inadvisability of operating 
for, 1538. 


tumour. 
vaseular lesions, 1588-1607. 
in relation to insanity, 1829, 1830. 

Cerebro-macular degeneration, 1624. 
Cerebro-spinal fever, 36-52. 

acute or ordinary type of, 38-40. 

setiology of, 37. 

age in relation to prognosis of, 48, 49. 

and influenza, 40, 46. 

arthritis in, 1357. 

carriers of, 86, 37, 49. 

fluid in, 44, 45. 

chronic stage of, 39. 

complications of, 

definition of, 36. 

diagnosis of, 45, 46. 


and see Intracranial 
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Cerebro-spinal fever, diet in, 51. Cerebro-spinal fluid, spirochetes in, 234, 
differential diagnosis of, 46-48. : 
doubt as to contagiousness of, 37. tubercle bacilli in, 33. 
epidemics of, 37, 48. Wassermann reaction in, 1559. 
fulminating type of, 40. syphilis, 1631-1653. 
eneral management of, 51. treatment of, 1636. 
incubation period of, 38. Certuna in malaria, 246. 
lumber puncture in, 42, 44. Cervical glands, are aia of, in diph- 
repetition of, 52. theria, 99, 101. 
malignant type of, 40. in measles, 136, 137. 
mild, confused with influenza, 40. in scarlet fever, 67, 69, 70, 77. 
rey of, 40, 41. in small-pox, 152. 
mortality in, 48. in trypanosome fever, 258. 
gnosis of, 48, 49. tuberculosis of, 840. 
prophylaxis of, 49. opisthotonos of infants, 41; and see 
recovery in, 39. Meningitis, post-basic, of infants. 
recrudescences frequent in, 39. rib paralysis, 1759. 
seasonal incidence of, 37. and syringomyelia, 1732. 
serum treatment of, 50, 51. ribs, 1774-1776. 
superacute t of, 40. Cervical sympathetic paralysis, 1508. 
symptoms and course of, 38-42, in acute anterior poliomyelitis, 1572. 
treatment of, 49-52. Cervico-occipital neuritis, 1770. 
fluid as guide to treatment in syphilis, | Cestodes, diseases due to, 311-315. 
222, 223. Ceylon sore mouth, 638. 
characters of, 1556, 1559. Chagas’ disease, 261. 
circulation of, 1546, 1547. Chalicosis, 1186. 
coagulation of, 1557. Chancre, hard, 195, 196. 
cytology of, 1557, 1558. nasal, 1093. 
diagnostic value of, 1556, 1557, ph geal, 542. 
1558, 1719. Conailiat, 642. 
examination of the, 1556-1559. Chancroid, 197. 


in acute poliomyelitis, 1569, 1573, and syphilis, 197. 
1594. Chappa, 302, 203. 
in cerebral thrombosis and hemor | Charcoal, activated, for intestinal flatulence, 
646 


rhage, 1599. | ; 
in cerebro-spinal syphilis, 1629. method of examining intestinal func- 
in disseminated sclerosis, 1657. tions, 613, 625. 
in ee paralysis, 1640. Chareot’s dissociated sensory loss, 1728. 
in hydrocephalus, 1545, 1546, 1547. joint disease, 1358, 1359. 
in hydrophobia, 1585. in syringomyelia, 1730. 
in influenza, 171. in tabes, 1647. 
in intracranial tumours, 1542, 1547. treatment of, 1652. 
in intradural compression, 1719. triad of symptoms in disseminated 


in latent syphilis, 1629. Charoot-Leyden crystals in acute fibrinous 
in lead say apa et 366. bronchitis, 1137. 

in lethargic encephalitis, 1577. in asthmatic sputum, 1150. 

in meningococcus meningitis, 44, 45. Chareot-Marie-Tooth type of musoular 


in Landry’s paralysis, 1786, 1787. sclerosis, 1657. 
in mumps, 165. | atrophy, 1953. 


in pneumococcal meningitis, 1562. Chauffard-Minkowski type of hemolytic 
in post-basic meningitis of infants, 42. anemia, 787. 
in secondary syphilis, 1629. Chaulmoogra oll in leprosy, 123. 
in spinal tumours, 1720. Cheilitis exfoliativa, 1428. 
in syphilis, 222, 223. Chellosis, in idiopathic steatorrhesa, 776. 
of nervous system, 1629, 1630. Cheiropompholyx, 1414. 
effect of treatment on, 1630. Chemical food poisoning, 394. 
in tabes, 1630. . irritants, dermatitis from, 1408, 1410. 
in osomiasis, 258, 259. Chenopodium, oil of, as parasitocide, 313, 
in typhoid, 83. 2, 323. 
in typhus fever, 278. Cherry-red spot in retina in amaurotic 
in yellow fever, 178. family idiocy, 1626. 


increased preasure of, in intracranial | Chest, deformities of, in adenoids, 1096, 1097. 
tumonrs, 1540. in emphysema, 1171. 
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Chest, deformities of, in 
fibrosis, 1184. 
in relation to bronchitis, 1130. 
payee! signs in the, 1081-1084. 
ra jography of the, 1084, 1204. 
various forms of, 1081, 1082. 
Cheyne-Stokes breathing, 1081. 
in acute hepatic necrosis, 697, 
in apoplexy, 1601. 
in cardiac failure, 853. 
in heat-hyperpyrexia, 349. 
in icterus gravis, 697. 
in intracranial tumours, 1535. 
in poisoning by arsphenamine, 374. 
in tubercular meningitis, 1559. 
in uremia, 1325, 1326. 
Chicago disease, 191; and see Blasto- 
mycosis. 
Chick-peas, poisoning by, 391. 
Chicken cholera, Pasteur’s work on, 4. 
Chicken-pox, 160-163. 
age incidence of, 160. 
and diphtheria, 160. 
and herpes zoster, 160, 162. 
and measles, 160. 
and scarlet fever, 160. 
complications of, 162. 
diagnosis of, 153, 154, 162 
distribution of rash in, 161. 
incubation period of, 160. 
infection, 160. 
prodromal! rashes of, 160, 161. 
prognosis 162. 
quarantine of, 163. 
rash of, 161, 162. 
Chilblains, 1076, 1079, 1202, 1410. 
Child-bearing, mental disorders associated 
with, 1845, 1853. 
Child Guidance Clinics, 1879. 
Childhood, rheumatio infection of heart in, 
913-914, 
Chill in relation to acute nephritis, 1304. 
paloma neenilt in flagellate diarrhma, 
Chilopa, 303. 
eatoneren ay eren) in ameebic dysentery, 
5 


Chinkumbi, 304. 

Chiufa, 304. 

Chioasma uterinum, 1490. 

Ohloral, addiction to, 1842. 

hydrate in heart conditions, 873. 

Chioransemia, achylic, 775. 

Chlorbutol eee in sea sickness, 
34 


pulmonary 


Chloride content of cerebro-apinal fluid, 
1556 


excretion in urine, 1285. 
diminished, in nephritis, 1310, 1314. 
in pneumonia, 1230. 
increased, in Addison’s disease, 1285. 
loss in uremia, 1321. 
Chlorine in relation to bronchitis, 1185. 








1919 


Chlorine, lotion for throat, 77, 108. . 
Snilroreray conte sacioated in diabetes, 
for spasms of tetanus, 56. 
pobonines in relation to necrosis of liver, 
95 


Chioroma, 807, 808. 


Chlorophyll in relation to production of 
vitamin A, 44], 
spectroscopic detection of, 615, 616. 
Chiorosis, 780; and see Anemia, hypo- 
chromic, 
and late chlorosis, 775; and see Anwmia, 
idiopathic hypochromic. 
rarity of, 775. 


i Chliorostab, 218. 


Cholangioma, 717. 
Cholangitis, ascending, as cause of hepatitis, 
693, 698. 
chronic, indication for surgery in, 728. 
in gall-stones, 730. 
suppurative, in cancer, 719, 734. 
in hydatid disease, 716. 
in portal pylephlebitis, 722. 
Cholecystectomy, advantages of, for gall- 
stones, 732. 


| Cholecystenterostomy in cancer of bile- 


ducts, 735. 
in cancer of the pancreas, 746. 
in chronic pancreatitis, 742. 
Cholecystitis, 722-728. 
achlorhydria in, 665, 723, 727, 728. 
acute, 724. 
etiology and pathology of, 722, 723. 
bacteriology of, 722, 723. 
B. coli in, 24, 722, 723. 
chronic, 724-727. 
achlorhydria in relation to, 665, 737, 
728. 
and gall-stones, 725, 728. 
symptoms of, 724-727. 
treatment of, 727, 728. 
angrenous, 724. 
ocal sepsis in, 723. 
in paratyphoid fever, 95, 724. 
in relation to spasm of stomach, 603. 
in typhoid fever, 80, 85, 94, 722, 724. 
suppurative, 724. 
symptoms of, 724~727. 
treatment of, 724, 727, 728. 
Cholecystography, 725, 726, 731. 
Cholecystotomy in acholuric jaundice, 
691. 


Cholelithiasis, 728; and see Gall-stones. 
B. coli in relation to, 24. 
Cholera, 118-121. 
etiology of, 118, 119. 
ambulatory, 119. 
antitoxic sera in, 121. 
carriers of, 119. 
complications and sequels of, 120. 
diagnosis of, 120. 
gravis, 119. 
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Cholera, incubation period, 119. 
infantum, 629, ; and see Epidemic 
diarrhoea in children. 


nostras, 120. 
from B. coli, 24. 
pathology of, 119. 
prognosis of, 120. 
prophylactic treatment in, 120. . 
use of vaccines in, 120. 
reaction in, 120. 
sicca, 119. 
spirilla, bacteriolysis of, 5. 
symptoms of, 119, 120. 
treatment of, 120, 121. 
types of, 119. 
vaccine in prophylaxis of, 120. 
Choleraic diarrhea, 119. 
Cholerine, 119. 
Cholesteatoma of brain, 1537. 
Cholesterin in pseudo-chylous 
effusion, 1263. 
in relation to diabetes, 1468. 
to xanthoma, 1468, 
Cholesterol, activation of, by ultra-violet 
rays, 444. 
exceas of, in blood and bile, 728, 729. 
in blood increased in nephrosis, 1302. 
in blood in jaundice, 684. 
in corpus luteum of pregnancy, 728. 
in foods, 727, 728. 
in pancreatic cysts, 743. 
in pseudo-chylous ascites, 1311. 
in relation to gall-stones, 728, 729, 730. 
in relation to prophylaxis of ricketa, 444. 
metabolism in relation to gall-stones, 729. 
sources of, 727, 728. 
stones, 728, 729, 730. 
free diet, 727. 
Cholesterolzemia, 728. 
Choluria, 1293. 
Chondro-dystrophia, 1386. 
Chorea, 1697-1704. 
wtiology of, 1698. 
and rheumatism, 1698, 1701. 
apoplectic, 1531. 
as manifestation of 
children, 913. 
congenital, 1622. 
course and duration of, 1702. 
diagnosis of, 1702. 
electric, 1577. 
gravidarum, 1834. 
gravis, 1702. 
heart disease in relation to, 1701. 
Huntington’s, 1664, 1703. 
in pre cy, 1698. 
in scarlet fever, 72. 
involuntary movements in, 1699. 
limp, 1700. 
mental disorders in, 1700, 1701, 1834. 


mollis, 1700. 
ocular phenomena in, 1701. 


pleural 


rheumatism in 
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Chorea of adults, hereditary, 1703. 
paresis in, 1700. 
pathology of, 1698. 
prognosis of, 1702. 
psychical causes of, 1698. 
disturbanoes in, 1698. 
race-incidence of, 1698. 
recurrences in, 1701. 
relation of septic endocarditis to, 918. 
relation of, to rheumatism, 918. 
rheumatic, 1698. 
manifestations in, 1701. 
senile, 1704. 
sex-incidence of, 1682, 1698. 
Sydenham’s, 1697, 1834. 
symptoms of, 1698. 
tetanoid, 1673. 
treatment of, 1702-1703. 
Choroido-retinitis, syphilitic, 1032. 
Choroiditis in congenital syphilis, 205. 
in hypoparathyroidism, 501. 
Chromaffin cells, 503, 514. 
in relation to adrenaline, 514. | 
Chromidrosis, 1400. 
Chronic localised infections indicate use of 
vaccine, 18. 
Chrysops dimidiata as transmitter of loa, 
317 


silacea as transmitter of loa, 317. 
Chvostek’s sign in sprue, 639. 
in hypoparathyroidism, 501. 
aka effusion into pleura, 
63. 
Chylothorax, 1262, 1263. 
Chylous ascites, 316, 839 
effusions, 839, 1262, 1263. 
Chyluria, 839, 1296. 
in filariasis, 316 
Chyme, 609, 610. 
Cider, lead contamination of, 362, 366. 
Cigarette-smoking in relation to chronic 
tracheitis, 1122. 
to emphysema, 1172. 
Ciliary muscle, paralysis of, in lethargic 
encephalitis, 1579. 
Ciliate dysentery, 266, 267. 
Cinchona febrifuge in malaria, 245. 
Cinchophen in gout, 430, 436. 
toxic effects of, 436, 696. 
Circulatory failure, acute peripheral, 858, 
859. 
treatment of, 875. 
central, 851; and see Heart failure. 
varieties of, 851. 
system, diseases of the, 846-1071. 
Circumeision, diphtheria after, 101. 

‘ hemorrhage after, in bleeders, 818. 
Circumflex nerve, lesions of, 176. 
Circum-oral pallor in scarlet fever, 66, 74. 
Cireus movement in heart, 896, 897. 
Cirrhosis, biliary, 698, 699. 

earcinomatosa, 717. 
Leennec’s, 700. 


839, 
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Cirrhosis, multilobular, 700 734. 
of the liver, 698 ; and see Liver, cirrhosis 
of the. 
in splenic anemia, 831. 
of the lung, 1183; and ece Pulmonary fib- 
rosis. 
pigmentary, 707. 
pleurogenous, 1183. 
portal, 700. 
Cisterna meee a, introduction of serum into, 


Cisternal puncture, technique of, 50. 

Cladorehis watsonl, 305. 

Cladosporium mansoni, 1498. 

Clasmafocytic tissue in kala-azar, 252. 

Claudieation, intermittent, 1033, 1041. 

in ay perplastio sclerosis, 1036. 

in polycythsmia, 794, 

in thrombo-angiitis obliterans, 1033. 

Claviceps purpurea, the ergot fungus, 393. 

Clavos, 226. 

Clavus, 1880. . 

Claw-hand in leprosy, 122. 
in ulnar paralysis, 1764. 

Climacteric, affective disorders at, 1853. 
mental disorders associated with, 18465. 
cestradiol in, 516. 
testosterone in, 515. 

Climate in chronic nephritis, 1148. 
in relation to asthma, 1148. 

to bronchitis, 1130, 1133, 1138, 1139. 
to heat-stroke, 347. 
to pulmonary emphysema, 1175. 

Climatic bubo, 182; and see Lympho- 

pathia venereum. 
treatment of chronic bronchitis, 1139. 

of chronic nephritis (secondary) 1315. 
of pulmonary tuberculosis, 1209, 1210. 

Ctonic stage of epileptic convulsion, 1684. 

Clonorchiasis, 307, 308. 

Clonorchis sinensis, 307. 

Clotting, ante-mortem, 1059. 

Club-shaped bodies in actinomycosis, 185. 

Clubbing of fingers, causes of, 1375, 1376. 

in bronchiectasis, 1156. 

in chronic bronchitis, 1139. 

in chronic pulmonary tuberculosis, 
1200. 

in congenital cystic disease of lung, 
1223 


in congenital heart disease, 984, 985, 
972, 973, 974 

in empyema, 1256. 

in heart disease, 855, 936, 

in hypertrophic pulmonary arthro- 
athy, 1576. 

in idiopathic steatorrhea, 636. 

in mitral stenosis, 936. 

in neuritis, 1375. 

in pulmonary emphysema, 1174. 

in pulmonary fibrosis, 1184, 1200. 

in pul stenosis, 940. 

in septic endocarditis, 922. 
I 
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Clatton’s joints, 206. bon meee 

Coagulation of blood, delayed, 810. 

Coagulation-time of blood, 810. 
delayed, in hemophilia, 818. 
in jaundice, 685. 

Coal-gas, poisoning by, 379. 

Coal-miner’s p 1186. 

-tar derivatives, acoount of, 382. 
chemical constitution of, 382. 
pos by, 382-887. 

Coastal erysipelas, 318. 

Cocainism, 1841. 

Coceldioides affecting lung, 1218. 

Coceldioidal granuloma, 191. 

Coccidiodes immitis, 191. 

Coccidioidin, 192. 

Coceldloidosis, 191, 192. 

voces fotidus in atrophic rhinitis, 
Mucosus in atrophic rhinitis, 1086. 

Cochliomyia maceilaria, 326. 

Coco, 225; and see Yaws. 

Cod-liver oe in pulmonary tuberculosis, 

10. 


in rickets, 458. 
vitamin value of, 442, 448, 444, 445. 
Coeliac disease, 633-635, 
megalocytic anemia in, 779, 
Cooaurus cerebralis, 314. 
Coffee-drinking, excessive, as cause of 
lyuria, 482 
vomiting in cancer of stomach, 
601. 
in yellow fever, 179. 
Coffin-lid crystals in urine, 1285. 
Cog-wheel breathing, 1082, 1198. 
Colchicum, specific for acute gout, 436. 
Cold, common, 133-135. 
fingers, hereditary, 1077. 
Colle, appendicular, 677, 1344. 
biliary, 689, 690, 730, 731. 
without gall-stones, 732, 733, 741. 
due to flatulence, 645. 
in acholuric jaundice, 689. 
in cancer of the colon, 658. 
in chronic pancreatitis, 741. 
in Henoch’s purpura, 816. 
in intussusception, 663. 
lead, 360, 361, 365, 368. 
muco-membranous, 642-644. 
neurasthenia in relation to, 643. 
renal, 1339. 
rag — in urine, significance of, . 
» 25. 
of intestine more active in typhoid, 
24. 


-groun 


réle of, in disease, 23. 
ee as cause of hematuria, 


5. 
infections, 23-29. 
modes of infection in, 28, 24. 
of kidney, 25. 
of urinary tract, 24-26. 
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siueie 26. 
course of, 26. 
recurrent cases of, 26. 
relapses of, 26. 
sites of infection in, 24, 25. 
symptoma of, 26. 
treatment of, 27-29. 
vaccine therapy of, 28, 29. 
Colitis, 648-656. 
acute catarrhal, 649. 
symptoms af, 649. 
as cause of diarrhoea, 624, 649. 
as predisposing to bacterial food poison- 
; ing, 395. 
as result of mercurial treatment, 216. 
B. coli in relation to, 24. 
chronic catarrhai, 649, 650. 
enteritis in relation to, 648. 
in chronic mercurial poisoning, 376. 
in uremia, 1326. 
localisation of, 648. 
mucous, 648. 
tubercular, 655, 656. 
sapcicnat 650-655. 
ndicostomy in, 6&4. 
itis complicating, 1357. 
arthritis om of, 650. 
complications of, 651, 652. 
in mercurial] poisoning, 375, 376. 
local treatment in, 653. 
relapses in, 652. 
serum treatment of, 654. 
surgical treatment of, 654. 
Collapse in acute arsenical poisoning, 371. 
in acute intestinal obstruction, 673. 
in acute peritonitis, 754. 
in bacterial food poisoning, 400. 
in carbon monoxide poisoning, 380, 382. 
in cholera, 120, 121. 
in ag diarrhoea in children, 630, 
31. 
in mumps, 164. 
in pneumothorax, 1264. 
in sea-sickneas, 342. 
of ee bronchial obstruction, 1143, 
144, 
in coronary occlusion, 991. 
in measles, 139 ; and see under Lung. 
Collip katabolic factor, 470. 
Colloidal copper in coccidioidosis, 192. 
. Colloso) pouine in lethargic encephalitis, | 


Colon, aa cea in, 609 
adenomata of, as origin of cancer, 657. 
anatomy of the, 611. 
cancer of the, 657-660. 
dilatation of, in idiopathic steatorrhoa, 
636. 
distal, 636. 


diverticula of the, 660; and see Diverti- 


cula of the colon. 
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Coliform rr hata of urinary tract, acute, | Colon, dyspe 


» 26. 
irritable, 1 7, 624. 
kinking of, in enteroptosis, 748. 
lesions of, in schistosomiasis, 309. 
movemente of, 610. 
pelvic, 609. 
distension of, in anal achalasia, 664. 
polypi of, 652, 656, 657. 
proximal, 609. 
size, shape and position of, 611. 
spasm of, 642, 658. 
stricture of, in ulcerative colitis, 651. 
the “ greedy,” 618, 621. 
uleeeee of, in chronic nephritis, 
1313. 
Colonie irrigation, 27, 653. 
in ciliate dysentery, 22 226, 267. 
lavage, in arthritis, 1354 
ae 609. 
tasis, 613. — 
Golbptases 748. 
X-ray diagnosis of, 748. 
Colostomy for diverticulitis, 662. 
Colour index of blood, 770. 
in anemia pseudo-leukemica infan- 
tum, 792. 
in hemolytic ansmias, 787. 
in pernicious anemia, 781. 
in polycythemia, 794. 
Colsulanyde, 16. 


' Colubrine venom, 329, 330. 
| Coma after arsphenamine, 213. 





diabetic, 416, 427. 
in acute alcoholism, 356, 357. 
conditions simulating, 357. 
in acute necrosis of liver, 697. 
in caisson disease, 336. 
in carbon monoxide poisoning, 381. 
in cerebral thrombosis and apoplexy, 
1600, 1601, 1604. 
in eee fever, 39. 
in heat hyperpyrexia, 349. 
in lotharch onvophelitis, 1579. 
in plague, 127. 
in tuberculous meningitis, 1561. 
uremic, 1324. 
vigil in typhus, 278. 
Comedones, 1429, 1430. 
grouped, 1409. 
treatment of, 143]. 
| Comma vibrio, Koch’s, 118, 119. 
' Commensal organisms, 1. 
Compensation, conditions for, 927. 
in reference to heart disease, 852. 
neurosis, 1814, 1835. 
Compensatory circulation in cirrhosis of 
liver, 702. 
dilatation of heart, 927. 
hypertrophy of heart, 927. 
pause, 887. 
Complement, definition of, 5. 
Complement fixation reactions in. virus 
diseases, 9. 


% 
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Complement fixation feaetion in ameabic 
dysentery, 264. 
in pesittacosis, 176. 
test for hydatids, 316. 
for schistosomiasis, 310. 
for tuberculosis, 34. 
Compressed air bath in treatment of pul- 
monary emphysema, 1175. 
ehamber for bronchitis and emphy- 
sema, 1140. 
iliness, 333 ; and see Caisson disease. 
compre” effects of, upon workmen, 


Condom, for protection against syphiltic 
infection, 206, 207. 
Conductivity of heart muscle, 846, 847. 
defective, in heart-block, "905, 906. 
Condylomata, broad, 199. 
in congenital syphilis, 205. 
Confluent rash of small-pox, 149, 150, 155. 
Confusional insanity after carbon monoxide | 
aac ah 382. 
state, the, 1824 
Congenital heart disease, 967-975 ; and see 
Heart, congenital disease of. 
hydrops, 788. 
spastic paralysis, 1621; and see Cerebral 


syphilis, te 206. 
of nervous aystem, 1652, 1653. 
symptoms of, 1652, 1653. 
Congestion of the liver, 691, 692. 
Congo floor maggot, 327, 328. 
red, intravenously, for ‘hemorrhage, 812. 
ronugnie co of eyes in apoplexy, 








esions of motor area, 1528, 
” 1530. 
in lethargic encephalitis, 1580. 

Conjunectives in Addison’s disease, 506 

in trench fever, 283. 

in yellow fever, 178. 
Conjunctival diphtheria, 101. 

h»morrhage in erate 452. 

symptoms in rubella, 144. 
Se see: chronic arsenical poison- 
in shaeaiee. 139, 143. 


7 : paensy, 1682, 1683. | 
| 
1 
| 
| 





loss of, in epileptic attack, 1679, 1683. 
aaa ay of lung, physical signs of, 


of, ra ‘pulmonary tubercle, 1198. 
pation, 617-622. 
colonic, 617. 
diagnosis of, 619, 620. 
hypoth idism in relation to, 617. 
in ach of anal sphincter, 665. 
in acute ges astritis, 582. 
in acute intestinal obstruction, 673. 
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Constipation, in acute peritonitis, 754. 
in “Ede tpeana 677, sae : 
in bacillary dysen 7. 
in botulism, 202, ach 
in cancer of the colon, 657, 658, . 
in cerebro-spinal fever, 51. 
in chronic gastritis, 585. 
in cirrhosis of liver, 703. 
in congestion of liver, 691. 
in diabetes, 416. 
in diverticulitis, 617. 
in duodenal ulcer, 590. 
in erythema nodosum, 297. 
Hs gall-stone dyspepsia, 730. 
tric ulcer, 589. 
i intestinal obstruction, 673. 
in lead poisoning, 360, 365. 
in lethargic encephalitis, 1578. 
in muco-membranous colic, 642. 
in paratyphoid fever, 965. 
in pyloric obstruction, 605. 
in relation to colitis, 649. 
to divertioula of the colon, 661. 
to visceroptosis, 748. 
in typhoid fever, 81, 93. 
in typhus, 276. 
in undulant fever, 129. 
in visceroptosis, 748. 
spastic, 617. 
symptoms of, 618, 619. 
treatment of, 620-622. 
Constitutional features associated with 
schizophrenia, 1864. 
Contractility of heart muscle, 846, 847. 
aneeen cardiac, in relation to rest, 
iP 


premature, 886. 
Contracture, Dupuytren’ 
saat cerebra. 

2 


1370. 
diplegia, 1622, 
hysterical, 1881. 
in Freidreich’s ataxy, 1667. 
in peroneal muscular atrophy, 1755. 
in syringomyelia, 1729. 
muscular, after poliomyelitis, 1750. 
Convalescent Home treatment in carditis 
in children and _ endocarditis, 
917. 
Convalescent serum in acute anterior 
poliomyelitis, 1575, 1576. 
in glandular fever, 288. 
in measles, 141. 
in mumps, 166, 167. 
in whooping-cou h, 115. 
in yellow fever, 71, 180. 
Conversion mechanism of nya 1879. 
symptoms, hysterical, 1811. 
Convulsion, the epileptic, 1682, 1683. 
therapy i in mental disorders, 1819. 
in schizophrenia, 1876. 
Convulsions in acute necrosis of liver, 
696, 
in ascariasis, 323. 
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Convulsions, in cerebral diplegia, 
in cerebro-spinal fever, 38, 41, 43 
in chicken-pox, 160, 162. 
in heat hyperpyrexia, 349 350. 
in hydrocephalus in children, 1549. 
in infantile hemiplegia, 1626. 
in intracranial tumours, 1541. 
in lethargic alae 1579. 
in measles, 138 
in pneumonia in children, 1228, 1231. 
in rickets, 457. 
in scarlet ‘fever, 65, 69, 72. 
in tu us meningitis, 1561. 
in typhoid, 86. 
in uremia, 1325, 1326, 1329. 
in whooping-cough, 112, 113, 114. 

Cooking, effect of, on vitamins, 446, 449. 

Copaiba, effect of, on urine, 1295. 

Copper arsenite, uses of, 370, 373. 

traces of, easential for blood, 774. 

Cor adiposum, 952. 
biloculare, 968. 
bovinum, 928, 934, 955. 
triloculare biatrium, 968. 
biventriculare, 968. 

Coramine ee in heart failure, 

93, 868 
Cordylobia sae onnene as human para- 
site, 327. 

Corein in Sri 621. 

Coreotrypanosis, 261. 

Cornea, sloughing of, in cholera, 120. 

in diphtheria, 101. 
Corneal lesions, due to fifth nerve lesion, 
$06, 1509. 


he 


due to vitamin A deficiency, 442. 
ulceration in congenital syphilis, 205. 
in leprosy, 122. 
in measles, 139, 143. 
in small-pox, 152. 
Corns, 1491. 
Corona veneris, 199. 
Coronary arteries, arteritis of, 948. 
atheroma of, 857, 949, 966, 981, 
1039. 
congenital anomalies of, 970. 
diseases of the, 948. 
in aortic incom nee, 935. 
occlusion of, 981. 
with infarction of heart, symptoms 
of, 091, 892. 
ayphilitio disease of, 949, 976, 1032, 
thrombosis of, 1060. 
disease in relation to chronic myocarditis, 


949. 
sudden death in, 861. 


ccclaion, eaginn of, 049, 976. 
angina pectoris in relation to, 


ethoroms as CAUBO of, 1039. 
ion in relation to, 994. 
necebose 991. 
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Coronary thrombosis, with infarction of 
the heart, 982, 983,901-994. 
eleotro-cardiogram of, 1022-1027. 
Corpora quadrige localisation of 
lesions of, 1581. 
Corpus luteum, a source of cholesterol, 728. 
hormone of, 514. 
striatum, localisation of lesions of, 15381. 
Corrigan’s pulse, 933. 
Corticosterone, 504. 
Cortin, 520. 
in Addison’s disease, 507. 
in Grave's disease, 489. 
in Simmonds’s disease, 478. 
Corynebacterium diphtheria, 96, 97. 
Coryza, 133, 1084; and see Cold, common. 
in glanders, 60 : 
in relation to laryngitis, 1090. 
rhinitis in, 1085, 
— hydrochloride for hwmorrhage, 


Setisi west’ patches, 1311. 
Cough in acute bronchitis, 1131. 
in acute pleurisy, 1245. 
in bronchiectasis, 1165. 
in chronic bronchitis, 1138, 1140. 
in diphtheria, 100, 103. 
in enlarged mediastinal glands, 1278. 
in heart failure, 854. 
in ga cas and cdema of lungs, 


in influenza, 168, 169, 173. 
in lobar pneumania, 1228, 
in measles, 136, 142. 
in psittacosis, 175. 
in pulmonary collapse, 1167. 
in pulmonary emphysema, 1174. 
in pulmonary tuberculosis, 1193. 
in tracheal obstruction, 1126, 1127. 
in tracheitis, 1121, 1122. 
in whooping- -cough, 110, 111, 112. 
Cough, brassy, in acute suppurative 
mediastinitis, 1276. 
in aortic aneurysm, 1045. 
in mediastinal conditions, 1275, 1280. 
in tracheal tumours, 11283. 
ander, 1124. 
taster’s, 1218. 
Coupling of the beats, 868, 884. 
Courvoisier’s law as to jaundice, 687. 
Cow-pox, 157, 
Cows as source of infection of scarlet fever, 


64. 
Crab yaws, 226. 
Crabs as oe of bacterial food poisoning, 
96. 


in relation to paragonimiasis, 1222. 
Crachats perlés, 1138. 
Cracked-pot sound, 1082, 1199. 
Craft atrophies, 1714. 

palsy, 1711-1714. 


Cramps, heat, 351. 


in arsenical poisoning, 211, 371. 


INDEX 


Cramps, in bacterial 
400 


in cholera, 120, 
Cranial . ornorasies in cerebral diplegia, 
enlargement in hydrocephalus, 15465, 
1547, 1548. 
nerve rae in lethargic encephalitis, 
in relapsing fever, 236. 
nerves, affections of the, 1501-1521. 
localising value of, 1501. 
in botulism, 402. 
in cerebro- a per fever, 43 
aaa bo of, in intracranial tumour, 


food poisoning, 


hilitie; ralysis of, 1566. 
tabetic affections of, 1645, 1646. 
Cranio-sclerosis, 1379. 
=tabes, 457. 
Craniostenosis, 1385. 
Craw-craw, 1404. 
Creatinin excretion in urine, 1284. 
Creatinuria in Grave's disease, 488. 
Creeping eruption, 1498. 
Creosote vapour baths for bronchiectasis, 
1158. 
in fetid bronchitis, 1141. 
in pulmonary tuberculosis, 1210. 
Crepitations, 1083. 
indux, 1229. 
pleural, 1083. 
redux, 1083, 1229. 
Crescormon, 520. 
Cretin type of idiocy, 1847. 
Cretinism, 495-496, 1847. 
Crises, Dieti’s, 1347. 
treatment of, 1349. 
aston 1647, 1661. 
ypertensive, 1300. 
tabetic, 1651. 
Crisis, in lobar pneumonia, 1228, 1232. 
in typhus, 277. 
Critical evacuations in pneumonia, 1228. 
Crohn’s disease, 647. 
Crossed paralysis in lesions of pons and 
medulla, 1582. 
Croup, 1102. 
Crural nerve, anterior, lesions of, 1765. 
Cry of syphilitic infant, 205. 
haar, gonadotrophic hormone for, 


** Cuffing * Se cerebral vescels in lethargic 
encephalitis, 1578. 
hilitic disease, 1597, 1630. 

Culex on in relation to filariasis, 


Culteotdes susie 316. 

furens in relation to filariasis, 316. 
Cuneus, localising lesions of, 1529. 
Cupping; Aside ae passive hypersmia of 


Curare in todeophobie spasms, 1588. 
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Curschmann’ See a ao acute fibrinous 
bronchitis, 113 
in asthma, 1150. 
Cushing’s basophilism syndrome, 474-476. 
syndrome, hypertension in, 1065, 
mental disorders in, 1845. 
Cutaneous nerves of arm, lesions of internal 
and lesser, 1765. 
of leg, external, lesions of, 1765.. 
Cusereneee to food-stuffs in urticaria, 
Cutis marmorate, 475. 
Cutler’s diagnostic test for Addison’s 
disease, 506. 
Cyanosis, during sulphonamide therapy, 16. 
enterogenous, 794, 795. 
in acute su en bronchitis, 1134, 
in alkalemic, 40 
in aniline ea em 387. 
in sortic aneurysm, 1044. 
in broncho-pneumonia, 1237, 1239. 
in voneeo heart disease, 970, 972, 973, 
: 97 
in disease of pulmonary artery, 1055. 
in dinitrobenzene polenine. 385. 
in emphysema, 1174. 
in fatty infiltration of heart, 953. 
in heart failure, 855, 858. 
in hypersmia and asdema of lungs, 1160. 
in lobar pneumonia, 1231, 1233. 
in malignant influenza, 169. 
in mitral stenosis, 1055. 
in pneumonic plague, 126. 
in pneumothorax, 1265. 
in polycythemia, 793. 
in pulmonary emphysema, 1174. 
in pulmonary fibrosis, 1184. 
in pulmonary incompetence, 942. 
in pulmonary infarction, 1164. 
in pulmonary odema, 1162. 
in ulmona rts tuberculosis, 1194. 
in Rayna d’s disease, 1076, 1077. 
in tricuspid i incompetence, 944. 
in tricuspid stenosis, 942. 
Cyclical vomiting, ketosis in, 407. 
of children, 570. 
Cyclops as intermediate host of guinea- 
worm, 318. 
leuckarti in relation to teaniasis, $18. 
Cyrtometry, 1198. 
Cysticercus bovis stage of tape-worm, 312. 
RTT hee of tape-worm, 312. 
tage of T. solium in man, 313, 314. 
cystic ealcull, 1338, 1339. 
crystals in urine, 1297, 
Cystitis, bacillus coli, 25. 
in paratyphoid fever, 95. 
in schistosomiasis, 310. 
in typhoid, 86, 93. 
Cystopurin in coliform infections, 28. 
Cysts, dermoid, of skin, 1485. 
echinococcus, 31¢, 315. 
hydatid, 314, 815, 716, 1231. 
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Oyats, in paragonimiasis, 306. 
in een © compression of spinal cord, 
17 
intracranial, varieties of, 1537. 
laryngeal, 1109. 
mediastinal, 1282. 
of brain, 314, 315, 1537. 
of kidneys, 1345, 1346. 
of nose, 1095. 
pancreatic, 743, 744. 
sebaceous, 1485. 
tracheal, 1123. 
Cytological evidence of tubercle, 34. 
Cytotoxic sera, 5. 


D.A.H., 877; and see Heart, irritable. 
Dachshund, human, 477. 
Dactylitis in congenital syphilis, 206. 
aws, 226. . 
ilitic, 203. 
ple’s in Graves’s disease, 487. 
Damoiseau’s lifie in pleural effusion, 1250. 
Dandy fever, 181 ; and see Dengue. 
Danysz’s precipitin reaction, 7. 
Darier’s disease, 1483. 
la kerose, 1396, 1401, 1430. 
Date boil, 255. 
aie Mata 


De eiteae 3 DEoee: 1491. 
Deaf-mutes, mental deficiency in, 1847. 
Deafness, after cerebro-spinal fever, 43, 44. 
after small-pox, 152. 
hysterical, 1872. 
in congenital syphilis, 205. 
in measles, 139. 
in mumps, 165. 
in scarlet fever, 71. 
in Schilder’s disease, 1663. 
in typhoid, 86. 
in typhus, 278. 
labyrinthine, 71. 
meningitic, in cerebro-spinal fever, 43, 44. 
nerve, 1514. 
as complication of mumps, 166. 
in Méniére’s disease, 1517, 1518. 
Death in epilepsy, 1684, 1688, 1689. 
sudden, in aneurysm, 1048. 
in aneurysm of heart, 966, 991. 
in angina pectoris, 861, 983. 
. in aortic incom noe, 861, 935. 
in pi oni Rae 1698. 
in caisson disease, 336. 
in coronary thrombosis, 948. 
in diphtheria, 102. 
in disease of coronary arteries, 948. 
in empyema, 1256. 
in fatty heart, 952. 
in pb heart, aa 1039. 
in hemoptysis, 
in hemothoraz, 1261. 
in heart disease, 856, 861. 
causes of, 856. 


in schizoid personality, 
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| Death, sudden, i in hypertrophy of thymus, 


| 
= 


in ier pani tumour, 1544, 
in large pleural effusions, 1253. 
in lymphatism, 845. 
in mitral stenosis, 938. 
in myasthenia gravis, 1796. 
in myocarditis, 947, 951. 
in pulmonary infarction, 1164. 
in ventricular fibrillation, 904. 
in 80 r, 453, 
in syphilis of ae ~_ aorta, 977. 
in omyelia, 17 
. tracheal obstruction, 1128. 
hoid, 89. 
Debré oi enomenon, 141. 
pecapeul ne of kidney for hypertension, 


in chronic nephritis (secondary), 1315. 
Decompensation in reference to heart 
disease, 852, 927. 
Decompression for h ydrocephalus in cerebro- 
spinal fever, 52. 
for intracranial tumour, 1544, 1545. 
gradual, in treatment of caisson disease, 
334, 337. 
preventive effect of, against caisson 
disease, 333 ,334, 337. 
sudden, the cause of the lesions in caisson 
disease, 333, 334. 
Decortication of grey matter in general 
paralysis, 1637. 
in chronic constrictive pericarditis, 963. 
operation for empyema, 1258, 
Decubitus in meningitis, 88. 
in passive hypera@mia of lungs, 1160, 1161. 
in pleurisy, 1245. 
in relation to pulmonary collapse, 1168. 
in typhoid, 88. 
Deer-fiy fever, 61; and ece Tularemia. 
Defeecation, 610, 611, 612, 613, 617, 618. 
oe as to, in constipation, 619, 620, 
1. 
reflex, training of, 610, 611, 612. 
Deficiency diseases, 441-469. 
Deformities after acute anterior poliomy- 
elitis, 1571, 1572. 
associated | with congenital hydro- 
cephalus, 1546. 
following untreated empyema, 1256. 
in adenoids, 1096, 1097. 
in idiopathic steatorrhea, 636. 
in osteitis deformans, 1377, 1378. 
in osteomalacia, 1382. 
in rickets, 457, 458. 
Deformities of jointa in chronic arthritis, 
1351, 1352. 
Deformity, taclal, in goundou, 227. 


INDEX 


Degeneration, hepato-lenticular, 1673, 1674. 
of a in amaurotic family idiocy, 
of neurones in syringomyelia, 1727. 
progressive lenticular, 1673, 1674. 
stigmata of, 1848. 
subacute combined, 1736-1743. 

ra pellagra, 
2) eyo ansmia, 781. 

Dogenerat Ay bP elt ota brain disease, 
cardiac disease, progressive tendency of, 


Deelution, painful, in acute cesophagitis, 


paigutaton for relief of intracranial 
pure, 1545. 
in baci dysentery, 116. 
in summer diarrhea, 630. 
Dejerine and Roussy, ‘thalamic syn- 
drome ’’ of, 1531. 
Delhi boil, 225. 
Delirium, 1824. 
cordis, 895. 
hallucinations in, 1824. 
in oe coliform infection of kidney, 


in benzene poisoning, 1842. 
in carbon disulphide poisoning, 1842. 
in cerebro-spinal fever, 38, 40, 43, 52. 
in chorea, 1700. 
in erysipelas, 20. 
in lethargic encephalitis, 1579. 
in mumps, 164. 
in necrosis of liver, 696. 
in pneumonia, 1228, 1236. 
in post-basio meningitis of infants, 43. 
in scarlet fever, 65, 69. 
in small]-pox, 147, 150. 
in typhoid, 81, 83, 86, 93. 
in typhus, 276, 278, 280. 
toxemie, Ll. 
tremens, 86, 359, 1837, 1838. 
treatment of, 1840. 
Delorme’s operation of - pericardial de- 
cortication, 963. 
Deltoid bursitis, 1370. 
Delusional states, chronic, 1837, 1838. 
Deusions in anxiety states, 1858. 
in general paralysis, 1638, 1831. 
in mental depression, 1856, 1857. 
in schizophrenia, 1868, 1869. 
Dementia, 1825, 1826. 
after typhus, 279. 
in pellagra, ' 
paralytica, 1636-1641. 
paranoldes, 1872. 
tastica, 1872. 
ick’s, 1828.; 
preecox, 1863 and see Schizophrenia. 
saan after oerebro-spinal fever, 


senil Pe presenile, 1826-1829. 


| 
| 
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emer aoe in acne vulgaris, 


Demoralisation in chronic alcoholism, 1837. 
in chronic morphinism, 1840. 

Demyelination in Schilder’s disease, 1662. 

in ee combined degeneration, 

Dengue, 181, 182. 

Dental caries, 523. 
setiology and patholo 
and actinomycosis, 186. 
as cause of dyspepsia, 623. 
in relation to mercurial stomatitis, 376. 
in relation to scurvy, 451. 
symptoms of, 523. 
treatment of, 523. 
vitamin insufficiency in relation to, 

523. 

hygiene, 521, 522. 

treatment, importance of, in relation to 
oral sepsis, 523. 

Dentition, delayed, in rickets, 458. 

Denys’ bousllon filtré, 1211. 

Depersonalisation i A euxlesy states, 1858. 

prognosis of, 1861 
Pepreerioy. menial in obseasional disorders, 


Bie of, 1856 -1858. 
Dercum’s disease, 1369. 
Dermacentor andersoni, 273, 324. 
rickettsi, 273. 
venustus, 324. 
Dermatitis ancylostomiasis, 321. 
after arsphenamine remedies, 212. 
treatment of, 212. 
artefacta, 1419, 1883. < 
cerearial, 1499. 
contusiformis, 297. 
due to animal parasites, 1441-1445, 
to animal poisons, 1408. 
to fungi, 1432-1441. 
to plants, 1408. 
exfoliativa, 1458-1460. 
after arsphenamine preparations, 211, 
212. 
diagnosis of, 1459. 
in salvarsan poisoning, 1459. 
infantum, 142 
symptoms of, 1459. 
treatment of, 1460. 
from actinio rays, 1410. 
from bacterial irritants, 1420-1432. 
from chemical irritants, 1408-1410. 
from heat and cold, 1410. 
from mechanical] irritants, 1418-1420. 
herpetiformis, 1455, 1456. 
in pellagra, 464, 465, 1470. 
in trinitrotoluene poisoning, 385. 
of erysipelas, the, 20. 
pi orm, 1423. 
radium, 364, 1411. 
red mite, 325. 
seborrhasic, 1427-1429. 


of, 523. 
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Dermatitis, trade, 1409. 
X-Ray, 352, 1411. 
Dermatobia cyaniventris, 327. 
Dermatographism, 1149, 1452. 
Dermatolysis, 1486. 
Dermato-myositis, 1373. 
Dermatoses, deep inflammatory, 1445-1469. 
route of attack in, 1446. 
et of unknown origin, 1469- 
47 
the su cial inflammatory, 1406, 1445. 
wtiology and pathology of, 1407. 
Dermoid cyst of brain, 1537. 
of mediastinum, 1282. 
of pharynx, 544. 
of skin, 1485. 
Desensitization, 7. 
in asthma, 1152, 1153. 
in skin diseases, 1413. 
Desoxycorticosterone, action of, 504. 
in Addison’s disease, 507, 508. 
in Simmond’s disease, 478. 
Sauce Sea and administration of, 520. 
d’Espine’s sign 
glands, 1278. 
Desquamation, in measles, 137. 
in rubella, 144. 
in scarlet fever, 63, 67, 68. 
in small-pox, 150. 
eercenesn retarded, in heart disease, 


Dadelopmantat phases in relation to mental 
illness, 1807, 1808. 
Deviec’s disease, 1661. 
Devil’s grip, 297, 
Dextrocardia, 967. 
electro-cardiogram of, 1007. 
he aa of, 974. 
3 of, 971. 
Dextr rose in circulatory collapse, 869. 
in ee of arsphenamine poisoning, 
in urine, 418; and see Glycosuria. 
testa for, 418. 
D’Herelle on bacteriophage, 10. ; 
Dhobie iteh, 1403 1436; and see Tinea 


cruris, 
Diabetes, bronzed, 417, 418, 707. 
insipidus, 482, 483, 1289. 
stiology of, 482, 1289. 
diagnosis of, 482, 483. 


in acro aly, 473. 
in oe “Boh iller- Christian’sa disease, 
6 


pathology of, 482. 

pituitary origin of, 482, 1289. 
mellitus, 408-428. 

acute infections in, 427. 

adiposity in relation to, 481. 

sotiology of, 408, 409. 

after-treatment, of 425. 

age-incidence of, 409. 

ammonia exoretion in relation to, 1284. 


INDEX 


| Diabetes, mellitus, as predisposing to in- 
fections, 


in enlarged mediastinal . 





| 
| 
| 


| 


as a Mendelian recessive, 409. 
blood-sugar in, 409, 410. 

boils in, 416. 

complications of, 416, 417. 

danger of alcohol in, 358. 

diagnosis of, 417-419. 

dietetic treatment of, 419-425. 

fat metabolism in, 410. 

po Reena eee splenomegaly i in, 


in acromegaly, 473. 
in hemochromatosis, 707, 708. 
in relation to pancreatitis, 741. 
in relation to tuberculosis, 417, 1206. 
insulin treatment of, 421-425, 427, 
428. 
interstitial neuritis in, 1768. 
mental disorders in, 1843. 
morbid anatomy of, 415, 416. 
optic atrophy in, 1504. 
pathology of, 409-414. 
prognosis of, "419, 
pruritus in, 1402, 1403. 
racial predisposition to, 408. 
retinal changes in, 1540. 
retrobulbar neuritis in, 1503. 
risk of arsphenamine remedies in, 214. 
surgical operations in, 428. 
symptoms of, 416. 
terminal infection in, 15. 
treatment of, 419-428. 
tuberculous infection in, 2, 415, 1206. 
typhoid in, 84. 
xanthoma in, 1468. 
tenuifiuus, 483, 484. 
conditions associated with, 483. 


| Diabetic coma, 407, 416, 427. 


acidemia in, 407. 
air-hunger in, 407, 416. 
insulin treatment of, 427. 
foods, 421. 
neuritis, 1783, 1784. 
Diacetie acid in urine, 1294. 
test for, 1295. 
puncnrion oo ag an abortifacient, 
Diamidines, trypanocidal, 260. 
DEP . in kidney disease, 1314, 
Diaphragm, clonic spasm of, 1272. 
diseases of, 1272, 1273. 
displacement of, 749. 
in ascites, 764, 
effects of megacolon on, 666. 
eventration of, 666. 
classification of, 666. 


baits m of, 576, 1272. 
ese be 1278. 
c spasm of, 1272. 


Diephragmeatic acute Ant pleurisy, 1247. 
spasm, epidemic, 207 


INDEX 
Diarrhea, putrefactive, 625. 


Diarrhoea, 622-633. 
achlorhydria causing, 666. 
acute, treatment of, 627. 
etiology of, 622-624. 
after arsphenamine treatment, 211. 
amoebic, 268. 
as cause "of uremia, 1322. 
bacterial factor in, 623, 624. 
chronic, treatment of, 627, 628. 
Cochin-China, 638. 
diagnosis of, 625-627. 
epidemic, in children, 629; 
Epidemic diarrhea. 
fatty, 623, 626, 736, 737, 779. 
megalocytic ansmia with, 779. 
fermentative, 626. 
treatment of, 628. 
267 


and see 


flagellate, : 
from irritable bowel, 624. 
gastrogenous, 623, 628. 
treatment of, 628. 
hill, 632. 
in acute colitis, 624, 649. 
nephritis, 1305. 
in angemia pseudo-leuksemica infantum, 
792. 
in appendicitis, 677, 681. 
in arsenical poisoning, 371. 
in bacillary dysentery, 116, 117, 624. 
in bacterial food poisoning, 399. 
in cancer of the colon, 624, 658. 
in catarrhal colitis, 649. 
in catarrhal jaundice, 694. 
in children, epidemic, 629; and see 
Epidemic diarrhea in children. 
in cholera, 119, 120. 
in cirrhosis of liver, 703. 
in Graves’s disease, 487. 
in Henoch’s purpura, 816. 
in idiopathic steatorrhaa, 636. 
in kala-azar, 252, 258. 
in measles, 136, 137, 
in mercurial poisoning, 375. 
in organic intestinal disease, 624. 
in paramphistomiasis, 305. 
in paratyphoid fever, 95. 
in pellagra, 465. 
in pernicious ansmia, 781. 
in pneumococcal peritonitis, 756. 
in septicemia, 13. 
in sprue, 639. 
in typhoid, 81, 84, 93. 
ape tata 279 
cerative colitis, 650. 
in oe 623, 1325. * 
in w ooping-cough, ll 
infective or infectious, 629. 
nervous, 623, 624. 
pop ene of, a 
post-dysenteric, . 
post-prandial, 623. 
treatment ye A a 
prognosis of, 62 





| 
| 
| 


| 
| 
| 
| 
| 
| 





1929 


treatment of, 628. 
soap, 623, 628. 
summer, 629. 

_ bacteriology of, 629. 
symptoms of, 624-625. 
treatment of, 627-628. 
tropical, 624. 

Diarsenol, 208. 
Diaschisis, 1615. 
in urine, 737, 1286. 
Diastatic index in mumps, raised, 165. 
Diastole, cardiac, 849. 
Diathermy in angina pectoris, 989. 
in hypertension, 1069. 
in leprosy, 124. 
Diathesis, exudative, 1413. 

astric, 559, 

ypersthenic gastric, 559, 563. 
hyposthenic gastric, 559, 564. 


| Diazo oe for diagnosis of typhoid, 
{ 8. 


in jaundice, 686. 
in measles, 138. 
Fa eer are 150. 
typhus, 276. 
Diek t test in scarlet fever, . 68, 73. 
Dicrotic pulse in typhoid, 
in typhus fever, 278. 
Dientameeba fragilis, 264. 
Diet, balanced, 441. 
cholesterol-free, 727. 
favouring eliminisation of lead, 369. 
in acute bronchitis, 1132. 
in acute diarrhoea, 627. 
in acute gastritis, 582, 583. 
in acute nephritis, 1308. 
in adiposity, 481, 482. 
in alcoholic hepatitis, 700, 706. 
in anemias, 820. 
in arterial hypertension, 1069. 
in arthritis, 1352, 1360. 
in ascites, 766. 
in asthma, 1152. 
in bacillary dysentery, 118. 
in B. coli infections, 27. 
in bacterial food poisoning, 401. 
in beriberi, 462, 463. 
in blackwater fever, 249, 250. 
in cerebro- ge ect fever, 51. 
in chronic cholecystitis, 727. 
in chronic gastric and duodenal tlesr, 
592-597. 
in chronic gastritis, 586. 
in chronic ne hritia, 1313. 
in cirrhosis of liver, 706. 
in coliac disease, 
in colitis, 653. ° 
in constipation, 620. 
in coronary eee. 994. 
in diabetes, 419-422. 
in diphtheria, 109. 
in diverticulosis, 662. 
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Diet in eczema, 1417. 
in emphysema, 1176. 
in fibrositis, 1872, 1373. 
in gout, 435, 436. 
in eae kidney, 1323. 
in Graves’s disease, 489. 
in heart affections, 864, 875. 
in hypertension, 1069. 
in hypoparathyroidism, 603. 
in idiopathic steatorrhea, 637. 
in infantile scurvy, 456. 
in inflyenza, 172. 
in intestinal carbohydrate dyspepsia, 
, 646. 
in lobar pneumonia, 1234. 
in mental disorders, 1819. 
in muco-membranous colic, 643. 
in nephrosis, 1305. 
in obesity, 438, 439. 
in osteomalacia, 1388. 
in pe. , 466. 
in pleurisy with effusion, 1253. 
in prophylaxis of lead poisoning, 458. 
in pruritus, 1402. 
in pulmonary tuberculosis, 1209. 
in pyelitis, 1333. 
in relation to beriberi, 459, 460, 461, 462. | 
in relation to pellagra, 463, 464, 466. 
in relation to prevention of jaundice 
after arsphenanine remedies, 213. | 
in relation to rickets, 456, 458. ; 
in relation to scurvy, 451, 453. 
in rheumatic fever, 204. 
in rosacea, 1405. 
in scarlet fever, 76. | 
in sprue, 640, 641. 
in typhoid, 92. 
in ulcerative colitis, 653. 
in pipers 1327. Tr 
in whooping cough, ’ 
salt free. in ascites, 766. 
Dietetic errors in relation to disease, 441. 
treatment of chronic gastric and duodenal | 
ulcer, 592-595. vy 
of constipation, 620. 
of diabetes, 419-426. 
of diarrhwa, 628. 
of gout, 435, 436. 
of muco-membranous colic, 643. 
of sprue, 640, 641. 
of ulcerative colitis, 653. 
Dieti's crises in movable kidney, 1347. 
treatment of, 1349. 
aie AY ee for paracentesis thoracis, | 


Digestion, 609, 610. 
role of stomach, 559. 
Digestive disorders a& cause of extra- | 
les, 889. ! 
and neurasthenic states, 1846, 
in heart failure, 854, 875. 
in pyorrhosa, 524. 








in riokete, 457. °C 


INDEX 


Digestive system, diseases of the, 521-767. 
Digitalis, action of, on auricular flutter, 
866, 868. 
as cause of extra-systoles, 868, 889. 
of sino-auricular block, 904. 
contra-indications to use of, 866. 
danger signals in use of, 868. 
d e of, 866, 867, 868. 
drawbacks to, 868. 
effect of, as shown by electro-cardio- 
graph, 1029. 
forms ot in use, fear 
group of drugs, the, 865-868. 
in nag eg fibrillation, 865, 866, 868, 


in auricular flutter, 903. 

in oxysmal tachycardia, 894. 

indications for use of, in cardiac disease, 
865-868. 

intravenous use of, 867. 

maintenance dosage of, 867, 868. 

massive dosage in, 866, 867. 

overdose of, symptoms of, 868. 

rectal administration of, 867. 


. Digitalisation, 866. 
' Digoxin, 865, 867. 


si ak ae (A.T. 10) in tetany, 502, 
503 


| Dilatation of the heart, 954-957; and sce 


under Heart. 
of the esophagus in cancer, 555, 556. 
of the stomach, acute, 608. 
atonic, 569. 
in pyloric obstruction, 605. 


| Dimethylarsine, 371. 


poisoning by, 373 
Dinitrobenzene, industria] uses of, 385. 
poisoning, 385. 
Dinitrophenol poisoning, 386. 
Diorchitrema pseudocirrata, 308. 
Diphtheria, 96-109. 
setiology of, 96—98. 
oo of, 96. 
buminuria in, 99, 100, 103. 
and scarlet fever, 64, 73, 96. 
antitoxin, 4, 5, 106, 107. 
dosage of, 106, 107. . 
effect of, on falze membrane, 100. 
in veldt sore, 1495. 
prophylactic use of, 106, 107. 
sequels, use of, 107, 108. 
anuria in, 1291. 
bacteriology of, 97. 
blood in, 101, 102. 
blood-pressure in, 102, 
carriers, 1, 97, 99, 105. 
treatment of, 107. 
circulatory failure in, 100, 102, 105, 108. 
complications of, 102, 103. 
conjunctival, 98, 101. : 
contacts, immunisation of, 106. 
cutaneous, 101,1427. 
diagnosis of, 103-105. ieee 


INDEX 


Diphtheria, © 
exotoxin o 
faueial, 99, ‘100, 1770. 


pai da a Ro in, 1427. 
morrhagic, 101, 108. 


te of, 96. 


imm against, by toxoid-anti- 
toxin, 106. 

immuni oe by, 4, 96, 106. 

in anima 


in relation to chicken- -pox, 160. 
in relation to measles, 96, 136, 139, 141. 
in relation to scarlet fever, 64, 73, 96. 
incubation pee of, 99. 
infections of the skin, 101, 1427. 
laryngeal, 100, 104, 105. 

cough in, 100. 
ieee) a applications in, 108. 
eee in, 98, 99, 100, 104, 105, 


modes of infection in, 96. 
stay effect of use of antitoxin on, 
105 


myocardial degeneration in, 98. 
myocarditis in, 945, 946. 
nasal, 99, 100, 105. 
of eye, 101. 
paralysis in, 102, 109, 1781, 1782. 
of infection in, 96. 
pathology of, 98, 99. 
pharyngeal paralysis in, 1519, 1782, 
post-scariatinal, 72. 
petechia in, 99, 101. 
preputial, 101. 
prognosis in, 100, 101, 102, 105. 
prophylactic treament of, 105-107. 
pulmonary complications i in, 103. 
auereuae for, 105. 
ac a of, 96, 103. 
poireasesh ede of saaeepubaliey to, 106, 107. 
seasonal prevalence, 96 
selective action of its toxin, 3 
ne 101, 
es in, 101. 
serum treatment of, 107. 
sudden death in, 102. 
symptoms of, 99-102. 
toxemia in, 98, 101. 
toxin in immune therapy, 4, 5. 
toxins of, 3, 98. 
transmission of, 96, 97. 
treatment of, 105-109. 
vaginal, 101. 
vulval, 98, 101. 
wound, 101. 
Diphtheritic neuritis, multiple, 1782. 
ysis, 102, 109, 1781-1783. 
aie of, 1781, 1782. 


toms of, 1782, 1783. 
ea 


briam eordatum, 312. 
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Diplegia, bane 1621; and see Cerebral 
Diplosocus at possible agent in meaales, 

meningitidis intracellularis, 37; and eee 


eningococcus. 
of Pernet and Bulloch in acute pemphi- 
gus, 1457. 
rheumaticus as a cause of meningitis, 
1558, 1567. 
Diplogonoporus grandis, 312. 
Diplopia, crossed, 1504. 
diagnostic indications of, 1504. 
in acute alcoholism, 356. 
in botulism, 402. 
in caisson disease, 336. 
in disseminated sclerosis, 1656. 
in fourth-nerve paralysis, 1504. 
in kubisagari, 301. 
in Jethargic encephalitis, 1580. 
in migraine, 1695. 
in myasthenia gravis, 1795. 
in sea-sickness, 342. 
Dipsomania, 358. 
Dipterous flies, diseases due to, 326. 
Dipylidium caninum, 312. 
Discomyees, as cause of mycetoma, 189. 
Disfigurement after small-pox, 150, 152 
Disordered action of heart, 877; and see 
Heart, irritable. 

Displacement murmur in pleurisy with 
effusion, 1251. 
Disseminated sclerosis, 1653 ; 

Sclerosis, disseminated. 
Dissociation, in hysteria, 1882. 
Distemper, prophylaxis of, 9. 
Distoma crassum, 306. 

hepaticum, 305. 

heterophyes, 308. 

ringeri, 306. 

sinense, 307. 

westermani, 306. 
Distomatosis, pulmonary, 1222. 
Distomlasis, 305-311. 
Dittrieh’s plugs, 1141. 

in bronchiectasis, 1155. 

Diuresis, critical, in acute nephritis, 1308. 

methods = in nephritis, 1808, 1809, 

131 

Diuretics in acute nephritis, 1308, 1309. 
in ascites, 767. 
in disease, 869, 870. 
in chronic nephritis (secondary), 1318, 
1314. 
mode of action of, 1289. 
Diver’s paralysis, 333; and see Caisson 
disease. 


Diverticula as cause of acute intestinal 
pheeruction. 671. 


and see 


of acccar and csophagus, &50, 551. 


1932 


Divertienlitis, 660-662. 
B, coli in, 24. 
causing gastric i i 661. 
causing itonitis, 75 
in relation t to canoer, 661, 662. 
indications for operation in, 662. 
Diverticulosis, 660-662. 
ee conditions entailed by, 333. 
Dmeleos, 223. 
Dobell’s solution for acute tonaillitis, 534. 
for nasal douching, 1086. 


Dog nose, 227. 
Dogs as source of teniasis infection, 313, 
314, 316. 
as transmitters of hydatid disease, 314, 
715, 12265. 
in relation to leptospirosis, 229, 230. 
in relation to s of kala-azar, 251. 
rabid, as transmitters of hydrophobia, 
1585, 1587. 


Dohle’s bodies in scarlet fever, 68. 
Dolichocolon, 663. 
itceeterdar eB 1368, 1369. 
Dourine, 
Drscoatints. 318, 319. 
Dracunculus medinensis, 318. 
Drainage in relation to malaria, 244, 
to typhoid, 91. 
Dreamy state as precursor of epileptic 
attack, 1681. 
Drepanocytosis, 787; and see Anmmia, 
sickle-celled. 
Dreyer’s agglutination test for typhoid, 87. 


aay 9 a for high altitudes, 


Drop foot, 1766. 
wrist in musculo-spiral paralysis, 1760. 
Droplet teeta in acute poliomyelitis, 
in the common cold, 133. 
in lethargic encephalitis, 1577. 
in plague, 125. 
in scarlet fever, 64. 
in tuberculosis, 30. 
Dropped beats, 883, 887, 905, 906. 
Dropsy, cardiac, value of digitalis in, 869. 
epidemic, 461, 462. 
in. cancer of liver, 719. 
in cardiac failure, treatment of, 869. 
in soarlet fever, 71. 
renal, 1300, 1302, 1305, 1310, 1811. 
theories of causation of, 1310 1311; 
and see Odema. 
Drowsiness in uremia, 1325. 
Drag addiction aa cause of methemo- 
-  globinemia, 795. 
Drug sraynents 74, 1446-1449. 
habits, 1836~ 836-1842. 


treat ment of cardiac disease,865-875. 
Drug-taking as irritating to stomach, 561. 
Drugs sss of enterogenous cyanosis, 
as 2 cause of pruritus, 1402,. © 


INDEX 


Diet, classification of, in relation to the 

eruptions they cause, 1446-1449, 
effect of, on colour of urine, 1295 

Drum-stick elubbing of fingers, 1200. 

Drurkenness, 355. 

Dubini’s disease (electric chorea), 1577. 

Duetus arterlosus, patent, 969, 970, 973. 

Duguet’s ulcerations in typhoid, 84. 

Duhring’s disease, 1455; and aee Der- 
matitis herpetiformis. 

Dullness of lung, 1082. 

Dumb chill in malaria, 242. 

pavecny arr Pa boa in, eignificance 


sien cate ferments in, 737. 
drainage for ae bile, 726. 
lleus, chronic, 60 
kink in gaetroptcnie, 747. 
lavage, in giardia diarrhoea, 267. 
ulcer, chronic, 590, 591. 
oration in, 691. 
cow plications of, 591. 
_ diagnosis of, 591. 
hyperchlorhydria in, 564, 591. 
intermigsions in, 590. 
not liable to malignant change, 591. 
Af dersmy in, 529. 
tive frequency of, 587. 
smoking in relation to, 587, 591. 
symptoms of, 590, 591. 
treatment of. 592-597. 
Duodeno-jejunostomy, 609. 
Duodenum, as source of infection in 


separa bere 723 
ascending infection from, in relation to 
cholecystitis, 723. 
bacilli in, 723. 
Dupuytren’s contracture, 1370, 1379. 
Duroziez’s eign, : 
Dust as predisposing to tubercular infeo- 
tion, 31. 
** Dust cells,’’ réle of, in pneumokoniosis, 
1186, 1187. 
Dust disease of the lung, 1185. 
in relation to asthma, 1148. 
to bacterial food poisoning, 395. 
to bronchitis, 1135, 1138. 
4 al byrema, 1172. 
mozary tubercle, 1189. 
; to acho, seer as 
warfism, etiology an thology, 476. 
definition of, 476. rr a 
in cretins, 476, 405. 
pituitary in relation to, 476. 
prognosis of, 477. e 
renal, 1316. 
symptoms of, 476, 477. 
treatment of, 477. 
Dwellings in relation to heat-stroke, 847, 
Dysarthria, 1612. | 
conditions of aT T ps of, 1612. 
flaccid or atrophic, 161 3 ; 
in cerebellar apoplexy, ‘tees. 
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Dysarthia, in hepato-lentioular degenera- 
: Lae 1674. is 
in methyl mercury poisoning, 377, 378 
in myasthenia gravis, 1795. 
in progressive muscular atrophy, 1747. 
spastic, 1612. 
Dyschezia, 613, 617, 618, 
wtiology of, 617, 618. 
as cause of pseudo-diarrhcea, 625. 
of infante, 618. 
treatment of, 620, 621. 
water-closet suitable for use in, 617, 620. 
Dyschondroplasia, 1388. 
pyeieetorinels in cerebellar lesions, 
Dysenteric arthritis, 1357. 
ulcers and portal thrombosis, 1058, 
Dysentery, amesbic, 262-266, 708; and sez 
Ameebic dysentery. 
antisera, 5, 118 
ascaris, 323. | 
bacillary, 115-118. 
satiology cf, 115. 
bacteriolcgy of, 115. 
catarrhal colitis in, 649. 
chronic, 116, 117, 118. 


complications and sequels of, 116, 117. 


course of, 117. 
definition of, 115. 
diagnosis of, 117. 
epidemics of, 116. 
immune therapy of, 118. 
incidence of, 115. 
inoubation pericd in, 116. 
intestinal ulcers in, 115, 116, 117 
pathology of, 115, 116. 
prognosis of, 117. 
prophylactic treatment of, 118. 
symptoms of, 116. 
treatment of, 118. 
ulcerative colitis in relation to, 650. 
bilharvial, 310. 
chronic, 117. 
elliate, 266, 267. 
in relation to amoebic hepatitis and 
absceas, 708. 
flagellate, 267. 
schistosomiasis, 310. 
Shiga’s, antitoxin in, 4. 
Dysidrosis, 1400. 
Dyskeratoses, the, 1483, 1484. 
Dysmenorrhea, cstradiol in, 516. 
Dysmetria in cerebellar lesions, 1532. 
Dyspepsia, appendicular, 680, 681. 
ee ee associated with, 876, 
8 


chronio cholecystitis as a cause of, 724. 

gall-bladder, 729, . 

ogee 484, . 
cious anemia, 781. 

in relation to rosacea, 1404. 

in relation to sea-sickness, 341, 342, 

intestinal carbohydrate, 644, 
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Dyspepsia, nervous, 577, 578. 
palpitation in, 876. 

Dysphagia, 545, 546, 
causes of, 645. 
in achlorhydric anemias, 776. 
in acute wsophagitis, 552, 553. 
in aortio aneurysm, 1047, 
in cancer of the coesophagus, 556, 
in cerebellar apoplexy, 1603. 
in glandular fever, 286. 
in goltte, 497. 
in laryngeal tuberculosis, 1107, 1108. 
in mediastinal tumour, 1280, 1281. 
in mediastinitis, 12765. 
in mumps, 164, 
in myasthenia gravis, 1795. 


in p 1 and cesophageal diver. 
tinule, 561. be 
in pharyngeal syphilis, 543 


in progressive muscular atrophy, 1747. 
in quinsy, 535. 
in small-pox, 149. 
in tonsillitis, 534. 
in trichiniasis, 319. 
in typhoid, 85. 
lower cesophageal, 546. 
mid-cesophageal, 546, 
pharyngo-cssophageal, 545, 646. 
upper, with ansmia (Paterson's syn- 
drome), 546. 
with anemia and glossitis, 546, 547. 
Dyspnea as a result of gastric flatulence, 
6. 


cause of, 1081. 

in acute endocarditis, 915. 

in acute fibrinous bronchitis, 1136. 

in acute | itis in children, 1099. 

in acute nephritis (army epidemic), 1305. 

in acute suppurative bronchitis, 1184, 
1135. 


in aneurysm, 1045 

in ascites, 764. 

in asthma, 1149. 

in beriberi, 460. 

in bronchial obstruction, 1144, 1146. 
in cancer of larynx, 1110. 

in cancer of the esophagus, 557. 

in cardiac failure, 852, 853, 874. 

in chronic bronchitis, 1138. 

in chronic myocarditis, 950 

in congenital heart disease, 970, 

in coronary occlusion, 991, 982. 

in diphtheria, 100. 

in disease of pulmonary arteries, 1055. 
in emphysema, 1174. 

in fatty heart, 952, 953. 

in fibroid heart, 950. 

in goitre, 497. 
in hydatid of lung, 1224, 

in hypermmia of lungs, 1160. 
in hypertension, 995. ‘ 
in laryngeal stenosis, 1118. 

in laryngismus stridulus, 1117. 
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Dyspnoea, > laryngitis, 1099, 1101, 1102, 
11 | 


in mediastinal] tumours, 1281. 

in mitral stenosia, 936. 

in mountain sickness, 339. 

in aa aor aes pharyngeal diverti- 


in pleurisy with effusion, 1249. 
in pneumothorax, 1265. 
in pulmonary collapse, 1167. 
in pulmonary emphysema, ]174. 
in pulmonary infarction, 1164. 
in pulmonary cedema, 1162. 
in pulmonary tuberculosis, 1194. 
in suppurative mediastinitis, 1275. 
in syphilitic aortitis, 977. 
in tracheal obstruction, 1126, 1127, 1128, 
paroxysmal, in heart failure, 853. 
types of, 1150, 1151. 
uremic, 1150, 1325. 
varieties of, 1081, 1150, 1151. 
Dystonia musculorum deformans, 1673. 
Dystrophia adiposo-genitalis, 479; and sce 
Fréhlich’s syndrome. 
mental symptoms of, 1845. 
myotonica, 1791-1794. 
symptoms of, 1520, 1792, 1793. 
Dystrophy, muscular, 1798-1803. 
Se ae coliform ry ta 26. 
in heat hyperpyrexia, 
in lethargic encephalitis, 1581. 
in schistosomiasis, 310. 
in subacute combined degeneration, 1740. 


lesions of, in congenital syphilis, 205. 
say adenoids i in relation to, 1097. 
middle, in relation to sinus throm- 
bosis, 1060, 1061. 
middle, coliform infection of, 27. 
Earache in scarlet fever, 70, 77. 
Ears, effect of increased atmospheric 
pressure on, 334. 
Eberth and the bacillus typhosus, 78. 
Ecchymoses, 810. 
in scurvy, 451, 452. 
Echinococcus cyst of kidney, 1346. 
granulosus, 314. 
development of, 314. 
multilocularis, 314. 
Echographia, 1614. 
Echolalia, 1614, 1710. 
Ecthyma, 1422. 
Eetopia cordis, 967, 974. 
Eetrepion in pityriasis rubra pilaria, 1472. 
Eezema, 1411-1418. 
etiology of, 525, 1411. 
allergic factor i in, 1412. 
erus um, 1408. 
diagnosis of, 1415, 1416. 
emato-squamous, 1407. 
erythematous, 1407. 
fiexural, 1413. 
general treatment of, 1417. 
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Eezema, infantile, 1412, 1417. 
local treatment of, 1416. 


marginatum, 1437. 

of face and sealp, 1412. 

of genitals and anus, 1414. 

of hands and forearms, 1413. 

of leg with venous congestion, 1414. _ . 

of lower limbs, 1414. 

of nails, 1415. 

of palms, 1414. 

of trunk, 1414. 

of upper limbs, 1413. 

papular, 1407. 

pathology of, 1412. 

prognosis of, 1416. 

pustular, 1407, 1424. 

rimosum, 1414. 

rubrum, 1408. 

squamous, 1407. 

susceptibility to, 1411. 

symptoms of, 1412-1415. 

treatment of, 1416-1418. 

vaccine treatment of, 18. 

varicose, 1407, 1414. 

verrucosum, 1405. 

inser jorge 1407. 

weeping, of the face, in children, 1412. 
Eezematisation, 1419. 
Eczematoid ringworm;, 1414, 1433. 
Education, importance of, for psychos- 


thenics, 0000. 
and see Heart, 


Effort syndrome, 877; 
irritable. 
Effusion, pericardial, 957, 958, 960, 963, 
964, 965. 
peritoneal, 763 ; and see Ascites, 
pleural, anomalous forms of, 1254. 
effect of rapping on, 1252. 
level of, 1250. 
uantity of, 1249. 
E ONS, serous, causes of, 1248, 1249. 
Egg deposits of schistosoma, lesions due to, 
1 


Eggs forbidden in cholecystitis, 727. 
during sulphonamide therapy, 16. 

Ehrlich and active immunisation, 4. 
Ebrlich-Hata and “ 606,” 207. 

work of, on immunity, 4, 5. 
Ehrlich’s diazo reaction, 138, 686. 

** 606,’* 207, 208. 

a 914, *» 208. 
Einhorn’ s tube, Ryle’ 8 modification of, for 

gastric diagnosis, 568. 

cua string galvanometer, 999, 


Elbow, ‘‘ tennis,’? 1369. 
Electric injuries, 343-346. 
explanation of lesions in, 344, 
factors on which their Bernt de- 


nds, 343, 344. 
hea ing and electrolytic effects i in, 344, 
ethology of, 343-345. | 


INDEX 


Electrical burns, 367, 368. 
injuries, 346. 
reactions in dystrophia myotonica, 1793. 
in myasthenia gravis, 1796. 
_ peroneal muscular atrophy, 1755. 
progressive muscular atrophy, 1750. 
Elootro-eardiogram, deflections in, 1001- 
low voltage in, 1028. 
normal, 1001-1005. 
of alteration of the heart, 1022. 
of angina pectoris, 1022. 
of auricular fibrillation, 1014-1016. 
of auricular flutter, 1016, 1017. 
of auriculo-ventricular block, 1018, 1019. 
of asniye -ventricular nodal rhythm, 
4 
of bundle-branch block, 1020, 102). 
of cardiac hypertrophy, 1005-1007. 
of chronic valvular disease, 1007. 
of congenital heart disease, 1007, 1008. 
of coronary occlusion, with infarction of 
heart, 1022-1027. 
of dextrocardia, 1007 
of disease of pulmonary artery, 1055. 
of effect of digitalis, 1029. 
of extra-systoles, 1009-1012. 
of functional bundle-branch block, 1021. 
of hypertension, 995. 
of hypothyroidism, 1029. 
of eS (arborisation) block, 
02) 
of mitral stenosis, 1007. 
of paroxysmal tachycardia, 1012-1014. 
of sino-auricular block, 1018. 
of sinus arrhythmia, 1009. 
of ventricular fibrillation, 1017. 
Electro-cardiography, clinical, 999-1029. 
Electro-encaphalography, 1676. 
Electrocution, judicial, 343. 
Electrostatic effects in explanation of 
electrical injuries, 344. 
Elementary bodies of Paschen in vaccinal 
lesions, 157. 
Elephantiasis, 839. 
as a result of lupus, 1461. 
filarial, 316, 839. 
from sparganum infection, 313. 
a legs, treatment of, 317. 
psoids of spleen, 826. 
Else ourve of in leural effusion, 1250. 
Emaciation in Addison’s disease, 505. 
in cancer of liver, 719. 
in cancer of the cesophagus, 557. 
in cancer of the stomach, 601. 
in cerebro-spinal fever, 39. 
in chronic pancreatitis, 741. 
in coeliac disease, 634. 
in echt Sarat ory ie 
in hyperthyroidism, 4 
in pellags ay 464. 
in ont he asic meningitis, 41, 43. 
in pulmonary tuberculosis, 1195. 
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Emaciation, in pyloric obstruction, 805. 
in sprue, 639 

Emboll, gas, in caisson disesae, 333, 336. 
in septic endocarditis, 14, 919. 
malignant, from cancer of liver, 7 18. 
sources of, 1062. 
varieties of, 1063, 1064. 

Embolic forms of pulmonary infarction, 

1163 


Embolism, 1058, 1062-~1064. 
air, 1063, 1064. 
cerebral, 1063, 1595; and see Cerebral 
embolism. 
fat, 1064. 
in diphtheria, 103. 
in endocarditis, 14, 15, 916, 921. 
in heart failure, 856. 
in mitral stenosis, 936, 938. 
of central artery of retina, 1063. 
of mesenteric artery, 1063. 
paradoxical, 971, 1064. 
parasitic, 236, 1062, 1064. 
phlebitis in relation to, 1057, 1058. 
pulmonary, 1062, 11 63. 
renal, 1063. 
risk of, in quinidine therapy, 871. 
splenic, 1063. 
symptoms of, 1063, 1064. 
Emery’s method of finding Cabarete bacilli 
in stools, 33. 
Emeties, action of, 570. 
for broncho-pneumonia in children, 1241. 
Emetipe in amcsbic dysentery, 265. 
in ameebic hepatitis and abscess, 712, 
711. 
in schistosomiasis, 311. 
periodide in amoebic dysentery, 265. 
poisoning, 265. 
Emetine-Bismuth-lodide, 265. 
Emotional causes of vomiting, 570. 
changes in mania, 1855. 
control, loss of, in adiposis aye) 478. se! 
in general paralysis, 1 : 
incongruity in schizophrenia, “1870. | 
instability in Pee muscular’ 
atrophy, 1750. 
Emotions, depressing, in relation to gastric 
disorders, 562. 
npn bulbous, 1173, 1174. 
marginal, | 
previous ateack of, in relation to prog- 
nosis of heart disease, 850. 
pulmonary, 1172; and see Lung, emphy-: 
sema of. 
theories of, 1172, 1173. 
Emphysematous chest, 1081, 1174. 
e, the, 1174. 
Emprosthotonos in tetanus, 55. 
Empyema, 1264-1259. 
actinomycotic, 1216. 
stiology of, 1254, 1255. 
apical, 1258. 
bacteriology of, 1255. 
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Empyema, chronic, 1256, 1258. 
complicating pneumonia, 1233. 
complications and sequelx of, 1256. 
course of, 1256. 
diagnosis of, 1256, 1257. 
diaphragmatic, 1259. 
evacuation of pus in, 1257, 1258. 
fetid, 1157, 1205, 1256. 
following acute aL ar 678. 

broncho-pneumonia, 1240 
obstruction of bronchi ’ by juste 
body, 1144. 
pulmonary infarction, 1164. 
in amoebic abscess of liver, 710. 
in scarlet fever, 70. 
interlobar, 1258, 1259. 
necessitatis, 1255, 1256, 1257. 
as @ cause of pneumothorax, 1264. 
of accessory sinuses, 1091. 
of antrum, 1091, 1092. 
path of infection i in, 1264, 1255. 
pathology of, 1255. 
prognosis of, 1257. 
pulsating, 1049, 1256, 1257. 
special varieties of, 1258, 1259. 
streptococcal, 1249, 1257, 1258. 
Enanthem i in measles, 136, 137. 


hemorrhagic, 247, 248. 
rape pe ra superior acuta, 1507. 
lethargic, 1576-1583. 
diagnosis of, rc 168. 
narcolepsy after, 1694. 
periaxialis, 1662; and see Schilder’s 
disease. 


suppurative, 1552-1556. 
ca ear Porn fer acute disseminated, 
1660, 1661. 
compli measles, 139, 143. 
coe vaccination, 159. 
Encephalopathy hypertensive, 1607-1608. 
Encephalopathy, lead, 364, 366, 368. 
Enchondrema of nose, 1100. 
Endarteritis obliterans, 1031, 10382. 


nae bey area 1078. 
tion to cerebral softening, 1032. 


of coronary arteries, 1032. 
8 yphilitlo, 1 1031, 1612. 
tubsreulous, 1031. 


hy, 
051. 
Endocarditis, 914-925. 
acute ig oe 914-918, 
acute rheumatism in relation to, 290, 
914. 
ten attack of, Ps relation to 
heart disease, 85 
ehronie, 925. 
classification of, 914. 
footal, 925, 982. 
in acute tonsillitis, 534. 
in measles, 139. ~ . 


— 


reconstructive, 
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Endocarditis, in relation to chores, nae} 
in rheumatic fever, 290. 
= paar wo 69. 
hoid, 80 
inten ve, 918. 
malignant, 918. 
mural, 914. 
rheumatic, 290, 292, 293. 
sclerotic, 925. 
septic, 918-925. 
acute form of, 920. 
setiology of, 918, 919, 
age-incidence of, 919. 
aneurysms, 1042. 
antisera in, 924, 925. 
as @ terminal infection, 15, 
B. coli in, 27. 
bacteriology of, 919, 920. 
cardiac type of, 920, 
causal organisms of, 14, 919, 920. 
causes of death in, 922. 
congenital heart disease predisposing 
to, 918. 
diagnosis of, 922, 923. 
embolism in, 921, 1062. 
focal infection in, 924. 
fulminating, 920. 
in eryaipelas, 20. 
in gonococcus septicwmia, 22, 23. 
latent, 920. 
modes of termination in, 922. 
pathology of, 919, 920. 
prognosis of, 924. 
prophylaxis of, 924. 
pulmonary embolism in, 1062. 
relation of, to rheumatism, 918, 923, 
specific therapy in, 924. 
symptoms and course of, 920-922. 
treatment of, 924, 925. 
types of, 920, 
hoid form of, 922. 
valvular defects in, 920, 921. 
vegetations in, 1059, 
subacute bacterial, 920. 
ulcerative, 918. 
Endocrine causes of sexual precocity, 517, 
factor in eetiology of osteomalacia, 1381. 
in mental disorder, 1807, 1808. 
glands, diseases of the, 470-520. 
mental disorder associated with 
diseases of, 1844, 1845. ; 
Endodermophyton in tinea pa onnres 1498. 
Endolimax nana, 264. 
Endo-phlebitis, 1056. 
Endothelial cells, large multinuclear, in 
Hodgkin’s disease, 841. 
lesions, are cause of hemorrhagic states, 


in relation to hmmorrhage, 81}. 
tuberculosis, 842. 
Endothelioma, 844. ao oh 
of brain, 1536. me 
of nose, 1095. ~ ae 
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Endotheliomg of pleura, 1270. 
Endothelium in relation to hemorrhagic 
tendencies, 811. 
of vessels in relation to hemorrhage, 811. 
Endotoxins, 3, 4. 
and exotoxins contrasted, 3. 
Enema, opaque, technique of, 613, 614. 
rash simulating rubella, 146. 
scarlet fever, 74. 
Enophthaimos, 1509, 1731. 
in cancer of wsophagus, 557. 
in mediastinal tumours, 1280. 
Entameba coli, 264. 
histolytica, 262, 263. 
Enteric fever, 78; and see Typhoid fever. 
val aig organisms, 78. 
, 646. 


acute, 646. 

as a cause of diarrhaa, 624. 

chronic, 647. 

from bacillus coli, 24. 

tuberculous, 655. 

and colitis, tuberculous, 655, 656. 
Enteroblasis, 323, 324. 
Enterobius vermicularis, 323. 
peereceee in carbohydrate dyspepaia, 


Entero-colitis, 24, 139. 
Entero-dysentery, 116. 
Enterogenous cyanosis, 794, 795. 
Enterokinase, 609, 737. 
Enteroptosis, 748. - 

in relation to B. coli infection, 28. 
Enuresis in ascariasis, 323. 

nocturnal, adenoids as a cause of, 1097. 
Envelope-erystais, 1296. 
Eosinophil cells, function of, 797. 
Eosinophilia, 797. 

conditions of occurrence of, 797. 

hereditary, 797. 

in allergic states, 797. 

in ancylostomiasis, 321, 797. 

in asthma, 797, 1150. 

in dracontiasis, 319. 

in filariasis, 317. 

astro-intestinal allergy, 751. 

odgkin’s disease, 797, 843. 

in hydatid disease, 315, 716, 797. 
in hydatid disease of lung, 1224, 

in infectious erythema, 285. 

in paragonimisasis, 307. 

in scarlet fever, 68. 

in schistosomiasis, 310. 

in teniasis, 314. 

in trichiniasis, 319, 320, 797. 
Eosinophilia with splenomegaly, 197, 798. 
Eosinophilic leuksmia, 797, 798 


ees hemorrhagic pleural fluids, 
Epeira diadema, 328. 


Ephedrine in Adams.Stokes syndrome, 910. 
in allergic conditions, 752. 
in asthma, 1151. 
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Epidemic diarrhe@a in children, 620-692, 
dropsy, 461, 462. 
jaundice, 698. 
Epidermolysis buliosa, 1491. 
Epidermophyton, 1436. 
as cause of dhobie itch, 1436, 1497. 
Epididymitis in coliform infectiona of 
urinary tract, 26. 

Epigastric pain = acute sage Pa 583, 583. 
in arsenical poiso 371 ’ 
in caisson ee on 
in cancer of the stomach, 600. 
in chronic appendicitis, 681. 
in gastric ulcer, 588. 
in lead poisoning, 360. 
in necrosis of pancreas, 738, 739. 
in yellow fever, 178, 

ulsation in cardiac hypertrophy, 955. 
danilerness’s in blackwater fever, 248. 
in catarrhal jaundice, 694. 
in gastric ulcer, 588. 
Epilepsy, 1675-1694. 
ee of, 1675. 
alcoholic, 1838. 
and mental disorder, 1685, 1686, 1829. 
as disease or symptom, 1675, 1676. 
aura in, 1683. 
cardiac, 1687. 
convulsion in, 1682, 1683. 
cursive, 1659. 
eysticercus, 313, 1689. 
diagnosis of, 1688, 1689. 
effect of, on intellectual powers, 1685, 
1836. 
“ equivalent ”’ 
1836. 
exciting causes of, 1678. 
from local disease of the brain, 1686. 
heredity in, 1678. 
idiopathic, 1675. 
in cerebral diplegia, 1623. 
in infantile hemiplegia, 1628. 
institutional treatment for, 1690. 
Jacksonian, 1680-1683. 
major fits of, 1683-1685. 
ati and pregnancy in relation to, 


mental disorders associated with, 1836. 
state in, 1685, 1686. 
metabolic factor i in, 1677. 
minor fite of, 1679. 
myoclonus, 1689. 
nocturnal, 1686. 
pathology of, 1675-1679. 
periodicity of, 1686. 
periventricular, 1687. 
poisons in relation to, 1678. 
post-convulsive phenomena in, 1685, 
prognosis, of, 1689-1690. 
reflex, 1681. 
ibaa of life for, 1690. 
urgical treatment of, 1691. 
ayniponale 1675. 


mental symptoms in, 
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y, symptoms of, 1678-1685. 
traumatic, 1835. 
treatment of, 1690-1693. 
varieties of, 1686-1688. 
Epile attacks, conditions after, 1685. 
of, 1689. . 
description of, 1679-1685. 
' duration of, 16865. 
loss of consciousness in, 1680, 1683. 
prodromata of, 1679. 
varieties of, 1679-1684. 
ery, 1684. 
furor, 1836. 
myocionus, 1679, 1705. 
spasm, 1682. 
Epileptiform ‘attacks 
syphilis, 1633. 
in lead poisoning, 366. 
mn eneral paralysis of the insane, 1639. 
ypoglycemia, 414. 
Epiloia, ge 1850. 
Epinephrine, ‘508 ; and see Adrenaline. 
aa he changes in congenital syphilis, 


in Boe 456, 457. 
Epiphysitis, ayphilitic, 206, 1361. 
Epistaxis, 1088, 1089. 

etiology of, 1088. 

as early symptom in typhoid, 81. 

in angle Abr broma of septum, 1088. 

in anoxsemia, 340. 

in cirrhosis of liver, 704. 

in diphtheria, 101, 105. 

in granular kidney, 1318, 1319. 

in hereditary hemorrhagic telangiectasia, 
819. 

in kala-azar, 253. 

in mountaineers, 1088. 

in relapsing fever, 236. 

in rhinitis sicca, 1088. 

in scurvy, 451, 452. 


in  cerebo - spinal 


in small- age 

in typhoid, 

in vb scans M11. 
renal, 1292 


treatment of, 1088, 1089. 
Epithelial tumours of skin, malignant, 
1484, 1485. 
Epithelloma adenoides cysticum of Brooke, 
484. 


eythemeii benign, of Graham Little, 


of diovan - Ti10-1112. 
of esophagus, 555; and see Gisophagus, 


cancer Or. 


aralysia in birth i injury 1777. 
Eb’: S Evealls tree of myopathy, igoi. 
myotonic mitted ote 1791, ndoe 
palsy, 1759. : 
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sake sign in h ican 602, 
hilitic s epinel paralysis, 16385 
Eret m, 37 
Ergosterol, 444. 
activated, in rickets, 444. 
effect of irradiation of, 444. 
relation of, to vitamin D, 444. 
Ergotism, 393, 394, 1076. 
gangrenous type of, 394. 
nervous t of, 394. 
Erosio biastomycetica interdigitalis, 1439. 
maaan’ offensive, in pyloric obstruction, 
5 


Erysipelas, 19-21, 1402. 
coastal, 318. 
Erythema ab igne, 1410. 
after arsphenamine remedies, 211, 212. 
gyratum, 1449. 
in bacterial food poisoning, 400. 
in pellagra, 465. 
in septicemia, 13, 
induratum, 1464. 
infantum of Jacquet, 1410. 
infectious, 285. 
iris, 1451. 
multiforme, 1450-1451. 
nodosum, 296, 297. 
pernio, 1410. 
rheumatic, 290. 
scarlatiniforme, 74. 
solare, 1410. 
Erythemata, the, 1449-1451. 
in sar diagnostic significance of, 
48. 
the infiltrative, 1447, 1450-1451. 
the non-infiltrative, 1449, 1450. 
septicemic, 13. 
Erythematous drug eruptions, 1449. 
rashes, varieties of, 1447, 1449. 
Erythremia, 792, 793. 
in anoxemia, 339. 
Erythralgia, 1078. 
Erythrasma, 1440. 
Erythroblastomata, 1390. 
Erythroblastosis fotalis, 788. 
Erythroblasts, 772. 
Erythrocyanosis, 1079, 1404. . 
ee test in leprosy, 


in tuberculosis, 34. 
Erythrocytosis, 792. 
causes of, 792, 793. 
in congenital heart disease, 971. 
in mountain sickness, 339. 


| Erythroodema, 208 ; and see Pink disease. 


Erythro-leukeomis, 794, 802. 
Erythromelaigia, 794, 1072, 1078, 1079. 
wtiology, 1078. 
7. chronic arsenical poisoning, 372. 
i Page ier 794. . 
S pathalay of 1078, 1078. = = = 
symptoms of, 1079: oy | 
treatment of, 1079. 
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a 256. 
Esterase test, serum-choline, of hepatic 
function, 683. 
Esthioméne, 184. 
Ether, addition to, 1842. 
habit, the, 1842. 
intramuscular injection of, in whooping- 
cough, 144. 
Ethmoidal cyst, 1095. 
sinusitis, 1091. 
Ethyl chaulmoograte in leprosy, 124. 
petrol, 369 


Eucortone, 520. 
Eugenics in relation to prophylaxix of 
mental deficiency, 1850, 1851. 
Eugiobulin in urine, 1289. 
Eunuchism and eunuchoidism, testosterone 
for, 515. 
mental changes due to, 1845. 
Eunuchoid giants, 474. 
Eunuehs, obesity in, 438. 
pare . general paralysis, 1638, 
39. 
in septic endocarditis, 922. 
in septicemia, 13. 
Euscorpius italicus, 329. 
Evulsion or crushing of phrenic nerve for 
bronchiectasis, 1158. 
for pulmonary tuberculosis, 1213, 
1214, 1273. 
Ewart’s sign in acute pericarditis, 959. 
Exeltability of heart muscle, 846, 847. 
Excitation wave in heart muscle, 847. 
Exereise, graduated, for pulmonary tuber- 
culosis, 1210. 
in relation to blood-pressure, 1069. 
rules as be for cardiac disease, 863, 864, 
865. 
Exercises ; a thrombo-angiitis obliterans, 


tolerance test of cardiac fitness, 852. 
Exertion, excessive physical, in relation to 
cardiac strain, 880. 
in relation to angina, 982, 988. 
rules as to, for cardiac disease, 863. 
er = relation to gastric disorders, 
561. 
and inanition, mental disorders associated 
with, 1843. 
mental disorder in, 1843. 
Exner’s centre for written la 
Exophthalmic goitre, 486 ; a 
disease 


Exophthalmos from fibroma of naso- 
harynx, 1098. 
in cavernous sinus thrombosis, 1061. 
in chloroma, 807. 
in Graves’s disease, 487. 
in Hand-Schiiller-Christian’s disease, 836. 
in lesion of cervical sympathetic, 1509. 


in ony oepnaly. 1386. 
in rat-bite fever, 238. 
pulsating, 1053, 1054. 


uage, 1611. 
see Graves’s 
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Exotoxins, 3, 4. 
and endotoxins, contrasted, 3, 4. 
E torants for bronchiectasis, 1157, 1158. 
or bronchitis, 1132, 1140. 
for broncho-pneumonia, 1241]. 
for lobar pneumonia, 1235. 
in tracheitis, 1121. 
Exposure in relation to fibrositis, 1368. 
to rheumatic fever, 289. 
Extensor plantar response, not strictly an 
appropriate term, 1718. 
Extraction of teeth for dental sepsis, 
cautions as to, 525, 
Extra-genital syphilitic sores, 194. 
Extra-systole, 884, 886~891. 
sotiology and pathology of, 889. 
auricular, 888, 1010. 
polygraphic record of, 888. 
auriculo-ventricular, 888, 889. 
electro-cardiogram of, 1011. 
blocked auricular, 888. 
conditions of occurrence of, 889. 
diagnosis of, 889, 890. 
electro-cardiogram of, 1009-1012. 
electro-cardiographic diagnosis of, 1010- 
1012 


in hyperthyroidism, 486, 997. 
interpolated, 886, 887. 
multiple, 886. 
nodal, 888, 889. 
prognosis of, 890. 
significance of, 890. 
subjective symptoms of, 889. 
treatment of, 890, 891. 
varieties of, 886. 
ventricular, 886-888. 
lygraphic record of, 888. 
ic factor ’’ in protein food, 559. 
in relation to anzmias, 778 
Exudative diathesis, 1413. 
Eye affections, in bacillary dysentery, 116. 
in cerebro-spinal fever, 43. 
in Heerfordt’s disease, 533. 
in measles, 136, 139, 143. 
in small-pox, 150, 152. 
in trichlorethylene poisoning, 389. 
complications of sleeping sickness, 259. 
lesions, filarial, 317, 318. 
symptoms in acromegaly, 472. 
in diabetes, 417. 
of vitamin A deficiency, 442. 
test for tuberculosis, 34. 
Eyes, care of the, in small-pox, 156. 
in Gaucher’s disease, 834. 
in Graves’s disease, 487. 
in measles, 139. 
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Faber’s table of symptoms of acute anterior 


poliomyelitis, 1570. 
Face, acute srgtheniatous eczema of, 1413, 
1415 


eczema of, 1412, 1413. 
seborrhea of, 1428. 
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Facial seniractare after Bell’s paralysis, {| Facies, pemabeente combined degeneration 
741 


1518. 
hemistrophy, 1525. 
paralysis, 


1510; and see Paralysis, Bell’s. 


from birth injury, 1776. 
from caries of temporal bone, 1512. 
in lethargic ao eae 1580. 
spasm, peripheral, 1513. 
Facies Hippoeratica, 754. 
in acromegaly, 473. 
in acute alcoholic coma, 357. 
in acute pericarditis, 959. 
in acute peritonitis, 154, 
in adenoids, 1097, 
in amyloid disease of arteries, 1040. 
in ancylostomiasis, 321. 
in aortic incompetence, 932. 
in asthmatic paroxysm, 1149. 
in cancer of stomach, 601. 
in carbon monoxide poisoning, 381. 
in cerebral diplegia, 1623. 
in cholera, 120. 
in chorea, 1699. 
in chronic alcoholism, 358. 
in cirrhosis of liver, 703. 
in confluent small-pox, 150. 
in congenital s ilis, 205. 
in congestion of the liver, 601. 
2 Cushing's aan £i6 
in ing’s syndrome, : 
in dystrophia myotonica, 1792. 
in early pulmonary tubercle, 1197. 
in enterogenous cyanosis, 796. 
in fatty degeneration of heart, 952. 
in fibrosis of lung, 11 
in hemochromatosis, 707. 
in Hodgkin’s disease, 842. 
in hook-worm infection, 321. 
in hydroce us, 1548. 


in idiopathic hypochromic ansmis, 776. 


in jaundice, 684. 

in lardaceous disease, 1329. 
in leprosy, 122. 

in lethargio encephalitis, 1580. 
‘in lobar pneumonia, 1229. 

in manganese poisoning, 378. 
in mitral stenosis, 936. 

in mumps, 164. 

in myasthenia gravis, 1795. 

in myxedema, 493. 

in nephrosis, 1302. 

in osteitis deformans, 1378. . 
in paralysis agitans, 1670. 

in pernicious ansemia, 780. 

in polycythemia, 793. 

in progressive muscular atrophy, 1748. 
in Las: os oe 65, 86. 

in sea-sickness, 342. 

in septic endocarditis, 922. 


in 8 sickness, 258. 
in Beats Renerioae trypanosomiasis, 261. 


in spruce, 639. 
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in summer diarrh@a, 630. 
in tabes dorsalis, 1646. 
in tetanus, 55. 
in tubercular mediastinal glands, 
in tuberculous meningitis, 1560. . 
in typhoid fever, 81. 
in typhus fever, 276, 278. 
in whooping-cough, 110. 
in yellow fever, 178, 179. 
mongoloid, 1849. 
myopathic, 1793. 
aeoie: (yim type of myopathy, 


Faded-leaf appearance of cardiac muscle, 
95 


1273. 


Feecal accumulation as cause of acute in- 
testinal obstruction, 670. 
effects of, 618, 619. 
fistula in tuberculous peritonitis, 762. 
Feecal vont in intestinal obstruction, 


Feoees, average weight of, 609. 
bile-products in, 685. 
demonstration of tubercle baoilli in, 32, 


examination of, 614, 615. 
in mercurial poisoning, 376, 

excretion of lead in, 363. 

in jaundice, 685. 

pancreatic ferments in, 737. 

retention of, effects of, 619, 642. 

scanty, as cause of constipation, 618. 
Faget’s sign in yellow fever, 178. 
Faiblesse irritable, 562. 
Fainting in enterogenous cyanosis, 795. 

in heart disease, 853, 874, 878, 892. 
Faintness in cardiac failure, 853. 
Fairley’s cercarial complement-fixation re- 

action in schistosomiasis, 310. 
diet in sprue, 640. 
Falling sickness, 1680. 
Fallopian tubes, coliform infection of, 27. 
Fallot, tetralogy of, 968, 969, 972. 
Falx cerebri, localisation of lesions about 
the, 1531. 
Familial Lalas gravis neonatorum, 688, 
8 


periodic paralysis, He 
spastic paralysis, : ‘ 
Family history in relation to prognosis in 
heart disease, 859. 

Famine and cholera, 119. e 
fever, 275 ; and see Relapsing fever. 
Fannia eanicularis, 328. | : 
Fans, use of, in tropical countries, 347, 

Farcy, acute, 60. 
buds, 60, 61. 
chronio, 61. . 5 


pipes, 60. a2 nie 
Fascie, fibrositis of, 1368, 1870. 
Fasciola hepatica, 305, 


INDEX 


Fascioliasis, 305, 306. 
Faselolopsis buskii, 306. 
in treatment of diabetes, 420. 
ts nity of, for nitrogen, 333. 
~digestion defective i in sprue, 639. 
dislike Fre a in pulmonary tuberculosis, 
embolism, 1064. 
excess of, in stools, 626, 634, 685, 741. 
in stools from deficient ‘pancreatic diges- 
tion, 736. 
in urine, 1296. 
metabolism in cosliac disease, 634. 
in idiopathic steatorrhea, 635. 
becroes ns acute necrosis of pancreas, 
overgrowth of, in adiposis dolorosa, 481. 
-soluble vitamins, 44]. 
bibs more subject to caisson disease, 
335. 


Fatigue as symptom of heart failure, 853. 
of rheumatic arthritis, 1351. 
in relation to lead palsy, 363. 
Fats preventing rickets, 443. 
vitamin content of, 441, 442. 
Fatty degeneration of heart in anoylo- 
stomiasis, 321. 
of medial arterial coat, 1037. 
of myocardium, 951, 952. 
degenerations in diphtheria, 98. 
diarrh@a, 623, 626, 726, 727, 741, 779. 
heart, causes of, 9651, 952, 953. 
infiltration of myocardium, 952, 953. 
Fauces, syphilitic ulcer of, 542, 543. 
Favus, 1439. 
Febris comatosa, 1677. 
flava, 176. 
recurrens, 234; and see Relapsing fever. 
Feeble-mindedness, 1847. 
Feeding, forced, in melancholia, 1862. 
Fehling’s solution, 417. 
Felton’s serum in pneumonia, 1236. 
Penieeaton, 511. - 
’s syndrome, 475. 
nemore thrombosis, 1061. 
in spotted fever, 274. 
in typhoid, 82, 93. 
in typhus, 279. 
Fermentation, gastric, in relation to flatu- 
lence, 576. 
in pyloric obstruction, 605. 
intestinal, as cause of diarrhea, 626. 
tests for bacilli of food pois Ontng, 308, 399. 
Ferments in relation to car ohydrate 
digestion, 644. 
Ferrety eye in yellow fever, 178. 
Ferric chloride test for aceto-acetio acid in 
urine, 418 
Ferro-silieon as source of arseniuretted 
hydrogen isoning, 373. 
Festination in Pee —— 1870. 
Fever, abortus, 128. 
bilious remittent, 243. 
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Fever, black, 251, 252. 
blackwater, 246-250. 
break-bone, 181. 
camp, 275. 

Carapata, 235. 
cerebro-spinal, 36. 
coastal, of Queensland, 270, 271. 
dandy, 181. 
deer-fly, 61. 
enteric, 78. 
famine, 234, 275. 
gastric, 78. 
glandular, 285. 
heomogiobinuric, 246. 
intermittent, 238. 
jail, 275. 
Japanese river, 271. 
jungle, 238. 
Kendal’s, 176. 
Malta, 128. 
marsh, 238. 
Mediterranean, 128. 
melanuric, 246. 
Mossman, 270, 271. 
Oroya, 131. 
Pahvant Valley, 61. 
papataci, 180. 
paratyphoid, 94-96. 
phliebotomus, 180, 181. 
post-hzomogliobinuric, 248. 
Pym’s, 180. 
3 ® 
Quotidian, 242. 
rat-bite, 237. 
relapsing, 234. 
remittent, 238. 
rheumatic, 288-296. 
Rift Valley, 182. 
ene aycis oe spotted, 273. 
Sao Panto, 378, 274. 
scarlet, 63-78. 
simple continued, 180. 
spirillum, 234. 
splenic, of animals, 67. 
spotted, of Eastern tye, 273. 
Sumatra mita, 27 
swamp, 229. 
three-day, 180. 
tick, 235. 
trench, 280-284. 
trypanosome, 258. 
tsutsugamushi, 271. 
typhoid, 78-94. 
typhus, 275-280. 
undulant, 128-130. 
Volhynia, 280. 
yellow, 176-180. 
Fibrillation, auricular, 895; and see Auri- 
cular fibrillation. : 
mansculey, Arana oa tT of, 1780, 
in heat yperpyrexia, 
in interstitial neuritis, 1769, 177 1 
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Fibrillation, muscular, in lethargic encephal- 
itis, 1580. 
in peroneal muscular atrophy, 1755. 
in progressive muscular atrophy, 1729, 
1733, 1746, 1748, 1749, 1750. 
in syringomyelia, 1729, 1733. 
ventricular, 861, 903, 904. 
Fibrin, 809. 
rman 
0 809. 
hereditary , 817. 
Fibrinous pbb of bronchi, 1036. 
Fibrocystic disease, local, 1380. 
Fibroma of kidney, 1343. 
of larynx, 1108, 1109. 
of naso-pharynx, 1098. 
of nose, 1095. 
of skin, 1486. 
Fibrosis in pulmonary tuberculosis, 1183, 
1191, 1192, 1199. 
ischemic, 949, 1036. 
of wasted muscles in peroneal muscular 
atrophy, 1754, 1755. 
ulmonary, 1183-1240. 
Fibrositis, 1367-1374. 
wetiology of, 1368. 
chronic strain as cause of, 1368. 
diet and after-care, 1372, 1373. 
due to pyorrhasa alveolaris, 1368. 
food in relation to, 1368, 1370, 1871. 
from focal sepsis, 1368. 
gout in relation to, 1368, 1370, 1371, 
1373. 
hydrotherapy and counter-irritation in, 
1372. 
morbid anatomy of, 1368. 
prognosis of, 1371. 
referred pain in, 1369. 
streptococcal, vaccine treatment of, 
18. 
symptoms of, 1369-1371. 
treatment of, 1371-1374. 
types of, 1368. 
Fibrous nodules, 1369, 1372. 
tissue ooo after 
9 
tissues, diseases of the, 1350-1374. 
in rheumatic fever, 289. 
Fievre amarilla, 176. 
boutonneuse, 272, 273. 
jaune, 176. 
285. 
Filaria bancrofti, 316. | 
as _ of elephantiasis and cnysans, 
l 
life oyole of, 316. 


sanguinis hominis, 889, 1268 1296. 
Filariasis, 316, 317. 
Filatow-Duke’s disease, 285. a 
Filix-mas for tape-worm, 312, 313, 


endocarditis, 


INDEX 


Filtrable viruses, 8-10. 
diseases certainly due to, 9. 
due or possibly due to, 133-184. 
robably due to, 10, 133-184. 
skin eruptions due to, 1467. 
Fingers, poisoned, vaccine treatment of, 19. 
sausage-like, in sve eomye 1730. 
Finsen light in lupus vulgaris, 1462. 
in small-pox, 156. 
Fish as source of bacterial food poisoning, 
395, 396. 
isonous, 332. 
ned, as source of food poisoning, 396. 
Fish-liver fire vitamin value of, 442, 443, 


Fistula enh gall-bladder and bowel, 
731. 


gastro-colic, 597, 602, 659. 
gastro-jejuno-colic, 597. 
in ano, after ulcerative colitis, 652. 
in pulmonary tuberculosis, 1202, 1207. 
jejuno-colic, 597. 
pleuro-csophageal, 1256. 
pleuro-pulmonary, 1256. 
vesico-colic, 662. 
Fistule following untreated empyema, 1256. 
Fits, auditory, 1681. 
cortical, 1680, 1681. 
hysterical, 1881, 1882. 
diagnosis of, 1882. 
in pituitary lesions, 1534. 
Jacksonian, 1677, 1680, 1683, 1779. 
local, 1680, 1682, 1683. 
motor, 1682. 
olfactory and gustatory, 1681. 
psychic, 1680. 
sensory, 1681, 1682. 
typleal epileptic, 1683, 1684. 
visual, 1681. 
Flaceid paralyats in cerebro-spinal fever, 


pacapleg in subscute combined de- 
alae generation, 1738, pee 
aceidity in progressive spinal muscular 
atro ake of children, 1757. 
Flagellate dysentery, 267. 
Flagellates as cause of feGpioal. diarrhaa, 
267. 
Flare, 1073. 
Flatulence as a cause of palpitation, 804 
882 
gastric, 574-576. 
in cholecystitis, 725. 
in cirrhosis of liver, 703. 
in intestinal carbohydrate d ye - ale 
in relation to angina, 576, 
in sprue, 639. 
intestinal, 645. 
Flatus, pelea in carbohydrate dys- 


Flavin (ribohaviny, 448 P- geehee 


| Flea-bitten kidney, 1298. He 4 


Flea typhus, 269 ; and sce Typhus, fea é 


INDEX 


Fleas in aria to spread of plague, 125, 


Fleshy hand in sungomyeia: 1730. 
ie cerea in lethargic encephalitis, 
in schizophrenia, 1871. 

Flexion reflex of lower limb, 1871. 

Flexner on serum treatment of acute 
anterior poliomyelitis, 1575. 

Flexner’s group of dysentery bacilli, 115. 

Flexor spasms, in spastic paraplegia, 1718. 

Flies as carriers of infection in epidemic 
diarrheea, 629. 

genera ‘. a causing intestinal myiasis, 


in relation to bacillary dysentery, 115. 
in- relation to bacterial food poisoning, 
395. 
in relation to cholera, 119, 120. 
in relation to typhoid, 79. 
Flint’s murmur, 934, 938. 
Flocculation test for small-pox, 9, 155. 
Fluid Bara in heart disease, 863, 


Flukes, aes due to, 305-311, 1222. 
Fly-papers, arsenical, 371. 
Focal infections in fibrositis, 1368. 
in pyemia, 13, 14. 
in relation to cardiac affections, 864. 
in relation to gall-bladder infection, 
723 


in relation to septic endocarditis, 919, 
9 


in rheumatic fever, 288, 296. 
sepsis, 11, 12. 
as a cause of gastric and duodenal 
ulcer, 524. 
dental extractions for, cautions as to, 


in Henoch’s purpura, 816. 
in relation to arthritis, 1354, 1355. 
to eczema, 525, 1411. 
to gout, 430. 
to Graves’s disease, 490. 
to heart affections, 864. 
investigation for, 11, 12. 
sites of, 11. 
signs in intracranial tumour, 1541, 1542. 
Foetal adenoma, 497. 
Feetor in atrophic rhinitis, 1087. 
in gangrene of lung, 1179. 
in syphilitic disease of nose, 1093. 
Foetus, oe of syphilis to, 194, 
04 


Folie a deux, 1877. 
Folin’s method of estimating creatinin, 
1284 


phoaphe-uigsti reagent for uric acid, 


Folliclis, vere 
Folliculitis decalvans, 1493. 


Food, arsenical contamination of, 370, 371. 


as a cause of diarrhea, 623, 628. 
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Food, high! eh seasoned, as a cause of cirrhosis 
liver, 700, 701. 
mars in causation of gastric ulcer, 
in Bota to fibrositis, 1368, 1370, 
371 
in relation to gout, 429, 435. 
in relation to urticaria, 1452. 
lead contamination of, 362, 367. 
poisoning, 390-401. 
acute epidemic, 396, 397. 
bacterial, 394; and see Bacterial food 
poisoning, 394. 
bacteriology of, 396-399. 
chronic, 397, 398, 
endogenous, 390-393. 
exogenous, 393, 394. 
staphylococcal, 397. 
toxin, type of, 399. 
preservatives, toxic effect of, 394. 
rashes, 74. 
values cf cerhony drate-conveinig foods, 


Foods, ‘ances reactions to, 751, 752. 
effect of irradiation on, 444, 
in relation to hay fever, 1090. 
sai ais of, 443, 444, 446, 448, 


weceatacacnth disease, 174. 
Foot-drop, in alcoholic neuritis, 1780. 
Foramen magnum, blocking of, in intra- 
cranial tumour, 1542. 
ee patent, 967. 
nosis of, 974. 
Fore ign les in appendix, 676. 
in bronchi, 1143-1146. 
in nose in relation to diphtheria, 100. 
in trachea, 1126, 1127. 
Forest yaws, 256. 
Formalin as cause of dermatitis, 1409. 
Formol-gel test in kala-azar, 253. 
Fortification spectrum of migraine, 1696. 
Forward ene theory of heart failure, 
858. 
Fouadin, 256. 
in achistosomiasis, 311. 
Fourneau ‘‘ 270 ”’ in trypanosomiasis, 260, 
Fourth disease, 285. 
Fowler position in appendicitis, 680. 
in peritonitis, 758 
Fowler’s law of spread of pulmonary tuber- 
culosis, 1192. 
Fractional test-meal, value of, as guide to 
treatment, 568. 
Fractures, in focal osteitis fibrosa, 1381. 
in fragilitas ossium. 1384, 1385. 
in Gaucher’s disease, 834. 
in osteomalacia, 1382. 
of skull in relation to oculomotor nerves, 
1506. 
spontaneous, in aainper NG: steatorrhea, 
6. 


83 
Fragilitas ossium, 1384. 
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Fragility of red cella, 787. Galt in aleoholic neuritis, 1780. 
in acholuric jaundice, 689, 690, 787. in beriberi, 461. 
Frambosla, 225; and see Yawa. in bubonic , 226. 
Freckles, 1490. in cerebral diplegia, 1628. 
Frei’s intra-dermal test for lymphopathia in chorea, 1699, 1700. 
venereum, 184. in disseminated solerosis, 1656. 


Fremitus, hydatid, 1224. 
pleural, 1082. 
various kinds af, 1082. 
Friction, 1082, 1083. 
-fremitus, 1082. 


in Friedreich’s ataxy, 1666. 
in hysteria, 1881. 

in lathyrism, 392. 

in manganese poisoning, 378. 
in myotonia congenita, 1790. 


in acute pericarditis, 958, 959. in paralysis aaa 1670, 1671. 
in acute pleurisy, 1245. in pellagra, 
in chronic pleurisy, 1248. in pseudo-hypertrophic paralysis, 1799. 
in pleurisy, 1082, 1245, 1246. in eee 1771. 
pericardial, in coronary seclusion, 992. ing-sickness, 258. 
pleural, in aortic aneurysm, 10465. Gail biedaee B. ooli infection of, 24, 722. 


pleuro-pericardial, 958, 1246. 
sounds, pericardial, character of, 958, 
969. 
Friedman test for pregnancy, 517. 
Friedreich’s ataxy, 1665-1668. 
sign of pericardial adhesions, 962. 
Frog-face deformity, 1095, 1098. 
Frohlich’s syndrome, 437, 479. 
Froin’s syndrome, 1557, 1720. 
Frontal eonvolution, ascending, localising 
signs of lesions of, 1527, 1528. 
sinusitis, 1091, 1092. sepsis, 24, 723, 7124 
Fritch infiltrat, Redecker’s, 1190. strawberry, 726. 
Fruit as cause of bacterial food poisoning, tenderness in blackwater fever, 248. 


carcinoma of the, 733, 734. 
condition of, in relation to jaundice, 687. 
dyspepsia, 729. 
empyema of, 724, 
gangrene of, 724. 
in pernicious ansmia, 781. 

ection of, in causation of gall-stones, 

728. 
in typhoid, 24, 85, 91, 722, 727. 

infection, sources of, 722, 723, 7128. 
perforation of, in typhoid, 85. 


396. in cholecystitis, 725. 
importance of, in relation to scurvy, X-ray examination of, 725, 726, 731. 
449, 450, 453. and bile-ducts, diseases of the, 722-735. 


tinned, as source of food poisoning, 394. | Galloping consumption, 1193. 
Fruits, anti-scorbutic value of, 449, 450. | Gall-stone colic, 729, 730. 
in relation to diabetic diet, 426. Gall-stones, 728-732. 
Fugue, hysterical, 1882, 1883. achlorbydria and, 565. 
Fulminate itch, 377. swtiology of, 728. 
Funetional disorders of the heart, 875, 876. age-incidence of, 728. 
efficiency of the heart, importance of | as cause of acute intestinal obstruction, 
estimation of, 852. 670. 
nervous disorders, gastric symptoms of, calcium bilirubinate, 689. 
561, 562. cancer as a sequel of, 732, 
Fungi, dermatitis due to, 1432~1441. complications of, 732. 
in relation to pulmonary lesions, 1215- | composition of, 728, 729. 
1218. diabetes complicating, 732. 
pathogenic to man, 185, 390, 391. impaction of, 730. 
poisoning by, 390, 301, 393, 394. in relation to jaundice, 684, 686. . 
Fungicidal dusts, causing mercurial poison- in relation to pancreatic necrosis, 732, 








ing, 377, 378. 737, 738, 739. 
Fungus foot, 189 ; and ace Mycetoma. indications for surgical interference am 
- = 732. 


Funnel breast, 1081, 1082, 1097. ymptoms of, 729-731. 
~shaped mitral valve, 936. issatunent of, 732. 


Funiculitis, endemic, $17. pathology of, 728, 729. 
Fur dyes as cause of dermatitis, 1409. typhoid bacilli i in, 85. 


Furunele, 1424. Gal in chronic rhinitis, 1085. 
a vaccine treatment of, 1425, | Gander cough of tracheal obstruction, 
1819 1124 . 
Gisde banca bodies, 830. 
Gaertner bacilius polsoning, nS 806. Ganglion cells, destruction of, in lethargic 


Gait, cerebellar, 1533. -: _ encephalitis, 1578. 
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Ganglionectomy, lumbar, for erythro- , Gasiric analysis in diagnosis of cholecystitin 


- gyanosis, 1079. 
Gangosa, 228. 
Gangrene in acute appendicitis, 676, 677. 
in acute arteritis, 1030. 
in cholera, 120. 
in diabetes, 417. 
in diphtheria, 101, 103. 
in endocarditis, 915, 921. 
in intermittent claudication, 1041. 
in Monckeberg’s degeneration, 1037. 
in Raynaud’s disease, 1076. 
in thrombo-angiitis obliterans, 10383. 
in thrombosis, 1060, 1062. 
in typhus, 279. 
of extremities in scarlet fever, 72. 
in septic endocarditis, 921. 

of fingers and toes in Rocky mountain 

tick typhus, 274. 
of the lung, 1181; and see under Lung. 
of paratid in mumps, 166. 
of strangulated intestine, 672. 
senile, i on arterial degeneration, 


Gangrenous lesions in agranulocytosis, 800. 
stomatitis, 527, 528. 
in measles, 139, 143. 

Ganser syndrome, 1883. 

Gargoylism, 1850. 

Garland’s dull triangle in pleurisy with 
effusion, 1250. 

Garrod’s thread test in gout, 430. 

Gas ar i risks of CO poisoning with, 


deficient elimination of, 575. 

emboli, from liberation of nitrogen by 
sudden decompression, 333, 336. 

in flatulence, nature of, 576. 

daadon | fibroid changes in lung in, 
1183. 


produced in intestinal carbohydrate 
dyspepsia, 645. 
Gases, poison, in relation to tracheitis, 
1120 


Gas-gangrene antitoxin in acute intestinal 
obstruction, 676. 
Gasserectomy, 1524. 
Gasserian ganglion, alcohol injection of, 
1523, 1524. 
Gassing, 1120, 1121. 
acute tracheitis caused by, 1120, 1121, 
1135. 
as a cause of acute gastritis, 581. 
as a cause of vomiting, 570, 579. 
as cause of bronchitis, 1135. 
in relation to pulmonary tuberculosis, 
1189, 1193. 
pulmonary edema after, 1161. 
Gastrectomy, partial, in cancer of stomach, 
603 


in gaatric ulcer, 506, 597. 
in gastro-jejunal ulcer, 598. - 
in hour-glass stomach, 604. 


and duodenal uleer, 586-597. 
acute, 588. aa 
prognosis of, 588. 
symptoms of, 588. 
treatment of, 588. 
etiology of, 586, 587, 588. 
aneurysm in, 1043, 
carcinomatous developments in, 590, 
599, 600. | 
chronic, 588-590. 
etiology of, 587. ‘ 
complications of, 589, 590. 
criteria of cure in, 593. 
diagnosis of, 589. 
diet in, 592-595. 
familial incidence of, 587. 
frequency of, 564, 587. 
acces for operation in, 596, 
597. 
pathogenesis of, 587. 
sex incidence of, 587. 
symptoms of, 588, 589, 590, 591. 
treatment of, 592-597. 
comparative incidence of, 587. 
hematemesis in, 589, 591. | 
hematoporphyrinuria in, 1293. 
in relation to hour-glass stomach, 
603, 604. 
incidence of, 564. 
position of, as affecting pain, 588. 
pyorrhea as a cause of, 524. 
theories of origin of, 587, 588. 
tubercular, 598. 
crises of tabes, 1646, 1647. 
treatment of, 1651. 
diatheses, 559, 560. 
disorders, causes of, 560-562. 
seborrhea in relation to, 1400. 7 
ferments, absence of, in pernicious 
anemia, 778, 779. 
fever, 78; and see Typhoid fover. ' 
flatulence, 574; a see Flatulence, 
gastric, 574. 
infection, 561. 
influenza, 169, 170, 581. 
irritants, 560, 561. 
juice, bactericidal action of the, 524, 
559 


effect of gastritis on, 562, 563. 

excessive secretion of, 561, 5863, 587; 
and see cel ean hpe 

hyposecretion of, 564; and see Achylia 
and Achlorhydria. 

normal, 559. 

role of, in production of gastric ulcer, 


stimulants of, 586. 
lavage, in acute mercurial poioning, 
375 


in alooholio coma, 357. 
- in chronic gastritis, 586. 
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Gastric mucous membranes, hematopoictic 
fanction of, 566. 
neurotrophic function of, 566. 
putrefaction as a cause of flatulence, 
574. 
stasis, 568, 589, 747. 
symptoms of functional nervous dis- 
orders, 562. 
hysterical, 578, 579. 
reflex, origin of, 562. 
ulcer, chronic, 588-590. 
carcinomatous development of, 590, 
> 596. 
cicatrisation of, oe hour-glass 
stomach, 603, 604 
complications of, 590, 589. 
diagnosis of, 589. 
h of, causing obstruction, 589, 
590. 
incidence of, 586, 587. 
perforated, 589.. 
symptoms of, 588, 589. 
Gastritis, achlorhydric, 584, 585. 
acid, 584. 
acute catarrhal, 581-583. 
phlegmonous, 583. 
suppurative, 583. 
alcoholic, 358, 581, 584, 585, 702. 
chronic, 584-586, 
yorrhoea in relation to, 524. 
dithase suppurative, 583. 
effect of, on gastric secretion, 562, 563. 
on hematopoiesis, 565, 566. 
on nutrition of central nervous system, 
566. 
hematogenous, 561. 
hemorrhagic, from poison gas, 581. 
ulcerative, 563. 
with achlorhydria, 564, 584, 585. 
Gastritis-eancer, 600. 
acaba’ 7 ahaa in cancer of colon, 602, 
5 
megal ¢ anw@mia in, 779. 
reflex, gece activity of, 610, 623. 
Gastrodiscus hominis, 305. 
Gastro-duodenitis, ulcerative, 563. 
Gastro-enteritis from bacterial poisoning, 
399, 400. 
in acute lead poisoning, 360. 
in fungus poisoning, 391. 
in solanine poisoning, 391. 
Gastro-enterostomy, anwmia following, 776. 
seeetroetonny in hour-glass stomach, 


-intestinal allergy, 761, 762. 

cutaneous reactions in, 751, 752. 
geomet gue oy 752. 
- tinal rders as _ predisposing to 

bacterial food poiso , 395. 

in arsenical poisoning, 371. 

in chronic alcoholism, 358, 359. 

in h lastio sclerosis, 1036. 

in letharzio encephalitis, 1578. 


| 
| 
| 
: 
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Gastro-intestinal disorders in subscute 
combined degeneration, 1738. 
infection, acute, 629. 
-intestinal disturbances in acute appendi- 
citis, 677. 
in relation to asthma, 1048. 
-Jejunal and jejunal ulcer, 597, 598. 
-jojunitis, post-operative, 597. 
-~Jejuno-colic fistula, 597. 
~jejunostomy, diarrhosa after, 623. 
in cancer of stomach, 603. 
in pyloric obstruction, 597. 
Gastrop 747, 748. 
positions of norma] stomach in relation 
to, 747, 748. 
treatment of, 750. 
X-Ray diagnosis of, 747, 748. 
Gastrosoopy, 569, 598. 
Gastrostatis, 579. 
Gastrostomy for cesophageal cancer, 558. 
Gaucher’s disease, 834, 835, 1392. 
Gauducheau’s ointment in prophylaxis of 
syphilis, 207 
Gee-Herter disease, 635. 
Gee-Thaysen disease, 635. 
General paralysis of the insane, 1636-1641. 
satiology of, 1636. 
clinical types, 1639-1640. 
course of, 1640. 
dementia in, 1831. 
diagnosis of, 1639. 
juvenile, 1653, 1833. 
Lissauer form of, 1832. 
malaria therapy in, 1640. 
mental symptoms of, 1637, 1638, 
1831-1833. 
pathology of, 1637. 
prognosis of, 1620, 1640. 
symptoms of, 1637-1639. 
treatment of, 1640-1641. 
Wassermann test in, 1630. 
tuberculosis, 35; and see Tuberculosis, 
general. 
Geniculate ganglion, facial paralysis from 
herpes of, 1512, 
Genital mucous membranes, diphtheritic 
infection of, 99, 101. 
organs, defective development of, in 
Fréhlich’s syndrome, 479. 
in cretinism, 495. 
wel Bon Bl myotonica, 1793. 
in virilism, 509, 510 
late development of, in apstinien: 
495 
lesions of, in lymphopathis venereum, 


lesions of, in ulcerating granuloma, 


1500. 
Genitals, eczema of, 1414. 
serpiginous ulceration of the, 1500. 
Genito-urinary conditions in relation to 
asthma, 1148. 
Gentian violet as parasiticide, 307, 324. 


INDEX 
’ Glioma of brain, 1536. 


Gentian violet .in clonorchiasis, 307. 
in strongyloidiasis, 316. 
Gerhardt’s sign, 1128. 
in tubercular cavity, 1199. 
German measles, 143; and see Rubella. 
Germanin in sleeping sickness, 259. 
in trypanosomiasis, 259, 260. 
Gesture e, 1613. 
Ghon’s focus, 1189, 1190. 
Giardia diarrh@a, 267. 
intestinalis, 267. 
lamblia, 267. 
Giddiness in arterial hypertension, 1036. 
- in caisson disease, 336. 
in carbon monoxide poisoning, 380. 
in heart failure, 853, 854. 
in intracranial tumour, 1541. 
with change of posture, 1070. 
Gigantism, 474. 
causes of, 474. 
Gilehrist’s disease, 191 ; 
mycosis. 
Gilles de la Tourette’s disease, 1709, 1834. 
Gingivitis in relation to pyorrhma, 522. 
Girdle sensation in subacute combined de- 
eneration, 1739. 
in tabes, 1643. 
Glaisher hy Coxwell’s balloon ascent, 


Glanders, 69-61. 
Gland-puncture in diagnosis of try panoso- 
miasis, 259. 
Glands, condition of, in glandular fever, 
286, 287. 
enlarged, in lymphopathia venereum, 


and see Blasto- 


in plague, 126. 
in pulmonary tuberculosis, 1192. 
in tsutsugamushi disease, 271. 
mediastinal, 1277. 
excision of, in lymphopathia venereum, 


in diphtheria, 99, 101. 
in measles, 136, 139. 
in Mikulicz’s disease, 806, 845. 
in rubella, 144. 
in scarlet fever, 67, 69, 70, 77. 
in trypanosomiasis, 258. 
in yaws, 226. 
trypanosomes in, 258. 
lymph, in syphilis, 196. 
salivary, in mumps, 164. 
Glandular fever, 285-2838. 
swellings in glandular fever, 286. 
in plague, 125, 126. 
in rubella, 144, 145. 
in scarlet fever, 67, 69, 71, 77; and 
see Adenitis. 
Glans penis, primary syphilitic sore of, 196. 
Glass- 160 


Giénard’s disease, 748; and sce Viscero- 
ptosis. 
Gliob astoma, 1536. 
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Gliosis in syringomyelia, 1727. 

Globulin in urine, 1289. 

Globus hystericus, 1117, 1880. 

Glossina oe a trypanosome carrier, 
palpalis, a trypanosome carrier, 257. : 
swinnertoni, 257. 
tachinoides, 257. 

Glossitis in anemias, 774, 776. 
in Paterson’s syndrome, 546, 547. 
in pellagra, 464 
in pernicious anemia, 780. 
syphilitic, 203. 

Glossopharyngeal neuralgia, 1524. 

Glottic spasm, 1097, 1116, 1117. 

in tetanus, 55. 
in whooping-cough, 110, 111. 

Glottis, in measles, 138. 
in typhus, 278. 
oedema of, in angioneurotic cedema, 


Glove and stocking anzsthesia, 1738, 1880. 
Glucose content in cerebro-spinal fluid in 
meningitis, 1558. 
intravenous, in blackwater fever, 250. 
tolerance in osteo-arthritis, 1360. 
in rheumatoid arthritis, 1351. 

Glycerine, lethal action of, on bacteria, 9. 
Glycogen disease, 692, 693. 
Glycosuria, causes of, 409. 

in acromegaly, 493. 

in brain-stem lesions, 1532. 

in Graves’s disease, 488. 

in relation to blood sugar, 409, 410, 413. 

in sciatica, 1770. 

in subarachnoid hemorrhage, 1590. 

in whooping-cough, 112. 

pituitary gland in relation to, 471. 

renal, 428, 429. 

thyrotoxic, 488. 
Glycuronic acid in urine in jaundice, 685. 
Glyptocranium gasteracantholdes, 328. 
Gmelin’s test for bile-pigment, 685. 
Gnathostoma hispidum, 1498. 
Goat’s milk as channel of infection in 

undulant fever, 128, 130. 

Goitre, 496-498. 

satiology of, 496. 

colloid, 496. 

cystic, 496. 

deficiency factor in, 496. 

aa ar er 486; and see Graves’s 


ase. 

geographical distribution of, 497. 
malignant change in, 497. 

nodular, with hyperparathyroidism, 491. 
parenchymatous, 496. 

pathology of, 496, 497. 

pressing on trachea, 1128. 

pu , 496. 

sporadic, 496. 

symptoms of, 497. 
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Goltre, treatment of, 497, 498. 
Gold, exfoliative dermatitis due to, 1448. 
isoning, effect of, on liver, 696. 
erapy, complications of, 1858, 1354. 
in arthritis, 1353, 1354. 
in Still’s disease, 1366. 
Gold-miner’s phthisis, 1186, 1188. 
Gonadal function, failure of, pituitary in 
relation to, 515. 
eonecceopee preparations, list of, 519, 


Gonadotropins dosage and therapeutics 
616 


A and B, 515. 
prescribing and administration of, 
619, 520. 
Gonads, atrophy of, in Cushing’s syndrome, 


in one saly, 472. 
in pseudo- ermaphroditism, 61], 512. 
in monds’s disease, 478. 
tnaee-devels casa of, in Frdhlich’s 
syndrome, 479, 480. 
Gonococeal arthritis, 23, 1355. 


septicromia, 12, 22. 
Gonococeus, the, 12, 21. 

as cause of septic endocarditis, 22, 23, 

919, 920. 

infection, 21-23. 

Gonococcus infection, results of, 22, 23. 
secondary invaders in, 22. 

Gonorrhea, the painful heel of, 1335. 
Gonorrhoal keratosis, 1466. 

rheumatism, 23, 1355. 

warts, 1482. 
Goodall’s illness of infection, 136. 
Goose-gait with alkaptonuria, 1294. 
Gordon’s sign in spastic para wagon 1718. 
Gothlin’s capillary resistance nee fest, 450 
Goundoun, 227, 228. 
Gout, 429-436. 

acute, 482, 484. 

setiology of, 429, 430. 

alcoholism in relation to, 358. 

and atheroma, 1038. 

baths and waters for, 436. 

chalky, 432. 

chronic, 434. 

classical, 432, 434. 

diagnosis of, 315, 434, 435. 

dietetic treatment. of, 435. 

exciting causes of, 429. 

man = relation to, 1368, 1370, 1371, 

1 : 
in relation to erysipelas, 19, 20. 
interstitial oe in, 1768. 
4 
mental disorders i in, 1843. 
physiology and pathology of, oe 
gnosis of, 435. 
pruritus in, 1402. 
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Gout, pyorrhowa in relation to, 525. 
racial ineidence of, 429. 
symptoms of, 432, 434. 
treatment of, 435, 436. 
ee eat 
changes in chronic pois : 
Gowers, the “‘ tonic atrophy ”’ of, 1746. 
Graafian follicle, hormone of, 514. 
Gradenigo’s syndrome, 1506, 1507. 
Grafting, gland, in Addison's disease, 508. 
Graham Steel] murmur, 937, 941. 
Graham’s method of examining gall. 
bladder, 725. 
Grancher, the “granular breathing ’’ of, 
1198. 


Grand mal, 1683. 
Granular breathing, 1198. 
kidney, terminal infection in, 15, 1319. 
Granules, actinomycosis, 185. 
Granulocytes, 796. 
Granulocytopenia, 799. 
primary, 799; and see Agranulocytosis. 
Granuloma annulare, 1461. 
coccidioidal, 191. 
in American dermal leishmaniasis, 256. 
inguinale, 1499. 
of actinomycosis, 185, 187. 
of Oriental sore, 255. 
of syphilis, 194, 195. 
of yaws, 225. 
the syphilitic lesion a, 194, 195. 
ulcerating, 1499, 1500. 
etiology of, 1499. 
symptoms of, 1500. 
treatment of, 1500. 
venereum, 1499. - 
verruga peruvians a, 132. 
choad infectious, of brain, 1537, 
53 


Granulomatous infiltrations of mycetoma, 
189 


, 383. 


Granulopenia in benzene poisoni 
9-851, 


Graphic methods of cardiac study, 
999. 

Grasping reflex in prefrontal lobe lesions, 
1528. 


Grasset’s tubercle ra 1212. 
Graves’s disease, 486-491 
satiology of, 486. 
anwathetic for operation in, 490. 
basal metabolism in relation to, 487. 
blood-pressure in, 990. 
cardiac manifestations of, 990. 
cervical sympathetic in relation to, 
487. 
circulatory disorders in, 486. 
diagnosis of, 488, 489. 
diarrhoea in, 487. 
heart in, 486, 990. 
in relation to ee gravis, 1794. 
mental disorders in, 1844. 
nervous system in, 486, 487. 
pathology of, 486. 
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Graves’s disease, prognosis of, 489. 
radiotherapy of, 491. 
relapses in, 489. 
surgical treatment af, 480, 491. 
sympathetic aetion on thyroid in 
relation ta, 487. 
symptoms of, 486-488, 
thyroid gland in, 487, 488. 
treatment of, 489-491. 
Greedy bowel, 618. 
Green sickness, 775. 
Greenstick fractures in rickets, 457. 
Grenz rays for lupus, 1462. 
Griffin’s paw hand in progressive muscular 
atrophy, 1746. 
in syringomyelia, 1728. 
Grimacing in chorea, 1699. 
in schizophrenia, 1871. 
Grinders’ rot, 1186. 
Grocco’s triangle in pleurisy with effusion, 


Grocer’s itch, 1409. 

Gros nez, 227. 

Growing pains, rheumatic in nature, 202. 

significance of, 913. 

Growth, abnormal, in acromegaly, 472, 473. 
factors necessary for, 441, 442. 
retarded, in acute poliomyelitis, 1672. 

Growth hormone, prescribing and adminis- 

tration of, 520. 
therapy, 477. 
normal, before and after puberty, 476, 
477. 
retardation of, in pellagra, 465. 
réle of vitamin A in relation to, 442. 

Gualiac test for occult blood, 615, 616. 

Guarnieri bodies in small-pox, 147, 154. 

Guatemala nodules, 318. 

Guinea-worm, the, 318. 
treatment of, 319. 

Gumma in congenital syphilis, 205. 
meningeal, 1632. 
of bone, 196, 203. 

. heart, 976. 

of larynx, 1105. 

of yee, 713, 714. 

of lung, 1218, 

of nose, 1092, 1093. 

of pancreas, 742. 

of pharynx, 543. 

of skin in syphilis, 202. 

of skull, 203. 

of spinal cord, 1684. 

of stomach wall, 599. 

of subcutaneous tissue, 202. 

of testicle, 204. 

of theca, diffuse, 1635. 

of trachea, 1124. 

Gummata in yaws, 226. 
G fae Uses fron in in, 1325. 
ums, blee om, uremia, 132 
blue line on, due to bismuth, 217. 
in lead poisoning, 360, 361, 865, 366. 
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Gums, _ line in mercurial poisoning, 


in infantile scurvy, 454. 
in Bisa to dental hygiene, 52], 
§22. 
in scurvy, 451. 
spongy, bleeding from, 1170. 
euenee pune as cause of empyema, 
54. 
as cause of pulmonary collapse, 1166. 
hemoptysis from, 1170. 
in relation to hamatomyelia, 1734. 
in relation to myelomalacia, 1735. 


** H substance ’’ in relation to vasomotor 
reactions, 1073. 
Habit spasm, 1708, 1709. 
spasms associated with impediments of 
speech, 1618. 
Habitus, hyposthenic, 746. 
phthisicus, 1197, 1206. 
Heemarthrosis in hereditary hmmorrhagic 
states, 817. 
Heematemesis and melsana, 579-~581. 
wtiology of, 579, 580. 
diagnosis of, 580. 
in acid gastritis, 584. 
in cancer of stomach, 580, 601. 
in cirrhosis of liver, 580, 703. 
in duodenal ulcer, 590 
in gastric ulcer, 580, 589. 
in gastro-jejunal ulcer, 597. 
in Spa ag aoe ulcer, 552, 553. 
in portal thrombosis, 721. 
in purpura, 580. 
in relation to menstruation, 579, 
in small-pox, 151. 
in splenic anwamia, 579. 
prognosis in, 580. 
treatment of, 580, 581. 
Heematin, acid, in stools, 616. 
Heomatoma, subdural, 1593, 1594. 
Hematomyelia, 1734-1735. 
Heematopolesis, réle of stomach in, 559, 
565, 566. 
Heomatoporphyrin in stools, 615. 
Heomatoporphyrinuria, 1285, 1293. 
causes of, 1293. 
Hematuria, 1292. | 
causes of, 1292, 1339, 1348. 
from B. coli infection, 25, 26. 
from spider bite, 328. 
in infantile scurvy, 454. 
in kidney tumours, 1344. 
in onyalai, 303. 
in scarlet fever, 71, 72. 
in schistosomiasis, 310. 
in small-pox, 151. 
in typhoid, 84. 
recurring, 26. 
Heemoshromatosis, 707, 708. 
Heomogenia, 8$13.. 
constitutional, 817. 
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pene any. of carbon monoxide 
or, 380. 
content of blood in relation to anoxzmia, 


339. 
derivatives in stools, 615, 616. 
disintegration in blackwater fever, 247, 
248. 
in anoxesemia, 339. 
in congenital heart disease, 970. 
é, normal, 769. 
Variations in, 769, 770. 
ratio, in anzemias, 769, 773, 775, 777, 781, 
783, 786, 792, 794. 
Heemoglobinuria, 1292, 1293. 
epidemic, 791. 
in angino-neurotic edema, 1074. 
in blackwater fever, 247, 248, 249. 
malarial, 246. 
nocturnal, 789. 
paroxysmal, 789, 1292. 
toxic, 1293. 
Heomoglobinuric fever, 246-250 ; 
Blackwater fever. 
Hzmo-hydrothorax, 1259, 1261. 
Heemolysin, production of, in Raynaud’s 
disease, 1292. 
Heemolysis, 5. 
as cause of anwinia, 773, 786. 
immune serum as cause of, 5. 
in blackwater fever, 248. 
in malaria, 241, 243. 
in relation to jaundice, 683, 686, 688, 689. 
in relation to leucocytosis, 787. 


and see 


Hemolytic ansemia, progressive, in septi- 


ceemia, 13. 
organisms, 773. 
Heemopericardium, 963, 964. 
Hemophilia, 818, 819. 
Heomophilus influenza, 133. 
pertussis, 110. 
Hesmophysalis hurnerosa, 273. 
leporis palustris, 273. 
punctata, 324. 
Hesmopneumothorax, 1263, 1264. 
from infection, 1261. 
rue fesis, offecte of gastritis on, 565. 
tion to symptomatic ansjmias, 773. 
PA. factor in relation to, 778. 
spleen in relation to, 825. 
magaiier ss organs, in childhood, lability 


Hsemopoletin (Castle’ s ‘‘intrinsio factor ’’), 


Heemo F 1169-1172. 
setio. of, 1169, 1170. 


oar Sa of, 1171, 1172. 
forme hé 


orme eS séche, 1169. 
from aneurysm, 

in abscess of lung, 1179. 

in actinomycosis, 187. 

in adenoma of any 1142, 
in bronchiectasis, 1 
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Heomoptysis in cardiac failure, 854. 
o disease of pulmonary : » 1055. 
angrene 0 lung, 1169, 11 2, 
eart failure, 854 
in mitral stenosis, 936,. 1171, 1172. 
in paragonimiasis, 1222. 
in pulmonary red nope 1217. 
in pulmonary infarction, 1164. 
tuberculosis, 1169, 1170, 1171, 1193, 
1196. 
treatment of, 1215. 
in ge as is ictero-hamorrhagica, 
parasitic 1222. 
pathology of, 1170, 1171. 
prognosis of, 1172. 
spurious, 1169. 
symptoms of, 1171. 
Hemorrhage or hemorrhages, a3 cause of 
anwmia, 768 
capsular, 1599. 
cerebral, conditions of occurrence of, 
1597, 1598. 
cerebro-meningeal, 1589-1592. 
effects of, 768, 769. 
in acute hepatic necrosis, 697. 
in acute leukemia, 807. 
in acute necrosis of liver, 696, 697. 
in amoebic dysentery, 263. 
in aneurysm, 1043, 1048. 
in aplastio anemia, 785. 
in benzene poisoning, 383, 384. 
in cancer of colon, 659. 
in chronic nephritis, 1320. 
in cirrhosis of liver, 704, 
in diphtheria, 98, 101, 105, 811. 
in duodenal ulcer, 590. 
in essential thrombocytopenia, 814. 
in gastric and duodenal clean. 588, 589. 
in Gaucher’s disease, 835. 
in fromoph kidney, 1318. 
ee 818. 
rplastic sclerosis, 1036. 
in i antile scurvy, 454. 
in jaundice, 684. 
in kala-azar, 253. 
in leukemia, 804, 806, 807. 
in measles, 138. 
in melsesna neonatorum, 813. 
in onyalai, 304. 
in Oroya fever, 131. 
in plague, 127. 
in polycythemia, 794. 
in purpura, 810, 811, 814, 816. 
in quinsy, 535. 
in relapsing fever, 234. 
in relation to anemia, 768. 
in relation to blood-volume, 768. 
in Rocky Mountain tide typhus, 273. 
in scarlet fever, oe 70. 
in scurvy, ig 45 
in small- 150. 
in snake | re 330. 


INDEX 
ictero- ; Halibut-liver oll in rickets, 458. 


Hemorrhage in spirochptosis 
hemorthagica, 232. 
in splenic anemia, 882. 
in subconjunctival, in small-pox, 150. 
in whooping cough, 111, 112. 
in yellow fever, 79. 
intestinal, in amoebic dysentery, 263. 
in oid, 84, 90, 98. 
into spinal cord, 1734. 
ht-headedness ”’ due to, 1843. 
meningeal, 1590 
meningo-cerebral, 1590. 
risk of, in removing naso-pharyngeal 
tumour, 1095. 
shock in, 768, 769. 
subarachnoid, 1589-1592. 
from congenital aneurysms, 1043. 
subdural, 1593, 1694. 
tendency to, in acute infections, 811. 
in jaundice, 684. 
“* the artery of,’’ 1599. 
Heemorrhagic capillary toxicosis, 815. 
diathesis, 580. 
disease of the new-born, 813. 
diseases, 809-820. 
seat pcpenteee! ~ 810, 811. 
capillaries in, 8 
classification of, 809. 
endothelium in, 811. 
form of typhus, 278. 
pleural ons, 1260-1262, 1271. 
states, hereditary, 580, 817-820. 
symptomatic, 811, 812. 
telangiectasia, hereditary, 819, 820. 
Heemorrhagin in snake venoms, 330. 
’ Heamosiderin, 241, 247, 467, 707. 
Heemosiderinuria, 789. 
Hemosiderosis of liver and spleen in 
aplastic ansemia, 785. 
Hemostasis, p bleed platelets in relation to, 


in sisean to purpura, 810. 
Hemothorax, 1261, 1262. 
Haffkine’s method of vaccination against 
plague, 127, 128. 
Hair, arsenic in, in poisoning cases, 372. 
diseases of the, 1492-1494. 
distribution, suprarenal cortex in rela- 
tion to, 509. 
dyes as cause of dermatitis, 1409. 
as cause of lead poisoning, 362. 
early et tags of, in Graves’s disease, 


in acrom 3. 
loss of, nf eee fever, 68. 
after small-pox, 150. 
in congenital sy » 206. 
in kala-azar, 252. 
in leprosy, 122. 
in myxcedema, 493. 
in syphilis, 199. 
in typhoid, 82; and ece Alo 
Haldane’s gas-analysis apparatus, 
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Hallucinations, 1810. 
in alcoholism, 1837, 1838. 
in cocainism, 1841. 
in delirium, 1824. 
in delirium tremens, 1837. 
in epilepsy, 1681, 1836. 
in hebephrenia, 1872. 
in lesions of occipital lobes, 1529. 
in mental depression, 1857. 
in pellagra, 1843, 1844. 
in schizophrenia, 1870, 1871. 
in senility, 1828. 
in uncinate lesions, 1529. 
of epileptic aura, 1681. 
Hallucinosis, acute, 1824. 
alcoholic, 1838. 
paranoid, in mental defectives, 1849. 
Hand, interosseal position of, in paralysis 
agitans, 1670. 
Hand-Schitller-Christian’s disease, 482, 483, 
836, 1393. 
Hand’s disease, 836. 
Hands, eczema of, 1413, 1414. 
in mongol idiots, 1850. 
in syringomyelia, 1729, 1730. 
Handwriting in general paralysis, 1832. 
in paralysis agitans, 1670. 
in schizophrenia, 1869. 
Hanot’s billary cirrhosis, 699. 
Hansen’s discovery of B. lepre, 121. 
Harrison’s sulcus in adenoids, 1097. 
in rickets, 457. 
Harsh breathing, 1082, 1198. 
Harvest mites, 325 
Hatters’ shakes, 376. 
Haustration of colon, 610. 
in colitis, 651. 
Hautmalwarf, 1498. 
Hay asthma, 1151. 
fever, 1090. 
in relation to immunity, 3. 
polypus in, 1090. 
treatment of, 1090. 
Hayem-Widal type of hemolytic anamia, 
789, 790. 

Hay’s test for bile salts in urine, 1293. 
Head injuries, mental symptoms in, 1835. 
retraction in post-basic meningitis, 41. 

saaracar ‘ad arsphenamine remedies, 


after eeileray: 1684. 
after vaccine inoculation, 159. 
as early symptom in typhoid, 81, 93. 
distension, 134. 
in acromegaly, 472. 
in acute poliorayelitis, 1570. 
_in anoxewmis, 340. 
in bacillus coli infections, 26. 
in blackwater fever, 248. 
in caisson » 336. 
in cerebral , 1682, 1633. 
in cash acnal fover, 38, 39, 40, 51. 
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Headache in cholera, 118. 

in dengue, 181. 

in diffuse h: ¢ solerosis, 1036. 

in diphtheria, 99. 

in enterogenous cyanosis, 795. 

in erysipelas, 20. 

in gastritis, 582. 

in iydrooe kidney, 1318. 
ydrocephalus, 1548. 
rane plates re 1068, 1071. 
uenza, 168, 172. 
in intracranial tumour, 1540, 1544. 
relief of, 1544, 1545. 

in lethargic encephalitis, 1578, 1581. 

in malaria, 242 

in measles, 137. 

in migraine, 1694, 1695, 1696, 1697. 

in phlebotomus fever, 180. 

in pituitary lesions, 1534. 

in plague, 126. 

in polycythemia, 793. 

in psittacosis, 175. 

in rat-bite fever, 237. 

in relapsing fever, 235. 

in Roc P Mountain tick typhus, 274. 

in scarlet fever, 65, 71. 

in sea-sickness, 3 342 

in paid Tp! sickness, 258 

in small-pox, 147. 

in spirochatosis 

232. 


in subarachnoid hz=morrhage, 1589, 1590, 
1591, 1592. 

in subdural hematoma, 1594. 

in papas th encephalitis, 1552. 


ictero-h»emorrhagica, 


in ep Dhilitio meningitis, 1566. 

in toxemic kidney, 1300. 

in trench fever, 282. 

in tuberculous meningitis, 1561. 

in typhoid, 81, 93. 

in typhus, 276. 

in uremia, 1325. 

in yellow fever, 178, 180. 

paroxysmal, 1694. 

sick, 1694. 

toxmmic, 11. 

vacuum, 133. 

Heart affections, prognosis in, 859-861. 

treatment in, 861-875. 

alteration of the, eclectro-cardiographic 


diagnosis of, 1022. 
and peere a, diseases - the, 846-999. 


aneurysm of, 965, 966, 99 

beats, aberrant, 847. 
dropped, 883, 887, 904, 905, 906. 
ectopic, 847, 

beefy, 955. 

bilocular, 968, 974. 

broken, 1039. 

ehanges in beriberi, 460, 461. 

chronic vaivular disease of, : 

electrocardiogram of, 1007. 


INDEX ; 


Heart complications in scarlet fever, 72, 78. 

in small-pox, 152. 

conditions, as affected by influence, 170. 
in Graves’s disease, 486. 
in heat hyperpyrexia, 849. 
in plague, 126. 
in rheumatic fever, 290, 291. 

congenital disease of the, 967-975. 

electro-cardiogram of, 1007, 1008. 


in relation to septic endocarditis, 
918. 
contusion of, 966. 
dilatation of the, 954-957. 


stiology of, 916, 954. 
as a re ais of myocarditis, 916, 


com tory, 927, 954. 

conditions of occurrence of, 954. 

consequent on development of new 
rhythm, 954, 955. 

diagnosis of, 956, 957. 

from excessive muscular exertion, 880. 

hypertension in relation to, 904, 995. 
riberi, 460. 

in heat hyperpyrexia, 349. 

in influenza, 170. 

in paroxysmal tachycardia, 892. - 

in pneumonia, 1231. 

in relation to cardiac failure, 954, 955, 

in relation to compensation, 927, 954. 

in relation to fatty heart, 952. 

n . feirtimees 13. 

ag cough, 112, 

phogncel 6 957, 

secondary to hypertrophy, 956. 

symptoms of, 956. 

treatment of, 957. 

disease in relation to mental disorders, 
1846. 
disease and chorea, 1698, 1701. 

and hyperthyroidism, 996. 

in relation to rheumatism, 290, 913. 

hyperthyroidism in relation to, 996- 
998. a 


prognosis in, 859-861. 
treatment in, 861-875. 
disordered action of, 877; and sce Heart, 
irritable. 
displacement of, in hydrothorax, 1260. 
in pleurisy with effusion, 1249, 1250. 
in pneumothorax, 1266. 
in pulmonary fibrosis, 1184. 
duliness in emphysema, 1174. 
in pleurisy with effusion, 1250. 
in pneumothorax, 1266. 
failure, 851-859. 
acute ab gecorery 876. 
ansmia in relation - 856. - 
angina pectoris in relation to, 856. 
auricular fibrillation in relation to, 851, 
856, 897, 898. 
auricular flutter in relation to, BOL. 
causation of, 851. 


Heart failure, con 


INDEX 
Heart, hypertrophy of, treatment of, 057. 


ve, 856, 874. 
thyroidectomy for, 872, 873. 
ee aia 
egrees of, 857. 
hydrothorax in, 1259. 
hypertension in relation to, 994-9986. 
in aortic aneurysm, 1048. 
in chronic myocarditis, 950. 
in coronary occlusion, 992. 
in diphtheria, 98, 100, 102, 1772. 
treatment of, 108, 109. 
in hypertension, 995. 
in hypertrophy, 954. 
in influenza, 170, 178. 
in lobar pneumonia, 1231, 1235. 
in mitra incompetence, 939. 
in mitral stenosis, 928, 936, 987. - 
in myocarditis, 946, 947, 950. 
in paroxysmal tachycardia, 892. 
in pneumonic plague, 126. 
in pulmonary emphysema, 1174. 
in pulmonary incompetence, 941. 
in relation to dilatation, 916, 954. 
in relation to passive congestion of 
liver, 691. 
in renal uremia, 1326. 
in scarlet fever, 69, 78. 
in typhoid, 81, 85, 93. 
left-sided, 857. 
pathogenesis of, 858. 
prevention of, 862. 
prognosis in, 861. 
right-sided, 857. 
symptoms of, 852-858. 
treatment of, 875. 
fatty degeneration of, 951, 952. 
infiltration of, 952, 953. 
fibroid degeneration of the, 949. 
functional disorders of the, 875. 
efficiency of, 851, 852. 
hypertrophy of, 953-957. 
satiology of, 954. 
compensatory, 927. 
conditions of occurrence of, 964. 
diagnosis of, 956, 957. 

- dilatation with, 953, 955, 956. 
electro-cardiogram of, 1005-1007. 
exocentric, 953, 955. 
false, 949. 
hypertension in relation to, 994. 
in aortic incompetence, 934. 
in chronic nephritis, 1310, 1311, 1312, 

1314, 1316. 
in granular kidney, 1318, 1319. 
in mitral incompetence, 939, 940. 
in pulmonary incompetence, 941. 
oxdes of affection of chambers in, 954. 


pathology of, 955. 
pericardial adhesions in relation to, 
physical exertion in relation to, 880, 
prognosis of, 957. 

es of, 955, 956. 
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varieties 0: 
influenzal, 170. 
in hypertension, 994~996. 
setiology and pathology, 994. 
diagnosis of, 995, 996. 
electro-cardiogram of, 995. 
prognosis of, 996. 
symptoms of, 995. 
treatment of, 996. 
in hyperthyroidism, 997, 998, 999, 
infarction of the, 991; and see Coronary 
occlusion. 
irregular action of, 883, 884. 
wtiology of, 888. 
irritable, of soldiers, 877-880. 
massage for affections of the, 864. 
murmurs, effect of auricular fibrillation 
on, 898, 899, 937. 
in acute endocarditis, 915, 916. 
muscle in relation to heart failure, 851. 
refractory period of, 847, 848. 
muscle-fibres, fundamental functions of, 
846-848. 
nervous control of, 848. 
new-growths of, 966, 967. 
physiological points as to, 846-849. 
rheumatic infection of, in childhood, 292, 
913, 914. 
rupture of, 861, 966, 991, 1039. 
sounds in acute endocarditis, 915. 
in acute myocarditis, 946, 
in acute pericarditis, 958. 
in aortic stenosis 931. 
in chronic myocarditis, 950. 
in coronary occlusion, 992. 
in dilatation, 956. 
in fatty heart, 952, 953. 
in fibroid heart, 950. 
in heart failure, 856. 
in hypertrophy, 956. 
in mitral incompetence, 939. 
in pneumo-pericardium, 964. 
strain of, 846-849. 
symptomatic treatment of, 873-875. 
syphilitic disease of, 975-981. 
thrombosis of, 1059, 1060. 
trilocular, 968. 
rognosis of, 974. 
valves, affections of, in relation to 
prognosis, 8860. 
congenital anomalies of, 968, 969. 
in acute endocarditis, 914, 915. 
in chronic endocarditis, 925. 
relative gravity of lesions of, 860. 
supernumerary cusps of, 969. 
syphilitic disease of, 976. ee 
valvular disease of, dental extraction in 
relation to, 525. 
wounds of, 961. 


Heart-block, 904-911. 


Adams Stokes syndrome, in relation to, 
908, 950. 
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Heart-block, atiology thology of, 907. 
arborization sie canes ogram of, 1021 


as a sign of myocardial damage, 909. 
electro-cardiogram of, 1018-1 i. 
auriculo-ven A 905-910. 

grades of, 906, 906. 
bundle-branch, 910, 911. 
complete, 908, 900, 
hing. Seca oO 
in theria, 907, 
in influenza, 907. 
in pneumonia, 907. 
in relation to bradycardia, 882, 
intra-ventricular (arborization), 911. 
partial, 901, 902, 905. 
in auricular flutter, 901, 902. 
pathology of, 907. 
prognosis of, 909. 
sino-auricular, 904. 
symptoms of, "907, 908. 
syphilis as a cause of 907, 909. 
treatment of, 909, 910. 
Heartburn, 552, 571. 
Heat cramps, 351. 
sodium chloride in relation to, 351. 

Heat-exhaustion, symptoms of, 348. 
treatment of, 349. 

Heat-hyperpyrexia, 349, 350. 
treatment of, 349, 350. 

Heat-stroke, etiology of, 346, 347. 
age-incidence of, 347. 
choleraic type of, 350, 351. 
gastric type of, 
pathology of, 347, 348. 
prophylaxis of, 348. 
race incidence ‘of, 347. 
sequels of, 349. 
treatment of, 348, 349, 350. 

Heat-stroke and the effects of heat, 346-351. 

Heaving i aa in hypertrophy of heart, 


Hebephrenia, 1872. 
Hebetude, mental, in 
ascents, 339. 

in myxodema, 493. 

in sea-sickness, 342. 
Hebra’s prurigo, 1454. 
Heel, big, 302. 

painful, 1370. 

Heerfordt’s disease, 532. 
Perera eer in malignant influenza, 


rapid aviation 


Helmitol a coliform urinary infections, 


Haiiediona 3 in vitamin A deficency, 443. 
pir apne mg hysterical, 1880. 
in syringomyelia, 1728, 
1729. 
Hemianopia, in Scomreny, 472. 
in apoplexy, 1601. 
in lesions of occipital lobes, 1529. 
in lesions of temporal lobes, 1530. 
in lethargic encephalitis, 1581. 


INDEX 


asiieaied oe phenomenon, Wernicke’s 


Gisiestaxa 1620. 
Hemiatrophy, facial, 1525. 
of tongue, 1521. 
Hemichorea, 1700. 
empire fog sign of lesion of motor area, 


es relation to, 1039. 
carotid, 1502, 1595. 
from birth injury, 1777. 
from embolism, 1595. 
in apoplexy, 1599, 1600, 1601, 1602. 
in caisson disease, 336. 
in cerebro-spinal fever, 39, 43. 
in diphtheria, 103. 
in lesions of internal capsule, 1530. 
in lethargic encephalitis, 1581. 
in migraine, 1696. 
in septic endocarditis, 921. 
in uremia, 1325. 
infantile, 1626-1628. 
involuntary movements after, 1530. 
order of recovery in, 1602. 
Hemithermanesthesia in syringomyelia, 
1728, 1729. 
Henoch’s purpura, 815-817. 
Hepatic abscess, 263, 264, 709-712. 
efficiency, i mpaired, i in epidemic catarrhal 
jaundice, 32 
function, tests for, 682, 683, 686. 
necrosis, acute, 696, 607. 
and subacute, 695, 696. 
veins, thrombosis of, 691. 
Hepatisation of lung, grey, 1227. 
red, 1227. 
** Hépatisme,’’ 1371. 
Hepatitis, acute infective, 698. 
aleoholic, 699-707. 
amoebic, 264, 708-712. 
chronic amebic, 711, 712. 
diagnosis and treatment of, 712. 
ahha gs of, 711, 712. 
enzootic, 182. 
infective, blood - infections causing, 
3. 
secondary to cholangitis, 693. 
pre~cirrhotic alcoholic, 699, 700. 
Hepato ~ aaa degeneration, 


Hepato-lienal ‘fibrosis, 830. 
Hepatoma, 717. 
Hepatoptosis, 749. 
Hereditary vie ala cd states, 817. 
cdema, 1080 
tranamission of Friedreich’s 
1665, 1668. 
Heredi , factor of, in gout, 429. 
in affective disorders, 1851. 
in h»mmophilia, 818. 
in idiocy, 1847, 1849, 1850. 
in mental deficiency, 1847. 
in obsessional disorder, 1887. 


1673- 


ataxy, 


INDEX 


Heredity in relation to pulmonary tuber- 
culosis, 31, 1188 
in schizophrenics, 1864. 
Heredity and constitution in relation to 
mental disorder, 1806, 1807. 
illness, 1806, 1807. 
and environment in relation to mental 
disorder, 1805, 1808. 
illness, 1808. 
Hermaphroditism, 513. 
adrenal cortex in relation to, 513. 
genetic factor, in 513. 
Hernia - - result of whooping-cough, 
in relation to acute intestinal obstruc- 
tion, 871, 674. 
in relation to peritonitis, 753. 
Herpes gor arsphenamine remedies, 211, 


febrilis, 1467. 
in cerebro-spinal fever, 38. 
in malaria, 242, 243. 
in relapsing fever, 235, 236. 
in ea ictero-hemorrhagica, 
2. 
labialis in acute gastritis, 582. 
in pneumonia, 1229, 1233. 
of geniculate ganglion, 1584. 
facial paralysis from, 1512. 
preputialis, 1468. 
simplex, 1467. 
sairiv cate. hie ps pages 
ztiology an thology of, ; 
and Vevicella, 160, 162, 306. 
caused by arsenic, 1447, 1583. 
from lesion of geniculate ganglion, 
1509, 1584. 
of cornea, 1509. 
of fifth nerve, 1509. 
of ophthalmic division of fifth nerve, 
1584. 
symptoms of, 1583. 
treatment of, 1584. 
Herter-Houbner disease, 635; 
Steatorrhaa. 
Heterophil antibody reaction in acute 
leukemia, 809. 
Heterophyes heterophyes, 308. 
katsuradal, 308. 
Heterophyidiasis, 308. 
cardiac, 308. 
Hexamine as biliary antiseptic, 727. 
value of, in B. coli infections, 28. 
Hexesstrol, 519. 
Hexylresorcinol, 28, 322, 323. 
Hiecough, epidemic, 1272. 
in blackwater fever, 248, 249. 
in lethargic encephalitis, 
1578. 
in uremia, 1325. 
in yellow fever, 179. 


simple, 1272. 
Hiccups in Addison's disease, 505. 


and see 


1272, 
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High tension in relation to electrical in- 
juries, 343. 

Hilar flare, 1201. 
Hill, one his ‘‘ Kata’ thermometer, 
Hill diarrhea, 632. 
Hilum dimple, 1278. 

tuberculosis, 1200. 
Hippocratic fingers, 1375. 
Hippuric acid in urine, 1284. 

test of hepatic function, 683. 

Hirschfeld’s bronchioles, 1190. 
Hirschsprung’s disease, 663. 
Hirsutism in acromegal , 473. 

in virilism, 509. 

treatment of, 510. 
Histaminase, 1073. 
stiererning 7 relation to angio-neuroses, 


the most powerful stimulant of gastric 
juice, 585, 639. 
Piaienene _fenenon in osteo-arthritis, 
shock in snake bite, 330. 
Histiocytes, 825. 
Hoarseness, continued in children, 1110. 
in acute tracheitis, 1121. 
in laryngeal diphtheria, 100. 
in laryngeal paralysis, 1113. 
in laryngeal tuberculosis, 1107, 1193. 
in laryngeal tumours, 1109, 1110. 
in laryngitis, 1099, 1103. 
in thoracic aneurysm, 1048. 
Hodgkin’s disease, 841-844. 
etiological factors in, 841. 
course of, 843. 
diagnosis of, 843. 
Gordon’s biological test in diagnosis 
of, 843. 
mediastinal glands in, 1277. 
pressure by, 843. 
pathology of” 84] 
prognosis of, 843. 
remissions in, 843. 
stages of, 843. 
symptoms of, 841-843. 
treatment of, 843, 844. 
tuberculosis in relation to, 841. 
Hofmann’s bacillus, 97. 
Hégyes’ treatment of hydrophobia, 1587. 
Homogentisic acid, tests for, 418. 
Hone’s disease, 269. 
Hong-Kong foot, 1497. 
Hooklets, hydatid, 715, 1225. 
Hook-worm disease, 320; and see Ancylo- 
stomiasis, 320. ; 
Hormone, satadtyrverepiae: of pituitary, 
preparations, male, 514, 515. 
of sex glands, 514. 
prescribing and administration of, 
18-520. | 


thyroid, 485. 
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Hormone, thyrotrophis, of pitui 471. 
Mormon. ,Adrenotrophis, of pe fa tei 


diabetogenis, of pituitary, 471. 
glycotrophie, of pituitary, 471. 
gonadotro pale, of pituitary, 471. 
growth, of pituitary, 471. 
ketogenic, of pituitary, 471. 
lactogenic, of Po! 471. 
ovarian, list of, 514 
pancreatotropl, of pituitary, 472. 
yrotropic, in myxosdema, 495. 
Horse serum, toxic idiopathy to, 7. 
Hot-cross bun head in rickets, 457, 
Hour-giass stomach, 603. 
Humidity of atmosphere in relation to heat- 
stroke, 347. 
Hunger-pain, 590. 
Hutehinson’s teeth, 205. 
Hyaline degeneration of lymphatic glands 
in Hodgkin’s disease, 841. 
Hydatid cysts, 313, 314, 716, 717, 1224. 
compressing the cord, 1716. 
development of, 318, 314, 716, 717. 
intracranial, 1537. 
of kidney, 1346. 
of liver, 715, 716. 
rupture of, 716. 
of lun 8, 1224. 
of m um, 1282. 
symptoms of, 715, 716. 
treatment of, 717. 
disease, modes of matoonon in, 314. 
of liver, 715. 
of lung, 1224, 1225. 
of pleura, 1268, 1269. 
fluid, 715. 
fremitus, 1224. 
parapleural, 1268. 
Sarre reaction for diagnosis of, 717. 
tarill 16. 
tumour, 7 16. 
Hydatids in relation to jaundice, 684, 716. 
Hydnoearpus oil in leprosy, 123, 124. 
Hydrarthrosis, chronic, 1367. 
intermittent, 1367. 
periodic, ny arith circumscribed cdema, 
1074 


Hydroa sstivale, 1411. 


Powis pani 


hyrinuria in, 1411. 
Hydrocarbons, chlorinated, poisoning by, 


Hydrocele, syphilitic, 204. 
Hydroeephalic ery, the, 1561. 
aor cag 42, 43, 1545-1551. 
etiology of, 1548 
auditory-nerve tumour in relation to, 
1536. 


cerebro-spinal fluid in, 1546, 1547. 
clinical groupe of, 1 
i arr 


ormities " associated with, 


INDEX 


Hydrocephalus, diagnosis of, 42, 1550. 
in cerebro-spinal fever, ity = 43, 52. 
in post-basic meningitis 
nervous symptoms of, 1548-1860. 
operative measures for, 1551. 
pathology of, 1546-1547. 
prognosis of, 1561. 
surgical measures in, 1551. 
symptoms of, 1547-1550. 
syphilis in relation to, 1546, 1566. 
treatment of, 52, 1651. 
Hydrochloric acid in gastrio juice, 559. 
in — to hemoglobin formation, 
55 
in ot to pernicious anemia, 778, 


in treatment of anemias, 788, 822. 
lack of free, in cancer, 589. 
of gastric juice, action of, on bacteria, 
524, 559, 561. 
use of, in chronic gastritis, 586. 
Hydrogen-electrode method of estimating 
reaction of blood, 406. 
piakoaT a concentration of blood, 405, 


7. 
Hydronephrosis, 310, 1341, 1342. 
Hydropericardium, 963. 
Hydrophobia, 1585-1588. 
Hydropneumothorax, 1263. 
Hydrops ete 459. 
congenital, 7 
Hydrothorax, 1380, 1260. 
in heart failure, B54, 855, 857. 
Hymenolepis nana, 31 12. 
Hypereesthesia in hydrophobia, 1586. 
in pre-paralytic stage of acute anterior 
poliomyelitis, 1570. 
in rabies, 1586. 
in tabes, 1643. 
in i seer iad fever, 258. 
of skin, 1401. 
in herpes zoster, 1584. 
pharyngeal, 540. 
right iliac, in acute a epee 677. 
Hyperalgesia in trench fever, 2 
Hyperbilirubineemia, 686. 
in blackwater fever, 247, 248. 
in malaria, 242. 
in Oroya fever, 131. 
in relapsing fever, 235. 
sactboas ror? iy hyperparathyroidism, 
Hyperchlorhydria, 563. 
associated with hypersthenic gastrio 
diathesis, 562. 
in oesophageal ulcer, 554, 
in relation to a and duodenal ulcer, 
563, 564, 589. 
oral sepsis in relation to, 524. 
physiological, 563. 
reflex, 562. 
results of, 563, 564. 
holesteroleemia, 728, 720. 
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Hypescholesterolaamia in myAeieee,s 493. 
Hypercorticalism, 509. 
Hyperglyceemia in anoxemia, 339. 
Hyperidrosis, 1399, 1400. 
caused by arsenic, 1447. 
in erythromelalgia, 1079. 
situations affected by, 1400. 
treatment of, 1400. 
Hyperinsulinism in tumour of islands of 
Langerhans, 737. 
Hyperkeratosis, 1398. 
from arsenic, 1447. 
from bromides, 1447. 
in pityriasis rubra pilarie, 1472. 
of soles in srehical ps poisoning, 1779. 
Hyperkeratotic border of Merk, 465. 
Hypernephroma, 1343. 
Hyperostosis of skull, general, 1379. 
Hyperparathyroidism, 498-500. 
Hyperpiesia, 994, 995, 1036, 1065. 
and relat interstitial nephritis dis- 
ished, 1066. 
causes of eath in, 1068. 
pathogenesis of, 1065. 
relation of, to renal disease, 1065, 1066. 
symptoms of, 1066, 1067. 
Hyperpituitarism in acromegaly, 472. 
Hyperpnaa, 1081. 
in acidzemia, 407. 
in altitude sickness, 339, 340. 
in diabetic coma, 416. 
Hyperpyrex from heat, 349. 
apoplexy, 1601, 1602. 
water fover, 248. 
in erie 121. 
in epidemic diarrhoea in children, 630. 
in influenza, 173. 
in malaria, 242, 243. 
in rheumatic fever, 291, 295. 
in typhus fever, 278. 
Hyper-resonance of chest, 1082. 
Hypermetiene gastric, 563 ; 
perchlorhydria. 
Hyperstheni¢ gastric diathesis, 559, 563. 
in relation to gastric and duodenal 
ulcer, 563, 587. 
short stomach in the, 747. 
Hypersusceptibility, protein, in relation to 
anaphylaxis, 7. 
Hypertension, 1064-1070. 
stiology and pathology of, 1065, 1066. 
conditions of, occurrence of, 1065. 
diagnosis of, 1068. 
effects of, 995. 
essential or primary, 1065. 
heart in, 994-996. 


lycythsmia, 794. 
ae chy 1065, 1067, 1068. 
mental disorders associated with, 1829, 


1830. 
prognosis of, 1068. 
symptoms of, 1066-1088. 
treatment of, 1068-1070. 


and see 
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Hypertensive crises, 1300. 
in suprarenal tumour, 514. 
Hyperthyroidism, 486. 
blood-pressure in, 996. 
formes frustes of, 488, 489. 
in relation to heart disease, 996-998. 
masked, 996. 
Hypertrichosis, 1494. 
in Cushing‘s syndrome, 474. 
in suprarenal cortex hyperplasia, 509. 
meee Orne pemonay osteo-arthropathy, 
Hypertrophy, cardio-vascular, 1036. 
of auricles, 955. 
of the A aaah 953-957 ; and see under 
of left bana in aortic stenosis, 931. 
signs of, 95. 
of the os calels, Cuisai 302. 
Hypnoties, in cardiac disease, 873, 874. 
Hypochlorhydria, 564. 
associated with hyposthenic gastric 
diathesis, 662. 
oral sepsis in relation to, 524. 
results of, 564, 565. 
Hypochondria, prognosis of, 1560. 
Hypocorticalism, 504. 
Hypoderma bovis, 327. 
lineatum, 327. 
Hypoglycemia, 414, 423. 578. 
in Addison’s disease, 506. 
in glycogen disease, 692, 693. 
in tumour of islands of Langerhans, 414, 
737. 
in yellow fever, 178. 
symptoms of, 414. 
treatment of, 414, 423. 
Hypoleukia splenica, 800. 
Hypomania, 1851-1853, 1854, 1856. 
Hypoparathyroidism, 500-503. 
heart in, 998, 999. 
panniculitis associated with, 1369. 
Hypopituitarism, 477. 
in adiposis dolorosa, 478. 
in Fréhlich’s syndrome, 479. 
Hypoprothrombinzmia, 810. 
Hyposecretion of gastric juice, 562. 
Hyposthenic gastric diathesis, long stomach 
in ae 561, 559, 747. 
habitus, 7 
potato | 1070, 1071. 
Hypothalamic activity i in relation to sexual 
precoci 
pituitary sees ATER in relation to 
adiposity, 480, 481. 
in relation to diabetes anetpac ns, 482. 
Hypothyroidism, 492-495. 
anemia due to, 774. 
anidrosis in, 1398. 
ea arias La tal ansmia, 783. 
heart in, 9 
panniculitis eal with, 1369. 
Hypotonia in cerebellar lesions, 1832. 
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Hypoxanthin in urine, 1284. 
Hysteria, 579, 1877-1886. 
etiology of, 1878, 1879. 
conversion mechanism in, 1879. 
course and prognosis of, 1884. 
diagnosis of, 1873, 1883, 1884. 
siege diagnosis from schizophrenia, 
1873, 
disorders of wren ay 1880. 
disorders of sensibility in, 1880. 
in relation to marriage, 1886. 
mental condition of, 1882-1883. 
motor symptoms in, 1881. 
paralyeis i in, 1881. 
diagnosis of, 1881. 
patho logy of, 1879, 1880. 
precipitating factor i in, 1879. 
prognosis in, 1884. 
speech disorders in, 1881. 
suggestion treatment of, 1885, 1886. 
symptoms of, 1880~1883. 
treatment of, 1884-1886. 
visual disorders in, 1880. 
war experiences in relation to, 1879, 
1881, 1882, 1884. 
Hysterical anuria, 1289. 
aphonia, 1115, 1881. 
fits, 1881, 1882. 
se oe diagnosis of, 1688, 1881, 
1882, 
fugue, 1882, 1883. seer 
gastric symptoms, 578, 5 
paralysis, 1881. 
pereonety 1878, 1879. 
polyuria, 482. 
pseudo-constipation, 619. 
spasm of diaphragm, 576. 
of cesophagus, 545. 
tremor, 1881. 
vomiting, 570, 578. 
treatment of, 579. 


Iehthyosis, 1398. 
wtiology and pathology of, 1398. 
eongenita, 1398. 
hystrix, 1399, 1489. 
leteric fever of Carter, 235. 
Icterus, gravis, 696; and see Hepatic 
necrosis, acute. 
neonatorum, 688. 
familial, 688, 689, 788. 


Idiocy, 1846, 1847. 
ee of, 1847. 


amauro tie family, 1624, 1625, 1847, 1848. 


congenital, 1622. 

cretin type of, 507. 
definitions of, 1847, 1848. 
microcephalic, 1622. 


mongol type of, 1849. 
mongolo of, 1849, 1850. 
patholo, 1847. 


restless, a3. 
symptoms of, 1847-1850. 


INDEX 


dioglossia, 1619. 
Daag 1848. 
stasis, diagnosis of, 620. 
aa chronic ap ndicitis, 682. 
stomach, 609, 610. 
lleitis, regional, 647, 648. 
Tleo-czecal region, in relation to spread of 
actinomycosis, 186 
sphincter, role of, in relation to 
infection, 648. 
~colitis, acute, 629. 
in whooping- cough, 112, 113. 
-colostomy for cancer of colon, 660. 
Neostomy for intractable dysentery, 118. 
in ulcerative colitis, 655. 
Ileum, tuberculous ulceration of, 655. 
Ileus, chronic duodenal, 608, 609. 
Imbecility, 1847. 
moral, 1846, 1847. 
Immune bodies in yellow fever, 177. 
sera against meningococcus, 37. 
properties of, 5. 
therapy in murine strains of typhus, 270 
Immunisation, active, 4. 
to scarlet fever, 64. 
to tuberculosis, 1213, 1214. 
Immunity, 3, 4. 
ti err 4 
active, 4 
in relation to vaccine therapy, 4. 
methods of producing, 4, 5. 
after trench fever, 284. 
after virus diseases, 9. 
artificial, 4. 
definition of, 3. 
factors determining differences of, 3. 
in acute poliompalitia: 1588, 
in diphtheria, 106, 107. 
in measles, 140, 141. 
in whooping-cough, 110. 
individual, 3. 
natural, 3. 
passive, 4 
in relation to serum ep ; 
produced by virus diseases, 9. 
racial, 3, 79. 
spleen i in relation to, 825. 
Impetigo, rt ines 1423. 
bullosa, 142 
circinata, 1451. 
contagiosa, 1420-1421. 
as a cause of bald patches, 1498. 
pediculi in relation to, 1421, 1442. 
neonatorum, 1421. 
pityroides, 1423. 
Impotence, in Addison's disease, 505, 
in Cushing’s syndrome, 478, 
in chronic ot aaa leukemia, 805. 
in diabetes, 417. 
in Graves’s disease, 488. 
in Simmonds’s disease, 478. 
in tabes, 1645. 
suprarenal in relation to, 511. 


il 
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Impotenes, treatment of, 515. 
Impulses, obsessional, 1888. 
Inanition, mental disorder in, 1843. 
Inclusion bodies, 8. 
Incompetence, aortic, 932-935. 
causes of, 927. 
mitral, 938-940. 
pulmonary, 941, 942. 
relative, 927. 
dilatation causing, 927. 
tricuspid, 943, 944. 
valvular, 927. 
Inconsistencies and incoherences in schizo- 
phrenia, 1867. 
raconuinenee of urine and feces in epilepsy, 


in cerebro-spinal fever, 51. 
in general paralysis, 1638. 
in lathyrism, 392. 
in lesions of corpus callosum, 1527. 
in lethargic encephalitis, 1581. 
Inco-ordination in chorea, 1697. 
in tabes, 1645. 
Indicanuria, 1285. 
in acute intestinal obstruction, 673. 
in acute peritonitis, 754, 
in heat-stroke, 348. 
test for, 1285. 
Indicator method of estimating reaction of 
blood, 406 
Indigestion, angina mistaken for, 986. 
Indigo-carmine for testing individual 
kidney function, 1288. 
Industrial risks of poisoning, 361 ef seq. 
Infantile eczema, 1412. 
hemiplegia, 1626-1628. 
paralysis, 47, 1568 ; and see Poliomyelitis. 
Infantilism, 476. 
in glycogen disease, 693. 
intestinal, 633. 
with dwarfism, 476. 
Infarct, definition of, 1058. 
heemorrhagic, 1058, 1059. 
pulmonary, characters of, 1163, 1164. 
white, 1058, 1059. 
Infarction of heart, 991; and see under 


Heart. 
of lungs, 854, 1162 ; and see under Lungs. 
Infarets in endocarditis, 915. 
in septic endocarditis, 14, 921. 
of spleen, 827. 
in chronic myeloid leukemia, 803. 
in typhoid, 80. 
pulmonary, in arterial pyxmia, 14. 
in heart failure, 854. 
in typhus fever, 279. 
Infeetion, 1-3, 11. 
as cause of chronic catarrhal colitis, 649. 
onococcus, 21-23. 
immunity as result of recovery from, 4. 
in relation to arthritis, 1350. 
individual reactions to, 2. 
path of, 2. 


1959 


Infection, septic, anemia in, 773. . 
spreading, in intracranial abscess, 1553. 
streptococcus, 15, 16. 
subject of, 2. 
susceptibility to, 2. 

vitamin lack in relation to, 442, 447. 
terminal, 14, 15. 
malecdons, cut local, immune therapy of 


chronic local, vaccine therapy of, 18. 
local, in relation to septicemia, 12. 
thrombocytopenia in, 813. 

toxzmias, mental disorders in, 1842 


1843. 
Infectious diseases, 11~324. 
hemorrhagic tendency, in, 811. 
of doubtful or unknown etiology 
285-300. 
Influenza, 167-173. 
acute pancreatitis in, 738, 
acute tracheitis in, 1120. 
setiology of, 167, 168. 
age-incidence of, 167. 
and cerebro-spinal fever, 40, 46. 
and disseminated sclerosis, 1653. 
and lethargic encephalitis, 1577. 
complications and sequels of, 170, 171, 
056. : 


diagnosis of, 46, 88, 171. 
drug-treatment of, 172. 
febrile type of, 168. 
gastro-intestinal type of, 169, 170. 
general management of, 172. 
immunity after, 4. 
malignant type of, 169. 
mortality, 172. 
myocarditis in, 945. 
nervous type of, 170. 
prophylactic use of vaccines in, 172. 
prophylaxis of, 171, 172. 
respiratory ‘type of, 168, 169. 
secondary infections in, 168, 172. 
streptococcus in, 15. 
i ho do of, 168-170. 
the pandemic outbreak of, in 1918-19, 
167. 
toxic cases, 169, 173. 
treatment of, 171-173. 
tuberculosis following, 170, 1193. 
variations in virulence of type, 167. 
 Infiuenzal heart,’’ the, 170, 171. 
meningitis, 168, 171, 1558, 1564. 
Infundibulum stenosis, 968. 
Inhalations for asthma, 1151. 
for bronchiectasis, 1158. 
for bronchitis, 1132, 1135, 1137. 
for laryngitis, 1100. 
for dulmonary tuberculosis, 1211. 
in tracheitis, 1121. 
Inheritance in relation to tubercular in- 
fection, 31. 
Inhibitions, lessened, in acute alcoholism, 
356. 
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Inman’s clagsification of stages of tuber- 
culosis, 1203. 
Inoculation with small-pox, 
Insanity, see wnder Paybbologioal Medicine 
and Mental. 
Insect bites and stings, 325, 326, 1408, 1441. 
as cause of anaphylactic symptoms, 
326. 
as cause of angio-neurotic odema, 


as cause of cavernous sinus throm- 
bosis, 1061. 
treatment of, 326. 
venom, effects of, 326. 
Insect~borne virus diseases, 9. 
Insomnia in cerebro-spinal fever, 38, 39. 
in influenza, 173. 
in lethargic encephalitis, 1579. 
in pneumonia, 1228, 1234. 
in sleeping sickness, 258. 
2 se fever, 282. 
hus, 276, 278, 279, 280. 
in Hh ow fever, 178. 
Inspection of chest, 1081, 1082. 
Insulin, 412, 421~425, 736. 
action of, in diabetes, 413, 414. 
and dextrose in angina pectoris, 989. 
dosage of, 413, 421-423, 424. 
effects of overdose of, 413. 
in Graves’s disease, 489. 
in heart failure, 869. 
in mental disorders, 1819. 
in relation to the prognosis of diabetes, 
419. 
= cleat aoirey 1876. 
rties of, 412-414. 
protamine, 424, 425. 
Pole of, in body, 412. 
standardisation of, 412, 413. 
thyrotoxine antagonistic to, 488. 
treatment of diabetes by, 421-426. 
with dextrose in necrosis "of liver, 697. 
Intellectual powers, epilepsy in relation to, 
1685, 1836. 
Intelligence tests, 1848, 1850. 
Intention tremor in cerebellar lesions, 1533. 
in cerebral diplegia, 1623. 
in disseminated sclerosis, 1655. 
in Friedreich’s ataxy, 1666. 
Inter-aurieular septum, patent, 967. 
prognosis of, 974. 
symptoms of, 71, 972. 
Intermission of pulse, 8 
Intermittent Savalenicn. 1033, 1041, 1042. 
fever, 238. 
hydrarthrosis, 1367. 
treatment of syphilis, 220, 221. 
Internal —_ ocalisation of lesions of, 
1530. 
interrupted b , 1082. 
Interstitial neuritis, 1768 ; 
Neuritis. 
Intertrigo, 1409. 


and see under 
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Inter-ventricular ate patent, 068. 
prognosis 974. 
symptoms of, 972; and ace Roger’s 

disease. 


Intervertebral disk, rupture of, 1773-1774. 
Intestinal absorption, defective, in idio- 
pathic steatorrhea, 635. 
in sprue, 638, 639. 

results of, 627, 
anthrax, 59. 
antiseptics, 632, 1338. 
carbohydrate dyspepsia, 644. 
flora, 615. 
indigestion, chronic, 633. 
infantilism, 633 
infection in tuberculosis, 30. 
pat oe predisposing to, 
5 


intoxication by B. coli, 24. 
lesions in bacterial food poisoning, 399. 
motor functions, examination of the, 
612-614. 
movements, 610. 
excessive stimulation of, 624. 
obstruction, acute, 670-675. 
parasites causing anemia, 779. 
obstruction, 3238. 
sand, 643. 
sepsis, 676. 
in relation to arthritis, 1390. 
stasis in relation to constipation, 619. 
stricture, congenital, 670. 
spasmodic, 617. 
toxeemia, 397. 
uleers in amoebic dysentery, 263. 
in bacillary dysentery, 115, 117. 
in kala-azar, 252. 
in typhoid, 80, 84. 
WOrms, as cause ‘of appendicitis, 676. 
Intestine, small, conditions in, interfering 
ae absorption of P.A. factor, 
V7 
rotective réle of stomach to, 560. 
In 0s, actinomycosis of, 186. 
albuminuric ulceration of, 1290. 
diseases of the, 609-682. 
examination of the, 611-616. 
functional disorders of the, 617-628. 
divisions of the, 609. 
saa tai from, in paratyphoid fever, 


in typhoid, 80, 83, 84, 90. 
motor functions of, 612-614, 
organic diseases of the, 646-682. 
al tion of, ae 613. paave 
oration of, in ry hrs oid fever, 95. 
a i ee 80, $0, af. 
sign i aie ha of, 117, 616. 


S-Rey_oxemination of, 611, 612, 613, 
Aniertes on: aleoholic, diagnosis of, 356, 


INDEX 


Intoxieation, alcoholie, symptoms of, 356, 


bacterial, 11. 
Intoxications, 3. 
mental disorders in the, 1836-1842, 
Intracerebral administration of anti-menin- 
gococcus serum, 60. 
Intra-cisternal administration of anti- 
meningococcus serum, 50. 
Intracranial abscess, 1552; and see En- 
cephalitis, suppurative. 
blood-pressure, 1541. 
gh: relation to symptoms, 1538, 


increased, causing vomiting, 570. 
tumours, 1535~1545. 
mental symptoms of, 1541, 1827, 1828, 
1834, 1885. 
Intradermal test for small-pox, 154. 
for tuberculosis, 34. 
Intramuscular administration of arsphena- 
mine preparations, 210. 
injection of quinine, risks of, 245. 
use of diphtheria antitoxin, 107. 
of mercurial preparations in syphilis, 
2165, 216. 
Intrathecal administration of anti-menin- 
gococcus serum, 50. 
use of tetanus antitoxin, 56. 
nee injections for bronchiectasis, 
58. 


Intravenous administration of arsphenamine 
preparations, 210. 
use of iodides in on is, 220. 
mercury in syphilis, 215. 
quinine in malaria, 245. 
Intra~-ventricular heart-block, 911. 
electro-cardiogram of, 1021. 
“ Intrinsic factor,’’ absence of, in pernicious 
anemia, 778. 
Intubation in diphtheria, 108, 
in whooping-cough, 114. 
Intussusception, 116, 117, 662, 670, 
671 


acute, 670, 674. 
- chronic, 662, 663. 
Inunction mercurial treatment, 215. 
Involutional affective disorders, 1853. 
ola, 1828. 

Jodamceba biitsehlli, 264. 
Iodide eruptions, 1447. 

of potassium, in actinomycosis, 188, 
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in lead poisoning, 369. 
in syphilis, 220. 
lodides in actinomycosis, 188, 1217. 
in aneurysm, 1050 
in blastomycosis, 191. 
in hyperpietio kidney, 1323. 
in syphilis of liver, 715. 
in syphilitic vasoular disease, 1033. 
risk of, in syphilitio stricture of the 
trachea, 1128. 


196] 
Iodine, ealional, in lethargic encephalitis, 


deficiency as a cause of goitre, 496, 497. 
in rheumatic fever, 295 
nascent, in lupus of nose, 1094. | 

in pulmonary tuberculosis, 1210. 
preparations for syphilis, 220. 
réle of, in thyroid activity, 485. 
use of, in goitre, 497, 498. 
in Graves’s disease, 489, 490. 
Iodism, 715. 
Ionisation treatment of arthritis, 1361. 
of hay fever, 1090. 
Ipecacuanha in amoebic dysentery, 265. 
i ar! as a complication of mumps, 


in Heerfordt’s disease, 533. 
Iridoplegia, reflex, 1507-1508. 
Iris, atrophic changes in, 1508. 
Irish race in relation to tubercle, 31, 1188. 
Iritis due to syphilitic arteritis, 1032. 
onococcal, 22. 
in la dg syphilis, 205. 
in small-pox, 152. 
malarial, 243, 
punctate, in onchocerciasis, 318. 
Iron, assimilation of, stomach conditions 
affecting 559, 665, 568. 
deficiency, symptoms other than anamic 
due to, 77 
deposit of, in hzsmochromatosis, 707. 
in hemorrhagic ansmia, 774. 
in hypochromic anwmia, 774, 778. 
in nutritional anemia, 775. 
in pernicious anemia, 783. 
metabolism ae elimination of, 707. 
poisoning, 821. 
preparations of, choice of, 821. 
in treatment of anemia, 821, 
value of, in anwmias, 775, 821. 
Irradiation of foods, 444. 
Irregular action of heart, 883, 884. 
in auricular fibrillation, 898, 
Irregularity, sinus, 885 ; and see Arrhythmia, 
lrritable heart, 880. 
of soldiers, 877. 
Ischeemic fibrosis, 949, 1036. 
Isogel in constipation, 621. 
Iteh, camel, 325. 
copra, 325. 
dhobie, 1403, 1436, 1497. 


und, 321. 

Itching in atriplicism, 392. 
in iculosis, 1442. 
relief of, 1416. 

Ixodes holosyelus, 324. 
Ticinus, 324. 


Jacksonian fits, 1677, 1679, 1680, 1681. 
for occipital localisation, 1529 


in cerebral syphilis, 1633. 
in intracranial tumour, 1642. 
in lesions of motor area, 1528. 
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zpexaonien eg in lesions of temporal lobes, 
5 
ater syndrome, 1520. 
uet’s erythema ae 1410. 
; tation j in epilepsy, 16 
Jaffe’s test for creatinin, an 
Japanese lacquer, dermatitis from, 1408. 
river fever, 271; and see Tsutsugamusbi 


disease. 
Jargon aphasia, 1611, 1613. 
Jarisch-Herxheimer reaction, 213, 214. 
Jaundice, 683-691. 
acholuric, 689-691, 787. 
after arspbenamine preparations, 210, 
213, 374 
revention of, 213. 
catarrhal, 693-695. 
stiology of, 684, 694. 
diagnosis of, 695. 
in influenza, 170. 
orem pplenomenste hemolytic, 689- 


course of as guide to diagnosis, 687. 
diagnosis of, 685-688. 
differential diagnosis of causes of, 686-688. 
due to ascarides, 323 
feces in, 685, 687. 
familial, 688, 689. 
hemolytic, 683, 687. 
hepatic, 683. 
hereditary, 689. 
in acute necrosis of liver, 696. 
in acute necrosis of pancreas, 738. 
in blackwater fever, 249. 
in cancer of jall-bladder, 734. 
in cancer of liver, 684, 718, 719. 
in cancer of the pancreas, 684, 745. 
in cancer of stomach, 684. 
in cholecystitis, 724. 
in chronic pancreatitis, 741. 
in cirrhosis of liver, 703. 
Fa congestion of liver, 691. 

all-stone , 684, 730. 

eart failure, 855. 
ia hydatids, 684, 715. 
in Hodgkin’s disease, 843. 
in infants, simple, 688. 
in influenza, 170. 
in kala-azar, 253. 
in malaria, 243. 

in the newly born, 688. 

in paratyphoid fever, 95. 
in pneumonia, 1228, 1231. 
in portal pysemia, 14. 
in relapsing fever, 234, 235. 
in Rocky Mountain tick typhus, 274. 
in eae ictero-heemorrhagica, 


in subacute hepatic necrosis, 697. 
in suppuredye pylephlebitis, 722. 
in syphilis sales 18, 714, 

in typh us fever, 2 

in yellow fever, i. 
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Jaundice, tnfestive, 698. 
leptospirosis and, 229, 230. 
mental symptoms in, 1846. 
obstructive, 683, 684, 685. 
from intestinal worms, 323. 
pathology of, 683, 684. 
pruritus in, 685, 1397, 
recognition re 685, 686. 
spirochetal, 2 
symptoms of, O84, 685. 
pes tic, 713. 
iene: 211, 213, 374. 
in trinitrotoluene poisoning, 386. 
treatment of, 688. 
urine in, 684, 685. 
van den Bergh reaction in, 685, 686. 
Jaw, affection of, in actinomycosis, 186. 
fixation of, in septic throat or teeth, 55. 
volun: in acute dilatation of stomach, 


Jelly-fish ae 332. 
Jenner and vaccination, 157. 
Jews, frequency of amaurotic familial 
idiocy in, 1624. 
of chorea among, 1698. 
of diabetes mellitus among, 408. 
of pentosuria in, 429. 
of polycythemia vera among, 793. 
of suprarenal cortical hyperplasia 
among, 509. 
Antvedveney of pernicious anemia among, 


lia bilit 
to urence-Moon-Biedl 
480. 
to Niemann-Pick’s disease, 835. 
to thrombo-angiitis obliterans, 1033. 
relative immunity of, to pulmonary 
tubercle 31, 1188. 
Joffroy’s sign in Graves’s disease, 487. 
Joint effusions (pseudo-arthritis), 1367. 
lesions in undulant fever, 129. 
pains in Henoch’s pa pare. 816. 
in rat-bite fever, 23 
in rheumatic fever, 289. 
in septicemia, 13. 
in undulant fever, 129. 
in yaws, 226. 
swe eee toxic rashes, 


of, to Gaucher’s disease, 834. 
syndrome, 


symptoms in serum sickness, 8. 

Joints, affections of, in hemophilia, 818. 

in syphilis, 200, 202, 2038, 206. 
diuenace of the, 1850-1374. 
effusion of fluid into, 1367. 
hemorrhages into, in hemophilia, 818. 
saat of examination of, in arthritis, 
5 

Jousset’s “‘ inoscopy,’’ 1252. 

Jugular pulse in heart disease, 850. 
veins, psig of, in auricular fibrille- 


caveat Soda: 228, 229. 
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Kabure disease, 310. 
Kafindo, 303. 
Kahlér’s disease, 1390. 
Kahn reaction in glandular fever, 287. 
: for pave 196. 
- 45 ¢ 


Kanyemba, 804. 
Kaolin in acute diarrhea, 627. 
Kaposi, muliple idiopathic sarcoma of, 


** Kata ’’ thermometer, Hill’s, 347. 
Katayama disease, 310. 
lamas in relation to schistosomiasis, 
nosophora ‘in relation to schistosomiasis, 
309 


Kayser-Fleischer zone of corneal pig- 
mentation, 1673. 

Keloid, 1486. ~~ 

Kendal’s fever, 176. 

peranael® mee in African trypanosomiasis, 


Kerasin, 834. 
Keratinisation in vitamin A deficiency, 442. 
Keratitis in congenital syphilis, 205. 
in onchocerciasis, 318. 
in small-pox, 152, 156. 
Keratodermia blennorrhagica, 1357. 
Keratoma, senile, 1482. 
Keratosis, follicular, in scurvy, 451. 
gonorrheal, 1466. 
pharyngis, 541, 542. 
Kerion ecelsi, 1434. 
Kernicterus, 1675. 
Kernig’s sign in acute poliomyelitis, 1570. 
in cerebro-spinal fever, 38. 
in lethargic encephalitis, 1581. 
in meningeal spirochztosis, 233. 
‘* Kerose,’” 1401, 1430. 
Ketonuria, 1294, 1295. 
causes of, 1294. 
testa for, 1295. 
Kotosis, 407, 410. 
Kharophen, 214. 
Kharsivan, 208. 
Kharsulphan in syphilis, 208. 
Kidney, adeno-carcinoma of, 1343. 
adenoma of, 1343, 
amyloid infiltration of, 1040, 1328. 
atheromatous, 1320 
benign growths of the, 1343. 
blastomycosis of, 191. 
the cardiac, 1297. 
circulatory disturbances of, 1297, 1298. 
coliform infection of, acute, 25. 
congestion of, 1297, 1298. 
cysts of the, 1345, 1346. 
e hyperplastic arteriolar sclerosis 
of, 1316. 
diphtheritic lesions of, 98. 
disease in relation to cirrhosis of liver, 
705. 


196: 


Kidney diseases, classification of, 1299, 
diseases of the, 1288-1349. 
dysembryomata of, 1343. 
fibromata of, 1343. 
function, estimation of, 1286-1288. 
function of individual estimation of, 

1287, 1288. 
granular, 15, 1317. 
hypernephroma of, 1343. 
hyperpietic, 1319, 1320. 
in relation to regulation of blood, 406. 
infarction of, 1058, 1059, 1298. 
in septic endocarditis, 921. 
lardaceous disease of, 1328-1330. 
large white, 1309. 
lesions of, in blackwater fever, 247. 
in diphtheria, 98. 
in gout, 432. 
in ad ae aaa 498, 499. 
in malaria, 241. 
in malignant hypertension, 1067, 1068, 
in eee ictero-heamorrhagioa, 
in yellow fever, 178. 
malignant tumours of, 1343-1345. 
movable, 1346-1349. 
polycystic disease of the, 1345, 1346. 
sareoma, 1343. 
secondary contracted, 1309. 
senile, 1320, 1321. 
symptoms in septic endocarditis, 921. 
toxemic, 1299, 1301. 
tubereulosis of the, 1336, 1337. 
tumours of the, 1343-1345. 
waxy, 1328. 
disease of arterioles of, 1040, 1329. 
Kidneys, uratic deposits in, 432 
Kiesselbach’s area, common source of 
epistaxis, 1088. 
King’s yellow, 371. 
Kink, pelvi-rectal in relation to megacolon, 
664. 

Kinking of ureter, 1347. 

Kinks, intestinal, in visceroptosis, 748. 

Klebs-Loeffler bacillus, 96, 97. 

Kline reaction for syphilis, 196. 

Klumpke’s palsy, 1759, 1777. 

from birth injury, 1777. 

Knee-jerks, in beriberi, 460. 
in diabetes, 417. 
in heat hyperpyrexia, 349. 
in tabes, 1642, 1644. 

Knife-rest crystals in urine, 1285. 

Knoppe spider, 328. 

Koch, J., and the B. tuberculosis, 1189. 

Koch’s bacillary emulsion, 1211. 
comma vibrio, 119. 
subcutaneous test for tuberculosis, 33. 
tuberculins, 35, 1211. 

Kollonyehia, 547, 776. 

Koplik’s spote in measles, 136, 140. 

Korsakoff’s syndrome, 359, 1781, 1825, 

1826, 1838, 1842. | | 
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Korsakoff’s syndrome, not confined to Laeeeeel Seetions in small-pox, 149, 152, 


alcoholics, 1825. 
len dager of, 1825, 
Krait bites, 33 
Kronig’s echo, 1198. 
in oe 
in Cushing’s baso ai hilism syndrome, 475. 
in osteo-arthritis ypertrophica, 1359. 
in rickets, 457. 


Labia, primary syphilitio sore of, 196. 

Labio-glosso-pharyngeal 1747. 

Laboratory workers, liabilit , to un- 
dulant fever and tu er 130. 

palyrin, mvowenen of, in scarlet fever, 
7 


Labyrinthine vertigo, 1517; and see 
Méniére’s disease. 
ene Soa swelling of, in mumps, 


Lacquer, Japanese, dermatitis from, 1408. 
Lactation, mental disorders associated 
with, 1845. 
psychoses of, 1845. 
Lacteal obstruction, results of, 636, 637. 
Lactic acid in resting juice in cancer of 
stomach, 602. 
Lactoflavin (riboflavin), 448. 
Lactose, tests for, 418. 
Lactosuria, 429. 
Ladder diet for diabetes, 421, 422. 
Laelaps australicensis, 270, 
Laennec’s cirrhosis, 700. 
“ perles ’’ in asthma, 1150. 
in bronchitis, 1138. 
Lzevulose, tests for, 418. 
olaranee Pa of hepatic function, 682, 


Leevulosuria, 429. 
Lake’s mixture for local use in laryngeal 
tuberculosis, 1108. 
» 1618. 
Lamblila intestinalis, 267; and see Giardia. 
Landry’s paralysis, 1785, "1788, 
Lange’s collo! gold test in disseminated 
_ sclerosis, 1657. 
miter of nervous system, 1558, 
1639, 1 630. 
ee. islands of, in diabetes, 410, 
» 415. 
structure of, 412. 
tumours a 414, 


9. 

Lardaceous disease, 1328-1330. 

following empyema, 1256. 

in bronchiectasis, 1156. 

in chronic tuberculosis, 1202. 

of arteries, 1040. 

of spleen, 1040. 

ns, 1498. 
affections in a 104. 
in measles. 128, 14) 


ad 


in icon: cough, 123. 
aay i in small-pox, 149. 
in tabes, 1647. 
treatment of, 1651. 
diphtheria, 100, 104, 108. 
mortality of, 105. 


nerves, thoracic 


on, by 


obstruction, causes of, 104, 1085. 
paralysis, 1112-1116, 1618, 1519. 
abductor, 1113. 
adductor, 1115. 
stiology of, 1116. 
bilateral recurrent, 1113. 
diagnosis of, 1113, 1114. 
functional, 1115, 1116. 
in mediastinal tumour, 1280. 
gnosis of, 1115. 
fotal recurrent, ae 
treatment of, 1115 
varieties of, 1115, 1116, 1519. 
signs of aortic aneurysm, 1045, 1046. 
spasm, death from, in whooping- -cough, 
113. 
spasms in hydrophobia, 1586. 
stridor, congenital, 1104. 
symptoms in chronic arsenical poisoning, 
372. 


in influenza, 169. 
in measles, 138, pare 
ulceration in one oe fever, 95. 
in typhoid fever, 
ri C, 1105. 
tu reulous, 1106, 1107. 
Laryngectomy, indications for, 1112. 
Laryngismus stridulus, 1117, 1138, 1785. 
setiology of, 1117. 
in relation to adenoids, 1097, 1117. 
in rickets, 457. 
symptoms of, 1117. 
treatment of, 1117, 1118. 
gitis, acute, in children, 


acute catarrhal, 1099, 1100. 

ehronie, 1102-1104. 

diagnosis of, 104. 

in measles, 138, 142. 

membranous, 1102. 

cdematous, 1101, 1102. 

sicea, 1103. 

spasmodic, 1100. 

stridula, 1100. 
in relation to adenoids, 1007, 1100. 
hilitic, hoarseness in, 1105. 

tuberculous, 1106. 

Laryngo-fissure, indications for, 1112. 
baa het acute fulminating, 


1099, 


INDEX 


Larynx, rreasee of the, in typhoid, 80, 
angiomata of, 1109. 
angio-neurotic cedema in, 1101. 
ehondroma of, 1109. 
cicatricial stenosis of, 1118, 1119. 
cysts of, 1109. 
diphtheritic infection of, 98, 100. 
diseases of the, 1099-1119. 
epithelioma of, 1110, 1111. 
fibroma of, 1108, 1109. 
lipoma of, 1109. 
lupus of, 1106. 
malignant tumours of, 1110-1112. 
Krishaber’s classification of, 1110. 
multiple papillomata of, 1110. 
myxoma of, 1109. 
necrosis of, in amall-pox, 152. 
earn 1101. 
ema of, in erysipelas, 20. 
papilloma of, 1109. 


ers dm of, 1112-1116, 1514. 
perichondritis of, 1118. 
spasmodic affections of, 1116-1118. 
syphilis of the, 1105, 1106. 
syphilitio stenosis of the, 1105, 1118. 
tuberculosis of, 1106-1108, 1193. 
tumours of, 1108-1112. 
Latah, 301. 
Lateral bands, in pharyngitis, 538, 641. 
recess, raga symptoms of lesions of 
5365. 
neurofibromata of, 1535. 
sinus, thrombosis of, 71 1060. 
Lathyrism, 391, 392. 
Lathyrus sativus, eating of, the cause of 
lathyrism, 391. 
Latrodectus concinnus, 328. 
geometricus, 328. 
hasseltii, 328. 
indistinctus, 328. 
mactans, 328. 
Laurence-Moon-Biedl syndrome, 480. 
Laveran’s work on malaria, 238. 
Laverania malariz vel preecox, 239; and 
see Plasmodium faloai m. 
Lead, abortifacient uses of, 362. 
elimination of, 368, 369. 
acidosis in relation to, 368. 
exoretion of, 363. 
for aie against X-ray injury, 853, 
55 


Lead, colic, 360, 361, 365, 368, 675. 
encephalopathy, 364, 366, 368. 
in healthy urine, 363. 
neuritis, 361, 1789; and see under Neuritis. 
occupational risks from, 361, 362. 
palsy, 363, 365. 
poisoning, 360-370. 
accidental causes of, 362. 
acute, 360, 361. ; 
status epilepticus in, 1688. 
alcoholism predisposing to, 361. 
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Lead poisoning, and atheroma, 1088, 
antidote to, 361. 
chronic, wtiol of, 361, 362. 
pathology of, 362-364. 
prognosis of, 364, 366. 
prophylaxis of, 366, 367. 
symptoms of, 364, 366. 
trades liable to, 361, 362, 364. 
treatment of, 366-369. 
poisoning, chronic, clinical history of, 364. 
- diagnosis of, 366. 
mental disorder in, 1842. 
occupational, prevention of, 368, 367. 
poisoning, enterospasm in, 865, 868, 617. 
pour in relation to, 364, 430. 
igh areal omgishd in, ie 
in relation to arterial hyperplastic 
sclerosis, 1085. 
mental disorder in, 1842. 
sources of, 361, 362, 364. 
storage of, in the body, $63. 
tetra ethyl! poisoning, 369, 370. 
Leads in electro-cardiography, 1000, 1001. 
League of Nations Health Organisation 
programme for treatment of 
syphilis, 220, 22). 
Leber’s type, of familial optic atrophy, 
Lederer, acute hemolytic anzomia of, 789. 
Leeches for pain of pleurisy, 1246. 
for ive hyperemia of lung, 1161. 
in di ee of right chambers of heart, 


Lees’ ear Te treatment of tuberculosis, 
Leishmania braziliensis, 256. 
donovani, 251. 
infantum, 251. 
tropica, 255. 
Lelshmanijal parasites, 251. 
Leishmaniasis, 251-257. 
American dermal, 256, 257. 
post-kala-azar dermal, 253. 
Lemons, anti-scorbutic value of, 449, 450. 
Lenticular degeneration, chronic, cirrhosis 
of liver in relation to, 701. 
hepato-, 1673. 
ganglion, oa Natl to, results of, 1505, 
opacities in hypoparathyroidism, 501. 
progressive, 1673. 
Lentigo, 1490. 
Leonine facies of leprosy, 122. 
Leontiasis ossea, 1379. 
Lepothrix, 1441. 
Lepra reaction, treatment of, 124. 
Leprosy, 121-124. 
setiology of, 121. 
Asturian, 463. 
anssthetic, 122, 123, 1397. 
cutaneous, 122. 
diagnosis of, 123. 
distribution of, 121. 
eruption in, 122. 


1966 


» mixed, 123. 
mode of spread, 121, 122. 
nerve, 122. 
nodular, 122. 
of trachea, 1125. 
pathology of, 121, 122. 
prognosis in, 123. 
prophylaxis in, 123. 
symptoms of, 122, 123. 
tranamissible only to man, 121. 
treatment of, 123, 124. 
tuberculous, 123. 
Leptazol in heart disease, 868. 
Leptomeningitis, 192, 1556, 1631. 
0. 


grippo-typhosus, 220, 230. 
hebdomadis, 229, 2 30. 
pyrogenes, 230. 
strains of, 229, 230. 
Leptospira ietero-hsemorrhagiz 229, 230, 


Leptospirosis, 229, 230. 
and jaundice, 229, 230. 


clinical picture of, 229. 
without jaundice, 230. 
Lethargie encephalitis, 1576 ; 
Encephalitis, lethargic. 
Lethargy in lethargic encephalitis, 1579. 
in :apid aviation ascents, 339. 
in sleeping sickness, 258. 
Leucin in pancreatic cysts, 743. 
in urine, 1297. 
in pala ot er 705. 
in erysipelas, 697. 
in ieee mia. 697. 
in necrosis of liver, 697. 
in small-pox, 697. 
in typhoid fever, 697. 
Leucobilin in sprue, 639. 
Leucocyte count in leuco-erythroblastio 
anemia, 783 
in prognosis of septicemia, 13. 
Leucocytes, differenti count of, 796. 
in gastric “‘ resting-juice,”’ 567. 
in relation to immunity, 796, 797. 
normal number of, 796. 
role of, 796. 
varieties of, 796. 
Leucocytosis, 796, 797. 
in abscess of lung, 1179. 
in acholuric jaundice, 690. 
in acute ap Ls eos 678. 
in acute endocarditis, 916. 
in acute poliomyelitis, 240. 
in amoebic shacees of the liver, 710. 
in bacillary dysentery, 117. 
in Srever oF fever, 38, 40. 
in cholera, 
in diphtheria, "01. 
in diverticulitis, 661. 
in empyema, 1257. 
in filariasis, 317. 


and see 


ee 
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Leucocytosis in glandular fever, 286 
fy out, 432. 
odgkin’s disease, 843, 
fi leptospirosis, 229. 
in leukemia, 802, 804, 806. 
in lobar pneumonia, 1229, 1236. 
in measles, 136, 138. 
in mumps, 164. 
in the new-born, 796. 
in Oroya fever, 131. 
in Eeinepivas abscess, 1335. 
in plague, 126. 
in polycythemia, 794. 
in preg. » 796. 
in py 331. 
in noes fever, 235. 
in rheumatic fever, 290. 
in Rocky Mountain tick typhus, 274. 
in scarlet fever, 68. 
in septic endocarditis, 919, 922. 
in spirochestosis, 232, 233. 
in suppurative encephalitis, 1552, 
in suppurative pylephlebitis, 722. 
in syp 201. 
in trench fever, 283. 
in tuberculous meningitis, 48. 
in typhoid, 83, 85. 
in typhus, 278. 
in whooping- cough, 111, 113. 
neutrophil, 7 
pathological, causes of, 796. 
physiological, 796. 
stimulants of, 17. 
Leucodermia, 1490. 
in the tropics, 1494. 
syphilitic, 198. 
Leucopenia, 799. 
causes of, 799. 
conditions of occurrence of, 799. 
in benzene poisoning, 383. 
in dengue, 181]. 
in influenza, 170. 
in kala-azar, 253. 
in measles, 138. 
in phlebotomus fever, 181. 
in relapsing fever, 235. 
in telation to bacterial attack, 709. 
in typhoid, 85. 
in typhus, 278. 
primary splenic granulocytopenic, 800. 
Leuecoplakia, 203, 204. 
Leukes 802-809. 
acute, i 
satiology of, Sere 
anginal type of, 807. 
diagnosis of, 808, 809. 
experimental, 802. 
hematology and sdiere of, 808. 
hemorrhagic type of, 807 
leucopenic eases of, 808. 
and treatment of, 809. 
806-808. 


symptoms of, 
tumours in, 807, 908. 


INDEX 


Leukeomia, rss Be of, 802. 
pane poseeriarht 


end iymphedenoms cu cutis, 1480, 
acid in, 43 

shicale lymphatic, 08, 806. 
myeloid, 803-805. 

classification of, 802, 803. 

cutis, 1480. 

bacco pay 797, 798. 

leucopeniec, 806. 

mixed, 784. 

monocytic, 802, 833. 

myelocytic, 803. 

pruritus in, 1402. 

relation of, to neoplasms, 802. 

spleno-medullary, 803. 

ayaproms of, 104, 803, 804, 805, 806, 807, 


terminal infection in, 15. 
treatment of, 804, 805, 806, 809. 
types of, 802. 
Leukaneemia, 783, 784. 
Leukosis, 802. 
Levator ani muscles in relation to constipa- 
tion, 622, 
in relation to visceroptosis, 750. 
Levi-Loraine syndrome, 476. 
Lice in relation to relapsing fever, 234, 235. 
in relation to trench fever, 281, 284. 
in relation to typhus fever, 276, 280. 
Lice-borne relapsing fevers, 235. 
Lichen obtusus, 1474. 
pilaris, 1474. 
planus, 1473-1475. 
stiology, 1473. 
annularis, 1474. 
atrophicus, 1474. 
hypertrophicus, 1474. 
linearis, 1474. 
verrucosvs, 1474. 
serofulosorum, 1463. 
simplex chronicus of Vidal, 1474. 
spinulosus, 1474. 
Lichentfication in pruritus, 1403, 1414, 1419. 
of anus and vulva, 1414. 
‘Ligaments, fibrositis of, 1369. 
Ligature of arteries for anourysm, 10650, 
1051, 1052. 
of veins for aneurysm, 1051. 
Lightning pains in subacute combined 
degeneration, 1738, 1742, 
in syphilis, 200. 
in syringomyelia, 1729. 
in tabes, 1642, 1646, 1649. 
treatment of, 1651. 
-atroke, death from, 345. 
injuries in, 344, 345, 346. 
Limnewa trupcatula in relation to fascioli- 
asis, 305. 
Linea atrophiez i in typhoid, 86. 
Linese wri nese in Cushing’s syndrome, 


Linguatula serrata, 325. 
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Lipeemia in diabetes, 416, 

retinalis, 417. 

retinal vessels i in, 416. 
Lipase, 737. 
Lipiodol, intrathecal injection of, for 

diagnostic p » 1722, 

use oS a diagnosis of bronchiectasis, 

use of, Pe cigncets of tumours al lung, 
Lipodystrophia progressiva, 439. 

symptoms of, 439. 


Lipoma of skin, 1437. 
Lipomata in adiposis dolorosa, 478. 
Lipomatoses, the, 439, 440. 

sites of fatty deposit in, 440 
Lipomatosis, nodu sieumsclibed. 440. 

of the neck, diffuse symmetrical, 440. 
esa ‘ type. f general 

uer of gener ralysis, 1639. 

Litten’s sign in cieurel Hr 1248 
Little’s se ed = aoa nion site of epistaxis, 


disease, 1621, 1622. 
Liver, actinomyeosis of, 186. 
acute and subacute necrosis of, causes of, 
695, 696. 
necrosis of, 696, 697. 
symptoms of, 696, 697. | 
yellow atrophy ‘of, 806 ; and ace Liver, 
acute necrosis of. 
amobie abscess of, 263, 264, 709~711. 
and oe treatment of anamia, 821, 
«B22, 
as store-house of vitamin A, 442, 
attacks, 700. 
cancer of, 602, 717-720. 
stiology and pathology of, 717, 718. 
diagnosis of, 719, 720. 
primary, 717, 718. 
prognosis of, 720. 
secondary, 718. 
sites of, 717, 718. 
spread of, 717, 718. 
symptoms of, 718, 719. 
treatment of, 720. 
tumour in, 719. 
cells, necrosis of, 696. 
cirrhosis of the, 698. 
wtiology of, 701. 
age- -incidence of, 701. 
alcohol in relation to, 358, 701, 702. 
associated with chronic lenticular 
degeneration, 701. 
with splenic ansmia, 701, 839. 
biliary, 698. 
compensatory portal circulation in, 
702. 
diagnosis of, 705, 706. 
forms of, 698. 
eographical distribution of, 700, 701. 
Deatatanicsia s in, 579, 703. 
heematoporphyrinuria in, 1205. 
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Liver cirrhosis in ohildren, 700. 


in chronic alcoholism, 358. 
in clonorchiasis, 307. 
in he epato- lenticular degeneration, 


in rede 262. 
in relation to hzamochromatosis, 707. 
in schistosomiasis, 309. 

mapa rat ae ansemia in, 780. 

tilobular, lad 

not n coholio, 701. 
pathology of, A 699, 701, 702. 
pericellular, 698, 712. 
perilobular, 698, 699. 
poisons in relation to,701, 702. 


portal, 700. 
obstruction in relation to, 702, 704. 


prognosis of, 706. 
symptoms of, 702-705. 
syphilitic, 712-715. 
terminal infection in, 15. 
treatment of, 706, 707. 
tuberculous disease with, 706. 
conditions of, in relation to jaundice, 687. 
congestion of the, 691, 692. 
diseases of the, 682-720. 
megalocytic anwmias in, 780. 
dullness in acute peritonitis, 754. 
enlarged, in acute necrosis, 697. 
in cancer, 718. 
in cirrhosis, 702, 703. 
in congenital syphilis, 712, 713. 
in co n, 691. 
= epidemic catarrhal jaundice, 698. 
oe 8 disease, 834 
cogen disease, 693. 
in glycogen and abscess, 709. 
ansemias responding to, aoe 
779-780, 
in hemorrhagic scarlet fever, 78. 
in pellagra, 448 
in sprue, 641. 
extracts, preparations of, 821. 
fatty degeneration of the, in ackee poison- 


I i 
fibrosis of, 7 
7 718, 714. 
obnailed, 702. 
in 7 aia degeneration, 
1673. 
hydatid of the, 315, 715-717. 
hydatid abscess of, 716. 
fin amebio hepatitis and abscess, 710, 
in blackwater fever, 247. 
in heart failure, 854, 855. 
in Hodgkin's 8 disease, 841. 
in hydatid disease, 314, 315. 
in malaria, 241, 
relation to metabolism, 394, 395. 


in 
in amall-pox, 147. 
in spirochatosis ictero-hamorrhagica, 


INDEX 
Liver, infections of, 693. 
inf 


ammation of, 698. 
lesions of, followi arsphensmins treat: 


ment, 218, 213. 
y: » 268, 264, 265. 


in amobio dysan 
in ancylostomiasis, 

in blackwater fever, 247, 248. . 
in kala-azar, 252, 263. 

in leukemia, 803, 805, 807. 
in Oroya fever, 131. 


in paratyphoid fever, 95. 
in South American trypanosomiasis, 
in sprochetoxi ictero-hamorrhagica, 


in bd ec 80. 

in yellow fever, 177. 
mediastino-pericardiac pseudo-cirrhosis 

of, 961. 
necrosis of, acute and subacute treatment 
of, 679. 

atiology of, 695, 696. 

diagnosis of, 697. 

in epidemic catarrhal ahaa eee — 

in tetrachlorethane poisoning, 3 

in trinitrotoluene poisoning, rie 

pathology of, 696, 

poisons simulating, 396, 397. 

prognosis of, 6 

symptoms of, 608, 697. 

treatment of, 697. 

tyrosinuria and leucinuria in, 697. 
nutmeg, 691 

pulmonary emphysema in association 

with, 1174. 


pericardiac pseudo-cirrhosis of (Pick’s 
disease), 961. 


poisoning, 695, 696. 
poisons acting on the, 695, 696. 
primary growths of the, 717. 
pulsating, in oe ee 4 
in tricus stenosis and regurgitation, 
943 hi 
849. 
replacement fibrosis of, 695, 696. 
rot in sheep, 
sarcoma oi, 717. 
secondary growths of the, 602, 718. 
subacute necrosis of, 697, 698. 
symptoms and diagnosis of, 696, 697. 
symptoms in he aa ia degenera. 
tion, 167 
syphilis of the, 712-715. ; 
syphilitic cirrhosis of the, 712, 713. 
tenderness over, 708, 709, 712. 
treatment in 7 466 
in sprue, 
in Subecute " eombined degeneration 
of ansmiaas, 821, 822. 
of pernicious anemia, 782, 821, 822. 
of tropical macrocytic anemia, 468. 
tumours of, jaundice in, 684. . 
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Loa loa, 316, 317. 
Lobestomy, for abscess of lung, 1182. 
for bronchiectasis, 1168. 
for new-growths of lung, 1221. 
Lobsters as a of bacterial food poison- 
ing, 
Localisation of cerebral lesions, 1525-1545. 
recelene sym Man a of apoplexy, 1600, 


Lacie 51 "and see Tetanus. 
Locomotor ataxia, 1641; and see Tabes 
dorsalis. 
Loeulation syndrome, 1720. 
Loeffler’s syndrome, 797. 
London paste for removal of tonsils, 537. 
Long thoracie nerve, anatomy and physi- 
ology of, 1758. 
lesions of, 1768. 
Loraine-Levi type of dwarfism, 476. 
Lordosis in Cushing’s neon 475. 
in pseudo-hypertrop a han tye 1799. 
Louse-borne typhus fever, 275-280 
Lugot’s fodine in Graves’s disease, 490. 
Lumbago, 1369, 1371, 1372. 
associated with subserachnoid hemor- 
rhage, 1590, 
Lumbar puncture, 42, 44, 52, 1557. 
importance of, for diagnosis of menin- 
gitis, 48. 
in acute Psa aaa 1569. 
in apo 
in — ro “spinal fever, 42, 44, 52. 
in heat xia, 350. 
in hiydiccsphalas: 52. 
in lethargic encephalitis, 1577, 1578. 
in meningitis, 42, 44, 5 
in poat-basic meningitis, 42, 
in relation to intracranial tumours, 
1542. 
in uremia, 1328. 
risks of, in intracrania] tumour, 1542. 
technique of, 1557. 
Lumbo-sacral cord paralysis after parturi- 
tion, 1776. 
Lumbo-sacral plexus, lesions of, 1765-1766. 
Luminal, addition to, 1842, 
in epilepsy, 1692. 
Lung, abscess of the, 1178-1181, 1231. 
setiology of, 1178, 1179. 
bacteriology of, 1178. 
complications and sequele of, 1180. 


of, 1180. 
in bronchiectasis, 1156. 
in typhoi 
inhalation, 1178. 

metapneumonic, 1179. 

pathology of, 1179. 
prognosis of, 1180, 1181. 
surgical treatment of, 1181. 
symptoms of, 1179, 1180. 
treatment of, 1181. 


wired collapse of, 1166-1169. 
setinomyoouls of the, 1216, 1217. 


1969 
Lung, active co ¢ of 1166-1168, 


remia 
sale tetassttaaliccs pant eee of, 1178. 
 waaieiling emphysema of, 1178, 
albinism of the, 1173. 
aspergillosis of, 1217. 
atrophic emphysema of, 1176. 
blastomycosis of, 191. 
brown induration of the, 1160, 1198. 
careinoma of, 1219. 
carnification of, 1249, 1251. 
chronie edema of, 1162. 
elrrhosis of, 1183. 
on of the, 1165-1169, 
athens, 98, 103. 
re w ing- cough, 112, 
collateral reemia of, 1159. 
eompensatory emphysema of, 1179. 
congenital collapse of, 1165 ; and see 
Atelectasis. 
one eystic disease of, 1154, 1157, 
222-1224. 
scapeatcn of, as sequel of influenza, 170. 
in heart ‘failure, 854. 
dust disease of the, 1185; 
Pneumokoniosis. 
embolism of, 1062. 
emphysema of the, 1172~1178.. 
eens 1178. 
vesicular, | 
nieces Ae of, Ln, 1176, 1177. 
atrop 
aesmtee 1177. 
complications of, 1175. 
course of, 11765. 
diagnosis of, 1175, 1177. 
hypertrophic, 1172. 
in asthma, 1150. 
in chronic bronchitis, 1139. 
in diphtheria, 98, 103. 
in relation to broncho-pneumonia, 
1239, 
in whooping-cough, 111, 112. 
jarge-Iunged, 1172-1176. 
pathogenesis of, 1172, 1173. 
pathology of, 1172, 1173, 1176, 1177. 
prognosis of, 1176. 
secondary, 1177. 
maait anced 1176 
sm , 'e 
a a from sudden decom- 
ion 
symptoms of, 1174, 1176, 1177, 1778. 
treatment of, 1175, 1176. 
varieties of, 1172. 
fibroid disease of, 1183; and see Pul- 
monary fibrosis. 
fibrosis of, pneumokoniosis in relation 
to, 1183, 1186. 
maak disease, 1222. f, 1159 
onary oO ° 
gangrene of, 85, 1181-1188, 1231. 
wtiology of, 1181, 1182. 


and see 


1970 


Lung, gangrene, bacteriology of, 1181, 1182. 
complications and sequelee of, 1182. 


course of, 1182. 
diagnosis of, 1182. 
follo infarction, 1163. 
in bronchial obstruction, 1144. 
in bronchiectasis, 1155. 
in scurvy, 453. 
in thoracic rear 1048. 
patloloy 80, 85 
ology of, 1182. 
prognosis of, 1182, 1183. 
putrefactive producta formed in, 1182. 
symptoms of, 1182. 
treatment of, 1183. 
of, 1221. 
honeyeomb, 1154. 
datid disease of, 314, 315, 1224, 1225. 
hyperzomia of, 1159-1161. 
and @dema of, 1159-1162. 
hypertrophic emphysema of, 1172-1176. 
mPa congestion of, etiology of, 


in scarlet fever, 69. 
in typhoid, 80, 81, 85. 
i phus, 275, 278. 
idiopathic wr earmy of, 1173. 
infaretion of the, 14, 854, 915, 1060, 1162- 
1165. 
in chronic nephritis (secondary), 1312. 
lesions of, in cancer of oesophagus, 557. 
in diphtheria, 98, 100, 103. 
in psittacosis, 175, 176. 
in typhoid, 80. 
lobar collapse of, 1166-1168. 
lobular collapse of, 1168. 
localised emphysema of, 1177. 
massive collapse of, 1166. 
new-growths of the, 1219-1222. 
oat-celled tumour of, 1219. 
edema of, 1161. 
acute or hyperacute, 1161, 1162. 
chronic, 1162. 
in heart failure, 855, 874. 
pathology of, 1161. 
Pancoast tumour of, 1220, 1221. 
pancreatisation of the, 1218. 
paragonimiasis of, 1222. 
passive eollapse of, 1168, 1169. 
peribronehial fibrosis of, 1139. 
pleurogenous cirrhosis of, 1183. 
secondary emphysema of, 1177. 
senile emphysema of, 1176. 
substantive emphysema of, 1172. 
syphilis of the, 1218, 1219. 
torulosis of, 192. 
tuberculosis of the, 1188; 
Pulmonary tuberculosis. 
Lungs, edema of, in acute nephritis, 1306. 
Lupus and tuberculosis of nose, 1093, 1694. 
erythemat 1464-1466. 
of larynx, 11 
of nose, 1004. 


and see 


INDEX 


Lupus of pharynx, 544. 
pernio, 1476, 1478. 
verrucosus, 1462. 
vulgaris, 1460-1462. 
bovine of bacillus in, 30 
diagnosis of, 1461. 
in relation to cancer, 1461. 
Luteinising hormone, 519. 
Lymph ao or nodes, cervical tuberculous, 


discense ‘of the, 839, 840. 
in acute leukemia, 807. 
in care lymphatic leukemia, 806, 


in diphtheria, 99, 101. 
in rheumatoid arthritis, 1352, 
neoplasms of, 840. 
structure of, 838. 

in glandera, 60 a 

odgkin’s disease, 841, 842. 
in plague, 126. 
in rat-bite fever, 237. 
in serum sickness, 8. 
in syphilis, 196. 
in trypanosomiasis, 258, 261. 
in tuberculous peritonitis, 761. 
in typhoid, 80. 
malignant disease of, 840. 
tuberculosis of, 839. 
scrotum, 316. 
Lymphadeniti, acute generalised, 840. 


chronic generalised, 840. 
local, 839. 
tuberculous, 839, 840. 

in mite typhus, 270. 

non tuberculous granulomatous, 183. 

in mite typhus, 270. 
Lymphadenoma, 841-844 ; and see Hodg- 

kin’s disease. 

cutis, 1480. 
Lymphadenomatous nodules, 841, 842. 
Lymphadenosis, chronic, 805. 
Lymphangiectasis, 839. 
Lymphangioma circumsceriptum, 1488. 
Lymphangitis, 839. 

causative organism of, 15. 

filarial, 317. 

in erysipelas, 20. 

in glanders, 60. 

in malignant pustule, 58. 

in rat-bite fever, 237. 

in tsutsugamushi disease, 271. 
Lymphatic system, diseases ‘of, 838-845. 

vessels, diseases of the, 839. 
oer at in rat-bite santa Ack 

of penis in primary syp 1 
Lymphatism, 845. 
Lymphocytes, 796, 798. 
emponyee cell exudate in pure tuber. 

culous infections, 34. 

Lymphocytosis, 708. 

in dengue, 181. 


INDEX 


- Lymphocytosis, in glandular fever, 286. 
in mumps, 164. 


in sinus thrombosis in children, 1610. 
in sietesh og combined degeneration, 


737. 
in syphilis, 201. 
in undulent fever, 129. 
Lympho-granuloma inguinale, 182. 
venereum, udo-arthritis associated 
with, 1367. 
yee eeulomss of skin, the, 1476- 


Lymphoid hyperplasia in acromegaly, 472. 
in chronic lymphatic leukswmia, 806. 
tissue changes in diphtheria, 99. 
situations of, 838. 
Lymphopathia venereum, 182-184. 
Lymphorrhages in myasthenia gravis, 1787. 
Lymphosarcoma, 844, 845. 
Lymphuria, 317. 
Lyon-Meltzer method of detecting gall- 
stones, 731. 
Lyssa, 295. 
Lyssophobia, 296. 
M. and B. 693, 16. 
Macaca ulate in relation to yellow fever 
7. 
MacBurney’s point, 677. 
MeCarrison’s experiments on vitamin de- 
ficiency, 447, 460. 
Macewen’s sign in hydrocephalus, 42. 
Mackenzie on heart failure, 858. 
MacLean and de Wesselow’s urea concentra- 
tion test of renal efficiency, 1286. 
Maerocytosis, disappearance of, as guide to 
treatment of anwmias, 822. 
Macrogenitosomia, 517. 
Macule cerulex, 1443. 
Macule, 1397. 
of small-pox, 148 
Madura foot, 189; and see Mycetoma. 
Madurella as cause of mycetoma, 189. 
Magnesium sulphate as biliary stimulant, 
695, 726. 
in lead poisoning, 361. 
aa gastric and duodenal ulcer, 
592. 
Maidismus, 463. 
Main en griffe in progressive muscular 
atrophy, 1746. 
in it ae epee rr 1729. 
in ri paralysis, abba? i 
succulente in syringomyelia, F 


Maintenance diet betes, 420, 421. 
Malze, as cause of a, 463. 
vitamin B, in, : 
Mal de la rosa, 448, 463. 
del sole, 463. 


Maladaptations in schizophrenia, 131. 
Maladie de Carrion, 131; and see Oroya 
fever. 
de Wolllez, 1159, 1232. 
Malaise, toxemio, 11. 
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Malaria, 238-246. 
eastivo-autumnal, 242. 
etiology, 239-241. 
benign tertian, 242. 
blackwater fever in relation to, 247. 
cerebral forms of malignant, 243. . 
Ceylon epidemic of, 239. 
choleraic form of, 120. 
clinical types of, 242, 243, 
complications and sequels of, 243. 
definition of, 238, 239. 
diagnosis of, 244. 
distribution of, 239. 
history of, 238, 239. 
incidence of, 239. 
malignant tertian, 242, 243. 
morbid anatomy of, 241. 
mosquitoes which transmit, 240. 
parasites, 239, 240. 
differentiation of species of, 240. 
human phase of, 239. 
in blood smears, 240, 241. 
life cycle of, 239, 240. 
mosquito phase of, 239, 240. 
staining of, 240, 241. 
pathology of, 241, 242. 
pernicious, 245. 
forma of, 245. 
prognosis of, 246. 
prophylaxis of, 246. 
quartan, 242. 
sub--tertian, 242, 243. 
symptoms of, 242-243. 
therapy in general paralysis, 1640. 
treatment of, 244~246. 
types of pyrexia in, 242. 
typhoid and, 84. 
Malassezia tropica, 1498. 
Malattia della miseria, 463. 
Male hormone preparations, 514. 
Malignant disease in relation to anzmia, 
773. 
endocarditis, 918; and see Endocarditis, 
septic. 
codema, 58. 
pustule, 57; and see Anthrax. 
Malingering, 1877, 1880. 
Mallein test for glanders, 60. 
Malta fever, 128 ; and see Undulant fever. 
Mandelic acid ie orlpeia in coliform 
bacillus infections, 28. 
in pyelitis, 1337. 
Mandl’s eciition! 536, 641. 
Manganese, collosol, in furuncle, 94, 1425. 
in industry, 378. 
poisoning, 378, 379. 
Parkinsonian syndrome in, 1842. 
pathology of, 378. 
symptoms of, 378. 
Manis, 1851-1863. 
stiology of, 1851. 
and catatonia contrasted, 1873, 
as early symptom in uremia, 1325. 
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Mania, course of, 1860, 1861. 
flight of ideas in, 1855. 
in chorea, 1701. 
in general paralysis, 1839. 
in tetra-ethyl lead poisoning, 370. 
pathology of, 1854, 1855. 
prognosis of, 1860, 1861. 
symptoms of, 1855-1859. 
treatment of, 1861-1863. 
Mania a potu, 356, 1837. 
Manic-depressives, lability and responsive- 
ness of, 1852. 
Manson’s milk treatment in sprue, 640. 
work on malaria, 238. 
Mansonella ozzardi, 316. 
Mantoux’s intradermal test for tuberculosis, 
34, 1206. 
Maragliiano’ 's serum for tuberculosis, 1212. 
Marasmus in congenital oy 206. 
Marble er disease of rs-Schénberg, 


Marchiafava-Michelt type of haemolytic 
anginia, 789. 
Marie’s delayed cortical atrophy, 1664. 
disease, 1375. 
Marie-Strumpell disease, 1362. 
Marmite as stimulant of reticulocytosis, 468. 
in beriberi, 462. 
in sprue, 641. 
in tropical macrocytic anzmia, 468. 
Marmorek’s serum for tuberculosis, 1216. 
Marriage, epilepsy in relation to, 1690. 
hysteria in relation to, 1886. 
syphilis in relation to, 207. 
Marris’s atropine test for typhoid, 88. 
Martin’s syringe for paracentesis thoracis, 
12 


Mastication, importance of efficient, 560, 
593. 
Mastitis in mumps, 165. 
in typhoid, 86. 
in undulant fever, 129. 
Mastoid infection in relation to sinus 
thrombosis, 1060, 1061. 
inflammation in measles, 139. 
symptoms in scarlet fever, 71, 77. 
Masturbation in relation to chronic rhinitis, 
1085. 
to mental disorder, 1877. 
Matas operation, 1051. 
Maurer’s vias in malarial parasite, 


Measles, 135-143. 
stiology of, 135, 136. 
age-in dence of, 135. 
and diphtheria, 186, 138, 141. 
and scarlet fever, 136. 
and tuberculosis, 140, 141, 1189. 
and whooping-cough, 109, 141. 
cause of infection in, 135, 136. 
complications of, 138-140, 


INDEX 


Measles, congenital, 135. 
convalescent am 141. 
cough in, 136, 1 
of, 50, Tio, 141. 
distribution of, ‘135. 
enanthem in, 136, 137. 
epidemics of, 135. 
erman, 143 ; and see Rubella. 
hemorrhagic ‘type of, 138. 
immunity after, 4, 135, 139, 140. 
in relation to chicken-pox, 160. 
incubation period in, 136. 
infectivity of, 136. 
itis in, 188, 142. 
mode of infection in, 136. 
mortality in, 141. 
notification of, 141. 
pathology of, 136. 
prodromal rashes in, 186, 140. 
prognosis of, 141. 
prophylaxis ‘of, 141, 142. 
pulmonary type of, 138. 
-quarantine after, 142. 
rash in, 136, 137, 138. 
relapse in, 139. 
seasonal incidence of, 135. 
second attacks of, 139. 
serum prophylaxis of, 141, 142. 
symptoms of, 136-138. 
toxic type of, 138. 
transmission of, 136, 141. 
treatment of, 141-143. 
varieties of, 138. 
Meat poisoning, 94, 395. 
eonet source of bacterial poisoning, 
95. 
Mechanical irritants, dermatitis from, 
1418-1420. 
Meckel’s diverticulum as cause of acute 
intestinal obstruction, 671. 

Median nerve, lesions of, 1761-1763. 
paralysis, 1761-1763. 

Mediastinal abscess, 1274-1276. 
causes of bronchial stenosis, 1147. 
tracheal obstruction, 1129. 

giands, enlarged, 1277-1279. 
stiology and pathology of, 1277, 
1278. 
a Ree of, 1278. 
odgkin’s rt 842, 843. 
symptoms o 
symptoms of, 1279. 
in eumokoniosis, 1277. 
roular, 760, 1278, 1279. 
ae ena hat adres ; 
ome, the, 1275, 1276. 
Modlastinitis, 1273-1276. 
acute simple, 1274. 
suppurative, 1274-1276. 
chronie, 1276. 
indurative, 1276. 
Mediastino-pericarditis, 961. 
Mediastinum, carcinomas of ‘the, 1279, 1280 
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Mediastinum, cysts of the, 1282. 
diseases of the, 1273-1282. 
emphysema of the, 1276-1277. 
gangrene of, 1276. 

ydatid cysts of, 1282. 
malignant tumours of the, 1279, 1280. 
sarcoma of the, 1279. 


seas A qunenent growths of, 1279- 


simple tumours of the, 1279. 
Mediterranean fever, 128 ; and see Undulant 
ever. 
Medulla, lesions of, in poliomyelitis, 1570. 
Medulloblastoma, 1535 
Megacolon, bea and see under Achalasia, 
a 


nal. 

in adults, 666. 

in children, rarity of, 663. 

mechanism of production of, 663, 664. 
Megalerythema epidemicam, 285. 
Megaloblasts, 772. 
Megalocephaly, 1379. 
Megalocytes, 771, 772. 
Megalocytosis in pernicious anemia, 781. 
pennario’ ; contra-tene for tuberculosis, 


Melbomian cyst, suppurating, vaccine treat- 
ment of, 18. 
Meinicke reaction in syphilis, 196. 
Melana in cancer of the stomach, 601. 
in cirrhosis of liver, 703, 704. 
in duodenal ulcer, 590. 
in ae uloer, 589. 
in kala-azar, 253. 
in plague, 126, 127. 
in portal thrombosis, 721, 
in typhoid, 84. 
in yellow fever, 179. 
neonatorum, 588, 813. 
Melancholia, 1856 ; and see Depression. 
involutional, 1853. 
Melania libertina in relation to hetero- 
hyidiasis, 308. 
in relation to paragonimiasis, 306. 
Melanin in hemochromatosis, 708. 
Melanodermia, 1489. 
Melanuria, 1293, 1295. 
Meijanurie fever, 246; and see Blackwater 
fever. 
Melioidosis, 124, 125. 
Meltzer-Lyon test for cholecystitis, 726. 
for gall-stones, 731. 
Membrane, false, due to streptococci or 
pneumooocci, 98. 
in acute tonasillitis, 534. 
in diphtheria, 98, 99, 100, 104, 105, 534. 
in muco-membranous colic, characters 
of, 642. 
in Vincent’s angina, 104, 537. 
of thrush, 528. 
on throat in scarlet fever, 66, 69. 
Memory, 1803. 
defect of, in myxw@dema, 493. 


1973 
Ménibre’s disease, 1517, 1518. | 
in myeloid leukemia, 804. 
Meningeal hemorrhage, 1589. 
red apa 1631. f 
umours in relation to compression of 
cord, 1716. 


seems aa auditory nerve tumours, 


Meningism, 45, 1567. 
malaria, 243. 
Meningitic syndrome, the, 1590. 
Meningitis, 1556-1567. 
and toxemia, 47. 
basal, syphilitie, 1632. 
benign aseptic, 1565. 
blastomycotic, 191. 
earcinomatosa, 1537. 
classification of, 1558. 
cysticerous, 1537. 
epidemic cerebro-spinal, 36 ; 
Cerebro-spinal fever. 
gonoeoceal, 1563. 
in erysipelas, 20, 21. 
in scarlet fever, 71. 
influenzal, 47, 48, 171, 1563. 
de a 233. 
Pfeiffer bacillus, 47, 48. 
plague, 127. 
pneumococeal, 47, 1562, 1563 
cerebro-spinal fluid in, 1562. 
in lobar pneumonia, 1231. 
post-basic, of infants, 41, 42. 
purulent, from screw-worm, 327. 
pyogenie, 1563-1564. 
rheumatic, 1567. 
septic, from sinus thrombosis, 1061. 
serosa circumseripta, 1716. 
serous, 1567. 
streptococcus, 47. 
suppurative, from bone disease, 1563. 
syphilitic, 1032, 1565-1567. 
adult, 1566. 
basal, symptoms of, 1631. 
cerebro-spinal fluid in, 1565. 
infantile, 1566. 
vertical, symptoms of, 1632. 
tuberculous, 48, 1206, 1559-1562; and 
see Tuberculous meningitis. 
typhoid, 48, 83, 1567. 
Meningococcal arthritis, 1357. 
septicsemia, chronic, 1357, 1358. 
Meningocoeci, Gordon’s grouping of, 37. 
in cerebro-spinal fluid, 37, 42, 44. 


and see 


Meningocoecus, 37. 
* carriers,” 1, 37. 
in blood, 40. 
in post-basic meningitis, 42 


meningitia, cerebro-spinal fluid in, 44, 
46 


septicemia, 12. 

serum reactions of the, 37. 
| iypes of the, 37. 
Meningo-encephalitis, 1565. 
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Mental disorders associated with chronic 


Meningo-encephalitis, in mumps, 165. 
Meningo-myelitis, symptoms of, 1635. 
mental symptome of, 1831. 
itic, 1634, 1635. 
Beniegeenold variety of typhoid fever, 


seespaceal arthritis, 1860, 1869. 
Menopause, changes in body fat at, 437. 
in relation to idiopathic hypochromic 
ansmia, 775. 
in relation to mental disorders, 1845. 
Menorrhagia, gonadotrophins in, 516. 
in hypochromic an»mia, 777. 
in purpura, 814. 
progesterone in, 516. 
testosterone in, 515, 
Menstrual ee in melancholia, 
1858. 
in rheumatoid arthritis, 1351. 
Menstruation in relation to mental disease, 
1845, 1852. 
vicarious, 579, 1088, 1170. 
Mental age, 1848, 1850. 
and bar case relationship between, 
changes in uremia, 1325. 
condition in cretinism, 495. 
in Fréhlich’s syndrome, 480. 
in hydrocephalus in children, 1549. 
defectives, educational and social care 
of, 1851. 
onality of, 1848, 
deficiency, 1846-1851. 
setiology of, 1847. 
dily anomalies associated with, 1847, 
1848. 
classification of, 1846, 1847. 
diagnosis of, 1850. 
environmental causes of, 1847. 
- mental symptoms of, 1848, 1849. 
tests in, 1848, 1850. 
saat ry in adiposis dolorosa, 478, 
1845. 


depression and apathy in sea-sickness, 
342. 


disorders, 1804-1891. 
associated with acromegaly, 1845. 
with Addison's disease, 1845. 
with alcoholism, 1836-1840. 
with rrr ee disorders, 1846. 
with arterial disease and hyper- 
tension, 1829, 1830. 
with barbiturate poisoning, 1842. 
with bromide intoxication, 1841. 
dar aia monoxide poisoning, 


with castration, 1845. 

with cerebral abscess, 1835. 

with cerebro-spinal fever, 39. 

with child-bearing, 1845, 1853. 

with chorea, 1700, 1834. 

with Satis alooholism, $59, 1836~ 
1840. 


mercurial poisoning, 376. 

with climacteric, 1845, 1853. 

with cocainism, 1841. 

with Gurkiogs, heart disease, 971. 

with Cus *s syndrome, 18465. 

with al enerative and hereditary 

ase, 1826-1829. 

with di diabetes, 1843. 

with diplegia, 1621, 1622, 1624. 

ee ee of endocrine glands, 

with disseminated sclerosis, 1657, 
1834. 

with drug addiction, 1836-1842. 

with endocrine disorders, 1844, 1845. 

with epilepsy, 1685, 1836. 

with exhaustion and inanition, 1843. 

with exophthalmic goitre, 1844. 

with general paralysis, 1618, 1637, 
1638, 1639, 1831-1833. 

with gout, 1843. 

with Graves’s disease, 487, 1844. 

with head injuries, 1835. 

with heart disease, 1846. 

with heart failure, 853, 854, 1846. 

with hysteria, 1882. 

with infantile hemi iplegia, 1627. 

with infections and exhaustive dis- 
orders, 1842, 1843. 

with infectious toxaemias, 1842, 
1843. 

with intoxications, 1836-1842. 

with intracranial tumours, 1541, 
1834, 1835. 

with lactation, 1845. 

with lead poisoning, 1842. 

with lesion of frontal lobes, 1527. 

with lesion of temporal lobes, 1529. 

with lethargic encephalitis, 1579, 
1833. 

with malaria, 243. 

with manganese poisoning, 1842. 

with menopause, 1845. 

with menstruation, 1845. 

with mercurial ning, 1842. 

with metabolic disorders, 1843, 1844, 

with myxcedema, 493, 1844. 

with paralysis agitans, 1834. 

with parturition, 1845. 

with pellagra, 465, 1843. 

with pernicious anemia, 781, 1843. 

with pituitary diseases, 1844, 1846. 

with pituitary er changes, 1844. 

with plague, 126, 127. 

with pregnancy, 1845. 

with progressive muscular atrophy, 

1750. 


with puberty, 1845. 
with puerperium, 1845. 
with scarlet fever, 72. 
with Schilder’s disease, 1834. 
with sea-sickness, 342. 


INDEX 


Mental disorders associated with senility, 
| 1826-1829. 
with sexual epochs, 1845, 
with Simmond’s disease, 18465. 
with syphilis, 1632. 
with small-pox, 147. 
with subacute combined degenera- 
tion, 1740. 
with Sydenham’s chorea, 1834. 
with tetany, 1844. 
with trauma, 1835. 
with tuberculosis, 1843. 
with tuberculous meningitis, 1560. 
with tumours, 1834, 1835. 
with typhoid, 86. 
with typhus, 276, 279. 
with uremia, 1846. 
with vascular lesions, 1829. 
with visceral disease, 1846. 
bodily disease in relation to, 1805. 
causal therapy in, 1814, 1815. 
cerebral arterial disease and hyper- 
tension causing, 1829, 1830. 
classification of, 1820-1822. 
convulsion therapy in, 1819. 
course and prognosis of, 1812, 1813. 
drugs in treatment of, 1818, 1819. 
due to infectious toxsmias, 1842, 
1843. 
effect of war upon incidence of, 1812, 


endocrine factors in, 1807, 1808. 
extrinsic causes of, 1808-1812. 
heredity and constitution in, 1806, 
1807. 
insulin in treatment of, 1819. 
intrinsic causes of, 1805-1808. 
mental experiences in relation to, 
1809-1812. 
organic, general description of types 
of, 1822-1826. 
physical experiences in relation to, 
1808, 1809. 
treatment of, 1818-1820. 
place of drugs in treatment of, 1818. 
prophylactic treatment of, 1813, 1814. 
psychological treatment of, 1816-1818. 
sexual instinct in relation to, 1811. 
social and occupational treatment of, 
1815-1816. 
treatment of, 1813-1820. 
effects of rapid aviation ascents, 339, 340. 
experiences in relation to mental dis- 
orders, 1809-1812. 
hygiene, 1813, 1814. 
impairment in congenital syphilis of 
nervous system, 1653. 
outlook in melancholia, 1856-1858. 
states, bodily correlates of, 1805. 
in relation to blood-pressure, 1065. 
stress as causal factor in schizophrenia, 
1865. 
tests, 1848, 1850. 
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Mepacrine hydrochloride in flagellate diar- 
rhea, 267. 

Mepharside in syphilis, 200 

epharside in syphilis, 200. * 
Meralgia aration: 1765. 
Mercurial diuretics in ascites, 766. 

in heart disease, 869, 870. 
ase as cerebro-spinal syphilis, 


for syphilis, 215. 
poisoning, 374-378. 
chronic, 375-377. 
zatiology of, 375, 376. 
mental disorders in, 1842. 
symptoms of, 376. 
trades liable to, 375. 
treatment of, 376, 377. 
prophylaxis of, 376, 377. 
ulceration of colon in, 375, 376. 
ashe ie for treatment of syphilis, 
215 


methods of administration of, 215. 
in syphilis, oral use, 215. 
stomatitis, 216, 376, 377, 527. 
treatment of syphilis, toxic symptoms 
after, 216. 
of syphilitic infants, 224. 
Mercuric chloride, lethal dose of, 376. 
Mercury compounds, organic, poisoning by, 
377, 378. 
eruptions, 376, 1448. 
in syphilitic vascular disease, 980, 1033. 
ee injection of, in syphilis, 
216. 
intravenous injection of, 215. 
preparations, insoluble, in syphilis, 216. 
in ascites, 766 
toxic effects of, 216. 
vapour lamp, use of, in the treatment of 
rickets, 458. 
Merozoites of malaria parasite, 239. 
Mersalyl (salyrgan) in heart disease, 870. 
Mesaortitis in relation to aneurysm, 1042. 
syphilitic, 195, 976, 1031, 1042, 1060. 
Mesarteritis, 1031. 
Mescalin intoxication, 1865. 
Mesenteric cysts, 744. 
glands, affections of, in kala-azar, 252. 
affections of, in tuberculous peritonitis, 
759, 761, 762. 
in glandular fever, 286. 
calcified, in tuberculous peritonitis, 
762. 
lymph glands, lesions of, in typhoid, 80, 
85 


in undulant fever, 128. 
thrombosis simulating intestinal ob- 
struction, 675. 
tuberculosis of, 840. 
veins, thrombosis of, 721. 
Meso-cardia, 967, 974. 
Metabolic disorders in relation to menta 
health, 1843, 1844. 
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Metaboliam are storage, spleen in relation 


basal, 403-408, 437. 
in relation to obesity, 437, 438. 
methods of estimating, 403. 
Ls in relation to, 405, 437, 439, 


dieses “ 403-440. 

effects of h rthyroidism on, 437. 

in Addison's disease, 505, 506. — 

in relation to epilepsy, 1677, 

low basal, in cretins, 496. 

lowered, in Simmond’s disease, 4 
perverted, in relation to maa 1328, 


sex site in relation to, 488. 
skin eruptions due to errors of, 1468. 
spleen in relation to, 825. 
Metallic tinkling 1084, 
in pneumothorax, 1266. 
Metarsenobilion in syphilis, 208. 
Metastatic abscesses in pysmia, 14. 
brain abscesses, 13, 1553, 1554. 
growths in pleura, 1270, 1271. 
etazoa, diseases due to, 305-332. 
Metchnikoff and Bordet’s experiment on 
cholera oe 5. 
Meteoriam in acute tis, 755. 
in lobar pneumonia, 1231. 
in typhoid, 84, 87, 93. 
Methsmoglobin in urine, 247, 1292. 
Methwmogiobinzemia, 794. 
and sulpha@mogiobinsmia, 794-796. 
during sulphonamide therapy, 16. 
familial e, 795. 
Methyl! chloride, poisoning by, 388. 
oak! re daha poisoning by, 377, 


violet in clonorchiasis, 307. 
Methylene-blue, effect of, on urine, 1295. 
for estimating kidney efficiency, 1287. 
in ciliate dysentery, 266. 
in methmmoglobinemia and sulphemo- 
globinzmia, 16, 795. 
Meulengracht diet, 581. 
Microcephalic type of Smtr 1622. 
Micrococcus castellanii, 1441. 
catarrhalis, in bronchitis, 1130, 1133, 


138. 
in acute tracheitis, 1119. 
in broncho-pneumonia, 1237. 
in relation to influenza, 168. 
melitensis, 89. 
tetragenus in acute bronchitis, 1130. 
Microcytes, 771. 
Microfilaria malaya, 316. 
streptocerca, 1404. 


Microgyria as cause of mental defect, 1847. 
1886. 


INDEX 


Microtust montebelli, 230, 271. 
apes frequency of, in anox@emia, 


in chronio nephritis, 1318. 
in coliform infections, 25. 
in diverticulitis, 661. 
in heat h pyrexia, 349. 
in pyelitis, 1331 
in trench fever, 283. 
in tuberculosis of kidney, 1337. 
Midge bites, 326. 
Migraine, 1694-1697. 
vomiting in, 570, 1695. 
Mikulicz’s disease, 806. 
Milliaria, rheumatio, 290. 
rubra, 1400, 1414. 
Millary tubereles in peritoneum, 760. 
tuberculosis, acute, 35, 36, 1191. 
chronic, 1191. 
Milium, 1485. 
Milk as ergs bacterial food poisoning, 


as transmitting agent in scarlet fever, 


as vehicle of typhoid infection, 79, 393. 

condensed or as cause of in- 
fantile sc , 454. 

contra- + in bacillary dysentery, 


harmful i = “bacterial food poisoning, 401. 
in coli infections, 27. 
in epidemic diarrhea of children, 631. 
in prophylaxis of lead poisoning, 367. 
in relation to diphtheria infection, 96, 393. 
in relation to tubercular infection, 30, 34. 
spots in pericardium, 958. 
treatment of sprue, 640, 
value of, in rickets, 458. 
vitamin content of, 442, 444, 446, 448, 


449. 
value of, 441, 449, 450, 454. 
Milroy’s disease, 1080. 
Mimesis, 1613. 
Mirbane, oll of (mono-nitro-benzene), 384. 
Mite typhus, 270-272. 
Mites as transmitters of disease, 270, 271, 


8 s 
in ee to tsutsugamushi disease, 271, 
7 


Mitral disease, prognosis of, 860. 
yn poms of cardiac failure in, 937, 


ineompetence, 926, 929, 938-940. 
stenosis, 928, 935-088. 
setiology of, 935, 936. 
diagnosis of, 937, 938. 
dilatation of left auricle i in, 928. 
electro-cardiogram of, 1007. 
hemoptysis in, 936, 1174. 
hypertrophy of left gery in, 928. 
pfaalnp i 
in tion to o tu culos 
1189, 1206. “ae 
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Mitral stenosis, murmurs in, 937. 
pathology of, 936. 
prognosis of, 860, 938. 
pulse in, 936. 
relative, 938. 
surgical treatment of, 945. 
mptoms of, 936, 987. 
ili in, 937. 
thrombosis in, 1059. 
systolic murmur, significance of, 937. 
valve, button-hole, 936. 
chiefly affected in endocarditis, 914. 
congenital lesions of, 970. 
funnel-shaped, 936. 
Moles, 1488. 
Moéligaard’s sanocrysin treatment of pul- 
monary tuberculosis, 1211. 
Mollities ossium, 1381-1384; and see 
Osteo-malacia. 
« Molluscum contagiosum, 1483. 
.  fibrosum, 1486. 
+ Moloney toxold test for diphtheria suscepti- 
bility, 106. 
Monckeberg’s medial sclerosis, 1037. 
Mongol type of idiocy, 1849. 
' Mongoloid type of idiocy, 1849, 1850. 
Monilia affecting lungs, 1218. 
skin, 1439. 
psilosis, 638. 
Monkeys in relation to yellow fever, 177. 
Monocytes, 796, 798, 825. 
Monoeytic angina, 285. 
Monocytosis, 798. 
Mono-nitrobenzene poisoning, 384. 
Mononucleosis, acute, 798. 
infectious, 285. 
in glandular fever, 286, 287. 
Monoplogia in cerebro-spinal fever, 43. 
in migraine, 1696. 
Mood, in anxiety states, 1858. 
in mental depression, 1856. 
lability of, in mania, 1855. 
Moogrtol in leprosy, 124. 
Moon’s teeth, 206. 
Moore’s method of treatment of aneurysm, 


Moral defectiveness, 1846, 1847, 1849. 
effects of morphinism, 1840. 
Morbilli, 135 ; and see Measles. 
Morbus caducens, 1680. 
cosruleus, 970. 
coxes senilis (of hip), 1358 ; and see Osteo- 
arthritis. 
nee heomortrhagicus of Werlhof, 


Morning vomiting of alcoholics, 359, 572. 
weakness in familial periodic paralysis, 
1798 


Morphine, use and abuse of, in peritonitis, 
768 


in cancer of liver, 720. 
in heart affections, 873. 
Morphinism, 1840, 1841. 
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Morphinism is of, 1840. 
symptoms Pr 1840. 


treatment of, 1841. 
Morphea, 1475. 
Morvan’s disease, 1401, 1731. 
anssthesia in, 1401, 1731. 
Mosquito bites, 325, 326, 1061. 
worm, the, 327. 
one conveyers of mosquito worm, 


in relation to dengue, 181. 

in relation to filariasis, 316, 317. 

in ‘eee to malarial infection, 238, 
in relation to yellow fever, 176, 180. 
measures for control and destruction of, 


244, 
of malaria, the, 239, 240. 
Mossy foot, 304. 
Mother of pearl tumours, 1537. 
Motor area, lesions of localising signs of, 


neurone disease, 1743; see Progressiv 
muscular atrophy, 1743-1753. 
symptoms in hysteria, 1881. 
in lethargic encephalitis, 1580, 1581. 
Mottling, sub-cuticular, in typhus, 277. 
Mountain sickness, 339. 
Mouth affections in syphilis, 199, 200, 208. 
diseases of the, 521-528. 
examination of, 521. 
in scurvy, 461. 
lesions in agranulocytosis, 800. 
in pellagra, 464, 465. 
tertiary syphilitic lesions of, 203. 
the stomach’s first line of defence, 560. 
Mouth-breathing in adenoids, 1097. 
in relation to bronchitis, 1130. 
to tracheitis, 1119. 
Movements in schizophrenia, 1871. 
involuntary, in chorea, 1699, 1702. 
in Friedreich’s ataxy, 1666. 
in eee encephalitis, 1578, 1580, 
158 


post-hemiplegio, 1530. 
perverse, in cerebral diplegia, 1623. 
Mucin, test for, 1289. 
Mucinoid even of skin in myxcedema, 
4 


Muococele, 1095. 
Mueo-membranous colic, 642; and see 
Colic, muco-membranous. 
Mueor mucedo aera le 1218, 
Mucous patches, 199, 200. 
in congenital syphilis, 205. 
of larynx, 1105. 
of pharynx, 542. 
plaques, 542. 
surfaces, affections of, in agranulocytosis, 


800. 
Mucus in colitis, 649, 650. 
in gastric secretion, role of, 559, 562. 
in stools, diagnostic importance of, 614. 
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in urine = coliform infections, 26. 
Mugil cephalus in relation to hetero- 
phydiasis, 308. 
Miller reaction for syphilis, 196. 
Multiple idiopathic sarcoma of Kaposi, 1487. 
Mumps, 163-167. 
pancreatitis in, 165, 738, 739 
Mureena bite, 332. 
Murexide test for uric rigs 434. 
Murmur, displacement, in pleurisy with 
effusion, 1251. 
Murmurs, cardiac, characters of, in relation 
to diagnosis, 916. 
cardio-pulmonary, 931, 939. 
diastolic, 934, 937, 941, 942. 
heemie, 941. 
in acute endocarditis, aie 916. 
in acute myocarditis, 946. 
in adhesive pericarditis, 962. 
in aortic aneurysm, 1044, 1048. 
in aortic incompetence, 934. 
in aortic stenoais, 931. 
in arterio-venous aneurysm, 1053. 
of orbit, 1054. 
in co nital heart disease, 971, 972, 
73, 974. 
in hyperthyroidism, 997. 
in mitral stenosis, 937, 938. 
in patent ductus arteriosus, 973. 
in pulmonary incompetence, 941, 942. 
in seer to prognosis in heart disease, 


= tricuspid arse arora 944. 
prearsale stenosis, 942, 
talent Oe in ular fibrilla- 
disappearance n auricular 
tion, 898, 899. 
ificance of, 916. 
systolic, 939, 940, err 944, 950. 
Musearine poisoning, 3 
aa panne 8 panne of, 1373. 
hoid, 80, 1373. 

Museles af ected ‘by lead palsy, 365. 
affections of, in typhoid, 80, 86, 1373. 
inflammation of, in trichiniosis, 1373. 
rupture of, in typhoid, 86. 

“nee and tenderness of, in trichiniasie, 
treatment of affected, in poliomyelitis, 
1575, 1576. 
voluntary, inflammation of, 1373, 1374. 
meee atrophy in acute poliomyelitis, 
in cacies spinal fever, 43. 

in cervical ribs, 1775. 

in cirrhosis of liver, 705. 

in dystrophia any oe sre 1793. 

in lead neuritis, 1789, 1 

in leprosy, 122. 

in errs muscular atrophy, 1753, 


INDEX 
Mucus in fone muco-membranous colic, [ Muscular atrophy in 


ive muscular 
atrophy, 17 . 1745, 1746, 1747. 
myelia, 1729-1730. 
of oo Y emogremive spinal, 1756- 


peroneal, 1753. 
changes in the myopathies, 1798. 
contraction sounds simulating pleural 
friction, 1246. 

dystrophy, 1800-1802. 
of, 1800, 1801. 

nyperionlelty in spastic paraplegia, 1717, 
718. 


tonus in interstitial neuritis, 1769. 


rigidity, in cerebral diplegia, 1622. 
in myotonia congenita, 1790. 
in paralysis agitans, 1670, 1671. 
spasm in electrica] injuries, 345. 
spasms in syehnins: poisoning, 55. 
in tetanus, 55. 
weakness at high altitudes, 340. 
in amyotonia congenita, 1802. 
in beriberi, 460. 
in chorea, 1699, 1700. 
in disseminated sclerosis, 1655. 
in lathyrism, 392. 
in myasthenia gravis, 1794-1796. 
in paralysis agitans, 1670, 1671, 
in a aa -hypertrophic paralysis, 1799, 


in rickets, 457. 
in visceroptosis, 746, 748, 749. 
Musculo-cutaneous nerve, leaions of, 1764. 
Museulo-spiral nerve, anatomy and physi- 
ology of, 1760. 
lesions of, 1760, 1761. 
Mushroom poisoning, as cause of hepatic 
necrosis, 696. 
Mussels as cause of bacterial food-poison- 
ing, 395. 
as source of infection in typhoid, 79. 
Mustard gas as cause of dermatitis, 1409. 
in relation to bronchitis, 1135. 
tracheitis caused by, 1120. 
Muthanol, 218. 
Mutism, hysterical, 1881. 
treatment of, 1885. 
Myalgia, 1368, 1369. 
epidemic, 297, At 1369. 
in trichiniasis, 3 9. 
varieties of, yea, 1369. 
Myasthenia gravis, 1704-1707, 
pharyngeal ysis in, 
in Taddieon’ 8 disease, 505 5. 
Mycetoma, 189, 190. 
Mycobacterium lepras, 121. 
ayocee, the, 185-193. 
ulmonary, 1215-1218. 
fungoides, 1481. 
Medecine, a ptomaine body, 394. 
Myelitis, acute syphilitic, 1634. 
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Myelitis, diffuse, with optic neuritis, 1661. 
funicular, 1737. ¥ 
in measles, 139. 

Myeloblasts, 783, 802. 

Myelocytes, 797, 802. 
in aca pseudo-leukemica infantum, 
in See prognostic significance of, 


in leuco-erythroblastic anemia, 783. 
in the blood, 792. 
in whooping-cough, 111. 
Myeloma, m le, 784, 1390. 
Myelomalacia, 1735, 1736. 
oordis, 1059. 
Myelomatosis, 1390. 
Myelosclerosis, 784. 
Myelosis, chronic leuksemie, 803. 
Myiasis, 326~328. 
dermal, 326. 
intestinal, 378. 
linearis, 1498. 
treatment of, 327, 328. 
Myocardial damage, heart-block as an 
indication of, 909. 
ceeenoecl atheroma in relation to, 


auricular fibrillation due to, 896, 899. 
hypertension in relation to, 994. 
in relation to angina pectoris, 981. 
Myocarditis, 945-951. 
acute simple, 945-948. 
chronic, 949-951. 
diphtherial, 945, 946. 
rheumatic, 290, 946. 
ia Aaa 9465. 
, 13. 
in influenza, 170, 171. . 
tuberculous, 945. 
Myocardium, abscesses in, 945. 
affections of, in typhoid, 80. 
affections of the, importance of, 945. 
chronic disease of, 949-957. 
degeneration of, in coronary disease, 948. 
in small-pox, 152. 
diseases of the, 945-957. 
effect of diphtheria on, 98, 102. 
fatty degeneration of the, 951, 952. 
in pernicious anemia, 780. 
infiltration of, 952, 953. 
fibrosis of, 949-951, 976, 1039. 
Be ak a of condition of, in prognosia, 


in aortic incompetence, 935 


in relation to heart failure, 852, 859, 860. 


syphilis of, 949, 976. 
Myocionus, 1704-1705. 
epileptic, 1679, 1687, 1705. 
Unverriehi’s, 1687. 
Myoidema, 1200. 
Myokimia, 1750. 
Myoma of skin, 1487. 
Myomalacia cordis, 991, 1039. 
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Myopathic atrophy, 1788. 
types of, 1798. 
face, 1793. 
Myopathies, the, 1798-1802. 
Myosalvarsan in syphilis, 208. 
Myosis, diagnostic significance of, 1507. 
pontine, 1532. 
Myositis, 1378, 1374. 
dermato-, 1373. 
fibrous, in alcoholic neuritis, 1780. 
non-suppurative, 1373. 
ossificans progressiva, 1373, 1374. 
ae via 1373. 
Myotonia, atrophiea, 1791 ; and see Dystro- 
hia myotonica. 
congenita, 1790, 1791. 
Myotonie relation of Erb, 1791. 
Mysophobia, 1710. - 
Myxeedema, 492-495. 
mental] disorders in, 1844. 


Myxoma of larynx, 1109. 


Neevi, 1487-1489. 
in hereditary hemorrhagic telangiectasia, 
819 


Neevo-carcinoma, 1489. 

Nagana, 257. 

Nails, — of, in congenital syphilis, 
5 


affections of, in hypertrophic pulmonary 
arthropathy, 1376. 

brittle, in pityriasis rubra pilaris, 1472 

eczema of, 1415. 

favus of the, 1439. 

fluted, in pore agitans, 1671. 

in idiopathic hypochromic anawmia, 776. 

in chronic arsenical poisoning, $72. 

in median nerve injury, 1763. 

in Paterson’s syndrome, 547. 

in sprue, 639, 

in syphilis, 205. 

lesions of, due to arsenic, 1447. 

psoriasis of, 1470. 

ridging of, in hypoparathyroidism, 501. 

in scarlet fever, 68. 
in typhoid, 82. 

ringworm of the, 1438. 
Nanukayami disease, 229. 
Napler’s aldehyde test in kala-azar, 253. 
Narcolepsy, 1693. 

after encephalitis lethargica, 1694. 
Nareosis in carbon monoxide poisoning, 


380. 
Nares, plugging the, 1088, 1089. 
Nasal causes of asthma, 1148, 1152. 
diphtheria, 99, 100, 105. 
douching, 1085, 1086. 
feeding, in affective disorders, 1862. 
obstruetion from adenoids, 1085, 1006. 
polypus, 1089 ; and see ae bres 
septum, ene rome of the, 1088, 
] ra ; 


5. 
bleeding polypus of, 1088, 1005. 
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Nasal septum, erosions of, 1088. 

gumma of, 1093. 

syphilitic perforation of, 1003. 
Nascent iodine treatment of nasal tubercu- 

losis, 1004. 
of pulmonary tuberculosis, 1210. 
eae ae as habitat of meningococcus, 
7 


as portal of entrance of virus of acute 
anterior poliomyelitis, 1568, 1569. 
diseases of the, 1096-1099. 
in relation to scariet fever infection, 64. 
tumours of, 1098. : 
Nauheim A emacs of cardiac disease, 


dacniate, ea in cholecystitis, 725. 
Nausea, 574. 

hysterical, 574. 

in chronic appendicitis, 681. 

in chronic cholecystitis, 725. 

in coronary occlusion, 992. 

in gastritis, 574, 582, 584, 585. 

in pregnancy, 574. 

in uremia, 574, 1325. 
Necator amerleanus as human parasite, 320, 


Neck, actinomycosis affecting, 186. 
rigidity of, in cerebro-spinal fever, 38, 


Necrosis of bone i in leprosy, 122. 
of finger tips in Raynaud’s disease, 1076. 
of laryngeal marae 1101. 
in syphilis, 110 
in typhus, o78. 
of larynx in measles, 138. 
in small-pox, 152. 
Negativism in a a i 1868, 1871. 
Negri bodies, 8, 9 


Negroes, immunity of, to yellow fever, 3. 
rarity of chorea among, 1698. 
sickle-celled anzemia in, 787. 
tuberculosis among, 31. 

Neill-Mooser reaction in flea typhus, 269. 

Nelson bed for postural drainage, 1141, 

1157, 1181. 
Nelson’s meee of pyrotherapy in syphilis, 


Nematodes, discasos due to, 315-324. 


Neosalvarsan, 208. . 
in pb anere _ nervous system, 1636. 
in yaws, 22 


INDEX 
Nephrectomy in renal tuberculosis, 1387. 


in unilateral hydronephrosis, 1842. 
in unilateral pyonephrosis, 1343. 
Nephritis, acute, 1303-1309. 
in methylchloride poisoning, 388. 
as 323. 
chroni¢é, defective adjustment to water 
supply in, 1314. 
interstitial, 1317-1319. 
(primary type), 1315, 1316. 
(secondary type), 1309-1316. 
as causal factor in atheroma, 1038. 
parenchymatous, 1309, 1310. 
pathology of, 1310, 1311. 
classification of, 1299. 
familial heemorrhagic, 1316. 
from use of mercury, 216. 
glomerular, in septic endocarditis, 921. ° 
gouty, 432. 
hemorrhagic, in glandular fever, 287. 
high blood pressure in, 1036, 1318, 1319. 
in chicken-pox, 162. 
in erysipelas, 20, 21. 
in lead poisoning, 364. 
in malaria, 243. 
in mercurial poisoning, 375. 
in mumpe, 165. 
in rat-bite fever, 238. 
in oe ictero-hemorrhagica, 


in typhoid, 80, 86. 
in typhus, 279. 
nausea in, 574. 
pericarditis in, 957. 
pruritus in, 1402. 
renal elements involved in, 1305. 
searlatinal, 65, 69, 71, 72, 77, 78, 1804. 
skin diseases in relation to, 1304. 
Nephrolithiasis, 1338. 
Nephropexy, 1349. 
Nephroptosis, 1346. 
Nephrosis, 1301-1303. 
Nephro-sclerosis, benign, 1319. 
malignant, 1067, 1317. 
Nephro-typhold variety of typhold fever, 83. 
Nerve, auditory, 1514. 
cervical sympathetic, paralyais of, 1508. 
cochlear, 1 
eleventh, ee of the, 1519, 1520. 
peat A and physiology of, 1519, 
15 


facial, 1510-1514. 
fifth, 1509, 1510. 
ym toms of lesions of, 1509, 1510. 
nb ic changes due to lesions of, 1509. 

pipe ralysia of, symptoms of, 1504. 
osso-pharyngeal, 1518. 

Eypociosua, affections of the, 1521. 

ninth, 1518. 

ninth, tenth, and eleventh, combined 
lesions of, 1520. 


olfactory, and tract, anatomy and 
physiology of, 1501. 
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Nerve, one anatomy and physiology of, 


recurrent laryngeal, in relation to 
paralysis, 1113, 1118. 
roots and nerve trunks, local lesions of, 
1768-1767. 
treatment of, 1767. 
seventh, 1510-1514. 
sixth, anatomy and physiology of, 1505. 
spinal accessory, affections of the, 1519. 
tenth, anatomy and physiology of, 1518 ; 
and see Vagus. 
third, sect Ait physiology of, 1504. 
of, symptoms of, 1504. 
trigeminal, 1609, 1521. 
twelfth, affections of the, 1521. 
anatomy and physiology of, 1521. 
vagus, Faia and physiology of, 


lesions of, 1518. 
vestibular, of, 1514. 
Nerve-cell lesions, in acute anterior polio- 
myelitis, 1569. 
Nerve-deafness, 1514. 
Nerve-degeneration in beriberi, 460. 
Nerve lesions, local, treatment of, 1767. 
Nerve-roots, alcohol injection of, for 
angina, 989. 
Nerves, auditory and vestibular, symptoms 
of lesions of, 1514. 
cranial, affections of the, 1501-1625. 
hilitic paralysis of, 1563. 
oculo-motor, affections of the, 1504-1508. 
peripheral, lesions of the, 1758-1767, 
pressure on, in aortic aneurysm, 1046. 
recurrent laryngeal, pressure on, by 
aortic aneurysm, 1 
Nerve-stretching, 1773. 
Nerve-suture, 1767. 
Nerve-tissue, selective action of toxins on, 


Nervous activity, effect of alcohol on, 355. 
eomplications of chicken-pox, 162. 
of Ha pearl 102, 103. 
of influenza, 171. 
of mumps, 165. 
of scarlet fever, 72. 
of small-pox, 152. 
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Nervous symptoms in canoer of the 
cesop , 557. 

in sidan pars fever, 38, 39, 41. 

in chronic alooholism, 358, 359. 

in cirrhosis of liver, 705. 

in diabetes, 417. 

in Graves’s diseass, 486, 487. 

in hydrocephalus, 1542, 1547-1560. 

in lead poisoning, 365. : 

in lethargic encephalitis, 1579-1581. 

in measles, 137, 141. 

in pernicious anemia, 781. 

in pulmonary tuberculosis, 1197, 

in sleeping sickness, 258. 

in snake bite, 330. 

in Beate American trypanosomiasis, 

in nese ictero-hemorrhagica, 


in thoracic aneurysm, 1046, 
in toxemia, 11. 
in typhoid, 86, 90. 
in whooping-cough, 112. 
in yellow fever, 178. 
of hypoparathyroidism, 501. 
of manganese poisoning, 378. 
of mercurial poisoning, 376. 
of schistosomiasis, 309. 
system, affections of, in measles, 137. 
central, effects of gastritis on nutrition 
of, 665, 566. 
congenital syphilis of, 1652. 
diseases of the, 1501-1803. 
stomach function in relation to, 559. 
syphilis of the, 200, 1628-1653. 
mental disorders associated with, 
1831-1833. 
virus diseases of, 1567-1588. 
white matter of, special site of lesions 
of caisson disease, 333, 336. 
Neuralgia, epileptiform, 1522. 
glossopharyngeal, 1524. 
intercostal, 1246, 1769. 
post-herpetie, 1584. 
spasmodic, 1522. 
trigeminal, 1509, 1521-1524. 
Neuralgiec pains in caisson disease, 336. 
in undulant fever, 129. 


degenerative changes due to vitamin A | Neurasthe 1823, 1824. 


deficiency, 443. 

diseases causing vomiting, 570. 
dyspepsia, 577, 578. 

gastric symptoms in, 577. 

nervous symptoms in, 578. 
lesions in African trypanosomiasis, 258. 

in beriberi, 460. 

in diphtheria, 98. 

in sities rt haa 344, 345. 

in le » 122. 

in pellagre, 464, 465. 

in pink disease, 299. 

in poliomyelitis, 1569, 1571, 1572. 

in syphilis, 200. 


Neurine, a pto 
Neuritis, aleoholic, 692, 1780. 


setiology of, 1823. 
alimentary disorders in relation to, 1846. 
and movable kidney, 1348. 
and trench fever, 284. 
bladder, 26. 
course and prognosis of, 1823, 1824. 
nature of, 1823. 
oxalurio ae a 
toms 0: : 
syot litic, 1831. 
treatment of, 1824. 
visceroptosis in relation to, 749. 
maine body, 304. 
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—— after heat-hyperpyrexia, 349. 
anterior crural, 1765. 
arsenical, 372-1779. 
associated with arthritis, 1768. 
brachial, 1369, 1370, 1769, 1770. 
i eal paralysis, 1115. 
cervico-occipital, 1770. 
diabetic, 417, 1753. 
diphtheritic, 1781; and see Diphtheritic 
paralysis. 
d senteric, 116. 
ii relapsing fever, 236. 
in typhoid, 86. 
in undulant fever, 129. 
influ 171. 
intersti 1768-1773. 
lead, 361, 1789, 1790. 
multiple diphtheritic, 1782. 
peripheral, 1778 ; and see Polyneuritis. 
radicular, 1769. 
retro-bulbar, 1502. 
scariatinal, 72. 
Neuro-fibroma of skin, 1486. 
Neuro-fibromata in lateral recess, 1535. 
Neuro-fibromatosis, 1788. 
Neuro-fibrositis, 1768. 
Neurological complications of chronic alco- 
holism, 359. 
Neuroma, plexiform, of skin, 1486. 
Neuromyelitis optica, 1661. 
Neuronophagia in acute poliomyelitis, 1569. 
in lethargic encephalitis, 1578. 
Neuropathic wdema, 440. 
Neuropoletin, 559, 565. 
Neuro-recurrences after arsphenamine 
treatment, 214, 219. 
Neuroses, vasomotor, 1072-1080. 
Neurosis, vegetative, 298; and sce Pink 


Neurotoxins, anake, selective action of, 
330 


Neurotropic virus of herj es zoster, 1583. 
of yellow fever, 177. 
Neutropenia, 799. 
t, 799. 
Neutrop 796. 
** Niche * of chronio gastric ulcer, 589. 
Nicotine acid (vitamin B,), 448. 
daily excretion of, 449. 
in pellagra, 448, 463, 466. 
Niemann-Piek’s disease, 835. 
Night-blindness in scurvy, 453. 
tests for vitamin A deficiency, 443. 
Nightshade poisoning, 391. 
Night starts in cardiac failure, 873. 
sweats oe onary tuberculosis, 1195, 
treatment of, 1214, 1215. 
terrors in adenoids, 1097. 
Nihilistic delusions, 1861. 
Nikethamide in heart disease, 868. 
Nipple, Paget's disease of the, 1476. 
Nipples, eczema of, 1414. 
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Niss] bodies, disappearance of, in progres: 
sive mapaeulae atrophy, 1744. 
Nitrites in anginal attacks, 988, 989. 
in cardiac , 874. 
Nitritoid “ after use of arsphenamine, 


Nitrogen excretion in urine, 1283. 
retention in acute nephritis, 1308. 
saturation of tissues with, the essential 
in caisson disease, 335, 386 
solubility of, in fat, 333, 335. 
ee test for ketonuria, 418, 
1295. 


Nits, 1442. 
Nocardia tenuis, 1441. 
Nodal extra-systole, 888, 889. 
rhythm, auriculo-ventricular, 847, 894, 
895. 
electro-cardiogram of, 1014. 
Nodes, juxta-articular, 226, 228. 
Nodular circumseribed lipomatosis, 440. 
goitre with BY pee rodiee 491. 
Nodules, fibro-siderotic, in spleen, 830. 
fibrous, 1369, 1392. 
in chappa, 303. 
in skin in Hodgkin’s disease, 842. 
leprotic, 122. 
subcutaneous, in teniasis, 314. 
subcutaneous rheumatic, in children, 
292, 913. 
Noguchi’s work on the cause of yellow 
fever, 176. 
Noma, 527. 
in measles, 139, 143. 
Nominal deficiency, 1614. : 
Nomograph, Boothby and Sandiford’s, 
404, 420 


** Nona ”* and encephalitis lethargica, 1577. 
Normoblasts, 772. 
Normoeytes, 771, 772. 
Nose, affections of, in glanders, 60. 
angio-fibroma of, 1005. 
cysta of, 1095. 
diseases of the, 1084-1095. 
enchondroma of, 1095. 
fibroma of, 1095. 
lesions of, in congenital syphilis, 2065, 
1092, 1093 
lupus of the, 1093, 1094. 
osteoma of, 1095. 
papilloma of, 1095. 
syphilis of the, 205, 1092, 1093.. 
sypeiine deformity of the, 205, 1093. 
tuberculosis of, 1094. 
tumours of, 1095. 
ulcerations of, 1092, 1093. 
Notechis scutatus, 331. 
Nothnagel’s syndrome, 1531. 
Novarsan, 208. 
Novarsenohillon, 208. 
Novasurol in heart disease, 870. 
Novostab, 208. 
Nuelear ophthalmoplegia, 1507, 1531. 
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Nueleic _ a stimulant to leucocytoais, 


Nucleus pulposus, herniation of, 1773. 
Numbness in alcoholic neuritis, 1780. 

in disseminated sclerosis, 1656. 

in Landry’s paralysis, 1788. 

in Raynaud’s disease, 1076. 

of extremities, in leprosy, 122. 
Nummular sputum, 1134, 1198. 
Nursing of “‘ septic ’’ patients, 17. 
Nutmeg liver, 460, 691, 1179. 
Nuts, ae oh in relation to diabetic diet, 
Nyctalopia, 453. 
Nystagmus in acute poliomyelitis, 1573. 

in cerebellar apoplexy, 1603. 

in cerebellar lesions, 1532. 

in cerebral diplegia, 1623. 

in disseminated sclerosis, 1656. 

in Friedreich’s ataxy, 1666. 

in h drocephalus in children, 1549. 

in Méniére’s disease, 1517. 

in subacute combined degeneration, 

1740. 
in rbd hag 1731. 
in trench fever, 283. 


Oat-celied tumour of bronchi, 1142, 1146. 
of lung, 1219. 
Obesity, 437-439. 
stiology of, 437. 
acute necrosis of pancreas in relation to, 


diet in, 438, 439. 
heredity in, 437. 
in Cushing’s syndrome, 474. 
in Bey to diverticula of the colon, 
in relation to prognosis of typhoid, 90. 
influence of pituitary on, 437, 438. 
of thyroid in relation to, 437. 
pathology of, 437, 438. 
pregnancy in relation to, 437. 
racial tendency to, 437. 
sex glands in relation to, 438. 
sex-Incidence of, 437. 
situations of fat deposit in, 437, 438. 
symptoms of, 438. 
treatment of, 438, 439. 
' Object-blindness, 1615. 
Obsessional disorders, 1887-1891. 
and schizophrenia contrasted, 1874. 
ideas or images, 1888. 
impulses, 1888. 
rumination, 1889. 
Obstetrical paralyses, 1513, 1776-1778. 
Obstruction, intestinal, acute, 670-675. 
round-worms causing, 323. 
chronic, 462. 
from embolism of mesenteric artery, 
675, 1063. 
in ascariasis, 329. 
in cancer of the colon, 657, 658, 659. 
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Obstruction, intestinal, in Crohn’s disease, 


in anal achalasia, 666. 
peritoneal adhesions in relation to, 


762. 
peritonitis complicating, 755. 
Obturator nerve, leaions of, 1785, 1777. 


Occipital ron localising signs of lesions of, 


Occult blood, diagnostic significance of, 616. 
in stools, examination for, 615, 616. 
in cancer of colon, 658. 
in chronic pai ulcer, 589, 
in duodenal ulcer, 580. 
Occupation in relation to prognosis of heart 
disease, 859 
in relation to tuberculosis, 31. 
palsy, 1711. 
Occupational risks of lead poisoning, 361, 
362, 364. 
therapy in affective disorders, 1863. 
coe mental disorder, 1815, 1816, 
1863. 
Ochronosis in alkaptonuria, 1294. 
in carboluria, 1295. 
Ocular veer in hypertension, 1036, 1066, 
0 


disorientation, réle of, in sea-sickness, 
34], 


nerve palsies, causes and varieties of, 
1505-1507. 
classification of, 1505. 
conjugate, 1505. 
nuclear, 1505, 1507. 
supranuclear, 1505. 
symptoms in aortic ane m, 1046. 
in cerebral syphilis, 1633. 
in chorea, 1701. 
in Friedreich’s ataxy, 1666, 1667. 
in myasthenia gravis, 1795. 
in subacute combined degeneration, 
1740. 
in tuberculous meningitis, 1561. 
Oculogyric aa in lethargic encephalitis, 
1580. 


Oculo-motor nerves, affections of, 1504- 
8 


1508. 

Oddi’s sphineter, achalasia of, 733, 
in relation to biliary crises, 733. 
spasm of, 694. 

Odor phthisicus, 1194. 

Odour from skin in measles, 137. 
in small-pox, 150. 

from typhus patient, 278. 

Edema, angio-neurotic, 1073. 

gelatinous, in snake bite, 330. 
glottidis, 1074, 1101. 

in acute nephritis, 1306. 

in measles, 138. 
hereditary, 1080. 
in acute nephritis, 1305, 1306. 
in ascites, 764, 765. 
in beriberi, 460. 
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— tall canoer of ted 719. a 
chronic mchymatous ne tis, 
1310, i311. : ” 
in ebronty secondary nephritis, 1310, 
i 
in cirrhosis of liver, 704. 
in heart failure, 855, 856, 874. 
in nephrosis, 1300, 1302. 
in pernicious anemia, 780. 
in serum sickness, 8 
in small-pox, 150. 
in sprue, 639. 
in trichiniasis, 319. 
in trypanosome fever, 258. 
in tuberculous peritonitis, 761. 
indurated, of syphilitic sore, 195, 196. 
laryngis in erysipelas, 20. 
local, in ee aa combined degenera- 
dephitue: cause of, 1310. 
neuropathic, 440. 
of face — neck in mediastinal tumours, 
128 


of feet and rege in typhoid, 82, 85 
of larynx, 11 
of extremities in pink disease, 299. 
reduced protein content of blood in, 1311. 
(Esophageal obstruction, 551, 555. 
spasm, 545, 547, 
uleer, chronic, frequency and incidence 
of, 553. 
varices in cirrhosis of liver, 702, 704. 
veins, hsmorrhage from, in cirrhosis of 
liver, 704. 
Csophagitis, acute, 551, 552. 
acid, and wsophageal ulcer, 552, 553. 
chronic, 552. 
acid, and cesophageal ulcer, 553-555. 
Csophagoseopy in diagnosis of ulcer, 554. 
C£sophagostomiasis, 3 
(aophagostomum aplostomum, 320. 
stephanostomum, 320. 
Csophagus, aneurysmal pressure on, 1047. 
eancer of the, 565-558. 
diseases of the, 545-558. 
diverticula of, 550, 551. 
spasm of the, 546. 
stricture of the, 555. 
Cstradiol, 515, 518. 
Cstrone, 514. 
Cstrus ovis, 327. 
Ohara’s disease, 61; and see Tularwmia. 
Oldium Pia the fungus of thrush 


lung, 1218. 
orointeing en 
Olfactory nerve and tract, the, 1501. 
Oliguria in cholera, 120. 
Olive oll, value of, in treatment of gastric 
uloer, 504. 

Onchocerca ceocutiens, 318. 

tumours in head, 318. 

volvulus as a human parasite, $17. 
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Onchocerciasis, 317, 318. 
Oncomelania hupensts in relation to schiato- 
somiasis, 310. 
Onyala!, 303. 
Onychia, vaccine treatment of, 18. 
Odphorectomy for osteomalacia, 1884. 
Opaque enema, 613, 614. 
meal, 613. 
Ophidiasis, 329. 
Ophthalmoplegia, chronic 
nuclear, 1507. 
ene hthaimic, 487. 
icken-pox, 162. 
ic © encephalitis, 1579, 1580. 


progressive 


in let 
in migraine 
in syringomyelia, 1781. 
in tabes, 1 
internal Pate 1508. 
nuclear, 1507, 1531. 
conditions of occurrence of, 1507. 
Ophthalmoscopiec changes in kidney disease, 
1300, 1305, 1311, 1312, 1318. 
in optic atrophy, 1503. 
in papilledema, 1539, 1540. 
in syphilitic vascular disease, 1032. 
examination, diagnostic importance of 
1503, 1543. 
Opisthorchis sinensis, 307. 
Penrons in cerebro-spinal fever, 38, 39, 


hydrophobia, 1586. 
st-basic meningitis of infante, 41. 
of nfants, cervical, 39; and see Menin- 
gitis, post- -basic, ‘of infants. 
Opium in summer diarrhoea, 632. 
Oppenheim’s disease, 1802 ; and see Amyo- 
tonia i el — 
sign in spastic paraplegia, 
oper index, Sai Paget tion to tubercle 


Optic aroehy 1603. 
stiology of, 1503. 
consecutive, 1503. 
diabetic, 1503. 
familial, 1503. 
from rig preparations, 259, 260, 
1 
in accessory-sinus suppuration, 1092. 
in acrome aly, 472. 
in cerebra diplegia, 1622, 
in disseminated sclerosis, 1502. 
in familial spastic paralysis, 1669. 


in oxycephaly, 1386. 

in relapsing fever, 286. 

in subacute combined degeneration, 
1740. 

in syphilitic arteritis, 1082. 

in ta 


» 1646. 
in trichloreth lene poisoning, 389. 
deopt leg of, st 

retrograde, 1503. 
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Optic atrophy, secondary, 1503. 
syphilitio, 1504. 
chiasma, localisation of lesions of, 1534. 
nerve, the, 1501. 
affections of the, 1501-1504. 
lesion of, in carotid hemiplegia, 1502. 
syphilitic disease of, 1502. 
neuritis in chicken-pox, 162. 
in malaria, 2438, 
in typhoid, 86. 
thalamus, lesions of, localising signs of, 


1630. 
Oral sepsis, 521-525. 
as cause of diarrhea, 623. 
as cause of cesophagitis, 552. 
as cause of parotitis, 530. 
in pyorrhoa, 522, 524. 
in relation to arthritis, 1354, 1355. 
to dental caries, 523. 
to gastric ulcer, 524. 
to scarlet fever, 76. 
prophylaxis of, 521. 
results of, 524-525. 
treatment of, 521. 
xerostomia a cause of, 530. 
Oranges, anti-scorbutic value of, 449, 450. 
Orarsan in syphilis, 214. 
Orbicularis palpebrarum, the “ ultimum 
moriens ’’ of facial muscles, 1513. 
Orbit, arterio-venous aneurysm of, 1053, 


1054. 
Orbital lesions, effects of, 1505, 1506. 
lobule, lesions of, symptoms of, 1528. 
Orchitis, filarial, 316, 317. 
in congenital syphilis, 205. 
in malaria, 243. 
in mumps, 163, 164, 165. 
in paratyphoid fever, 95. - 
in small-pox, 152. 
in typhoid, 86. 
in typhus fever, 279. 
in undulant fever, 129. 
syphilitic, 204. 
Oriental sore, 255, 256. 
Ornithodorus erraticus, 234. 
_hermsti, 234. 
Ishorensis, 234. 
maroccanus, 234. 
mouhbata, 234, 237. 
papillipes, 234. 
savignyi, 234. 
talaje, 234. 
tholozani, 234. 
venezuelensis, 234. 
Oroya fever, 131, 132. 
Orpiment, 371. 
Orsanine in sleeping sickness, 260. 
Orthocaine (orthoform) in laryngeal tuber- 
culosis, 1108. 
in ulcers of pharynx, 543, 544. 
Orthopnoa in cardiac failure, 853. 
Osler-Vaquezs disease, 793; and see Poly- 
cythemia. 
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Osteitis deformans, 1377-1379. 
fibrosa cystica, generalised, 498. 
diffusa, 498. 
focal, 1380. 
in tertiary syphilis, 203. 
of von ne puaured: ee 1380 ; and 
see Hyperparat ism. 
radiation, 355. a 
rarefying, of alveolar processes, 526. 
Osteo-arthritis, 1358-1362. 
hypertrophica, 1375. 
sarthrope ty; hypertrophic pulmonary, 


following empyema, 1256. 
in bronchiectasis, 1156. 
Osteochondritis syphilitica, 206. 
Osteoclastoma, 1380. 
Osteoclastomatous tumours in hyperpara- 
thyroidism, 499. 
Osteocopic pains, 200, 203. 
in goundou, 227. 
Osteogenesis imperfecta, 1384. 
Osteogenetic myeloma, 1380. 
Osteoma of nose, 1095. 
Osteomalacia, 1381-1384. 
treatment of, 1383. 
Osteo-myelitis, pysemia in, 13. 
Osteophytic outgrowths in arthritis, 1351. 
in spondylitis, 1364. 
Osteoporosis congenita, 1384. 
in hyperparathyroidism, 499. 
in idiopathic steatorrhma, 636. 
in rheumatoid arthritis, 1351. 
in Still’s disease, 1366. 
in syringomyelia, 1730. 
Osteopsathyrosis, 1384. 
Osteosclerotic anzmia, 783. 
Ostium secundum, persistence of, 968. 
Otitis media in congenital syphilis, 205. 
in diphtheria, 103. 
in influenza, 170. 
in kala-azar, 253. | 
in measles, 139. 
in mumps, 165. 
in pneumonia, 1231. 
in relation to atrophic rhinitis, 1087. 
in relation to meningitis, 1564 
in scarlet fever, 67, 69, 70, 71, 77. 
in amall-pox, 152. 
septic thrombosis in, 1060. 
suppurative, in glandular fever, 287. 
in typhoid, 86. 
vaccine treatment of, 18. 
Otorrhma in scarlet fover, 70, 75. 
Ova of oe search for, 310, 
1, 
Ovalocytosis, 788. 
Ovarian tumours as cause of viriliam, 510. 
Ovaries in relation to osteo-malacia, 1384. 
Ovaritis in mumps, 165. 
Over-eating in relation to arterial disease, 
1038 


to hypertrophy of heart, 954. 
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Over-eating, of heart in relation to dilata- 
tion, 954. 
Oxalate of lime ealeoull, 1338, 1339. 
crystals in urine, 1296. 
Oxaluria, causes of, 1296. 
crises of, 1296, 1840. 
Oxycephaly, 1385, 1847, 
Oxygen deticiency, effects of, 339, 340. 
in bronchitis, 1136. 
in carbon monoxide poisoning, 381, 382. 
in cardiac failure, 872. 
in pulmonary collapse, 1168. 
in treatment of pneumonia, 1235. 
poisoning from compression, 335. 
saturation of arterial and venous blood, 
338, 339. 
under pressure, toxicity of, 335. 
Oxyhemoglobin in plasma in blackwater 
fever, 247. 
Oxytocin, 470. 
Oxyuris vermicularis, 323. 
Oysters as cause of bacterial food poison- 
ing, 395. 
in relation to typhoid infection, 79, 91. 
Ozeana, 1086, 1122; and see Rhinitis, 
atrophic. 
syphilitic, 203, 1093. 


P eee in electro-cardiogram, 1004, 
5. 
P.A. factor in relation to pernicious and 
megalocytic anzmias, 774, 778. 
** Pace-maker ”’ of the heart, 846. 
Pachydermia laryngis, 1103. 
Pachymeningitis, 1556. 
syphilitic, 1565, 1635. 
Paget’s disease, 1377 ; 
deformans. 
of the nipple, 1484. 
Pahvant valley fever, 61. 
Pain as a cause of vomiting, 570. 
cardiac, 874, 875. 
epigastric, in yellow fever, 178. 
in accessory ainus disease, 1091. 
in acid csophagitis and csophageal 
ulcer, 553. 
in acute arteritis, 1030. 
in acute gastritis, 582. 
in acute gout, 432. 
in acute intestinal obstruction, 673. 
in acute necrosis of pancreas, 738, 
in acute pericarditis, 958. 
in acute pleurisy, 1245. 
in adiposis dolorosa, 481. 
in amosbic abscess, 709, 712. 
in angina pectoris, 981, 982, 983, 984. 
in aortic aneurysm, 1045. 
in tc air a 676, 681, 
in B. coli infections, 25, 26. 
in Bell’s paralysis, 1510, 1511, 1512. 
in — of et 658. 
lar ynx, ‘ 
of liver, 718. 


and see Onsteitis 


INDEX 
Pain in cancer of cesophagus, 556. 


of pancreas, 744, 745. 
of stomach, 600. 
in cardiac failure, 877. 
in cholecystitis, 724, 725. 
in cholera, 119, 120. 
in compression of cord, 1717, 1720. 
in coronary occlusion with infarction of 
heart, 991, 992. 
in craft palsy, 1712, 1713. 
in diaphragmatic pleurisy, 1247. 
in distribution of fifth nerve, 1509. 
in duodenal ulcer, 590. 
in epidemic myalgia, 298. 
in erysipelas, 20. 
in erythromelalgia, 1079, 
in gall-stones, 730, 731. 
in gastric ulcer, 588. ; 
in heart disease, treatment of, 877. 
in herpes zoster, 1583, 1584. 
in lands cacivex 1768" 1041. 
in Landry’s ysis, 1786 
in jarpacesl tuberculosis, 1107, 1108. 
in movable kidney, 1347. 
in muco-membranous colic, 642. 
in mumps, 164, 165. 
in nerve leprosy, 124. 
in pancreatic calculi, 743. 
in periarteritis nodosa, 1034. 
in peritonitis, 754, 765. 
in pleurisy with effusion, 1249. 
in pneumonia, ee oe 
in progressive muscular atrophy, , 
in pulmonary apoplexy, 1164, Ties. 
in pulmonary tuberculosis, 1194 
in pyelitis, 1131. 
in pyloric obstruction, 605. 
in Raynaud’s disease, 1076. 
in relation to jaundice, 687. 
in renal colic, 1339. 
in sciatica, 1770, 1771. 
in subacute necrosis of creas, 739. 
in suppurative mediastinitis, 1276. 
in suppurative pylephlebitis, 722. 
in syphilis of aorta, 977, 979. 
in syphilis of liver, 714. 
in syringomyelia, 1729. 
in tetanus, 55. 
in throm bo-angiitis obliterans, 1033. 
in tic douloureux, 1522, 1523. 
in trichiniasia, 319. 
in waterbrash, 572. 
in X-ray injuries, 352. 
of heart disease, 875, 877. 
** Painful heel,’’ 1370. 
Pains in back in small-pox, 147. 
in — Po limbs in acute poliomyelitis, 
in dengae, 181. 
in influenza, pie se 
ver, A 
in erch fecce 282, 283. 
in typhus fever, 276. 


INDEX 


Pains in back and limbs in yellow fever, 178. 
in bones and joints in yaws, 226. 
in ar a teeth after arsphenamine, 
in limbs in caisson disease, 336. 
in aaah fever, 38. 


in malaria, 
in scurvy, 451. 
lightning, 1642, 1643, 1648, 1649, 1738, 
1741, 1742. 
osteocopic, in syphilis, 200, 203. 
peripheral, in let c encephalitis, 1581. 


precordial, in acute pericarditis, 958. 
in aortic disease, 932. 
in cardiac strain, 881. 
Palate, arched, in adenoids, 1096. 
pueenee of, as early sign of scarlet fever, 


paralysis of the, 545, 
of soft, diphtheritic, 1782. 
syphilitic perforation of, 203, 543. 
ulceration of, in gangosa, 228. 
in yawa, 226. 
Pallor after hemorrhage, 769. 
Palmar fascla, fibrosis of, 1370. 
Palpation of chest, 1082. 
of intestines, methods of, 612, 613. 
Palpitation, 876. 
in acute endocarditis, 915. 
in cardiac failure, 853, 874. 
in abc he Smee pan 
in rt idism, 996. 
Palay, craft, 1711-1714. 
lead, 1789-1790. 
occupation, 1711-1712. 
Paludism, 238. 
Pamaquin (plasmoquine), 244, 246. 
Pancake hematoma in subarachnoid 
hemorrhage, 1590. 
Pancoast tumour of lung, 1220, 1221. 
Pancreas, acute necrosis of, 737-739. 
carcinoma of, 744-746. 
diseases of the, 736-746. 
hydatid of, 743. 
in mumpe, 166. 
‘in rea to carbohydrate metabolism, 
to glycosuria, 410, 412, 737. 
to Jaundice, 736. 
t disease of the, 744. 
secretions of, 736. 
subacute necrosis of, 739, 740. 
syphilis of the, 742. 
Pancreatic caleuli, 740, 742, 743. 
colic, 741. 
743, 744. 
digestion, deficient, stools in, 736. 
ducts, anatomy of, 736. 
sida = intestines, faces, and urine, 
juice, 736. 
Pancreatitis, acute hamorrhagie, 737. 
chronic, 740-742. 
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Pancreatitis, chronic, in relati6n to gall- 
stones, 732, 740, 741. 
jaundice in, 684, 740, 741. 
path of injection, 740. 
in mumps, 165. 
Panmyelopathy, 785. 
Panniculitis, 1368, 1369. 
Panophthalmitls in small-pox, 152. 
septic, from lesions of fifth nerve, 1509. 
Papataci fever, 180. 
Papillitis in cerebro-spinal fever, 43. 
Papilledema, 1539-1540. 
and ay a as complication of mumps, 
5. 


conditions and occurrence of, 1539-1540. 

in accessory sinus suppuration, 1092. 

in anzsmia, 1540. 

in cerebral syphilis, 1032, 1613. 

in cerebro-spinal fever, 39, 45. 

in chloroma, 807, 

in intracranial abscess, 1554. 

in intracranial tumour, 1539-1540. 

in lethargic encephalitis, 1580. 

in measles, 139. 

in meningitis, 1539. 

in mumps, 165. 

in relation to vision, 1539. 

in renal disease, 1540. 

in subacute combined degeneration, 1740 

in suppurative encephalitis, 1554. 

in toxemic kidney, 1300. 

in tuberculous meningitis, 1561. 

eee appearances in, 1539, 
5 


results of, 1503. 
retrobulbar neuritis in relation to, 1502, 
1540. 
Papilloma of larynx, 1109. 
of nose, 1095. 
of pharynx, 544. 
Papillomata of rectum in schistosomiasis 
309, 310. 
of larynx, multiple, 1109. 
Paprika as source of vitamin C, 481. 
Papular rash of small-pox, 148. 
of ey hilis, 198. 
Papule, 1397. 
Papules of small-pox, 148, 149. 
Paracentesis in ascites, 766. 
in cancer of peritoneum, 764. 
in chronic nephritis, 1314. — 
in tuberculous peritonitis, 763. 
pericardii, 960, 963. 
site for, 960. 
thoracis, indications for, 1253. 
methods of, 1262, 1253, 1254. 
pulmonary oedema in, 1161, 1253. 
Pareesthesia, 1401. 
in Landry’s paralysis, 1786, 1787. 
in sciatica, 1771. 
in subacute combined degeneration, 1739. 
Parafossarulus striatulus in relation to 
clonorchiasis, 307. 


Paragraphia, 1614. 

Parakeratosis, 1412. 
in psoriasis, 1469. 

Paraldehyde, addiction to, 1842. 
in chronic alcoholism, 359. 
in heart affections, 873. 
in typhus, 280. 

Paralyses, localised, in herpes zoster, 1584. 
toxsemic, 11. 

Paralysis, acute ascending, 331, 1785. 
waar in Landry’s paralysis, 1776. 
agitans, 1669-1673. 

mental disorders in, 1834. 
symptoms of, 250, 1670-1671. 
alternate, 1532. 
Bell’s, 1370, 1510. 
brachial plexus, 1759. 
erossed, 1532. 
diphtheritic, 102, 109, 545, 1781. 
due to tick-bites, 326. 
familial periodic, 1797. 
spastic, 1669. 
flaccid, diagnosis of, 1881. 
in gs anterior poliomyelitis, 242, 
in cerebro-spinal fever, 43. 
in familial periodic paralysis, 1797. 
in Friedreich’s ataxy, 1667. 
in Landry’s paralysis, 1785. 
in progressive muscular atrophy, 1743. 
from snake bite, 330, 331. 
hysterical, 1881. 
in acute poliomyelitis, 1570-1575. 
in caisson disease, 336. 
in disseminated sclerosis, 1655. 
in hydrocephalus in children, 1549. 
in leprosy, 122. 
in myasthenia gravis, 1794-1796. 
in progressive muscular atrophy, 1743, 
1745-1746. 
in syringomyelia, 1729. 
labio-glosso-pharyngeal, 1747, 1748. 
Landry’s, 1785; and sce Landry’s 
paralysis. 
laryngeal, 1112-1116, 1519. 
shagisbocar oc or san 1519; 
eee Laryngeal paralysis. 
lead, 365, 1789. aie 
obstetrical, 1776-1779. 
oculo-motor, 1504-1507. 
setiology of, 1504-1507. 
of accommodation in diphtheria, 1781. 
of cranial nerves in lethargic enceph- 
fai rnd ater 1580. 
or diaporagm, . 
of soft palate, 545, 1781. 
of sternomastoid, 1520. 
of trapezius, 1520. 


and 
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Paralysis, pharyngeal. bilateral, 1520. 
unilateral, 1520. 
progressive bulbar, 1743, 1747, 1748. 
pseudo-hypertrophic, 1799. 
simple, as an epileptic fit, 1682. 
aPreRUIDe acute, conditions causing, 


Todd’s, 1683, 1685. 
toxzmic, 11. 
Paralytic sequels: of whooping cough, 112, 
114 


Paramphistomiasis, 805. 
Paramyoclonus multiplex, 1704. 
Parangi, 225; and see Yaws. 
Paranola, and allied states, 1876, 1877. 
alcoholic, 1838. 
involutional, 1828. 
Paranoid form of schizophrenia, 1872. 
Paraphasia, 1614. 
Paraphrenia, 1871. 
Paraplegia, congenital spastic, 1621. 
flaccid, in subacute combined degenera. 
tion, 1736. 
in acute disseminated encephalo-mye- 
litis, 1660. 
in caisson disease, 336. 
** in extension,’”’ 1717. 
“‘in flexion,” 1717, 1724. 
in Hodgkin’s disease, 843. 
in subacute combined degeneration, 
1736, 1739. 
senile, 1735, 1736. 
spastic, in compression of the cord, 1717. 
phenomena of, 1717. 
Paraplegic rigidity, 1622. 
Parapraxia, 1620. 
Parapsoriasis, 1471. 
en gouttes, 1471. 
en plaques, 1471. 
lichenoides, 1471. 
Parasites, dermatitis due to animal, 1441- 
1445. 
Parasympathetic in relation to causation of 
megacolon, 664, 665. 
Parathormone in hypoparathyroidism, 502. 
in tetany, 502. 
rareiiytes Pants, anatomy and function 
of, : 
atrophy of, 501. 
diseases of the, 498-503. 
effect of removal, 501. 
hypertrophy of, 498. 
in relation to calcium metabolism, 
501. 
to osteomalacia, 1387. 
insufficiency, effects of, 501. 
tetany, 500. 
Parathyroidectomy, effects of, 500, 501. 
in relation to tetany, 501. 
Paratyphold ‘‘ carriers,’ 2, 94. 
fever, 94-96. 
group of bacilli, 94, 399. 
Para-variola, 151. 
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Parental influence in relation to obsessional 
disorder, 1887. 
Paresis and Fay in cerebral diplegia, 


in chorea, 1700. 
Parietal eee localising signs of lesions of, 


Parkinsonism ae a sequel of electrical 
88 & sequel lof of lethargic encephalitis, 1531. 
manganese poisoning as cause of, 1842. 
ptyalism in, 529. 

Parkinson's disease, 1669; and sce Paraly- 

itans. 


Paronychia, fa, diphtheritic, 1427. 
Parotid glan non-infective reourrent 
swelling of, 531, 532. 
suppuration, 166. 
swelling in mumps, 163, 164. 
Parotitis, 163, 530, 531. 
acute, 530, 531. 
ptoms of, 531. 
sotiology of, 530. 
epidemic, 163 ; and see Mumps. 
in bacillary dysentery, 117. 
in lobar pneumonia, 1231. 
in paratyphoid fever, 95. 
in small-pox, 152. 
in typhoid, 84, 94. 
in typhus fover, 279. 
infectious, 163; and see Mumps. 
infective but non-contagious, 166. 
subacute, 531. 
Paroxysmal headache, 1694. 
tachycardia, 891 ; and see Tachycardia. 
Parrots ea of psittacosis, 175, 
Parry’s disease, 486. 
Parry-Romberg syndrome, 1625. 
Partigens for tuberculosis, 1212. 
Parturition in relation to visceroptosis, 
749, 750. 
mental disorders of, 1845. 
Paschen, elementary bodies of, in vaccinal 
lesions, 147, 157. 
Pasteur and protective inoculation, 4. 
Pasteur’s work on ae a 1585. 
Pasteurella pestis, 1 
Pastia’s sign in scarlet fever, 66. 
Patch test of sensitiveness, 1418. 
Paterson’s graduated exercises for tuber- 
culosis, 1210. 
aaa Plummer-Vinson) syndrome, 


etiology of, 776. 
Pathogenicity of paraaitio openieme, 1. 
variations in the, 2. 
Paul’s test for small-pox, 154. 
Pearvuee reaction in glandular fever, 


in subelis: 145. 
** Pea-soup stools ** of typhoid, 81. 
Peectoriloqguie aphonique, 1250. 
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Pectoriloquy, 1084. 
whispering, 1084. 
Pedicull, forms of human, 1441, 
in relation to impetigo, 1421, 1442. 
to trench fever, 280, 284. 
Pediculosis, 1441-1443. 
capitis, 1441, 
in relation to ecthyma, 1422. 
pubis, 1441, 1443. 
vestimentorum, 1442. 
Pel-Ebstein type of pyrexia, 842. 
Peliosis Pheaination.| 66, 816, 923. 
Pellagra, 463-466. 
mental disorders in, 1843, 
mental symptoms of, 485, 1843. 
prophylaxis of, 448, 466. 
vitamin B complex in relation to, 448. 
vitamins in relation to, 448. 
Pellagra sine pellagra, 465. 
Pelvic ney in idiopathic steatorrhma, 


floor, weakness of, in relation to vis- 
ceroptosis, 748, 749, 750. 
viseera, dropping of, 749. 
Pemphigus, 1456-1458. 
acute, 1457. 
bacteriology of, 1457. 
chronic, 1457. 
contagiosus, 1496. 
foliaceus, 1458. 
neonatorum, 1421. 
syphilitic, 206. 
treatment of, 1422. 
vegetans, 1458. 
Penis, er of, in schistosomiasis, 


herpetiform ulcers on, in lymphopathia 
venereum, 183. 
papillomata of, in rhinosporidiosis, 193. 
pruritus of, in diabetes, 416. 
syphilitic herpes of, 197. 
Pentnucleotide, 17. 
in agranulocytosis, 801. 
Pentose, 418. 
Rssetgt rr 429. 
Pepsin, 
Peptic  eeutbawilis and uleer, 552. 
Peptone as desensitising agent, 1075. 
in urine, 1291 
injections in asthma, 1153. 
Percussion of chest, 1082. 
Perforating ulcers in leprosy, 122. 
in peroneal muscular atrophy, 1755. 
in tabes, 1647. 
treatment of, 1652. 
of feet in diabetes, 417. 
Perforation in acute appendicitis, 678, 679, 
80 


680. 
in cancer of the stomach, 602. 
in chronic oesophageal ulcer, 553. 
in duodenal ulcer, 591. 
in gastrio ulcer, 588, 589. 
in gastro-jejunal ulcer, 597. 
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Perforation in typhoid, 80, 82, 83, 84. 
diagnosis of, 84, 85, 89. 
of hung, 1256. 
of tuberculous ulcer, 655. 
of — as cause of peritonitis, 753, 


Perindenits, in lymphopathia venereum, 


Periarteritis, 1031. 
nodosa, 1034, 1035. 

Peri-arthritis, 1368, 1370. 

Pericardial resection, 963. 

Pericarditis, acute, 957-961. 
chronic adhesive, 961-963. 
constrictive, 961. 
exudate in, 957, 958. 
fibrinous, 957. 
friction sounds in, 948, 959. 
from gonococcus infection, 23. 
heomorrhagie, 957. 
in acute tonsillitis, 534. 
in scarlet fever, 70, 72, 75. 
mediastino-, 961. 
myocarditis associated with, 945. 
purulent, 957, 959. 
rheumatic, 290. 
sero-fibrinous, 958, 959. 
tubercular, 965. 
varieties of, 957. 

Pericardium, adherent, 961-963. 
diseases of the, 957-965. 
effusion into, 957, 958, 959, 960, 963. 
new-growths of, 966. 
ey hilis of the, 976. 

ulosis of, 965. 

Periehondritis, of larynx, 152, 1105, 1118. 
of tracheal cartilage, 1122. 

Pericolie oie tras B. coli, in 24. 

Pericoll : 


os cirrhosis of liver, 703. 
hilitic, 713. 
Per hric suppuration, epidemic, 1334. 
searctual tc and perinephrie abscess, 1334- 


Peri-neuritis, 1368, 1370. 
Periodontitis, chronio, 522, 523. 
Periostitis, in congenital ay philia, 206. 
in paratyphoid seve 95. 
in secondary 8 
in tertiary syp tins 203. 
in typhoid, 86, 94. 
Peripheral neuritis; 1778, and sce Poly- 
Seam 
Periphlebitis. 
Perisplenitis, 108, m8. 759, 829. 
Peristaisis, Fei in pyloric obstruction, 


in colon, 612. 
in small intestines, 610. 


reversed, 567. 
visible, 567, 606, 673. 
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Peritoneal adhesions, 760, 762. 
in relation to obstruction, 762. 
Peritoneum, cancer of, 763, 764. 
diseases of the, 752-767. 
Peritonitis, acute, 752-759. 
adhesions due to, 762. 
B. coli in, 24. 
ehroniec, 759. 
stiology and rae ey of, 759. 
obliterative, 7 
fibrous tuberculous, 760. 
gonococcal, 22, 756. 
in acute appendicitis, 679, 680. 
in acute he pial gastritis, 583. 
in paratyphoid fever, 95. 
in peiation to acute intestinal obstruc- 
tion, 674. 
in ulcerative colitis, 652. 
indications for operation in, 758, 759. 
malignant, 719, 763, 764. 
paths of infection in, 752, 753, 755, 756. 


pelvic, 756. 
perforative, in typhoid, 82, 84. 
men ceeece? 52, 755, 726. 
ted, 756. 
of infection i in, 755. 
Pantani of, 755, 756. 
staphylococcal, "153. 
streptococcal, 756, 767. 
source of infection, in, 756. 
tuberculous, 759 
adhesive or fibrous, 760. 
setiol of, 759, 760. 
ascitic form of, 760, 761. 
diagnosis of, 762. 
in cirrhosis of liver, 705. 
indications for operation in, 763, 
loculated, 760, 761. 
obliterative, 760, 761. 
path of infection in, 760. 
Peritonsillar abseess, 71, 535, 536. 
Perléche, 776. 
** Perles,’’ Laennee’s, 1150. 
Permanganate of nota i in snake-bite, 331. 
Pernicious anzomia, 778; and see Anmmia, 
pernicious. 
Peroneal muscular atrophy, 1753-1756. 
following measles, 139 
Perseveration, 1620. 
Personality, as showing tendency to mental 
disorder, 1806, 1807 
dissociation of, in hysteria, 1882. 
hysterical, 1878, 1879 
in schizophrenia, 1872. 
Pertussis, 109 ; and see Whooping-cough. 
Pes cavus in cerebral diplegia, 1622. 
in familial spastic paralysis, 1669. 
in Friedreich's a ataxy, 1667. 
2 Peyeee muscular atrophy, 1755. 


Nand eee 1730. 
Past i see Plague. 


Petechiss, gy heat- stroke, 348, 349. 
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Petechie in is dete 126 
in scurvy, 451, 452. 
in septic endocarditis, 921, 
in spirochstosis icterohemorrhagica, 232. 
in typhus, 277. agi 
oh whooping-cou 
a vellow fer 179. 
Petes rash in measles, 137. 
in scarlet fever, 66, 69. 
in typhus, 227, 
of small-pox, 148, 151, 155. 
Petit mal, 1679, 1683. 
Peyer’s patches in bacterial food poisoning, 


lesions of, in typhoid, 80. 
Ptannenstiel’s method of treatment of 
mpl » 1094. 

Pfeiffer bacillus meningitis, 47, 48. 
Pfelffer’s bacillus, 168. 

phenomenon, 5. 
Phssochromocytomas, 514. 
Phagedena, tropical sloughing, 1496. 
Phagedenic ulceration in syphilis, 202. 
Phagocytic cells, réle of, in red cell destruc- 

tion, 7 71. 

Phagocytosis in relation to tetanus, 98. 

in the spleen, 825. 
Phallin, 390. 
Pharyngeal hypersesthesia, 540, 541. 

paralysis, 1519. 

tonsil, 1096. 
Pharyngitis, acute catarrhal, 538. 

acute septic, 539. 

atrophic, 541. 

chronic, 540, 541. 

nular, B41. 
teral, 541. 

sicca, 54]. 

PRrgneS ron eaees! sphincter, achalasia 
of, 546. 

phatsncoteny, for cancer of larynx, 1112. 
Pharynx, diseases of the, 538-545. 

lupus and tuberculosis of the, 544. 

syphilis of the, 542, 543. 

tumours of the, 544, 545. 
Pharynx Pat esophagus, diverticula of, 550, 


Phenacetin causing enterogenous cyanosis, 


nie mailed during sulphonamide 
therapy, 16. 
Phenazone, skin eru a hate due to, 1448. 
Phenobarbitone, addiction to, 1842. 
Deca arr iass skin eruption due to, 


hisaagatn (cinehophen in gout, 436. 

Phenylenediamine poisoning, 385. 

Phenyl-hydrazine in polecy aieinie 794, 
toxio effects of, 7 

Phenylketonuria, 1850. 

Phialophora verrucosa, 304. 

Philip’s 77 all of tuberoular stages, 
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Phliebitis, 1056-1058. 
after influenza, 171. 
classification of, 1056. 
gouty, 432, 1056. 
in relation to embolism, 1057, 1058. 
in relation to thrombosis, 1056, 1057. 
infection in relation to, 1056, 1057. 
non-suppurative, 1056, 1057. 
plastic, 1056, 1057. 
post-operative, 1056, 
puerperal, 1057. 
suppurative, 1057, 1058. 
traumatic, 1056. 
typhoid, 1056. 
Phiebogram, 849, 850, 
auricular wave in, disappearance of, in 
auricular fibrillation, 896. 
of extra-systole, 889. 
Phiebotomus argentipes as possible vector 
of kala-azar, 261. 
fever, 180, 181. 
noguchi, 131. 
papatasii, 180. 
as possible vector of oriental sore, 255. 
sergentl, 255. 
verrucarum, 131. 
Phiegmasia alba dolens, 1057. 
Ba aa conjunctivitis with adenoids, 


ulceration in measles, 139. 
Phobias, 1888, 1889. 
sad laryngeal disorders of, 1112- 
116. 


Shocphatacs: plasma, increased in hyper- 
parathyroidism, 4 9. 
ed onan Cs blood, in relation to rickets, 


in urine, 1208: 

Phosphatic calculi, 1338. 

Phosphorus content of blood in tetany, 501. 
metabolism in Dyer pera or 499. 
plasma, increased in hypoparathyroidism, 

502. 


pelea as cause of hepatic necrosis, 
696 


fatty heart i in, 951. 
Photophobla in cerebro-spinal fever, 38. 
in measles, 136, 142. 
in tuberculous meningitia, 48. 
in yellow fever, 178. 
Phrenic nerve, anatomy and physiology of, 
1758. 


evulsion of, 1158, 1181, 1213, 1214. 
Phthinold chest, 1081. 
Phthiriasis, 1441. 
Phthirius, Py aes infesting man, 1441, 


Phthisis, 1188 and see Pulmonary tuber- 
oulosis 


ab heemopitce, 1193. 
coal-miner’s, 1186. 
quartz-miner’s, 1186. 
syphilitic, 1219. 
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Physieal experiences as influencing mental 
states, 1811. 
signs in the chest, 1081-1084. 
therapy in mental disorders, 1818~1820. 
in osteo-arthritis, 1361. 
in spondylitis, 1364. 
Physopsis in relation to schistoso- 
miasis, 3 
Phytin, 443. 
Pian, 225; and see Yawes. 
Bois, 256. 
Cayenne, 256. 
Pick-Niemann’s disease, 825. 
Pick’s disease, 829, 961, 1828. 
chronic peritonitis associated with, 759. 
foeal atrophy, 1664. 
lobar atrophy, 1821. 
syndrome, 961. 

Piedra, 1498. 

Pigeon breast, 1081, 1097. 

Pigment calculi, 729. 

in acholuric jaundice, 689, 729. 
of malaria, 243. 

Pigmentary nevi, 1488. 

Pigmentation in Cushing’s syndrome, 475. 
in hemochromatosis, 417, 418, 707, 708. 
in yaws, 226. 
of aaa after use of silver preparations, 

448. 
anomalies of, 1489. 
in Addison’s disease, 505, 506. 
in arsenical poisoning, 372. 
in Gaucher’s disease, 834, 885. 
in Hodgkin’s disease, 842. 


in kala-azar, 262. 
in le , 122. 
in pe a, 465. 


in scratch eruption, 1418. 
in splenic anwmia, 832. 
in syphilis, 198. 
pituitary gland in relation to, 470. 
Pigments of urine, 1285. 
Piloearpine as stimulant to salivary secre- 
tion, 530. 
Pin worm, 323. 
Pin-point pupils, 1642. 
Pink disease, 298-300. 
Pink-eye in trench fever, 283. 
Pinta, 1498. 
Pirquet’s test for tuberculosis, 33, 34, 1205. 
Pistol ser coum in aortic incompetence, 
Pitresain, 470. 
in diabetes insipidus, 483. 
Pitting after small-pox, 150, 152. 
Pituitary cachexia, 477. 
extracts, effecta of, 471, 472. 
gland, anatomy and histology of, 470. 
anterior lobe, 470. 
diseases of, 470-484. 
hormones of, 470-472. 
in relation to obesity, 437. ; 
to polyuria and polydipsia, 482. 


INDEX 


Pituitary cane localisation of lesions of, 
1 4 
mental disorders in diseases of, 1844, 
1845 


posterior lobe of, in relation to sugar 
metabolism, 415. 
size and structure of the, 470. 
hormones in dwarfism, 477. 
in relation to particular diseases, 472. 
thyrotrophic hormone of in, hypothyroid- 
ism, 495. 
tumours of, differentia) diagnosis of, 
1543. 
symptoms of, 1538. 
Pituitous catarrh, 1138. 
Pitultrin in relation to sugar metabolism, 
415. 
ee. action of, on diuresis, 482, 
8 


9. 
Pityriasiform dermatitis, 1423. 
Pityriasis rosea, 145, 1472, 1473. 
rubra, 1458-1460. 
rubra pilaris, 1472. 
simplex, 1412. : 
versicolor in tropics, 1498. 
PI » 125-128. 
abortive, 127. 
stiology of, 125. 
ambulatory type of, 127. 
anginal, 127. 
bacillus of, 125. 
bubonic, 126. 
cellulo-cutaneous type of, 127 
cerebral, 127. 
complications of, 127. 
diagnosis of, 127. 
distribution of, 126. 
immune therapy of, 127, 128. 
incubation period of, 126. 
intestinal type of, 126, 127. 
mortality in, 127. 
path of infection in, 2, 125. 
pathology of, 125, 126. 
pnenmonie, 126. 
prognosis of, 127. 
prophylaxis of, 127. 
septiczamie, 126. 
serum treatment of, 127, 128. 
symptoms of, 126, 127. 
tonsillar, 127. 
treatment of, 127, 128. 
types of, 126. 
varioloid, 127. 
vesicular, 127. 
Planorbis boissyi in relation to schisto- 
somiasis, 309. 
coonosus in relation to fascioliasis, 306. 
metidjensis in relation to aschistoso- 
miasis, 309. 
Plant poisons, effect of, on skin, 1408. 
Plantar fascia, fibrosis of, 1370. 
Plants, poisonous, eaten in mistake, 301. 
Plaques jaunes, 1598. 
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Plasmodium falciparum, 239. 
malariss, 239. 
ovale, 239. 
vivax, 239. 
Plasmoquine in malaria, 244, 246. 
toxic symptoms after, 246. 
Plectoglossus altivelis in relation to hetero- 
phyiasis, 308. 
Pleocholia in malaria, 241, 243. 
Pleura, mio eh of, 186, 187, 1170, 


B, ooli infection of, 27. 
carcinoma of, 1270. 
diseases of the, 1244-1272. 
dropsy of the, 1259; and see Hydro- 
thorax. 
endothelioma of, 1270. 
hydatid disease of, 1268, 1269. 
hydrops of the, 1259; and see Hydro- 
thorax. 
in pulmonary tuberculosis, 1192. 
injury of, 1272. 
malignant tumours of, 1270, 1271. 
sarcoma of, 1270. 
simple tumours of, 1270. 
streptotrichosis of, 1269, 1270. 
Pleural effusion in heart failure, 855. 
effusions, anomalous, 1254. 
characters of, 1249, 1252, 1255. 
Beko bite other milky, 839, 1262, 
hemorrhagic, 1260; and see Hwmor- 
ee o pleural effusions. 
malignant disease, 1260, 1270. 
ieecaitns 1082. 
Pleurisy, 1244-1260. 
acute dry, 1244-1247. 
acute fibrinous, 1244-1247, 
as a tubercular manifestation, 1193. 
chronie dry, 1248. 
classification of, 1244. 
diaphragmatic acute dry, 1247. 
eosinophil, 1252. 
from gonococcus infection, 23. 
heemorrhagie, 1260 
mn cancer of liver, 719. 
in lobar pneumonia, 1231. 
in relation to tuberculosis, 1192, 1245, 
1246, 1248. 
in rheumatic fever, 290. 
in small-pox, 152. 
interlobar dry, 1247, 1248. 
plastic, 1244-1247. 
primary dry, 1244. 
purulent, 1254-1259 ; and see Empyema. 
rheumatic, 290. 
secondary dry 1244. 
sero-fibrinous, 1248-1254. 
sero-fibrinous, pr A yicprrd of, 1252, 1263. 
with effusion, | 


pain in, 1249. 
Pleuritis, 1244 ; and see Pleurisy. 
Pleurodynia, 200, 1246, 1369. 
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Pleurodynia, epidemic or oe 297. 
Pleurogenous cirrhosis, 11 
Pleuro-wsophageal fetula, 1 1256. 
Pleuro-pneumonia, 1225. 
Pleximeter, 1082. 
Plombiares solonic irrigation, 27, 621. 
Plumbism, 361. 
Plummer-Vinson (Paterson’s) syndrome, 
646, 776, 777. 
Pneumaturia, 1296. 
Pneumo-bacillus of Friedlander in acute 
tracheitis, 1119. 
in broncho-pneumonia, 1238. 
Pneumococcal arthritis, 1355, 1366, 
meningitis, 1233, 1668, 1562. 
peritonitis, 752, 755, 756. 
Pneumococel in ty hoid neumonia, 85. 
Pneumococcicidal drugs, 1234, 1235. 
Pneumococcus, the, 1226 
in acute trachaitis, 1119. 
in broncho-pneumonia, 1237. 
in relation to lobar pneumonia, 1226. 
in septic endocarditis, 919, 
meningitis 47. 
pathogenicity of the, 1226. 
septicemia, 12. 
types of the, 1226. 
Pneumo-heamopericardium, 964. 
-hydropericardium, 964. 
Pneamokoniosis, 1185-1186. 
tracheal involvement in, 1120. 
Pneumoliths, 1190, 1194. 
as cause of bronchial obstruction, 
1144, 
Pneumolysis, extra-pleural, for pulmonary 
tuberculosis, 1214. 
_ for abscess of lung, 1181, 
Pneumonia, apical, 1230. 
ascaris, 323. 
capillary, 1237. 
carriers, 1226. 
catarrhal, 1237; and see Broncho-pneu- 
monia. 
central, 1229, 1230. 
chronic interstitial, 1183; and see Pul- 
monary fibrosis. 
contusional, 1230. 
creeping, 1230. 
vidos rs 1225 ; 
oy) 
Felton’s ae in, 12, 36. 
Se vesicular, in psittacosis, 


and see Pneumonia, 


biypcetetad 83, 855, 1160. 
immunity after, 4, 
in children, oe i 
in erysipelas, 
in the aged, 1231. 
in the insane, 1231. 
in typhoid, 85. 
lobar, 1225-1237. 
in scarlet fever, 72. 
in small-pox, 152 
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Pneumonia, lobular, 1237; 
Broncho- pneumonia. 
massive, deere 
migratory, . 
post-operative, 1230. 
relation of pero to, 1226. 
31. 


secondary, 
eeptic, following bronchial obstruction, 
1144. 


traumatic, 1230. 
wandering, 1230. 
white, of Virchow, 1218. 
Pneumonias, the, 1225-1243. 
Pneumonitis, 1243. 
in children, 1243. 
Pneumonomycoses, 1215-1218. 
Pneumo-pericardium, 964. 
symptoms of, 964. 
-pyopericardium, 964. 
Pneumothorax, 1263-1268. 
setiology of, 1263, 1264. 
artificial, dangers of, 1212, 1213. 
effect of, on lung, 1168, 1264. 
for abscess of lung, 1181. 
for bronchiectasis, 1158. 
for pulmonary tuberculosis, 1212, 1213. 
Maa of 1212, 1213. 
ign, 1264. 
ecllapes in, 1168, 1265. 
complications and sequele of, 1266. 
course and prognosis of, 1267. 
diagnosis of, 1266, 1267. 
emphysema as a cause of, 1178. 
extra-pleural, 1214. 
from organisms in effusion, 1264. 
in typhoid, 85. 
pathology of, 1264, 1265. 
relief of intrapleural pressure in, 1267, 
1268. 
simple, 1264. 
surgical treatment of, 1267, 1268. 
Pneumo-typhold variety of typhoid fever, 
83 


Poek of small-pox, 147, 148, 149, 151. 
Poikilocytes, 771. 
Poikilocytosis, 771. 
in kala-azar, 253 
in malaria, 241. 
in Oroya fever, 131. 
in pernicious anemia, 781. 
in scurvy, 452. 
in subacute combined degeneration, 
1737. 
Poison gases in causation of acute gastritis, 
581. ; 


in relation to bronchitis, 1135. 
in relation to tracheitis, 1120. 
Poisoning, alooholic, 355. 
arsenical, 370. 
as causal factor in fatty heart, 951. 
as cause of polycythemia, 793. 
carbon monoxide, 379. 
chemical, 860 et seg., 304. 


INDEX 
and ee eee oe in relation to atheroma, 


lead, 360. 

merourial, 374. 

metallic, 394. 

ptomaine, 394. 

snake, 329-332. 

status epilepticus in, 1688. 


Poisons acting on the liver, 695-696. 
causing aplasia of bone-marrow, 785. 
retrobulbar neuritis, 1503. 


thrombocytopenia, 813. 
in relation to ansmia, 773, 813. 
to epilepsy, 1678. 

irritant, as cause of gastritis, 583. 

varieties of anake, 329. 

-which damage endothelium, 812. 
Polioencephalitis, acute, 47. 
Poliomyelitis, acute anterior, 1568-1576. 

abortive form of, 1568-1570. 
setiology of, 1568, 1569. 
“Adie pene of, 1568. 
blood cell count in, 1569. 
Fone, brain-stem form of, 1572, 
573. 


carriers of, 1568. 
causes of death in, 1573. 
course of, 1573. 
diagnosis of, 1573, 1574. 
experimental transmission of, 1569. 
immune serum in, 9. 
epee | in, 1574. 
nerve- destruction in, 1569. 
neuritio form of, 1572. 
paralytic stage of, 1571. 
path of infection in, 1568. 
pathology of, 1568. 
pre-paralytic stage of, 1570. 
immune serum in, 9. 
prognosis in, 1574. 
relapse in, 1571. 
remissions in, 1573. 
resemblance of, to cerebro-spinal 
fever, 47. 
rest and posture in, 1576. 
seasonal incidence of, 1568. 
serum treatment of, 1575, 1576. 
spinal form of, 1571, 1572. 
spread of infection in, 1568. 
spreading paralysis due to, 1785. 
symptoms of, 1570-1573. 
treatment of, 1575, 1576. 
virus of, 1568. 
ne muscular atrophy following, 
5 


Pollen extracts in hay fever, 1090. 

Polyadenitis in ega sickness, 258. 

Polyarteritis nodosa, 1034; and see Pari- 
arteritis nodosa. 

Polyarthritis, infective, 1350; 
Arthritis, rheumatoid, 

Polychromasia, 772. 

in kala-acar, 253. 


and see 
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Polyehromasia in leuksemia, 806. 
in malaria, 241 


in Oroya fever, 131. 
Polychromatophilia, 690. 

in subacute combined degeneration, 1737. 
Polyeytheemia, 792-796. 

in cholera, 119. 

in pulmonary fibrosis, 1184. 

splenomegalie, 793. 

vera, 793-704. 
Polydipsia in cerebro-spina) fever, 39. 

in diabetes insipidus, 482. 
Polygraph, the clinical, 849-851. 

of heart-block, 890. 

Polymorphonuelear cells, 796. 
Polymyositis heamorrhagica, 1373, 1381. 
Polyneuritis, 1778-1788. 

acute febrile, 1784. 

after arsphenamine remedies, 213. 

and Landry’s paralysis, 1785. 

causes of, 1778-1779. 

cerebro-spinal fluid in, 1554. 

endemiea, 459. 

from vitamin B. deficiency, 445. 

gallinarum, 445. 

hsmatoporphyrinuria in, 1768, 

in beriberi, 460. 

in fowls from avitaminosis, 445. 

Korsakoff syndrome associated with, 


liability to heart failure in, 1778. 
pharyngeal ysis in, 1519. 
progressive hypertrophic, 1788. 
Polypi in rhinosporidiosis, 193. 
Polyposis of colon, 656. 
Polypus, bleeding, of septum, 1088, 1095. 
choanal, 1089, 1098. 
fibroid. See Fibroma of naso-pharynx. 
of the nose, mucous, 1089. 
Polyserositis, 759. 
Polyuria, 1288, 1289. 
causes of, 482, 1288, 1289. 
hysterical, 482. 
in blackwater fever, 248, 249. 
in cerebro-spinal fever, 39. 
in diabetea, 416. 
in diabetes insipidus, 482. 
in hydronephrosis, 1341. 
in trench fever, 283. 
in typhoid, 86. 
Pons and medulla, localisation of lesions 
of, 1531. 
Pontine lesions in relation to ocular 
F ereraeey 507. 
pupils in, 1601. 
Popliteal nerves, lesions of, 1532. 
Poradenitis, 182; and see Lymphopathia 
venereum. 
Pork as oo of infection in tape-worm, 


$12. 
infected, ca febrile symptoms, 94. 
causing tri 316, 320. 
Porocephaius armillatus, 825. 
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Porphyrinuria, 1293. 
Portal circulation in relation to cirrhosis, 
702, 704 ” 
parasites in, 309. 
enlarged glands in, causing 
jaundice, 684. 
infections, 693. 
pyzemia, 14, 85, 721, 1058. 
thrombosis, 721, 1058. 
vein, diseases of the, 721, 722, 1058. 
Port-wine stains, 1487. 
Post-basic meningitis of infants, 41; 
and see under Meningitis. 
~epileptic automatism, 1685. 
-mortem examinations, organisms found 
at, 14, 15. 
-mortem wart, 1462. 
of tuberculous origin, 31. 
~nasal catarrh, 1089. 
-operation suppuration due to coliform 
bacilli, 26. 
-tussive suction, 1083, 1204. 
-ulcer regime, 595, 596. 
-vaceinal encephalo-myelitis, 277. 
Posture in relation to visceroptosis, 746, 
747, 748, 749. 
in treatment of acute poliomyelitis, 1576. 
in treatment of osteo-arthritia, 1361. 
Potain’s aspirator in pleural effusion, 1253. 
Potamon obtusipes in relation to para- 
gonimiasis, 306. 
Potassium {iodide to accelerate elimination 
of lead, 369 
risks of, 369. 
Potato poisoning, 391. 
Potters’ asthma, 1186. 
Pott’s disease in relation to compression of 
spinal cord, 1715, 1722, 1725. 
‘ Powder holes,’’ 377. 
Precordial oppression a symptom of cardiac 
failure, 853. 
Preeipitin serum reaction in forensic 
medicine, 7. 
in hydatid disease, 717. 
test for hydatids, 315. 
for trichiniasis, 320. 
Preeipitinogen, 7. 
Precipitins, 7. 
Precocity, sexual, 517, 518. 
suprarensl cortex in relation to, 517. 
Precordial pain in acute endocarditis, 915. 
Prefontal lobes, lesions of, localising signs 
of, 1527. 
Pregnancy, acute necrosis of liver in, 695. 
and chorea, 1698. 
and diabetes, 417. 
as affected by Graves’s disease, 490. 
hormone tests for, 517. 
in relation to answmias, 790. 
in relation to art hritis, 1352. 
in relation to hypochromic ansemisa, 776. 
to disseminated sclerosis, 1659. 
to epilepsy, 1676. 
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Pregnancy in relatian to obesity, 437. 
to osteomalacia, 1382. 
to visceroptosis, 746, 749, 750. 
eum in, 686, 695. 
is in, 796. 
mental! disorders of, 1845. 
nausea of, 574. 
pernicious anemia of, 779, 790. 
vomiting of, 570, 578. 
toxic features of, 579. 
scarlet fever in, 70. 
sea-sickness in, 342. 
small-pox and, 146, 155. 
syphilis and, 204, 205, 223. 
toxmemic kidney in, 1300. 
treatment of syphilis in, 223, 224. 
typhoid and, 84. 

Pregnandiol, 514. 

Pregneninolone, 519. 

Prematurity, anzmia of, 775. 

Prepuce, chicken-pox on, 162. 

rimary syphilitic sore of, 166, 166. 

Preputial diphtheria, 101. 
herpes, 1468. 

Presbyophrenia, 1827. 

Presenile and senile dementia, 1826-1829. 

Pressure, atmospheric, effects of, upon 

living animals, 333, 335. 
signs in aortic aneurysm, 1044. 
in mediastinal tumour, 1280. 
-symptoms in goitre, 497. 
in thoracic aneurysm, 1046, 1047, 1048. 
Priapism, in dislocation of spinal cord, 1726. 
Price-Jones curve, 770, 771. . 
in diagnosis of anemias, 467, 790. 
in sprue, 639. 

Prickly heat, 1414, 1495. 

Primary lesion in yaws, 225. 
stage of syphilis, diagnosis of, 197, 198. 

Primitive cardiac tube, the, 846, 847. 

Primula obconica as cause of skin irrita- 

tion, 1407. 

Proctitis, from constipation, 619. 
hzemorrhagic, local treatment of, 653. 
in ameebic dysentery, 263. 

Proetoscopic examination, 616. 

in colitis, 651. 

Prodromal rashes, 74. 

Producer gas, dangers of, 379. 

Progeria, 478. 

Progesterone, 514, 516, 519. 
dosage and therapeutics of, 516. 
effects of, 514. 
in prophylaxis of abortion, 516. 
prescribing and administration of, 519. 

i fag apg in acromegaly, 473. 

Prognosis in cardiac affections, 859-861. 
in mental disease, 1812. 

Progressive bulbar paralysis, 1736, 1747. 
lenticular degeneration, 1673. 
muscular atrophy, 1743-1758 ; and ace 

Motor Neurone disease. 
pharyngeal paralysis in, 1519. 
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Progressive spinal muscular atrophy of 
children, 1756-1758. 
etiology of, 1756. 
course and prognosis of, 1755. 
diagnosis of, 1757. 
pathology of, 1757. 
symptoms of, 1757. 
Projectiie vomiting, 606. 
Prolactin, Prerribins and administration 
Oo : 


Prolan A, action of, 471. 

B, action of, 471. 
Prontosil album, 16. 

for streptococcus infections, 16. 
Prophylaxis of mental disease, 1813. 
Proptosis in infantile scurvy, 454. 

in oculo-motor paralysis, 1508. 

in sinus thrombosis, 1609. 
Prostate, - foous of infection in fibrositis, 

68. 

enlarged, testosterone in, 515. 

lesions of, in schistosomiasis, 309. 
Prostatic disease, nausea in, 574. 
Prostatitis in coliform infection of urinary 

tract, 26. 

in typhoid, 86. 
Prostigmine in myasthenia gravis, 1797. 
Protamine insulin, 424, 425. 

with zinc, 424. 
Protein and fat in various foods in relation 
to diabetio diet, 426. 
content of cerebro-spinal fluid, 1556. 
diet, ses rah in relation to arthritis, 


in chronic nephritis (secondary), 1313. 
in asthma, 1148. 
“* shock ”’ in arthritis, 1354. 
therapy, non-specific, 1418. 
“containing drugs, skin eruptions due 
to, 1448. 
Proteins, digestion of, 559. 
foreign, hypersensitivity to, 7. 
sensitiveness to, in relation to asthma, 
1149, 1152. 
Proteinuria, 1289; and see Albuminuria, 
Proteose in urine, 1291. 
tests for, 1291. 
Prothrombin, 809. 
pean conditions of occurrence of, 


Protozoan infections, 238-267. 
Pruning spider, 328. 
Prurigo sestivale, 1410. 
Bernier’s, 1413. 

ferox, 1455. 

flexural, 1413. 

mitis, 1455. 

of Hebra, 1454. 
Pruritus, 1401-1404. 

meenny nee pathology of, 


ani due to threadworma, 324. | 
diagnosis of, 1402. 


1402. 
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Pruritus, generalised, 1402. 
in diabetes, 416. 
in Hodgkin’s disease, 842. 
in jaundice, 685. 
in serum sickness, 8. 
localised, 1403. 
scrotal, 1403. 
senile, 1402. 
symptoms of, 1402, 1403. 
treatment of, 1402, 1403. 
vulvar, 1403. 
Pseudo-actinomyoosis, 189; 
Mycetoma. 
-angina, 983. 
-ankle~clonus in trench fever, 283. 
-arthritis, 1367. 
-bull# in iodide eruptions, 1447. 
-chylous effusions, 1263. 
-éhyluria, 1296. 
Baas of liver, mediastino-pericardiac, 
961. 
-constipation, hysterical, 619. 
~crisis in lobar pneumonia, 1228. 
in typhus, 277. 
-cyesis, 576. 
-dementia in hysteria, 1882, 1883. 
-diarrh@a, 625, 670. 
in chronic appendicitis, 681. 
-diphtheria bacilli, 97. 
flatulence, 575, 576. 
-hemophilia hepatica, 817. 
-hermaphroditism, 511~513. 
«hypertrophic paralysis, 1799, 1800. 
-ichthyosis, 317. 


and see 


-lipoma, 440. 

~odema, 440. 

-pancreatic cysts, 744. 

“paralysis in syphilitic epiphysitis, 
206. 

-paresis, alcoholic, 359. 

-pelade, 1493. 


~reminiscence in senility, 1826. 
-sclerosis, 1673. 
-tabes, alcoholic, 359. 
-tubereles in schistosomiasis, 309. 
-typhoid of Deli, 271. 
“uremia, 1325. 
Pseudologia phantastica, 1878. 
Psilosis, 638 ; and see Sprue. 
Psittacosis, 175, 176. 
Psoriasis, 1469-1471. 
Psorosperms, 1483. 
Psyehic disturbances in  cerebro-spinal 
fever, 43. 
in chorea, 1698, 1700, 1701. 
Psychical changes in alcoholic neuritis, 
178] 


Psycho-analysis, 1817. 

in obsessional disorders, 1890. 
Psychological medicine, 1804-1891. 
Psychopathology, 1805-1812. 
Psychotherapy, 1816-1818. 

general on, 1817, 
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Psychotherapy in alcoholism, 1839. 
in anxiety states, 1861. 
in hysteria, 578, 1885, 1886. 
in nervous dyspepsia, he 
in pernicious vomiting o ancy, 579. 
indications for, 1817, 1818. ° 2 
Psychotic Zasnitoneuons in Graves’s disease, 


Pterygoid chest, 1081. 
Ptomaine poisoning, 394; and see Bacterial 
food poisoning. 
Ptosis, 1505. 
cervical sympathetic, 1508, 1731. 
in kubisagari, 801. 
in lethargic encephalitis, 1579. 
in myasthenia gravis, 1795. 
sympathetic, 1509. 
tabetic, 1646. 
Ptyalin, role of, in digestion, 644. 
Ptyalism, 529. 
Pubertas preecox, 517. 
Puberty, changes in body fat at, 437, 438. 
adiposity, 480. 
incidence of goitre at, 496. 
in relation to acne, 1429. 
to functional proteinuria, 1290. 
to mental] disorders, 1845. 
psychological crises of, affective disorders 


in, ; 

Pubic hairs, seborrheic affection of, 1428. 

Pudenda, ulcerating granuloma of, 1499, 
1500 


Puerile breathing, 1082. 

Puerperal apoplexy, 1604. 
fevers, 12. 
peritonitis, 753, 756. 
psychoses, 1845. 
septiczemia, B. coli in, 27. 
prognosis of, 13. 

Puerperium as predisposing to erysipelas, 19. 
in relation to visceroptosis, 749, 750. - 
mental disorders of, 1845. 

Pulmonary actinomycosis, 1216, 1217. 
anthrax, 59. 
apoplexy, 1162; 

farction of. 
artery, atheroma of, 1054. 
congenital malformations of, 968, 969 
972, 1055. 
defects of, 968, 969. 
dilatation of, pathological, 941. 
obliteration of, 968. 
prognosis of, 975. 
melanin! Ware a 969. 
aspergillosis, . 
collapse, 1165 ; and see Lung, collapse of. 
complications in chicken-pox, 162. 
in diabetes, 417. 
in diphtheria, 103. 
in rheumatic fever, 200, 291. 
in scarlet fever, 72 
in small-pox, 152. 
in whooping-cough, 112. 


and see Lungs, in- 
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Pulmonary distomatosis, 1222. 
embolism, 1062. 
fibrosis, 1183-1185. 
setiology of, 1183. 
diagnosis of, 1185. 
following broncho-pneumonia, 1183, 
1240. 
in aan to tuberculosis, 1183, 1184, 
insular, 1184. 
pathology of, 1183, 1184, 1190. 
peribronchial, 1183. 
reticular, 1184. 
symptoms, 1184, 1185. 
Incompetence, 926, 930, 941, 942. 
infaretion, 14, 854, 1162; and see 
Lungs, infarction of. 
infection from oral sepsis, 524. 
lesions in paragonimiasis, 306. 
mycoses, the, 1215-1218. 
codema, e 161; and see Lungs, edema 
0 


in heart failure, 853, 854, 

in pleurisy with effusion, 1261, 1253. 

treatment of, 874. 
osteo-arthropathy, 1375-1377. 

in bronchiectasis, 1156. 

in pulmonary tuberculosis, 1201. 

chronic, in empyema, 1256. 
stenosis, 926, 930, 940, 972, 975. 
symptoms of heart failure, 854. 

in influenza, 170, 173. 

in psittacosis, 175. 
tuberculosis, 1188-1215. 

acute miliary, 1191. 

stiology of, 1188-1190. 

after influenza, 170, 1193. 

age in relation to, 1188, 1193, 1206. 

as terminal event in diabetes, 417. 

bronchial glands in, 1190, 1191, 1192. 

calcification of tubercles of, 1192. 

caseation in, 1190. 

causal organism of, 1189. 

causes of death in, 1203. 

cavitation in, 1190, 1191. 

circulatory symptoms of, 1196. 

classification of stages of, 1203. 

climatic treatment of, 1209, 1210. 

seas ye acd and sequelw of, 1202, 

1 


cough in, 1193. 

course of, 1203, 1204. 

diagnosis of, 1204, 1205. 

dietetic treatment of, 1208, 1209. 

dust in relation to, 1189. 

early signs of, 1197, 1198. 

environment in relation to, 1189. 

expectorationin, 1193, 1194. 

fibrosis in relation to, 1185, 1191. 

precuaree rest and exercise in, 1210. 
eemoptysis in, 1169. 

heredity in relation to, 1188. 

hilum, 1200. 


INDEX 
Pulmonary 


tuberculosis, in relation to 

asthma, 1151. 
to emphysema, 1175. 

incubation period of, 1190. 
influenza in relation to, 170. 
marriage and, 1206. 
medicinal treatment of, 1210, 1211. 
mental disorders in, 1843. 
mode of spread of, 1191. 
occupation in relation to, 1189. 
open, 1190. 
operative treatment of, 1212~1214. 
path of infection in, 1189. 
pathology of, 1190-1192. 
physical signs of early, 1197, 1198. 
pleurisy in, 1192, 1193, 1202. 
pneumokoniosis in relation to, 1186, 


pneumothorax in relation to, 1264, 
1265. 

predisposing causes, 1188, 1189. 

prognosis of, 1206-1208. 

proneneas to chronic nephritis in, 1337. 

race incidence of, 1188. 

radiography in, 1201, 1202. 

risk of infection in, 1190. 

sanatorium treatment of, 1208. 

sedimentation test in, 1204, 1205. 

sex-incidence of, 1188. 

signs of consolidation in, 1198. 

signs of excavation in, 1199. 

signs of fibrosis in, 1199, 1200. 

specific measures in, 1211, 1212. 

symptomatic treatment of, 1214. 

symptoms in relation to prognosis in, 

1206, 1207. 

symptoms of, 1192-1202. 

trauma in relation to, 1189. 

treatment of, 1208~12165. 

tuberculin tests for, 1205. 

vaccine treatment of, 1211, 1212. 
valve, congenital defects of, 969. 


Pulsation in thoracic aneurysm, 1044, 


1047, 1048. 


Pulse, anacrotic, in aortic stenosis, 930, 
931 


bisferiens, in aortic stenosis, 930, 931. 
x reel in aortic incompetence, 933. 
co ing, 9 


Corrigan’s, 933. 

in acute appendicitis, 677. 
in acute endocarditis, 915. 
in acute myocarditis, 946. 

in acute pericarditis, 959. 

in acute peritonitis, 754. 

in angina pectoris, 984, 985. 
in aortic aneurysm, 1047, 1049. 
in aortic incompetence, 933. 
in aortic stenosis, 930, 

in auricular fibrillation, 898. 
in auricular flutter, 901, 902. 
in blackwater fever, 248. 

in carditis in children, 914. 


INDEX 


Pulse in cerebro-spinal fever, 38. 
in cholera, 120. 
in chronic ee 950. 
in congenital heart disease, 971. 
in coronary occlusion, 992. 
in dilatation of heart, 956. 
in diphtheria, 100, 102. 
in fatty heart, 952, 953. 
in Graves’s disease, 486. 
in heart-block, 904, 905, 906. 
in heart failure, 854, 856. 
in hyperthyroidism, 996. 
in hypertrophy of heart, 955. 
in intracranial tumour, 1541. 
in meningitis, 38, 39, 45. 
in mitral incompetence, 939. 
in mitral stenosis, 936. 
in palpitation, 876. 
in paratyphoid fever, 95. 
in rheumatic fever, 290. - 
in scarlet fever, 72. 
in septicwmia, 13. 
in trench fever, 282. 
in typhoid fever, 81, 82, 85, 87, 80. 
in typhus, 277, 278. 
in yellow fever, 178, 179. 
intermittent, 883, 890. 

commonest cause of, 883. 
irregular, 883. 

in cerebro-spinal fever, 38, 45. 

in tuberculous meningitis, 1561. 
mitral, 895, 
slow, in abscess of brain, 1553. 

in jaundice, 685. 
venous, ventricular form of, 809. 

forms of, 849-851. 
water-hammer, 933. 

Pulse-period in cardiac cycle, 849, 
-pressure, high, in aortic incompetence, 
933. 

in hyperthyroidism, 996. 

Pulses, unequal, in aortic aneurysm, 1047. 
in cervical ribs, 1775. 
in mediastinal tumour, 1280. 

Pulsus alternans, 848, 853, 856, 911, 912, 
; 996. 
bigeminus, 884, 887. 

a danger signal in use of digitalis, 868. 
bisferiens in aortic stenosis, 930. 
irregularis perpetuus, 895. 
paradoxus, 959, 962. 
trigeminus, 884, 888. 

Puncture fluids, tubercle bacilli in, 32, 33. 
Pupil, the myotonic, 1508. 
Argyll Robertson, 1508; and see Argyll 
Robertson pupil. 
Pupils and accommodation, pathological 
conditions of, 1507-1508. , 
eccentricity of, significance of, 1507. 
effecta of sympathetic paralysis on, 1507. 
in alcoholic coma, 357. 
in aortic aneurysm, 1046. 


in apoplexy, 1600. 
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Puplis in cerebral thrombosis, 1600. 
in cerebro-spinal fever, 38, 43. 
in chronic alcoholism, 359. 
in general paralysis of the insane, 1638, 


in heat hyperpyrexia, 349. 
in lethargic encephalitis, 1579. 
in mediastinal tumour, 1280. 
in pin-hole, in typhus, 278. 
in pontine lesions, 1601. 
in syringomyelia, 1731. 
in tabes, 1645, 1646. 
unequal, diagnostic significance of, 1507. 
in enlarged mediastinal glands, 1278. 
Purgatives as a cause of diarrhwa, 622. 
for diabetics, 425. 
habitual use of, as cause of colitis, 649. 
in chronic nephritis, 1314. 
the use and abuse of, 620, 621. 
Purified protein test for tuberculosis, 1205. 
Purin bodies, 1284. 
in relation to gout, 430. 
output of, in urine, 1284, 
content of various foods, 435. 
Purkinje fibres, 846. 
Purpura, 810, 811, 813-817, 1451. 
acute nephritis in relation to, 1304. 
anaphylactoid, 815. 
arthritica, 816. 
blood platelets in relation to, 810. 
cachectic, 811. 
classification of, 811, 812. 
fulminans, 811. 
hemoptysis in, 1170. 
heemoirhagica, hereditary, 817. 
Henoch’s, 815-817. 
idiopathic, 813; and see Thrombocyto- 
penia, essential, 
in acute hepatic necrosis, 696, 697. 
in acute leuksmia, 807. 
in bacterial food poisoning, 400. 
in benzene poisoning, 383. 
in pone 684. 
in kala-azar, 253. 
in necrosis of liver, 697. 
in septicemia, 13. 
in yellow fever, 179. 
infective, 811. 
maligna, 814. 
of old age, 811. 
prognosis of, 815. 
relation of, to other diseases, 811, 812. 
rheumatica, 1367. : 
in children, 913. 
simplex, 816. 
symptoms of, 814. 
dheombos topenic, 580, 813. 
signs of, 810, 811. 
toxic, 815. 
Purpuras, nervous, 811. 
the, 1451. 
Purpuric drug eruptions, 1447. 
eruptions in children, 292. 
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Purpuric eruptions in sprue, 640 


rheumatic, 290. 
states, Rumpel-Leede phenomenon in, 66. 
Pus, characters of, in hepatic abscess, 710. 
detection of tubercle bacilli i in, 33. 
in vomit in avupere gastritis, 583. 
Pustulation in small-pox, 147, 149. 
Pustule, 1398. 
Putrefaction in pyloric obstruction, 605. 
intestinal, as cause of diarrhaa, 623. 
as a cause of flatulence, 644. 
Pyzmia, 13, 14. 
arterial, 14. 
in srr to septic endocarditis, 14, 
919 
from abscess of lung, 1180, 1181. 
from local infection, 2. 
from streptococcus infection, 15. 
relation of, to septicemia, 13. 
scarlatinal, 69. 
staphylococcal, vaccine treatment of, 18, 
19. 


symptoms of, 13, 14. 
systemic venous, 13. 
treatment of, 16, 17. 
types of, 13. 
Pysemis and hiebitis, 1057. 
intracrania. abscess in, 1562. 
portal, 14, 85, 723. 
Pyzemie arthritis, 1356. 
Pyelitis, 1330-1334. 
in coliform infection, 25. 
in eek eer fever, 95. 
in typhoi 
Pyelo-cystitis in coliform infection, 26. 
Pyelography, 1288. 
Pyelo-nephritis in coliform infection, 25, 26. 
in paratyphoid fever, 95. 
in typhoid, 86. 
Pyknic habitus in relation to affective 
choses, 1852. 
Pyknolepsy, 1680, 1687. 
Pylephlebitis in paratyphoid fever, 95. 
in typhoid, 80. 
non-suppurative, 721. 
portal, 1058. 
suppurative, 14, 676, 721, 722, 1057, 1058. 
Pylorie obstruction, 604-606. 
ulcers as cause of, 589, 591-605. 
stenosis, hypertrophic, 606, 607. 
Pylorus, igri hypertrophy of the 


Pym’s fever, 180. 
Pyogenic infections, cell exudate in largely 
olymorphonuclear, 34. 
Pyonephrosis, 1342, 1343. 
Pyo-pneumothorax, tubercular, 1264. 
Pyorrhea alvoolaris, 522, 523. 
setiology and pathology of, 522. 
of chronic gastritis, 524. 
of gastrio ulcer, 524. 
as source of toxins, 525. 
importance of dental treatment in, 522. 
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Pyorrheea alveolaris, s 
vaccine treatment oO 
Maar A deficiency in relation to, 

44 


pas 15, 18. 


Pyosis mansoni, 1496. 

Pyothorax, 1258. 

Pyramidon, effect of, on colour of urine, 
1295. 


Pyrene poisoning, 388. 
Pyretic drugs, 348. 
Pyrexia, after heat-stroke, 348, 349. 
in acute appendicitis, 677. 
in coliform infection of kidney, 25. 
in diphtheria, 99. 
in erysipelas, 20. 
in focal sepsis, 11. 
a eneral tuberculosis, 35. 
odgkin’s disease, 842. 
i mumps, 164. 
in pulmonary tuberculosis, 11965. 
in purulent pericarditis, 959. 
in rat-bite fever, 237, 238. 
in rela fever, 235. 
in scarlet fever, 67, 69, 77. 
in septic endocarditis, 921, 922. 
in septicemia, 12. 
in serum sickness, 8. 
in small-pox, 147, 149. 
in undulant fever, 129. 
Pyrotherapy in syphilis, 222, 223. 
Pyruvic acid in brain, excess of, effects of, 
447. 
test for, 447. 
Pyuria, 25, 1295, 1296. 


**Q ” fever, 273. 
QRS deflection in electrocardiogram, 1003. 
Quadriceps paralysis, 1765. 
Quartan type of malaria, 242. 
Quartz-miner’s phthisis, 1186. 
Queckenstedt’s phenomenon, 1537. 
Quinacrine, 245. 
Quinby, 218. 
Quincke’s disease, 1073 ; 
neurotic oedema. 
Quinidine, 870-872. 
contra-indications to use of, 871. 
disadvantages of, 871. 
dosage of, 872. 
effects of, 870. 
in auricular fibrillation, 870, 871, 900. 
flutter, 903. 
2 hyperthyroidism, 871. 
ey acl eller, tachycardia, 872, 894. 
cations for, 900. 
risk of embolism and thrombosis in, 871. 
toxic symptoms from use of, 871. 
Quinine as cause of optic atrophy, 1504. 
for prophylaxis of common cold, 134. 
hydrobromide in Graves’s disease, 489 
in disseminated sclerosis, 1659. 
in malaria, 244, 245. 
in relation to blackwater fever, 247. 


and eee Angio- 
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Quinine, salts of, 244, 245. 
Quinophan (cinchophen) causing hepatic 
necrosis, 696. 
in gout, 436. 
Quinostab, 218. 
Quinsy, 535, 536. 
Quotidian fever, 242. 


Rabbits as carriers of infection in tularemia, 
62 


Rabies, 1585 ; and see Hydrophobia. 
Radiation therapy of goitre, 498. 
Radiculitis, 1770, 1771. 
casas substances, injuries from, 354, 
Radiography of the chest, 1084, 1201, 1202. 
of the intestines, 613, 614. 
of the kidney and ureter, 1288, 1332, 
1335, 1337, 1339, 1340, 1344, 1348. 
of the stomach, 566, 567, 568. 
Radiological diagnosis of miliary tubercul- 


osis, 35. 
Radiostoleum in coeliac disease, 634. 
in obesity, 439. 
Radiotherapy of cancer of cesophagus, 558. 
Radium dermatitis, 354, 1411. 
in Graves’s disease, 491. 
in Hodgkin's disease, 843. 
injuries, protection from, 355. 
symptoms of, 354, 355. 
in lupus of larynx, 1106. 
in treatment of anemias, 822. 
needles, in malignant tumours of nose, 
1096 


salts in industry, 354, 
the most deadly of poisons, 354. 
therapy of blastomycosis, 191. 
treatment of cancer of cesophagus, 558. 
treatment of ant ha tumours, tech- 
nique of, 1112, 
Radon in Graves’s disease, 491. 
in new growths of lung, 1221. 
in oesophageal cancer, 558. 


R&les, 1083. 
leathery, 1155. 
Rammstedt’s operation for congenital 


hypertrophy of the pylorus, 607. 
Rash in so bre-apital fever, 38. 

in chicken-pox, 153, 161. 

in congenital syphilis, 205. 

in dengue, 181. 

in erysipelas, characters of, 20. 

in flea typhus, 270. 

in glanders, 60. 

in glandular fever, 286. 

in influenza, 168. 

‘in leprosy, 122. 

in measles, 136, 137, 138. 

in Oroya fever, 131. 

in paratyphoid fever, 95. 

in psittacosis, 175. 

in rat-bite fever, 237. 

in relapsing fever, 235. 
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Rash in arte! Mountain tick typhus, 274. 
in rubella, 144, 
in ecarlet fever, 66, 67, 69, 70. 
in secondary syphilis, 201, 202. 
in small-pox, 149, 150, 151, 153. 
in trench fever, 277, 278. 
in tsutsugamushi disease, 271. 
in typhoid, 81. . 
in typhus, 277. 
in yaws, 226, 
Rashes after diphtheria antitoxin, 107, 108 
drug, 74, 1446-1449. 
in bacterial food poisoning, 400. 
in septic diphtheria, 101. 
Raspberry tongue in scarlet fever, 68. 
Rat-bite disease, 237. 
fever, 237, 238. 
Rat flea, 125. 
Rats as ee of rat-bite fever, 
as medium of infection of spirochetosis 
ictero-hmmorrhagis, 231. 
in relation to flea typhus, 270, 
to leptospirosis, 229, 230. 
to plague, 125, 127. 
to trichiniasis, 319. 
measures of destroying, 127. 
Raw-beef tongue in diabetes, 416. 
Ray-fungus disease, 185; and see Actino- 
mycosis. 
Raynaud’s disease, 1075-1078. 
paroxysmal hemoglobinuria in, 1292. 
phenomenon, 1075, 1076, 1077. 
syndrome in polycythemia, 794. 
Reaction, mixed electrical, in progressive 
muscular atrophy, 1750. 
of aaa in acute poliomyelitis, 
57 


of a fluid, in relation to H-ion concentra- 
tion, 405, 406. 
Rebound, excessive, in cerebellar lesions, 
1533 


Recession, systolic, in hypertrophy of right 
ventricle, 955, 956. 
Recklinghausen’s disease, 498, 1788. 
Recompression in the treatment of caisson 
disease, 336, 338. 
Rectal crises in tabes, 1647. 
treatment of, 1651. 
examination, value of, in acute appendi- 
citis, 677, 678, 679. 
heemorrhage from polypi of colon, 656. 
lavage in bacillary dysentery, 118. 
papillomata in schistosomiasis, 309. 
Rectum, the, 609, 610, 612. 
dyschezia in relation to the, 613, 617, 
618. 
inflammatory lesions of, in chi :ta, 304. 
lesions of, in lymphopathia \enereum, 


in schistosomiasis, 309, 310. 
recumbency, necessity for, in diphtheria, 


di 
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Reetum, stricture of, in lymphopathia 


venereum, 184. ; 
Red corpuscles, ility of, in acholuric 
jaundice, 689, 690. 
count of, in new-born, 688. 
** Red line,’’ 1072. 
Redecker’s frih injilirat, 1190. 
Red-light treatment of small-pox, 156. 
Reduviid bug vectors of trypanosomiasis, 
261, 262. 
Re-education in hysteria, 1885. 
Reflex epilepsy, 1681. 
grasping, 1528. 
mass, 1726. 
Reflexes, abdominal, diminution of, in 
lesions of hemispheres, 1527. 
exaggerated, i in trench fever, 283. 
in acute poliomyelitis, 1570, 1571, 1572. 
in alcoholic coma, 357. 
neuritis, 1781. 
in apoplexy s. 1601, 1602. 
in cerebral diplegia, 1622. 
in cerebro-spinal fever, 38, 43. 
in chorea, 1701. 
in diabetes, 417, 1783. 
in disseminated ’aclerosis, 1655, 1657. 
. dystrophia myotonica, 1793. 
riedreich’s ataxy, 1667. 
in ge eneral paralysis of the insane, 1638. 
emiplegia, 1602. 
in hydrocephalus in children, 1549, 1550. 
in hydrophobia, 1586. 
in vatecia, 1882. 
in spoah ban ae na 1769, 1771. 
in Landry sis, 1787. 
in iocharee — alitis, 1581. 
in re of spinal cord lesions, 
7 


in myasthenia gravis, 1796. 

in pellagra, 465. 

in aa Pra ie muscular atrophy, 1750, 
175 


in sciatica, 1771. 
in sleeping sickness, 258. 
in spastic paraplegia, 1718. 
in subacute combined degeneration, 
1739, 1741. 
in syringomyelia, 1730. 
in tabes, 1642, 1644, 1649. 
Refractory stage of conductivity, 848. 
Régime lactée in passive hyperemia of 
lung, 1161. 
Regurgitation of food, 551, 556, 571. 
Reichenberg reaction for relapsing fever 
spirochetes, 235. 
Reider type of eeecey ye in sae fever, 131. 
Relapsing fever, 234-237 
mortality in, 236. 
N. African, 3 234, 235, 
Panama, 234. 
path of infection in, 234. 
pathology of, 234, 235. 
jan and N. W. Indian, 234, 236. 
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Helapene kes ap Higa of, 238. 


symptoms of, 235, 236. 

ticks in relation to, 234, 235, 236. 

_ treatment of, 237. 

varieties of, transmitted by lice, 235. 
Relapsing fevers, lice-borne, symptoms of, 


tick-borne, symptoms of, 236. 
Remissions in chronic myeloid leukemia, 
804, 805. 
in undulant fever, 129 
Renal affections in spirochextosis ictero- 
hemorrhagica, 232. 
caleuli, 1338-1341. 
in hyperparathyroidism, 499. 
in vitamin A deficiency, 442. 
colic, 1339. 
in pyelitis, 1331. 
treatment of, 1340, 1341. 
crises in tabes, 1647. 
disease, hypertension i in relation to, 1065, 


in relation to cerebral thrombosis and 
hemorrhage, 1597. 
papilloedema in, 1540. 
relationship of cardio-vascular hyper- 
trophy to, 1035. 
dwarfism, 1316. 
dysbiotrophy, 1315. 
fibrosis and atheroma, 1038. 
function, estimation of, 1286-1288. 
gyleosuria, 428, 429. 
symptoms in diabetes, 417. 
vein, thrombosis of, 1298. 
Repression, 1811. 
Sg Data vitamin E in relation to, 
445, 


neprocuenre system in Graves’s disease, 


Raabesion’ of colon for cancer, 660. 
Reserve force of heart, 852. 
Resistant ane in cerebro-spinal fever, 
Rossnbsies, pulmonary, varieties of, 1082. 
vocal, 1084. 
Respiration, disturbed, 
tumour, 1541. 
in relation to sinus arrhythmia, 885. 
irregular, in cerebro-spinal fever, 38. 
Respiratory centre, function of,.in regu- 
lating reaction of blood, 407. 
complications of typhus fever, 278. 
disorders in ricketa, 457, 458. 
effects of high altitudes, 338. 
a. in relation to heat production, 
403. 
failure - Landry’s paralysis, 1785, 1786, 
787 


in intracranial 


in snake bite, 330. 
movements in emphysema, 1174. 
quotient, determination of, 403. 
thythan in lethargic encephalitis, 1682. 
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Respiratory stimulants, 382, 407. 
of aortic aneurysm, 1045, 
1046, 1048. 
system, diseases of, 1081-1282. 
Response to treatment as a guide to cardiac 
prognosis, 861. 
Rest and exercise, graduated, in pulmonary 
tuberculosis, 1240. 
Rest force of heart, 852. 
importance of, in treatment of heart 
conditions 862, 863, 864, 915, 
9] 
Resting-juice, examination of, 568, 569. 
in cancer of stomach, 602. 
Restlessness in acute peritonitis, 754. 
merereation ot thought in depression, 1856, 
eS urine in cerebro-spinal fever, 


in typhus fever, 278, 280. 
Reticulocyte count, normal, 772. 
crisis, 774, 777, 783, 820. 
as guide in treatment of anemia, 820. 
Reticulocytes, 772. 
in blood in pernicious anemia, 781. 
Reticulocytosis, marmite as stimulant of, 


468. 
Retioulo-endothelial cells, lipoid in, in 
Niemann-Pick’s disease, 835. 
system, diseases of the, 833-837. 
réle of, in relation to immunity 
reactions, 825. 
spleen as part of, 825. 
~endotheliosis of spleen, 837. 
-endothelium in lymph glands, 838. 
Retina, embolism of central artery of, 1063. 
Retinal artery, thrombosis of, 1060. 
changes in amaurotic family idiocy, 
1625. 
in diabetes mellitus, 417. 
hemorrhages, in leukemia, 804, 807. 
in malaria, 243. 
in nephritis, 1305, 1312, 1318. 
in septic endocarditis, 921. 
in small-pox, 152. 
in subacute combined degeneration, 
1740. 
pulsation in aortic incompetence, 933. 
tuberculoma, papilloeedema in, 1540. 
vein, central, thrombosis of, 1061. 
veins in congenital heart disease, 971. 
Retinitis, albuminuric, 1311, 1312. 
diabetic, 417. 
in chronic nephritis, 1311, 1312. 
in uremia, 1325. 
Retrobulbar neuritis, 1502, 1503. 
Retro-colic absoess, 263. 
Retrocoliie spasm, 1705. 
abscess, 539, 540. 
in glandular fever, 287. 
Retrosternal soreness in tracheitis, 1021. 
Revaceination, 158, 159, 160. 
Rhabditis 


, 316. 
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Rhagades in congenital syphilis, 205. 
Rheumatic endocarditis, 200; 292, 915. 
fever, 288-206. 
distinguished from meningitis, 46, 293. 
streptococci in, 15, 288. 
sacar ri heart in childhood, 292, 913, 
nodules, 292. 
eee pad chorea, 913, 1697, 1698, 


cardiac disease in relation to, 292, 913. 
gonorrheeal, 23, 1355. 
in scarlet fever, 70, 72, 77. 
‘malignant, 918. 
manifestations of, in children, 292, 913. 
muscular, 1367-1373. 
non-articular, 1367-1374; and see 
Fibrositis. 
relation of Henoch’s purpura to, 815, 816. 
of septic endocarditis to, 918. 
scarlatinal, 1356. 
tonsillitis in relation to, 533, 534, 913. 
Saas arthritis, achlorhydria and 
yorrhosa alveolaris in relation to, 524. 
Rhini » acute catarrhal, 133; and see 
Cold, the common. 
allergic, 1090. 
atrophic, 1086-1088. 
chronic catarrhal, 1084-1086. 
hypertrophic, 1085. 
in scarlet fever, 70, 71. 
Rhino-pharynglitis, destructive ulcerating, 
228; and see Gangosa. 
Rhinophyma, 1405 
Rhinorrhea i in allergic conditions, 751. 
in scarlet fever, 69, 71. 
paroxysmal, 1090. 
vasomotor, 1090. 
Rhinosporidiosis, 157, 193. 
Rhinosporidium equi, 193. 
seeberi, 193. 
Rhinotomy, lateral, 1095. 
Rhipicephalus sanguineus, 273. 
Rhonchal fremitus, 1082. 
Rhonehi, 1083. 
Rhus toxicodendron as source of skin 
irritation, 1408. 
Rhythm, cardiac, abnormal, 847. 
change of, as an indication of dilata- 
tion, 954. 
ectopic, 847. 
allop, 102, 856, 996. 
terotopic, 847, 
idio-ventrioular, 847. 
in paroxysmal tachycardia, 892, 893. 
in pericarditis, 958. 
n . auriculo- ventricular, 847, 894. 
normal, 847, 
prognosis in, 856. 
sinus, 847, 
tic-tac, 856. 
triple, varieties of, 856. 
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Rhythmisity of heart muscle, 846. 
Rib menor semen operation ‘for empyema, 


Riboflavin (eam B,), 448. 
in piss rola barge of pellagra, 463, 464. 
ished, use of, a cause of beriberi, 


‘aiehiines as source of vitamin, 463. 
Ribe-water stools of cholera, 120. 
in summer diarrhea, 629. 
Rickets, 456-459. 
in coaliac disease, 634. 
in relation to broncho-pneumonia, 1237. 
2 i croang diarrhea, 631. 


iy ars pero 
Rickettsia dies, 268 
in trench-fever-infected lice, 276. 


pronae 268, 260, 276. 
cies of, 269, 271, 273. 
Ric ety rosary, 457. 
spine, 457. 
Rift Valley fever, 182. 
Rigidity as early symptom of paralysis 
agitans, 1670, 1671. 
in cerebral diplegia, 1622, 1623. 
in cerebro-spinal fever, 38, 39, 41. 
in tuberculous meningitis, 1561. 
Sada 5 rectus in acute appendicitis, 677. 
ul, in acute poliomyelitis, 1570. 
Rigor after araphenamine adi eager 211. 
in incubation period in syphilis, 200. 
meres eee in bacterial food poisoning, 
9 


in cholera, 119. 

in heat-stroke, 348. 

in yellow fever, 177. 

Rigors i in amoebic abscess of liver, 709. 
in biliary colic, 730. 
in blackwater fever, 248. 
in cerebro-spinal fever, 38. 
in coliform infection of kidney, 25. 
in empyema, 1255. 
in erysipelas, 19. 
in influenza, 168. 
in leprosy, 122. 
in malaria, 242. 
in purulent pericarditis, 959. 
in pyelitis, 1331. 
in rat-bite fever, 237. 
in relapsing fever, 235. 
in septicemia, 12. 
in small-pox, 147. 
in suppurative pylephlebitis, 722. 
in ‘quceagataahs disease, 271. 
in typhoid, 83. 
in typhus, 276. 
toxemic, 11. 
Ringworm, 1432-1438. 

of the beard, 1435. 
of the glabrous skin, 1436-1438, 
of the nails, 1438. 
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Ringworm of the scalp, 1483-1435. 

Ring worms. 1 on ustular body, 1437. 

Rinne’s test or nerve deafness, 1515. 

Risus sardonicus, 55 

Ritter’s disease, 1421. 

Rocky Mountain, 273; and «eee Spotted 


ever. 
tick typhus, 273, 274; and see Typhus, 
Rocky Mountain tick. 
Rodent ulcer, 1484. 
Rodents, as carriers of infection in tular- 
emia, 61, 62. 
réle of, in transmission of Rocky Moun- 
tain tick typhus, 273. 
Rogers’s disease, 968, 972. 
method of treatment of cholera, 121. 
Romberg’s 8 sign in Friedreich’s ataxy, 1666. 
eeping sickness, 258. 
Root sha ows in pulmonary tubercle, 
significance of, 1201. 
Rosacea, 1404-1406. 
achylia as a cause of, 565, 1405. 
oral sepsis in relation to, 525. 
seborrhea in relation to, 1401. 
Rose spots in parat ae fever, 95. 
in trench fever, 
in typhoid, 81. 
Roseola urticata, 198. 
Roseolar rash of syphilis, 198. 
Ross’s researches in malaria, 238. 
Rotch’s sign in acute pericarditis, 959. 
Rotheln, 143. 
Rothera’s popeee test for ketonuria, 
418, 1295. 
Round-worms, 322. 
diseases due to, 315-324. 
Rubella, 143-146. 
Ruby, 218. 
Rumination, obsessional, 1889. 
Rumpel-Leede phenomenon i in measles, 66. 
in scarlet fever, 66 
Rupla, 198. 
Rusty sputum, 1196, 1228, 


Sabre-seabbard tibia, 203, 206. 

in yaws, 226. 
Sachs-Georgl reaction for syphilis, 196. 
Saddle-back nose of congenital syphilis, 

205, 1093. 

St. Anthony’s fire, 394. 
St. Vitus’ dance, 1697 ; 
Salaam spasm, 1680. 
alley ete o nose in lethargic encephalitis, 


Salicylates, excretion of, in urine, 1295. 
in acute poliomyelitis, 1574. 
in rheumatic fever, 294, 295. 
e infusion in peritonitis, 758. 
in shock due to hwmorrhage, 769. 
in summer diarrhea, 631. 
Salines contra-indicated in sulphonamide 
therapy, 16, 51. 
hypertonic, in Y taciliary dysentery, 118. 


and see Chores. 
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Salines hypertonic, in cholera, 121. 
in heat hyperpyrexia, 350. 
Saliva, deficient secretion of, 164, 529, 530. 
dribbling of, in progressive muscular 
atrophy, 1748. 
drugs inhibiting secretion of, 529. 
drugs stimulating secretion of, 530. 
excessive secretion of, 529. 
Salivary glands, diseases of the, 529-533. 
in Mikulic2’s disease, 845. 
in mumps, 164. 
Salivation, conditions associated with, 529. 
in achalasia of the cardia, 548. 
in acute gastritis, 582. 
in cancer of the wsophagus, 556. 
in chronic arsenical poisoning, 372. 
in dosti disorders, 572. 
in lethargic encephalitis, 1580. 
in mercurial stomatitis, 376, 527. 
in pellagra, 465. 
in pyorrhea, 522. 
in sea-sickness, 342. 
in small-pox, 150. 
in waterbrash, 572. 
** Salmon patch,’’ 205. 
Salmonella group of bacilli, 78, 94, 393, 
395, 397, 399. 
infections, different virulence of rough 
and smooth strains of, 6. 
Salt, common, in treatment of Addison’s 
disease, 507. 
required to make up for loss in sweat, 
351 


Salt-free diet in ascites, 766. 
in hypertension, 1069. 
Saivarsan, 208. 
in anthrax, 59. 
in relapsing fever, 237. 
in yaws, 227. 
methods of administration of, 210. 
risks of, in aneurysm, 1049. 
toxic symptoms after, 211, 383. 
peophy axis of, 213, 214, 383; and 
see Arsenobenzene, Arsphena- 
mine. 
an in heart disease, 870. 
Sanatorium treatment of pulmonary tuber- 
culosis, 1208. 
Sand-flies in relation to kale-azar, 251. 
to oriental sore, 255. 
to Oroya fever, 131. 
to phlebotomus fever, 180, 181. 
Sand-fly fever, 180. 
** Sandy patches °° in schistosomiasis, 310. 
Sanoc as cause of endothelial damage, 
12 


treatment of pulmonary tuberculosis, 
85, 1211 


Santonin in ascariasis, 323. 

Saprophytic bacteria, 1. 

Sareo , 1476-1480. 

Sarcoma, multiple idiopathic, of Kaposi, 
1487. 
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Sarcoma, myeloid, 1380. 
of liver, 718. 
of nose, 1095. 
of skin, 1487. 
of spleen, 833. 
of tonsil, 545. 
Sarcoptes scabiel, 1444. 
Saturation tests for ascorbic acid in relation 
to nutrition, 450. 
Saturnism, 361. 
paverbroel ‘ ipperedion of thoracoplasty, 


Sausage poisoning, 395, 401. 
Scabbard trachea, 1128. 
Scables, 198, 1444, 1445. 
diagnosis of, 198, 202, 1444. 
Scalp, actinomycosis of, 187. 
eczema of the, 1412. 
ringworm of the, 1433-1435. 
seborrhoic dermatitis of, 1427. 
Scapula, winged, 1520, 1747, 1758. 
Scar, hypertrophic, 1486. 
Scarla 63; and see Scarlet fever. 
milfaris, 66. 
sine eruptione, 70. 
Scarlatinal nephritis, 65, 69, 71, 72, 77, 78. 
prevention of, 77, 78. 
rheumatism, 70, 72, 77, 1356. 
Scarlatiniform rashes in other diseases 74, 


76. 
Scarlet fever, 63-78. 
acute nephritis in, 1304. 
and diphtheria, 64, 73, 96. 
and tonsillitis, 66, 69, 70, 77, 534. 
and tuberculosis, 75. 
antitoxic serum for, 17, 65, 75. 
in erysipelas, 21. 
arthritis in, 69, 72, 77, 1360. 
Dick test for susceptibility, 64, 68, 73. 
in relation to chicken-pox, 160. 
in relation to measies, 138. 
prophylaxis of, 65, 75, 76. 
seasonal incidence of, 63. 
on Chariton blanching test in, 65, 


serum treatment of, 17, 76. 
simple, 68, 69. 
streptococci in, 17, 64. 
Searring after small-pox, 150, 152. 
effects of, in syphilitic oases, 195, 196. 
Scheele’s green, 370, 373. 
Schick’s test for susceptibility to diph- 
theria, 106, 107. 
types of reaction, 106. 
Schilder’s disease, 1662, 1663. 
mental disorders in, 1834. 
Schistosoma bovis, 308. 
hzematobium, 308, 309, 310. 
japonicum, 308, 309, 310. 
mansoni, 308, 309, 310. 
matthei, 308. 
life cycle of, 308, 309. 
Schistosomiasis, 308-311. 
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Sehistosomiasic, dysentery, 310. 
Schizogony of malarial parasite, 239. 
Schizoid personality, 1864. 
Schisont of malarial parasite, 239. 
Schizophrenia, 1863-1876 
Schizotrypanosomiasis, 261. 
Schmidt’s syndrome, 1520. 
Schdnlein’s disease, 816, 1367. 
Sehool attendance and measies, 141, 142. 
Schiiffner’s dots in malarial parasite, 240. 
Schuller-Christian’s disease, 836. 
Schultz Chariton blanching test in scarlet 
fever, 65, 73. 
Schumm’s test in febrile malaria, 241. 
Selatic nerve, external, lesions of, 1766. 
t, lesions of, 1765, 1766. 
internal, lesions of, 1766, 1767. 
ri-neuritis affecting, 1370. 
Selatica, 1770-1773. 
as symptom of osteo-arthritis, 1359. 
associated with subarachnoid hsemorr- 
hage, 1590. 
Sclavo’s anti-anthrax serum, 58, 59. 
Selerema neonatorum, 1476. 
Sclerodactylia, 1475. 
Scleroderma, 1475. 
Raynaud’s disease in relation to, 1077. 
Scleroma of trachea, 1125. 
Sclerosis, amyotrophic lateral, 1743, 1753. 
lea hyperplastic, 1035-1037. 
» 1653~1660. 
Paria of, 1654, 1658, 1720. 
mental disorders in, 1834. 
retrobulbar neuritis in, 1502. 
transient ambyopia in, 1502. 
lobar ane 1621; and see Cerebral 


Scolices of aon 313, 314. 

Seolopendra gigantea, 328. 

Scorbutus, 451; and see Scurvy. 

Scorpion stings, treatment of, 329. 

Seorpions, diseases due to, 329. 

Seorpona scropha, 332. 

Seotoma, central, 1502, 1503, 1529, 1657. 

Scratch eruption, 1418, 

in pediculosis vestimentorum, 1442. 
in scabies, 1444, 1445. 

Screw worm, the, 326, 327. 

Serofulodermia, 1463. 

Scrotum, affections of, in syphilis, 199. 
erythematous dermatitis of, 1414. 
filarial lesions of, 316, 317. 
gangrene of, in Rocky Mountain tick 

typhus, 274. 
pruritus of, 1403. 
sebaceous cysts of, 1485. 

Seurfy head, 1423, 1432. 

pao nae ik 


hemopeyei in in, 1170. 
intea-musculer hemorrhage in, 1378. 
myositis in, 1373. 
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Scurvy-rickets, 459. 
Sdt. 386 Pe treatment of Bartonellosis 
pee and allied conditions, 341- 


treatment of, 342, 343, 571. 

Sebaceous cysts, 1485. 

Seborrhea, 1400. 
wtiology of, 1400. 
and acne, 1401. 
baldness in, 1428, 1492. 
com lications of, 1401. 
in 8C oe 1872. 
sicea, 1 

Seborrheic dermatitis, 1427-1429. 
organisms, 1427. 

Secondary infections in syphilis, 196. 
lesions of syphilis, 198-201. 
syphilitic eruptions, 201, 202. 

Sedatives in affective disorders, 1862. 
in angina pectoris, 989. 
in cerebro-spinal fever, 51, 52. 
in heart cases, 863. 
in mental illness, 1818. 
in morphinomania, 1841. 


' Sedimentation rate of red blood cells a 


ou to prognosis in acut 
ephritis, 1305, 1306. 
as esi e to prognosis in pulmonar: 
tuberculosis, 1204, 1208. 
in nephritis and cardiac cdema con 
trasted, 1306. 
in osteo-arthritis, 1360. 
of red blood cells in rheumatoi 
arthritis, 1351. 
test in tuberculosis, 1204, 1205, 1208. 
Sedormid idiosy ncrasy as a cause of essentia 
thrombocytopenia, 813. 
purpura, 785. 
ee movements in small intestine 


Segmentina nitidella in relation to fascio 
liasis, 306. 
Selective action of lead on nerves, 365. 
of toxins, 3, 11. 
of virus of lethargic encephalitis, 1577 
of poliomyelitis, 1569. 
Seliwanow’s test, 418. 
Semb’s operation of thoracoplasty, 1214. 
Semen, ai stained in granular kidney 


fe vphilis present in, 194, 
Seminal ¢ e n in epileptic fit, 1684. 
vesicles affected in schistosomiasis, 309 
in amosbic eral are 
Semon’s law of rea aot 14 
Senile atrophy of skin, 14 
and presenile dementia, 1826-1829. 
dementia, 1826-1829. 
paraplegia, 1735, 1736. 
Senoran’s evacuator i in hematemenis, 581. 
in pyloric obstruction, 605. 
in treatment of gastric ulcer, 593. 


tysis, 1 1113. 
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cemenon. ee disorders of, 140i- 
Sensitiveness, ‘skin, in relation to eczema, 
1407, 1441 


Sensory defects and mental deficiency, 1847. 
oes in acropareesthesia, 1078. 
in acute poliomyelitis, 1572. 
in alcoholio neuritis, 1780. 
in beriberi, 460, 461. 
in compression of cord, 1718, 1719. 
in hematomyelia, 1734. 
in hysteria, 1880, 1881. 
in Landry’s paralysis, 1787. 
in subacute combined degeneration, 
1738, 1739. 
in syringomyelia, 1728, 1729. 
in tabes, 1642-1644. 
loss, dissociated, 1728. 
Sepsis, focal, 11, 12. 
oral, results of, 524. 
Septic wou’ in relation to septicemia, 
] 


Septiczemia, 12, 13. 
as result of bacterial activity, 2. 
cause of diarrhoea in, 623. 
drug treatment of, 16, 17. 
from B. coli, 27. 
from local infection, 2. 
from streptococcus infection, 15. 
by insect bites, 326. 
from typhoid bacillus, 78. 
gonococeal, 22. 
immune therapy of, 17. 
in bacterial food poisoning, 400. 
in cerebro-spinal fever, 40. 
in erysipelas, 20, 21. 
in peritonitis, 756, 758. 
in scarlet fever, 67, 69. 
in small-pox, 152, 
local infections leading to, 12. 
microbes chiefly concerned in, 12. 
papillcedema in, 1540. 
pneumococcus, 12. 
post-operative, 12. 
prognosis in, 13. 
puerperal, 12; and see Puerperal 
septicemia. 
relation to, of pyzmia, 13. 
specific therapy of, 17. 
symptome in, 12, 13. 
treatment of, 16, 17. 
Septiceemic arthritis, 1356. 
Septum, inter-auricular, patency of, 967, 
968, 971, 972. 
nasi. See Nasal septum. 
ventriculorum, patency of, 972. 
prognosis of, 974, 975. 
Sera, antitoxic, 4, 5. 
cytotoxic, 5. 
immune anti-meningococcus, 37. 
properties of, 5-8. ; 
Serum-choline-esterase test of hepatic 
function, 683. 


Serum, eruptions, 1448, . 


examination of, for spirochetes, 197. 
of blood, milky, in nephritis, 1305, 1311. 
prophylaxis of measles, 141 
rash simulating scarlet fever, 74. 
reactions in congenital syphilis, 206. 
sickness, 12. 
in relation to anaphylaxis, 12. 
treatment, 12. 


Sex as a factor in psychogenosis, 1811. 


as causal factor in schizophrenia, 1865. 
in relation to prognosis in cardiac 
affections, 859. 

glands, 514, 515. 

hormones of, 514. 

influence of, on metabolism, 438. 

ge ig cortex in relation to, 

4, 


Sexual aberrations in moral imbecility, 1827, 


crimes in senility, 1827. 
desire in mania, 1855, 1856. 
in pulmonary tuberculosis, 1197. 
loss of, in tabes, 1645, 
development, arrest of, in dwarfism, 476. 
as affected by orchitis in mumps, 165. 
disturbances due to thread-worms, 324. 
in Cushing’s syndrome, 475. 
in glottic spasm, 1117, 
in Graves’s disease, 488. 
in hysteria, 1879. 
dystrophy in diseases of anterior lobe of 
pituitary, 474, 476, 478, 479. 
in Simmonds’s disease, 478. 
epochs in relation to mental disorder, 
1807, 1808. 
in women, mental disorders associated 
with, 1845. 
excess in relation to chronic rhinitis, 
1085. 
excitement in mania, 1855, 1856. 
function in diabetes, 417. 
in Addison’s disease, 505. 
instinct in relation to mental disorder, 
1811 


intercourse and syphilis, 194. 
lymphopathia venerea acquired by, 
183. 
leprosy acquired by, 121. 
organs, hallucinations in connection 
with, 1871. 
in cretin idiots, 495. 
in dystrophia myotonica, 1793. 
in Teohlich's syndrome, 479, 480. 
power, loss of, in chronic alcoholism, 
1837. 


in lathryism, 392. 

in morphine habit, 1840. 

in progressive muscular atrophy, 
1750. 

in subacute combined degeneration, 


1738. 
precocity, 617, 518. 
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Sexual she aa in idiopathic steatorrhea, 


Shaking eae: 1669 ; 
agitans, 
eed rot, 305. 
Shell-fish as cause of bacterial food poison- 
ing, 395, 396. 
as vehicle of typhoid infection, 78, 91. 
in Saar skin eruptions, 1402, 1417, 
45 
phe shock, aga aphonia in, 1115, 


and see Paralysis 


se teiation to hysteria, 1879, 1881, 1882. 
Shiga’s bacillus of dysentery, 4, 115. 
dysentery infections compared with 
Sonne’ '8, 116, 155. 
Shin-bone pain in trench fever, 282. 
Shivering in gall-stones, 729. 
** Shift to the left,’’ 797. 
Shingles, 1583. 
Shock, blood-volume in relation to, 768, 769. 
in hemorrhage, 768, 769. 
in snake-bite, 330. 
syndrome, 769. 
treatment of, 769. 
treatment in electrical injuries, 346. 
of asthma, 1153. 
of schizophrenia, 1819, 1876. 
Short-cireuiting i in Crohn’s disease, 648. 
in ulcerative colitis, 655. 
Shoulder, drooping, in pulmonary tuber- 
culosis, 1197. 
Sialodochitis, 530. 
Sialorrhe@a, 1580. 
Siekle~-celled anzemia, 787, 738. 
Siderosis, 1186, 1187. 
Sigma reaction for syphilis, 196. 
Sigmoidoscopic examination in cancer of 
colon, 659. 
in ulcerative colitis, 651, 652. 
technique of, 616. 
tube, use of, in megacolon, 665. 
aaa”? ed in amosbic dysentery, 263, 


in bacillary dysentery, 117. 
Silica in relation to pulmonary tuberculosis, 
1186, 1187. 
Silico-siderosis, 1186. 
Silicosis, 1186, 1187. 
Sliver arsphenamine, 208. 
salvarsan, 208. 
dosage of, 209. 
skin pigmentation due to, 1448. 
** Silver wire °’ arteries, 1087, 1312. 
Simmonds’s disease, 477-479. 
mental disorders associated with, 1845. 
Simple continued fever, 180. 
Simulium damnosum as transmitter of 
onchocerciasis, 318. 
Singer’s nodules, 1099, 1108, 1109. 
Sino-auricular heart-block, 804. 
electro-cardiogram of, 1018. 
node, 846, 847. 
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Sinus, accessory, suppuration of, 1090; 
and see Accessory sinus. 


arrhythmia, 885. 
siren Bae Ba of, 1009. 


bradycardia, 882, 8 
cavernous, thrombosis of, 1061, 1610. 
lateral, thrombosis of, 71, 1060, 1609. 
longitudinal, thrombosis of, 1061, 1609. 
tachycardia, 881, 882. 
thrombosis, 1608-1610. 
venosus, 846. 
Sinuses, affections of, in the common cold, 
133, 134. 
cerebral, thrombosis of, 1060, 1061, 
1608-1610. 
discharging, vaccine treatment of, 18. 
Sinusitis due to oral sepsis, 624. 
frontal, 1091. 
in influenza, 170. 
in relation to atrophic rhinitis, 1086. 
in relation to retrobulbar neuritis, 1502. 
Skew deviation, 1532, 1603. 
Skin, actinomycosis of, 187. 
affections after arsphenamine remedies, 
212. 
allergy of, 1407, 1411, 1412. 
anatomy of the, 1394-1396. 
anthrax infections of, 58. 
appendages, tumours of, 1485. 
atrophies of, 1490. 
atrophy of, in old people, 1490. 
benign epithelial tumours of the, 1481. 
biscuit-coloured, in subacute combined 
degeneration, 1741. 
bronzed, in bronzed diabetes, 417, 418, 
707, 703. 
in familial icterus gravis neonatorum, 
688. 
colour of, in jaundice, 684, 687. 
conditions in relation to asthma, 1148. 
congenital conditions of, 1491. 
connective-tissue tumours of, 1486-1489. 
dermoid cysts of, 1485. 
diphtheria infections of the, 101, 1427. 
diseases, 13897~1500. 
acute nephritis in relation to, 1304. 
conditions predisposing to, 1398-1406. 
disorders of circulation in, 1404. 
disorders of secretions of, 1398. 
disorders of sensation in, 1401-1404. 
due to mites, 270, 271, 325. 
general description of, 1397. 
pyorrheesa alveolaris as a cause of, 525. 
tropical, 1494-1500. 
eruptions due to bacteria and fungi, 
1460-1467. 
to drugs, 1446~1449. ‘ 
to errors of metabolism, 1468. 
to filtrable viruses, 1467-1468. 
to sulphonamide preparation, 16. 
eruptions, fixed, 1448. 
toxic, 1446. 
fibroma of, 1486. 
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Skin, functions of the, 1396, 1397. 
in achlorhydria, 565. 
in acromegaly, 473. 
in ancylostomiasis, 321. 
in A n’s disease, 505. 
in alcoholic neuritis, 1781. 
in amebic dysentery, 263. 
in blastomycosis, 190, 191. 
in cerebro-spinal fever, 38, 40. 
in chronic cha poisoning, 372. 
mercurial poisoning, 376. 
in ovccidioidosh, 191. 
in congenital syphilis, 205. 
in Cushing’s syndrome, 475. 
in erysipelas, 20. 
in gout, 434. 
in Heerfordt’s disease, 533. 
in Hodgkin’s disease, 842. 
in jaundice, 684. 
in kale-azar, 253. 
in lymphopathia venereum, 183. 
in measles, 136, 137, 138, 139. 
in myxedema, 493. 
in paralysis agitans, 1671. 
in pellagra, 464, 465. 
in pernicious anemia, 780. 
in relation to diphtheria, 101. 
in rheumatic fever, 290. 
in Simmond’s disease, 478. 
in sprue, 639, 
in tuberculous peritonitis, 761. 
in yaws, 225, 226. 
inflammations of the, 1406-1476. 
Inoculation in relation to tubercular 
infection, 31. 
irritants, groups of, 1406. 
lesions from embolism in septic endo- 
carditis, 921. 
in actinomycosis, 187. 
in idiopathio steatorrhwa, 635, 636. 
in Oroya fever, 131. 
in scurvy, 452. 
in verruga peruviana, 132. 
leukemia and lymphadenoma of, 1480. 
lipoma of, 1487. 
local tuberculous ulcers of, 1462. 
lymphoid deposits in, in leukemia, 807. 
malignant tumours of, 1484, 1485. 
myoma of, 1487. 
ney ee eer 
siology and pathology of the, : 
pigmentation anomalies of, 1480-1489, 
primary syphilitic sores of, 197, 198. 
protective function of the, 1396. 
pyogenic infections of, 1420-1426. 
sarcoidosis of, 1476-1480. 
sarcoma of, 1487. 
sebaceous cysts of, 1485. 
secretions of the, 1396. 
senile atrophy of the, 1490, 1491. 
sporotrichosis of, 1466. 
squamous epithelioma of, 1485. 
test for tuberculosis 33, 34. 
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Skin, tropical, 1410. 
tuberculosis of, 1460-1464, 
tumours of the, 1481-1489. 
area poneuga of, to irritanta, 1072, 


Skoda, veiled puff of, 1084, 1156. 
Skodaic resonance, 1082. 
Skull, aoe of, in cerebral diplegia, 
general hyperostosis of, 1379, 1380. 
in acromegaly, 473. 
in cretinism, 495. 
in Hand-Schiiller-Christian’s disease, 836. 
in hydrocephalus, 42, 1548. 
in post-basic meningitis, 42. 
in rickets, 457. 
Sleep in anxiety states, 1859. 
in mania, 1855. 
in mental depression, 1857, 
Sleeping sickness, 257; and sce Trypano- 
somiasis, African. 
of Tiibingen, 1577. 
Sleeplessness in delirium tremens, 1837. 
in heart disease, 853, 873, 874. 
in morphinism, 1840, 
in pneumonia, 1228, 1236, 
** Sleeved jacket ’* anesthesia, 1729. 
Small-pox, 146-157, 
Smegma bacillus, differentiation of, from 
tubercle bacillus, 33. 
Smith’s sign in enlarged mediastinal 
glands, 1278. 
Smoking a cause of chronic pharyngitis, 
540 


a cause of chronic rhinitis, 1085. 
a cause of ptyalism, 529. 
excessive, enterospasm in, 617, 
harmfulness of, in intestinal spasm, 643. 
in relation to gastric and duodenal 
ulcer, 587, 
to gastric irritation, 561; and see 
under Tobacco. 
to pulmonary tuberculous, 1209. 
Snake poisoning, 329~332. 
venom for hsmophilia, 812. 
for hmmorrhagic diseases, 812. 
Snake venoms, 329, 330. 
Snakes, diseases due to, 329-332. 
varieties of, 329. 
Sneezing in measles, 136. 
‘** Snow-storm ’’ appearances in X-ray oi 
miliary tuberculosis, 35. 
Snuffies, 2056, 1092. 
Soap diarrhea, 623, 626. 
Soaps as a cause of eczema, 1412, 1416. 
Sobisminol, 217. 
Social and occupational treatment of mental 
disorder, 1815, 1816. 
Sodium — phosphate for acidifying urine, 


Sodium arsenite, uses of, 370. 
bicarbonate, effects of overdose of, 1321, 
1322. 
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in renal uremia, 1327. 
in whooping-cough, 114. 
solution as emetic in alcoholism, 356. 
to render urine alkaline, 27, 28, 408. 
‘Sodium blurate deposits in gout, 430, 431, 
432, 484. 
late in septicwmia and pysemia, 17. 
chloride excretion, reduction in, to lobar 
‘ ae hmos 1230. : 
in heat rpyrexia, 350. 
pdnesarpele, 1s eee 124, 
salicylate, in rheumatic fever, 294. 
salvarsan, 208. 
sulphate, in lead poisoning, 361. 
thiosulphate in optic nerve injury during 
arsenical treatment, 260. 
Sodoku, 287; and see Rat-bite fever. 
Softening, cerebral, red, 1598. 
yellow, 1598. 
of spinal cord, 1735; and see Myelo- 
malacia. 
Sokoshio, 239; and see Rat-bite fever. 
Solanine poisoning, 391. 
Solder of tins as cause of poisoning, 394. 
Soldier’s tts 877. 
spots, 958 
Solganol i in relapsing fever, 237. 
Sonne’s arrentery contrasted with Shiga’s, 


southey’s ibe for cedema in heart disease, 


Spa ‘reateaeat of cardiac disease, 865. 
of muco-membraneous colic, 644. 
Sparganosis, ocular, 313. 
Sparganum mansoni, 313. 
proliferum, 313. 
Spasm, habit, 1708, 1709. 
in craft y, 1711, 1712. 
methods of avoiding, 1714. 
in first stage of epileptic fit, 1682, 1683. 
nodding, 1680 
of ree sphincter, ee 
eral facial, 1513, 1514. 
rnd 
torsion, 1580, 1678. 
Spasmodic torticollis, 1705-1707. 
Spasms in hydrophobia, 1586, 1588. 
in hypoparathyroidism, 501. 
in lethargic en dae 1580. 
in tetanus, 55, 5 
retro-collic, 1708. 
toxemic, 11. 
Spasmus nutans, 1680. 
Spastic ataxia in cerebro-spinal fever, 43. 
dysarthria, 1612. 
ae er 1621-1624. 
aap aha ial, 1622 
general congeni . 
in hematomyelia, 1734. 
compression, 1701, 1702. 
congenital, 1621, 1622. 
in hematomyelia, 1734. 


INDEX 
Sodium bicarbonate, in diabetic coma, 427. | Spasticity, 


ie of, after hemi- 
Pp. 
in lethargic encephalitis, 1580, 1581. 
Spatulate hand in cretins, 495. 
Specific gravity fixation test of renal 
efficiency, 1287. 
test of renal capacity, 1287. 
Spectra of blood derivatives, 615, 616. 
Speetroscope for estimating carbon mon- 
ocide in blood, 381. 
Spectroscopic examination of stools for 
blood, 615, 616. 
of urine for blood, 1202. 
Speech, gr eal muscular mechanism of, 
1 


blurred, in bubonic plague, 126. 
defects, method of examination in, 1616. 
treatment of, 1615, 1618. 
disorders in general paralysis of the 
insane, 1638. 
in hysteris, 1881. 
in progressive muscular atrophy, 1747. 
functions, the, 1610-1612. 
confusional defects of, 1615. 
peat in lesions of temporal lobe, 
1530. 
impediments of, 1617-1619. 
in acromegaly, 473. 
in chorea, 1699. 
a Friedreich’s ataxy, 1666. 
ait Pepsi 493. 
in schizophrenia, 1869. 
in sleeping sickness, 258. 
loss of, in botulism, 402. 
patterns, 1613, 1614. 
payee mechanism of, 1610-1612, 
16 


region of the brain, 1610, 1611. 
scanning or staccato in cerebellar 
lesions, 1533. 
Spengler’s immune bodies in treatment of 
tuberculosis, 1212. 
Spermatogenesis in pseudo-hermaphrodit- 


ism, 611. 
Spes phthisica, the, 1197, 1836, 1843. 
saeco ala lesions of nerves in, 


Spherocytosis, 787 ; 

acholuric. 

Sphineter ore loss of, in epilepsy, 1683, 
1684 


of bladder, spasm of, 665. 
troubles in acute poliomyelitis, 1572. 
in disseminated sclerosis, 1657. 
in lethargic encephalitis, 1581. 
in tabes, 1645. 
Sphygmic period i i cardiac cycle, 849. 
Sphygmogram, 849. 
Sphygmograph in di 
aneurysm, 1047. 
Spiders, diseases due to, 328, 
Spinach, value of, 442, 443. 
Spinal angsthesia for ‘megacolon, 670. 


and see Jaundice, 


osis of aortic 
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Spinal caries, in relation to compression of | Splrochseta pallida in serum from syphilitic 


cord, 1715, 1716, 1724. 
syphilitic, 1634, 1701, 1716. 
treatment of, 1725. 
tuberculosis, 1202. 
in rag to compression of cord, 
cord, compression of, 1715-1727. 
diagnosis of cause of, 1720-1724. 
extradural, 1717-1719. 
intradural, 1719-1720. 
syndrome of, 1719, 1720. 
slow, 1716-1717. 
eer and pathology of, 1715- 
7. 
course and prognosis of, 1724, 
traumatic, 1725-1726. 
degeneration of postero-lateral columns 
of, in pernicious anemia, 780. 
hemorrhages into, 1734. 
lesions of, in acute poliomyelitis, 1571, 
1572 
in schistosomiasis, 309. 
lesions, localisation of, by lipiodol, 
1722, 
by reflexes, 1721. 
motor localisation of, 1721. 
segmental diagnosis of, 1721, 1722. 
sensory localisation of, 1721, 1722. 
site of, in caisson disease, 335, 336. 
local lesions of the, 1715-1727. 
softening of, 1735-1736. 
stomach function in relation to, 559. 
surface anatomy of the, 1722. 
deformity in acute poliomyelitis, 1571. 
in cerebral diplegia, 1623. 
in Friedreich’s ataxy, 1667, 1668. 
in syringomyelia, 1730. 
disease, anzmic, 1736. 
paralysis, Erb’s syphilitic, 1635. 
symptoms in lethargic encephalitis, 1581. 
syphilis, 1634-16386. 
Spine, arthritis of, 1362; and sce Spondy- 
litis 


fracture and dislocation of, in relation 
to compression, 1725. 
osteo-arthritis of, 1364. 
tumours of, 1715, 1716, 1719, 1723, 1724, 
1726. 
Spino-cerebellar ataxy, 1664, 1665. 
‘ ways, atrophy of, 1664. 


Spirillum fever, 234 ; 
fever, 
minus, 237. 
Spirocheeta bronchialis, 1130, 1138. 
pallida, 194, 197, 1628. 
alleged dual form of, 1628. 
in condylomatous secretion, 199. 
in liver in congenital syphilis, 712. 
in primary syp. ilitio sore, 197. 
in secretions from syphilitic mouth 
lesions, 200. 


and see Relapsing 


sore, 197. 
low resistance of, 194. 
means of recognition of, 197; and see 


under Sh savage 
Spirocheetal Infections, 193-238, 
jaundice, 231. 
Spirocheetes likely to be confused with Sp. 
allida, 197. 
Spirochsotosis, 234 ; 
fever. 
ictero-hzeemorrhagica, 231-233. 
Spirocid, 214. 
Spirometer, 1084. 
Splanchnic nerves, section of, for hyper- 
tension, 1070. 
stasis in relation to blood-pressure, 1071. 
Splashing in stomach, 566. 
Spleen, abnormalities of, 826. 
abscess of, 827. 
affections of, in septic endocarditis, 921. 
ague-cake, 243. 
amebiasis of, 263. 
amyloid infiltration of, 1040. 
chronic enlargement of, 829, 830; and 
see Splenomegaly. 
venous congestion of, 828, 829. 
circulation in, 826. 
congenital lobulation of, 826. 
cysts of, 829. 
diffuse waxy, 1040. 
diseases of the, 828-833. 
classification of, 824. 
dislocated, 826. 
dropped, 749. 
enlarged, in acholuric jaundice, 690. 
in acute poliomyelitis, 1569. 
in African trypanosomiasis, 258. 
in anemia pseudo-leukemia in 
fantum, 792. 
in bacterial food poisoning, 399. 
in blackwater fever, 248. 
in cerebro-spinal fever, 46. 
in chronio myeloid leukswmia, 803. 
in cirrhosis of liver, 703. 
in congestion of liver, 692. 
in diphtheria, 99. 
in general tuberculosis, 35. 
in aria ha mea Ot ae 
in Hodkgin’s disease, ; ; 
in kala-azar, 252, 253. 
in leukwmia, 803, 805, 807. 
in malaria, 241, 242, 243. 
in myeloid leukemia, 803. 
in Oroya fever, 131. 
in paratyphoid fever, 95. 
in pernicious anemia, 780. 
in plague, 126. : 
in polycythemia, 793. 
in portal thrombosis, 731. 
in relapsing fever, 234, 235. 
in rheumatoid arthritis, 1362. 
in Rocky Mountain tick typhus, 274. 


and see Relapsing 
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in small-pox, 147. 
in Sout mnerican trypanosomiasis, 


261. 
in 


syphilis, 830. 
in trench fever, 282, 
in tauteugamushi disease, 271. 
in typhoid, 80, 81. 
in undulant fever, 128, 129. 
enlargement of the, 829, "830. 
causes of, 
vascular changes i in, 830. 
floating, 826, 827. 
treatment of, 827. 
functions of, 824-826. 
hard-bake, 841. 
in anthrax, 59. 
in septic endocarditis, 921. 
infarction of, 85, 827, 1063. 
lardaceous, 1040. 
lesions of, in typhoid, 85. 
movable, "826. 
palpable, in septicwmia, 13. 
resistance of, to tumour growth, 826. 
reticulo-endotheliosis of, 837. 
rupture of, 827, 828. 
in relapsing fever, 236. 
sago, 1040. 
sarcoma of, 833. 
septic, 828. 
tissues of, 824. 
tuberculosis of, 833. 
tumours of, 833. 
wandering, 826. 
waxy, 1040. 

Spleens, accessory, 826. 

Splenectomy in acholuric jaundice, 691. 
in essential thrombocytopenia, 815. 
in floating spleen, 827. 
in Gaucher’s F dinchne, 815, 835. 
in splenic anemia, 

Splenie anzmia, 830-832. 
fever of animals, 57; and see Anthrax. 
tumour, acute, 828. 

ss aaa fe hemolytic jaundice, chronic, 


po scvinerniia: 793. 
aa rer rae 830. 


arene malarial, in relation to tropical 
macrocytic ansmia, 467. 

peaceleor of occurrence of, 830. 
eosinophilia with, 797. 
hypercholesterolsmic, in diabetes, 834. 
in chronic myeloid leukemia, 803. 
in Gaucher’s disease, 834. 
_ relapsing fever, 235, 236. 

lenic ansomia, 831. 


omboc a 814. 
ieee abl i 


vasoular cha. 

weet en ae 1364. 
an 
atrophic type of, 1 
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aponaye degenerative, 1364. 


ypertrophic, 1364. 
ee anual’ ¢ of, 1864, 1865. 
rheumatoid a: tie type of, 1352. 


types of, 1362. 

Spondylitis ankylopoletica, 1362-1 364. 
deformans dueto gonococcus infection, 23, 
osteo-arthritie type of, 1364. 

Spondylose rhirométique, 1362. 

Sporogony of malarial parasite, 

Sporotrichosis, 188, 189, 1216. 
of skin, 1465, 1468. 

Sporotrichum beurmanni, 188. 
schenki, 188. 

Sporozoites of malaria parasite, 239. 

Spotted fever, 273; and see Rocky Moun- 

tain tick typhus. 

Sprue, 638-641. 
array Aad anzemia in, 639, 779. 

Sprulac, 641 


239, 240. 


. Sputum, actinomyces threads in, 187. 


currant jelly, 1220. 
examination of, for tubercle bacilli,32,33. 
fetid, in bronchiectasis, 1155. 
in gangrene of lung, 1182. 
in abscess of lung, 1179. 
in acute bronchitis, 1181. 
in acute fibrinous bronchitis, 1137. 
in acute suppurative bronchitis, 1131. 
in anthracosis, 1187. 
in asthma, 1150. 
in bronchiectasis, 1155. 
in chronic bronchitis, 1138. 
in partyin and cedema of lungs, 1160, 


in influenza, 169. 
in lobar pneumonia, 1228. 
in pneumonic plague, 127. 
in pulmonary emphysema, 1174. 
in pulmonary new-growths, 1220. 
in pulmonary oedema, 1162. 
in pulmonary tuberoulosis, eK 1194. 
detection of bacilli in, 1 194, 
“fin relation to ee serie 187. 
in relation to infection of plague, 125. 
in relation to tubercular Culecaee 30, 32. 
in tracheitis, 1121, 1122. 
hnummular, 1134, 1194, 
prune-juice, 1220, 1228, 1280. 
rusty, 1196, 1228. 
Squills in cardiac disease, 865. 
Stabilarsan in syphilis, 208. 
Stabismol, 217. 
Staccato speech in cerebellar lesions, 1533. 
Stagnation of air in relation to heat-stroke, 


347. 

Stammering or stuttering, 1097, 1617, 1618. 

hysterical, 1881. 
Stannoxyl, in furuncie, 1425. 
hr lor ties carte aay 2. 

infections, prognosis in, 18. 

vaccine aataee of, 18, 19. 
dosage in, 18. 
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Staphylococci as cause of abscess, 2. 
as cause of pywmia, 2, 13. 
effect of, on rabbite, by skin and veins, 2. 
in blood, 2. 
in diphtheria, 98. 
in pemphigus contagiosus, 1496. 
in relation to septicemia, 12. 
in suppurative pylephlebitis, 721. 
papper as albus in septio endocarditis, 
aureus, 12, 13, 19. 
a cause of furuncle, 1424. 
in impetigo, 1421. 
in pemphigus, 1421. 
in relation to influenza, 168. 
in septic endocarditis, 14, 919. 
epidermidis albus, 19, 753, 1427. 
infections, prognosis in, 18. 
vaccine treatment of, 18, 19. 
pyogenes in perinephric abscess, 1334. 
albus in pemp , 1457, 
Starch, digestion of, imperfect, 644. 
Starchy om in relation to diabetic diet, 
Starvation a predisposing cause of bacterial 
food poisoning, 395. 
Status anginosus, 985, 991. 
asthmaticus, 1150, 1151. 
epilepticus, 1687, 1693. 
treatment of, 1693. 
lymphaticus, 845. 
thymus in relation to, 845. 
Steapsin (lipase), 737. 
Steatorrhma, Idiopathic, 635-638. 
Steeple head, 1386. 
Stegomyia fasciata, 176. 
Stellwag’s sign in Graves’s disease, 487. 
in myasthenia gravis, 1795. 
Stenosis, bronchial. See wnder Bronchi. 
hypertrophic pyloric, 606. 
Stenson’s duct, in parotitis, 530, 531, 532. 
stone in, 630. 
** Steppage ’’ in alcoholic neuritis, 1780. 
Stercobilin, 241, 687, 736. 
in stools in malaria, 241. 
Stercolith, blocking appendix, 676. 
Stereotypy in schizophrenia, 1874. 
Sterilisation in relation to mental deficiency, 
1851. 
Sterility a result of gonococcal infection, 
2 


of X-rays, 353. 
Sterility in animals from lack of vitamin E, 
445 


in female, castradiol in, 516. 
in male, gonadotrophin in, 516. 
Sterno-mastoid paralysis, 1520. 
Sternum, recession of, in adherent peri- 
cardium, 961, 962. 
tenderness over, in chronic myeloid 
leukemia, 803. 
in septic endocarditis, 922. 
Stibamine in kale-azar, 254. 
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Stibenyl in kala-azar, 254. 
Stibophen (fouadin) in American dermal 
leishmaniasis, 256, 257. 
in schistosomiasis, 311]. 
Stibosan-von Heyden 471 in kala-azar, 254. 
Stiffness of neck in meningitis, 38. 
in paralysis agitans, 1670. 
in tuberculous meningitis, 1561. 
Stigmata of degeneration, 1848. 
Stigmatisation, 811. 
SHibesttol pbs and administration 
of, iE 
Stillbirth, syphilis and, 204. 
Still’s disease, 1365-1367. 
Stimulants in heart disease, 868. 
Sting-rays, 332. 
Stitch in the side, 1245. 
Stock vaccines, 19. 
Stokes-Adams syndrome, 908; 
under Adams-Stokes. 
Stomach, abseess of the, 583. 
acute dilatation of the, 608. 
antiseptic barrier of, 559. 
atony of the, 569. 
carcinoma of the, 599-603. 
pernicious ansmia in relation to, 781. 
chemical functions of the, 568, 569. 
desiccated, in treatment of anwmias, 782, 
821, 822. 
diseases of the, 558-609. 
examination of the, 566-569. 
extract, in pernicious anwmie, 782. 
functional disorders of the, 569-581. 
functions of the, 558, 559. 
hour-glass, 603, 604. 
hypotonus of, 567, 569. 
motor functions of the, 566-568. 
operations on, in relation to pernicious 
anszmia, 779, 
organic diseases of the, 581-609. 
palpation of the, 566. 
percussion of the, 566. 
peristalsis in, 567. 
positions of the normal, 747. 
protective role of, for small intestine, 
559. 
rate of evacuation of, 567, 568, 591, 747. 
secretion in relation to bone marrow, 


and see 


size, sha and position of, 566. 
spasm of the, 603. 
sacar stricture of, hour-glass, 603, 


splashing, 566. 

syphilis of the, 598, 609. 

tone of, 566, 567. 

tube as a means of diagnosis, 567, 568. 

tuberculosis of the, 598. 

X-ray examination of the, 568. 
Stomatitis, 525-528. 

after arsphenamine remedies, 211. 

an , 448, 776. 

aphthous, 526. 
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Stomatitis, catarrhal, 525, 526. 
due to bismuth therapy, 217. 
epidemic, 174; and see Foot-and-mouth 
; disease 


follicular, 526, 527. 
gangrenous, 527-528. 
in benzene poisoning, 384. 
in measles, 139, 143. 
in pellagra, 464. 
in uremia, 1326. 
mercurial, 216, 375, 527. 
recurrent ulcerative, in adults, 526. 
ulcerative, 526. 
in leukssmia, 807. 
in scarlet fever, 71. 
ulcero-membranous, 527, 
vesicular, 526. 
Stool culture for diagnosis of typhoid, 87. 
Stools, blood in, 614, 615; and see Occult 
blood. 
examination of, 614, 615, 626. 
fatty, 614. 
flora of, 615. 
frothy, 626. 
in amoebic dysentery, 263. 
in arsenical poisoning, 371. 
in bacillary dysentery, 116. 
in bacterial food poisoning, 400. 
in cancer of the colon, 658. 
in cancer of the liver, 718. 
in cholera, 120. 
in ciliate dysentery, 266. 
in coeliac disease, 634. 
in Crohn’s disease, 647, 648. 
in deficient pancreatic digestion, 736, 
741. 
in diarrhoea, 624, 625, 626. 
in epidemic diarrhea of children, 629. 
in fatty diarrhea, 626. 
in giardia diarrhea, 267. 
in hill diarrh@a, 632, 633. 
in idiopathic steatorrhea, 635. 
in ae carbohydrate dyspepsia, 


in jaundice, 687, 694. 

in malaria, 241. 

in malignant disease of the pancreas, 
745. 


in muco-membranous colic, 642. 

in pancreatitis, 741. 

in soap diarrhosa, 626. 

in ga icteroheamorrhagica, 


in sprue, 639. 

in summer diarrhea, 629. 

in tuberculous peritonitis, 760. 
in typhoid, 81. 

in ulcerative colitis, 650. 
mucus in, diagnostic importance of, 614. 
physical characters of the, 614. 
reaction of, 614. 
mpectroscopic examination of, 615, 616. 
weight of, 609. 
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Stovarsol in syphilis, 214. 
in treatment of ciliate ri here 286. 
Strabismus, diagnostic indications of, 1504. 
in cerebral diplegia, 1623. 
in hydrocephalus in children, 1549. 
in lethargic encephalitis, 1579. 
in third-nerve paralysis, 1504. 
in tuberculous meningitis, 1561. 
Strain as a cause of aneurysm, 1042. 
primary cardiac, 880, 881. 
Strangulated bowel, appearances of, 672. 
Strapping chest for pleurisy, 1246. 
Strawberry tongue in scarlet fever, 65. 
Streptocide, 16. 
nerenvoogess! uneceens from septic teeth, 
serum treatment of, 17. 
peritonitis, 756. 
septicsomia from insect bites, 326. 
toxins, in relation to rheumatism, 15. 
Streptococci, classification of, 15. 
in acute necrosis of pancreas, 738. 
in acute septic pharyngitis, 539. 
in acute tracheitis, 1119. 
in blood in arthritis, 1356. 
in cholecystitis, 722, 723. 
in diphtheria, 98. 
in relation to Henoch’s purpura, 816. 
in relation to infective arthritis, 18, 1356. 
in relation to influenza, 168. 
in relation to rheumatic fever, 15, 288. 
in septic endocarditis, 14, 920. 
in up urative pylephlebitis, 721. 
in veldt sore, 1495. 
role of, in choleoystitis, 723. 
in scarlet fever, 64, 65. 
types of, 15. 
Streptococeus erysipelatosus. 
genes. 
feecalis, 14, 15. 
hemolytic, immune therapy of, 17. 
heomolyticus. See S. pyogenes. 
as causal organism of scarlet fever, 64. 
clinical results of, 15, 16. 
infection, clinical results of, 15, 16. 
pyogenes serum in erysipelas, 21. 
specific therapy in, 17. 
treatment of, 16, 17. 
infection, 15, 16. 
infections, erythemata in, 13. 
immune therapy of, 17. 
meningitis, 47. 
mucosus, 1228. 
non-hzmolytic, immune therapy of, 12. 
pyogenes, 14, 15, 17, 19, 21. 
in septic endocarditis, 14, 919. 
infections due to, 17. 
vaecine, 17. 
vel hzemolyticus as cause of septi- 
cemia, 12. 
salivarius, 14, 15. 
scarlatine, 72. 
antitoxin produced by, 4. 


See 8. pyo- 
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Streptococcus 
bites, 3 
serum in erysipelas, 21. 
univalent, 21. 
throat as a cause of septicemia, 12. 
vaceine, sensitised, 17. 
viridans, 15, 17, 18, 1368. 
in septic endocarditis, 15, 919, 920. 
infections due to, 16. 
Streptothrix actinomyces, 185. 
8 rere ort of anes. 1216, 1217. 
of pleura, 1269, 1270. 
Strie atrophic, 1491. 
Stricture 3 nipeone after ulcerative colitis, 
congenital, 670. 
of the wsophagus, 555. 
malignant, 555, 556. 
Stridor, 1083. 
congenital laryngeal, 1104. 
in acute fibrinous bronchitis, 1136. 
in aneurysm, 1045, 1048, 1050. 
in ek ir affections, 1100, 1101, 1104, 
17, 1118. 
in laryngeal diphtheria, 100, 104. 
in mediastinal disease, 1276, 1281. 
in tracheal obstruction, 1126, 1127. 
String sign in regional ileitis, 648. 
Strongyloides stercoralis, 315. 
in relation to sprue, 638. 
Strongyloidiasis, 315, 316. 
Strophanthin in cardiac disease, 865, 867. 
Strychnine in cardiac disease, 868, 874. 
poisoning, spasms in, 55. 
Stupor, catatonic, 1873, 1876. 
hysterical, 1832. 
in acute coliform urinary infections in 
children, 25. 
in cerebro-spinal fever, 39. 
in melancholia, 1857. 
in Rocky Mountain tick typhus, 274. 
in septicemia, 13. 
in typhus, 278. 
Subacromial bursitis, 1369. 
Sub-acute ee degeneration, 1736- 


Sebariobnold hsemorrhage, 1589-1592. 
effect of, on cranial nerves, 1506. 
Subcutaneous test for tuberculosis, 33, 

1205, 1209. 
Sub-diaphragmatic abscess in duodenal 
ulcer, 591. 
Subdural Te morrneee (heematoma), 1593~ 
595. 


Sublimation, 1811. 
Submaxillary mumps, 164. 
Sub-scurvy state, the, ea 454. 
Substance sensibilitrice 
Subsultus pear arf 83, “70, 1679. 
Succus entericus, 60 37, 
Succussion splash, 568, 1084. 

in pneumobydrothorax, 1267. 
Sudamina in rheumatic fever, 290. 
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in urine, tests ead 417, 418. 

loaf head, 1385 

metabolism, mechanism of, 410. 

normal amount of, in blood, 409. 
receees A bacilli of food poisoning, 


tolerance in acromegaly, 473. 
in acute infections, 27, 
in diabetes, effect of acute infections 
on, 427, 
in myxcedema, 493. 
in sprue, 639. 
Sugars a Noga of bacteria, 396, 
Suggestion, role of, in causation of 
dyspepsia, 578. 
treatment 0: hysteria, 1885. 
Suicidal attempts in hysteria, 1883. 
Suicide, risk of, in affective disorders, 
1856, 1857, 1859, 1862. 
in anxiety states, 1859. 
in mental depression, 1857. 
in small-pox, 147. 
Sulfanilamide, 16, 28. 
Sulfarsenol, 208. 
Sulkowitch’s urinary test, 503. 
Sulphemoglobinamia, 794. 
during sulphonamide therapy, 16. 
Sulphanilamide drugs in cerebro-spinal 
fever, 48, 50. 
in coliform urinary infections, 28. 
in glandular fever, 288. 
in pyelitis, 1333. 
Sulphapyridine (M. & B. 693), 16. 
in anthrax, 59. 
in gonococcus infections, 23. 
(Dagenan, M. & B. 693), in lobar pneu- 
monia, 1234, 1235. 
in lymphopathia venereum, 184. 
in meningococcal arthritis, 1358. 
in plague, 128. 
in pneumococcal arthritis, 1356. 
Sulpharsphenamine, 208. 
method of administration of, 208, 209. 
Sulphates in urine, 1285. 
sar ctoaar (M. & B. 760), i in plague, 


Sulphonal pace enterogenous cyanosis, 
795. 

aaa 

sulphonamide drugs, cautions in use of, 16, 


hematoporphyrinuria _in, 


dosage ee 16. 

in cerebro-spinal fever, 41, 48, 50. 

in erysipelas, 21. 

in infective diseases, 16, 17. 

in relation to agranulocytosis, 800. 

in scarlet fever, 76. 

not useful in Str. viridans infections, 
924. 
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“** Sulphonamide fever,’’ 17. 

Sulphonamide P, 16. 

Sulphostab, 208. 

Sulphur ceaeeros during sulphonamide 

therapy, 16 
use of certain drugs, 795, 796. 

injections in rheumatoid arthritis, 1354. 
skin irritation caused by, 1409, 1445. 

” palpuor |e granules’? in pleural fluid, 


in ec actinomycosis, 1216. 
Summer diarrhea, 629. 
Sun, danger of exposure to tropical, 346, 
347. 


Sun-bathing, risk of, in pulmonary tuber- 
culosis, 1209. 
Sun-baths in the treatment of rickets, 


458. 
Sunlight, fh in osteitis deformans, 
79. 


in relation to pink disease, 298, 300. 
to rickete, 443, 444. 
lethal to tubercle bacilli, 29. 
Sun-stroke, 346, 347. 
Suppression of urine in blackwater fever, 
248, 249. 
Suppurations in pysemia, 13, 14. 
Suprarenal cortex, 504. 
adenomata of, - 509, 514. 
atrophy of, 50 
cancer of, 506. 
hyperplasia of, 474, 509. 
in relation to sexual functions, 504. 
structure and function of, 503. 
glands, acute deficiency, 508. 
anatomy and histology of, 503. 
diseases of the, 503-514. 
hormones of the, 503, 504. 
in relation to sugar metabolism, 414, 
415. 
Peer ve in Addison’s disease, 504, 


structure of, 503. 
tumours of, 513, 514. 
medulla, 503. 
ie ae sar be asa degenerative lesions 
of, ; 
Suramin in trypanosomiasis, 259, 260. 
risks in use of, 260. 
Surgical scarlet fever, 70. 
Susceptibility to infection, 2, 3. 
Sweat secretion, deficient, 456. 
Sweating, absence of, in myxwdema, 493. 
head, in rickety children, 456. 
in amosbic abscess of liver, 709. 
in malaria, 242, 
in paratyphoid fever, 95. 
in relapsing fever, 235. 
in rheumatic fever, 290. 
in septicemia, 13. 
in undulant fever, 129. 
suppression of, in heat-stroke, 348. 
toxemic, 11. 
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Sweats, night, in kala-azar, 252. 
Sycosis barb, 1425-1426. 
lupoid, 1426. 
vaccine treatment of, 18, 1426. 
Sydenham’s chorea, 1834. 
Symbolism, 1811. 
a a ae in angina pectoris, 989, 


in Raynaud’s disease, 1077, 1078. 
Sympathetic, cervical, anatomy and. phys:- 
ology of, 1508. 
paraylsis of, 1609. 
nerve, imbalance in stiology of mega- 
colon, 664, 665. 
pressure on, in aortic aneurysm, 1046. 
nervous system in relation to heart 
control, 848. 
paralysis, cervical, conditions of occur- 
rence of, 1509. 
in acute poliomyelitis, 1572. 
Syncope after arsphenamine, 211. 
conditions of occurrence of, 854. 
in heart affections, treatment of, 874. 
in heart failure, 851, 854. 
local, 1077. 
primary cardiac, causes of, 854. 
Syndrome, Achard-Thiers, 474. 
Adams-Stokes, 908. 
adreno-genital, 509. 
Alzheimer’s, 1828. 
apoplectic, 1589. 
basophil adenoma, 474. 
Benedikt’s, 1507, 1531. 
Brown-Séquard, 1719. 
Cushing’s basophilism, 474. 
effort, 877. 
Fréhlich’s, 437, 479. 
Froin’s, 1557, 1720. 
Ganser, 1883. 
Gradenigo’s, 1506. 
Hand-Schiiller-Christian’s, 482, 483, 842. 
Horner’s, 1508. 
Jackson’s, 1520. 
ae s, 359, 1781, 1825, 1826, 1838, 
842. 


aeaee Moon-Biedl, 480. 

Levi-Loraine, 476. 

Loefiler’s, 797. 

lumbago-sciatica, 1690. 

mediastinal, 1275, 1276, 1280. 
itic, 1590. 

multiglandular, of the fat bearded dia- 
betic woman, 474. 

Nothnagel’s, 1531. 

of Avellis, 1114, 1520. 

of Dejerine and "Roussy, 1531. 

of Tapia, 1520. 

Parry- Romberg, 1525, 

aaa : (Plummer-Vinson), 545, 776, 

Plummer-Vinson, 546, 776, 777. 

Pick’s, 961. 

Raynaud’s, 794. 
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Syndrome, recurring coma, 1590. 
Schmidt's, 1520. 
Schiller-Christian’s, 836. 
shock, 769. 
the lateral recess, 1535. 
the loculation, 1720. 
the thalamic, 1531. 
uveo-parotid, 532, 533. 
Waterhouse-Friderichsen, 508. 
Weber’s, 1507, 1581. 
Synovitis, chronic syphilitic, 206. 
in secondary syphilis, 200. 
trauma as cause of, 1367. 
Synthalin in diabetes, 425. 
Syphilide, follicular, 199. 
mbesiform, 199. 
lichenoid, 199. 
maculo-roseolar, 201. 
papular, 198, 201. 
papulo-pustular, 198. 
papulo-squamous, 198. 
pemphigoid, 1422. 
pustular, 198. 
squamous, 198. 
tubero-serpiginous, 202. 
Syphilis, 193-224. 
accidental infection in, 194, 207. 
setiology of, 194. 
alleged duality of virus of, 1628. 
‘alternating’? and “intermittent ”’ 
treatments of, 220, 221. 
and cerebral thrombosis and hemorrhage, 
1597. 
and chancroid, 197. 
and hydrocephalus, 1546, 1551, 1566. 
and mental] Sisorder. 1632, 1831-1833. 
as cause of chronic arteritis, 1031, 1032, 
1033. 
epee atrophy, 1504. 
cerebral, 1631-1634. 
cerebro-spinal, 1631. 
fluid as guide to treatment in, 222, 
223. 
characteristic lesion of, 194, 195. 
congenital, 204-206. 
diagnosis of, 206. 
prevention and treatment of, 207, 224. 
diagnosis of primary stage of, 197, 198. 
aarti secondary eruptions in, 201, 


diagnosis of tertiary lesions of, 204. 
disfigurements caused by, 203. 
essential lesion of, 1630. 
fever in, 200, 201, 204. 
flocculation reactions in diagnosis of, 
196, 197. 
general management of, 220-224. 
landular symptoms of, 196. 
in relation to aneurysm, 1030, 1042. 
to angina pectoris, 981, 987, 1032. 
to jaundice, 688. 
to marriage, 207. 
to tuberculosis, 1206. 
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Syphilis, incubation period of, 195. 


infection in, 194. 
invasion of tissues in, 194, 195. 
League of Nations Committee’s pro- 
amme of treatment of, 220. 
malarial therapy of, 222. 
maternal transmission of, 194, 204, 207. 
meningeal, 1631. 
mental disorder and, 1831-1833. 
of aorta, 976, 1031. 
of bronchi, 1143. 
of central nervous system, 1831-1833. 
of heart and pericardium, 975. 
of the larynx, 1105, 1106. 
of the liver, 712-715. 
of the lungs, 1218, 1219. 
of the nervous system, 1628-1653. 
of the nose, 1092, 1093. 
of the pancreas, 742. 
of the pharynx, 542, 543. 
diagnosis of, 542, 543. 
of the stomach, 598. 
of trachea, 1127, 1128. 
of vertebral column, 1634. 
optic atrophy in, 1503. 
parenchymatous or degenerative lesions 
of, 1634. 
pathology of, 194-197. 
pregnancy in telation to treatment of 
223, 224. 
primary sore of, 195, 196, 197 
local treatment of, 222. 
prophylaxis of, 206, 207. 
pyrotherapy in, 222, 223. 
racial susceptibility to, 3. 
rashes of, 198, 199, 200, 201, 202. 
retrobulbar neuritis in, 1502. 
secondary lesions of, 198-202, 
spinal, 1634-1636. 
tertiary lesions of, 202-204. 
transmission of, 194. 
to fostus, 204, 205. 
treatment of, 206-224. 
virulence of, at first introduction, 3. 


Syphilitic affections of aorta, heart and 


pericardium, 975-981. 
diagnosis of, 978, 979. 
disease of pulmonary arteries, 1054. 
prognosis of, 979. 
relative frequency and pathology. of, 
975, 976. 
symptoms of, 977, 978. 
treatment of, 979, 981. 
aortitis, 975 ; and see Aortitis, syphilitic. 
arteritis, 195, .976, 1031-1033, 1056. 
caries, 1635, 1716. 
cerebral thrombosis, 1603. 
eerebritis, 1603. 
dactylitis, 203, 206. 
disease of coronary arteries, 949, 976, 
1032, 1060. 
infants, treatment of , 224. 
leucodermia, 198, 
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Syphilitic meningitis, 1032, 1565-1566. 
mesaortitis, 948, 976, 1031, 1042, 1060. 
mop, the, 205. 
phthisis, 1218. 
pseudo-paralysis, 206. 
remedies, specific, 207-220. 
sore throat as contrasted with diphtheria, 

104. 

Syphiloma, intracranial, 1538. 

Syringomyelia, 1727-1733. 
anesthesia in, 1401. 
cervical sympathetic paralysis in, 1509. 
joint lesions in, 1730. 

Systole, cardiac, 849. 


T deflections in electro-cardiogram, 1004. 
T.A.B. vaccine, 88. 
Tabardillo, 270, 275. 
- rene oe ** striation of cardiac muscle, 
52. 
Tabes, conjugal, 1641. 
dorsalis, 1641-1652. 
wtiology of, 1641. 
anti-syphilitic treatment in, 1650. 
ataxia in, 1644, 1645. 
cervical sympathetic paralysis in, 
1509. 


complications of, 1647, 1648. 
course of, 1649-1650. 
diagnosis of, 1648, 1650. 
early symptoms of, 1642-1644. 
importance of recognising early symp- 
toms of, 1642. 
joint lesions in, 1647. 
Lange’s colloidal gold test in, 1630. 
muscular symptoms in, 1644. 
ocular symptoms of, 1645, 1646. 
opener eee in, 1646. 
optic atrophy in, 1496, 1642, 1646. 
pathology of, 1641, 1642. 
prognosis of, 1649, 1650. 
progressive muscular atrophy and, 
1731. 
sensory disturbances in, 1642-1644. 
sphincter troubles in, 1645. 
symptoms of, 1642-1649. 
treatment of, 1650-1652. 
vasomotor and trophic disturbances 
in, 1647. 
visceral crises in, 1646, 1647. 
Wassermann test in, 1630. 
infantile, 1641. 
. Juvenile, 1653. 
mesenteriea, 760. 
Tabo-paresis, 1646. 
Ta&ches eérébrale in cerebro-spinal fever, 38. 
in tuberculous meningitis, 1561. 
ete babe conditions of ocourrence of, 
882, 


in diphtheria, 102. 

in Graves’s disease, 486. 
in heart failure, 856. 

in hyperthyroidism, 996. 
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Tachycardia in pink disense, 299. 
paroxysmal, 891-894. 
electro-cardiogram of, 1012-1014. 
sinus, 881, 882. 
stiology of, 882. 
in diphtheria, 102. 
in hyperthyroidism, 996. 
in microbio infections, 11. 
in pulmo tuberculosis, 1196, 1207. 
symptoms of, 882. 
toxemioc, 11. 
Tachypnaa, 1081. 
Tactile oe in parietal lobe lesions, 
15 


fremitus, 1082. 
Tenia africana, 312. 
confusa, 312. 
echinococeus in relation to lung, 1224. 
lata, 312. 
multiceps, 314. 
saginata, 312. 
solium, 312, 313. 
Teeniasis, 311-315. 
intestinal, 312, 313. 
somatic, 313-315. 
Tannic ser anloetions for ulcerative colitis, 


Tape-worms, 311, 312. 
Tapia’s syndrome, 1520. 
Tar and oil acne, 1409. 
Tarantula bites, 328. 
Tartar in een to oral sepsis, 521, 522, 
523. 
-emetic in American dermal leish- 
maniasis, 256. 
in clonorchiasis, 307. 
in kala-azar, 254. 
in oriental sore, 256. 
in schistosomiasis, 311. 
Taste, lesions of fifth nerve in relation to, 
1509. 
loss of, in Bell’s paralysis, 1511 
in lesions of ninth nerve, 1518. 
Tea, strong, as a cause of gastric troubles, 
560 


and coffee, excessive use of cardiac 
symptoms of, 889, 892. 
as a cause of rosacea, 1405. 
-factory cough, 1218. 
-tasters’ cough, 1218. 
Teak, dermatitis from, 1408. 
Teeth, care of the, 521, 522. 
carious, actinomycosis-like organisms in, 


extraction of, for focal] sepsis, caution as 

to, 17. 
in relation to arthritis, 1360. 

in congenital syphilis, 205, 206. 

in meen to oral sepsis, 521, 522, 523, 
524. 

indications for extraction of, 524, 525. 

infection in relation to sccessory-sinus 
suppuration, 1091. 
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Teeth, loosening of, in mercurial stomatitis, 
in scurvy, 451. 
vitamin A necessary for, 442. 
vitamin D deficiency in relation to, 443. 
Teichopsia in migrane, 1695. 
Telangiectasia, familial, 580. 
hereditary haemorrhagic, 819, 820. 
Telangtectasis in jaundice, 684. 
multiple, 819, 1087. 
st-irradiation, 352. 
Telegraphist’s cramp, 1713, 1714. 
Temperature, high, in stiology of heat- 
stroke, 346, 347. 
in acute appendicitis, 677. 
in acute bronchitis, 1131. 
in acute gout, 432. 
in acute poliomyelitis, 1571. 
in agranulocytosis, 800. 
in amoebic hepatitis and abscess, 709. 
in aplastic anwmia, 785. 
in cerebro-spinal fever, 38, 40. 
in chicken-pox, 161. 
in cirrhosis of liver, 705. 
in dengue, 181. 
in empyema, 1255. 
in erysipelas, 20. 
in flea typhus, 269. 
in pacers! fever, 286. 
in Hodgkin’s disease, 842. 
in icterus gravis, 697. 
in influenza, 168. 
in kala-azar, 252. 
in leukemia, 803, 807. 
in lobar pneumonia, 1228. 
in malaria, 242. 
in measles, 137, 138. 
in mumps, 164. 
in peritonitis, 754, 755, 756. 
in phlebotomus fever, 180. 
in pulmonary tuberculosis, 1195, 1196. 
in pyelitis, 1331. 
in rat-bite fever, 237. 
in relapsing fever, 235, 236. 
in relation to destruction of toxins, 3. 
in rheumatic fever, 289, 290, 291. 
in Rocky Mountain tick typhus, 274. 
in scarlet fever, 65, 66, 67, 69. 
in septic endocarditis, 920, 921, 922. 
in septicemia, 12. 
in serum sickness, 8. 
in sleeping sickness, 258. 
in small-pox, 147, 149, 150. 
in summer diarrhaa, 630. 
in syphilis, 200, 204. 
in tetanus, 55. 
in trench fever, 282. 
in tsutsugamushi disease, 271. 
in tuberculous peritonitis, 761. 
in tularemia, 62. 
in typhoid, 81, 82, 83, 90. 
in typhus, 276, 277. 
in undulant fever, 129. 
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Temperature, in yellow fever, 178, 179. 
subnormal, in congenital heart disease, 
971, 
typus inversus of, in tuberculosis, 1195. 
semporal lobe, localising signs of lesions of, 
529. 


Tenderness, areas of, in trench fever, 282. 
of limbs in infantile scurvy, 454. 
Tendon reflexes in tabes, 1644. 
sheaths, fibrositis of, 1367, 1868, 1379. 
in syphilis, 200. 
Tenesmus in amobic dysentery, 263. 
in bacillary dysentery, 116. 
in schistosomiasis, 310. 
** Tennis elbow,’’ 1369, 1761. 
Teno-synovitis, 23, 1367, 1368, 1369. 
Teratoma of mediastinum, 1282. 
of pharynx, 544. 
Terminal infection, 14, 15. 
by B. coli, 27. 
tuberculosis as a, 31. 
Tertian malaria, benign, 242. 
malignant, 242, 243. 
Tertiary lesions of syphilis, 202-204. 
Testamentary capacity, 1827. 
estimation of, in aphasia, 1616. 
Test-meal for gastric diagnosis, 567, 568, 
582, 583, 585. 
in diagnosis of cancer of stomach, 602. 
in diagnosis of duodenal ulcer, 591. 
in relation to prognosis and treatment, 
585 


Testicle, amcebiasis of, 264. 
atrophy of, in dystrophia myotonica, 
1793 


hormone of, 514. 
lesions of, in mumps, 163, 164, 165. 
necrosis of, in small-pox, 147, 
tertiary syphilis of, 204. 
trypanosomes in, 261. 
Testicles, removal of, in relationy,o obesity, 
438. 
undescended, gonadotrophins in, 516. 
Testosterone, 514, 519. 
Tests for tuberculosis, 33, 34, 1205. 
Tetania thyreopriva, 0000. 
Tetanoid chorea, 1673. 
Tetanus, 53-57. 
Tetany, wtiology of, 626. 
after parathyroidectomy, 500, 501. 
as complication of pyloric obstruction, 
05 


blood calcium in, 501. 
gastro-intestinal, 637. 

in coeliac disease, 634. 

in idiopathic steatorrhwa, 636, 637. 
in rickets, 457. 

in scarlet fever, 72. 

in sprue, 639. 

in syringomyelia, 1729. 

mental disorders associated with, 1844. 
parathyroid, 500. 

pearathyroids in relation to, 501. 
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Tetany, treatment of, 502. 
Tete 235; and see Relapsing fever. 
Tetrachlorethane poisoning, 389, 695. 
Tetrachlorethyiene in ancylostomiasis, 322. 
in ascariasis, 323. 
Tetra-ethyl lead poisoning, 369, 370. 
‘Thalamic syndrome ’’ of Dejerine and 
Roussy, 1531. 
Thalamus. See Optic thalamus. 
Thalassemia, 784. 
Thallium acetate in treatment of ring- 
worm, 1435. 
salts, action of, on hair, 1435, 1492. 
Theobromine in heart disease, 869. 
Theophylline (theocine), in ascites, 766. 
in heart disease, 869. 
Thermalgia, 1082. 
moe manes eee in cerebellar apoplexy, 


Thiamin (Vitamin B,), 445, 459. 
Thiobismol, 217. 
Thirst, excessive in Graves’s disease, 487. 
in acute catarrhal gastritis, 582. 
in acute peritonitis, 754. 
in cholera, 120. 
in diabetes, 410, 416. 
cause of, 410. 
in diabetes insipidus, 482. 
in hemorrhage, 769. 
in pyloric obstruction, 605. 
Thomsen’s disease, 1790 ; and see Myotonia 
congenita. 
Thoracic duct, diseases of, 838, 839. 
Thoracoplasty in abscess of lung, 1181. 
in pulmonary tuberculosis, 1214. 
Thoracotomy for abscess of lung, 1181. 
for hydatid of lung, 1225. 
of pleura, 1269. 
Thought, disorder of, in schizophrenia, 
1867-1869. 
in anxiety states, 1858. 
Thread-worms, 323, 324; and see Entero- 
biasis. 
Three-day fever, 180. 
Thrill, abdominal, in ascites, 765. 
diastolic, in aortic incompetence, 934. 
in aortic aneurysm, 1045, 1047. 
in aortic stenosis, 931. 
in arterio-venous aneurysm, 1053. 
in congenital heart disease, 972. 
in mitral incompetence, 939. 
in mitral stenosis, 937. 
in tricuspid incompetence, 944. 
in tricuspid stenosis, 942. 
Throat, as rtal of infection in acute 
nephritis, 1304. 
bacterial flora of, 133. 
secondary syphilitic lesions of, 199, 200. 
septic, as cause of septicamia, 12. 
in scarlet fever, treatment of, 76, 77. 
sore, in rheumatic fever, 289. 
in scarlet fever, 64, 65, 66, 69. 
symptoms in influenza, 168. 
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Throat, tertiar 

Thrombasthe 

Thrombin, 809. 

Thrombo-angilitis obliterans, 1033, 1034. 
-phliebitis, 1056. 

Thrombocytopenia, blood in, 814. 
conditions of occurrence of, 213, 303, 813. 
in tropical macrocytic anemia, 468. 
essential, 813-815. 
malignant, 785, 812. 
of infections, 811. 

Thrombokinase, 809. 

Thrombopathia of Willebrand-Jiigens, 817. 

Thrombo-phlebitis, 1056. 
in secondary syphilis, 200. 
migrans, 1163. 

Thromboplastin, 809. 

Thrombosis, 1059-1062. 
and embolism. 1058-1064. 

coronary, 991. 
risk of, in quinidine administration, 
871 


pd yea lesions of, 203. 
of Glanzmann, 817. 


and heemorrhage, 1598. 
arterial, 1060. 
as factor in pulmonary infarction, 
1163. 
in cerebral] syphilis, 1632. 
atheroma a cause of, 1039. 
calcarine, 1600. 
cerebellar, 1602. 
cerebral, conditions of occurrence of, 
1597-1599, 1060. 
complications and sequelz of, 1061, 1062. 
femoral, 1061. 
in typhoid, 82, 85, 93. 
in typhus, 279. 
iliac, in typhoid, 85. 
in heart Soars: 856. 
intra-cardiac, 1059, 1060. 
of central retinal vein, 1061. 
of cerebral sinuses, 1060, 1061, 1092. 
of coronary arteries, 1060. 
of the lateral sinus, 1060, 1061. 
of leg in lobar pneumonia, 1231. 
of renal vein, 1298. 
of retinal artery, 1060. 
of splenic veins, 830. 
organismal! infection in relation to, 1059, 
1060, 1061. 
phlebitis in relation to, 1056, 1057. 
portal, 1058. 
renal, 1062. 
sinus, 1608 ; and see Sinus thrombosis. 
treatment of, 1062. 
venous, 1060, 1061. 
after injection of arsphenamine pre- 
. arations, 210. 
Thrombotic forms of pulmonary infraction, 
1163. 
Thrush, 528. 
‘‘ Thrush’s breast °’ appearance of heart 
muscle, 952. 
Thymic asthma, 845, 1104. 
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Thymol in hook-worm infection, 322. 
Thymus gland, diseases of the, 838. 
in status i haticus, 845. 
tumour of, 474. 
Thyroid atrophy, in cretinism, 496. 
in myxedema, 492. 
derangements in acromegaly, 473. 
classification of, 485, 
eee in Graves’s disease, 487, 
extract in cretinism, 496. 
in dwarfism, 477. 
in myxcedema, 494. 
in nephrosis, 1303. 
in obesity, 439. 
in trench fever, 284. 
- gland, diseases of the, 485-498. 
in relation to basal metabolism, 405. 
in relation to cretinism, 495, 496. 
in relation to sugar metabolism, 415. 
influence of, on basal metabolism, 
405, 438, 499. 
pressing on trachea, 497, 1134. 
secretion of, 485. 
inadequacy in South American try- 
panosomiasis, 261. 
Thyroidectomy for angina, 989, 990. 
in Graves’s disease, 490. 
in thyrotoxic cardiac conditions, 000. 
total, in treatment of congestive heart 
failure, 872, 873. 
Thyroideum in myxedema, technique of 
administration of, 494, 495. 
Thyrotomy, indications for, 1112. 
laryngeal stenosis after, 1118. 
Thyrotoxic conditions, auricular fibrillation 
or flutter in, 896, 901. 
Thyrotoxicosis, 491, 996. 
secondary, 491, 492. 
definition of, 491, 492. 
Thyroxine, 485, 496. 
antagonistic to insulin, 488. 
excessive secretion of, in 
disease, 486. 
in relation to blood formation, 774. 
Tibia, sabre-scabbard form of, 203, 206. 
in yaws, 226. 
Tibial nerve, posterior, lesions of, 1767. 
Tic, convulsive, 1709, 1710. 
co-ordinated, 1710. 
-douloureux, 1521. 
psychical, 1710. 
simple, 1708-1709. 
Ties, the, 1707-1711. 
groups of, 1707-1708. 
Tick as transmitter of Rocky Mountain 
tick typhus, 273. 
-bites, 324, 325. 
paralysis from, 325. 
-borne —e fevers, symptoms of, 


Graves’s 


fever, 235 ; and see Relapsing fever. 
typhus, 272, 273. ; 
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Ticks as transmitters of relapsing fever, 
234, 235, 236. 
Tiger-snake bites, 331. 


Time, ad hy aata of, in manic patients, 


Tinea, 1497 ; and see Ringworm. 
barbes, 1435. 
circinata, 1436. 
eruris, 1436, 1497. 
flava, 1498. 
imbricata, 1436, 1497. 
in the tropics, 1497, 1498. 
nigra, 1498. 
tonsurans, 1433. 
ungulum, 1497. 
versicolor, 1440. 
Tin-miners, liability of, to pulmonary 
tubercle, 1189. 
Tinned foods, metallic poisoning from, 394. 
meat as cause of food poisoning, 395. 
Tinnitus, 1515-1516. 
in arterial hypertension, 1066. 
in typhus, 276. 
Tissandier’s balloon ascent, effects observed 
in, 339, 340. 
Titubation in Friedreich’s ataxy, 1666. 
Tobacco amblyopia, 1503. 
excess, as cause of intermittent claudica- 
tion, 1041. 
cardiac symptoms of, 876, 889, 892. 
in relation to atheroma, 1039. 
to chronic catarrhal rhinitis, 1086. 
to chronic gastritis, 560, 561, 585. 
to pees hypersecretion, 560. 
to laryngitis, 1103. 
to pharyngitis, 540. 
to thrombo-angiitis obliterans, 1033. 
alpitation as an indication of, 876. 
a and 8 tocopherol, 445. 
Toe as common seat of gout, 430, 432. 
constriction and loss of, in ainhum, 302, 
Toes, eczematoid ringworm of, 1437. 
Tongue, affections of the, from hypoglossal 
nerve lesions, 1521. 
hemiatrophy of the, 1521. 
in acute appendicitis, 677. 
in acute catarrhal gastritis, 582. 
in chronic arsenical poisoning, 372. 
in chronic gastritis, 585. 
in cirrhosis of liver, 703. 
in diabetes, 416. 
in hypochromic anszmia, 776. 
in lethargic encephalitis, 1578. 
in measles, 138. 
in pellagra, 464. 
in pernicious anemia, 780. 
in progressive muscular atrophy, 1747. 
in scarlet fever, 65, 68. 
in sprue, 639. 
in typhoid, 81. 
in typhus, 276, 278. 
in yellow fever, 178, 179. 
myositis of, in trichiniasis, 319. 
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Tongue, paralysis of, 1521. 
reepbery> 68. 
raw beef, 416. 
syphilitic lesions of, 203. 
tremor of, in general paralysis, 1638. 
worms, diseases due to, 325. 
da Arie in epilepsy, 1684. 
Tonicity of heart muscle, 846. 
Tonsillar infection in relation to arthritis, 
1351, 1358. 
Tonsillectomy, indications for, 536. 
methods of, 537. 
Tonsillitis, acute, 533-535. 
acute nephritis in relation to, 1304. 
chronic, 536, 537. 
adenoids in relation to, 536. 
follicular, 537. 
renchymatous, 536, 537. 
Tonslis as site of septic infection, 11, 534. 
atrophy of, at puberty, 536. 
diseases of the, 533-538. 
entrance of, by tubercle bacilli, 30. 
in diphtheria, 98, 99, 103, 108. 
in scarlet fever, 66, 69, 70, 77. 
necrotic ulceration of, in acute leukzmia, 


septic, in relation to rheumatic fever, 
289, 296. 
unhealthy appearance of, 536. 
Tooth sockets as course of infection in 
rheumatoid arthritis, 1351, 1358. 
Tophi, 432, 434. 
Torsion spasm, 1580, 1673. 
in lethargic encephalitis, 1580. 
Torticollis after A ethargic encephalitis, 
1582, 


congenital, 1707. 
spasmodic, 1705-1707. 
Torula histolytica, 192. 
Torulosis, 192. 
Tourniquet test, 814, 816. 
Toxzemia, 11, 12. 
and meningism, 45. 
and meningitis, 45. 
bacterial, in relation to renal disease, 
1209. 
effect of, on erythropoietic tissues, 773. 
from endotoxin, 3 
from exotoxin, 3. 
from intestinal infection, 565. 
in acute infectious hepatitis, 698. 
in acute peritonitis, 755. 
in acute septic pharyngitis, 539. 
in agranulocytosis, 800. 
in bacillary dysentery, 116. 
in carbon monoxide poisoning, 381. 
in cholera, 119. 
in cirrhosis of liver, 705, 707. 
in heat-stroke, 348, 349. 
in measles, 138, 141. 
in peritonitis, 755, 761. 
in pyelitis, 1331. 
in pyorrhoea alveolaris, 624. 
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Toxemia in relation to symptomatic 
ansmias, 773. 
in small-pox, 150. 
in summer diarrhea, 630, 631. 
in trichiniasis, 820. 
in typhoid, 82. 
in typhus, 280. 
in yellow fever, 179. 
intestinal, 397. 
non-bacterial, 3. 
symptoms of, 11. 
treatment of, 16, 17. 
Toxeemias, infectious, menta) disorders in, 
1842, 1843. 
Toxeemic kidney, 1299; and see under 
Kidn 


ey. 
Toxic absorption, dental caries in relation 
to, 523. 
in acute intestinal obstruction, 672. 
adenoma, 491. 
causes of atheroma, 1038. 
eruptions, 1446. 
factor in angio-neurotic oedema, 1074. 
symptoms in influenza, 169. 
Toxicosis, heamorrhagic capillary, 815. 
Toxins, 3, 4. 
acting on the liver, 695, 696. 
in causation of acute catarrhal gastritis, 
560, 561, 581. 
in causation of gastric ulcer, 561. 
in filariasis, 316. 
mode of action of, 3. 
nature of, 3. 
of diphtheria, 98. 
present in food-poisoning, 304. 
réle of, in cirrhosis of liver, 701, 705. 
in epidemic diarrhea in children, 630. 
selective action of, 3, 99. 
varieties of, 3. 

Toxold, in prophylaxis of tetanus, 56. 
-antitoxin floccules for immunising - 
against diphtheria, 106. 
test of susceptibility to diphtheria, 106. 
Trachea, aneurysm pressing on, 1045, 1129. 

carcinoma of, 1123. 

cyst of, 1123. 

diseases of the, 1119-1129. 

foreign bodies in, 1126, 1127. 

injury of, 1129. 

leprosy of, 1125. 

papilloma of, 1123. 

perforation of, 1123. 

pressure on, in aortic aneurysm, 1045. 
in goitre, 497. 

sarcoma of, 1123. 

scabbard, 1128. 

scleroma of, 1125. 

simple tumours of, 1123. 

syphilis of, 1124. 

tuberculosis of, 1125. 

ulceration of, 1123, 1124. 

Tracheal obstruction, 1125-1129... , 
tugging in aortic aneurysm, 1046, 1Q48 . 


INDEX 


Tracheitis, 1119-1122. 
Tracheo~bronchitis, acute, 1130. 
Tracheocele, 1123. 
Nena sansa 1278. 
Tracheotomy in diphtheria, 108. 
for laryngeal paralysis, 1115. 
for laryngeal stenosis, 1118, 1119. 
for tracheal obstruction, 1127, 1128. 
Trachinus draco, 332. 
Trade dermatitis, 1409. . 
Transfusion of blood, anaphylaxis follow- 
ing treatment of, 823. 
in acute hemolytic ansmia of Lederer, 
789, 822. 
in acute leukemia, 809. 
in aplastio anwmia, 788. 
in arthritis, 1354, 1356. 
in blackwater fever, 250. 
in essential thrombocytopenia, 815. 


in general infectious diseases, 17. 


in hematemesis, 581. 
in hemophilia, 819. 
in hemorrhagio scarler fever, 78. 
in pernicious anemia, 783. 
in purpura, 815. 
in septicemia and pyzemia, 17. 
in shock, 769. 
in sprue, 641. 
in streptococcus infections, 17. 
in treatment of answmias, 822, 823. 
in tropical macrocytic anwmia, 468. 
precautions to be observed in, 822, 823. 
transmission of syphilis by, 194. 
Trapezius, paralysis of, 1520. 
the ultimum moriens in Ft ad 
muscular atrophy, 1746. 
Traube’s space in pleural effusion, 1250. 
Trauma as cause of tracheal obstruction, 
1127, 1128. | 
as predisposing to infeotion, 2. 
in relation to aneurysm, 1043. 
to gout, 430. . 
to intracranial abscess, 1552. 
to intracranial tumour, 1535. 
to mental disorders, 1835. 
to progressive muscular atrophy, 1744. 
Traumatic arthritis, 1367. 
cardiac lesions, 932, 939. 
causes of cerebral heamorrhage, 1597. 
Treatment in cardiac affections, 861-875. 
in mental disorders, principles of, 1813, 
1816. 


Trematodes, diseases due to, 305~311. 
Tremor in acute poliomyelitis, 1570. 
in cerebellar lesions, 1532. 
in chronic alcoholism, 358. 
in disseminated sclerosis, 1655. 
eneral paralysis of the insane, 1638. 
Cravens disease, 488. 
in hysteria, 1881. 
in lethargic encephalitis, 1580. 
in mercurial poisoning, 376. _—y 
in paralysis agitans, 1669, 1671. 


in 
in 
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Tremor in pellagra, 465. 
in typhus, 278 
in various diseases, 1671, 1672, 
Trench fever, 280-284. 
foot, 1410. 
Treponema berberum, 234. 
carteri, 234. 
duttoni, 234. 
hispanicum, 234, 236. 
novyi, 234, 235. 
apie i ; and eee Spirochata 
a. 


persicum, 234, 
pertenue, 225. 
recurrentis, 234. 
sehaudinni, 1496. 
sogdianum, 234. 
turicatss, 234. 
venezuelense, 234. 
Triatoma megista, 261. 
Trichinella spiralis, 319. 
Trichiniasis, 319, 320. 
myositis in, 1373. 
Trichlorethylene poisoning, 389. 
Trichocephalus dispar, 323. 
Trichomonas hominis, 267. 
Trichophytides, skin eruptions associated 
with, 1439. 
Trichophyton, 1432, 1497. 
Trichosporon giganteum, 1498. 
Trichuriasis, 323. 
Trichuris trichiura, 323. 
Tricuspid incompetence, 926, 930, 943, 944. 
stenosis, 926, 930, 942, 943. 
valves, congenital anomalies of, 970. 
Trident hands in achondroplasia, 1387. 
Trigeminal neuralgia, 1521; and see 
Neuralgia, trigeminal. 
Trinitrotoluene poisoning, 385, 386. 
Trional poisoning, hematoporphyrinuria 
in, 1293. 
Trismus in strychnine poisoning, 55. 
in tetanus, 55. 
Trombicula akamushi, 271. 
deliensis, 270. 
Trophic changes in fifth-nerve lesions, 1509. 
lesions in leprosy, 122. 
Tropical climates in relation to amoebic 
hepatitis and hepatic abscess, 708. 
in relation to heat-stroke, 346, 347. 
diseases of doubtful or unknown nature, 
301-304. | 
skin, 1410. 
diseases, 1494-1500. 
sore, 255. 
uleer, 1496. 
Trousseau’s sign in sprue, 639. 
in hypoparathyroidism, 501. 
Trypanosoma brucei, 257. 
cruzi, 257, 261. 
equiperdum, 257. 
evansi, 257. 
gambiense, 257. 
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Trypanosoma rhodesiense, 257. 
Trypanosome fever, 258. 

mes in animals, 257. 


in blood, 257, 258. 
in brain and coord, 258. 


South American, 261, 262. | 
TF ect of, on Ata ae -spinal fluid in 
222 


in alee Li here sickness, 260. 
toxic ooo of, 260. 


Trypsin, 737 
gen, 737. 
Tsetse fly, the, 257. 


Tsuteugamushi disease, 271, 272. 
Tubercle oon effect of carbolic acid on, 


eee a sunlight on, 29. 

in dust, 29, 31. 

in milk, 393. 

in relation to lupus, 1094. 

in sputum, 30, 32, 1194. £ 1200. 

prognostic ee oO 

in urine, 33, 7 

resistant to digestion, 29. 
endotoxold, Graaset’s, 1212. 

Tubercles, characters of, 1191. 

in aa a tuberculous meningitis, 48, 


Tubereular ink itoneum, 760. 

—_— by ingestion, 30. 
eecaiaes Of ‘kin, 1463, 1464. 
Tuberculin, Koch’s, "33. 

new, 1211. 

old, 33. 

testa for tuberculosis, 33, 34, 1205. 

treatment of tuberculosis, 1211, 1212. 


varieties of, 1211. 
chia ce cerebral, risk of removal) of, 
1538. 


hypertrophic, 1202. 
Tuberculo-opsonic index, 34. 
Tuberculo-silicosis, 1186. 
Tuberculosis, 29-36. 

acute caseous, pathology of, 1191, 1192. 

temperature in, 1 
miliary, 35; and gee Tuberoulosis, 
general, 
thology of, 1191. 
mperature in, 35, 1195. 

stiology of, 29-31. 

and erythema nodosum, 296. 

and H, 8 disease, 841. 

and measi: ” 140, 141. 

as « terminal infection, 31. 

Becille Calmette-Guérin in prophylaxis 

of, 35, 1208. 

becilluria, in 33. 

blood in, 35. 
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Tuberculosis, chronic alcoholism in relation 
to, 358, 359. 
cirrhosis of liver i in relation to, 705. 
congenital, 31. 
cutis, 1460-1464. 
cytological evidence of, 34. 


droplet infection in, 30. 
endothelial, 842 
fibro-caseous, pa pathology of of, 1192. 
fibroid, pathology of, 
temperature in, 1195, roe: 
general, 35, 36. 
hilum, 1200. 
in relation to Addison’s disease, 504, 506, 
507, 1202. 
in relation ‘ to eee 2, 417, 1206. 
incidence of, 3 
infection in, nods of, 30, 31. 
results of, 31, 32. 
influenza in relation to, 170. 
Enesiuence of susceptibility to infection, 
1 


intestinal, milk in relation to, 655. 
mucosa as portal of infection, 30. 
sites of, 655. 

intra-cranial, 1537-1638. 

lardaceous disease of kidney in, 1328. 

lymph gland, 839. 

mental] disorders in, 1843. 

mortality due to, 31. 

nausea in oor 574. 

of the cxscum, been 656. 

of epididymis, 1 

of the kidneys, 1336, 1337. 

of larynx, 1106-1108. 

of nose, 1093, 1094. 

of the pericardium, 965. 

of pharynx, 544. 

of skin, forms of, 1460-1464. 

of s leen, 833. 

of the stomach, 598. 

of trachea, 1125. 

paths of entrance of bacilli in, 30, 3 

ee relation to, 1244, 12465, 1346, 


predisposing factors to, 3, 31. 
prophylactic Hepa of, 35. 
prophylaxis of, } 
pulmonary, nes 

as a sequel of influenza, 170. 

hemoptysis in, 1169. 

racial susceptibility to, 3, 31. 
skin inoculation with, 31, 
sources of infection in, 30. 
stigmata of, 1197. 
teste for, 33, 34. | 
trauma in relation to, 31. 
treatment of, 34, 35. 
uveo- tid, 532. 
vesieal, 1336. 
whooping-cough in relation to, 112, 113. 


INDEX 2025 


Tuberculous arthritis, 1357. 
colitis, 655. 
enteritis, 655. 
glands, dental caries in relation to, 523. 
gummata, 1463. 
aes 79-7 i of pulmonary arteries, 
mediastinal glands, 1277, 1278. 
nee 48, 1208, 1559-1562. 
cerebro-spinal fluid in, 44, 1558. 
osis of, 88, 1562. 
pathology of, 1031, 1559. 
myocarditis, 945. 
peritonitis, 88, 705, 759-763. 
uleeration of lleum, 655. 
uloers, local, 1458. 
Tubular breathing, 1083. 
Tufnell’s Or hy of treatment of aneurysm, 
Tulareemia, 61-63. 
Tumbu disease, 327. 
Tumour, benign giant-celled, 1380. 
Tumours in acute leuksemia, 807. 
intracranial, 1535; and see Intracranial 
tumours. 
of goundou, 227. 
of juxta-articular nodes, 228, 229. 
of lungs, 1219, 1222, 
of nose, 1095. 
of the pharynx, 544, 545. 
of the skin, 1481-1489. 
of skull in chloroma, 807. 
of suprarenal glands, 513, 514. 
Turban-Gerhardt classification of tuber- 
cular stages, 1203. 
Turbatrix aceti, 316. 
Turbinals in relation to chronic rhinitis, 
1085. ; 
Turck cells in blood in Oroya fever, 131. 
in rubella, 144. 
Tussive fremitus, 1082. 
** Twilight state,’’ 1824. 
in hysteria, 1882. 
Twitchings in uremia, 1325. 
Tympanites in pneumonia, 1236. 
' Tympantic resonance, 1082. 
Typhoid bacilli, bacteriolysis of, 5. 
in lungs and sputum, 85. 
in pus from bones, 86. 
in stools, 87. 
path of infection by, 2, 79. 
fever, 78-94. 
abortive forms of, 83. 
wtiology of, 78~80. 
afebrile, 83. 
age-incidence in, 79, 83. 
coholism and, 84, 90. 
ambulatory, 83. 
antipyretic treatment of, 93. 
antiseptic treatment of, 93. 
arthritis in, 86, 1367. 
bacterismia in, 2, 79. 
“ carriers,’ 1, 79, 91. 


Typhold fever, causal o m of, 78. 


causes of death in, 90. 

complications of, 84-86. 

convalescence after, 82. 

diabetes and, 84. 

diagnosis of, 6, 86-88. 

diet in, 92. 

differential diagnosis of, 36, 46, 88-90 

distribution of, 99. 

elimination of bacilli, 91. 

eliminative treatment of, 91. 

endemic occurrence of, 80. 

hemorrhagic type of, 84. 

immune therapy of, 91, 92. 

immunity after, 4, 79, 91. 

in relation to gall-bladder infection, 
85, 722, 727. 

increased activity of coliform bacilli 
in, 24, 

incubation period of, 81. 

infection of endocardium, 923. 

infective hepatitis in, 698. 

intestinal ulceration in, 80. 

mortality rate of, 90. 

nursing of, 90. 

onset of, 81. 

pancreatitis in, 740. 

pathology of, 80, 81. 

peritonitis in, 84, 756. 

pregnancy in relation to, 84. 

prognosis in, 84, 86, 90. 

propagation of, 79. 

prophylactic use of vaccines in, 79, 91. 

prophylaxis in, 91, 92. 

pulmonary tuberculosis and, 84. 

rash in, 81. 

relapse in, 82, 83. 

seasonal incidence of, 79. 

sources of infection in, 79, 91. 

special diagnostic methods in, 87, 88. 

special symptoms and complications 
of, 84-86. 

stools in, 81. 

symptoms and course, of 81-84. 

temperature in, 81, 82, 83, 93. 

thrombosis in, 85, 93. 

treatment of, 90-96. 

types of, 83. 

variability of clinical course in, 83. 

Widal test in, 6. 

Zenker’s degeneration of muscle in, 
1373. 

meningitis, 48. 

86 


spine, 86. 
** Typhoid state,”’ the, 82, 95. 


hus abdominalis, 78. 
lasting, 278. 
endemic, 269. 
epidemic, 275. 
exanthematicus, 275. 
fever, louse-borne, 275-280. 
flea, 269, 270. 
icteroides, 176. 
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Typhus mite, 270. 
murine, 269. 
Rocky Mountain tick, 273, 274. 
rural or serub tropical, 271. 
ship, 269. 
siderans, 278. 
tiek, 272, 273. 
tropical, 269. 
urban tropical, 269. 
Xig tropical, 269. 
Tyrosin in pancreatic cysts, 743. 
in urine, 1297. 
in acute necrosis of liver, 697. 
in cirrhosis of liver, 705. 
in erysipelas, 697. 
in leukemia, 697. 
in small-pox, 697. 
in typhoid fever, 697. 


Uffelman’s reagent for lactic acid, 568. 
Uleer, gastric, 586; and see Gastric and 
duodenal ulcer. 
intestinal, tubercular, 655. 
of fauces, syphilitic, 542, 543. 
of larynx, syphilitic, 1106, 1106. 
of casophagus, acute, 552. 
chronic, 553. 
malignant, 555. 
of pharynx, syphilitic, 543. 
regime, 594-596. 
rodent, 1484. 
stercoral, bas oe of colon, ie 
sublingual, in whooping-cough, 111, 113. 
syphilitic, '202, 203, 204. 
tropical, 1496. 
Gierculous, of fauces, 544. 
Uleerating granuloma, 1499. 
Uleeration, in acute intestinal obstruction, 


672. 
in primary Ae searapey sore, 198. 
intestinal, in typhoid, 80, 84. 


of legs in ‘acholurie jaundice, 690. 
est Hoag in primary syphilis, 196, 202. 

Ulcerations, D et’s, 84. 

in American derma] leishmaniasis, 256. 

in scurvy, 452. 

in be 225, 226. 

, tuberculous, 1106, 1107. 
Ulcerative endocarditis, 918; and 
Endocarditis, septic. 

stomatitis, 526-528. 
Uleers, amosbic, 262, 263, 708, 712. 

anal, 619. 

character of, in ulcerative colitis, 651. 

dysenteric, 115, 117. 

in American dermal leishmaniasis, 256. 

in atriplicism, 393. 

in lymphopathia venereum, 183. 

in ulcerative colitis, 651. 

intestinal, in typhoid, 80. 

necrotic, in tsutsugamuchi disease, 271. 

of feet, perforating, in diabetes, 417. 

in tabes, 1647. . 


6ce 
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Uleers of skin, tuberculous, 1460, 
** Ulnar hand,” the, 1764. 
nerve, anatomy and physiology of, 
17 


63. 
lesions of, 1763-1764. 
paralysis of, 1763-1764. 
ee radiation in glandular fever, 


rays a hae to prophylaxis of 
rickets, 443, 444. 
Umbilical abscess in tuberculous peri- 
tonitis, 761. 
infection causing jaundice, 686. 
vein, as causing peritonitis, 
5 
oe of small-pox vesicles, 149, 


Umbilious, di diphtheritic infection of, 101. 
Uncinaria stenocephala, 1498. 
Uneinariasis, 320 ; and see Ancylostomiasis. 
Uneinate lesions, hallucinations i in, 1529. 
Undulant fever, 128-130. 
Unna’s paste, 1417. 
Unverricht’s myoclonus, 1687. 
Ureemia, 1321-1328. 

as terminal stage of chronic alcoholism, 

359. 

cause of diarrhoa in, 623. 

in acute nephritis, 1306, 

in alkalesmia, 407. 

in cholera, 120. 

in chronic nephritis (secondary), 1312. 

in mumps, 1 

in scarlet fever, 73. 

latent, 1323. 

mental disorders associated with, 1846. 
Ureemic asthma, 1325. 
Urates in urine, 1296. 
Urea as a diuretic, 1314. 

concentration test of renal efficiency, 


86. 
in blood, in health and disease, 1286. 
in urine, 1283. 
retention in relation to uremia, 1323, 


7. 
stibamine in kala-azar, 254. 
-stibol in kala-azar, 254. 
Ureteral sitoenige peta in determining 
dney efficiency, 1287. 
tenderness in tuberculous kidney, 1337. 
Ureters, lesions of, in schistomiasis, 309. 
Urethritis in coliform infections of urinary 
tract, 25, 26. 
in mumps, 165. 
Uric acid in blood in gout, 430, 431. 
in health, 430. 
calculi, 1338. . 
erystals in urine, 1296, 1338. 
excretion of, 430, 431, 1284. 
testa for, 434. 
Udnary an 1323. 
rage inal re 1333 
eeakers » for agnosis of typhoid, 87. 


INDEX 


Urinary pecronen, abnormalities of, 1288- 
7. 


symptoms in schistosomiasis, 310. 
in Beet 85, 86. 
saith . coli infections of, 23, 24-26. 
coliform infections of, vaccine treat- 
ment of, 28, 29. 
Urine, acidity of, 1283. 
alcohol in, in alcoholic intoxication, 
355, 357. 
a ary of, in bacilluria, 26, 27, 
3 


Bence-Jones protein in, 1383. 
changes in, in pneumonia, 1230. 
characters of normal, 1283-1288. 
crystalline deposits in, 1296, 1297. 
demonstration of tubercle bacilli in, 33. 
drugs which alter colour of, 1295. 
examination of, for tubercle bacilli, 33. 
in acidemia, 1283. 
in acute necrosis of liver, 697. 
in acute nephritis, 1305. 
in blackwater fever, 248, 249. 
in cholera, 120. 
in chronic B. coli infections, 26. 
in chronic nephritis, 1318. 
in cirrhosis of liver, 705. 
in diabetes insipidus, 482. 
mellitus, 416. 
in dinitrobenzene poisoning, 385. 
in filariasis, 317. 
in jaundice, 684, 685. 
in lardaceous disease, 1329. 
in measles, 138. 
in nephrosis, 1302. 
in osteomalacia, 1383. 
in pernicious anzmia, 780. 
in pernicious vomiting of pregnancy, 


579. 
in pyelitis, 1331, 1333. 
in rheumatio fever, 290. 
in schistosomiasis, 310. 
in smal]-pox, 150. 
in spirocheetosis 
232. 
in typhoid, 81, 85, 86. 
in pee 278. 
in yellow fever, 179. 
incontinence of, in epileptic attack, 1684. 
nitrogenous constituents of, 1282-1285. 
non-nitrogenous constituents of, 1285, 
12 


ictero-hamorrhagica, 


normal amount of secretion of, 1283. 
organised deposits in, 1297. 
pancreatic ferments in, 737. 
phosphates in, 1285. 
pigments of, 1285. 
pneumococci in, 1230. 
reaction of, 1283. 
in relation to calculi, 1344, 

specific gravity of, 1283. 

- - spiroohsstes in, 231. 
streptococci in, 1369, 
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Urine, suppression of, in arsphenamine 
poisoning, 374. 
in blackwater fever, 249. 
in cholera, 120. 
in lead poisoning, 360. 
in mercurial poisoning, 375. 
tests for sugar in, 417, 418. 
tubercle bacilli in, 33, 1341. 
typhoid bacilli in, 87. 
Urino-genital tract, schistosoma ova in, 
309, 310. 
Urobilin, 1285. 
Urobilinuria, 685. 
in blackwater fever, 248. 
in cirrhosis of liver, 705. 
in malaria, 241, 243. 
in pernicious anemia, 780. 
in yellow fever, 179. 
Urochrome, 1285. 
Uroerythrin, 290, 1285. 
Uroselectan B for use in pyelography, 1288. 
Urticaria, acute giant, 1073, 1453. 
stiology of, 1452. 
after arsphenamine preparations, 211. 
anaphylactic, 7. 
auto-toxic, 1452. 
diagnosis of, 1453. 
factitious, 1452. 
forms of, 1452. 
in ascariasis, 323. 
in bacterial food poisoning, 400, 1452. 
in relation to asthma, 1148, 1149. 
in serum sickness, 8, 1447. 
oral sepsis in relation to, 525. 
papular, 1453. 
pigmentosa, 1453. 
simple, 14652. 
symptoms of, 1452, 1453. 
treatment of, 1454. 
Urticarial drug eruptions, 1447. 
rash from rupture of hydatid cyst, 716, 
1269. 
in dracontiasis, 319. 
Urticarias, the, 1451-1454. 
Uta, 256. 
Uterine displacements in  visceroptosis, 
749 


troubles in relation to rosacea, 1405. 
Uterus, coliform infection of, 27. 
infections of, causing septicwmia, 12, 
27, 756. 
pituitary gland in relation to, 470. 
Uveo-parotid syndrome, 532, 533. 


Vaccination, contra-indications to, 150. 
immunity to small-pox, 146, 155. 
protection afforded by, 155, 158, 159, 
160. 
risks of, 158, 159. 
technique of, 157, 158. 
lymph, 157. 

T.A.B., 88. 
therapy, object of, 157. 
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Vaccines, autogenous, 19. 
balanced, 1371. 
in arthritis, 1364. 
in chronic arthritis, 1371. 
in coliform urinary infections, 28, 29. 
in flea typhus, 270. 
in rheumatoid arthritis, 1354. 
in Still’s disease, 1366. 
skin eruptions due to, 1448. 
atock, 19. 
typhoid, 66. 
Vaccinia, 157-160. 
Vaginal diphtheria, 101. 
Vagotonicity in relation to asthma, 1149. 
Vagus, anatomy and physiology of, 1518. 
in relation to heart-control, : 
involvement of, in cancer of wsophagus, 
557. 
in cerebellar apoplexy, 1603. 
lesions of the, 1518, 1520. 
role of the, in asthma, 1149. 
Valleix, the tender points of, 1522. 
Valvular changes in chronic endocarditis, 
925, 926. 
disease in septic endocarditis, 925-945. 
of heart, chronic, 920, 921. 
stiology of, 926, 927. 
effects of, on walls of heart and 
other organs, 917-930. 
syphilis as cause of, 926. 
treatment of, 944, 945. 
of left side of heart, results of, 920~930. 
diseases, chronic forms of, 925, 926. 
roportions and combinations of, 926. 
lesions in relation to myocardium, 861. 
Valvulitis, 914. 
in chronic endocarditis, 926. 
Van den Bergh’s reaction, 685, 686. 
interpretation of, 686. 
test for excess of bile pigment in blood, 
685. 


in pernicious anemia, 603, 781. 
Van den Burg’s diet in sprue, 640. 
Van Slyke’s method of estimating CO, in 
blood, 406 


Varicella, 160; and see Chicken-pox. 
bullosa, 160. 
gangrenosa, 160, 161. 
heemorrhagiea, 162. 
Varicose aneurysm, 1053. 
eczema, 1414. 
uleer of leg, 1404. 
zone of alarm, 1197. 
Variola, 146 ; and see Small-pox. 
minor, 150. 
differential diagnosis of, 152. 
Varioloid, 151. 
varicella, 151. 
Vascular reaction of skin to irritants, 1072. 
stasis of lower limbs, chronic, 1404. 
Vasomotor disturbances in Raynaud’s 
disease, 1075, 1076. 


instability, signs of, 1072. 


INDEX 


Vasomotor neuroses, 1072~1080. 
factors involved in, 1072. 
vane after arsphenamine remedies, 


after snake-bite, 330. 
in irritable heart, 878. 
Vasovagal attacks, 854, 874, 1687. 
in anxiety states, 1859. 
vegerete _pneeeuEeNe value of, 449, 


as source of food poisoning, 396. 
table of, in relation to diabetic diet, 426. 
value of, in scurvy, 449. 
Vegetations, valvular, 915, 019, 1059. 
Veldt sore, 1495. 
Venesection in aneurysm, 1050. 
in heart failure, 872, 874. 
in hyperpietic kidney, 1323. 
in hypertension, 996. 
in pneumonia, 1235. 
in polycythemia, 794. 
in pulmonary hyperemia, 1161. 
in pulmonary wdema, 1162. 
in uremia, 1328. 
value ae reducing blood-pressure, 996, 
9 


Venoms, snake, 329. 
Venous dilatation in ascites, 764. 
pulsation in aortic incompetence, 933. 
pulse, forms of. 850, 851. 
thrombosis, 1060, 1061. 
in typhoid, fever, 81. 
Ventricles, dilatation of, in hydrocephalus, 
1545, 1546, 1547. 
lateral, tapping of, 52. 
reneeur coke in electro-cardiogram, 


fibrillation, 861, 903, 904. 
Ventriculin in pellagra, 466. 
Ventrieulography in intracranial tumours, 
4. 
Ver du Cayor, 327. 
Ver macaque, 327. 
Verbigeration, in schizophrenia, 1871. 
Vernix caseosa, golden, in erythroblastusia 
foetalis, 788. 
Veronal, addiction to, 1842. 
Verruca filiformis, 1482. 
necrogenica, 1462. 
of tuberculous origin, 31. 
plana juvenilis, 1482. 
plantaris, 1482. 
vuigaris, 1482. 
Verruga peruviana, 132. 
Vertebral column, syphilitic disease of, 1634. 
tumours in relation to compression of 
cord, 1715, 1723, 1725. 
Vertigo, 1516, 1517. 
in caisson disease, 336. 
in cerebellar lesions, 1602. 
in paroxysmal tachycardia, 892. 
labyrinthine, 1517; and see Ménidre’s 
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Vesical crises in tabes, 1647. r 
tuberculosis, 1337. 

Vesicle, 1398. 

ver eraae. fistula in diverticulitis, 661, 


Vesicular breathing, 1082. 
Vestibular irritation in sea-sickness, 341. 
lesions, tests for, 1514. 
‘Vi’ antigen, 687. 
Vibrio of cholera, 118, 119. 
Vicia sativa, 392. 
Vidal, lichen simplex chronicus of, 1474. 
Vijochin, 218. 
Vincent’s angina, 537, 538. 
complicating glandular fever, 287. 
contrasted with diphtheria, 104, 538. 
organisms in ulcero - membranous 
stomatitis, 527. 
spirilla in measles, 139. 
in throat, 98, 104. 
Vinegar worm, 316. 
Viper, Russell’s, 332. 
Viperine venom, 329, 330. 
Virilism, 509-511. 
in acromegaly, 473. 
in Cushing’s syndrome, 475. 
Virulence, bacterial, 2, 15. 
Virus diseases, 8-10. 
of nervous system, 1567-1588. 
** Virus en cage,’’ 247. 
** Virus fixe ’’ of rabies, 295. 
Virus of lymphopathic venereum, 184. 
of measles, 136, 
of yellow fever, 177. 
pantropic, 177. 
Viruses, filtrable, 8-10. 
diseases due to, 9, 10, 133-184. 
ultra-microscopic, 8~10. 
Visceral crises of tabes, 1646, 1647. 
Visceroptosis, 746-751. 
wtiology and pathology of, 746. 
in relation to movable kidney, 1347, 
1348. 
nervous symptoms in, 749. 
Vision, disorders of, in acromegaly, 472. 
in disseminated sclerosis, 1655. 
in hydrocephalus in children, 1549. 
in fu a radar ict 501. 
in lethargic encephalitis, 1580. 
in migraine, 1695. 
Visual word centre, 1611. 
** Visuals ’’ 1613. 
Vital capacity, 1084. 
lowered in emphysema, 1174. 
Vitamin, anti-scorbutic, in relation to 
scurvy, 449, 450, 453. 
deficiency in idiopathic steatorrhm@a, 635. 
in relation to arthritis, 1360. 
to chronic alcoholism, 358, 359. 
to calculus formation, 1338. 
to beriberi, 445, 446, 449. 
to osteitis deformans, 1384. 
to pellagra, 448, 463, 464. 
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Vitamin, fat-soluble, in relation to rickets, 
443, 444, 456. 
koagulation, 685. 
values of foods, 442, 444, 449, 450. 
Vitamin A (axerophthol), 441-443. 
daily requirement of, 442. 
effects of lack of, 442, 443. 
function of, 442. 
sources of, 441, 442. 
value of foods, 442. 
B, (aneurin), 445-447. 
daily requirement of, 447. 
deficiency in relation to chronic 
alcoholism, 359. 
estimation of, 446. 
in diphtheritic paralysis, 109. 
in pink disease, 300. 
in relation to beriberi, 446, 447, 459, 
460. 
in treatment of chronic alcoholism, 
360. 
lack of, effects of, 447. 
value of foods, 446; 
Aneurin. 
deficiency, effects of, 445, 446, 447. 
sources of, 446. 
B,, in relation to pellagra, 448, 463. 
B, (riboflavin), 448. 
complex, 448, 449. 
complex composition of, 448. 
B,, sources of, 448. 
B,, in maize, 448. 
B, (Adermin), 448. 
B, (nicotinic acid), 448. 
C, 449, 450. 
daily requirement of, 450. 
effect of heating on, 449. 
excretion of, 450. 
in relation to blood formation, 774. 
to scurvy, 449, 450, 451. 
in spondylitis ankylopoietica, 1363. 
sources of, 449, 450. 
D, 443-445. 
action of, 443. 
artificial production of, 443, 444. 
effects of overdosage of, 444. 
in relation to rickets, 443, 444 
456. 
to teeth, 523. 
in tetany, 502. 
produced by ultra-violet irradiation, 


and see 


relation of ergosterol to, 444. 
sources of, 443. 
standardisation of, 444. 
values of foods, 444. 

D, (calciferol), 444. 

D,, 444. 

E, 445. 
deficiency, effects of, 445. 
in relation to sterility, 446. 
sources of, 445. 
varieties of, 445. 
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Vitamin K, 445. 
defecate absorption of, in jaundice, 
85. 
in relation to coagulation of blood, 
809, 810. 

sources of, 445. 

K,, 445. 

K,, 445. 


P, 450. 

Vitamins, 441-450. 
chemical characters of, 441, 442, 445. 
effect of cooking on, 449. 
fat-soluble, 441. 
groups of, 441. 
in pink disease, need for, 300. 
in relation to coliac disease, 634. 

to dental caries, 528. 
to seroma dropsy, 461, 462. 
to obesity, 439. 
to sprue, 638, 641. 
in treatment of hsmorrhagic scarlet 
fever, 78. 
of idiopathic steatorrhwa, 637. 
international standards for, 442, 446. 
list of, 441. 
Medical Research Council on, 446. 
water-soluble, 441. 
Vitiligo, 1490. 
Vocal cords, abductor paralysis of, 1113. 
cortical centres for movements of, 
1114. 
epithelioma of, 1111. 
in tabes, 1646. 
paralysis of, 1112-1116. 
pressure on, by aortic aneurysm, 1046. 
recurrent paralysis of, 1113. 
fremitus, 1082. 
resonance, 1084. 

Voice, change in, in paralysis agitans, 1670. 
in progressive muscular atrophy, 1747. 
conduction, 1084. 

-production, faulty, 1103, 1104, 1108. 
sounds, 1084. 

** Voices,’’ in schizophrenia, 1870. 

Volhard’s tests of renal efficiency, 1287. 

Vollmer’s patch test of tuberculosis, 1205. 

Voltage in relation to electrical injuries, 343. 

Voluntary movement, disorders impairing, 


Voivulus as cause of acute intestinal ob- 
struction, 671, 672. 
coniplicating megacolon, 668. 
Vomiting, 569-571. 
acidosis in, 407. 
setiology of, 560-571. 
after use of arsphenamine, 211. 
as cause of alkalosis and uremia, 1321. 
at onset in pneumonia, 1228. 
black, post-operative, 608. 
central, 569, 570. 
y bce i ee 16 
uring sulphonamide therapy, 16. 
fecal, 673. 
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Vomiting, hysterical, 570, 578. 
in achalasia of the cardia, 548. 
in acute appendicitis, 677. 
in acute catarrhal gastritis, 582. 
in acute gastritis, 682. 
in acute hepatic necrosis, 696. 
in acute intestinal obstruction, 673. 
in acute myocarditis, 946 
in acute necrosis of pancreas, 738. 
in acute peritonitis, 754, 756. 
in acute poliomyelitis, 1570. 
in acute suppurative gastritis, 583. 
in Addison’s disease, 505, 571. 
in alcoholic gastritis, 572, 702. 
in anorexia nervosa, 573. 
in anoxeamia, 340. 
in apoplexy, 1601. 
in appendicitis, 677, 681. 
in arsenical poisoning, 371. 
in bacillary dysentery, 116. 
in biliary colic, 730. 
in blackwater fever, 248. 
in botulism, 402. 
in caisson disease, 336. 
in cancer of the ossophagus, 556. 
in cancer of the stomach, 601. 
in cardiac failure, 854, 875. 
in cerebellar apoplexy, 1602. 
in cerebral tumour, 570. 
in cerebro-spinal fever, 38, 41, 45. 
in cholecystitis, 725. 
in cholera, 120. 
in chronic alcoholism, 359. 
in chronic duodenal ileus, 608. 
in chronic gastric ulcer, 588. 
in chronic gastritis, 585. 
in cirrhosis of liver, 702. 
in congenital hypertrophy of the pylorus, 
606. 


in coronary occlusion, 992. 
in diphtheria, 99, 100, 102. 
in epidemic diarrhea of children, 630, 


. 631. : 

in epilepsy, 1686. 

in landular fever, 296. 

in heat h perpyrexia, 349. 

in Henoch's purpura, 816. 

in hour-glass stomach, 604. 

in hyperparatbyroidism, 499. 

in icterus gravis, 696 

in intracranial abscess, 1553. 

in intracranial tumour, 570, 1541. 

in lead poisoning, 365. 

in lethargic encephalitis, 1578. 

in malaria, 242. 

in Méniére’s disease, 570, 1517. 

in migraine, 570, 1695. 

in necrosis of liver, 696. 

in ossophageal and pharyngeal diver- 
ticula, 551. 

in ossophagitis, 552. 

in paratyphoid fever, 965. 

in plague, 126. 
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Vomiting in post-basic meningitis of infants, 
41 


in pregnancy, 570. 
in pyloria obstruction, 605. 
in zelepaing fever, 235, 236. 
in renal colic, 570. 
in scarlet fever, 65, 69, 77. 
in sea-sickness, 341, 342, 570. 
in small-pox, 147, 156. 
in tt lcs ictero-hemorrhagica, 
in suppurative encephalitis, 1553. 
in cube ureaye pylephlebitis, 722. 
in tuberculous meningitis, 1560. 
in typhoid, 83. 
in uremia, 571, 1325. 
in waterbrash, 572. 
in whooping-cough, 111, 112. 
in yellow fever, 178, 179. 
morning, in alcoholics, 359, 572. 
of pregnancy, pernicious, 578. 
post-anzsthetic, 571. 
post-operative, causing pores cesophag- 
itis and ulcer, 552. 
black, 608. 
projectile, 606, 607. 
reflex, 570. 
sickness of Jamaica, 390; aud see Ackee 
isoning, 390. 
toxemia, 11. 
toxic, 570, 571. 
treatment of, 571. 
von Bechterew’s disease, 1362. 
von Behring on immune zera, 4, 5. 
von Bonsdorff count in pulmonary tuber- 
culosis, 1196. 
von Economo and lethargic encephalitis, 
1577, 1582. ; 
von Gierke’s disease, 692. 
von Graefe’s sign in Graves’s disease, 487. 
in myasthenia gravis, 1795. 
von Hert? 698 (neostibosan) in kala-azar, 


54. 
von Jaksch’s disease, 792 ; aud sce Anwmia 
seudo-leukemica infantum. 
von Rec hausen, generalised osteo- 
fibrosis of, 498. 
Vulva, onions of, in schistosomiasis, 309. 
pillomata of, in rhinosporidiosis, 193. 
vuiva pruritus of, in diabetes, 416, 1403. 
Vulvar diphtheria, 101. 
lesions in lymphopathia venereum, 184. 
Vulvitis in typhoid, 86. 


Waller’s capillary electrometer, 999. 
War conditions in relation to acute bron- 
chitis, 1135. 
in relation to heart, 877. 
in relation to hysteria, 1879, 1881, 
1882, 1884. 
in relation to typhoid, 79. 
ees to septic endocarditis, 
918. 
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War disease, ulcero-membranous stomatitis 
as a, 627. 
mental disorders in, 1812, 1814. 
Warbles in myiasis, 327. 
Waren Tay-Sachs’ disease, 1624. 
Wart, post-mortem, 1462. 
Warts, 1481-1483. 
gonorrheeal, 1482. 
post-mortem, 31, 1462. 
senile, 1491. 
Wasp sing, soephylacue symptoms after, 


Wassermann reaction as guide to treat- 
ment, 221, 222, 223. 
first appearance of positive, 196, 197. 
hemo yeis as principle of, 5. 
in cerebro-spinal fluid, 1559. 
in diagnosis of syphilis, 196. 
in glandular fever, 287. 
in syphilis of heart and aorta, 978, 
in syphilis of the nervous system, 
1629. 
in typhus fever, 276. 
in Vincent's angina, 538. 
Water as vehicle of cholera infection, 119. 
of typhoid infection, 79, 91. 
drinking, contamination of, 362, 393. 
gas, dangers of, 379. 
lead contamination of, 362, 366, 394. 
supply e Daria to goitre and cretinism, 


Waterbrash, 571, 572. 
Waterhouse-Friderichsen syndrome, 508. 
Water-pock, 160. 
Watsonius watsoni, 305. 
Waxy disease of arteries, 1040. 

kidney, 1040, 1328. 
Weber’s compass test, 1528. 

syndrome, 1507, 1531. 

test for nerve deafness, 1515. 
Weed-killer, arsenical, 371. 
Weigl’s anti-typhus vaccine, 280. 
Weil’s disease, 231; and see Spirochstosis 

icteroheemorrhagica. 

Well Felix reaction, 268, 269, 270, 276. 
Weil strain of leptospira, 230. 


Werdnig-Hoffmann disease, 1756, 
Werlhof’s disease, 813. 
Wernicke’s encephalitis hsemorrhagica 


superior acuta, 1507. 
sane pupil phenomenon, 1508, 
1529 


** Wet brain,’’ 356. 

Weyl’s test for creatinin, 1284. 

Wheal, 1072, 1398. 

Wheat-germ oil] in treatment of habitual 
abortion, 445. 

Whip-cord artery, 1036, 1066, 

“worm, the, 323. 

White ncorvous matter prone to suffer in 
caisson disease, 333, 336. 

White-spot disease, 1475. 

Whitfield’s ointment for ringworm, 1438, 
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Whitlow, 1730. 
pelea 101. 
hilitio, 198. 
wht ows in syringomyelia, 1401, 1730. 
Whooping-cough, 109-115. 
Widal test, 6, 87. 
Willis, the circle of, 1502. 
in relation to aneurysm, 1588. 
Winckel’s disease, 791. 
‘© Winged scapula,’’ 1520, 1758. 
Winterbottom’s sign in African trypanoso- 
miasis, 258. 
Wirsung’s duct in relation to chronic pan- 
creatitis, 740. 
Wohlfartia magnifica, 326. 
Wolllez, maladie de, 1159, 1232. 
Wolff's me for use after pleural effusion, 
54. 
Wolves, rabid, and rabies, 1585. 
Wood's Spry) for diagnosis of ringworm, 


Wool-sorter’s disease, 57; and see 
Anthrax. 

Word~-blindness, in lesions of occipital 
lobe, 152 


in lesions of temporal lobe, 1530. 

pure, 1610, 1612. 
Word-deatness, 1611, 1612, 1613. 

in lesions of temporal lobe, 1530. 
Wounds, diphtheria of, 101. 

in relation to septicemia, 12. 

scarlet fever after, 70. 
Wrist-drop in beriberi, 461. 

in lead palsy, 365, 1789. 
Writer’s cramp, 1696, 1697. 
Writing, executive areas for, 1591. 
Wuehereria bancrofti, 316. 


Xanthin in urine, 1284. 
Xanthoehromia (of cerebro-spinal fluid), 
1557, 1720. 
Xanthoma, 684, 834, 1468. 
diabeticorum, 1468. 
planum, 1468. 
tuberosum, 1468. 
Xanthomata in Hand-Schiiller-Christian’s 
disease, 483. 
Xanthomatosis of skin, 834. 
Xanthopsia, 685. 
Xenopsylila cheopis, the rat-flea of plague 
and typhus, 125, 269. 
Xeroderma, 1398. 


pigmentosa, 1491. 
ae carotene in relation to, 


in idiopathic ateatorrhoea, 685. 
in vitamin deficiency, 442. 
Xerosis bacillus, 97. 
Xerostomia, 529, 530. 


X-ray ap ees in cancer of stomach, 
in Piste 434, Rei . 
dermatitis, 14 
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X-ray diagnosis of cancer of colon, 659. 
of chronic gastric ulcer, 589. 
of diverticulitis, 661. 
of a mediastinal glands, 1279, 
of hour-glass stomach, 604. 
of intestinal stricture, 651. 
of intracranial tumours, 1544. 
of pleurisy with effusion, 1252. 
of pulmonary tuberculosis, 1204. 
of renal calculi, 1343. 
of visceroptosis, 748. 
examination, importance of, in thoracic 
aneurysm, 1049. 
of intestinal functions, 613, 614, 620. 
treatment, of acne vulgaris, 1431. 
of actinomycosis, 188. 
of agranulocytosis, 801. 
of anzmias, 822. 
of blastomycosis, 191. 
of chronic myeloid leukemia, 804, 805. 
of eczema, 1417. 
of erysipelas, 21. 
of essential thrombocytopenia, 815. 
of Graves’s disease, 491. 
of Heerfordt’s disease, 533. 
of Hodgkin’s disease, 843. 
of leukesmia, 805, 806, 809. 
of lymphosarcoma, 844. 
of osteo-arthritis, 136). 
of polycythemia, 794. 
of pruritus, 1404. 
of ringworm of scalp, 1435. 
of splenic anzmia, 32. 
of spondylitis, 1364, 1365. 
of syringomyelia, 1733. 
X-rays in diagnosis of tuberculosis, 1205. 
uses of, in industry, 351. 


Yatren in ameebic dysentery, 266. 

Yaws, 225-227. 

Yeast as source of vitamins B, and B,, 446, 
449 


extract in meer alcoholism, 360 
in pellagra, 46 
in tropical ecwarlis anemia, 468. 
irradiated, 444. 
vitamin content of, 444, 446. 
Yellow gin 176-180. 
Jack, 176. 
Yersin and Lustig’s anti-plague serum, 128. 


Zenker’s os degeneration of muscle, 
137 
in typhoid, 80. 
in typhus, 278. 
Ziehl-Neelsen staining of tuberculous sputa, 
32. 
pecmaae y stippling in malaria parasite, 


Pestana. Sa8. 
Zoster, 1583. 
Zymogens of pancreas, 737. 


